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The Biopolitics of Dementia

This book explores how dementia studies relates to dementia’s growing
public profile and corresponding research economy.

The book argues that a neuropsychiatric biopolitics of dementia positions
dementia as a syndrome of cognitive decline, caused by discrete brain diseases,
distinct from ageing, widely misunderstood by the public, that will one day
be overcome through technoscience. This biopolitics generates dementia’s
public profile and is implicated in several problems, including the failure of
drug discovery, the spread of stigma, the perpetuation of social inequalities
and the lack of support that is available to people affected by dementia.
Through a failure to critically engage with neuropsychiatric biopolitics, much
dementia studies is complicit in these problems.

Drawing on insights from critical psychiatry and critical gerontology,
this book explores these problems and the relations between them, revealing
how they are facilitated by neuro-agnostic dementia studies work that lacks
robust biopolitical critiques and sociopolitical alternatives. In response,
the book makes the case for a more biopolitically engaged “neurocritical”
dementia studies and shows how such a tradition might be realised through
the promotion of a promissory sociopolitics of dementia.

James Rupert Fletcher is Wellcome Fellow in the Department of Sociology
at the University of Manchester, UK. His research covers several areas of the
dementia economy, with an emphasis on using social theory and methods
to understand dementia as a political entity. He has published on subjects
including informal dementia care networks, mental capacity legislation and
its influence on research governance, the anti-ageing technoscience market,
anti-stigma and awareness-raising campaigns regarding psychiatric disorder,
the operationalisation of ethnicity and age in research, the biomarker dis-
covery economy, the curation of dementia-friendly cultural events, dementia
prevention public health strategies and environmental effects on cognition in
urban settings. His lecturing spans medical sociology, the sociology of age-
ing, social research methods and ethical governance.
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Preface

In 2010, I asked my undergraduate personal tutor how I could get his job. In
answer, he introduced me to the academic career path and the idea of doing
a PhD. My two potential topics were immediately obvious, both stemming
from my personal life: (1) construction labour during the Great Recession
and (2) unpaid dementia care. Intuitively, these topics seem rather dissimilar.
However, they are curiously entangled. The existence of this book is a hint
that I opted for dementia research. Seemingly by chance, that decision coin-
cided with a period of remarkable growth in British dementia research that
is bound up with the Great Recession and its political consequences, particu-
larly for shaping key industries. That growth of dementia research partially
explains why I am here, qualified, employed and writing this book. Without
it, ironically, I would probably be working in construction. So, strangely
enough, my original choice to study dementia has circuitously brought me
back to studying the post-2008 political economic re-constitution of key
industries and the people affected by them. I, like many of my peers (and this
book), am a product of the resulting political economy of dementia.

This is a book about dementia research and its relationship with its core
research problem: dementia. More specifically, it is a book about demen-
tia studies, a diverse and loose collection of social scientific, humanities and
arts scholarship with which I self-identify. My holding-together of dementia
studies as an entity throughout this book is contestable, but for me, it has
sufficient coherence as an institutionalised intellectual and political pursuit
that it makes sense for me to speak to it as my audience. For a more nuanced
overview of dementia studies, I recommend the earlier books in this series.’
While often separated out as the poorer relation in a “cure vs care” binary
of research types, I think that dementia studies can be better understood as
an outgrowth of the wider dementia research economy. Dementia studies is
both symbolically and materially indebted to that economy. So, while my
attention is primarily focused on dementia studies, and it is those scholars in
particular that I am speaking to, it would be a mistake to approach dementia
studies as being somehow isolated from dementia research in general and
from dementia as an entity. Indeed, much of this book is dedicated to interro-
gating those relationships: dementia studies ~ dementia research ~ dementia
itself.



Preface ix

I argue that dementia studies is too often constrained by anti-(bio)medi-
calisation sensibilities, critiquing the dehumanisation and institutional con-
trol of people affected by dementia. This focus has rendered our scholarship
troublingly uncritical of, and somewhat complicit in, the neuropsychiatric
biopolitics of dementia. Since the late-20th century, this biopolitics has rei-
fied a dementia that is familiar to us today: syndrome of cognitive decline,
caused by discrete brain diseases, distinct from normal ageing, major global
health challenge, widely misunderstood by the public, to be cured by future
technoscientific advances, requiring significant investment. Such reification
should not be conflated with constructionism. Rather, it is the biopolitical
cultivation of a peculiar economy based on a very real phenomenon: dys-
functional cognitive decline in later life. This biopolitics facilitates a range
of problems, from the erosion of social support, to the spread of dangerous
and ineffective drugs and the moralised racialisation of inequalities. I am
confident most of my dementia studies peers would not wish to contribute
to these developments, yet we risk doing so when we uncritically accept the
neuropsychiatric biopolitics of dementia.

In response, I argue that we might build a neurocritical dementia studies
dedicated to deconstructing biopolitics and offering alternatives, particularly
by cultivating affinities with the rich sub-traditions of critical gerontology
and critical psychiatry. Those alternatives take the form of a promissory soci-
opolitics of dementia that is primarily dedicated to nurturing the welfare of
people affected by dementia. This sociopolitics is promissory in as much as
it foregrounds a hopeful future and works to make that future feel realistic,
even inevitable, so that it might improve our symbolic and material condi-
tions in the present. It is sociopolitical in as much as it foregrounds socio-
genic and political-economic causes of and responses to dementia, offering
alternatives to the (often rather anti-social) biogenic and scientistic aesthetics
that typify the neuropsychiatric biopolitics of dementia.

There are a lot of ideas here that require substantial exposition. In this
book, I will progress through each to build my argument for a neurocritical
dementia studies as a means of pursuing a better dementia research economy
and a better dementia, that is, better for those affected by it. Along the way,
I hope to enlist, or at least provoke, some of you.
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1 Introduction

The Successful Failure of Dementia Research

Historical introductions to dementia often begin with one of two
jumping-off points, either early mentions of dementia-like conditions
in ancient texts!'3! or the work of Alois Alzheimer at the beginning of
the 20th century.™ 1 Each of these approaches does a particular type of
work. The former shows that the relationship between mental decline
and ageing has long been a human concern. The latter provides some
perspective on how dementia came to be formally recognised as a neu-
rological phenomenon, divided into senile (in older people) and prese-
nile (in younger people) varieties.! These are themes that I will return to
repeatedly throughout the book. Here, however, I want to take a third
approach to this history-telling by attributing the sociopolitical begin-
nings of the thing that most of us consider “dementia” to the 1970s and
1980s.1°! This is central to my critical standpoint for three reasons. First,
it indicates the transience of dementia as a continuously changing thing
or rather a collection of historically, socially, economically and politi-
cally contingent things.? Dementia in the post-1970s period overlaps
its equivalents in 2000 BC Egypt and 1910 AD Germany, yet it is also
distinct, and it is those peculiarities that I focus on. Second, the demar-
cation of a late 20th-century evolution of dementia places it within a
wider social and political history of neuropsychiatric research that helps
to understand why and how our versions of dementia occurred (and are
still occurring). Third, my interest in dementia’s broad history is a route
into a more particular history of social dementia research, which was
comparatively a rather niche affair before the late 20th century.

This introductory chapter opens with a brief appraisal of the remark-
able expansion of dementia research over recent decades. It focuses on
the late 20th- and early 21st-century development of what Patrick Fox
has called the “Alzheimer’s movement”.”! This movement has generated
significant increases in dementia research funding, related initiatives
and research outputs. Having outlined the growth of dementia research
over this time, I argue that this movement has, to date, largely failed to
achieve its explicit primary aims. These aims are the development of
effective treatments (especially cures), high standards of care and good
quality of life for those affected by dementia. This introductory depiction

DOI: 10.4324/9781003398523-1
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2 Introduction

of the dementia research landscape provides the basis for the book’s
identification of problems that are generated by mainstream research
itself. It highlights how the nature of dementia and dementia research,
often naturalised under the rubrics of “disease” and “science”, are inti-
mately bound up with and dictated by political processes. Indeed, I will
argue that they are political forms. That is essentially what this book is
about — the ways in which dementia studies (which I will argue can be
understood as an offshoot of the Alzheimer’s movement) has sometimes
appeared naive, or even complicit, in the political making and remaking
of dementia and associated research initiatives. By itself, this is not nec-
essarily problematic, beyond the aforementioned failure of research to
achieve its aims, at least so far. However, as will become apparent, the
resulting circumstances of dementia and research may too often come at
the expense of people affected by dementia. It is here, I will argue, that
the relations between dementia studies and the wider political machina-
tions surrounding dementia do become problematic.

Before I begin, I must acknowledge the shortcomings of grand his-
toric narratives. They simplify multifaceted realities into linear char-
acter-driven plots. They offer pale reflections of the phenomena they
pertain to represent and are perhaps better reflections of the storytellers
themselves. With this in mind, a far more authentically multiple and
developed historical perspective on dementia studies can be found in
an earlier volume in this series entitled A Critical History of Dementia
Studies.”®! Nonetheless, some brief reflection is needed to contextual-
ise dementia today, particularly the relations between social science
and dementia that are central to this text. I do this because some his-
torical appreciation of the machinations of dementia and associated
research are crucial to nurturing a sense of their deeply political nature.
Ultimately, if there is one thing that I would like this book to do, it is
to unsettle any predilections toward the depoliticisation and naturalisa-
tion of dementia and human responses to it.

1.1 The Rise of the Dementia Research

In the mid-20th century, dementia was publicly, and somewhat medically and
scientifically, an age-differentiated problem. Alzheimer’s disease® (AD) was
a distinct illness in people aged under 60, and hence often referred to as
presenile dementia, whereas senile dementia affected those over 60.° Senile
dementia was widely deemed more inevitable and less problematic than its
presenile analogue, in line with the abiotrophic view that certain forms of
deterioration are normal in old age, originally characterised by Sir William
Gower as “an essential failure of vitality”.'” This notion of abiotrophy
pushed much of what we now consider AD to the edges of legitimate medi-
cal interest and intervention because as a feature of ageing, and particularly
old age, it was widely considered unamenable to treatment.!''! Rosamond
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Robbert has charted the conflation of dementia with ageing, and by exten-
sion, the assumption that it is untreatable, as far back as Hippocrates’s psy-
chiatric writing in the Sth century BC, which had a lasting legacy amidst a
general lack of medical interest in later-life mental disorder."?! Distinguishing
AD by age has important epidemiological implications because dementia is
heavily associated with ageing. The vast majority of cases occur in older pop-
ulations, while younger people are rarely affected.'” Therefore, if we only
consider cases among younger people to be a legitimate illness, it follows that
the illness is rare. Typically, rare illnesses warrant little mainstream attention,
and AD was hence a relatively niche health concern. Scientifically, the age dif-
ferentiation of senile and presenile dementia has long been suspect. Criticisms
stem back to the earliest days of “Alzheimer’s disease.” Researchers in the
1910s noted that the clinical and physiological characteristics of AD were the
same irrespective of whether a person was aged 50 or 70.0'* 191 Despite this
criticism, the age distinction survived. Indeed, the notion of senile dementia
remained in the Diagnostic and Statistical Manual in some form until 1994.1¢)

The beginning of the end for this questionable age-based system was also
the beginning of a dementia that is recognisable today. In the 1970s, sci-
entific scepticism and neurological evidence generated by new technologies,
such as electron-microscopy,"” '8 united to fatally undermine the notion that
dementias were age-differentiated. Neurologist Robert Katzman combined
two strands of evidence: novel neurological findings questioning the status
of senile dementia and epidemiological descriptions of dementia among the
older population. The neuroscientific evidence seemed to show that, at a
molecular level, AD was the same thing irrespective of whether the person
was aged above or below 60. The epidemiological evidence showed that this
ageless AD was common in older people. Combining these two observations
enabled Katzman to extend the AD classification to encompass large num-
bers of older people. By including older people, AD was transformed from a
rare disease into a highly prevalent condition. Indeed, Katzman claimed that
AD was the fourth or fifth biggest killer in the United States (US). He deliv-
ered this revelation to the Houston Neurological Symposium in 1974 and
published a corresponding paper in the Archives of Neurology."” This work
is a conceptual foundation of contemporary AD, and by extension, much
dementia, as a common disease (and syndrome) of later life.['?]

It is important to understand these events in a political context. Katzman’s
apparently revolutionary argument was essentially a reiteration of wide-
spread scepticism toward age differentiation. Such scepticism had long been
supported by a weight of logic and scientific evidence. This raises the ques-
tion of why Katzman’s argument would transform dementia in the 1970s
when those same ideas had had little effect over the previous half century.
The answer is likely that Katzman was in the right place at the right time.
His work coincided with the establishment of the US National Institute on
Aging (NIA), and the two became entwined in a singular fate. The found-
ing of the NIA was opposed by many stakeholders due to concerns that too
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many institutes were being created, that a new institute would compete with
existing institutes for funding, that ageing was being adequately addressed
elsewhere and that successful biomedical interventions into ageing were
improbable and potentially undesirable. As such, the fledging institution had
to justify its existence. This was hampered by a lack of focus.

Ageing is a broad topic, and the NIA initially struggled to identify a cen-
tral issue around which to organise. The early NIA was also beset by internal
arguments over whether to pursue a purely biomedical research agenda or to
develop a broader portfolio covering economic and psychosocial concerns.”!
The NIA found inspiration in the post-war success of the National Institutes
of Health’s (NIH) work on cancer, which was aided by positive public senti-
ment toward biomedical research following various war-time breakthroughs.
As a result, the NIH budget increased from $46 million in 1950 to $400
million in 1960, much of that being directed to its new National Cancer
Institute.?” In 1974, the first director of the NIA, renowned gerontologist
and psychiatrist Robert Butler, identified dementia as a research priority
for the institute.?" In his own words, he set about answering the question:
“How do you sell Alzheimer’s disease?”??l Under his stewardship, emulat-
ing the NIH’s strategy, the NIA was instrumental in promoting Katzman’s
version of AD as a major health and social problem that could be overcome
through research. Corralling around AD gifted the NIA with a clear develop-
ment strategy and a strong justification for resource allocation. Ultimately,
Katzman’s concept of AD provided solutions to the NIA’s problems, to some
extent, by enabling the NIA to remake ageing into AD.

The NIA’s AD strategy was implemented in various ways throughout the
late 1970s. Dedicated conferences were held, bringing scientists together to
define the problem, propose a means of addressing it, plan for accessing the
required resources, stimulate further interest and garner NIH support. A
“Neurobiology of Aging” funding programme was established to encourage
research into the physiology of age-related cognitive decline and to attract
researchers into the as-yet underpopulated field. The US* “Alzheimer’s
Disease Society” was created to coordinate a grassroots advocacy move-
ment for families affected by AD. Its two aims were to disseminate informa-
tion to medical professionals and the general public and to raise public and
governmental support for research. The “Alzheimer's Disease and Related
Disorders Association” — later to become the “Alzheimer's Association” —
was formed to promote research, advocacy, organisational development
and fundraising. Its role was to publicise research findings and emotive
accounts from people affected by AD, recruit notable figureheads and lobby
congress members.?*! Overall, the NIA’s efforts were extremely success-
ful. Their federal funding increased 304%, from $19 million in 1976 to
$77 million in 1986.2%! In turn, NIA funding for AD research increased by
2000%, from $4 million in 1976 to $80 million in 1989.17 The US Congress
convened 12 hearings dedicated to AD between 1980 and 1985, and in
1986 mandated that the NIA should prioritise AD research.?¢! Under NIA
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stewardship, Katzman’s AD quickly transitioned from a rare disease affect-
ing people aged under 60 into one of the world’s most pressing health and
social problems, affecting a large and rapidly increasing population of older
people. In 1980, the third edition of the American Psychiatric Association’s
Diagnostic and Statistical Manual of Mental Disorders replaced “presenile”
and “senile” dementia with “primary degenerative dementia,” explicitly
rejecting age-based categorisation:®

The Dementias associated with Alzheimer’s and Pick’s diseases have
been referred to as Senile and Presenile Dementias, the former arbitrar-
ily signifying an age of onset over 65. Since nearly all cases of these
Dementias are associated with Alzheimer's disease and the identifica-
tion of Alzheimer’s ... is largely or entirely dependent on histopatho-
logical data, it seems more useful to have in a clinical classification of
mental disorders a single category that encompasses the syndrome of
Primary Degenerative Dementia.?’!

For more details, I recommend Rosamond Robbert’s extensive analysis of
various bibliographic, media, financial and political metrics related to the
development of interest in AD through the late 1970s and early 1980s.02!
AD’s transition during this time took dementia with it, similarly propel-
ling it toward notoriety, the two entities already being widely conflated. In
sum, these political machinations formed the basis for a flourishing research
industry.?4

Since the transformative period of the late 20th century, dementia research
has broadly continued to grow, and in the early 21st century, it has become a
significant international industry. In 2020, the NIA’s federal budget grew to
$3.5 billion, with the NIH dedicating $3.1 billion to AD research in 2021.2°) 130
In the United Kingdom (UK), a national “Dementia Research Institute”
was established in 2017 with combined backing of £290 million from the
Medical Research Council, the Alzheimer’s Society and Alzheimer’s Research
UK (ARUK).B" Qutside of this investment, British government funding for
dementia research increased from £28 million in 2009-2010 to £83 million
in 2017-2018532 and the number of dementia researchers in the UK dou-
bled between 2008-2009 and 2014-2015.53 The Conservative Party pledged
to double dementia research funding during the 2019 election campaign.*
These increases have been particularly pronounced in the US and UK, but
the growing dementia economy is evident in other countries. For instance,
the Australian National Health and Medical Research Council increased
its spending on dementia research from $22 million in 2000 to $55 mil-
lion in 2019.5¢ Of course, such government figures do not take into account
the third sector, which has been integral to the development of dementia
research. Donations to dementia charities represent a substantial source
of research funding. In 2019-2020, ARUK spent £21 million on dementia
research, up from £9 million in 2015-2016.5"! The Alzheimer’s Association
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dedicated $47 million to research in 2019-2020, up from $25 million in
2015-2016.5%1 The dementia research economy is sizeable, and this size has
been attained relatively quickly.

While the scale of growth in dementia research is impressive in absolute
terms, it should also be appraised relatively. To this end, many stakehold-
ers argue that it is underdeveloped compared with other fields. The suc-
cesses of cancer research, which initially inspired the NIA’s AD strategy,
remain integral to appeals for more dementia research funding. Indeed, the
2022 Alzheimer’s Society conference included a session in which Professor
Sir Mike Richards, who is credited with making cancer a British govern-
ment priority, provided advice on how to similarly popularise dementia
among policy makers. Cancer receives far more governmental and charitable
research funding than dementia. Stakeholders in the dementia research econ-
omy repeatedly use this comparison to argue for more resources. For exam-
ple, ARUK’s 2017 report on dementia research capacity offered comparisons
with the cancer research economy across several metrics. They note that,
in the UK in 2014-20135, there were 3,169 publications on dementia and
15,697 on cancer, and that there were 6,141 dementia researchers compared
with 26,266 cancer researchers. Statistics regarding this uneven distribution
are used to support the conclusion that “dementia research can be described
as being 30 years behind cancer” and that “dementia research investment
remains significantly behind other disease fields, particularly when the scale
of the economic burden of the condition is considered. Further investments
in dementia research must be made”.5%! Similarly, the opening sentence of
a 2021 report by the All-Party Parliamentary Group on Dementia (APPG)
reads: “dementia research in the UK has been historically under-funded; with
just 31p spent on dementia research for every £1 spent on cancer research” .3

While the cited differences are evidently large, comparative appeals to
absolute figures downplay the remarkable growth of dementia research rela-
tive to cancer research. The APPG report notes that between 2008-2009 and
2014-2015 the number of dementia researchers and publications increased
91% and 96 %, respectively, compared with 42% and 46% for cancer. This
growth rate is tempered with the observation that “while dementia has made
the greatest relative progress in terms of increasing numbers of publications
and researchers, it has started from the lowest baseline”. Similar cancer com-
parisons are commonplace. The Alzheimer’s Society notes:

Progress is being made in securing further investment in dementia
research. Since 2009/10, annual government and charity spend on
dementia research has increased from £43.6 million to almost £74 mil-
lion in 2013. However, in 2012/13 cancer research still received seven
times that spent on dementia./ "

Cancer research is a particularly useful comparator because it enables the
large and rapidly developing field of dementia research to simultaneously
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acknowledge its recent progress while also positioning itself as a poor rela-
tion. These appeals typically speak to dementia research as a single grand
enterprise (echoing appeals to “cancer research”). In practice, dementia
research spans many distinct subfields, which I will consider shortly, but it
is important to recognise this characteristic presentation of a unified field in
funding appeals. Hence, despite impressive expansion, advocacy for further
growth in dementia research continues.

Another component of sustained advocacy for the dementia research
economy is, somewhat paradoxically, the observation that its efforts have
so far failed. These efforts span the development of cures, high standards of
care and good quality of life for those affected by dementia. Despite decades
of investment, we have not yet met these targets, and frankly, the outlook is
poor. Only five symptom-modifying treatments of short-term benefit are cur-
rently available in the US and most of Europe, where a new treatment has not
been approved since 2003.#4! These offer short-term benefits, come with
various negative side effects and are ineffective for many people.** “1 AD is
considered to be among the most high-risk areas of pharmaceutical research,
with a 99.6% phase-three failure rate.[*s! This is reflected in pharmaceutical
giant Pfizer’s decision to abandon its AD research programme in 2018, echo-
ing a general turn away from neuropsychiatric drug discovery investment
in response to longstanding costly failures.*”! The US approvals of aduca-
numab and lecanemab in 2021 and 2023, respectively (discussed at length
in Chapter 4), as the first disease-modifying treatments for AD have been
marred by controversy, largely because they have little effect on cognition
combined with severe side effects.

In lieu of effective treatments, people with dementia are frequently pre-
scribed more general antipsychotics, often as a means of dealing with symp-
toms that have not been addressed through non-pharmacological treatments,
e.g. music therapy or exercise, which are recommended by various profes-
sional bodies.*® #1 Antipsychotic prescribing in dementia has limited effi-
cacy and is associated with a range of adverse effects, including infections,
falls and increased mortality.% 1 Sadly, in resource-constrained healthcare
settings, antipsychotics are often used as first-line treatments in response to
behaviours that staff find challenging."?! This association with institutional
pressures likely explains recent evidence showing that rates of antipsychotic
prescribing to people with dementia increased during the COVID pandemic
and have not subsequently decreased.**-*! Exacerbating the problem, people
with dementia are especially susceptible to adverse effects owing to polyp-
harmacy,®! and research reveals high rates of psychotropic polypharmacy
among people with dementia, combined with poor review and deprescribing
practices.*” *81 Hence, people with dementia face the counterintuitive phar-
maceutical problem of a lack of treatment and over-treatment.

Beyond the grim pharmaceutical landscape, dementia care quality is also
often found wanting. It is important to recognise that there is a lot of good-
quality care and many people trying their best to support those in need.
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However, most people with dementia are likely to experience poor care,
or rather, a distinct lack of care.” Indeed, as I will unpack at length in
Chapter 8, around the world, both historically and today, dementia is a
largely informal affair, experienced and responded to in isolation from ser-
vices by the majority of those affected. A recent national assessment by the
Alzheimer’s Society concluded that people affected by dementia in the UK
struggle to access services and face “catastrophic costs” for poor-quality
care. In another common type of cancer comparison, the report suggests
that “people with dementia inevitably experience worse care and support
than people with other long-term conditions, like cancer.”®" It will likely
take several years to fully research the impact of the COVID pandemic on
the provision of care for dementia. That said, early indications are that the
quarantining of care institutions, coupled with the relaxation of statutory
responsibilities, retraction of domiciliary services and corresponding long-
term isolation, have all dramatically worsened what was already a challeng-
ing social care environment for people affected by dementia.["!

Given decades of investment, one might ask why so little progress has been
made in meeting the core targets of dementia research, even before a pan-
demic. Such disappointment could feasibly be framed as a damning indict-
ment of the dementia research economy. Yet the failure to attain its targets is
often used as a justification for why dementia research is so vital and why its
efforts should be increased. At a foundational level, this manifests a basic ten-
sion, wherein the existence of research seeking to solve the dementia problem
is predicated on the existence of a dementia problem. More immediately, it
shows that the failures of research can be turned to the service of that research,
furnishing further justifications for resource accrual. The struggle for resource
increases has been exacerbated by COVID. Fears that the pandemic’s eco-
nomic consequences will impact research budgets prompted organisations
to issue statements and promote petitions calling for sustained government
commitments to funding, as politicians’ commitments have seemed to fal-
ter.[?! Yet, COVID has also painfully catalysed the importance of attending
to dementia and those affected by it, with dementia being by far the leading
pre-existing condition associated with COVID-related deaths.®*! In Northern
Ireland, more than a third of people who are reported to have died with
COVID up to November 2020 had dementia.[®¥ The actual total may be even
higher. Two-thirds of non-COVID excess mortality from March to May 2020
were attributed to dementia, leading ARUK to call for research into whether
the increases concealed undiagnosed COVID.®! Writing in the Lancet in the
autumn of 2021, Lalli and colleagues turned to COVID itself to argue for
funding: “Now, more than ever, is the time to invest in dementia research.
COVID has shown the world how science can tackle major health challenges,
which should set an example to learn from”./3! Hence, there remain many
rationales for supporting the continued growth of dementia research.

This rapid history of the dementia research economy and its contemporary
status provides an origin story for my main focus in this text: dementia studies.
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While the expansion of dementia research has largely played out across the
natural sciences and associated institutional infrastructures, a notable body
of humanities and social scientific work has developed in relation to it, or at
least around its fringes. This field of “dementia studies” partly emerged in
the 1980s in response to the AD movement outlined above. That responsive
disposition was manifest as a collection of sociological and psychological
critiques of (bio)medicalisation® in relation to dementia and old age, par-
ticularly regarding the fear that people diagnosed with dementia were being
dehumanised. I will outline this background extensively in the next chapter
because its intellectual development has profound implications for contem-
porary dementia studies and the wider dementia research economy.

As T will repeatedly clarify, this story is one of several that can be told
about the development of dementia studies and attends to the particular
attributes that most concern my arguments. Hence, it should in no way be
read as a definitive history of dementia studies nor an authoritative account
of its contemporary form. For instance, in the UK, another major influ-
ence on the development of dementia studies was the political drive toward
university-based nurse training,*®! bringing what had traditionally been the
vocational territory of healthcare professionals into the world of higher
education — infiltrating faculties, syllabi, research programmes, grant bids,
journal articles, conferences, etc.[’? This political remaking of nursing as a
university subject has subsequently been strengthened through the Bologna
Process, which has sought to enhance and standardise nursing higher educa-
tion across the European Union, further cementing dementia as a scholarly
matter.® T am also keen to emphasise that forms of somewhat psychological
and sociological dementia scholarship also preceded the AD movement.[*-"!]
Indeed, I will delve into these histories in the concluding chapter as a source
of inspiration for reimaging dementia studies.

Nonetheless, over the past several decades, dementia studies has matured
into a meaningful area of social science and humanities scholarship, and
increasingly activism, attending to a range of dementia-related topics, typi-
cally with a marked commitment to improving the general well-being of peo-
ple affected by dementia. It is now institutionalised in journals,”? books, 73 74
book series,”! networks,”® 771 conferences,”® 7 university courses,0-3!
centres® % and institutes® and has evolved into a diverse amalgamation
of scholarship and activism. This book is primarily concerned with demen-
tia studies, broadly conceived as social scientific and humanities work that
attends to dementia, engages with key forums and often self-identifies as
such. It is a field that I will consider in far greater detail in the next chapter,
in the context of dementia research generally, as a means of providing back-
ground for my argument throughout this text. Ultimately, that argument con-
tends that too much dementia studies scholarship has, by virtue of a strong
attentiveness to dehumanising (bio)medicalisation, been naive to the politi-
cal machinations of dementia research. At worst, it has become complicit in
furthering initiatives that are unconducive to the welfare of people affected
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by dementia — e.g. racialising education campaigns and austere friendliness
agendas — as will become apparent throughout this book.

1.2 Book Layout

The book proceeds as follows. By way of background, Chapter 2 offers a
more detailed overview of the post-1980s development of dementia studies
in relation to the ongoing machinations of dementia research more broadly,
providing much-needed context. This begins with a broad overview of nota-
ble developments in mainstream dementia research through cholinesterase
inhibitors and proteinopathic hypotheses, leading to contemporary interest
in biomarkers and pre-symptomatic dementias. I develop a tandem account
of dementia studies, contending that the field has repeatedly defined itself in
response to (bio)medicalisation across the wider dementia research economy.
I conclude by arguing that, while dementia studies has often explicitly posi-
tioned itself as resisting, and hence in relation to (bio)medicalisation, this
has primarily developed in line with concerns regarding dehumanisation and
associated implications. This position has generated some worthwhile intel-
lectual and practical developments, but when read in relation to what has
actually been happening in the wider dementia research economy, it is a lim-
ited and often underwhelming stance.

Chapter 3 picks up where Chapter 2 concludes, suggesting that the atten-
tiveness of dementia studies to a dehumanising (bio)medical model, while
helpful in many respects, has obscured a deeper focus on the underlying
biopolitics that a (bio)medical model might manifest in some respects. I sug-
gest several reasons why traditional anti-(bio)medicalisation critiques are
of limited use to understanding and addressing the contemporary status of
dementia. I argue that it could prove more fruitful to conceive of dementia
and associated research as being beholden to a neuropsychiatric biopolitics,
with diverse stakeholders cultivating the self-governance of public thought
and conduct, as opposed to a (bio)medical model. To nurture more biopoliti-
cal critiques, I turn to critical theory. Specifically, I employ the sub-disciplines
of critical psychiatry and critical gerontology, which have much to offer to
dementia studies but are bizarrely under-utilised given the characteristic
breadth and richness of our field. Together, I argue, they offer the intellectual
tools for deconstructing and reimaging dementia and the study thereof.

Chapter 4 puts this deconstruction into practice. I consider three core
biopolitical claims regarding dementia: “dementia is caused by diseases of
the brain”, “dementia is not a normal part of ageing” and “research will
discover a cure”. Together, I argue, these familiar claims are indicative of
the imposition of normative commitments intended to alter public thought
and action, but they are typically naturalised through the cultivation of a
scientistic aesthetic as though they are somehow above or beyond the realm
of politics. In each instance, I draw on critical psychiatry and critical geron-
tology to deconstruct the normativities at stake, with the aim of providing
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a reinvigorated critical dementia studies with the intellectual tools for more
robust engagements with the neuropsychiatric biopolitics of dementia. I
return to these three core claims throughout the book due to their far-reach-
ing influence.

Having set out the historical, institutional and conceptual foundations of
my argument, in Chapter 5, I turn my attention to perhaps the most pro-
found repercussion of the neuropsychiatric biopolitics of dementia. I argue
that dementia has been reconfigured into forms that are irreconcilable with
most people’s experiences of dementia but which are conducive to biopoliti-
cal enterprises that have proliferated around dementia. Using the example of
Biogen’s controversial anti-Alzheimer drug aducanumab, I argue that demen-
tia has been reworked into a new entity that is more amenable to biopolitical
interventions. This is the case to such an extent that we have now effectively
cured dementia in several instances, but of course, such success depends on
how one defines “cured”. I argue that this phenomenon can be understood
in terms of circularity, a form of back-to-front problem solving whereby the
problem is made to fit the solution. A circularity-based assessment of adu-
canumab reveals a lot about the neuropsychiatric biopolitics of dementia,
its disaggregation from the interests of people affected by dementia and the
extent to which it can be successful irrespective of seemingly contradictory
clinical and scientific contexts.

Chapters 6 and 7 focus more tightly on the role that an uncritical dementia
studies plays in facilitating and even furthering the neuropsychiatric biopoli-
tics of dementia. To do so, I consider the subgenres of dementia studies schol-
arship attending to stigma and ethnicity. In recent years, both these topics
have gained considerable attention in dementia studies, partly in response to
social contexts of wider public concern with mental health awareness, and
ethnicity and racism. Stigma research has imposed poor conceptualisations
of stigma onto a wide range of phenomena as a means of justifying public-
facing interventions, e.g. edutainment ad-campaigns, to increase compliance
with neuropsychiatric biopolitics. Ironically, those interventions may them-
selves exacerbate forms of stigma. Similarly, crude conceptualisations of eth-
nicity have been used to problematise specific cultures in relation to a range
of outcome measures that draw uncritically on biopolitical commitments.
The flourishing of both stigma and ethnicity scholarship in dementia stud-
ies offers two instructive examples of how we are, as a research community,
inevitably tied to the wider tides of neuropsychiatric biopolitics and corre-
sponding public consciousness. We are a vital component of that ecosystem
and can inadvertently reproduce its norms in an uncritical manner.

Chapter 8 turns to the bigger picture, outlining how the neuropsychiatric
biopolitics of dementia, and the complicity of an uncritical dementia studies
in that biopolitics, becomes most problematic when it reproduces our con-
temporary political economy of dementia. This political economy is too often
opposed to the interests of people affected by dementia. It is principally a
post—financial-crisis intensification of late 20th-century trends toward lesser
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social support, heightened personal responsibility and greater capital accu-
mulation. Here, social support is delegated to family members while formal
provision becomes increasingly limited to information provision. Just as ide-
alised notions of “community” have driven historic service retrenchments, so
are similar ideas of “friendliness” bound up with contemporary withdrawals
of support. At the same time, dementia research has flourished as an invest-
ment opportunity, with high-profile appeals to the certitude of future cures
facilitating substantial capital accumulation. Regrettably, again, we too often
find an uncritical dementia studies being complicit in sustaining this political
economy.

In the final chapter, I conclude by attempting to reconcile my general pes-
simism regarding our contemporary circumstances with the observation that
we have done good things in the past and can do so again, and by outlining
various entirely feasible means of developing what I call a “neuro-critical
dementia studies”, better able to resist some of the more damaging charac-
teristics of the neuropsychiatric biopolitics of dementia. I argue that contem-
porary epidemiological evidence regarding declining dementia incidence in
high-income countries, coupled with mid-20th-century scholarship in social
psychiatry and social gerontology, provides hard evidence that a neuro-criti-
cal dementia studies has the conceptual and technical tools at its disposal for
pursuing a genuinely substantive sociopolitics of dementia. This sociopolitics
could enrich dementia research and make real inroads into dementia itself
in ways that centre on nurturing the welfare of people affected by dementia.
To this end, I outline several things we can do, collectively and individually,
practically, right now.

As noted in the preface, the main purpose of this book is to propose that
much dementia studies is too often problematically uncritical of neuropsy-
chiatric biopolitics. It is neuro-agnostic. By this, I mean that social scien-
tific and humanities scholarship often reflects too little on the biopolitical
nature of the entity around which it revolves: dementia. I aim to show how
that is manifest, why it matters and to advocate for new approaches. I am
critical of the dementia research economy throughout, perhaps overly, but
this is not to be read as an argument against dementia research. Even if one
takes a bluntly sceptical view of our field in its entirety, there are many far
worse things that vast sums of money could be spent on and human ener-
gies dedicated to than most dementia research (excluding some contempo-
rary drug trials with worrying side effects, as I will discuss in Chapter 5).
My aim, then, is limited and pragmatic. I hope that some dementia studies
scholars find the work stimulating and that it inspires some improvements
in their own practice. On a personal note, this text may read as some-
thing of an indictment of dementia studies in particular, but this is not my
intention at all. In dementia studies, I have found a wonderful community
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of like-minded peers, united around supporting one another, furthering
knowledge, improving the circumstances of disadvantaged people and
generally pursuing a better world. I hope and fully expect to see the field
flourish.

Notes

1 Of course, this formalisation and division are not the product of Alzheimer alone.
Other well-known figures such as Binswanger and Kraepelin were instrumental,
but the eponymous Alzheimer offers a centrepiece for traditional one-man histori-
cal narratives. We might also question the relative invisibility of Auguste Deter,
Alzheimer’s first documented case, in many such histories.

2 1 will reiterate throughout this text that I am not making a constructionist argu-
ment. Later-life cognitive decline manifestly exists and can be deeply traumatising
for those affected. My concerns are with shifting symbolic and institutional uses
of cognitive impairment to suit various ideological and material interests.

3 A word on terminology. Clinically, AD is a common subtype of dementia char-
acterised by particular protein aggregations. Colloquially, AD is often used to
refer to dementia generally, especially in the US. Sociologically, AD is a diagnostic
catch-all where we put all later-life dementias that are not attributed to other sub-
types. In this text, when I am not echoing a particular author’s language, I use AD
in the sociological sense.

4 In the UK, the distinct but identically named “Alzheimer’s Disease Society” was
established in 1979 by professor of geratology Gordon Wilcock and ex-carer Cora
Phillips. This Society performed similar functions to emerging US organisations —
raising public and political awareness, funding research, etc. — and would later
become the “Alzheimer’s Society” in 1999.231

5 There was, however, some disagreement over this explicit rejection of age, and
authors cautioned that, clinically, AD should typically still be referred to as a
“presenile dementia”.l*l The previous “presenile” and “senile” dementia nomen-
clature was also partially maintained in the phrasing: “Dementias arising in the
senium and presenium”.!*?l Hence, in the DSM-III, one gets a sense of the hesitant
and equivocal institutionalisation of a new ageless dementia. Indeed, during con-
sultation for the DSM-III, Katzman and Terry suggested that the authors should
include “Senile dementia of the Alzheimer type”, with Terry suggesting that, “In
this way we don't necessarily lock ourselves into believing absolutely that the
senile Alzheimer is exactly the same as the presenile Alzheimer”.?”!

6 I bracket “bio” throughout because “biomedicalisation” and “medicalisation”,
while conceptually distinct, are often used interchangeably in dementia studies
(discussed further in Chapter 2).
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2 Studying Dementia

Post-1970s Divergences in Dementia Studies
and the Alzheimer’s Movement

In this chapter, I outline and contextualise dementia studies as a social
scientific, humanities and arts sub-tradition in relation to the broader
development of dementia research over the past several decades.
Throughout the chapter, I show that major traditions of dementia stud-
ies have repeatedly positioned themselves in opposition to (bio)medi-
calisation and adopted humanist stances that have largely overlooked
matters of ageing, disease and cognition, often by taking them for
granted. I begin by outlining the historic development of neurocogni-
tive approaches to dementia. I argue that while many introductory his-
tories of dementia begin with Alzheimer, the contemporary version of
dementia that is most familiar to us, and the associated AD movement,
can be best understood as a post-1970s development, albeit with con-
ceptual roots that extend back to the early 19th century. I chart the pro-
gression of this dementia from powerful molecular and epidemiological
critiques of “senile dementia” in the 1970s to contemporary efforts to
delineate typologies of dementias, such as the recent announcement of
the LATE subtype. Throughout, issues of ageing and time, biogenic
cognitive disease, population typification and interprofessional contests
have defined what we too often simplify as “the science”.

In the second half of the chapter, I position dementia studies in
response to these developments. In particular, I highlight the central-
ity of anti-(bio)medicalisation arguments to the foundational work of
scholars such as Kitwood, Bond and Lyman in the late 1980s. I argue
that the turn to anti-(bio)medicalisation critiques fostered an emphasis
on addressing the purported dehumanising qualities of a (bio)medical
model. As new areas of dementia studies have emerged, the tendency
has persisted for anti-(bio)medicalisation perspectives to focus our
attention on dehumanisation. To a considerable extent, an alertness
to dehumanisation has provided a useful intellectual footing for culti-
vating dementia studies. However, there are intertwined dangers here.
First, by leaning into humanism (or contestations thereof) as the legiti-
mate terrain of social science and the humanities, dementia studies has
potentially drifted away from a robust relationship with neurocognitive
research. Second, anti-(bio)medicalisation scholarships were originally
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appropriated from modernist social theory and have been developed
by dementia studies as a means of interrogating social phenomena that
may be more post-structural in nature.

In sum, this chapter demonstrates how early iterations of anti-(bio)
medicalisation critique in dementia studies embedded humanist pre-
dilections across influential sub-traditions. The issue of humanism
remains poignant today, manifest in relational notions of citizenship,
flourishing human rights activism and emerging posthumanist critiques.
As dementia studies scholarships have developed in relation to the (bio)
medical model and its supposedly dehumanising effects, many of the
aforementioned occurrences in neurocognitive research have received
comparably little attention. This is a shame because issues such as nor-
mative lifecourse timings and interprofessional conflicts are fundamen-
tally social scientific issues. Dementia studies, though having diverged
from neurocognitive research, could be ideally placed to speak to such
developments if only it pursued closer engagement. The story of how
different intellectual traditions study dementia provides an informative
background for the rest of this book. It reveals how, despite having
emerged from the same late-20th-century occurrences described in the
previous chapter, different areas of dementia research have travelled
markedly different routes. In response, much of this book will be dedi-
cated to reuniting those travellers.

2.1 Ageing and Nosology

In the previous chapter, I offered a limited overview of the recent history
of the dementia research economy in the broadest possible sense. My aim
there was to emphasise the fundamentally political nature of that economy
and to provide an accessible overview of how we got to where we are today,
with our institutional successes and therapeutic failures. In this chapter, I
want to introduce some important differentiations into that rather sweeping
account, beginning with the neurocognitive tradition of dementia research. I
do so because the dementia studies tradition that I will focus on throughout
the majority of this text can only be understood in reference to the develop-
ments of the far more substantial™ neurocognitive tradition. In developing
this account, I wish to counter any sense in which that latter tradition is
outside of the remit of dementia studies and to emphasise how, (bio)medical
model aside, a range of sociopolitical considerations have shaped the recent
trajectories of neurocognitive research. With this in mind, I will outline some
notable developments in dementia research that have contributed to shaping
our current situation.

The first recognisable and serious attempts to classify dementia as a dis-
tinct condition came in the 19th century.! Early French psychiatrists Phillipe
Pinel and Jean-Etienne Esquirol applied the term dementia to a group of
people characterised by “insanity”, “incompetence” and “incapacity”, partly
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caused by old age. 3 Both Pinel and Esquirol thought that people with
dementia suffered from a problem of the emotions as much as any disease,
heavily associated with ageing and later life.l'! However, their creation of
a distinct category of dementia was transformed into a more specific dis-
ease during the mid-19th century, as the idea became popular that distinct
nosologies? represented localised disease entities.! To this end, Samuel Wilks
produced the first account of brain atrophy in dementia in 1864, establish-
ing dementia as a phenomenon stemming from physiological problems in
the brain.’! The nosological turn was similarly influential in transforming
conceptualisations of ageing. Mid-19th-century research into age-associated
cell degeneration positioned ageing as a process of broad physiological dete-
rioration which led to various diseases. In this context, Otto Binswanger
introduced the term “presenile dementia” in 1894, differentiating those aged
below 60 from those aged above 60, who had “senile dementia” attributed
to ageing.'! This dementia age distinction was grounded in abiotrophy, the
notion that a certain range of physiological deterioration is normal as people
age, but when this senescence occurs prematurely it is pathological.® It is
also likely that what Binswanger was describing was akin to contemporary
concepts of vascular dementia, now attributed to blood vessel deterioration
in the brain./®! These developments — neurocentric nosology, ageing and nor-
mal ranges — have been central to dementia ever since.

Alois Alzheimer was inspired by Binswanger’s abiotrophic approach dur-
ing his own observations of Auguste Deter in 1901. Frau Deter was a 51-year-
old woman who experienced memory loss, personality changes and delusions.
As a result, her husband confined her to the asylum in Frankfurt,® where the
psychiatrist Alois Alzheimer took an interest in her. Following Deter’s death
in 1906, Alzheimer performed anatomical and histological studies on her
brain. He discovered the neuropathological features that still characterise AD
today — neurofibrillary tangles and amyloid plaques. Alzheimer published his
findings in a short report in 1907 but received little attention. This changed in
1910 when renowned psychiatrist Emil Kraepelin included “Alzheimer’s dis-
ease” in his textbook on psychiatry”?!. Here, AD was portrayed as a distinct
disease, separate from ageing and senile dementia. However, there remains
debate regarding whether Alzheimer and Kraepelin genuinely subscribed to
this distinction. Both scholars noted their uncertainties.™* ' It is possible that
competition between rival institutes, all working on similar phenomena of
neuropsychiatric deterioration, incentivised the presenile/senile distinction.
By tightening the defining criteria of AD, Kraepelin and Alzheimer ensured
that their institute could claim full responsibility for the discovery of a novel
and specific illness."" Irrespective of how intentional the distinction was and
what the driving forces behind it were, AD became categorised as a discrete
disease in people aged below 60.

The distinction between AD and senility was immediately subject to
debate.['> 131 It was already known that plaques and tangles characterised
both presenile and senile dementia. Kraepelin’s rather tenuous distinction
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was that plaques and tangles were less present in senile dementia, though
this was a difficult claim to appraise.['* By 1912, the American pathologist
Solomon Carter Fuller had developed in-depth evaluations, concluding that
there was insufficient evidence for AD as a specific disease entity.["! During
the early 20th century, studies revealed that neurofibrillary tangles and amy-
loid plaques were present in many conditions that caused dementia symptoms
and were sometimes not present in those deemed to have AD. One study in
1933 showed that 80% of people aged over 65 had evidence of plaques and
tangles post-mortem™ However, the notion of AD as a specific condition
affecting people aged below 60 continued as a clinical entity throughout the
mid-20th century. At the same time, senile dementia provided a clinical and
public explanation for similar symptoms in older people. AD was hence a
kind of accelerated ageing in the brains of younger people. As noted in the
previous chapter, this age distinction meant that AD remained a rare condi-
tion, with few people below the age of 60 ever developing the symptoms that
would warrant diagnosis.™

Throughout this time, technological advances facilitated new insights into
the molecular makeup of AD neuropathology, establishing a more detailed
physiological basis for classifying the disease. However, such developments
were of little consequence, given AD’s relative obscurity. One development
that would come to have particular importance in the development of con-
temporary AD was the application of electron microscopy to AD. In the
early 1960s, an American associate professor, Robert Terry, was tasked with
applying new electron microscope technology to the examination of neuro-
logical disorders. This required biopsy-collected tissue, which meant that the
disease had to be fatal and present throughout the brain. Only two diseases
were appropriate, storage diseases (which are rare inherited metabolic dis-
eases) and dementias, such as the rare presenile disorder AD. Storage dis-
eases were chosen because Terry’s partner, Saul Korey, had relevant expertise
in neurochemistry. However, Korey died unexpectedly. This left Terry with
no option but to redirect his studies toward dementia, and specifically AD.
Doing so, Terry refined descriptions of AD pathophysiology in patients aged
52-63. His resulting papers, published in the early 1960s, shed new light on
the plaques and tangles of AD.['6 17

The accumulation of increasingly detailed accounts of AD neuropathology
steadily substantiated longstanding scepticism toward the age-based distinc-
tion of presenile and senile dementias. Indeed, from a contemporary perspec-
tive, it can seem remarkable that this distinction remained for so long. The
work of scientists such as Terry was pivotal to Robert Katzman’s arguments
against age discrimination. Indeed, in the early 1970s, Katzman and Terry
worked together clinically. As discussed in the previous chapter, Katzman
combined epidemiological descriptions of dementia incidence with biological
depictions of presenile neuropathology to conceptualise the version of AD
that remains influential today. By the end of the 1980s, AD was publicly and
institutionally regarded as a hugely important disease."® Indeed, Robbert
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Rosamond’s sociological history of AD identifies the period 1980 to 1985 as
the key point of consolidation, wherein AD became institutionalised at a
remarkable pace and scale.l!! For instance, the US federal budget for AD
research increased twenty-fold from $4 million in 1980 to $80 million in
1989." It was a condition marked by plaques, tangles, atrophy and cognitive
decline, which affected people the same, regardless of their age. Indeed, in
response to the historic age-categorisation of AD, this new conceptualisation
leaned heavily in the opposite direction, downplaying differences between
early-onset and late-onset AD and potentially conflating the two mislead-
ingly, opening up new problems that I will discuss in Chapter 4. The political
process that developed around this new disease, as outlined in Chapter 1,
fuelled a proliferation of resource investment and research interest in AD,
further cementing its status. Critically, that politics centred on downplaying
the influence of ageing and emphasising the role of discrete neuropathol-
ogies, creating an aetiological story that was more conducive to resource
accumulation.

2.2 Contesting Aetiologies

One of the earliest breakthroughs in this new research landscape was the
cholinergic hypothesis. This proposed that AD was caused by a lack of ace-
tylcholine, a neurotransmitter that facilitates the transfer of information
between neurons. By the 1970s, animal and drug studies suggested that ace-
tylcholine had important relationships with memory and ageing.["! In 1976,
research showed that people diagnosed with AD had depleted acetylcholine
at post-mortem.?% 2! The cholinergic hypothesis inspired the development of
cholinesterase inhibitors, the first of which (tacrine) was approved by the US
Food and Drug Administration (FDA) in 1995. Today, the second-generation
drugs donepezil, rivastigmine and galantamine are typically prescribed. This
group of medications prevents enzymes from breaking down acetylcholine.
They can modestly improve dementia symptoms and remain the most suc-
cessful treatments available. Unfortunately, they only work for a brief period
of time, and most experts now consider them to be symptom-modifying
rather than disease-modifying. This means that they mask some of the effects
of AD but do not attend to its underlying causes. While still regularly pre-
scribed, early hope has steadily waned, and they are now widely considered
to offer limited benefit.">> 22 Cholinesterase inhibitors first exemplified the
uncertainties of what constitutes disease-modification and clinically mean-
ingful benefit when intervening in cognitive impairment. These thorny issues
remain pertinent today, and we will return to them in Chapter 5.

By far, the most influential aetiological theory of AD concerns the protein
amyloid-beta (AB). As noted, aggregations of protein (most notably plaques)
in the brains of people with AD have long been suspected of playing some
causative role.?’! In 1992, these suspicions were formalised in John Hardy and
Gerald Higgins’s paper on the amyloid cascade hypothesis.?* They suggested
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that AD is caused by a build-up of AB, which aggregates into toxic clumps that
lead to neuronal death. AP aggregation occurs when a protein called amyloid
precursor is processed abnormally. It is usually broken up by o-secretase and
cleared naturally. In AD, the protein is broken down by B-secretase instead.
The resulting peptide (a fragment of the original protein) cannot be easily
dealt with by the body and therefore accumulates.??’ This AB aggregation
largely comprises the infamous plaques that have long been a cornerstone of
AD research. Hardy and Higgins firmly pointed the finger at AB as the first
stage of AD pathology. I was two months old at the time. More than three
decades later, this same claim remains at the heart of various controversies in
dementia research, and much of my professional life has been shaped by it.

The amyloid cascade hypothesis has inspired a flurry of drug discovery
research (as well as criticism and heated debate). Anti-amyloid monoclonal
antibodies have dominated the field. They work by either preventing the accu-
mulation of AB or removing existing aggregations. To date, 23 candidates
have successfully cleared AB, including six monoclonal antibodies, but this
has not translated into substantive clinical improvements.?> 26! The recent US
FDA approval of the monoclonal antibody aducanumab for the treatment
of AD has catalysed the issue because it was approved based on its removal
of A, despite showing little effect on cognition.?”’ The implications of this
decision, as well as the even more complicated case of the recent lecanemab
FDA approval, will be discussed extensively in Chapter 5, which returns us to
questions of meaningful clinical effect. Despite disappointing results so far,
the amyloid cascade hypothesis continues to dominate AD research, a situa-
tion that the regulatory approvals of aducanumab and lecanemab will likely
sustain. A 2021 review of the drug development pipeline found that amyloid-
targeting candidates still made up the largest proportion of candidates at
the preclinical trial stage.?® Interestingly, a recent survey of 173 dementia
researchers found that only 22% of respondents supported the amyloid
hypothesis, but that members of this group were typically more senior, well-
published and funded by pharmaceutical companies, possibly explaining the
sustained potency of the hypothesis in lieu of, and even contradiction of, the
existing evidence base.?”

While secondary to amyloid, tau has been another major target in drug
discovery research. Tau is a protein that is normally integral to a functioning
brain, but in certain circumstances, it can be transformed into the hallmark
neurofibrillary tangles of AD. As with AP, the accumulation of tangles in the
brain is hypothesised to cause neuronal death and hence cognitive decline,
though the mechanics of this process are less formalised than the amyloid
cascade hypothesis. Tau has typically been thought of as a downstream
effect by amyloid advocates because it emerges much closer to the onset of
symptoms. However, this later development means that tau is actually more
closely correlated with cognitive impairment than AP and is better correlated
with specific brain regions associated with dysfunction.®% 3! Throughout
the 21st century, AB and tau enthusiasts have sometimes descended into
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ill-mannered arguments, characterised by commentators as a religious war
between the Tauists and the Baptists.*" 321 AB has generally triumphed, but
tau has remained a primary target for many. In a manner disappointingly
reminiscent of the anti-Ap field, the first anti-tau antibody, semorinemab,
failed to improve cognition in phase-II trials in 2020.5*! However, a number
of anti-tau agents remain in development.®!

Beyond the hotly contested proteinopathies of AP and tau, genetics has
been another key concern in AD research. This has largely been fuelled by
two discoveries. First, the flourishing field of molecular genetic research
in the 1990s revealed that various mutations in three genes (APP, PSEN1
and PSEN2) were directly responsible for inherited young-onset AD.* Such
instances of AD are rare, accounting for less than 1% of all AD, but they
have been an important referent in general AD research because they occur
predictably in select families. That predictability means that researchers can
be relatively sure that those people will develop AD within a certain num-
ber of years. This is practically useful because dementia research is gener-
ally impeded by the typical lengthiness and unpredictability of prognoses.
APP also encodes the AP peptide and is hence concordant with the amyloid
cascade hypothesis.’* 31 The second discovery, likewise in the context of
early 1990s genetic optimism, was that one of three different variations of
the APOE gene (specifically APOEe4) is a risk factor for AD. APOEe4 dif-
fers from the aforementioned genes in that it only influences susceptibility
to AD in later life rather than being reliably associated with AD at relatively
young ages. The proportions are debated, with studies offering wildly differ-
ent estimates, but perhaps 50% of people with APOEg4 do not develop AD,
and perhaps 50% of people with AD do not have APOEe4. This suggests
that various other interactions are likely at play, but APOE stratification has
nonetheless become an important component of contemporary drug trials.?!

Since the 1990s, the genetic approach to AD has evolved in line with
genetic science more broadly, from the pursuit of unilinear gene-outcome
causation to more multifaceted and probabilistic causation. Early candidate
gene studies (e.g. those on APP, PSEN1 and PSEN2 discussed above) were
typically technologically and intellectually limited to isolating a specific gene
(cause) and specific trait (effect) and investigating the relationships between
them, perpetuating an assumption that a gene caused a trait, e.g. APP causes
dementia. Over time, the idea that specific genes directly cause specific cor-
responding diseases has been replaced by the idea that collections of interact-
ing genes, coupled with environmental influences, shape disease risk. From
the mid-2000s onward, this more multifactorial approach has overtaken the
single-gene-single-disease hypotheses of the 1990s.53% 371 As with other devel-
opments in the dementia research economy, this shift has not occurred in
a technological vacuum. The emergence of multifactorial models of genetic
causation manifests the corresponding development of technologies capa-
ble of sequencing genomes. In response, genome-wide association studies
(GWAS) have become increasingly popular in AD research. These studies sift
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through vast datasets to uncover constellations of genes that are collectively
associated with increased AD susceptibility, often in combination with non-
genetic factors. While around 40 potential candidates have been discovered
via meta-analyses, none has yet emulated the influence of APOEg4.535 38l
Perhaps more than anything else, GWAS have re-emphasised the profound
complexity of dementia. Increasing technological sophistication has gener-
ated aetiological conceptualisations of many different factors contributing to
small increases and decreases in risk, as well as calling into question the prag-
matic limits of causal typification. The past few decades of genetic research
have highlighted the cross-fertilisation of technologies and onto-epistemolo-
gies, with our notions of disease cause and effect and our abilities to isolate
those causes and effects, continuously reconfiguring one another. As the scope
of technologies to collect and analyse complex datasets has become more
expansive, e.g. progressing from genes to genomes, so the manner in which
we are able to, and indeed seemingly have to, think about dementia as some-
thing that has a direct and isolatable cause(s) has become similarly expansive.
Here, technological and aetiological sophistication are brought into dynamic
relation, with the development and use of new technologies becoming inte-
gral to the nature of dementia itself. This amenability of dementia to techno-
epistemic transformation is the focus of Chapter 5 because it has dramatic
implications for contemporary trajectories of dementia research.

2.3 Complexity and Classification

As the complexity of post-1970s AD as a disease entity has become ever more
apparent, the issue of disease classification, so influential throughout the his-
tory of dementia, has returned to the forefront of research. This issue has been
fuelled by drug trial failures, with some commentators suggesting that those
failures are due to study samples having too wide a range of AD subtypes.
In response, some researchers have sought to break down AD into more
specific types of dementia. As discussed, the conceptual coherence of types of
dementia has historically been subject to considerable debate (e.g. presenile
versus senile dementia). Similarly, critics have long questioned the conceptual
coherence of AD, given the observation of substantial phenotypic heteroge-
neity within the diagnosis.?” In this vein, researchers in 2019 described a
new form of AD - limbic-predominant age-related TDP-43 encephalopa-
thy — thankfully dubbed “LATE” for brevity.*"! LATE largely affects people
aged over 80 and may account for around 17% of AD. The announcement
was met with some cynicism, with one commentator stating that there were
“only 849,999 more to go”, referring to the commonly touted figure of there
being 850,000 people with dementia in the UK. What is striking is that this
sentiment would have resonated a century ago, highlighting the continuing
difficulties of classifying dementias, especially those associated with later life.
As Kraepelin and Alzheimer probably appreciated, the nebulousness of a
neurocognitive entity, manifest via behavioural symptoms and reinterpreted
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via technological advances, lends itself to forms of iterative reclassification
that characterise the internal political struggles of medical science.

Perhaps most indicative of contested processes of (re)classification is the
recent turn to standard deviation in the Diagnostic and Statistical Manual
of Mental Disorders (DSM). The DSM is a world-renowned publication by
the American Psychiatric Association, which periodically sets out to pro-
vide a comprehensive overview of all contemporary psychiatric diagnoses.
Since its first edition in 1952, the DSM has been influential in defining what
things are considered psychiatric disorders and how they are approached in
institutional psychiatry. The fifth edition was published in 2013. Notably, it
replaced its previous category of “dementia, delirium, amnestic, and other
cognitive disorders” with the new category of “neurocognitive disorders”.
This category contains three syndromes, “delirium”, “major neurocognitive
disorder” and “mild neurocognitive disorder”, which themselves contain
numerous aetiologies, including AD, vascular disease, Lewy body and other
familiar dementias. Mild and major neurocognitive disorders are defined
mathematically in reference to standard deviation from normative means.
In practice, this means that a person’s cognitive function is assessed against
the average cognitive function of the wider population. If their cognition is a
little below the average (specifically one to two standard deviations below),
the person has mild neurocognitive disorder. If it is a lot below the average
(more than two standard deviations), the person has major neurocognitive
disorder. This turn to mathematical precision represents a fresh attempt to
impose more clearly defined, and hence less contestable, categories on neu-
rocognitive phenomena that can otherwise seem incomprehensibly messy.*!

The DSM-5’s new notion of mild neurocognitive disorder has warranted
considerable attention because it captures the controversial diagnosis of
“mild cognitive impairment” (MCI). MCI has become increasingly popular
in clinical discourse and as a diagnostic category over recent years, as demen-
tia has been pushed further back into the lifecourse.'” Indeed, over the next
decade, analysts anticipate a compound annual growth rate of 8.7% for the
global MCI treatment market.*?! It represents not only the continuing evolu-
tion of classificatory regimes but also the concurrent conceptual problem of
timescales, typically evident in ongoing discussions regarding ageing and the
lifecourse. As drug trials have failed, aetiological hypotheses have increasingly
emphasised that disease processes begin decades before symptoms and hence
require early detection. The popularity of this elongated dementia, character-
ised by pathology rather than symptoms, is especially attributable to a paper
from 2011 published on behalf of the NIA and the Alzheimer’s Association,
and is discussed in Chapter 5. The push for earlier recognition, coupled
with the publicising of dementia generally, has resulted in greater numbers
of older adults with slight or possible cognitive decline seeking diagnoses. In
response, the category of MCI has proliferated, aided by concurrent inter-
est in dementia studies.** Though often thought of as a sort of prelude to
dementia, the conversion rates of MCI to dementia are widely contested and
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are likely complicated by a number of interacting factors.*! Beyond MCI,
an additional category of subjective cognitive decline has been suggested for
older adults who have no measurable cognitive decline but who, nonetheless,
self-perceive some minor decline. Again, conversion to dementia is uncertain,
echoing the wider heterogeneity of dementia prognoses generally.[*

Overall, the development of neurocognitive dementia research has driven
increasingly complex appreciations of cognitive decline in later life. Growing
complexification at the micro level of gene mutations and protein misfolding
means that the longstanding macro-level uncertainties regarding disease clas-
sification are probably as far from resolution as ever. A lot of the issues that
remain central to this research economy have been salient for a long time. For
instance, the turn to MCI and prodromal conceptualisations of dementia is
the contemporary manifestation of the longstanding problem of dealing with
ageing as both a process of physiological and psychological change, as well
as simply the manner through which time is experienced by and writ large
upon humans. The turn to standard deviation in the DSM-3, translated into
major and minor categories, is but one attempt in a long line of classificatory
battles seeking to institutionalise more concrete forms of later-life cognitive
impairment in order to facilitate interventions.

Irrespective of fluctuating classifications, one idea has held continuous
prominence since the 1970s — Alzheimer’s disease. The savvy reader may
have already noticed that this book, purportedly about “dementia” studies,
has so far dedicated a lot of space to AD specifically. This warrants some
consideration of Alzheimerisation. Alzheimerisation refers to the predomi-
nance of AD in the dementia research economy. As far back as the 1990s,
critics observed that much of the public, political and scientific attention paid
to dementia, and indeed ageing more generally, was dedicated to AD at the
expense of all other considerations.*”! This reflects the NIA’s development
of AD as a catalyst for growth during the late 20th century (discussed in the
previous chapter). AD has proved to be a remarkably powerful idea. While
the symbolic dominance of AD has facilitated impressive growth in dementia
research, for some scholars, it has also hindered the therapeutic effectiveness
of the sector by obscuring the real-world complexities of dementia.*¥! For
better or worse, the story of the contemporary dementia research economy
is very much the story of AD, and the story of AD is one of a quest for some
coherence amidst the complexity.

2.4 (Bio)medicalisation and Selves

The intricate machinations of neurocognitive dementia research are not the
principal focus of this book. However, some understanding is necessary if
we are to more fully appreciate dementia studies and its relatedness (or lack
thereof) to dementia research more broadly. In several ways, much dementia
studies is a response to those machinations, both implicitly and explicitly, yet
it can often be characterised by a sense of distance from them, as though such
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neurocognitive developments must be left alone by social scientists, or have
relatively minor implications for us and our work. I will repeatedly argue
against such distance in this book. Indeed, all that I have offered so far by
way of introduction to both the AD movement and neurocognitive demen-
tia research is intended to (1) make these machinations accessible and (2)
emphasise the extent to which political processes can be traced throughout
them. Contested institutional and personal approaches to ageing, nosology,
aetiology, cognition, complexity, technoscience and classification saturate the
historic and contemporary landscapes of neurocognitive dementia research.
These phenomena are, I argue, the legitimate, if not the core, territory of a
worthwhile dementia studies.

The term dementia studies describes a diverse collection of social sci-
ence, humanities and arts scholarship and activity that centres on demen-
tia as a political, economic, social, cultural and psychological phenomenon.
As emphasised in previous volumes in this series,* % dementia studies is
not a neat unified entity with a singular heritage (neither, for that matter,
is neurocognitive research) but rather extends through a multitude of con-
verging and diverging ideas and traditions, some of which can and do come
into tension. My selective outline herein attends to some especially pertinent
areas of dementia studies for my own argument. It should in no way be read
as a definitive account, and to this end, those aforementioned texts in this
series are far more instructive. That said, I would argue that there is sufficient
coherence to the concept of dementia studies as an institutionalised intellec-
tual and political pursuit that it makes sense for me to speak to it as my com-
munity of peers and hence my audience. I do so because I am convinced that
much of that which I consider to be dementia studies is uniquely positioned
to respond to the shortcomings of the contemporary dementia research econ-
omy. This book is a suggestion for how such a project might be realised.

Something resembling early dementia studies scholarship was evident in
the late-1980s as social scientists responded to developments in the wider AD
economy from the 1970s onward. As the AD movement succeeded in making
dementia a household name, a diverse collection of scholars from different
backgrounds and with distinct interests, e.g. Karen Lyman®!, John Bond®?
and Tom Kitwood,*? separately adapted theories from medical sociology to
develop critiques of what they saw as the (bio)medicalisation of dementia.
Indeed, it speaks to the radical reconfiguration of dementia during the 1980s
that these different writers offered similar arguments in isolation but almost
simultaneously. The sociology of (bio)medicalisation has typically sought to
unpack how human phenomena come to be understood as medical problems.
The “bio” caveat denotes a creeping influence of the natural and computer
sciences relative to traditional medicine, which different scholars engage
with to greater or lesser extents. Historically, work in this tradition has been
used to critique (bio)medicine, particularly regarding the creation of new
diagnostic categories, which have been accused of transforming previously
normal facets of human life into (bio)medical problems. Such analyses have
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been most substantively developed in relation to phenomena characterised
by behaviours that deviate from established norms, particularly those falling
under the rubric of mental illness.’* Indeed, the conceptualisation and treat-
ment of mental illness have been repeatedly critiqued in reference to (bio)
medicalisation explicitly.[>-%)

Drawing on anti-(bio)medicalisation critiques, those early dementia stud-
ies scholars argued that the growing dementia research economy had trans-
formed later-life cognitive decline, and to some extent later life generally,
into a (bio)medical problem. A previously normal and non-medical part of
human experience had been brought under the influence of (bio)medicine
by reclassifying it as a disease. In a mundane sense, the observation was
accurate. Before the 1970s, senile dementia had been largely normalised as
a common feature of later life, and this approach was transformed to make
dementia a more pronounced abnormality requiring (bio)medical attention.
However, beyond simply identifying that this had happened, early dementia
studies scholars were explicitly critical of the (bio)medicalisation of demen-
tia, claiming that it was an intellectually underwhelming and morally ques-
tionable process. Kitwood! rejected the (bio)medical model of dementia
as “faulty and deficient” and “far too negative and deterministic”; Bond®?
as “inadequate”, “stigmatizing” and “extremely weak”; and LymanP! as
“narrow, limited, and sometimes distorted in its ignorance”. Kitwood even
accused practitioners who accepted the (bio)medical model of “a good deal
of ‘doublethink’”P, Tt is important to recognise that this strong condemna-
tion was emblematic of early anti-(bio)medicalisation critiques in the social
sciences more generally, and such rhetoric has generally softened over time.

For them, the reclassification of dementia as a (bio)medical problem legiti-
mised undue institutional control over the people diagnosed while simul-
taneously delegitimising those people by attributing their experiences and
behaviours to a disease. In combination, these effects of (bio)medicalisation
were accused of eroding the humanity of people diagnosed with dementia.
For instance, Kitwood wrote of “banishment” whereby people with demen-
tia were “removed from the human milieu”?? while Herskovits argued that
“the overwhelmingly dominant pernicious effect of the current Alzheimer’s
construct is the dehumanization or debasement of ‘self’”!®®. Hence, while
(bio)medicalisation was nominally the primary concern of early dementia
studies, it was more specifically the corresponding dehumanisation of people
with dementia that animated scholars. It was not so much the assumptions
and activities of the AD movement per se that were critiqued as it was the
downstream implications for the status of those diagnosed.

One of the earliest major areas of contemporary dementia studies to
emerge from these anti-(bio)medicalisation critiques was a psychosocial tra-
dition rooted in the work of social psychology scholars such as Tom Kitwood
and Steven Sabat. These writers typically focussed on interpersonal interac-
tions as a fundamental site in which the dehumanisation of (bio)medicalisa-
tion was manifest. This psychosocial approach cast the everyday interactions
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of dementia care as playing an essential role in determining the selves of
the people involved. Specifically, interactions with the person with dementia
under the influence of (bio)medical assumptions (i.e. that the person was lost
to the disease) resulted in the degradation of that person as a social being
because the person was not treated as a person. The work of Kitwood in this
area became influential in the development of person-centred dementia care,
an idea that remains prominent in contemporary dementia studies as well as
care policy, albeit in a fairly bastardised form./!l At the heart of this tradi-
tion is a reverence for the person’s self, an argument that this self depends
on it being respected by others, and an attempt to defend it from potentially
harmful relationships.

Kitwood’s version of this self was termed “personhood”. While Kitwood
appropriated the word from social psychology, his version encompassed
social psychological, theological and ethical considerations.”l From a psy-
chological perspective, Kitwood argued that a person’s self-esteem was
dependent on one’s position in relation to social groups, the associated roles
that one performs, and the coherence of one’s sense of self. Religiously, he
observed an almost ubiquitous reverence for the sacredness of human life,
and beyond this, he echoed Kantian philosophy in suggesting that humans
must have an unqualified value for the social world to make sense.[* ¢4 In
synthesis, Kitwood defined this psycho-ethico-religious personhood as “a
standing or status that is bestowed upon one human being, by others, in the
context of relationship and social being. It implies recognition, respect and
trust”.1®¥) The oft-repeated quote has had significant influence across much
dementia studies and related practice.

Kitwood progressed to argue that the personhood of people with dementia
was too often eroded by “malignant social psychology” in everyday inter-
actions. He typified these harmful relations into several forms that remain
recognisable today. For instance, it is widely observed that people often talk
about people with dementia as though they are not present. Mundane trans-
gressions are common, such as asking a carer how the person with dementia
sitting next to them is doing without first asking the person him/herself or
speaking to the person like an infant. Kitwood argued that these forms of
interaction, coloured by our (bio)medicalised assumptions about dementia,
undermine the parts of personhood that are rooted in social recognition and
are realised through interaction. In response, Kitwood, in collaboration with
Kathleen Bredin/®* ¢! drew on the work of Carl Rogers!® to develop a model
of person-centred care that would support the personhood of people with
dementia by encouraging social recognition. While Kitwood’s ideas regard-
ing person-centredness have been somewhat misconstrued under the influ-
ence of individualism, person-centredness has become a key feature of much
dementia care policy and practice, at least nominally.[®!> ¢7- 681

Around the same time as Kitwood’s work exploring relationships as con-
straining the status of the person with dementia, Steven Sabat was developing
concordant insights regarding “selfhood” in dementia.[”! Indeed, in 1992,
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he observed that Kitwood was “coming to similar conclusions”.”” He used
the psychological philosophy of Rom Harré, which argued that the self was
made up of several component selves.”"> 72 Sabat presented selfhood as a
composite of three “manifestations”, named Self-1, Self-2 and Self-3. Self-1
is articulated via personal pronouns (e.g. “me”, “myself”, etc.) and is akin to
personal identity, manifest through our singular narrative experience of life.
Self-2 encompasses our distinguishing personal characteristics, both physical
and mental. Self-3 resembles the psychosocial component of personhood. It
is the social personae comprised of the characters that we enact toward and
are perceived by others.[”! As with personhood, some parts of selfhood can
be relatively untouched by dementia. A singular experiential standpoint and
physical characteristics will likely remain. However, Self-3 extends beyond
the individual’s innate attributes and is partially reliant on engagement with
other people. Sabat observed that: “successful manifestations, or construc-
tions, of Self 3 require, for their very existence, interpersonal interaction and
the social recognition given by others”.®! Echoing malignant social psychol-
ogy, Sabat decried “malignant positioning” whereby people acted in ways
that were coloured by assumptions regarding dementia, and which therefore
undermined the Self-3, and hence selthood, of people with dementia.

In these early psychosocial versions of dementia studies, both authors
argue that some essential attribute of the human is commonly undermined in
dementia. However, they do not see this erosion of self as resulting directly
from illness. Instead, the relational scaffolding that typically supports certain
parts of personhood/selfhood is tainted by presumptions regarding dementia
and the people diagnosed with it. Importantly, it is (bio)medicalised imagin-
ings of dementia that are subject to critique here because they position people
with dementia as erased under the conditions of disease and therefore unde-
serving of normal human interaction. People with dementia are hence some-
what socially disabled through dehumanisation under the symbolic influence
of (bio)medicalisation. In response, Kitwood and Sabat argued for a sort of
enabling rehumanisation of people with dementia through the cultivation of
positive relationships and modes of interaction. These arguments were gain-
ing some academic traction by the mid-1990s, laying firm intellectual foun-
dations for dementia studies. Writing in 1995, Herskovits noted:

There have been, especially since the mid-1980s, dissenting voices
that have endeavored to restore dignity and resuscitate the humanity
of individuals diagnosed with Alzheimer’s.... In increasing numbers,
social scientists have entered the fray, offering theories that reframe and
reclaim the “self’ in Alzheimer’s. Most build on a social interactionist
foundation.[®%

The arguments were also becoming more restrained in their critiques of the
(bio)medical model, with both Kitwood and Sabat offering additive psycho-
social approaches that could ameliorate some of the negative consequences of
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(bio)medicalisation without contesting those processes altogether. Especially
in Kitwood’s case, the critique seems to have evolved quickly, from strong
rejections of (bio)medical aetiological claims in the 1980sl% 7 to more
consolatory appeals to complementary psychosocial considerations in the
1990s,1% ¢4 with the latter work proving far more popular than the for-
mer. Hence, the psychosocial emerged as the legitimate territory for dementia
studies, without the need to engage in debates regarding the neurocognitive.
The early growth of these psychosocial, intersubjective and interpersonal
scholarships remains influential today, with a substantial body of research
still exploring the interacted nature of dementia and the ways in which rela-
tionships influence experiences of dementia.””!

2.5 Sociopolitical Citizenship

While psychosocial self-focussed scholarship remains popular today, other
approaches in dementia studies soon began to challenge psychosocial ideas
and offer alternative insights. Perhaps most notable among these approaches
have been the 21st-century works of scholars in critical® dementia studies.
They have typically been interested in understanding and transforming the
sociopolitical constitution of dementia. “Sociopolitical” here refers to the
politics of social life, spanning traditional political concerns such as legis-
lation and less obviously political considerations such as gender relations.
Within this critical tradition, Ruth Bartlett and Deborah O’Connor developed
several critiques of personhood in the 2000s, again in an additive manner,
building on earlier scholarship. First, they argue that personhood disempow-
ers people with dementia, who become passive beneficiaries of value that
is conferred on them by others, with little recourse to actively forge their
own value. Second, while notions of the self as intersubjective move past
(bio)medical individualism to some extent, they transpose it onto individual
interactions and ignore the importance of broader social locations such as
class, gender and ethnicity. Third, focusing on the interpersonal intricacies
of everyday interactions is problematically depoliticised because it ignores
the sociopolitical constraints that shape all our interactions and in doing
so, risks blaming individuals for circumstances over which they have little
control.”® 77l For instance, a carer might undermine the selfhood of a person
with dementia by ignoring him/her during a care interaction, and a person-
centred response might be to educate that carer to improve the interaction.
However, critical scholars would situate that malignant social psychology
within a highly pressurised working environment that offers little time for
meaningful interaction, compounding the wider stresses of years spent work-
ing long hours for low pay amidst rising costs of living. Hence, much critical
dementia studies seeks to pay attention to the bigger picture.

From this perspective, rather than targeting individual interactants, it is
more fruitful to target the dehumanising sociopolitics of dementia. As with
the dehumanising relationships that concern psychosocial dementia studies,
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these sociopolitics are attributed to (bio)medicalisation and for very similar
reasons. The (bio)medicalisation of dementia undermines the value of those
diagnosed because it labels them de-mented — literally without mind — and
we typically consider our minds as integral to our very being. The person
without mind can thus be viewed as lacking insight, rationality and experi-
ence and ultimately as being less than human and therefore less worthy of the
status that we afford to other humans, be that status enshrined in our every-
day actions toward others or in our legal system. Assumptions regarding the
de-mented ergo de-minded ergo de-humanised ergo de-valued person inform
the interpersonal relations that concerned Kitwood and the sociopolitical
relations that concerned Bartlett and O’Connor.””! Hence, while this critical
tradition of dementia studies has critiqued psychosocial scholarship, the two
are substantially aligned, with a sociopolitical sensibility adding another level
of understanding to the insights of Kitwood, Sabat and their peers.

Just as psychosocial scholars have sought to push back against dehumanis-
ing interpersonal relations, so many critical scholars have offered means of
resisting dehumanising sociopolitical relations. As one might expect, much
of this scholarship has been more forthright in acknowledging and pursuing
its political commitments to rehumanising people with dementia. An impor-
tant example of these attempts is the citizenship tradition. Critical dementia
studies scholars have been arguing for citizenship approaches to dementia
since the early 2000s% 7% 71, At a basic level, citizenship can be understood
as encompassing the collection of rights and responsibilities that belong to
members of a given society, be those in relation to other members, the popu-
lace generally or the state. Citizenship is a useful concept for dementia studies
because it sustains the legacy of personhood as an appeal to the value that a
person with dementia has (or at least should have), while also expanding the
parameters of that value to encompass wider sociopolitical factors. It also
provides some means for empowering people with dementia as sociopolitical
agents who can actively manifest their own citizenship. This introduction of
agency is a response to the aforementioned critique of psychosocial dementia
studies, namely, that it renders people passively dependent on others for their
status.[8%

Citizenship has a long history as a social scientific idea. It has been con-
tinuously popular since the work of Thomas Marshall in the 1950s, who
wrote on citizenship in relation to social class. He defined citizenship sim-
ply as “a status bestowed on those who are full members of a community.
All who possess the status are equal with respect to the rights and duties
which the status bestows”®!l. One can see substantive parallels here with
Kitwood’s oft-repeated definition of personhood as relations of bestowal.
As with all the versions of human status discussed so far, Marshall’s citizen-
ship was composite. It encompassed three types of rights: civil, political and
social. Civil rights are enshrined in law and bestow personal liberty. Political
rights are enshrined in enfranchisement and bestow democratic participa-
tion. Social rights are enshrined in welfare systems and bestow civilised life.
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Taken together, this citizenship represents a type of value that is bestowed in
relations with the state and its various institutions.

The development of citizenship in dementia studies is built on several ear-
lier applications to related topics, including disability,®?! ageing,®* carel® and
psychiatry.® Throughout these applications, a more postmodernist stance
has developed (as opposed to Marshall’s modernist position), emphasising
complex diversity and action in everyday life. Modern citizenship tended to
focus on the official legal and state apparatuses that restrict and enable peo-
ple in various ways. For example, if I refuse to pay my taxes, I might be
imprisoned. If I pay my taxes, I might expect access to healthcare if I become
sick.® Postmodern citizenship retains an interest in these formal state-level
relations, but it also attends to a range of other sociopolitical phenomena
operating at various levels while simultaneously bringing in familiar concerns
of personhood. Bartlett and O’Connor define this expansive postmodern citi-
zenship as follows:

A relationship, practice or status, in which a person with dementia is
entitled to experience freedom from discrimination, and to have oppor-
tunities to grow and participate in life to the fullest extent possible.
It involves justice, recognition of social positions and the upholding
of personhood, rights and a fluid degree of responsibility for shaping

events at a personal and societal level””,

This notion of citizenship attempts to sustain the original insights of demen-
tia studies regarding the intricacies of interpersonal relationships while
introducing new considerations that exist at a larger and more general scale.
Structure and agency, personal and political, micro and macro, are brought
together. Rather than focusing on one or the other, Bartlett and O’Connor
attempt to draw our attention to all these levels of the sociopolitics surround-
ing dementia:

People with dementia are discriminated against at different levels and in
different ways. On a macro level, discrimination can structure distress,
disability and economic losses making it difficult for people to access
health services and enjoy community activities... On a micro level, it
can lead people with dementia to feel stigmatised and less worthy, and
to be seen and treated by care workers and others as less than human.["!

We can apply Bartlett and O’Connor’s theoretical approach to my afore-
mentioned example of a care interaction wherein a carer ignores a person
with dementia. This interaction exemplifies the multi-layered nature of socio-
political challenges to citizenship. The immediate act of ignoring is funda-
mentally political. It is situated within a care system that manifests (bio)
medical values, performing tasks to satisfy bodies without minds and hence
without humanity. Those tasks manifest a two-tier health-social welfare
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system, wherein cancer warrants free “health” care from highly qualified
professionals with good standards of employment, but dementia warrants
means-tested “social” care from poorly paid, unqualified staff working in
poor conditions. Those employment conditions manifest gendered income
inequality, with 80% of the UK’s social care workforce being female, rising
to 90% in lower-paid frontline roles.[¢! Ultimately, the apparent mundanity
of a particular interaction contains and conceals an array of potent sociopo-
litical considerations.

An attentiveness to these constraints on our experiences of dementia risks
perpetuating the aforementioned problem of passivity in dementia studies,
whereby people with dementia are cast as recipients of value and lacking in
agency. This passive citizenship is important because it alerts us to the impor-
tance of our own actions toward people with dementia as well as the need for
supportive welfare institutions. However, agency has proved similarly desir-
able for dementia studies scholars. Bartlett and O’Connor tackle the dan-
ger of pure passivity by making their concept of citizenship highly relative,
whereby an individual can conceive of and pursue it however he/she likes.
They also extend citizenship to include practices with public consequences.
This is an expansive definition because “practices” entails doing something,
and “public consequences” denotes any effect on any other person. From
this perspective, something as seemingly mundane as a shake of the head can
enact citizenship if it stirs some response in another person.

The expansive postmodernist approach to active citizenship has found
substantive affinities with embodiment scholarship in dementia studies. The
embodiment tradition of dementia studies has its own rich tradition and
has only latterly joined up with citizenship. Indeed, it was initially much
closer to Sabat’s work on selfhood. Pia Kontos was instrumental in develop-
ing the embodiment tradition of dementia studies in the early 2000s.[7 88l
She rejected dualist philosophies that separated body and mind, and in their
place, offered a model of embodied selfhood whereby selfhood is manifest
in and enacted by the body, irrespective of cognition, mind and other psy-
chic concepts. Embodied selfhood has pertinent implications for dementia
because, as discussed, to be without mind has traditionally been conflated as
to be without self, humanity, value, etc. While Kontos found merit in earlier
psychosocial ideas of personhood and selthood as fundamentally interac-
tional, she also critiqued these approaches for perpetuating the separation of
mind and body and then largely ignoring the latter.

As a solution to the lack of corporeality in psychosocial dementia stud-
ies, Kontos turned to classic anthropological and philosophical texts on
unconscious internalisation and intentionality. She argued that we often act
intentionally without needing to engage cognition or some underlying mental
process. The innumerable actions of daily life — e.g. entering a bus, making
a purchase in a shop — comprise various movements that require no founda-
tional deliberation and yet convey agency, nonetheless. She also attended to
the social character of bodily action, noting that we unconsciously internalise
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sociocultural behaviour simply by existing in any given context. Our man-
nerisms, postures, gestures, reflexes, etc. in amalgam constitute a personal
manifestation of who we are as social beings. At first, Kontos aligned this
bodily manifestation of the personal with the notion of selfhood as a valu-
able means of expressing one’s humanity, irrespective of dementia. Writing
in 2004, she documented the embodiment of class as a personal characteristic
of two women with dementia:

There was another contrast between the excessive swing of the hips
in Edna’s heavy stride and Molly’s small and delicate walking steps.
Molly’s delicate manners were also apparent when she used a Kleenex
tissue to softly wipe the tip of her nose while Edna, in contrast, covered
her entire nose, clenched it tightly with the tissue and blew loudly. In
these examples we see physical expressions of class distinctions. !

While initially intended as an example of personal distinction rendered in
sociocultural particularities, it is easy to reappraise this example in light of
citizenship scholarship to appreciate the sociopolitical nature of these embod-
ied selthoods. Hence, embodied selfhood has gradually morphed into embod-
ied citizenship based on the recognition that our personal embodiments are
sociopolitically constrained. Furthermore, there is evidently considerable
scope for embodied active citizenship because corporeal manifestations of
citizenship typically have an enactive quality, as in the example above. In a
similar manner, Kontos and colleagues have presented examples of people
with dementia living in care institutions actively embodying their sexualities
despite repeated efforts by staff to prevent any sexual activity.®”! Beyond citi-
zenship, such instances are increasingly framed in terms of human rights. 20

2.6 Humanism’s Legacies

The trajectory toward a more actively politically engaged dementia studies
has been most acutely realised in the emergence of a human rights tradi-
tion in recent years. Human rights represents one of the most direct avenues
of resistance that dementia studies has offered to dehumanisation, not only
intellectually but also practically in some ways. The application of human
rights to dementia specifically stems from the idea that dementia is a dis-
ability and should be legally treated as such.P" ?2I This disability approach
to dementia articulates a longstanding, albeit largely implicit, thread of
social disability scholarship that runs throughout the history of dementia
studies and again seeks to counter (bio)medicalisation, which is manifest in
the “(bio)medical model”.” Essentially, social models of disability contend
that the human physiological and psychological attributes that we often con-
sider to be disabilities are not inherently disabling. Instead, they become dis-
abilities in disabling contexts.’* The (bio)medical model blinds us to this
context-dependency by essentialising the causative role of physiology (so the
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argument goes). As a simplistic example, when entering a building, a wheel-
chair user is disabled by stairs and enabled by a ramp. These arguments have
inspired significant progress toward rights for disabled people, but they have
often focussed on physical impairments and have shied away from cognition.
Proponents argue that aligning dementia studies with disability studies will
lead to similar political outcomes for people with dementia.®!

The most important legislative basis for the human rights tradition in
dementia studies is the United Nations Convention on the Rights of Persons
with Disabilities (UNCRPD). The UNCRPD is often invoked in human rights
scholarship because, as its name suggests, it attends specifically to the protec-
tion of human rights for disabled people. In doing so, it extends a collection
of ethical-legal prescriptions to disabled people on the basis that they are
fundamentally humans, like all other non-disabled people, and have inher-
ent rights by virtue of their being humans.®¢ Cahill defines these rights as
“Universal (apply to everyone), indivisible (have equal status and cannot be
placed in hierarchical order), inalienable (cannot be given or removed) and
inabrogable (cannot be voluntarily relinquished or traded for other privi-
leges)”.P!l These attributes provide a foundation for relatively unqualified
appeals to the inherent humanity of people with dementia. Human rights
hence come to represent and reassert that which is potentially forfeit under
(bio)medicalisation, as personhood and citizenship have similarly done.

Perhaps most influentially, the human rights tradition of dementia studies
has inherited the more overtly activist stance of disability studies. At national
and international levels, organisations such as the Dementia Engagement and
Empowerment Project and Dementia Alliance International have rallied peo-
ple with dementia to advocate for human rights. Through such active politi-
cisation, some people diagnosed with dementia have come to enjoy a greater
public platform,®* I though it is important to remember that this has not
necessarily extended to a wide range of sub-groups of people with dementia,
e.g. those living in institutions. Dementia studies has hence expanded beyond
a traditionally aloof academic pursuit to incorporate, to varying extents, a
wider range of stakeholders and to become more explicitly involved in politi-
cal activism. While a lot has changed, much of this effort remains dedicated
to contesting the dehumanisation of people with dementia, echoing the early
arguments of dementia studies scholars several decades ago.

Just as the psychosocial tradition remains alive and well, so work on citizen-
ship, especially embodied and material citizenship, and human rights is still a
major influence in dementia studies. In 2016, the journal Dementia dedicated
a special issue to citizenship,”” and there is even an international citizenship
and dementia research group.”® It is also important to acknowledge that,
rather than one overriding the other, much critical dementia studies can seek
to encompass work on personhood as an important consideration within a
wider sociopolitical landscape. Indeed, Bartlett and O’Connor explicitly note
the indebtedness of their work to the progress made by psychosocial scholars
before them in refuting (bio)medicalisation:
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This body of work highlighted the importance of shifting from a purely
biomedical discourse to a more humanistic one... These reflections led
to clearer standing and status for people with dementia, an important
step towards recognising social citizenship.l’”!

In this manner, various iterations of dementia studies, which emerge from
critiques of other traditions, can be understood as a kind of sedimentation
of understanding that, from a certain perspective at least, is remarkably har-
monious — more additive than revolutionary. At first glance, this trajectory
might have recently come under some pressure with the emergence of post-
humanist dementia studies. As the name implies, this area of scholarship
explicitly articulates itself in contrast to the humanist commitments that have
characterised much dementia studies since its beginnings in the late 1980s,
wielded in opposition to the dehumanising qualities of (bio)medicalisation.
However, as I will suggest below, we should be cautious of any reactive
appeals to a paradigmatic shift here.

Posthumanist dementia studies is essentially a response to a core tension
within dementia studies generally. On the one hand, the discipline has long
sought to challenge the dehumanisation of people with dementia by argu-
ing for their value as humans, leading to very real gains in inclusion and
empowerment. On the other hand, the belief that humans have some excep-
tional value generally grounds that value in cognitive capacities, positioning
those without said capacities as valueless. Hence the dehumanising qualities
of (bio)medicalisation are bound up with the dehumanising tendencies of
humanism itself: de-mented ergo de-minded ergo de-humanised ergo de-val-
ued. Nick Jenkins describes this as the “double-edged sword” of humanism
in dementia studies.’” Posthumanist dementia scholarship seeks to circum-
vent this tension by rejecting humanism outright. For instance, Jocey Quinn
and Claudia Blandon argue that notions of human exceptionalism are a leg-
acy of the 17th-century Enlightenment and are a fairly recent and unusual
political development.['®! Rather than continuing in the tradition of trying to
put people with dementia back into a special human category, posthuman-
ists advocate taking all other people out of that category instead. The result
is similar — nothing essential separates the value of people without dementia
from the value of people with dementia. We take an alternative route to
arrive at the same destination.

To achieve this, posthumanist dementia studies contests the existence of
the person as an individually unified, rigidly demarcated and self-contained
entity. That which we typically think of as the person is reconceived as a
type of intellectual and material assemblage made up of various biological
(e.g. viruses), physical (e.g. tattoos) and ideational (e.g. gender) components.
As well as being composite, the person is also symbiotic, entailing profound
interdependence with a range of other entities, human, animal, mechanical,
digital and so on. To an extent, this represents a rearticulation of the rela-
tionality of early psychosocial dementia studies wherein that which we deem
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individual cannot be understood in isolation from its relations. However,
that relationality becomes even more integral so that the very being of the
component entities and any notions of agency attributed to them ultimately
emanate from relations.

At first glance, posthumanist dementia studies might appear to be a radical
rejection of the sub-traditions that preceded it. However, while positioning
itself in contrast to an underlying humanism, posthumanist scholars generally
do not seek to replace all that went before but rather to contribute new intel-
lectual and political tools to the dementia studies canon.®! Posthumanism
should not be read as agreeing that people with dementia are worthless on
the grounds that all humans are worthless. Instead, it argues that people with
dementia have the worth of all humans who have the worth of all entities.
This can feel rather relativist, though posthumanist dementia studies scholar-
ship is typically normatively committed to advocating a high level of worth
for all. Moreover, it does not contest the underlying argument, commonplace
across dementia studies, that people with dementia are generally symbolically
disadvantaged by popular conceptualisations of dementia. Instead, it extends
that observation, suggesting that dementia studies might partially perpetuate
that disadvantaging through overzealous commitments to humanism.

Hence, despite various discordances and occasionally direct criticisms,
all approaches discussed here — personhood, selfhood, citizenship, embodi-
ment, human rights and posthumanism — offer broad opposition to the dehu-
manising, or disadvantaging, effects of the (bio)medicalisation of dementia,
wherein people diagnosed with dementia are rendered lesser by virtue of the
conceptual and institutional power of that diagnosis. My contention is that
this concern with the dehumanising effects of (bio)medicalisation has been a
(if not the) core guiding intellectual commitment in the development of sev-
eral major traditions of dementia studies scholarship. From this perspective,
a meaningful intellectual heritage can be traced from contemporary argu-
ments regarding human rights back to work in the 1980s, applying anti-(bio)
medicalisation critiques to the emerging AD movement. This has produced
some rich areas of dementia studies scholarship with positive implications
for people affected by dementia. However, I will argue in the next chapter
that it has also potentially distracted from the deeper consequences of the AD
movement, particularly in terms of their corresponding biopolitics.

The first half of this chapter offered an overview of some major develop-
ments in neurocognitive research that have been facilitated by the success of
the AD movement in generating a substantial dementia research economy.
There, I highlighted many of the core contentions that have long dogged
research — ageing, nosology, aetiology, technoscience and complexity —
iteratively re-realised in new contemporary forms, from GWAS to MCI to
LATE. Far from being some alien domain, neurocognitive dementia research
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manifests conceptual and practical problems that are familiar social scien-
tific fodder. Beyond a dehumanising (bio)medical model, there is a lot of
material here that warrants critical engagement. Nonetheless, much of the
key theoretical development in dementia studies has centred on the dehu-
manising consequences of (bio)medicalisation, particularly regarding rela-
tional symbolisms. These scholarships argue that people with dementia are
rendered lesser by the (bio)medical meaning that is ascribed to them, which
then alters how individuals and institutions relate to them, typically for the
worse. This scholarship has hence inadvertently diverged from other salient
issues in the dementia research economy that might benefit from greater
critical attention.

In the second half of the chapter, I attempted a similar characterisation of
dementia studies, or at least particular examples of major conceptual flavours
thereof. From a similar starting point — the late-20th-century political inten-
sification of dementia — dementia studies has headed in a different direction,
far less concerned with contesting onto-epistemologies of ageing and navi-
gating complex typification schemas. Instead, it has developed social theory
arguments relating to (bio)medicalisation and the social model of disability
as a means of calling out and pushing back against the dehumanisation of
people with dementia. To appropriate a phrase from Shakespeare, Zeilig and
Mittler’s seminal paper on dementia and disability, these two great tradi-
tions of studying dementia “seem like planets spinning on different axes,
their inhabitants aware of each other’s existence but apparently unable to
communicate”.®? This relationship, I will argue, could be addressed to the
betterment of dementia studies and the wider dementia research economy.

Overall, my aim in this chapter has been to show how dementia studies
emerged in relation to the Alzheimer’s movement at the end of the 1980s by
cultivating anti-(bio)medicalisation arguments. Under the influence of that
anti-(bio)medicalisation thought, particularly regarding dehumanisation,
dementia studies has subsequently diverged from more mainstream neuro-
cognitive research and some of the salient social scientific issues that have
emerged in that research, e.g. the co-constitution of technologies and onto-
epistemologies, the politics of classifying complexity and cause and effect. In
this chapter, I have deliberately avoided criticising this relationship (or the
lack thereof) or criticising anti-(bio)medicalisation dementia studies itself.
Instead, I have sought to simply outline the divergent relationship between
dementia studies and the wider dementia research economy. I have done so,
firstly, because that relationship is the crucial context for the rest of the book,
and secondly, because anti-(bio)medicalisation dementia studies scholarship
has been a positive development in an immediate sense. Over several dec-
ades, it has repeatedly offered valuable counterpoints to the various path-
ogenic relations that can worsen the lives of people affected by dementia.
From early psychosocial appeals to humanist care to contemporary activism
groups, dementia studies has contributed to bettering the lives of many peo-
ple affected by dementia.
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That said, in the next chapter, I begin to highlight and deconstruct some
of the potential problems that emerge from the heritage of anti-(bio)medi-
calisation thought in dementia studies. These are problems that are typically
multifaceted, downstream, unintended and often unremarked. I will begin
with the very notion of a (bio)medical model. Critique in dementia studies is
still often aimed at a (bio)medical model that would be largely recognisable
to scholars in the 1980s, albeit having steadily become a sort of Pandora’s
box of dementia studies, containing various nondescript evils. Given the fas-
cinating developments outlined in the first half of this chapter, it is rather
underwhelming, if not outright unjust, that this monolithic concept of a (bio)
medical model continues to animate such criticism. In the next chapter, I
offer several reasons for reconceptualising, at least in parts, that which has
often fallen under the umbrella of (bio)medicalisation in dementia studies
scholarship. In its place, I will suggest paying greater attention to “neuropsy-
chiatric biopolitics” by re-engaging with medical sociology, which has itself
built on a similar disposition toward (bio)medicalisation and nurtured more
post-structuralist and sociopolitically astute forms of critique. Most impor-
tantly, I am not suggesting that dementia studies scholarship that implicitly
or explicitly relies on anti-(bio)medicalisation critiques is bad, nor that it
should be replaced. Instead, my argument is intended to provide a further
set of intellectual tools, just as the different iterations of dementia studies
discussed above have built on one another through both their frictions and
their resonances.

Notes

1 The general lack of historical medical reference to dementia, or something similar,

is notable and curious, perhaps partially owing to aforementioned abiotrophic

sentiments and the relative youthfulness of pre-19th-century populations.

“Nosology” is the classification of disease in medical science.

It is worth noting that Frau Deter’s delusions related to her husband having an

affair with their neighbour, and historically many men sent their wives to asylums

to facilitate new relationships.

4 PSEN2 is slightly less directly predictive of AD onset than APP and PSENT1, with
some carriers surviving into later life without experiencing symptoms.

5 “Critical” is used here in the academic sense, outlined in detail in Chapter 3.

6 I appreciate that both these examples are naively idealised.
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3 Anti-(bio)medical; Neuro-agnostic

Why Dementia Studies Needs Neurocritical
Responses to the Biopolitics of Dementia

In this chapter, I argue that dementia studies should build on traditional
critiques of the (bio)medical model, as outlined in the previous chapter,
to develop a new focus on the neuropsychiatric biopolitics of demen-
tia. 1 begin by outlining several reasons that a focus on a (bio)medical
model is limited, both conceptually and in relation to the real-world
circumstances of dementia and those affected by it. I then show how
the neuropsychiatric biopolitics of dementia differs from (bio)medicali-
sation, contending that an alertness to those differences can lead us to
engage with dementia research in newly productive ways. Central to
this argument is the assertion that the neuropsychiatric biopolitics of
dementia is fundamentally a political process, and while it relies on
appeals to science as a means of legitimation, it is often at odds with
basic science and should not be conflated with it. Importantly, I do not
suggest that all dementia studies work relating to anti-(bio)medicalisa-
tion critiques should be abandoned as inadequate, but rather that we
might build upon it.

Nonetheless, I go on to show that, with anti-(bio)medicalisation
firmly embedded in its intellectual heartlands, much dementia studies
has developed a “neuro-agnostic” disposition. By this, I mean that a lot
of dementia studies scholarship too rarely addresses biopolitical claims
head-on. An emphasis on humanist critiques of institutional medicine, a
(bio)medical model and its symbolic effects on relationships, has failed
to engage substantively with neurocognitive research, neuropsychiatric
biopolitics and related normative prescriptions of dementia. I situate
this lack of critical engagement within broader social scientific trends
toward the acceptance of knowledge claims regarding neurocognitive
science, or at least the dismissal of them as being somehow illegitimate
subject matter for dementia studies. I argue that neuro-agnosticism
not only fails to robustly challenge poor science and spurious associ-
ated claims but repeatedly aids its proliferation by reiterating its core
assumptions as justifications for doing dementia studies.

In response, I suggest that the critical traditions of psychiatry and
gerontology can provide us with the analytic tools to uncover and
challenge the biopolitical reordering of dementia. I briefly introduce
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some key tenets of critical psychiatry and critical gerontology. I high-
light the longstanding deficit of critical psychiatric engagement with
dementias in comparison with other psychiatric disorders and explicate
contemporary work on the biopolitics of successful ageing. Together,
these insights raise questions about how prescriptions of brain health
and cognitive ableism in later life become publicly salient, the conse-
quences of that salience and whose interests are at stake. I conclude
that by combining critical psychiatry and critical gerontology, a critical
dementia studies could engage more robustly with the neuropsychiatric
biopolitics of dementia. However, this is not a matter of outright refu-
tation but rather an attempt to constructively critique and strengthen
those commitments that have proved fruitful in other areas.

3.1 The Case against (Bio)medicalisation

As discussed, much influential work in dementia studies has historically
drawn on sociological critiques of (bio)medicalisation to offer some resist-
ance to what is repeatedly identified as the (bio)medical model. At the most
rudimentary level, this model lays out a particular ontology of dementia as
brain disease(s). Drawing on Lyman’s!'! aforementioned early anti-(bio)medi-
calisation work in dementia studies, Spector and Orrell offer the following
definition:

The medical model of dementia states that dementia is (a) pathological
and individual, (b) organic in aetiology (caused by progressive dete-
rioration of those parts of the brain that control cognitive and behav-
ioral functioning), and (c) treated and managed according to medical
authority.?!

Traditionally, dementia studies scholars have criticised this conceptualisation
of the (bio)medical model for (1) pathologising human circumstances that
were previously considered normal,® 4 (2) dehumanisation,” ¢ (3) substan-
tiating the exertion of institutional power over (bio)medicalised peoplel” ®
and (4) distracting from wider psychological, social, economic and politi-
cal facets.”> ' Rather than contesting them outright, these arguments are
justified to some extent, e.g. some institutions have deliberately sought to
pathologise later-life cognitive impairment in explicit opposition to its wide-
spread normalisation. Moreover, each has contributed to the strengthening of
dementia studies as an intellectual pursuit and a project to improve the lives
of people affected by dementia. Ultimately, much of the progress that has
been made toward the better treatment of people with dementia, such as the
popularity of person-centredness, has emerged from this tradition of critique.
With this in mind, I am by no means suggesting that we abandon such work.

That said, traditional critiques of the (bio)medical model stem from
mid-20th-century social theory and can only take us so far.['’: 12l They are
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rooted in decades-old arguments and, despite their significant strengths, have
several limitations. Firstly, the (bio)medical model is often ascribed rather
directly to professionals working within institutional medicine. This tendency
to ascribe the model to professionals can be traced back to early psychosocial
scholarship. Recall, for example, Kitwood’s accusation of practitioner “dou-
blethink” from the previous chapter.'3! Such conflations continue today.
For instance, when recently advocating person-centredness, Venkatesan and
Das argued, “due to the ‘fix the patient’ approach of the medical model of
dementia, along with the health professionals’ failure to revamp the model,
the quality of life and well-being of dementia-afflicted individuals suffers.”*
Such arguments also extend into other sub-traditions of dementia studies.
When arguing for a human rights approach, Cahill recently criticised the bio-
medical model’s dominance in informing practitioners’ treatment of people
with dementia.!"’! Hence, the ascription of a (bio)medical model to profes-
sionals remains prominent in dementia studies.

The conflation of medical staff with the (bio)medical model is something
of a strawman mischaracterisation of those professions. The observation that
a (bio)medical model reduces dementia, and potentially those diagnosed with
it, to brain disease, does not mean that a nurse, psychiatrist or geriatrician
does the same. In practice, medical professionals working with dementia typi-
cally have expansive and nuanced understandings of patients and their condi-
tions!'® and are even explicitly critical of the (bio)medical model."”> ¥ Indeed,
the best practice in geriatric psychiatry has relatively little to do with matters
of organic aetiology and associated treatment. It is far more concerned with
gaining a rounded view of people and their problems and helping them to
achieve the goals that matter most to them." Part of the problem here is
that empirical observations of negative outcomes experienced by people with
dementia can be misinterpreted as evidence of poor practitioner understand-
ing as opposed to being caused by more pragmatic and material constraints
on practice. For instance, a psychiatrist might have a rich appreciation of
dementia but, in a dangerously understaffed care institution, might be faced
with a binary decision of either prescribing antipsychotics or doing nothing at
all. Similarly, reports of particularly bad experiences can be presented as evi-
dencing a general inadequacy among staff. For instance, when advocating for
her concept of “prescribed dis-engagement”, Kate Swaffer argued, without
citation: “Following a diagnosis of dementia, most health care professionals,
including neurologists, geriatricians, physicians, general practitioners, and
dementia service providers prescribe giving up a pre-diagnosis life”.2" While
this clearly happened to her and has happened to some of the people with
dementia that I work with, many others have not experienced such abjectly
poor and disrespectful treatment by medical professionals.

Relatedly, much critique of the (bio)medical model attributes the model to
medical professionals, their value commitments and their practices,?'! at the
expense of an awareness of other stakeholders. As discussed in Chapter 1, his-
torically, what is typically referred to as the (bio)medical model of dementia
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actually developed and proliferated under the stewardship of charities, activ-
ists, private enterprises, governments and other parties that collectively com-
prised the AD movement. The focus on institutional medicine distracts from
the different roles and interests bound up with a neuropathological ontol-
ogy of dementia. Indeed, from this perspective, medical professionals and
institutional medicine more broadly are rather late entrants in the (bio)med-
ical model’s history and remain relatively peripheral. Nonetheless, health-
care practitioners have traditionally been subject to considerable scrutiny
throughout the development of dementia studies, perhaps only comparable
with family carers.

This leads neatly to another limitation, namely, that the (bio)medical
model is too often depicted as the central conceptual basis of institutional
medicine, from which medical practice takes its cues. As noted, while there
are undoubtedly many individual instances, particularly historically, the idea
that medical professionals typically view people with dementia as mindless
disease entities, or in similar detrimental ways, is questionable, with surveys
reporting positive humanistic attitudes.??>->%! Similarly, the conflation of insti-
tutional medicine with a (bio)medical model often relies on an epistemic mis-
take, whereby the practical outcomes of a system are interpreted as evidence
of corresponding belief systems determining that system. Even if we take for
granted that their practice, and medical intervention as a systemic whole,
is unequivocally pathologising, dehumanising and simplistic, then a more
pragmatic and structural social scientific interpretation of those observations
might attend to the logistical and resource constraints on healthcare systems
as much as any underlying conceptual model. Practical medical provision is
often limited by a range of practical considerations that are directly at odds
with (bio)medical conceptual commitments. Desirable traits such as respect,
holism and affection can be impeded by pressurised circumstances. Hence,
real-world instances of institutional medicine are, at best, adulterated mani-
festations of the conceptual model underpinning (bio)medicine and, there-
fore, cannot be interpreted as being strictly analogous to that model. For
instance, as a British academic, I am sceptical of the UK’s marketisation of
higher education and financial exploitation of teenagers, yet I exist within
that system and inevitably perpetuate it through my practice. My practical
complicity does not necessarily reflect any conceptual agreement on my part,
and at a macro level, the exploitative marketising effects of the institutional
whole do not reflect an uncontested (or even widely accepted) underlying
intellectual model.

Building on the recognition of real-world limitations to practice and the
relations between the (bio)medical model and institutional medicine, it is also
important to recognise that dementia is not really a (bio)medical concern in a
pragmatic sense. Given the lack of effective treatments and the resource con-
straints that characterise care delivery, there is little that formal healthcare
providers can do for people with dementia by way of traditional services.
Indeed, in the UK and internationally, most people with dementia have little
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contact with institutional medicine by virtue of their dementias specifically,
besides occasional interactions with general practitioners. Dementia has
always been and continues to be, by and large, a non-institutional affair,
medical or otherwise. It is dealt with by people themselves, their family mem-
bers and friends.?”! The informal nature of dementia means that critiques tar-
geting institutional (bio)medicine are limited with respect to the real-world
situations that they are directly applicable to because so much of the experi-
ence of dementia plays out in isolation from formal services. Of course, it is
widely recognised that the experience of formal diagnosis can be profoundly
affecting, particularly when delivered badly®® or leading to driving cessa-
tion,?¥! but the lack of post-diagnostic infrastructure is repeatedly identified
as a key shortcoming of institutional responses to dementia.?* 3% In the UK,
only 38% of people with a dementia diagnosis receive any related services.!
Therefore, even if we accept that institutional medicine and medical profes-
sionals are fundamentally guided by a (bio)medical model and hence (bio)
medicalising in nature, it is unclear to what degree those entities exert sus-
tained influence over the lives of most people with dementia, who have little
engagement with services.

Finally, the (bio)medical model of dementia has also been critiqued for
having an exclusively curative focus at the expense of other important thera-
peutic components such as care, rehabilitation and palliation.3? 33 However,
given the rise of the dementia prevention agenda over the past decade,’*
which has partly positioned itself in contrast to curative efforts, this claim
is increasingly difficult to sustain, even if we assume that it was once accu-
rate. It is important to note that the preventative agenda as a substantive
entity is relatively new and remains subject to varying articulations and
ongoing adaptations. At its core, it may also manifest many of the same
normative commitments as earlier curative work, an issue returned to below.
Nonetheless, it is explicitly a major shift away from, or at least a thorough
reimagining of, curative enterprises and has not been adequately accounted
for in recent work regarding the (bio)medical model.*’! It opens up new ter-
ritories of biopower in ways that complicate the (bio)medicalisation thesis,
perhaps to the point of breaking it, and hence further underscores a need to
extend our critical gaze beyond the (bio)medical model.

Ultimately, at the risk of sociological cliché, the development of dementia
since the 1970s is far more complex than is typically implied by critiques of
(bio)medicalisation. It is debatable to what extent a coherent (bio)medical
model, in the traditional sense, exists beyond the critiques that invoke it. As
noted, the suggestion that such a simplistic model guides medical profession-
als or medical institutions fails to acknowledge the intellectual sophistication
and resource limitations that constrain real-world practice. Even after dis-
counting these issues, the reality of dementia for most people is starkly (and
perhaps regrettably) non-medicalised. Besides diagnosis, dementia is largely
dealt with informally by families. Considering these limitations, I argue that
the contemporary mainstream conceptualisation of dementia, which is often
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depicted as a (bio)medical model, is better understood as a tangle of moral,
technoscientific and political economic phenomena that extends beyond the
traditional terrain of (bio)medicalisation.

At this point, one might worry that an over-intellectualised concern with
doing justice to the complexity of dementia and treatments thereof risks over-
looking the power of a (bio)medical model in contrast to other approaches to
dementia and perhaps forfeiting some of the laudable gains made by demen-
tia studies. However, I am not suggesting that we abandon anti-(bio)medi-
calisation critiques outright. Rather, we might look to more recent social
theory to open up distinctive and newly productive analyses of many of the
same things that anti-(bio)medicalisation scholars have traditionally criti-
cised. Collectively, I argue that tangle of moral, technoscientific and politi-
cal economic phenomena can be more astutely interpreted as manifesting a
neuropsychiatric biopolitics of dementia, with several important components
and consequences that an anti-(bio)medicalisation approach alone cannot
sufficiently deconstruct. Principally, far from being an unwarranted institu-
tional transgression into previously normal aspects of human existence, I
argue that dementia is better addressed as more pervasively and sociopoliti-
cally transformative, affecting our relations with our brains, minds and ulti-
mately the nature of ourselves.

3.2 The Case for Biopolitics

In making the argument for turning our attention to a biopolitical under-
standing of dementia, I am influenced by the work of sociologist Nikolas
Rose. Rose has, like me, criticised social scholarship that focuses on (bio)
medicalisation. Writing on the proliferation of neuropsychiatric meaning
in public life, he has suggested that “medicalisation, implying the exten-
sion of medical authority beyond a legitimate boundary, is not much help in
understanding how, why, or with what consequences these mutations have
occurred.”B¢ He is not alone in this observation. Williams, Kats and Martins
have argued that we must look “beyond medicalisation ... to find new ways
to critically understand the ideas about life and health as they travel, trans-
late or migrate from (neuro)scientific and clinical spheres to cultural life.”7!
It is precisely this looking beyond (bio)medicalisation that I wish to pursue
here as an appeal for dementia studies to critically engage with the ways in
which dementia is manifest as a political and cultural entity.

“Biopolitics” describes the governance of human life via the proliferation
of ideas that guide personal conduct in ways that are conducive to certain
political projects. This is not the physical implementation of governance but
rather the “art of governance.” It is the subtle ordering of life through the
generation of conceptual schemas that constrain our experiences. This order-
ing of our seemingly personal and intrinsic experience is realised through the
imposition of a select normativity. We are unconsciously beholden to these
normative schemas, and our lives play out accordingly. Importantly, this
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taken-for-granted quality of existence is what critical theory seeks to reveal
and challenge, as I will outline below. Biopolitical scholarship has docu-
mented the biological and historical plasticity of public and personal life, the
conditions under which we are made responsible for ensuring our compliance
with health norms, and even the pursuit of enhancement, seeking to become
the best versions of us that we can be through correct conduct®®® *°! With this
in mind, a biopolitical sensibility draws our attention to the spread of par-
ticular political conceptualisations of dementia into public life in a manner
that shapes our perceptions, experiences and enactments of dementia.

I argue that the contemporary biopolitics of dementia largely relies on
and rearticulates a neuropsychiatric biopolitics. The term “neuropsychiatry”
itself requires qualification because it is a widespread but often obscure con-
cept.*' T begin with Berrios and Markovéa’s observation that neuropsychiatry
is best understood in relation to its core contention: “mental disorders are
disorders of the brain.”™ This is a useful starting point, but there is little
here to distinguish a neuropsychiatric biopolitics from the aforementioned
(bio)medical model. Elaborating further, I depict the vital tenets of a neu-
ropsychiatric biopolitics of dementia as follows:

A syndrome of cognitive decline caused by discrete neuropathologies
that are distinct from ageing, and ... not enough people are aware of
this. Furthermore, because dementia is caused by disease, and biomedi-
cal sciences have cured some diseases, dementia is a technoscientific
challenge that will be solved through technoscientific endeavours.*’!

These are biopolitical in as much as they are not simple truth claims. Rather,
they appeal to scientistic aesthetics as a means of persuading people to
nurture certain knowledges and, more importantly, to act in certain ways
according to those knowledges. In the next chapter, I will attend in more
detail to three component claims of this neuropsychiatric biopolitics: (1) that
dementias are caused by discrete diseases of the brain, (2) that dementia is
not a normal part of ageing and (3) that research will discover a cure. Before
doing so, it is helpful to clarify and contextualise the nature of contemporary
neuropsychiatric biopolitics beyond dementia specifically. This is important
because the neuropsychiatric biopolitics of dementia do not exist in a biopo-
litical vacuum and, in many ways, can be understood as echoing a broader
set of circumstances.

Historically, neuropsychiatry can be traced back in some form to the 17th
century,*! and variations of neuropsychiatry and dementia have a longstand-
ing relationship. As discussed in Chapter 1, this book primarily speaks to a
biopolitics that has developed since the 1970s under the influence of the AD
movement. However, as outlined in Chapter 2, different notions of demen-
tia were subject to neuroscientific and psychiatric attention long before this
period. For instance, Samuel Wilks first presented his account of brain atro-
phy in the mid-19th century,®¥ and the pathologist Solomon Carter Fuller
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published detailed accounts of his painstaking investigations into dementia-
related neuropathologies in the early 20th century.™> #¢! Hence, biogenic (i.e.
fundamentally biologically generated) conceptualisations of dementia in a
manner that seem remarkably conducive to contemporary neuropsychiatric
biopolitics, and have traditionally featured in (bio)medical characterisations,
can be traced back well over a century.

Of more direct importance to our current circumstances is the 1960s emer-
gence of the neurosciences in a form recognisable today as an amalgam of
initiatives that were previously distinguished into neuroscientific and psychi-
atric styles. Rose and Abi-Rached have documented an epistemic transition
whereby matters such as behaviour, emotion, thought, beliefs and cogni-
tion were all reimagined as essentially neuromolecular in nature.*”! Whether
worrying, despairing or forgetting, publics came to intuitively comprehend
and express psychogenic phenomena in terms of disease and the brain.“®!
This shift motivated and assembled a diverse array of stakeholders beyond
scientific researchers themselves, including charities and governments, and
most importantly publics, in relation to specific imaginings of the brain as a
molecular entity that contained the answers to human life. Today, these neu-
romolecular sensibilities pervade public experience. An endless procession of
media, from newspapers to pop songs, reiterates the centrality of our brains
in simultaneously determining our deepest interior lives and the ebb and flow
of society broadly. The brain has become a defining precondition of self and
society,*” %% with a corresponding potential for providing solutions to a vast
array of social problems. Williams, Higgs and Katz cast this infiltration into
public life in terms of “neuroculture”:

Neuroculture is not simply a question of the power or persuasive appeal
of the neurosciences within the laboratory or clinic, but of their wider
social, cultural, political and economic salience and significance about
the future of humanity.b"

Neuroculture hence translates piecemeal neuroscientific observations into a
schema of existential implications for being both ill and well.*?! Notions of
neuroplasticity’ suggest that all this brain stuff is amenable to intervention,
meaning that the savvy citizen (or consumer) can enhance his or her neuronal
existence through appropriate personal conduct. Neuroplasticity softens bio-
logical determinism by reassuring us that, while our brains may dictate our
destinies, those brains can be crafted deliberatively.*3! Sociological work
in this area has largely attended to more orthodox mental illnesses such as
schizophrenia, anxiety and depression.”*® 3* However, the post-1970s neu-
ropsychiatric biopolitics of dementia can also be read within this wider con-
text of neuropsychiatry’s recent history.

It is also important to recognise that neuropsychiatry is not an institu-
tional or professional denomination in the clear-cut manner that “psychia-
try” is. For example, the AD movement,* *° discussed in Chapter 1, refined
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and propagated contemporary neuropsychiatric ideas about dementia, yet
this movement has never been confined to, nor even strictly centred on, pro-
fessional neuroscientists and psychiatrists specifically. Key stakeholders in
the neuropsychiatric biopolitics of dementia have included researchers, gov-
ernments, charities, businesses and activists. Many researchers with expertise
well outside of the neurosciences predicate their work on neuropsychiatric
claims as a means of norm-compliant justification, e.g. health economics,
cognitive sociology and medical anthropology. Charities are similar in this
respect. Many third-sector organisations rely on, and therefore promote,
neuropsychiatric biopolitics in their activities. The two stakeholder groups
are heavily entwined, with charities appealing to research findings to empha-
sise the importance of dementia as a problem and hence argue for resource
donations, a large portion of which is then reallocated to the researchers pro-
ducing the requisite evidence. A range of activists and advocates, again far
removed from institutional neuroscience and psychiatry, are also important.
For instance, high-profile celebrities and people diagnosed with dementia
play an important role in fronting various related initiatives.

Governments are also integral because the neuropsychiatric biopolitics of
dementia speaks directly to issues of political economy, especially regard-
ing the demographic ageing of welfare states.’”! In the early 2010s, British
prime minister David Cameron introduced financial incentives for dementia
diagnoses, while the later Prime Minister Boris Johnson pledged to double
dementia research funding in his 2019 election manifesto. The pharmaceuti-
cal industry is another key player in neuropsychiatric biopolitics, provid-
ing significant funding for associated research. Indeed, several commentators
have attributed the aducanumab debacle, whereby an ineffective and harm-
ful drug received regulatory approval (discussed at length in Chapter ), to
inappropriately close relationships between the Alzheimer’s Association and
its advocates, the FDA, the pharmaceutical company Biogen and the US gov-
ernment. Considering the roles played by each of these groups, it is apparent
that neuropsychiatry is far from a discrete expert, professional and institu-
tional concern. It is reliant on a broad and eclectic mix of stakeholders.

Ultimately, a neuropsychiatric biopolitics of dementia is distinct from a
(bio)medical model by virtue of its all-pervading cultural and political power
to generate the available terrains of public and personal experience and
action. To this end, shrewd actors seem to have an intuitive appreciation of
the biopolitical power that dementia can catalyse. In the 1900s, Kraepelin
needed to realise AD as a distinct disease to distinguish his lab from competi-
tors, in much the same way that the NIA’s founding fathers did in the 1970s
to strengthen its funding claims against competing agencies. Disease is capi-
tal and brain disease is even more so. Paying attention to neuropsychiatric
biopolitics takes us far beyond questions relating to the exertion of symbolic
and institutional (bio)medical control over people who are illegitimately
recast as patients and hence dehumanised. Instead, it speaks to the very con-
ditions of life itself and how publics come to conduct certain forms of life.l®!
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3.3 Neuro-agnosticism

So far, I have argued that dementia in its contemporary form could be more
fruitfully analysed if we attended to it as biopolitical in nature, moving
beyond traditional preoccupations with the (bio)medical model. Many of
the shortcomings of the latter conceptualisation can be somewhat resolved
by the comparable strengths of the former, sensitising us to dementia as
a political entity negotiated by diverse stakeholders and manifest in per-
sonal and public life. The two approaches, and their comparative influences
in dementia studies, are intimately bound up with one another. The inat-
tentiveness of much dementia studies scholarship to biopolitics is, at least
in part, attributable to a corresponding over-attentiveness to (bio)medi-
calisation as a sort of disciplinary bogeyman. As Gallacher and Burns put
it, “from this approach, all other sins seemed to proceed.”’ Particularly
obstructive is the tendency to focus on (bio)medicalisation as a problem
because of its symbolic contributions to dehumanisation. This risks limiting
the negative circumstances of people affected by dementia to the (bio)medi-
cal model and hence doing something of an injustice to the many challenges
that people can face. Core biopolitical claims, especially those purporting
neurocognitive absolutes, typically receive little comparable critical engage-
ment amid more humanistic concerns. This tendency to shy away from the
purportedly neurocognitive, and thereby failing to attend to its biopolitical
nature, is what I term the “neuro-agnosticism” of too much dementia stud-
ies scholarship.

Of course, it would be inaccurate to say that all dementia studies is some-
how entirely naive to the questionable neurocognitive truth claims that char-
acterise the biopolitics of dementia. As mentioned in the previous chapter,
Kitwood’s earlier publications strongly rejected what he then referred to as
the “standard paradigm” of dementia, citing contradictory neuropathologi-
cal evidence and questionable cognitivist assumptions regarding mind-brain
relations.!'> ¢l However, this work seemingly passed largely unnoticed, and
by the time of his more popular writing, his criticisms had softened and
moved onto more additive psychosocial concerns. Nonetheless, influential
works in the field, including Kitwood’s, do contain at least some fleeting ref-
erence to such issues. For example, though primarily focussing on challenges
to personhood, in his seminal monograph, Kitwood does, in one instance,
attend to some other shortcomings with what for him is a medical model:

Medical approaches in psychiatry have, however, brought their own
problems, as we have already seen: simplistic views of organicity,
research led not so much by theory as by available technique, and exag-
gerated hopes that science will deliver wonder-cures.[!]

Similarly, while not their main concern, Bartlett and O’Connor briefly note
that mainstream neurocognitive claims are flawed on their own terms:
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Neurodegenerative changes alone do not always adequately account
for the trajectory of the dementia path. There is no doubt that changes
in the brain do matter, but separating neuropathology out as the only
relevant factor is increasingly challenged as overly simplistic in terms of
its explanatory power.®?!

In this manner, significant scholarships spanning different sub-traditions of
dementia studies seem to have at least some inkling that there are other
problems besides dehumanisation inherent in what they have traditionally
conceptualised as the (bio)medical model. However, such mentions are rela-
tively fleeting. My contention is that such suspicion, and explicit articulation
of it, is problematically underdeveloped in a lot of dementia studies work
because of a certain degree of neuro-agnosticism that pervades much of the
field.

By neuro-agnosticism, I am demarcating a kind of uncritical (semi-)accept-
ance of, or at least an inattentiveness to, aspects of what has traditionally been
attributed to the (bio)medical model of dementia, in as much as it denotes a
conceptualisation of dementia as principally neuropathological and therefore
prospectively amenable to chemical intervention. At face value, the appeal
to brain disease(s) is important because it determines the ontological nature
of dementia, the very entity to which dementia studies is dedicated. One
might assume that the ontological nature of dementia would be a paramount
concern in dementia studies. However, it is often unremarked upon. Much
dementia studies simply takes the diseased brain for granted or does not
speak to it at all, so that it has inadvertently become a significant normative
commitment. My observation here is not innovative. In 1998, the anthro-
pologist Lawrence Cohen argued that much social science that self-identified
as attending to “dementia” was perpetuating a particular neuropsychiatric
configuration of cognitive decline in later life.l] His observation remains
salient 25 years later.

It is understandable that a social scientific field might be hesitant in its
engagements with knowledge claims that purport to neurocognitive abso-
lutes. At a basic level, most social scientists have far less expertise in natural
scientific matters than their natural scientific peers, which is not to suggest
that I view cognitive science as an obvious member of the natural sciences.
However, robust engagement with phenomena that social scholars might
intuitively disregard as belonging to (bio)medicine is imperative to the devel-
opment of sophisticated social scientific work on health and illness gener-
ally, and dementia is no exception. This means that any dementia studies
scholarship that identifies as critical must pursue some corresponding critical
engagement with the most fundamental ontological commitments regarding
dementia. To sidestep this is to be neuro-agnostic. To be neuro-agnostic, as
I will argue throughout this book, is, at best, to be complicit, and frequently
slides into cheerleading for the normative commitments that much dementia
studies purportedly sets out to challenge. Ultimately, it entails an inadvertent
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depoliticisation of dementia, naturalising that which is biopolitical and hence
rendering it invulnerable to challenge or change.

The critique of (bio)medicalisation as dehumanising essentially defines the
problem as being the symbolic positioning of people with dementia as less
than human, as well as the various ramifications that stem from that sym-
bolism. There is a troublesome implication here that if we could address the
offending symbolism, then (bio)medicalisation would be far less problematic
for dementia and those affected by it. As I will argue throughout the rest
of this book, I do not think that (bio)medical dehumanisation is the major
problem faced by people affected by dementia. Not even close. Of course,
there are strong arguments that dehumanisation is a substantial failing, or at
least a regrettable side-effect, of (bio)medicalisation as it is traditionally con-
strued. A great deal of dementia studies has done much to counter this, and
admirably so. However, the dehumanising capacities of (bio)medicalisation
are not the only associated problems that should animate dementia studies.
The risk is that attending to dehumanisation with such zeal distracts from
other concerns that I will explicate throughout this book, e.g. the marketing
of harmful drugs, the exploitation of dementia as an investment market and
the racialisation of health inequalities. This is one reason why dehumanisa-
tion critiques can become inadvertently complicit in perpetuating the very
model that they are intended to contest. Such critiques risk leveraging so
much of our attention toward (bio)medical dehumanisation that they dis-
tract from other issues. This, however, is a minor problem compared with
the more pervasive complicity of much dementia studies in perpetuating a
neuropsychiatric biopolitics of dementia.

As noted in the previous chapters, to some extent, the existence of demen-
tia studies is indebted to the AD movement and its intensification of the
neuropsychiatric biopolitics of dementia. Hence, it is unsurprising that much
dementia studies work complicitly leans into that biopolitics explicitly as a
form of existential scaffolding. As a rudimentary example of this complicity,
we can consider the pervasiveness of formulaic introductory conventions in
dementia studies publications. Many papers in dementia studies begin with
appeals to select biopolitical claims regarding dementia, providing cliché
introductions to a diverse array of scholarship. At the time of writing, the
current issue of Dementia contains 19 papers. Of these, five open with neu-
ropathological definitions of dementia.l**% A further four open with appeals
to disease incidence predictions.®7?! Such invocations are intriguing given
that this is perhaps the premier dementia studies journal. If nothing else,
authors can reasonably assume that the readership has a definitional knowl-
edge of dementia. Nonetheless, statements regarding the neuropathological
and epidemiological gravity of dementia are common introductory tropes in
dementia studies. The repeated use of neuropsychiatric biopolitical claims
as an opening gambit in dementia studies is not accidental. It performs pre-
cisely the same function as the arguments made by the various AD move-
ment stakeholders discussed in the first chapter. By positioning dementia as a
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major disease entity, work across dementia studies can justify its own exist-
ence as warranted by the troubling nature of the problem that it seeks to
address. Bluntly, diseases are surmountable problems that warrant our atten-
tion, expertise and resources.

I am not going to say much more about depictions of dementia in the
introductions of dementia studies publications. I use that example here as an
albeit simplistic provocation to begin to think critically about forms of neuro-
agnosticism in dementia studies that beget biopolitical complicity. My point
is that we should be more mindful of seemingly mundane and inconsequential
conventions in our work. Even small acts matter. Guilty authors reading this
could perhaps re-evaluate their opening passages. Those lines can likely be
used to say something of more value than “dementia is caused by more than
100 neurodegenerative diseases” or “X million people will have dementia by
20XX”. Ultimately, little of the biopolitical complicity that concerns me is
this explicit or basic. Much of this book is dedicated to unpacking far more
grandiose, complicated, subtle and damaging forms of neuro-agnosticism
that have wider-reaching consequences. These consequences extend through
drug discovery to ethnic inequalities, and from cryptocurrency forums to
celebrity appeals, all of which are rooted in the cultivation of neuro-agnostic
dispositions toward the biopolitics of dementia.

Ultimately, the continued salience in dementia studies of the (bio)medical
model and its consequent dehumanisation is itself a manifestation of neuro-
agnosticism. Anti-(bio)medicalisation work can inadvertently facilitate that
which much dementia studies has traditionally pertained to critique by
obscuring the extent to which dementia is biopolitical. Hence, a truly criti-
cal — or rather, a neurocritical — dementia studies would benefit from recon-
ceptualising some of what has too often been lumped into the (bio)medical
model as instead owing to a neuropsychiatric biopolitics of dementia. This
is not an attempt to refute and replace (bio)medicalisation scholarship out-
right but rather to progress it into the 21st century and expand its range of
critique. Nonetheless, developing apt biopolitical critiques will require some
challenging of orthodox intellectual commitments across a lot of dementia
studies. This can be achieved by drawing on resonant forms of critical theory.
In particular, a neurocritical dementia studies has much to gain from greater
engagement with critical psychiatry and critical gerontology, two distinct
traditions of social scholarship that are surprisingly untapped by dementia
studies despite considerable affinities.

3.4 Critical Psychiatry

I characterise my argument in this book as a form of critical dementia stud-
ies. By this, I do not mean that I take a dim view of dementia studies. Instead,
I use “critical” in the sociological sense to indicate that I am concerned with
deconstructing the politics of some dementia studies. In doing so, I am par-
ticularly indebted to critical psychiatry and critical gerontology. Together,
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these areas of scholarship provide a collection of conceptual tools that help
me to unpack some of the political commitments within dementia studies. It
is worth noting here that I do not mean to suggest that dementia studies has a
specific political stance in a colloquial sense — dementia studies is not a mem-
ber of a political party; it is not on the voting register. Rather, I mean that
some work in dementia studies (far too much, I argue) implicitly perpetuates
a certain set of ideas about what dementia is like. Critical theory can shed
some light on those ideas. Both critical psychiatry and critical gerontology
are yet to be fully utilised in dementia studies. Hence, as well as my stated
aim of exploring the politics of dementia, it is my secondary aim that this
text acts as a more implicit argument for the greater application of critical
psychiatry and critical gerontology across dementia studies.

As noted, the term “critical” should be read with a specific theoretical
meaning rather than in the everyday sense of being disparaging about some-
thing. Critical theory is a broad social scientific tradition primarily associated
with the Frankfurt School of social and philosophical thought, which was
founded in early 20th-century Germany. Its progenitors were interested in
furthering Marxist theory and socialism. Much of their work attended to the
question of why Marx’s predicted socialist revolutions had largely failed to
materialise. One answer was that social ideology helped to normalise, con-
ceal and sustain problematic social relations. With this in mind, the philoso-
pher and sociologist Max Horkheimer outlined critical theory as a means of
deconstructing ideology and pursuing political emancipation.”?! Critical the-
ory focuses on the often obscure political circumstances that sustain societal
status quo. Rather than attempting to study these phenomena in a detached
manner, critical theory actively pursues political transformation. Researchers
in this tradition are not merely concerned with understanding but also with
enacting change. Today, critical theory exerts considerable influence over a
great deal of social scientific thought. It draws our attention to that which we
assume to be normal, encouraging us to reflect on why our normality is nor-
mal, what the effects of that normality are and how we might transform the
normal in pursuit of positive ends. This book echoes that tradition. I want
to draw attention to assumptions in dementia studies and directly challenge
them. The core tenets of critical theory have inspired distinct sub-traditions
of psychiatry and gerontology, each of which I will now outline.

Psychiatry, as a medical speciality, has long courted controversy, and so it
is perhaps unsurprising that it has inspired a good deal of critical reflection.
Much well-justified criticism stems from the historical imprisonment and
abuse of people deemed to have psychiatric disorders by those charged with
their care. Until the 19th century, people with mental illnesses were typically
dealt with under poor laws, being sent to workhouses or prisons. From the
mid-19th century, these people could be locked away in lunatic asylums, kept
in poor conditions and subjected to inhumane treatments. Though originally
well-intentioned, asylums became involuntary warehouses for the socially
undesirable. For various reasons, a programme of deinstitutionalisation
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from the 1960s onward led to the closing down of the asylums, purportedly
replaced by community-based care.¥ Today, inpatient mental health care is
relatively rare. However, the Social Care Institute for Excellence estimates
that around 80% of care home residents have a dementia.l””! Hence, demen-
tia remains entwined with institutionalisation even after processes of deinsti-
tutionalisation in the 20th century.

Beyond institutionalisation and mistreatment, criticism of psychiatry has
also targeted classifications of mental disorder. Historically, many people
deemed socially problematic by more powerful groups have been treated as
suffering from mental illnesses and, therefore, in need of psychiatric interven-
tion. Today, many historic diagnostic categories seem farcical, if not deeply
problematic. For example, in the 19th century, non-compliant women were
diagnosed with hysteria,”® while it was hypothesised that escaped slaves were
suffering from drapetomania.’”! Understandably, such “illnesses” have been
held up as examples of psychiatry’s function as a means of social oppression.
Today, we recognise that these diagnoses more accurately reflected bigotry
than any real medical condition. Hence, psychiatric disorder has sometimes
functioned as an institutionally legitimate means of transforming, controlling
or concealing peoples deemed problematic by more privileged groups. Our
first reaction may be to baulk at the thought that the American Psychiatric
Association classified homosexuality as a mental illness until 197378 7! and
to be thankful that such things are confined to history. However, we must
beware of slipping into self-congratulatory naivety, as future generations will
almost certainly cast a similarly disdainful eye over our contemporary clas-
sification and treatment of mental illness.

Criticism of historic injustices is largely warranted and generally accepted.
More challenging are arguments related to contemporary classifications of
psychiatric disorder and associated treatments. To this end, my concern
throughout the book is not with the dramatic institutional abuses of historic
psychiatry but rather with the conceptual tenets of contemporary psychiatric
disorder. That said, we must stay alert to the continuation of institutional
abuse. It is important to recognise that high-profile abuse scandals in care
homes are not indicative of the sector as a whole. However, they are pain-
ful reminders that people with psychiatric disorders can still be subjected
to sustained and systemic abuse within institutions charged with their care.
Another major cause for concern is the overuse of antipsychotics to manage
the behaviour of people diagnosed with dementia in institutional settings.!®”
Indeed, this has increased significantly in recent years.[®! Although beyond
the scope of this text, such instances represent a continuation of historic
abuses. They deserve our sustained attention and condemnation, but we
should be cautious of tarring psychiatry per se with this brush, which risks
encouraging unhelpful animosities.

In the 1960s, an intellectual tradition of anti-psychiatry began to ques-
tion the very notion of mental illness upon which institutional psychiatry
relied. At its extremes, anti-psychiatry argued that mental illness was a myth
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perpetuated by psychiatry to grant it undue power over people judged to be
undesirable. In response, some advocated the abolition of psychiatric practice
altogether. Figureheads such as R.D. Laing®?! and Franco Basaglia®*! gained
notoriety for their outspoken and often outlandish refutations of institutional
psychiatry. The proponents of “anti-psychiatry” never subscribed to that
label. They were categorised as such by others. Beyond their basic rejection of
psychiatry, these critics were highly distinct in their approaches and beliefs.
For instance, David Cooper®! contended that insanity was a sane response
to an insane world, whereas Thomas Szasz!®*! argued that mental illness was
a fabrication. Ultimately, the better-known mid-20th-century anti-psychia-
trists were often intellectually vague and seemed to be purposefully abrasive,
to an extent that risked obscuring the merit of certain arguments. This is the
jumping-off point for critical psychiatry, which attempts to develop those
worthwhile arguments in more robust and less combative ways. It questions
the conceptual nature of mental illness and associated interventions, particu-
larly regarding their political facets, but pursues a reformist agenda regarding
psychiatric practice. Critical psychiatrists typically acknowledge that people
suffer from qualitatively real mental problems and generally believe that we
should devise responses to help those people.*!

The first major depiction of a “critical” psychiatry, explicitly drawing on
the Frankfurt School, was David Ingleby’s 1980 text Critical Psychiatry: The
Politics of Mental Health.®” In it, Ingleby argues that anti-psychiatry ulti-
mately failed to transform psychiatry because it was intellectually weak and
politically detached, echoing the general faux-revolutionary culture of the
time. In response, he seeks a robust conceptual critique of psychiatry. He
targets psychiatry’s positivism — the belief that mental illness is knowable via
objective scientific observations. In its place, he offers interpretivism — the
belief that mental illnesses are personally meaningful responses to specific sit-
uations. For Ingleby, we can only appreciate mental states (e.g. a person feel-
ing angry) by drawing on our innate interpretive understanding of human life
and applying it to the idiosyncrasies of a particular individual in a particular
context. There can be no entirely objective, valid and generalisable measure-
ment and description of something like anger. Hence, psychiatric efforts to
systematise mental phenomena as a means of emulating certain ideas of what
the natural sciences are like are ultimately somewhat irreconcilable with the
phenomena in question. Such systematisation persists because it performs a
political function of individualising mental health and rendering it a techni-
cal problem with technical solutions (e.g. pharmaceutical intervention). This
obscures potential societal constituents of psychiatric disorder that might
warrant social, economic or political reform.

Building on Ingleby’s text, Duncan Double sets out his application of
critical theory to psychiatry as a means of contesting the notion that natural
science (or, again, certain ideas thereof) is the sole vehicle of progress.®®
For him, this opens up questions regarding the widespread normalisation of
biogenic accounts of mental phenomena. He suggests that “the message of
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critical psychiatry is that it is possible to practice psychiatry without the jus-
tification of postulating brain pathology as the basis for mental illness”. It is,
therefore, unsurprising that the first of his core critical psychiatric principles
is that neurobiology is no more important than social, cultural, economic and
political context in psychiatric aetiology and intervention. It is perhaps worth
adding here, by way of mediation, that it is not necessarily less important
either. Moving beyond neurophysiology alone entails an ethical requirement
to engage with the person’s perspectives and the sociopolitical circumstances
that constitute their experience.

Unfortunately, at least from our perspective, given its characteristic scep-
ticism of classificatory systems, critical psychiatry has tended to focus on
mental disorders collectively and broadly conceived. Where scholarship has
been more targeted at particular diagnoses, the entities in question have been
those relatively familiar phenomena that we might colloquially deem to be
mental illnesses, such as schizophrenia,®! anxiety® and depression.[*® While
I have argued that the post-1970s neuropsychiatric biopolitics of dementia
is emblematic of the wider context of recent neuropsychiatric history, criti-
cal psychiatry has tended to shy away from the age-associated dementias as
being a distinct type of thing. My first experience of this tendency occurred
as an undergraduate when I sought to apply critical psychiatry to dementia
in my thesis.? My supervisor dismissed the idea on the grounds that dementia
is a different type of thing. Many years later, at a book launch of a high-
profile scholar, I asked why his text explicitly discounted the age-associated
dementias from his otherwise generalised critical approach to psychiatric
disorder. Again, I was told that dementia is a different type of thing. In this
manner, it seems that critical psychiatry has largely steered clear of engaging
with dementia out of a sense that it is poignantly distinct from all else that
might readily be subsumed into categories such as “psychiatric disorder”
or “mental illness”, historically compartmentalised by notions of functional
and organic disease.

Nonetheless, in this book, I draw heavily on ideas from critical psychiatry,
hopefully emphasising their applicability to dementia studies. In summary,
critical psychiatry requires us to question dominant values in contemporary
circumstances of psychiatric disorder and institutional responses to it.[®°
It draws our attention to the social, cultural, political and economic facets
of attempts to systematise mental illness, particularly those that privilege
neurophysiology and generalisation over context and subjective experience.
It requires us to reflect on the social implications of psychiatric political
commitments, especially the pursuit of biochemical interventions in the sick
individual rather than social, cultural, economic and political intervention
in the sick society. In response, it is the critical psychiatrist’s task to explore
alternative therapeutic politics. As a simplistic example, post traumatic
stress disorder (PTSD) in veterans might be treated by discovering the neu-
ral mechanics of PTSD and developing corresponding pharmaceutical inter-
ventions. It might also be treated by the prevention of war. Neither is easy,
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and neither is problem-free. Ultimately, critical psychiatry cautions that
our mental normalities and abnormalities are not inherent, and are hence
demarcated as such, usually in line with particular interests. I find this a
useful way of thinking about disorder in as much as it is additive; that is, it
expands our suite of tools for helping people. Critical psychiatry becomes
less helpful when it is exclusive. However, the so-called critical psychiatrists
who argue that sociopolitical determinants and interventions are the only
legitimate causes of and responses to psychiatric disorder might be better
conceived of as reflecting a more abrasive and extremist anti-psychiatry.

3.5 Ciritical Gerontology

Besides critical psychiatry, the other key theoretical foundation of this book
is critical gerontology. Gerontology can be broadly defined as the study of
ageing, encompassing a wide range of traditional academic disciplines. In the
UK, social scientific ageing research can be traced back to the late-19th-cen-
tury work of Charles Booth on pauperism.”" He raised awareness of later-life
poverty and stimulated social reform around pensions, but scholarly interest
in ageing per se remained relatively sparse. In the mid-20th century, Talcott
Parsons made a case for treating age as social structure,”” and C. Wright
Mills dedicated a chapter of The Sociological Imagination to the importance
of considering history and biography together,”3! an observation that would
become central to gerontology. Still, the social scientific study of ageing
remained rather niche. It was not until the 1960s that gerontology became
formalised through debates regarding whether old age should be a period of
disengagement or activity.* **! The latter approach, pursuing ideals of active
later life, continues to inspire a great deal of gerontological research.

The emergence of gerontology as a research field is intimately bound up
with the phenomena that it studies. Demographic transformation during the
19th and 20th centuries meant that older age and older people were increas-
ingly socially, politically and economically salient issues. A number of things
combined to make ageing a hot topic. The population aged amidst declining
fertility and increasing longevity.”® In rapidly urbanising contexts, impover-
ished older people made up a growing proportion of the pauper population
at the same time as states were taking on new welfare responsibilities toward
their populaces.’”! The expanding lifecourse became increasingly institution-
alised. Kids went to school, adults worked, older people retired.’$! Again,
the state was drawn into these lifecourse stages. In the UK, compulsory state
education was legislated in the late 19th century, followed by state pensions
in the early 20th century. Improved record keeping also meant that people
knew their own ages and states knew the ages of their populaces.”” Hence,
the agedness of a population became an influential administrative considera-
tion.["% As age gained new types of importance, gerontology flourished.

For much of its history, gerontology has largely been a functionalist affair.
By this, I mean that research has tended to take ageing for granted as a
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natural and universal phenomenon. For instance, early theories of old age
as a period of disengagement assumed that everybody got older, declined
physically and mentally and retired from society in preparation for death. In
this predominant view, ageing happens, and the individual responds accord-
ingly. In the 1970s, critical gerontology began to question the assumed natu-
ralness of ageing and agedness. At that time, global economic crises led to
international retrenchments of state welfare. The ageing population became
increasingly politicised in economic terms that are familiar to us today — as
a burden on public finances. These developments drew the attention of criti-
cal gerontologists toward the ways in which political and economic systems
influenced experiences of ageing and later life. For instance, scholars noted
that older people were often made dependent on welfare by exclusion from
labour markets (e.g. mandatory retirement), that this removed their citizen-
ship in countries where it was heavily tied to participation in the labour
market, that the gendering of the historic labour market meant that many
women entered later life almost entirely dependent on a pension via mar-
riage, etc.[1% 1921 Today, we even have an emerging appreciation of the effects
of social determinants such as race or poverty on the biology of ageing.!%!
Social inequalities can hence age us at a molecular level. Critical gerontology
has driven recognition of the potential for institutional arrangements and
social norms to exert considerable influence over ageing and older people,
challenging the idea that ageing is merely natural.

While early critical gerontology was markedly structural, focussing on
political economies of ageing in terms of public policies and institutions, more
recent hermeneutic work has turned to the impact of social norms on later
life and associated questions of meaning. Old functionalist theories of ageing
had pronounced normative commitments, offering narrow cultural prescrip-
tions of what constituted a good later life. These typically reflected the values
of the white middle-class scholars who developed them — leisure activities,
church membership, retirement communities, etc. Normative prescriptions
of ageing can be subtly ubiquitous. If I ask you to imagine an 85-year-old
woman, you will likely conjure a particular imagery replete with appropri-
ate appearance, clothing, setting, mannerisms, activity, etc. This woman,
formed in your imagination, might be far more likely to be knitting than
swiping through Tinder or moderating a Discord server. Similarly, consider
how statements such as “she had children late” or “he married young” can
be reflexively meaningful to us. In this sense, we each unconsciously inhabit
and maintain the normative parameters of age. Indeed, the great paradox of
critical gerontology is that it is dedicated to deconstructing the normalisation
of old age as a distinct type of thing, yet in doing so, it simultaneously posi-
tions older people as a distinct category. The age system is so pervasive that
it is difficult to escape its gravitational pull.['*

The structural (economics, policies, institutions, etc.) and hermeneu-
tic (norms and values, meanings, interpretations, etc.) traditions of ageing
research form two halves of critical gerontology.!'”! In practice, they are
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intimately entwined with one another. For instance, policies on retirement
age are predicated on and reinforce an assumption that age demarcates the
appropriateness of a person for participation in the labour market. Thanks
to critical gerontological insights, we now recognise that later life is mas-
sively diverse in the real world. Older people often have little more in com-
mon than their decades of birth.['%! At the same time, social structures such
as age-based eligibility criteria impose artificial homogeneities on later life,
albeit homogeneities that some people are better able to navigate than others.
Attempts to describe ageing, agedness and aged people as singular types of
thing are hence deeply suspect. In this respect, critical gerontology asks us to
be sceptical of claims regarding “normal” or “natural” ageing. As with all
critical theoretical traditions, we must ask what political interests are at stake
when aspects of age and ageing are normalised in this way.['”

Critical gerontology has a long heritage of generating its own forms of
biopolitical critique, centring on concerns regarding the biopolitics of success-
ful ageing.""% As far back as the 1990s, Stephen Katz sought to deconstruct
the roles of gerontology and geriatrics as disciplining ageing and agedness;
as mediums of the art of governance.['”! Today, the biopolitics of successful
ageing is conceptualised as generating notions of ageing as individual decline
toward greater dependencies (or at least the risk thereof). This risk should
be staved off by good citizens through appropriate personal actions, safe-
guarding the body and the mind against ageing, often via dedicated forms
of consumption."™ Dementia can be, and has been, read as an influential
component of the biopolitics of successful ageing. It functions as a cautionary
tale — the ultimate evil that may be exacted upon us if we fail to take respon-
sibility for our ageing selves. The biopolitical function of this dementia is per-
haps most pointedly realised in Paul Higgs and Chris Gilleard’s theorisation
of the social imaginary of the fourth age, wherein fears of dementia provide
an impetus for patterns of lifestyle consumption that promise to stave off
agedness.["""112 Nonetheless, there is more that critical dementia studies can
feed back into critical gerontology. For instance, the contemporary turn to
notions of “brain health” and the prevention agenda’s reimagining of demen-
tia as a lifecourse process are both emblematic of a biopolitics of successful
ageing.[10% 1131

Hopefully, you will now have at least some sense of the two major theo-
retical inspirations behind this text and the ways in which they overlap via
their indebtedness to critical theory. Put simply, critical psychiatry questions
the political commitments that shape “mental illness”, while critical geron-
tology questions the political commitments that shape “old age”. Both issues
manifest a politics that is often obscured by normalisation, i.e. the notion
that mental illness and old age are simply things that exist out there, irre-
spective of how we approach them. As I will argue in this text, the intuitive
naturalness of disease and the intuitive naturalness of ageing come together
in the naturalisation of dementia. The effects are predictable: the political
contingencies of dementia are obscured. Using critical psychiatry and critical
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gerontology, I will argue that dementia studies should challenge that obfusca-
tion by questioning prescriptions of normality. I do not suggest this because
of some moral commitment to truth. Rather, I argue that an inattentive-
ness to the biopolitics of dementia has a range of damaging implications for
dementia studies and its relations with people affected by dementia. This
matters a lot because if dementia is afflicted by sociopolitical problems, then
dementia studies is likely best placed to address them.

Before progressing, it is worth pausing to clarify an ontological issue that
inevitably emerges from the application of critical scholarships to dementia.
Indeed, given the aforementioned ill feeling that anti-psychiatry once stirred,
coupled with a tendency for critical gerontology to be somewhat dismissive
of physiology, such clarification seems paramount. The story of the post-
1970s development of dementia can easily be read as a moral panic."'¥
Certain stakeholders have acted as moral entrepreneurs, stoking public and
political alarm as a means of furthering their interests, particularly financial.
For example, in personal communications reproduced by Patrick Fox, NIA
director Robert Butler stated:

I decided that we had to make it [Alzheimer's] a household word. And
the reason I felt that, is that’s how the pieces get identified as a national
priority. And I call it the health politics of anguish.>

In this context, one might reasonably assume that I am going to, in line with
much traditional medical sociology (or at least a popular caricature of it),
question the validity of dementia as a disease entity or collection thereof. I
might suggest that dementia was “constructed” to satisfy particular social,
political and economic interests. Nothing could be further from the truth.
Dementia is manifestly real. Moreover, it is manifestly problematic. While
some contemporary dementia scholarship is cautious of the potentially offen-
sive language of “burden” and “suffering”, a great many people do suffer as
they, or their family members, experience cognitive decline to an extent that
markedly worsens their lives. For many people, to claim that they are no
different to anybody else implies a disregard for the harsh realities of their
struggle. We must also be cautious of downplaying the suffering that demen-
tia can cause for practical reasons. For instance, in cases where state welfare
provision might be tightly governed by punitive official judgements regard-
ing disability-based deservedness, the suggestion that people do not suffer by
virtue of a given condition might have disastrous ramifications. With all this
in mind, I am distinctly realist when it comes to the often-grim consequences
of cognitive impairment.

Where I am sceptical of specific claims regarding dementia, I am so explic-
itly, and always from a basic recognition of the harsh reality of cognitive decline
and its effects, coupled with a respect for robust natural science. Epistemic
arguments against particular imaginings of dementia should not be miscon-
strued as ontological arguments against dementia-as-cognitive-impairment
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per se. Too often, the political aspects of a phenomenon are used as evidence
to undermine the entire existence of the phenomenon. We should be wary
of such arguments, which misleadingly conflate political and ontological
claims. Yes, in recent decades, dementia has been reimagined and promoted
because of its expediency to various political interests. That does not change
the fact that dementia is a source of considerable suffering for many people.
Both observations can exist together and are, in fact, a likely constellation of
circumstances.

The central argument of this chapter is that much dementia studies schol-
arship could move beyond foundational critiques of (bio)medicalisation
and pay more attention to the neuropsychiatric biopolitics of dementia.
Scholarship relating to (bio)medicalisation risks criticising a strawman
caricature of institutional medicine, extending its authority over previously
normal human experiences in a manner that is somehow illegitimate. By
attending explicitly and/or implicitly to the dehumanising consequences of
(bio)medicalisation as a symbolic project, dementia studies has too often
fallen into a trap of neuro-agnosticism. By this, I mean that various tradi-
tions have attended to the interpersonal and institutional relational politics
of dementia after the (bio)medical fact. This has come at the expense of
deconstructing the biopolitical nature of dementia as it is manifest in per-
sonal and public life, shaped by a heterogeneous collection of stakehold-
ers, potentially at odds with evidence from the natural sciences, promoting
schemas of what is (ab)normal and making promises about the future, all
to serve particular interests. These ideas are unpacked in depth in the next
chapter.

To return to the above definition of biopolitics, it is a proliferation of
conceptual schemas that subtly guide personal conduct and order human life
in ways that are conducive to certain political projects. It is an artful govern-
ance of what is natural, normal and moral. It entails the cultivation of publics
that know and act accordingly. In the case of dementia, a select range of core
claims — (1) discrete pathogeneses, (2) normal ageing, (3) techno-curative
futures (all deconstructed in Chapter 4) — are repeatedly articulated in this
manner, each demarcated as an irrevocable natural kind. We can see the con-
fluence of such disciplining naturalisation in the following statement given by
Hilary Evans, Chief Executive of ARUK:

Our #ShareTheOrange campaign will help bring global attention to
an important truth — that dementia is not an inevitability of age, but is
caused by diseases that we can fight. The condition has been blighted by
misconceptions for generations, and it’s now time to turn our fatalism
into hope, and research holds the key to overcoming the diseases that
drive the symptoms./"
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We might note the irony of the phrase “blighted by misconceptions”, but that
accusatory approach quickly leads us down something of a blind alley. It is
not the absolute rightness or wrongness of (mis)conceptions that is crucial
here so much as the ways that different conceptions are generated and spread,
by whom, for whom, under what influences and with what consequences.
The claims that typify the neuropsychiatric biopolitics of dementia are not
simply truth-telling for truth-telling’s sake. This biopolitics is fundamentally
motivated by particular interests and desired futures. As I will show in the
next chapter, these interests entail the accrual of resources through dona-
tions and grants, the improvement of particular forms of knowledge and
practice, the greater public profile of dementia and associated initiatives, or
the ultimate annihilation of dementia altogether. Hence, many specific nor-
mative commitments are at stake within the overarching biopolitics. As I will
keep reiterating, it is not that biopolitical commitments are good or bad per
se. Indeed, they are so complexly intertwined that it is almost impossible to
describe them as such, even before we deal with the question of (mal)inten-
tion. Rather, I am interested in the generation of conceptualisations that come
to appear inevitable or natural and, by extension, the naturalisation of their
consequences.

This is where a critical approach encourages and enables us to respond to
dementia by challenging the normative determinants of it, with the ultimate
aim of transforming it. Critical psychiatry and critical gerontology reveal to
us how the classifications and circumstances of mental disorder and ageing
are normatively inscribed, often serving particular interests at the expense of
others. Political constitution can be concealed behind naturalisation and nor-
malisation, and it is the task of critical theory to make those things explicit.
With this in mind, critical dementia studies could adopt a familiar public
health stance by attending to the environmental determinants of dementia.
However, in this instance, the environment in question is neuropsychiatric
biopolitics. Just as public health seeks to optimise environments, my aim
in this text is not to do away with biopolitics altogether but rather to con-
sider the potential for a more salutogenic biopolitics or perhaps a sociopoli-
tics. This is not an obvious task. As noted, the good and the bad are deeply
enmeshed under biopolitics. For instance, a greater attentiveness to ethnic
inequalities has come hand in hand with a sensationalisation and exploi-
tation of ethnicity, sometimes at the expense of minoritised ethnic people
(an issue returned to in Chapter 7). Similarly, the heightened public pro-
file of dementia has generated mass sympathies, donations and initiatives,
yet dementia has simultaneously moved from obscurity to one of our most
feared conditions.['! Hence, the neuropsychiatric biopolitics of dementia
blends good and bad effects.

My immediate focus here is bringing critical psychiatry and critical geron-
tology to bear in critical dementia studies. That said, critical dementia studies
also has much to offer in return, and new forms of trans-disciplinary engage-
ment can potentially further the projects of critical psychiatry and critical
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gerontology. As noted, critical psychiatry has largely attended to conventional
mental illnesses such as schizophrenia,®” anxiety® and depression,®®! or more
commonly to mental disorders broadly conceived. While I argue that the post-
1970s neuropsychiatric biopolitics of dementia is emblematic of recent neu-
ropsychiatric history more generally, critical scholars have tended to shy away
from the age-associated dementias. A neurocritical dementia studies could
offer critical psychiatry a route toward meaningful engagements with demen-
tia. The influence of dementia studies on critical gerontology is far more estab-
lished. Indeed, this unidirectional relationship is perhaps the best developed
between any of the three traditions. Critical gerontologists have repeatedly
pointed to imaginings of dementia and their effects on people’s experiences as
exemplifying a biopolitics of successful ageing. As noted, Paul Higgs and Chris
Gilleard identify fears regarding dementia as central to their theory of the
fourth age.[''% "I As another example, Amanda Grenier and Chris Phillipson
consider dementia a powerful manifestation of later-life precarity.l''e 117
Hence, a gerontology-informed critical dementia studies will undoubtedly
continue to feed back into and invigorate critical gerontology, especially as
dementia becomes increasingly financialised (discussed in Chapter 8).

Overall, this chapter has made a rather big-picture argument for cultivat-
ing critical approaches to the neuropsychiatric biopolitics of dementia. With
that in mind, it is worthwhile considering in more minute detail some of the
particular components of that biopolitics. To reiterate, I have briefly charac-
terised neuropsychiatric biopolitics as positioning dementia as:

A syndrome of cognitive decline caused by discrete neuropathologies
that are distinct from ageing, and ... not enough people are aware of
this. Furthermore, because dementia is caused by disease, and biomedi-
cal sciences have cured some diseases, dementia is a technoscientific
challenge that will be solved through technoscientific endeavours.*’!

In the next chapter, I will deconstruct, in detail, three core claims that have
become especially influential and diversely problematic across much demen-
tia studies, as well as the dementia research economy more broadly. These
claims are (1) dementia is caused by diseases of the brain, (2) dementia is not
a normal part of ageing and (3) research will discover a cure. Taken together,
these commonplace proclamations comprise something akin to the three neu-
ropsychiatric commandments. Hence, they warrant more substantive critical
exploration, a task to which I will now turn.

Notes

1 “Neuroplasticity” is the idea that neurophysiology can be altered by experience.
It is another concept with a long heritage but which intensified into its contempo-
rary form during the 1970s and 1980s.

2 If the book has an origin story, then perhaps it is this.
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4  Deconstructing Biopolitical
Commitments

A Neurocritical Analysis of Biogenic Disease,
Normal Ageing and Promissory Futures

In this chapter, I begin to sketch a neurocritical dementia studies analy-
sis of the biopolitics of dementia. Drawing on critical psychiatry and
critical gerontology, I deconstruct three core tenets of neuropsychiatric
biopolitics, regarding disease, ageing and the future. I specifically alight
on these three facets because of their centrality and commonality to
notable biopolitical endeavours, as well as having traditionally been
subsumed within the (bio)medical bogeyman. First, I investigate the
claim that dementia is caused by discrete diseases of the brain and the
underlying idea that specific molecular occurrences lead to cognitive
impairment. From a critical psychiatric standpoint, I consider the devel-
opment of this view in relation to the efforts of key stakeholders and
their underpinning rationales, attending to how different conceptuali-
sations of dementia serve different interests. I also consider some of the
evidence to the contrary, including longstanding questions regarding
purported associations between neuropathology and cognitive impair-
ment, and cognitive science scholarships on distributed cognition and
cognitive reserve.

Second, I explore the claim that dementia is not a normal part of
ageing. I contextualise this idea as emerging from the late 20th-century
rejection of senility and show that it has become an important knowl-
edge claim across several neuropsychiatric initiatives. I critique the
concept of “normal” ageing from a critical gerontological perspective,
drawing on Alexander Comfort’s notion of ageing in terms of senes-
cence and Georges Canguilhem’s sociology of the normal and the path-
ological. While we might intuitively have our own personal ideas about
what normal and abnormal ageing and agedness are like, at the level
of population health, it becomes remarkably challenging to develop
robust operationalisations of normal ageing versus abnormal disease.
Moreover, critical gerontology has long revealed that normative sche-
mas regarding ageing typically serve the interests of their progenitors,
from patriarchal ideas about family roles in 1950s gerontology to con-
temporary consumption-based ideas about third-age lifestyles.

Finally, I turn to the claim that dementia research will discover a
cure. I draw on the sociology of science and technology and associated
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work on promissory science communication to analyse the ways in
which neuropsychiatric endeavours colonise the future. I show that
the fight for the future matters because it has substantial repercus-
sions for our present, particularly in terms of where resources coa-
lesce and what types of initiative gain support. Overall, this chapter
builds on the previous one by tracing a neuropsychiatric biopolitics
of dementia more specifically, to demarcate its particular divergences
from a (bio)medical model and facilitate critical engagement with its
core components. Rather than contesting or refuting this biopolitics
per se, [ instead show that, as with politics broadly, it is fundamentally
a matter of normative commitments, the politics of which are semi-
concealed behind a scientistic aesthetic. This means that it is open to
deconstruction and transformation across numerous fronts (e.g. how
might drug regulation for age-related disease be reconfigured if we
were to abandon notions of “normal ageing”? Or how might invest-
ment structures shift if our biopolitics of dementia focussed on the
present rather than the future?), with potentially profound implica-
tions for our experiences of dementia, and therefore should not be
uncritically accepted.

The previous chapter sought to crudely distinguish a neuropsychiatric
biopolitics of dementia, which I argue deserves far greater critical atten-
tion in dementia studies, from a (bio)medical model of dementia, which has
traditionally been the focus of a great deal of critique in dementia studies.
This chapter will go much further in pinpointing some specific characteris-
tics. Scholarship relating to (bio)medicalisation has centred on institutional
impositions onto previously normal aspects of human life, with the conse-
quence that people experiencing those things are dehumanised. While there
are several meaningful affinities between the two (e.g. a privileging of bio-
genic neuropathology), biopolitics differs markedly in its cultural and politi-
cal pervasiveness and in its multifaceted cultivation of modes of public and
personal life. As I have argued, various notable figures throughout the history
of dementia appear to have had some sense of the biopolitics of dementia as a
transformative project. Kraepelin used AD to strengthen his lab; Butler used
AD to strengthen the NIA. In both instances, the gambit paid considerable
dividends. Hence, an alertness to biopolitics means that we are now analys-
ing the conditions of life itself, the ways in which publics and persons are
(self-)disciplined, and the artful governance of our seemingly introspective
relationships with ourselves. We can do so, I have argued, by turning to the
resonant yet largely untapped traditions of critical psychiatry and critical
gerontology. Together, these scholarships offer some potential for address-
ing the effects of neuro-agnosticism in dementia studies, thereby fostering a
neurocritical dementia studies.
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Having provided some theoretical and historical context to the nature of
the neuropsychiatric biopolitics of dementia, I will attend more closely to
some core components of this biopolitics. In doing so, I will attempt to prac-
tically exemplify the doing of neurocritical dementia studies. As noted, the
three areas that I will cover are often articulated via the following claims:
(1) dementia is caused by diseases of the brain, (2) dementia is not a normal
part of ageing and (3) research will discover a cure. Taken together, these
commonplace proclamations comprise something akin to three fundamen-
tal neuropsychiatric principles. Moreover, as will become evident through
this book, they are the claims through which a great deal of combative, and
potentially harmful, biopolitics comes to be done in the world. Hence, they
warrant substantive critical exploration as a means of empowering dementia
studies to contest that biopolitics, particularly when it becomes deleterious
to people affected by dementia, and perhaps older people more broadly.!"!

4.1 “Dementia Is Caused by Diseases of the Brain”

The first' core message of the neuropsychiatric biopolitics of dementia — that
dementia is caused by diseases of the brain — is perhaps the most familiar,
obvious and long critiqued. It is what Berrios and Markovéa? have identified
as the foundational claim of neuropsychiatry and has been equally funda-
mental to the (bio)medical model of dementia. Evidence of its dominance is
widespread because stakeholder assertions of “brain disease” are a mainstay
of neuropsychiatric biopolitics. Such assertions often combine two ideas: (1)
that dementia is caused by physiological phenomena (typically brain-based)
and (2) that these phenomena can be differentiated into discrete disease enti-
ties. Consider the following:

Alzheimer’s Society (major charity): Dementia can be caused by many
different diseases. These diseases affect the brain in different ways,
resulting in different types of dementia.l!

David Cameron (former UK prime minister): We know now that demen-
tia is caused by diseases of the brain, such as Alzheimer’s.

Daily Mail (major newspaper): Dementia is an umbrella term used to
describe a range of progressive neurological disorders (those affect-
ing the brain) which impact memory, thinking and behaviour.?!

Bryan Cranston (actor): It all starts and ends with the brain. Dementia
is caused by diseases, most commonly Alzheimer’s. It physically
destroys cells.!

These claims are made by the same broad and eclectic collection of stake-
holders described in Chapter 3. In these examples, a charity, newspaper, for-
mer prime minister and actor are united in a singular biogenic message. Their
involvement is interesting because it is questionable to what extent celebri-
ties, politicians and journalists are able to appraise hypothesised aetiologies
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of cognitive decline. However, it is important to remember that what is at
stake here is not necessarily the intricacies of robust scientific research but
rather the neuropsychiatric biopolitics of dementia. Hence, we are dealing
with broad claims that seek to set out authoritative ontological (what demen-
tia is), epistemological (how and what we know about it) and normative
(how and why it is bad) schemas surrounding dementia. Moreover, they are
doing material work, operating as rallying cries for action and donation, a
point I will return to shortly.

Neuropsychiatric appeals to neurogenic dementia aetiologies are
emblematic of a broader idea that the validity of an illness or diagnosis
should be predicated on that category having a dedicated pathophysiologi-
cal manifestation. This belief was popularised during the 19th century as
the medical sciences turned away from a reliance on the clinical observation
of symptoms in favour of generalisable physiological definitions of distinct
diseases.”! These universal ailments were characterised by specific molecular
mechanisms that corresponded with specific clinical signs. Under this sys-
tem, clinical observation, which was previously the essence of medical prac-
tice, was relegated to a means of generating presumptions of disease that
could then be properly legitimated in relation to appropriate pathophysi-
ological characteristics.®! These pathophysiologies are essentially physical
bits of the body that are somehow different from what a physician would
normally expect or desire, and that can be observed in some manner. So,
for example, if a child falls from a tree and visits a hospital crying about leg
pain, we might suspect a fractured tibia and therefore perform procedures to
observe pathophysiological evidence that confirms/disproves our suspicions,
in this case, an X-ray to generate an image of the bone. Such pathophysi-
ological legitimation was, and still is, facilitated by the development of new
measurement technologies to capture those pathophysiologies, an issue dis-
cussed further in Chapter 5.

The turn to pathophysiology as a form of legitimacy is essentially an
attempt to make the classification of disease value-neutral by removing the
human interpretation of symptoms.® In the case of mental disorder, such
interpretation can be particularly subjective and hence vulnerable to human
error because diagnosis is often heavily reliant on personal, emotional and
behavioural factors, as well as institutional pressures.”! Such diagnoses can
become dependent on the personal predilections of a particular practitioner.
once observed this for myself during a cognitive battery in a memory clinic. It
was evident that the person being tested fell below the threshold for dementia
if one was to apply the test strictly. However, the practitioner was clearly
not inclined to pursue a dementia diagnosis. She first prompted the person
to reconsider wrong answers, then suggested correct answers, and eventually
completed certain items herself. The result was a respectable test score indi-
cating no dementia. I did not ask the practitioner why she had done this, but I
assume it was because she decided that a dementia diagnosis would probably
worsen the final months of this person’s life without offering any benefits.
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The purported subjectivity, be that unconscious or deliberate, of diagnos-
ing psychiatric disorder has historically stirred controversy. For instance,
the question of whether homosexuality should remain in the DSM was ulti-
mately decided by vote, conducted in the context of lobbying and protests.
Many physicians were dismayed that the existence of a disease entity could be
determined in this manner, as opposed to some more rigorous, objective and
altogether scientific approach.® Responding to such concerns, pathophysiol-
ogy can seem to represent a more scientifically legitimate, and hence satisfy-
ing, means of disease classification than lobbying, protesting, voting and the
like. The basic empiricist premise at play here is that seeing is believing.'" If
we can reliably observe a distinct molecular thing, then the associated disease
must exist in some tangible, and intuitively real, sense. Dementia, alongside
mental disorder generally, causes particular tensions here because we have no
direct means of observing it. We cannot objectively capture psychic phenom-
ena and must instead rely on downstream effects, e.g. functional magnetic
resonance imaging (fMRI) scans, behaviour observation, questionnaires, the
exact relationship of which with cognition we can never realistically know.[!"]
Such issues can trouble empiricists. Of course, many would argue that such
nit-picking is troublingly far removed from the poignant everyday problems
faced by people affected by cognitive impairment. To some extent, this is
entirely the point — to do away with mental qualia and lived experience so as
to make diagnoses more robust.

An interesting implication of the physiological turn, which remains par-
ticularly evident in neuropsychiatric biopolitics today, is the existence of dis-
crete disease entities.”! Herein, the specificity of the affliction is attributed
to the nature of the somatic mechanism rather than the nature of the patient
and his/her circumstances. By extension, that specific affliction can occur in
an almost identical manner in many separate and dissimilar individuals. The
continued influence of nosological specificity regarding dementia is evident
in contemporary arguments that drug trials have failed because study popu-
lations were not defined carefully enough to capture discrete diseases. Such
arguments suggest, often explicitly, that we can only successfully address
dementias if we tightly specify discrete pathophysiologies. Again, such
approaches are often in tension with experiential realities. I have often found
in my own research that people affected by dementia can account for their
experiences as evolutions or exaggerations of longstanding personality traits.
The person with aphasia has always found it difficult to maintain a conversa-
tion. The disinhibited person has always been a risk taker."3! The forgetful
husband has never listened properly to his wife. In this manner, personally
flexible notions of dementia persist beyond neuropsychiatric prescriptions.

The legitimacy of a particular disease is not simply a conceptual matter
of satisfying notions of scientific objectivity for their own sake; it is a means
of capital accumulation. Perceived legitimacy has important practical conse-
quences because public and political sympathies, and by extension resources,
have traditionally been more forthcoming for physiologically established



Deconstructing Biopolitical Commitments 85

problems, like cancer, than physiologically contested problems, like depres-
sion. As an example of physiology’s fiscal utility, since 2009, the National
Institute of Mental Health has requested that funded research focus on four
objectives, three of which are expressly pathophysiological.'¥ Psychiatrist
Mona Gupta has argued that researcher and funder preoccupations with
pathophysiology in psychiatric disorder are co-reinforcing. Researchers are
incentivised to discover pathophysiology to garner funding, and funders are
incentivised to fund pathophysiological research because its legitimacy sug-
gests the probable production of straightforward and potentially profitable
physiological solutions.[™! Societal responses are also entwined with per-
sonal rationales for pursuing biogenic legitimacy. Conditions such as chronic
fatigue syndrome and irritable bowel syndrome reveal the potential for social
dismissal of illness experiences that are not substantiated by accepted patho-
physiologies and the extent to which people affected can passionately resist
psychogenic aetiological hypotheses (let alone sociogenic) in favour of bio-
genesis.[' This issue of personal status is returned to in Chapter 6.

Focusing on dementia specifically, we find that its story sits neatly within the
wider turn to pathophysiological legitimacy. The neuropathological biogenic
hypothesis, that dementia is caused by diseases of the brain, has animated
researchers since at least the nosological turn of the mid-19th century.l'” It is
no coincidence that Wilks first depicted dementia-associated brain atrophy at
this time. However, dementia nosology garnered far greater scientific inter-
est following Alois Alzheimer’s anatomical studies on the brain of Auguste
Deter and his resulting characterisation of the hallmark neurofibrillary tan-
gles and amyloid plaques of AD. As discussed, Alzheimer’s hypothesis was
popularised by Emil Kraepelin in the early 20th century, despite both men
having misgivings, and fed into a taxonomical arms race, with rival labora-
tories competing to discover new disease classifications. Over the following
decades, there was significant debate over the nature of Alzheimer’s hypoth-
esis, much of which centred on the uncertain causative and correlative rela-
tions between the described neuropathology and symptomology. By the late
1920s, a collection of discrepant observations was already casting doubt on
the notion that dementia stemmed directly from toxic protein aggregation.!®!
Hence, contemporary uncertainties regarding the relationships between
AB and cognitive impairment, which have been magnified by the failure of
anti-AB therapies to meaningfully influence cognition, actually stem back
almost as far as the hypothesis itself.

Nonetheless, under the conditions of nosological legitimacy and the cor-
responding politics of funding allocation, the post-1970s AD movement has
leant heavily into the notion that dementia is caused by discrete neuropatho-
logical diseases, with a particular reliance on A causing AD. Contemporary
neuropsychiatric proclamations of the type offered by David Cameron and
Bryan Cranston (at the beginning of this section) represent a continuation of
the struggle for molecular legitimacy, both the general struggle to legitimise
disease categories — especially regarding mental disorder — and the specific
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struggle that characterised the early years of the AD movement. As outlined
in Chapter 1, the promotion of AD as a leading cause of death stemmed from
the attribution of cognitive symptoms to specific neuropathologies via new
electron microscopy techniques.'”? Here, new observational technologies
provided a tangible means of empirically substantiating the disease classifica-
tion. This development offered the possibility of observing the real (corpo-
real) essence of dementia, echoing the wider neuropsychiatric promise that
by looking into the brain, we will discover the secrets of our lives, our minds,
our selves.

Today, the naturalisation of biogenesis in dementia, and the concurrent
movement away from psychic phenomena that evade direct physical obser-
vation, continues apace in various forms. For example, the aforementioned
DSM-5 reclassification of dementia moved from “cognitive disorders” to
“neurocognitive disorders”, better capturing the centrality of the brain.[’ 20
The joint Alzheimer Scotland and Scottish government public health cam-
paign entitled “Brain Health Scotland” focuses on the brain with such dedi-
cation that one could be forgiven for forgetting that this is a programme to
address dementia.?" It is the world of biomarkers that most strongly mani-
fests the deep importance of biogenesis to contemporary neuropsychiatric
biopolitics. Substantial efforts have been dedicated to robustly measuring
in-vivo AP via various technologies, with the intention of more precisely dif-
ferentiating diseases.?>**I Indeed, the NIA and Alzheimer’s Association have
recommended a greater focus on discovering and refining dementia biomark-
ers.””! In the next chapter, I will discuss in more detail the complex argu-
ments surrounding the contemporary gold rush for biomarkers. For now,
suffice it to say that this mainstay of neuropsychiatric biopolitics is emblem-
atic of commitments to positioning dementia as a consequence of discrete
brain diseases.

The symbolic, cultural and political pursuit of discrete physiopathol-
ogy has been incredibly successful. Today, the idea that dementia is a brain
thing is utterly unremarkable, echoing the wider proliferation of neurocul-
ture and brain-centric conceptions of self and society discussed in Chapter 3.
In my own research with people affected by dementia, I have often been
struck by how intuitively people can weave mentions of brain disease into
their personal accounts of dementia. Indeed, even people who are scepti-
cal of neuropsychiatric claims can fleetingly, almost unconsciously, appeal
to a symbolism of brain disease alongside their favoured conceptualisations
of dementia, be that in terms of morality, psychology, personality and/or
ageing." Indicative of this general pervasiveness, I once asked a renowned
medical social scientist why dementia seemed to be ignored in the sociology
of mental illness. This scholar, who has dedicated several decades to criti-
quing biogenic fervour, answered that dementia was distinct because it was
fundamentally neurological in nature. This instance is telling of the extent to
which a neuropsychiatric biopolitics of dementia has succeeded in winning
the most unlikely hearts and minds.
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Despite considerable symbolic accomplishment, scientifically, the biogenic
quest has proved to be more challenging. One problem is the long-recognised
discrepancy between physiopathology and symptomology. Some people
diagnosed with AD lack A, while some with AB are cognitively intact./?¢-37]
Moreover, several drug trials have now successfully cleared Ap without halt-
ing cognitive decline.®® We must also be wary of appeals to molecules such
as AP as though they simply exist and are observed as such. In practice, AB is
a heterogeneous entity that can be difficult to isolate and measure, especially
in brains®’l. The general physiological messiness of ageing brains is another
impediment to isolating discrete disease entities,”! which I will return to
below. Briefly, at least two-thirds of people aged above 80 have non-AD neu-
ropathologies that likely influence cognition,*!! and both cerebral atrophy
and AP aggregation are common in later life.[*> *31 AB is also fairly ubiquitous
in the human brain more generally. In 2011, one study of the brains of 2,332
people aged between 1 and 100 discovered that only 10 people did not have
evidence of AB.[*4

These problems have been recognised for a long time. Indeed, the micro-
scope work that Robert Katzman based his assertions on explicitly reflected
these ambiguities and did not really support his claims at all. It revealed the
familiar complicated picture of neuropathology and symptoms not neatly
aligning. Only 50% of the senile dementia cases studied satisfied AD criteria,
and there were no pathophysiologies in the dementia group that could not
be found in the control group. The research made no causal claims and did
not single out AR from other pathophysiologies as in any way special.*> 4l
Overall, research suggests that later-life neurodegeneration and associated
cognitive decline are characterised by pronounced heterogeneity.*”! In this con-
text, the pursuit of discrete pathophysiologies is extremely difficult. Annette
Leibing has noted that, despite decades of research, conventional dementia
biomarkers today remain largely identical to those suggested in the 1990s.1#")

Neuropsychiatric devotion to biogenesis has long animated a crude anti-
psychiatric scholarship. In extreme instances, critics have pointed to the lack
of robustly established neuropathology across various mental disorders to
justify their arguments that such disorders are, in some sense, not real, per-
haps mythic. The famous work of Thomas Szasz, provocatively titled The
Myth of Mental Illness, exemplifies this approach. Such arguments can
be deeply problematic in their reiteration of the belief that pathophysiology
is the singular legitimate form of disease. Of course, there is no real reason
that the validity or severity of an illness should depend on the parallel exist-
ence of accompanying molecular phenomena. Few people would suggest that
suicidal ideation stems from a discrete neural mechanism?, but its reality,
severity and consequences are blatantly obvious. In principle, whether or
not a person experiencing progressive cognitive impairment has a particular
neuropathology associated with that impairment does not inherently (un)
substantiate the reality and gravity of his/her experiences. Nonetheless, in
practice, a particular cultural commitment to the specificity of physiological
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disease entities partially constrains dementia’s status as a serious problem
warranting proper attention. This question — of the legitimacy of a problem
and corresponding efforts to address the problem — underpins the second
major neuropsychiatric claim that I wish to explore: dementia is not a normal
part of ageing.

4.2 “Dementia Is Not a Normal Part of Ageing”

As with the notion of discrete disease, the claim that dementia is not a normal
part of ageing is integral to the neuropsychiatric biopolitics of dementia. It is,
by extension, relatively ubiquitous in related outputs, authoritatively reiter-
ated by an eclectic mix of actors. Consider the following examples:

Alzheimer’s Society: Dementia is not a natural part of ageing. We all
forget a name or a face sometimes. Especially as we get older. But
dementia is something different.>!

David Cameron: So many people just think, well, dementia it’s just
part of ageing; it’s just a natural thing that happens. It isn’t.15?!

Daily Mail: Dementia ISN'T just part of old age.l*’

Bryan Cranston: Too many people still believe that dementia is just a
natural part of ageing.l*

The Alzheimer’s Society actually has a page dedicated to helping people
distinguish between dementia and normal ageing, including a comparative
reference chart.™ The effort that stakeholders dedicate to expounding the
conceptual differentiation of ageing and dementia can be considerable. This
provokes questions regarding why such differentiation is so important to
some actors and what is at stake in the acceptance or rejection of a demen-
tia—ageing binary. As it turns out, the answers to these questions are integral
to understanding the neuropsychiatric biopolitics of dementia.

The first thing to note here is that, as indicated in the previous section,
ageing and dementia are deeply entangled not only in a conceptual sense but
also at epidemiological and physiological scales. The greatest risk factor for
AD is age.’®! Epidemiologically, AD incidence increases exponentially with
advancing age, though it is difficult to measure in the oldest old due to the
small sample sizes and the idiosyncrasies of survivor effects that typify the
extremely old.F” In the US, AD affects 3% of people aged 65-74, 17% aged
75-84 and 32% aged over 85.0°%1 Hence, the positive correlation with age
is stark. Furthermore, the importance of age as a risk factor increases with
age, so that in the oldest old, age is the only significant risk factor for AD.b7!
However, as noted, research on this population must be read with consider-
able caveats.

Beyond epidemiology, the molecular entanglements of ageing and demen-
tia are similarly deep rooted. An ageing process of physiological deteriora-
tion seems to occur in all humans. This can broadly be accounted for in
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terms of “senescence”, that is, progressive physiological degeneration and
functional decline, whereby homeostasis is increasingly imperilled.®” At a
foundational level, senescence is characterised by decreasing DNA repair and
increasing mutation, and the accumulation of damaged proteins.[® ¢!l That
said, the fundamental nature of the ageing process is not fully understood,
being subject to ongoing debate.[®> 62 The effects of this ageing process are
manifest in many familiar forms — tooth enamel wears away, arteries harden,
and bone density diminishes, to name but a few.[* In particular, it appears
that a threshold is typically reached after the age of 60 at which the overall
senescent load is implicated in the acceleration of chronic disease and various
syndromes.[¢!]

The brain is not immune from the deterioration of age. Neurological
research on senescence is less developed than that on senescence more
broadly, but that which has been conducted generally suggests that simi-
lar processes occur in the brain. The characteristic inflammation, oxidative
stress and protein aggregation of senescence have all been shown to occur in
the ageing brain,'** which typically atrophies in later life, losing around 20%
of its mass.™! At a practical level, the ageing brain is typically characterised
by functional deterioration, as with the ageing body in general. This is espe-
cially evident in broad cognitive decline from around the age of 30 onwards,
clinically deemed normal age-related cognitive impairment.[* However, it
is important to be cautious of such cognitive observations because cogni-
tion is typically conceptualised as comprising various different domains, all
of which age in different ways. Moreover, conceptualising, operationalising,
measuring and interpreting cognition is challenging and subject to differ-
ent perspectives. However, different strands of neurological and cognitive
research paint a picture in which ageing can seem remarkably pathological
in nature.

Many biochemists note that while age-related conditions are typically
approached as distinct diseases with discrete aetiologies at a clinical level, the
molecular evidence suggests that they could be rooted in senescence.l" ¢! The
pathobiological pathways of several neurodegenerative conditions, such as
Parkinson’s, Huntington’s and AD, share considerable similarities that can
be traced back to senescent processes, including protein aggregation and
DNA dysfunction.'*”l However, caution is required. While there is a substan-
tial body of evidence supporting associations between senescence and various
age-related conditions, the mechanisms involved are too poorly understood
to enable researchers to make causal claims with confidence. In particular,
uncertainties persist regarding whether the types of quasi-pathophysiological
phenomena seen in ageing brains are pathogenic or pathognomonic (or per-
haps even neuroprotective), that is, whether they cause dementia, result from
it or are an attempt to limit damage.[*7% #l Indeed, following Alzheimer’s
initial publication, many physicians suspected that plaques were a down-
stream effect.”!! The physiological messiness of ageing means that it is dif-
ficult to isolate discrete processes of ageing and/or disease.*”! As noted, at
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least two-thirds of people aged above 80 have non-AD pathologies that likely
affect cognition.*!

When it comes to dementia, the picture is complicated further by a lack
of understanding of the brain and neurodegenerative disorders in general.
Ageing introduces further complications because it entails an assortment of
molecular changes, such as neuron loss and synapse weakening, that are also
implicated in dementia.*3! The physiology of normal brain ageing (to the
limited extent that such a concept makes sense) is under-researched due to a
focus on neurodegenerative conditions,”? but the basic intractable messiness
of the aged brain has been recognised for a long time. Twenty years ago,
the Medical Research Council Cognitive Function and Ageing Study found
that the majority of a sample of 209 deceased older people showed patho-
physiological signs of mixed dementias.”?! Moreover, the authors concluded
that there was no pathological threshold for dementia. A recent study of
75 people diagnosed with Alzheimer’s disease found that 38 had an addi-
tional dementia-related pathology at post-mortem.”* One should not read
too much into these results because several similar studies have produced
widely different estimates. Collectively, the evidence points toward substan-
tial pathological heterogeneity, but even the measurement of pathology is
varied.””” These findings are also in line with one of the most significant puz-
zles in dementia research, that some people with symptoms do not have the
associated pathology, while some people with pathology do not experience
symptoms.[”! Intriguingly, the latter group is variably classified as “patho-
logical ageing” and “preclinical Alzheimer’s disease”.[*!]

In practice, the aged brain is typically characterised by a complex amalga-
mation of age-related pathologies.*! 71 While the diagnosis of a single type of
dementia is common in living patients, at post-mortem, most affected brains
are found to have a mixture of interrelated pathologies and features of age-
related deterioration.?® 77l There are two major interpretations of this molec-
ular heterogeneity. Some commentators support a spectrum model of ageing
and dementia, encompassing broad physiological and functional decline,”8-5%!
while others argue that contemporary classifications such as AD currently
encompass several different diseases and require further deconstruction and
more sophisticated diagnosis.®" 821 None of this proves that dementia is or is
not caused by ageing. Ultimately, our understandings of the ageing brain and
associated disorders are far too rudimentary to inform causal claims or neat
disease classifications that are sanitised of ageing. What it does provide us
with is a means of distinguishing neurological and cognitive science and clini-
cal realities from neuropsychiatric biopolitics. The former openly engages
with real-world complexities in an effort to better understand them, while
the latter conceals them behind mantras. This observation leads us neatly
into the conceptual entanglements of ageing and dementia.

For much of human history, cognitive impairment has been an expected
component of later life. In 2000 BC, Ancient Egyptians wrote of the memory
problems that accompanied old age, while in 500 BC, Ancient Greek law
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made allowances for mental impairment in later life.® In the Middle Ages,
religious leaders portrayed the mental decline of old age as stemming from
original sin,® and William Shakespeare’s description of old age as a second
childishness in As You Like It is typically used to represent perceptions in
the 16th and 17th centuries. However, depictions of senility or dementia
are largely notable by their historic absence, with cognitive decline in later
life having likely received little attention for much of human history.®3 The
prevailing view was likely one of senility — that cognitive decline was a natu-
ral condition of growing old. “Dementia”, often misattributed to renowned
French physician Philippe Pinel in the 19th century, was evident in some
early psychiatric writings throughout the 16th and 17th centuries, though it
was generally used as a catch-all phrase for insanity and foolishness.®’!

The first serious attempts to classify “dementia” as a distinct category
came in the 19th century, first through Pinel and subsequently his student
Jean-Etienne Esquirol. Each applied the term dementia to a group of people
characterised by “insanity”, “incompetence” and “incapacity”, partly caused
by old age.®> ! While both Pinel and Esquirol deemed those with dementia
to be suffering from a problem of the emotions as much as any disease, their
delineations of a distinct category of people with dementia were subsequently
transformed during the mid-19th-century popularisation of separate nosol-
ogies as localised disease entities,!'”! most notably by Wilkes, as discussed
above. Importantly, the nosological turn was similarly influential in trans-
forming conceptualisations of ageing. Mid-19th-century research into age-
associated cell degeneration supported the idea of senescence, positioning
ageing as a process of broad physiological deterioration which led to various
diseases."” In this context, Binswanger and Alzheimer introduced the term
“presenile dementia”, differentiating those aged below 60 from those aged
above 60, who had “senile dementia” attributed to ageing.®* The dementia
age distinction was grounded in abiotrophy, the notion that a certain range
of physiological deterioration is normal as people age, but when this senes-
cence occurs prematurely it is pathological.l'”!

As discussed above, Alzheimer brought this conceptual distinction to bear
on AD, which he classified as a discrete disease, distinct from senility, because
it only occurred in people aged below 60. Here then, age itself became the
means of distinguishing dementia from ageing. The distinction between AD
and senility was immediately subject to debate.l*” 38 During the early 20th
century, studies revealed that neurofibrillary tangles and amyloid plaques
were present in many conditions that caused dementia symptoms and were
sometimes not present in those otherwise deemed to have AD. As such, many
of the contemporary problems with AD as a disease entity were documented
soon after the condition was first publicised.

However, the notion of AD as a specific condition affecting people aged
below 60 continued as a clinical entity throughout the mid-20th century,
while senility remained the popular clinical and public explanation for simi-
lar symptoms in older people. As noted in Chapter 1, the removal of age
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distinctions in dementia was integral to the post-1970s flourishing of the
AD movement and our contemporary biopolitics of dementia. This was real-
ised in Robert Katzman’s work showing that senile dementia echoed AD
pathophysiology.® Here, Katzman redefined the relationship between AD,
ageing and senility. In his schema, senility was incorporated into dementia,
with all cases being caused by disease irrespective of age. Notions of senility
were abandoned, and ageing was disassociated from cognitive impairment.
Hence, in transforming AD, the social movement behind this transition also
transformed ageing and its relationship with dementia.

The major implication of Katzman’s work is that there exists a binary of
normal ageing and abnormal dementia, and the two phenomena are entirely
distinct. This is an intriguing imagining of ageing and dementia because it
catalyses longstanding and deeply institutionalised uncertainties relating to
ageing, senescence, disease and the corresponding parameters of the normal,
the abnormal and the pathological. As far back as the beginning of the 20th
century, Ignatz Nascher, who coined the term “geriatrics”, noted that physi-
cians tended to ignore the complexities of ageing and agedness because they
could not distinguish the normal from the pathological in older patients.””
Such questions are especially applicable to geriatric syndromes because many
are typified by a slow and insidious slide from normal states of being toward
states that can cause problems (or, less normatively inscribed, from states
that we take for granted toward states that provoke concern).

Consider, for instance, osteoporosis, a common condition experienced by
older women in particular, whereby bones become brittle and prone to frac-
ture. In the context of senescence, the lessening resilience of bone is a gradual
process, beginning without notice but culminating after many years in a sub-
stantially heightened risk of fracture. How are we to determine the moment
at which a specific bone density is pathological? In practice, the most prob-
lematic aspect of low bone density is fracture, and fracture is highly envi-
ronmentally determined. You are probably much less likely to break a bone
sitting still in an armchair than you are while mountaineering. Nonetheless,
osteoporosis as a condition is assessed in relation to the bone itself rather
than the breaking of it. In practice, the designation of a pathological bound-
ary is achieved mathematically via standard deviations from average val-
ues.”!! This approach is very similar to the new DSM definitions of major
and minor neurocognitive disorder, discussed in Chapter 2, and indicates the
importance of quantified normalities in age-associated conditions.

The philosopher and physician Georges Canguilhem described the modern
concept of disease as being founded on the idea of spectrums of quantified
normality and abnormality. Pathology is an extreme variation of a possi-
ble range of physiology, deviating from a healthy average. Canguilhem con-
tended that biomedicine promotes the quantified notion of disease but that
this is fundamentally flawed because health is not an average state, vary-
ing widely from person to person. He suggested that this quantified notion
of pathology is an attempt to claim value-neutrality but that deeming any
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human condition normal or abnormal cannot be neutral. By definition, non-
normative ab/normality is logically impossible. The rationale underpinning
human efforts to distinguish the pathological from the normal is a desire to
derive therapeutics to restore the suffering individual to a preferable state,
as espoused by contemporary neuropsychiatric biopolitics. This is funda-
mentally a value-laden endeavour, with resulting notions of objective disease
based on quantified normality and abnormality being intrinsically suspect.?!

The DSM’s major and minor neurocognitive disorder categories exem-
plify the difficulty of defining what counts as a pathology, as opposed to a
normality, and where its boundaries lie. These categories are far from the
first attempts to quantify the abnormality of dementia. A range of numeri-
cal cognition scales in old age psychiatry emerged in late 20th-century
Britain as a means of designating age-related dementias as a psychiatric ter-
ritory.”> *4 Today, many dementia diagnoses still rely on a numerical score
derived from cognitive tests. For instance, on the 30-point Mini Mental State
Examination, 20-24 indicates mild dementia, 13-20 indicates moderate
dementia and <12 indicates severe dementia. Normality is, hence, 24-30. As
exemplified in my earlier story of witnessing a rigged cognitive test, cogni-
tion is measured through subjectively interpreted proxies and is ultimately
inaccessible in a strictly objective sense, no matter the extent to which we
apply numerical scales. Ultimately, as Canguilhem observed, we cannot truly
escape some form of normative commitment when distinguishing normality.

The presentation of AD’s status as a disease and not ageing speaks to
many of the issues discussed by Canguilhem in relation to positioning dis-
ease in relation to a value-laden average. Ageing problematises physiological
quantification because of its inherent variability. It is often characterised as
life’s great leveller, but this could not be further from the truth. Critical ger-
ontology teaches us that, if ageing is anything, then it is a powerful medium
of heterogeneity. Since the late 20th century, critical gerontological research
on cumulative inequality has revealed substantial “aged heterogeneity”*> %/,
Herein, inequality across diverse domains is positively correlated with time,
so inequality overall is greatest among older people, simply by virtue of
them having lived so long. Over 80 years, small differences between any two
people — be that biological, psychological or social — can develop into huge
differences through processes of cumulative inequality.””] Research is even
showing that aged heterogeneity is increasing in the 21st century, so that the
diversity of later life is ever more difficult to fold into an idea of normal age-
ing, particularly in the wake of COVID.P% ¥

The difference-driving force of time undermines the imposition of a con-
cept of averageness onto later life across almost all meaningful domains. We
see aged heterogeneity borne out in the molecular nature of older brains and
the psychic phenomena of older minds, which are diversely messy owing to
lifetimes of idiosyncratic physiological and psychological occurrences. With
this in mind, it becomes difficult to define the average neurocognitive state
of an older person with any degree of specificity. Any average must be fairly
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broad to account for a multitude of factors. To meaningfully apply to ageing
per se, “normal” ageing has to contain a lot of stuff, and in doing so, strug-
gles to represent any particular person all that well. Turning to neurocogni-
tive characteristics specifically, the required breadth hinders a binary normal/
abnormal distinction because a broad average of ageing overlaps with a broad
average of dementia. Therefore, one logical endpoint of a disease account of
dementia based on quantified abnormality is that the category will unwit-
tingly encompass a lot of ageing, while a corresponding notion of ageing as
quantified normality will inadvertently overlap a lot of dementia.

Given that the differentiation of dementia and ageing is so empirically
and conceptually problematic, the question inevitably arises of why a neu-
ropsychiatric biopolitics of dementia remains so committed to it. At a prac-
tical level, the very fact that stakeholders are moved to reiterate the message
indicates that the opposite belief — the conflation of dementia and ageing — is
problematically prolific. As discussed above, for much of human history, a
view that we might call “senility” has been relatively commonplace. Senility
is the notion that cognitive decline is a natural experience of growing older.
Of course, this basic belief is concurrent with much contemporary cognitive
science. Where senility differs significantly is in its tendency to not differ-
entiate ageing-related cognitive decline into normal and abnormal subcat-
egories. Decline, in its varied manifestations, is broadly cast as a feature of
ageing.

Such conceptualisations of cognitive ageing seem to be relatively common
among people affected by dementia, as well as the public more broadly, and
are often labelled “lay beliefs”. Several studies have shown that large propor-
tions of the general population believe that dementia is caused by ageing,
though exact figures vary widely.['%-1%4 Similarly, I have often encountered
senility beliefs when interviewing people affected by dementia about their
experiences. However, the claim that people simply attribute dementia to
ageing OR disease OR something else entirely misrepresents the complex and
oftentimes seemingly contradictory composite understandings that I have
found in my own research.!" In practice, people can experience dementia
as a confluence of ageing, disease, exposures, emotions and even psychologi-
cal continuation. Nonetheless, a sizeable body of research characterises the
public as subscribing to variations of senility. Neuropsychiatric appeals to
normal ageing can hence be understood as a response to this observation.

Even if we take for granted a simplistic view that senility beliefs are wide-
spread, we might still wonder why neuropsychiatric biopolitics offers such
resistance. As discussed above, attributing phenomena to a discrete disease
entity can legitimise those phenomena as a particular problem, catalysing
action and resource accumulation. Looking back to the 1970s, Patrick Fox
has attributed the NIA’s promotion of a disease model to status and funding
accrual. By centring on a disease, the NIA was able to fashion powerful alli-
ances between researchers, government, advocates, the media and the pub-
lic, which, as documented in Chapter 1, quickly facilitated an exponential
increase in status and funding.!'*) While a disease focus has proved successful
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in this sense, it is doubtful whether a more holistic, and therefore nebulous,
ageing-based approach could have supported similar development.

Whether cognitive impairment is caused by a disease or ageing has
intertwined conceptual and practical implications for research initiatives.
Conceptually, people are generally more ambivalent toward the idea of seek-
ing to treat or cure ageing.['%! Ageing-based initiatives could be hampered by
sentiments that seeking to combat ageing is inappropriate, foolish or even
outright dangerous. The conceptual issue of intervening in ageing feeds into
institutional governance. Practically, the European Medicines Agency (EMA)
and the FDA do not sanction research that does not target approved indica-
tions. Ageing is not recognised as such an indication due to the aforemen-
tioned uncertainties surrounding its quasi-disease status and broader ethical
misgivings.l'%” 1981 Hence, significant sociopolitical considerations underpin
the biopolitical differentiation of dementia and ageing. As historian Jesse
Ballenger puts it: “Government funds research for dread disease, not for dis-
covering the fountain of youth”.”” Ultimately, we can see the effectiveness of
this strategy realised in the flourishing dementia economy that has emerged
following the removal of age differentiation from AD. The importance of
separating abnormal dementia from normal ageing provides a conceptual,
ethical and administrative foundation for pursuing technical intervention.
This leads us to a third claim at the heart of the neuropsychiatric biopolitics
of dementia, the assertion that research will discover a cure.

4.3 “Research Will Discover a Cure”

The claim that research will eventually result in the development of cures
for dementia is commonplace among the usual collection of stakeholders.
It builds on the presentation of dementia as abnormal disease, as opposed
to normal ageing. The former claims having established the logicalness,
feasibility and rightfulness of pursuing technical interventions in dementia,
promissory curative claims then shore up the prospects of such interventions.
Appeals to future cures can be found across a familiar mix of voices:

Alzheimer’s Society: One day, research will cure dementia.!'"”!

David Cameron: The aim of trying to find a cure or disease-halting ther-
apy by 2025 by a big collective boost to research funding is within
our grasp.[

Daily Mail: Continued investment in research ... will allow us to keep
searching for ways to better treat and care for people with dementia
today and, ultimately, find a cure for tomorrow.['!!

Bryan Cranston: Research has already made great breakthroughs in other
diseases, like cancer and AIDS, and with your support, Alzheimer’s
Research UK will break through against dementia.!¢!

Such assertions are perhaps the most obviously questionable conceptual
component of neuropsychiatric biopolitics. By explicitly appealing to a
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future that will be different from the present, the aura of scientific factuality
is somewhat imperilled. We can perhaps accept that these stakeholders know
disease and ageing in a definitive manner, but intuitively, it seems more of a
stretch to accept that they know the future as well. Nonetheless, the assertion
of particular futures is a mainstay of neuropsychiatric biopolitics. It is here,
amidst the inevitability of scientific and technological progress, that dementia
becomes a matter of promissory technoscience.

Notions of progress, whereby the future will be better than the present,
are an important cultural conception. Indeed, abstract ideas of progress are
often as publicly venerated as notions of justice, democracy and freedom."!?!
Economic growth, computational speed, algorithm sophistication, medical
precision, battery capacity — we are surrounded by depictions of progress
and the futures that it is leading toward. Crucially, the idea of progress, and
our exposure to it, is materially influential. The sociology of expectation has
long revealed the power of the future to shape our presents.l''> "3 If a future
is convincing enough, it can act as a lightning rod for resources dedicated to
the realisation of that future. Contemporary tech investment is emblematic of
the potential for faith in the future to catalyse resources. Well-known com-
panies such as Airbnb, Dropbox and Uber have attained multi-billion-dollar
valuations despite making huge losses, simply because investors believe that
those losses will eventually be more than offset by major profits in the future.
Hence, claims about the future, and belief in its progressive trajectory, are
themselves the very means to arrive at that future.!''¥

The coalescence of resources around a particular future has two major
effects. It increases the likelihood of that future, and it decreases the likeli-
hood of alternative futures. In particular, sociological studies of science and
technology have documented the tendency for promissory technoscience to
present possibilities in a manner that effectively colonises the future.''> The
possible becomes probable; the probable becomes predestined. A good exam-
ple of this is the early-21st-century fascination with self-driving cars, which
are repeatedly presented as a question of when rather than if.'''") The small
autonomous vehicle is hence inevitable in many depictions. The continued
reiteration of that particular inevitability can preclude alternative futures,
futures that are perhaps more feasible and desirable, such as improved public
transport. Conceptual investment in a future begets material investment in
that future. The likelihood of Airbnb superseding regular B&Bs and Uber
superseding regular taxis becomes more probable by virtue of the belief that
it will happen, sometimes even at odds with the evidence. The colonisation of
the future hence blends conceptual and material processes.

The colonisation of the future is not inherently a harmful phenomenon.
Our subscription to the promise of brighter futures, irrespective of their
actual feasibility, can be a major boon to our everyday lives and sustained
societal cohesion. Many people invest great efforts in the development of
children in the belief that this will pay dividends in the future. The opposite
is also true. A lack of future promise can become a social problem in itself.
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For example, pessimism about climate change prospects is repeatedly cited as
contributing toward declining fertility, which itself endangers future societal
prosperity.l'?" In this manner, a lack of faith in the goodness of the future
can lead to a damaging lack of investment in that future today, begetting
a self-fulfilling prophecy. Many dementia studies scholars will be familiar
with the notion of prescribed disengagement,'?!l whereby nihilistic dementia
diagnoses can rob people of their futures, leading them to prematurely shut
down much of their lives (e.g. retiring and forfeiting driving licences), hasten-
ing a sort of social death. Hence, while hype is often misleading and warrants
scepticism, disillusionment can also be costly.!'3]

The promise of technoscientific solutions is a powerful normative ideal
across many aspects of human life. In enforcing a particular schema onto
a given phenomenon, such an ideal can effectively shut down alternatives.
Sometimes this shutting down can be rendered visible through explicit con-
testation and active resistance. For instance, cochlear implants are often cast
as a remarkable technoscientific fix for hearing impairment, which is hence
demarcated as a problem to be solved. However, cochlear implants have
angered some in the hearing-impaired and Deaf communities, for whom
deafness is not a problem to be fixed but a different mode of existence.!"!’!
Such tensions are explored in the film Sound and Fury, which documents
the difficulties experienced by deaf parents when deciding whether to pursue
cochlear implants for their deaf children. Here, we find a powerful example
of how simplistic problem—solution narratives that typify promissory tech-
noscience rely on peculiar normative commitments that are not inherently
moral, natural or universal.

The tensions evident in Sound and Fury can be roughly transposed onto
dementia and longstanding debates regarding the relations between care and
cure, and the claim that a focus on curative futures impedes the realisation of
caring presents. Such debates extend back to the beginnings of contemporary
neuropsychiatric biopolitics in the 1970s. One of the earliest areas of conten-
tion in the fledgling AD movement concerned the extent to which their efforts
should be distributed between cure-focused and care-focused endeavours.
Key founding figures such as Robert Katzman and Robert Butler argued for
a focus on basic science research to inform drug development. However, the
movement was somewhat beholden to carer advocacy groups, who argued
that resources should be focused on providing support and assistance. The
future and the present were hence brought into tension. This conflict led
to the withdrawal of grassroots groups during the early 1980s, leaving the
movement to pursue a cure-focused strategy.'”l. Later that decade, when
critiquing (bio)medicalisation, Karen Lyman bemoaned the lack of attention
paid to care amidst the general emphasis on finding a cure, a criticism that
remains common in dementia studies.!'??! Today, of over 30,000 projects reg-
istered in the International Alzheimer’s Disease Research Portfolio database,
only 5% attend to care, compared with 45% on pathophysiology and drug
discovery.23



98 Deconstructing Biopolitical Commitments

Critics of the curative focus argue that vast resources have been squan-
dered on pathogenic research and drug development based on poor and often
disproven aetiological hypotheses, which has ultimately resulted in predict-
ably high failure rates.!'>*) Those resources could have instead been dedicated
to care provision, potentially making a significant material difference to the
well-being of many people affected by dementia today. Such arguments can
be enticing in hindsight. However, we should be wary of pursuing a zero-sum
analysis of resource distribution, whereby curative funding would simply be
redirected to care. In practice, as shown, promissory futures have material
consequences for the present. They catalyse and, indeed, generate resources.
It is likely that, without the appeal of future cures and the campaigns built
around that future, dementia as a whole would not have gained the pro-
nounced public profile and resource investment that it has enjoyed over
recent decades. Hence, we cannot simply dismiss promissory biopolitics as
folly or as somehow stealing resources that would otherwise be distributed
elsewhere.

It is not uncommon for different stories about the future to compete in a
promissory ecosystem in which one story comes to dominate. This promis-
sory survival of the fittest incentivises optimistic exaggeration. To win over
the popular imagination, the story must be as appealing as possible within
the bounds of perceived feasibility.[''*! In this manner, care can resemble pub-
lic transport — dreary, boring and undesirable — while cure is the self-driving
car — exciting, enticing and inevitable. A particular normative schema is at
stake here, wherein problems are made material, and by extension amenable
to technoscientific examination, intervention and optimisation.">! A certain
pseudo-religiosity is palpable: fund research to solve problems; make sacri-
fices to deliver us from evil. I do not mean this to be read as a simple argu-
ment for increasing care research at the expense of cure research or that cure
research is in some way especially bad in this respect. Much care research
is similarly promissory, albeit less financially successful, because research is
by its very nature a material, intellectual and emotional appeal to future
advancement. Rather, it simply exemplifies the normative commitments that
underpin the promissory neuropsychiatric biopolitics of dementia, revealing
that these normativities are doing real work and have material consequences
for our present.

One particularly intriguing aspect of the futures invoked by the neuropsy-
chiatric biopolitics of dementia, as with promissory technoscience more
broadly, is that experience tells us that these futures often fail to live up to
their promises, yet technoscientific expectations continue to colonise the
future nonetheless.[''! For instance, the promise of anti-AB monoclonal anti-
bodies that will cure dementia remains powerful despite decades of failure.
Various expert and popular publications frequently celebrate the prospects
of the latest research breakthrough,"*’! but the developments in question are
often slight variations on interventions with a long history of early promise
and ultimate disappointment. In this manner, the successful cure of AD in
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mice’ is repeatedly achieved in research projects and subsequently publicised
as an important breakthrough, but curative successes in animal dementias
have long been commonplace and have never been emulated in humans. This
observation is too often overlooked in articles detailing the latest supposed
breakthroughs. There is some risk in this strategy because the consistent fail-
ure of promises to materialise can eventually lead to disillusionment or scepti-
cism, undermining the power of such promises. Hence, promissory biopolitics
is always walking a time-limited tightrope when colonising the future.!''!
Claim too much too loudly, and the future may hold you to account.

Social scientists often fail to reflect on their inadvertent complicity in colo-
nising the future when they work on promissory technoscience."'*! This is
equally evident in some dementia studies engagements with neuropsychiatric
futures. For example, consider the publication of bioethical assessments of
the pros and cons of developing early diagnosis technologies based on bio-
markers.['?> 1271 Though not intended as such, the publication of these works,
which aim to assess a possible future, lends credibility to the idea that such
tests will be developed and implemented. Indeed, this implicit enhancement
of credibility is somewhat integral to the success of the papers themselves.
A paper that evaluates a future that seems probable (e.g. pre-symptomatic
dementia screening programmes) is more likely to prosper in the competitive
ecosystem of academic publication and citation than a paper that evaluates
a seemingly farfetched future (e.g. aliens visit the earth and cure all demen-
tia instantly). Ultimately, the normative commitments of neuropsychiatric
biopolitics are far less likely to be deconstructed and challenged if a neuro-
agnostic dementia studies is repeatedly complicit in perpetuating them.

None of this is to refute the prospects of dementia research to result in
advances in quality of life. Instead, it is useful to consider promissory biopoli-
tics in terms of proportionality.''3l Given our experience to date, in terms
of dementia research specifically and age-associated morbidities generally,
it seems highly unlikely that hard “silver bullet” claims — “research will dis-
cover a cure” — will be fully realised in practice.l'?®! Nonetheless, it does seem
reasonable to assume that dementia research will lead to some improvements
in some form. To this end, some critics argue that dementia research requires
a recentring of clinically meaningful effect as a headline ambition.['*’! By
putting simplistic notions of a breakthrough cure to one side, we can prag-
matically hope for gradual improvements in condition management, onset
delay, tailored support, etc. That hope is important because, as discussed,
expectation shapes the present, and by extension, the future. This is where
the colonisation of the future is most problematic, because its shutting down
of alternative futures can become an active impediment to realistic progress.
Promissory technoscience does not steal money from care research as much
as it positions care research as futile, weakening its abilities to generate its
own promissory capacities. Hence, the concept of proportionality can offer a
worthwhile foundation for neurocritical dementia studies as it engages with
the contemporary hypes and frustrations of neuropsychiatric biopolitics.
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Proportionality is also an important concept for considering what we
actually want to achieve through our appeals to the future. Promissory tech-
noscience can be misleading and feed into the squandering of resources on
false promises at the expense of alternatives to some extent. However, as we
have seen, the promise of brighter futures, even when perhaps unrealistic,
can be integral to future prosperity itself. The neuropsychiatric biopolitics
of dementia manifests this tension. Since the 1970s, vast resources have been
dedicated to as-yet unrealised promises of curative therapeutics. However,
dementia research as a whole is probably substantially more developed today
than it would have been without an exaggerated and misleading biopolitics.
While undoubtedly wasteful in some respects, it is not unlikely that some
positives will emerge from the overall development of dementia research. For
instance, while seemingly unrelated, it is questionable whether contemporary
gains in rights for people with demential"*” would have been as forthcom-
ing without the publicity that dementia has attained, thanks to cure-focused
disease-based lobbying by the NIA.

One ethically dubious feature of promissory neuropsychiatric biopolitics
that is yet to be discussed but which certainly requires considerable reflection
in terms of proportionality is the use of people’s personal experiences as fodder
for advocacy and advertisement. It is common for promissory biotechnolo-
gies generally to employ the personal illness stories of people affected by the
condition that the technology promises to address. By emphasising the suffer-
ing caused by a certain condition, stakeholders can develop powerful moral
rationales for the development of interventions.[''3! Indeed, the NIA’s successful
promotion of AD was greatly aided by the publication of an emotive account
of caring for a family member with dementia in a national newspaper in 1980.
This piece prompted more than 30,000 letters of response and a groundswell of
support for dementia research.'® The approach remains powerful today. When
the FDA advisory panel voted against aducanumab in 2020, the Alzheimer’s
Association organised a “listening event” based on the personal testimonials
of several people affected by dementia. Many commentators believe that this
event was influential in persuading the FDA to approve aducanumab in spite
of the contrary expert panel advice (discussed at length in the next chapter).

Another interesting example of the use of personal stories to support
promissory biopolitics can be found in ARUK’s “Dementia Uncovered” web-
page. This resource intersperses a series of short videos documenting per-
sonal accounts of dementia and scientists advocating the need for research
into future cures.3! The first video features a woman tearfully relaying the
“heart-breaking” and “tragic” story of her mother’s dementia, ending with
the claim that “further research could stop this happening to other families”.
The second video features a doctor who believes that future treatments will be
uncovered by research. His belief is spurred on by personal family experience
of dementia and a desire for his 17-month-old daughter to live in a dementia-
free world. The page’s video clips continue in this manner, juxtaposing tragic
presents and promissory futures from the individual’s perspective.
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Such activities are contentious. The presentation of traumatic personal
experiences can be read as a form of exploitation whereby the lives of disad-
vantaged people are made amenable to the desires of powerful stakeholders.
There is potentially an injustice in that the people whose stories are used will
not benefit directly because the resources elicited are largely dedicated to
future cures rather than present support. Dramatic and apocalyptic presenta-
tions of these experiences also risk exacerbating negative perceptions of the
conditions in question and the people affected by them. Indeed, rising pub-
lic fear of dementia has coincided with the proliferation of neuropsychiatric
biopolitics.['3? This is an issue returned to at length in Chapter 6. However,
again, while we might bemoan the exploitation of suffering for biopolitical
purposes and the potential exacerbation of negative sentiment, it is equally
probable that progress has been and will be made across diverse aspects of
dementia because of these occurrences. In this manner, disparate facets of
the dementia economy, however good or bad, are intricately entwined with
one another. Guided by an appreciation of proportionality, critical dementia
studies could seek to emphasise the good and minimise the bad, recognising
that both are, to some extent, necessary.

One of the capacities that is most vital if a neurocritical dementia studies is
to succeed in deconstructing and transforming the biopolitics of dementia is
for us to fashion better relations with basic science and medical practice so as
to be better able to robustly engage with biopolitics. This is difficult because,
while it is somewhat distinct from and often at odds with basic science and
clinical practice, biopolitics relies on and is good at fashioning a scientific and
(bio)medical aura because biopolitics is an integral part of science and medi-
cine to varying extents. We cannot simply divide the two. In this chapter, I
have attempted to dissolve some of that aura. From a basic neuroscientific
perspective, it is difficult to argue that most dementia is attributable to dis-
crete disease, and the idea that ageing can be divided into normal and abnor-
mal categories is untenable. Clinically, recognition of and engagement with
the diversity of ageing is at the heart of good geriatric practice, while prom-
ises of future treatments are largely inconsequential to ensuring patient well-
being today. Across science and medicine, researchers and clinicians hold
and act upon a wide variety of definitions of dementia. The neuropsychiatric
biopolitics of dementia — wherein dementia is caused by discrete diseases of
the brain, is not a part of normal ageing and will be cured through research —
is something altogether different. To return to the above definition, it is a
proliferation of conceptual schemas that subtly guide personal conduct and
order human life in ways that are conducive to certain political projects and
interest groups.

Each of the claims discussed in this chapter is doing particular types of
work. They have strong normative stakes. The claim that dementia is caused
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by discrete diseases of the brain works to emphasise its badness, drawing on
the established normative schema of disease as bad.!'**! It also indicates the
probable amenability of that badness to technical interventions because other
diseases have historically been addressed in a similar manner. The claim that
dementia is not a normal part of ageing pushes back against the traditional
normalisation of cognitive decline in later life, thereby demarcating dementia
as deserving of intervention. It also resonates with the biopolitics of success-
ful ageing, perpetuating moral imperatives for good citizens to take personal
responsibility in crafting desirable forms of ageing based on consumption
rather than welfare. The claim that research will discover a cure builds on the
previous two claims and fosters a scientistic aesthetic to substantiate a route
toward overcoming the badness of dementia and thereby ensure a success-
ful, i.e. normal, later life. That route relies on resource accumulation by key
stakeholders within the dementia research economy, who are hence incentiv-
ised to further the neuropsychiatric biopolitics of dementia.

Collectively, the claims covered in this chapter generate circumstances that
are conducive to the interests of biopolitical stakeholders. Perhaps the most
obvious instance of this conductivity can be found in the biomarker and
drug development sectors, and it is to these issues that I will turn in the next
chapter. For now, I hope that this chapter has exemplified how a neurocriti-
cal dementia studies can make use of insights from critical psychiatry and
critical gerontology. As I have attempted herein, such engagement can be bol-
stered by attending to cognitive neuroscience and clinical medicine in com-
bination with critical social theory. This is important because the resulting
insights can reveal marked resonances, e.g. molecular and clinical evidence
regarding senescence and critical gerontological theorisation of aged hetero-
geneity. Collectively, such observations provide a rich toolkit with which a
neurocritical dementia studies can address the neuropsychiatric biopolitics
of dementia.

Notes

1 T order them as such throughout because this is the order in which they are typi-
cally used by associated stakeholders and endeavours.

2 Given the above discussion of biogenic legitimacy, there are inevitably some peo-
ple who pursue neural correlates for suicidal ideation, however tentatively!** I,

3 The existence of AD in mice is an intriguing issue in its own right and is returned
to in the next chapter.
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5 Making Dementia Curable

Circling Cognition, Biomarkers and
Meaningfulness

This chapter begins where the previous one ended, with the promise of
future pharmaceutical cures for the dementias. So far, we have taken
“cure” as a rather self-explanatory concept, denoting the overcoming
of the affliction in question. Here, I want to make “cure” far more mal-
leable. To do so, I consider two key issues: the nature of the problem
that we seek to solve and the nature of what it would mean for that
problem to be solved. Ultimately, these are questions of what matters,
to whom and why. Too often, biopolitics can make dementia meaning-
ful to corporate stakeholders and thereby serve their concerns first and
foremost. At worst, this can be at odds with, and potentially detrimen-
tal to, the interests of people affected by dementia. In response, I argue
that a neurocritical dementia studies should attempt to reimpose those
interests on dementia and dementia research. I hence advocate a reap-
propriation of dementia.

In the first section, I provide an overview of the contemporary push
for a cure by 2025 and the initiatives that have grown around that
ambition. These initiatives have contributed to a high-stakes research
field, characterised by an intimidating failure rate but promising rich
rewards for the first companies to develop successful treatments. The
field has recently been ignited by the FDA approval of aducanumab,
the first disease-modifying treatment for AD, and the controversies that
have emerged around it. I argue that aducanumab represents a triumph
of neuropsychiatric biopolitics over traditional scientific and clinical
considerations and that this story exemplifies the capacity — and indeed
necessity — for dementia studies to respond to the issues raised (e.g.
corporate collusion, lobbying and data misrepresentation) if only it can
abandon its neuro-agnosticism.

In the second section, I explore how the repeated failure of clinical
trials has led to the reconfiguration of dementia in relation to both
biomarkers and the lifecourse. Dementia drug discovery is character-
ised by growing interest in presymptomatic neuropathology and the
development of molecular landmarks to circumvent the unreliability
of cognition as a basis for operationalising dementia. I suggest that
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the move away from cognition and toward biomarkers represents a
marked transformation of dementia as a technoscientific problem. The
result is a new molecular imagining of dementia that is freed from the
messiness of cognition and ageing and is therefore more amenable to
traditional drug discovery research and the development of pharmaceu-
tical products. Rather than finding a treatment that addresses dementia,
dementia is made to fit the treatment.

Drawing on critical psychiatry, I argue that, in decoupling dementia
from cognition, contemporary biomarker and drug discovery initiatives
risk diagnosing and curing dementias, without having any meaningful
impact on cognitive decline. In this context, it is increasingly difficult
for trials to fail because the meanings of “failure” and “success” are
themselves being reconfigured. In response to classic arguments that the
amyloid hypothesis has become “too big to fail”, I instead argue that
neuropsychiatric biopolitics is transforming dementia into a new type
of problem that is, to some extent, too small to fail. That is, dementia
is increasingly defined in such an abstract and limited manner as to
be easily remediable. The danger here is that such remedies will offer
little to people affected by what we would traditionally consider to be
dementia. Finally, I consider the recent case of the drug lecanemab,
which further complicates the question of how we understand success
as our outcomes are made smaller.

5.1 Drug Discovery, or Aducanumab

As dementia has grown in notoriety over recent decades, the prospect of a
cure has become a holy grail in the pharmaceutical industry. The growth
of dementia diagnoses across wealthy and ageing welfare states means that
the first company to develop an effective treatment will reap vast financial
returns. In December 2013, a dedicated G8 summit in London committed to
a programme of increased dementia research funding with the goal of devel-
oping a cure or disease-modifying treatment by 2025.11 This led to the crea-
tion of the Dementia Discovery Fund, a specialist investment fund that backs
dementia-related therapeutic ventures and is currently worth £250 million."!
In addition to fostering international corporate efforts, G8 states launched
their own drug discovery initiatives. The British government established the
UK Dementia Research Institute, providing £290 million of public and third-
sector funding to therapeutic research.?l.

While a great deal of public and charitable funding is available, dementia
drug discovery remains a high-stakes field for the pharmaceutical industry.
Much of the Dementia Discovery Fund comes directly from these companies.
The rewards for success will undoubtedly be huge, but success seems unlikely
in the immediate future, and the costs of sustaining research programmes
are substantial. AD ranks among the areas of drug discovery most blighted
by failures, having a 99.6% failure rate among phase-III trials.”! Each of
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these failed late-stage trials represents a substantial investment of capital,
both financial and human, and generates a sense of foreboding regarding our
prospects in the immediate future. In 2018, Pfizer, the second biggest phar-
maceutical company in the world, opted to end its work in dementia drug
discovery following a comprehensive review. Though by no means signal-
ling the death of dementia drug discovery, Pfizer’s decision is indicative of the
daunting scale of the task and the very real possibility that vast investments
may never see a return. If an investor’s aim is to back a successful treatment,
then AD drug development offers relatively poor prospects.

This is terrible news for both drug companies and people affected by
dementia. In Europe, only four treatments are typically used. These are all
short-term symptom-modifying medications with substantial side effect pro-
files, the last of which was approved in 2003.[¢1%" All but one of these are
the acetylcholinesterase inhibitors discussed in Chapter 2. As noted, it was
initially hoped, based on a collection of post-mortem and animal model evi-
dence, that these treatments would prove to be disease-modifying and offer
substantial results. However, those early hopes have failed to materialise,
and the efficacy of acetylcholinesterase inhibitors is increasingly questioned.
Indeed, France discontinued funding for them in 2018. Overall, there is a
broad consensus that these drugs offer a statistically significant and clinically
meaningful improvement in symptoms for a few months. It is then up to
national authorities whether they deem the improvements substantial and/or
reliable enough to warrant associated side effects and costs.!"!

Having mentioned it a couple of times so far, it is time to address the drug
discovery elephant in the room: aducanumab. As discussed in Chapter 2,
the amyloid hypothesis has dominated aetiological work for decades. This
theory suggests that a toxic protein fragment called beta-amyloid builds up
in the brain, causing neuron death and, by extension, progressive cognitive
impairment. AP, often referred to as plaques, has been at the forefront of
drug discovery attempts for several years. Much work has been dedicated to
developing compounds which either remove AP aggregates or prevent aggre-
gation in the first place. The theory goes that if we can prevent or remove Ap,
then we might prevent or remove its resulting cognitive effects. However, in
practice, the amyloid hypothesis has been found wanting. So far, 23 separate
agents have successfully targeted AP, yet none have produced obviously sat-
isfactory results in terms of cognitive outcomes (at least until lecanemab,
which T will discuss below)> 131, Hence, molecular developments have far
outpaced clinical progress.

It is against this backdrop that the FDA approval of aducanumab came as
something of a surprise in June 2021. Aducanumab, marketed as Aduhelm,
is another anti-Ap monoclonal antibody, developed by the pharmaceutical
company Biogen, that has consistently cleared AB in animal and human test-
ing. After several years of development, aducanumab was subject to two ran-
domised, double-blind, placebo-controlled phase-III trials, entitled ENGAGE
and EMERGE, beginning in 2015. In 2019, these trials were ended following
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“futility analyses”, early tests that convinced Biogen that aducanumab was
not working and therefore did not justify further investment. However, a sub-
sequent reanalysis of data collected immediately before termination showed
a slight uptick in results. In particular, Biogen found that the higher-dose
EMERGE trial revealed some statistically significant improvements across
various cognitive outcomes.

Critics have noted that, in between the futility analysis and the in-house
reanalysis, Biogen underwent significant management, consultant and statis-
tics department reorganisations, with an eye to securing share prices that had
become increasingly reliant on the fate of aducanumab.!"* Of note was the
replacement of R&D chief Michael Ehlers, who had reportedly been uncom-
fortable with Biogen’s approach. Following these changes, some investment
analysts explicitly advised that, while the drug did not work, the person-
nel changes, statistical reanalyses and close FDA relationship made it likely
that aducanumab would be approved nonetheless, rendering it an excellent
investment opportunity.' The analysts were proven correct. The FDA and
Biogen collaborated to reanalyse the data, concluding that EMERGE alone
showed a positive result for high-dose treatment in participants with slow-
progressing disease. The FDA, therefore, recommended that Biogen could
reasonably apply for approvall*®!,

Aducanumab did not have an easy ride following Biogen’s application to
the FDA, facing external criticism and problems within the review process
itself. The FDA’s biostatistical review of ENGAGE and EMERGE found no
correlation between AP removal and cognitive function. The FDA’s Peripheral
and Central Nervous System Drugs Advisory Committee unanimously voted
that there was insufficient evidence for approval, with ten votes against and
one uncertain.'” The FDA typically respects its expert panel decisions, so
at this point, the outlook for aducanumab seemed bleak. It was, therefore,
something of a plot twist when the FDA granted aducanumab an accelerated
approval based on A as a surrogate endpoint, noting that there was reason
to believe that AR removal would lead to clinical benefits.!"®! This was par-
ticularly surprising because up until that point, the FDA had been coy about
the prospects of treating A as a surrogate.l'”! Ultimately, a useful surrogate
endpoint must be highly predictive of clinical benefit. A is evidently not in
such a position, at least yet.

The decision triggered substantial controversy. There were resignations
from three members of the FDA’s expert committee that had advised against
approval,l'® and even denouncements from scientists who had worked on
the development of aducanumab itself.'”! Several investigations were quickly
launched into the approval, including by the US Department of Health and
Human Services and the US House of Representatives. Of particular concern
was the unusually close working relationship between the FDA and Biogen.
Various sources have reported off-the-record collaborations between senior
figures at the FDA and Biogen — collaborations that were not disclosed to the
evaluating committee."!
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Relatedly, the close involvement of the Alzheimer’s Association in lobby-
ing for approval has also provoked criticism. Following the initial negative
decision by the FDA’s expert panel, the Alzheimer’s Association organised
a listening event with FDA figures in which patients forwarded emotionally
loaded personal appeals for approval.?'l When the FDA extended the review
period for aducanumab in early 2021, the Alzheimer’s Association issued
an open letter in support of approval.??! As condemnation grew following
approval, the Alzheimer’s Association CEO accused critics of not being “pro-
patient”.?3) In this manner, the Alzheimer’s Association has consistently
championed patient hopes as a legitimate basis for approval in spite of effi-
cacy data. It has not gone unnoticed that Biogen’s funding for the Alzheimer’s
Association increased from $275,000 in 2020 to $488,000 in 2021.124

The FDA provoked further criticism due to its initially lax stance toward
defining the target population for Aduhelm when deciding on medication
labelling. While aducanumab’s approval, based on EMERGE, was predicated
on an argument that the treatment was effective in a particular patient subset
(very early and slow progressing with a substantial Ap load), the approval
was granted for AD generally. As we have seen, this is a vast prospective
consumer base. Following further outcry, the FDA narrowed the approval to
cover mild cognitive impairment and mild dementia due to AD. Nonetheless,
this updated label still omitted any criteria based on the presence of Ap,
which was a critical component of the patient population defined during the
trial and is key to aducanumab’s proposed mechanism of action.!*!

The FDA’s decision to exclude A as a requirement for the prescription of
aducanumab exemplifies another key tension in the development of anti-Ap
therapies. AP is becoming increasingly important in selecting trial populations
and justifying the effectiveness of related drugs. However, after approval, it
would require a major rollout of infrastructure to assess AB in prospective
patients as a precondition for a prescription. Such a rollout would be a major
undertaking and seems highly infeasible in the immediate future. Hence, AP
is a risky play for stakeholders. It can offer an expedient means for gaining
approval, but after approval, it can become a potential impediment to real-
world uptake. With aducanumab, this pitfall was avoided by abandoning the
AP focus once it had served its purpose of justifying accelerated approval.

In another highly unusual move, it took Biogen more than 2 years to
publish its data in a peer-reviewed journal. Instead, the limited data shared
with scientists over the entire consultation period largely came via Biogen
presentations, often with pre-screened audience questions. During this time,
Biogen did actually submit a paper to the Journal of the American Medical
Association but then chose to withdraw the paper when the peer reviewers
requested changes before publication.?’! It may also have done the same thing
with the New England Journal of Medicine. The lack of publicly or even pro-
fessionally available data on aducanumab left both critics and advocates in
an uncertain position. Biogen finally published its work in March 2022 in
The Journal of Prevention of Alzbeimer's Disease (JPAD).?*! Having been
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subject to critical peer review elsewhere, JPAD finally presented an oppor-
tunity for Biogen to put forward its preferred argument — that aducanumab
removed AP and therefore treated AD. Nonetheless, the paper seemed to
confirm critics’ fears, presenting a selective analysis of a biased dataset that
still produced underwhelming results.?”)

Moreover, even if we accept the published results at face value, the mean-
ingfulness of the effect size is debatable. While we often speak of “signifi-
cance”, a trial result can be statistically significant but clinically meaningless
if the associated change is very small. For instance, if an intervention increases
every recipient’s cognitive ability by 1 point on a 1000-point scale, then the
intervention’s effect size is almost imperceptibly small but is nonetheless sta-
tistically significant because that tiny change has reliably happened in a lot of
different individuals. Hence, we need full data availability to assess not only
the significance of the results but also the extent to which they translate into
desirable real-world outcomes. From what has now been made available,
some critics have contended that the effect size is not clinically meaning-
ful, being less than that typically produced by acetylcholinesterase inhibitors.
The effect is even within the range of natural variability for AD symptom
progression. ¢!

Another issue for which good data are now available is side effects.
Amyloid-related imaging abnormalities (ARIA) are a common side effect of
anti-AB therapies, leading to brain bleeds and swelling. It is hypothesised
that the removal of AP deposits can weaken the structural integrity of blood
vessels and lead to an increased likelihood of haemorrhage. To understand
this, we can imagine the brain as an old stone cottage and A as ivy growing
into the mortar. The ivy might be doing some damage, but it also becomes
part of the building’s fabric, so suddenly removing decades of growth will
likely compromise the structural integrity. In December 2021, Biogen pub-
lished the ARIA data from EMERGE and ENGAGE. The data showed that
41% of recipients experienced brain bleeds or swelling, though the majority
were asymptomatic.?® Most concerningly, while Aduhelm has hardly been
prescribed to anybody amidst the ongoing controversy, it has already been
linked to one death. While participating in a clinical trial, the victim was
hospitalised with seizures and subsequently found to have brain swelling that
is likely attributable to Aduhelm.?"!

Further fuel was added to the controversy when Biogen announced its
pricing strategy. Analysts had anticipated a price of between $10,000 and
$25,000. Aduhelm was instead offered at $56,000 per year. Executives justi-
fied the cost as proportionate to the economic impact of dementia on the US.BY
Several insurers and medical providers in the US were quick to announce that
they would not be funding or administering Aduhelm in lieu of convincing
data on clinical efficacy. In December 2021, facing sustained backlash, low
uptake and the prospect of other anti-Ap rivals gaining approval in the near
future, Biogen cut the price of Aduhelm from $56,000 to $28,000." The
same month, the European Medicines Agency (EMA) refused a marketing
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licence for Aduhelm, citing a lack of evidence for both efficacy and safety.l3?!
Things got worse for Biogen when, in January 2022, the Centers for Medicare
& Medicaid Services (CMS) proposed that Aduhelm would only be eligible
for Medicare coverage if it was taken as part of a clinical trial.?* 34 This was
a major restriction to the rollout of Aduhelm, with relatively few patients
becoming involved in clinical trials. The Alzheimer’s Association responded
angrily, describing the CMS decision as “shocking discrimination against
everyone with Alzheimer’s disease”.?" Ultimately, this final line of defence —
physicians and funders simply refusing to use it — seems to have effectively
ended the aducanumab saga. Nonetheless, we came surprisingly close to the
mass-market availability of a lethal' anti-AB dementia treatment without
clinical effectiveness. This should be a warning to us all.

As discussed, aducanumab is the latest addition to a collection of molecu-
larly effective anti-AB therapies that have produced underwhelming clinical
outcomes. Companies that have invested large sums in those failed treat-
ments were watching the aducanumab saga with interest. It only took a few
weeks for two other anti-AB monoclonal antibodies — donanemab, from Eli
Lilly, and lecanemab, a joint Biogen and Eisai venture — to announce plans
to seek similar approvals. Interestingly, Eli Lilly decided to trial donanemab
against aducanumab.P¥! By repositioning AP as a surrogate endpoint, the
FDA reignited the hopes of several anti-Ap projects that had previously been
thwarted by clinical inefficacy. The wider effect on the drug development
pipeline remains to be seen, but it may be difficult for the FDA to justify
approvals for one treatment and not for similar compounds, as we have sub-
sequently witnessed with lecanemab (which I will return to shortly). On top
of existing, previously “failed” treatments, AB-targeting options also con-
tinue to comprise the largest proportion of candidates currently at the pre-
clinical trial stage.”

The aducanumab saga is engrossing, but one might reasonably ask what
it has to do with the neuro-agnosticism of dementia studies and the neu-
ropsychiatric biopolitics of dementia. I would argue that the events have
been partly enabled by neuro-agnosticism in dementia studies and that the
relative silence of dementia studies in response has been telling. Critique has
largely come from neuroscientists, psychiatrists and other physicians, who
are incensed by technical shortcomings. However, much of this critique per-
petuates a misconception that dementia drug discovery is simply a scientific
matter, ignoring the more influential biopolitics that has led us to this point
(as described in Chapters 3 and 4). Aducanumab’s existence is decidedly
biopolitical, regardless of, and perhaps in spite of, a range of traditional sci-
entific and clinical considerations. It might seem bizarre, based on the science
alone, that aducanumab remains on the market. However, under promis-
sory biopolitics, we can understand aducanumab in the words of political
scientist Luigi Pellizzoni as “an anticipated future retroacting on the present
in the form of knowledge provisionally imperfect, hence justifying accidents
and ‘side effects’”.[* Debatable efficacy, brain bleeds and the undermining
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of the regulatory system all become regrettable but unavoidable steps on the
road to progress. Scientific and clinical actors have obvious stakes in demen-
tia drug discovery, but we cannot fairly expect them to be as well placed as
social scientists when it comes to developing broader sociopolitical analy-
ses and engagements with the public and legislative ecosystems of dementia.
Aducanumab has posed a challenge to dementia studies, and dementia stud-
ies has largely looked the other way as our clinical and natural scientific peers
have floundered, offering arguments predicated on a somewhat naive faith
in pure science.

As discussed, dementia studies is (or at least should be) comparatively
well-equipped to critique normative neuropsychiatric commitments and
develop transformative sociopolitical projects. Aducanumab provides a stark
example of the real-world implications of adopting a largely agnostic stance
toward neuropsychiatric biopolitics. In failing to engage robustly with that
biopolitics by deconstructing and challenging its normative commitments,
dementia studies partly facilitates the system that has allowed Aduhelm to
come into existence. More than this, it actively participates to some extent.
For instance, third-sector lobbying regarding the gravity of dementia as a
problem likely informed FDA decision-making. Similarly, the argument that
dementia is a huge economic burden was used by Biogen executives to justify
Aduhelm’s unexpectedly high initial pricing. These are ideas that are too
often perpetuated in dementia studies, and their involvement in the aduca-
numab saga should give us pause to reflect on their potential consequences.

5.2 Biomarker Circularity

For all the problems bound up with aducanumab, it is at least useful in pro-
viding a stark example of how biopolitics, above and beyond simple science
and (bio)medicine, can be crucial in shaping responses to dementia. Indeed,
it is a useful example of how biopolitics, while never absolutely distinct, is
often in tension with traditional ideals of science and clinical practice. In this
section, I want to move on from the specificities of aducanumab to explore,
in a broader manner, how the same neuropsychiatric biopolitics is fundamen-
tally transforming dementia as an entity. This transformation is ultimately a
process of making dementia more amenable to certain ends, specifically to
sellable mass-market cures. As such, the recent machinations of aducanumab
are indicative of a larger biopolitical trajectory that warrants serious critical
attention in dementia studies. In particular, I want to consider the potential
for a type of circular logic in these transformations of dementia, and what
that means for people affected by dementia and our endeavours to address
cognitive decline in later life as a specific type of problem. I argue that this
circularity is a key symbolic machinery of neuropsychiatric biopolitics.

In a general sense, the term “circularity” denotes a type of conceptual
feedback loop, wherein the conclusions that we make about a problem come
to manifest the initial presumptions that we make about that problem.*-*3
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For example, if we define A as B, then addressing B is addressing A, and if
we find that B is addressed, then we can assume that A is also addressed.
The free interchange of A and B here is a sort of conceptual synonymisa-
tion. Two distinct things are treated as if they are the same thing. There are
often good methodological reasons for doing this because if the synonym is
a close match, then a very easy-to-measure thing may help us to work on an
otherwise very difficult-to-measure thing. The downside to this approach is
that we can lose important specificities. If I am interested in analysing letters,
then B is a reasonable substitute for A. If I am interested in vowels, then B
is a terrible proxy. Hence, the value of a conceptual synonym is dependent
on which specificities of the original phenomenon we are interested in and
which specificities are incidental or perhaps even unhelpful. Biomarkers for
behavioural phenomena operate similarly, opening up questions about the
value of our synonyms. Critically, that value is often conceived in terms of
scientific accuracy, but it can also, somewhat cynically, be conceived in terms
of stakeholder interest and hence its conductivity to biopolitical projects.

As discussed, AB has become a massively influential biomarker for AD
over recent years. When Emil Kraepelin was popularising “plaques” at the
beginning of the 20th century, the only way to assess a patient’s neuropatho-
logical status was a post-mortem autopsy. In 1984, the National Institute on
Neurological and Communicative Disorder and Stroke and the Alzheimer’s
Disease and Related Disorders Association published diagnostic criteria for
AD. These guidelines made AP a precondition of a definitive diagnosis, an
important development in the genesis of our contemporary biopolitics. This
instituted the diagnostic approach that largely remains today, whereby a
diagnosis of AD can only be “probable” until it is confirmed by observation
of the presence of AB.* In practice, a great number of people are diagnosed
with AD without recourse to biomarker assessments, but strictly speaking,
AB is a requirement of diagnostic validity by-the-book, and the book has
been actively enforced. In 1986, the NIA established the Consortium to
Establish a Registry for Alzheimer’s Disease, a yearly meeting of pathologists
to police diagnoses and uphold gold-standard pathology. This was, and is,
quite unusual because most psychiatric disorders do not require neuropatho-
logical evidence for diagnosis, based on an acceptance that overt signs of dis-
tress alone are sufficient to warrant treatment.*! For instance, few clinicians
would refuse to identify and assist a person with depression on the grounds
that the person did not provide physical evidence of the condition.

Of course, if you were to ask most people what phenomena characterised
AD, they would likely point to forgetfulness, confusion and other cognitive
symptoms rather than AB. This highlights the observation that AD as a con-
cept encompasses several facets, some neuropathological, some cognitive
and that the relationship between the disease itself and what it is that makes
up that disease varies according to who we ask. Different specificities matter
to different people to different extents. Adopting a more explicitly biopo-
litical sensibility, we might say that the nature of the entity is amenable
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to stakeholder value commitments. If one specific facet of AD resonates
with my own interests, then I might lean into that facet and emphasise how
integral it is to the overarching phenomenon. This amenability is impor-
tant because, while the cognitive characteristics of dementia may be the
most noteworthy specificity for some, for others, cognition is a confound-
ing factor that should be stripped away from dementia. Hence, many neu-
ropsychiatric stakeholders view biomarkers as preferable to cognition as
indicators of dementias, and an entire biomarker industry exists to service
this preference.

Many stakeholders anticipate that the greater use of biomarkers will lead
to more precisely differentiated dementia diagnoses, freed from the vagaries
of cognitive symptoms.** 4l Readers will notice here the parallels with defin-
ing concepts of disease in relation to psychiatric disorder. As discussed in the
previous chapter, pathophysiology offers a means of legitimising the exist-
ence of conditions by removing reliance on human interpretation of various
signs and symptoms.™*” Joanna Latimer and Alex Hillman have characterised
the pursuit of dementia biomarkers as an attempt to stabilise dementia as a
solid and legitimate entity.¥ This has been particularly desirable in relation
to psychiatric disorder because personal emotional and behavioural phenom-
ena have traditionally played an important role in diagnosis.*”! Hence, the
turn to biomarkers as the most apt specificity in dementia manifests the neu-
ropsychiatric claim that dementias are caused by brain diseases, which itself
overlaps concerns regarding the parameters of normality and pathology (as
discussed in Chapter 4). Here we find one budding form of circularity that
centres on and reinforces a core biopolitical commitment. Dementia is caused
by brain diseases, so we must find the brain diseases that cause dementia.

Defining a disease entity in reference to cognition is difficult because the
very nature of “cognition” is itself uncertain. Since the mid-20th century,
much cognitive science has drawn inspiration from computer science to
conceptualise cognition as an individual’s intrinsic information-processing
ability. This processing is typically depicted as occurring in the mind and/or
brain, two mediums often used interchangeably to denote something happen-
ing inside the skull.’” However, what cognition is, where it is, how it works
and how we can measure it are all contested, and there are wildly different
answers to these questions depending on who you ask.®! Such questions are
increasingly catalysed by the integration of digital technologies into our lives.
Where once we might have placed things like mental arithmetic, memory
or wayfinding within our skulls, now significant proportions of those func-
tions occur in the smartphones in our hands. Practically speaking, even if
we accept an old-school skull-contained view of cognition, it is difficult to
use it to operationalise illness because the assessment of cognition is heavily
socially mediated. For example, one study of a popular cognitive assessment
tool (the mini-mental state examination) found that it had a false positive
rate of 6% for white people compared with 42% for black people.®? In
response to such issues, it is easy to see why biomarkers are an appealing
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means of reimagining dementia, just as they are across much neuropsychiat-
ric research more broadly."’!

As well as manifesting longstanding desires to replace emotional and
behavioural signs with physiological signs in psychiatric disorder, the
increasing centrality of AB to AD is also bound up with reconceptualisa-
tions of dementia in relation to the lifecourse. As discussed, the failure of
dominant hypotheses in drug trials, most notably anti-Ap, but also anti-tau,
has led some to reassess supposed aetiological timescales. In the lifecourse or
presymptomatic reiteration of the amyloid hypothesis, the neuropathological
process is slow and long. It begins decades before symptoms are first evident.
Proponents theorise that, by the time the person begins to experience cog-
nitive impairment, the physiological damage is already too advanced to be
remedied. In this hypothesis, drug trials are failing because, while the targets
are correct, the interventions are too late in the process.’*

Following the longitudinal logic of dementia as a largely unnoticed lifelong
process, the solution is to develop interventions similar to those currently
failing trials but administering them earlier in the disease trajectory.’"7
Naturally, to be able to intervene before the onset of cognitive symptoms
requires a means of identifying the disease without recourse to cognition.
Hence, a convergence of pathophysiological legitimacy and presymptomatic
expansion has fuelled recent momentum toward generating new biomarker-
based definitions, with a particular focus, as ever, on AB.’3-¢! This approach
was formally institutionalised in 2011 with the publication of a paper by the
joint NIA and Alzheimer’s Association workgroup regarding the definition
of preclinical AD. This paper advocated for a lifecourse model of demen-
tia, whereby neuropathologies (with an emphasis on AB) progress gradually
for decades before the onset of cognitive symptoms.[®?l From this perspec-
tive, it makes more sense to define AD in terms of AP than cognitive impair-
ment. Doubling down on this position, the workgroup published a paper in
2018 stating that an AD diagnosis is based on pathophysiology and “is not
based on the clinical consequences of the disease.!*” In this context, AD has
gradually been replaced by AP in much research and associated media out-
put. It is now relatively conventional to claim that AB is AD, and vice versa,
in a circular manner."** The result is a selection of specificities that align with
neuropsychiatric biopolitics, centring brain disease and abnormality at the
expense of cognition. This alignment of interests has guided research in a
concordant manner so that circularity has alighted on and emphasised AB as
the specificity most conducive to those interests.

An intriguing example of this circular use of AP can be found in ani-
mal research. It is not uncommon for initiatives that self-identify as (and are
resultantly reported as) studying AD to be working with mice or worms.
Dementia is not an easy thing to operationalise in animals. What does it
mean for a tiny worm to experience cognitive decline? Does the worm have a
mind that can become impaired? Does the worm forget? In practice, special
worms are bred to produce AB. However, in the worms, A leads to paralysis
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rather than lower mini-mental state scores. In the lab, worm AD is evidenced
by the observation that the genetically altered worms, designed to express
AB, do not thrash about as much as their natural counterparts.*¥ Using
this AB-based definition, it is common for animal studies, such as a study
of immobile worms, to self-identify as AD research.*!! The development of
AB-expressing animal models for studying AD is a hugely impressive techni-
cal achievement and offers great potential for scientific discovery. However,
we must not make the mistake of anthropomorphising these animals. In
practice, no non-human animal gets AB-dense dementia. Many animals have
the appropriate proteins and proteases, age and experience functional degen-
eration, but only humans have been observed to develop AD.*!

That biomarker-centred approach feeds through into media reports.
It is common for headlines pertaining to breakthrough dementia cures to
actually be referring to animal studies when one reads down into the arti-
cle. Consider the following recent newspaper headlines: “Dementia break-
through: new therapy ‘could reduce the onset of Alzheimer’s disease’”**! and
“Breakthrough on Alzheimer’s cure as jab found to restore memory — for
just £15 a dose”.[**l Eye-catching claims, but read down in to the pieces and
you will discover that the two studies in question used different methods
to remove AP from mouse brains. The preponderance of this circularity in
media accounts is unsurprising. The headline “jab cures dementia” is far
more likely to sell newspapers than “jab removes protein from mouse”.
However, sensationalising journalists are only partly to blame here because
a similar circularity afflicts the dementia research economy more broadly.
Understandably so. In a competitive grant environment, a research proposal
seeking a cure for dementia might seem more worthy of funding than the
same proposal manipulating a molecule in a worm. For researchers and jour-
nalists alike, circularity is something of a survival strategy. It is not only
methodologically useful but biopolitically useful as well.

Animal-based dementia research offers stark examples of circularity
because, in lieu of cognition, it is often forced to be explicit. For example,
a well-cited paper entitled “scanning ultrasound removes amyloid-f and
restores memory in an Alzheimer’s disease model mouse” includes the fol-
lowing observation: “Transgenic mice with increased amyloid-f (AB) produc-
tion show several aspects of Alzheimer’s disease, including AB deposition”.1”)
Here, we can see biomarker circularity at its most straightforward. Mice
with AB have AD because they have AB. This circularity then feeds into the
findings of animal model research. We can cure their AD because we can
remove their AB, and we know that we have cured their AD because their AB
is gone. Following this approach, research has been remarkably successful at
curing AD in animals over recent years. Unfortunately, the continued failure
of promising animal models to translate into comparable human interven-
tions is a major source of frustration.®! Nonetheless, some stakeholders view
the stripping away of cognition as a major aid to dementia research. For
instance, McColl and colleagues have championed worm models because
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they lack the behavioural complicatedness of rodent models.[®” Hence, circu-
larity can become an aspiration.

The example of animal-based dementia research is also useful in high-
lighting the vast ontological distances that circularity can overcome. At a
basic level, any person with experience of dementia will likely struggle to
see meaningful parallels with a paralysed worm. Worm paralysis and human
forgetfulness intuitively seem to be very different things. However, this is not
necessarily as farcical as it may initially appear. Many proxies make sub-
stantial leaps to achieve instructive ends. Many conditions are characterised
by heterogeneous individual indications that conceal the shared physiologies
underpinning them. An interesting example of this is pregnancy. It stems
from a relatively universal physiological process but is manifest in a variety
of different experiences, from strange sensations and cravings to swelling
feet and stretch marks. Stripping away the diverse presentations can help to
standardise the disease entity and make it more amenable to our understand-
ing and intervention."> 7!l Of course, there are some important differences
between lethargic worms and pregnant women. My point here is that circu-
larity can sometimes span substantial ontological differences in meaningful,
uncontroversial and useful ways. Hence, the distance between worm lethargy
and human forgetfulness is not by itself the issue. Rather, it is the specificities
of the switching that matter.

In social science, we often analyse social class or ethnicity, which are com-
plex concepts and very difficult to operationalise. We do so by grouping
people via income, occupation, skin colour or regional ancestry. That can
be a problem, but it can also be useful as long as we are alert to the spe-
cificities that we have forfeited and reflect on whether those specificities are
relevant to our particular research. When we are mindful of what we have
lost by switching out one entity (e.g. dementia or class) for another (e.g. AB
or income), we can cautiously but pragmatically pursue what we hope will
prove to be enlightening research. This is a type of reductionism wherein
the problem is made smaller so that we can better get at it. Inevitably, such
switching is influenced by the interests of those doing the switching. Even this
does not mean that switching is necessarily “bad” or “problematic” per se,
but it does render such switching a valuable biopolitical tool with which
things, such as dementia and class, can be fundamentally reformulated to suit
different interests.

Similarly, reductionism (the switching of a big complex thing with a
smaller and more straightforward thing) is often criticised outright, but it
is not inherently flawed. It can be done intelligently, with an alertness to its
consequences for findings, and produce useful insights that would otherwise
be impractical. The problem arises when the proxy entity is embedded in
the operationalisation of the problem and the results. To define dementia as
AP and then cure dementia by targeting A is akin to defining class inequal-
ity as income inequality and then addressing class inequality by addressing
income inequality. Some difference may be made, but everything within class
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that falls beyond the parameters of income (e.g. wealth (e.g. assets), social
capital) is forfeit. However, because the problem is defined in terms of the
proxy, dealing with the proxy makes it look like we have dealt with the
problem. In the case of dementia research, the discrepancy is particularly
stark because we know that neurophysiology and cognition are not neatly
correlated. Nonetheless, biomarkers are playing an increasingly important
role in shaping the drug discovery pipeline, which is, in turn, feeding into
wider research and media representations.”” Hence, aducanumab represents
one feature of an intensifying biopolitical avalanche.

Circularity and switching comprise some of the key mechanics through
which a neuropsychiatric biopolitics of dementia is able to exert its influ-
ence. They are symbolic processes that facilitate the making and remaking
of dementia into more or less desirable forms from the perspectives of those
doing the making and those influenced by that making. If I sell drugs or study
worms, then AP aggregation is far more conducive to my existential interests
than cognitive impairment is (besides the latter’s emotive usefulness as fod-
der for hard-hitting advertising campaigns). When circularity occurs in the
context of biopolitical interests, it is unsurprising that it can often come to
reflect those interests accordingly. The more it happens, the more ossified it
can become, with little chance of natural change as long as it continues to
serve substantive interests. To this end, commentators have long noted the
stubbornness with which AB has become embedded in the dementia research
economy and bemoaned the inability of science to dislodge it.

5.3 Too Small to Fail

For some time, critics of the amyloid hypothesis have claimed that it is too
big to fail.[”* 74 In 2011, pathologists Rudy Castellani and Mark Smith pub-
lished a blistering critique to this effect.”” Their paper was instrumental in
my personal development as a young dementia researcher because it was
my first encounter with the problems of biomarker-led operationalisations
of dementia. The authors lamented that each failed anti-Ap trial seemed to
be preceded by largely identical trials. They pointed to familiar issues: the
lack of a clear relationship between pathophysiology and symptoms, the dif-
ferences between rare familial AD and common sporadic dementia in later
life, uncertainties regarding whether associated pathophysiologies preceded
or followed disease onset, the variability of AP itself and its uses in the lab
and the growing popularity of the presymptomatic lifecourse hypotheses that
would be difficult to test robustly.? In a passage that seems prescient in light
of aducanumab, they asked:

Does expansion of trials run the risk of obtaining a kernel of positive
data, purely out of randomness and the expanding denominator, thus
perpetuating a fundamentally flawed paradigm and diverting attention
from biological processes more worthy of targeting?
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Castellani and Smith’s conclusion that the amyloid hypothesis had become
too big to fail remains a common criticism of AD drug development and
associated enterprises. While there are merits to this argument, I would sug-
gest that the “too big to fail” critique is only half the problem. The other is a
sense in which things can be made too small to fail. Here, the very notion of
“failure” can be reimagined within neuropsychiatric biopolitics.

Before delving into this issue, it is important to note that stakeholders have
offered several perfectly sensible arguments against rejecting the amyloid
hypothesis and related drug discovery efforts outright. Common arguments
include (1) trials have started too late in the disease process, at a point when
cognition could not be salvaged, (2) study samples are too heterogeneous and
need to be more rigidly defined in terms of neuropathology and (3) assess-
ments of cognitive outcomes are too unreliable!'> 71, There is also an argument
to be made that, while the involvement of public and government donations
is ethically questionable, if private enterprises choose to invest in such drug
trials, then that is their own prerogative. Moreover, these trials always have
a chance, however tiny, of contributing to some important understanding, or
maybe even stumbling across a miracle treatment. If nothing else, they cre-
ate employment opportunities for researchers who may one day contribute
to important developments in other areas. Of course, as aducanumab has
shown, the ethics and usefulness of such enterprises do rely on the enforce-
ment of robust scientific regulation, which is not always guaranteed. Hence,
we must be wary of capital guiding research rather than research guiding
capital, but that is not a good reason to curtail capital investment outright.

To unpack what I mean by “too small to fail”, we must first attend
more abstractly to what is being switched in biomarker-dementia circular-
ity. Ultimately, this is an interchanging of two different conceptualisations
of dysfunction, which in medical sociology we often refer to as “illness”
and “disease”. Illness here refers to a person’s experience of dysfunction
and the various perceived phenomena that come with it. This may contain
pathophysiological components, e.g. a bruise is a very experiential physi-
ologic entity but is often a collection of sensations, e.g. the pain of the bruise.
Disease renders the same dysfunction in relation to different, but sometimes
overlapping, phenomena. Here, experience is replaced by molecular consid-
erations. The painfulness of the bruise is of less concern than the ruptured
blood vessels.”® 71 As discussed in Chapter 4, the basic concept of disease
became popular during the nosological turn of the 19th century as a means
of standardising and legitimising medical practice by moving away from the
vagaries of illness and interpretation.”” Hence, the contemporary neuropsy-
chiatric biopolitics of dementia both relies on and propagates a longstanding
concept of disease.

If we think of circularity as beginning with the replacement of illness
(dementia) with disease (biomarker), then we get a sense of what is broadly
being exchanged.? Experiences, sensations, behaviours, intuitions, cognition,
etc. are taken out. Morphology, molecules, biochemical processes, etc. are
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brought in. The process is taken further in much dementia research because
a great deal of the characteristic physiological messiness, as described in
Chapter 3, is also replaced with a limited number of biomarkers, in many
cases even one. An oft-repeated Kitwood quote cautions: “When you’ve met
one person with dementia, you’ve met one person with dementia”.”® Indeed,
one of the major impediments to clinical utility in dementia is the extreme
variability of prognosis. In my research, I have worked with people who
have experienced rapid decline over several months and people who retain
some degree of independence after a decade. One person may remember my
name after a 6-month interval, but be unable to articulate their thoughts in
an interview, while another may forget who I am in an instant but be able
to deftly talk their way around their impairments. The notion of aged het-
erogeneity,* discussed in Chapters 3 and 4, is echoed in a sort of dementia
heterogeneity. Ultimately, by removing the highly variable subjective aspects
of illness, the disease offers a more standardised and reliable entity to work
with, and also typically a more concise and simplified one. As noted, this can
be useful in research contexts. However, the approach becomes circular, and
potentially problematic, when the synonymous entity becomes embedded
within the conclusions or, indeed, becomes the conclusions.

The profound heterogeneity of personal manifestations of dementia poses
a problem for research that seeks to understand and intervene in dementia
at a level above the individual, especially when it comes to a population
level. The swapping of illness for disease offers the most expedient means
of approaching dementia in a way that has some applicability to a large
number of people. However, by attending to the circumstances of more and
more people, this process of abstraction risks attending to nobody’s circum-
stances at all. By amalgamating numerous cases, a textbook definition of AD
is unlikely to accurately apply to any specific individual. As an example of
this discordance between average and individual characteristics, the average
British family has 1.7 children and 0.5 dogs, but very few (if any) families
will have 1.7 children and 0.5 dogs. Hence, in losing illness specificities, dis-
ease can come to represent a lot of people poorly but nobody well. This ten-
dency is manifest in the use of words like “pseudo” and “atypical” in relation
to health conditions.*”!

Circularity often begins with a swapping out of the problem to make it
more easily interrogatable for pragmatic purposes. While very few people
have 1.7 children, it is useful to know that the average person does if we are
to plan family housing developments and the future provision of education.
This useful reductionism becomes circular when it slips into swapping the
problem outright and hence making it easier to solve. As a simplistic analogy,
imagine that you are failing to solve a 10,000-piece jigsaw puzzle, so you
replace it with a 1,000-piece jigsaw, which you then successfully solve. Even
if you define it as the same jigsaw, the original 10,000-piece puzzle remains
in its box unsolved. Framed as a puzzle to be solved, dementia is a huge chal-
lenge in several respects. We do not agree about what cognition is, let alone
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how to measure it.””! Ageing is messy, massively heterogeneous and, for many
people, something that they try not to think about. The brain is renowned for
being enigmatic. Psychiatric disorder likewise, albeit with the added compli-
cation of widespread taboo and public fear. When faced with this collection
of problems, biomarkers look appealingly simple, safe and comprehendible.
A biomarker is an easier puzzle to tackle, but dementia remains unsolved.

The circularity of swapping a 10,000-piece puzzle for one with 1,000
pieces is precisely how a problem, in this case, dementia, is made smaller —
potentially too small to fail. If you reduce the number of pieces far enough,
right down to one piece, then the puzzle is effectively solved. Following
this same logic, dementia has proved to be an incredibly difficult problem
to solve, whereas AP, tau, etc. are far easier by comparison. They are easy
enough that we can already solve them. As discussed, we have 23 successful
AB-busting therapies, with the first successful anti-tau candidates now com-
ing through.®*! Many people would be surprised to learn that we can cure
dementia and have been able to do so for several years. The caveat, of course,
is that this ability to cure depends on how we define dementia. The nature
of the task has changed, and by extension, the nature of what it means to
fail or succeed has changed accordingly. Those people would probably be
equally surprised to learn that they have AD, given the ubiquity of Ap. We
were once healthy people with AB, but now we are diseased people without
symptoms. Here, again, we find an example of dementia being conceptually
amenable to particular normative commitments. Through the machinations
of circularity, the biopolitics of “dementia is caused by diseases of the brain”
leads to the removal of cognition from the entity that it was once an integral
characteristic of. Historically, AD-AB circularity has not been solely driven
by neuropsychiatric biopolitics, but it has come to resonate with that biopoli-
tics and the interests it contains so that its straightforward practicality is no
longer the only consideration governing its sustained existence.

One could reasonably argue that this approach is unsustainable. For those
affected by dementia, it is obvious that we have not succeeded. That cold
hard reality is surely unavoidable? This is an understandable position, but
aducanumab stands as a cautionary tale of the extreme lengths that circular-
ity can carry a clinically ineffective success, let alone one that is potentially
deadly. The promissory capacities of neuropsychiatric biopolitics can insulate
drug discovery efforts from the shortcomings of circularity and even turn
them into evidence of progress. As noted above, current failings are recast as
necessary incidents on the inevitable road to future utopias. This aligns with
a view of science as trying, failing and trying again. Failure is positioned as a
means of learning, but that only works if the failure leads to corresponding
adjustments. The importance of failure as a learning aid is partly replaced by
appeals to contemporary problems as merely indicative of science at work,
irrespective of what is done in response to those problems.*"! Hence, under
the influence of the biopolitics of “research will discover a cure”, aducanumab
remains a successful step along the road to progress, with any shortcomings
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only emphasising its contribution to the future. It is naive to assume that some
idealised version of good science will triumph by virtue of its own merits and
that circularity cannot be sustained within neuropsychiatric biopolitics.

For evidence of this durability, we need only remember that this has been
happening for a long time. In 2015, I gave an interview discussing some
controversies regarding anti-Ap drug development. My observations largely
echoed those put forward in the aforementioned “too big to fail” paper pub-
lished four years earlier. The interviewer was a little incredulous. He asked
me why the pharmaceutical industry would continue to spend so much money
doing the same studies despite continued failures. Admittedly, it is intuitively
nonsensical that major companies with sincere profit motives would pursue
costly projects that seem bound for failure. It is estimated that bringing a
dementia drug to market now costs $5.7 billion."!! Perhaps the interviewer’s
mistake here was to assume the fixed meaning of “failure” and “success” in
drug discovery. In practice, both of these concepts are negotiable. Following
FDA approval of aducanumab, Biogen’s stock jumped 42 %.1#* This was only
a short-term gain, as mounting controversy eroded investor confidence, but it
was a major financial boost, nonetheless. Ultimately, even if the drug is rap-
idly consigned to history, it will have been a momentous “success” for some
stakeholders. Reflecting on the seemingly nonsensical reluctance of pharma-
ceutical companies to let go of the amyloid hypothesis, neurobiologist Karl
Herrup has concluded that short-term stock market gains can provide suf-
ficient motivation for continuing trials and emphasising positive results*s.

A major issue with redefining dementia, and by extension success, is that
the successes of researchers, charities, journalists, pharmaceutical companies
and shareholders are unlikely to feel like successes for people affected by
dementia. Their interests are prised apart. In my work with people affected
by dementia, I hear a lot about the cognitive problems that they experience
and far less about the molecular problems they face. Of course, if switched-
out successes, alienated from real-world experiences of cognitive impair-
ment, are necessary steps toward real therapeutic successes, then they do
warrant praise. However, too often, the apparent successes are merely vari-
ations on well-trodden themes that have long been found wanting when it
comes to cognitive impairment. The ultimate risk that this circularity pre-
sents us with is that it leaves those affected by dementia behind, alienating
them entirely. Few people run marathons in memory of loved ones with the
intention of funding endless cycles of mouse protein removal. There is a dif-
ference between putting personal illness experiences to one side as a means
of tackling those experiences, and simply discarding them outright in favour
of something more conducive to biopolitical commitments.

This remaking of the parameters of dementia has latterly been exacerbated
by the announcement of trial results for lecanemab and its subsequent accel-
erated FDA approval. Lecanemab is another anti-AB compound co-devel-
oped by Eisai and Biogen, the company behind aducanumab. In November
2022, Eisai presented results at the Clinical Trials on Alzheimer’s Disease
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conference. Echoing aducanumab, the results indicated that lecanemab
cleared AP and reduced cognitive decline, and the drug was subsequently
hailed as a breakthrough treatment. The results were reminiscent of aduca-
numab in as much as AP was robustly cleared, and the cognitive effects of
that clearing were statistically significant but had questionable real-world
meaning. Rates of brain damage with lecanemab were high (21%), though
lower than aducanumab, and three deaths have been associated.®3 %4 Media
pieces on the new AD cure abounded, Biogen’s share price increased by
40%.,*! and within hours, the lecanemab story had been appended to the
bottom of the Alzheimer’s Society’s donations page.®¢!

It is important to clarify that, procedurally, at least, lecanemab is not a
repeat of the aducanumab debacle. The trial ran as planned, and we were
promptly presented with the data and a range of reasonable analyses at a
conference and via peer-review publication.®”! Eisai have been consistently
cautious in their own claims and deserve considerable credit, especially when
compared with Biogen. In January 2023, the FDA granted lecanemab, brand
name Leqembi, accelerated approval. This is the same type of approval previ-
ously granted to aducanumab, but it seems that some lessons were learned
from the aducanumab debacle. This time, lecanemab was licensed specifically
for people with confirmed AB neuropathology, mirroring the study popula-
tion, and the initial price was set at $26,500, even lower than aducanumab’s
cut price of $28,200.1%1 At the time of writing (May 2023), a third anti-AB,
donanemab, is being reviewed by the FDA. Again, Eli Lilly has released
headline results to media and stakeholder fanfare without a full data release.
Again, the cognitive testing results have been presented in strange ways that
seemingly exaggerate what is a clinically meaningless effect size. Again, brain
damage and deaths have been reported.!® "

As with aducanumab, there are many scientific criticisms of lecanemab,¥% °1]
and the “breakthrough” media and charity hype surrounding it is unjusti-
fied and irresponsible.?! At worst, there is a risk that Castellani and Smith’s
“too big to fail” warning — that anti-AB therapies would eventually be mini-
mally substantiated by virtue of expanding denominators and methodologi-
cal artefacts — has now come to pass.”3! For brevity, I will focus on one issue
here: the boundaries of meaningfulness. Lecanemab stirs most controversy
by reigniting the question of what counts as clinical meaningfulness. To
recap, trial results can be statistically significant but clinically meaningless
if the associated change is reliable but very small. A drug that can consist-
ently improve cognition by 1 point on a 1000-point scale is effectively use-
less. Lecanemab did much better than this. Specifically, the treatment group
declined by 0.45 points less than the placebo group on an 18-point scale
over an 18-month period. The treatment group declined by 1.21 points, and
the control group declined by 1.66.°4 But what does this mean in practice?
What amount of slowing is sufficient to be realistically appreciated by peo-
ple affected by dementia? There are many attempts to define this,®* ! but
despite a vague consensus of between 1 and 2 points (much more than is
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offered by aducanumab or lecanemab), no specific approach has been insti-
tutionalised in drug regulation.

Rather than the specifics of different operationalisations of meaningful-
ness, it is the ambiguity that is most important here. It offers conceptual
wiggle room for stakeholders. In a post-aducanumab research economy,
lecanemab gestures toward another viable means of “success”. The recast-
ing of AD as AP could be echoed in the recasting of meaningfulness as ever-
smaller increments on an expanding roster of cognitive scales. To this end, the
Alzheimer’s Association convened an expert working group to better define
clinical meaningfulness for future trials. Perhaps unsurprisingly, the resulting
paper seeks to lower the bar of meaningfulness, emphasising the importance
of biomarkers and appealing to preclinical treatment. It also argues for a
greater attentiveness to patient advocacy when interpreting clinical meaning-
fulness, in line with the Alzheimer’s Association’s lobbying strategy regarding
aducanumab, and stresses that minimal effect sizes today are baby steps on
the long road to a more therapeutically substantial future.®! Present expecta-
tions are lowered; future expectations are raised. The combined effect of this
argument is to strengthen the case for current drug approvals and further
research in the same vein.

As this chapter has shown in several instances, the nature of the problem
is always up for grabs in dementia research. This means that the problem can
be bent to suit the proposed solution. One attempt to manipulate dementia
to fit biotech offerings is evident in the circular redefinition of dementia via
AB. This circularity came to full fruition in the case of aducanumab, while
lecanemab offers a glimpse into a concurrent strategy — the complexification
of meaningfulness. Here, stakeholders do not even need to entirely decouple
dementia from cognition. Rather, they just need to cultivate enough ambigu-
ity to be able to make a seemingly reasonable claim about the success of an
intervention. Again, decelerating decline by less than half a point is likely at
odds with what most people affected by dementia would consider a success-
ful response. Again, dementia moves from something that is known by those
affected to something that is known numerically by those with access to that
numerical language. Again, what are such questions of cognitive meaning
and the experiential and ontological transformation of dementia, if not core
concerns for dementia studies? No other field is so well placed to navigate
these biopolitical frontiers.

The various successes in the dementia drug discovery pipeline are a caution-
ary tale regarding the neuropsychiatric biopolitics of dementia and the need
for a critically engaged dementia studies to attend to neuropsychiatric mat-
ters. Too often, our mistake in dementia studies is to think that we are dealing
with a scientific problem that is being shaped by science (that is, an idealised
notion thereof) and is somewhat beyond our remit, rather than a biopolitical
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problem that is being shaped by biopolitics, the governance of personal expe-
rience and conduct through symbolically biologised and power-driven public
normativities, and is hence at the heart of our expertise. While the previ-
ous chapter revealed the biopolitical determination of purportedly scientific
issues at a conceptual level, this chapter has shown an equivalent process at
the scale of practical interventions. Aducanumab is one of the most impor-
tant developments in dementia research, certainly post-1970s and probably
in history. While a coalition of physicians and medical scientists has offered
some resistance to the potentially harmful ramifications of aducanumab, this
has predictably been rather sociopolitically unsophisticated. Meanwhile, the
relative silence of much dementia studies has been notable. The many panels
that I have attended on aducanumab have never featured a dementia stud-
ies scholar, and I am yet to read a single critical dementia studies response.
I would suggest that this silence is emblematic of neuro-agnosticism and a
resulting hesitancy to attend to neuropsychiatric matters.

The post-1970s transformation of dementia into an entity that fits neu-
ropsychiatric biopolitics should concern dementia studies scholars, especially
given its intensification over recent years, but it should also give us a rea-
son to be hopeful. It shows us the extent to which dementia is politically
malleable. Neuropsychiatric biopolitics has been remarkably successful in
generating an imaginary of dementia that has proved powerful enough to
bend the world to suit it. In challenging the normative commitments of that
biopolitics, dementia studies might also seek to nurture a counter-biopolitics
(or a “sociopolitics”, as I will argue in Chapters 8 and 9). Such a sociopoli-
tics might embody the experiential and humanist ethics that dementia studies
developed in opposition to the (bio)medical model. Hence, we might promote
a sociopolitics of dementia that centres on the experiences, struggles and
preferences of people affected by dementia. Methodologically, the history of
much dementia studies is a story of significant efforts toward democratisa-
tion. With the aid of dementia studies, people with dementia have moved
from subjects to participants, to co-researchers, to autonomous researchers
in some instances. Dementia as an entity could feasibly undergo a similar
process. I reflect on this potential more extensively in the concluding chapter.

It is important that we do not fall into the trap of saying what dementia is
and is not. Dementia is not anything per se. All those who claim to know it
definitively should inspire scepticism, especially when their definiteness comes
at the expense of others. Assertive claims to the effect of “dementia is X”
will not be properly challenged by similarly authoritative counterclaims to the
effect of “dementia is actually X”. A recognition that a biomarker, or a lethar-
gic worm, or a 0.45-point differentiated decline rate is not the same thing
as dementia does not require us to propose an opposing definition of what
dementia is. The unknowns are not inherently problematic. Good science hap-
pily deals in uncertainties, qualifications and probabilities from a standpoint
of curiosity. There is space for more pluralistic conceptualisations of dementia
that also usefully strip out some specificities to help us work at a population



132 Making Dementia Curable

level. Retreating into a heavily personalised and experiential approach to ill-
ness is unlikely to produce treatments that can systematically offer benefits to
a large number of people, but we must nonetheless remain attentive to people
affected by dementia and what matters to them. Importantly, this should be
achieved through interpersonal relationships with a range of people affected by
dementia rather than media campaigns featuring charity-approved advocates.
As the above Kitwood quote notes, in practice, no two dementias are alike.
This is apt from a certain perspective. However, there is also value in the obser-
vation that millions of people around the world tend to experience loosely
similar forms of mental dysfunction as they get older, with negative implica-
tions for their well-being. Hence, there is a case for grouping those millions
of instances in reference to the things that are shared, and that will inherently
require us to ignore some personal specificities. Some concept of dementia,
senility, AD, or however it is articulated, is certainly worthwhile. In previous
chapters, I have cautioned that the success of neuropsychiatric biopolitics in
generating our contemporary dementia is not inherently bad. To a large extent,
the growth of dementia studies and all that has come from it is greatly indebted
to neuropsychiatric biopolitics. In attending critically to aspects of that biopoli-
tics, such as circularity, there is little point in simply attempting to disprove it.
Rather, there could be great utility in rearticulating it in a manner more expedi-
ent to the well-being of people affected by dementia. Circularity is one example
of a feature of neuropsychiatric biopolitics that dementia studies could learn
from and potentially even emulate, carefully selecting the specificities that befit
our aims and, most importantly, the interests of those affected by dementia.

Notes

1 At the time of writing (May 2023), despite the small population of people who
have been exposed to the drug, four deaths have been publicly linked with adu-
canumab.?! Lecanemab and donanemab (discussed below) are currently linked
with three deaths each.’”? One wonders how much greater the outrage might be if
these deaths were not limited to older people with dementia.

2 Lifecourse hypotheses posit mechanisms over such large timescales that the pro-
posed aetiologies become practically unfalsifiable. If I claim that giving 30-year-
olds anti-Ap medication will prevent the onset of dementia in their 80s, you will
be hard-pressed to disprove my claim with an RCT.

3 1 mean this in terms of the sociological concepts of course. Literally speaking,
dementia is not an illness, but rather a syndrome, and biomarkers are not diseases,
but rather indicators of diseases.

4 As discussed in Chapters 3 and 4, aged heterogeneity describes the tendency for
inequality to increase over time with the result that older people are an especially
diverse population across many different social, economic, physiological and psy-
chological measures.
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6 Destigmatising Normality

How the Awareness Economy Misconstrues
and Perpetuates Stigma

Having argued for a more neurocritical dementia studies and provided
examples of some of the key areas where critical analyses are currently
wanting, this chapter turns to more familiar territory for dementia
studies. In it, I critically analyse dementia awareness and anti-stigma
campaigns. I begin by charting the development of dementia aware-
ness campaigns as a response to reports of the widespread stigmatisa-
tion of dementia. I contextualise this development within the broader
trend toward mental health awareness raising as a means of combatting
stigma. I argue that the evidence base regarding stigma and dementia
has traditionally relied on questionable definitions and interpretations
of stigma. I ask what stigma means, exploring several ways in which
the concept has been operationalised in research. Drawing on my own
research with people affected by dementia, I argue that we need a more
conceptually robust approach to understanding people’s experiences of
derogatory attitudes and reactions as echoing wider contexts of stigma.
This is especially true when it comes to recognising (1) the extent to
which stigma is intuitively felt and applied to oneself irrespective of
direct discrimination and (2) the biopolitical structuring of that stigma
by awareness-raising initiatives that may serve to further the interests
of select stakeholders. I argue that discussions of stigma too often indi-
vidualise and psychologise structural forces that are extrinsic to indi-
viduals but that are nonetheless experienced personally and potently.
Hence, we need to theorise stigma as something experientially poignant
but generated by conditions beyond the personal and interpersonal.
Having unpacked notions of stigma in relation to dementia, I then
critically evaluate some of the core tenets of dementia awareness rais-
ing as an anti-stigma strategy, arguing that these are predicated on
a neuropsychiatric biopolitics that is often perpetuated by uncritical
dementia studies. In particular, I focus on two of the claims discussed
in Chapter 4: “dementia is not a normal part of ageing” and “dementia
is caused by diseases of the brain”. I question the idea that biogenic
accounts of psychiatric disorder lead to reduced stigma. Taking a criti-
cal gerontological perspective on the separation of dementia from nor-
mal ageing, I explore the apparent contradiction of destigmatising a
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phenomenon by denormalising it. I argue that these claims, and the
roles that they play in the wider awareness economy, could risk exacer-
bating certain forms of stigma, particularly via unintentional othering
that resonates with structural disadvantages faced by people affected by
dementia. I conclude that awareness raising is another key area where
critical dementia studies could engage with neuropsychiatric biopolitics
and question the role of some dementia studies in furthering the stigma-
tisation of cognitive decline in later life.

6.1 Awareness as Biopolitics

During the latter half of the 20th century and the early 21st century, cam-
paigns to convey health-related information to the general public have
become increasingly central to public health strategy. It is now widely recog-
nised by major public health institutions that a key function of their field is
the advertising of health information. Indeed, many renowned organisations
provide resources, offering guidance on how to maximise the effectiveness of
public messaging, and the field of health communication has grown signifi-
cantly, with departments being established in many educational and govern-
ment institutions.! 2! This health communication field can point to a proud
history of improving public health through awareness-raising initiatives. The
promotion of vaccinations, smoking cessation and contraceptives are a few
well-known examples of areas where dedicated public messaging has con-
tributed to population health improvements.

The concept of “awareness”! plays an important role in neuropsychiatric
biopolitics generally. An emphasis on awareness, both making claims about
its current state and seeking to change it, has become a key feature of public
health responses to mental illness. This is represented by the growing col-
lection of high-profile celebrity disclosures of personal experiences of psy-
chiatric disorder®’ Examples are commonplace. For instance, in 2019, the
BBC produced an acclaimed documentary in which the popular singer Jesy
Nelson disclosed her experiences with mental illness.™ In 2020, Public Health
England partnered with Prince William and various premier league football
players to produce a film focusing on raising awareness about actions to
support positive mental health.’! In 2021, the popstar Demi Lovato starred
in a YouTube original documentary series focusing on her history of mental
disorder.!! While each of these instances has its own specificities, they collec-
tively exemplify a long and growing list of celebrity mental health awareness
projects. Across such initiatives, the value of openness and understanding is
repeatedly championed as a key rationale and basis for action. The openness
of celebrity figureheads is supposed to encourage publics to emulate their
conduct and become similarly open. These initiatives rarely acknowledge
that the celebrities involved may have different circumstantial capacities for
responding to mental illness than other members of the public. Prince William
is unlikely to have to navigate the relevant bureaucracies and waiting lists for
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NHS CBT, etc. As such, awareness is often decontextualised as somehow
resource neutral or independent (an issue returned to in Chapter 8).

As with the broader post-1970s neuropsychiatric biopolitics, dementia res-
onates with the turn to awareness. Campaigns seeking to raise awareness now
comprise a core function of public health and third-sector reactions to demen-
tia. Indeed, improved awareness of dementia is enshrined in the National
Dementia Strategies of England,” Scotland® and Wales.”! The public is
encouraged to develop their understanding of dementia, treat those affected
kindly and perhaps donate to worthy associated causes. Those affected, or
potentially affected, by dementia, are advised to be open about their prob-
lems and seek formal help, typically in terms of official diagnosis. As with the
above examples, celebrity endorsement and glossy productions, decontextu-
alised through vague psychological vocabularies of greater “understanding”,
“hope”, “positivity”, etc. are central to dementia awareness campaigning.
For example, ARUK has partnered with several high-profile celebrities to pro-
duce powerful awareness-raising media content. Speaking about one of these
initiatives, the charity’s chief executive, Hilary Evans, stated:

Samuel L. Jackson’s role in our #ShareTheOrange campaign will put a
global spotlight on the seriousness of dementia and the huge impact it
has on society ... We’re calling on the public to #ShareTheOrange, turn
fatalism into hope.!"

In a similar manner, the Alzheimer’s Society employs a range of celeb-
rity “ambassadors” who use their profiles to raise public awareness about
dementia. For example, famous actress and Alzheimer’s Society ambassador
Carey Mulligan states: “I want every person in every corner of the world
to be dementia aware ... we need to change the way people think, act and
talk about the condition."V” Here, the biopolitical aim of transforming pub-
lic thought and conduct is explicit. The material aims of resource distribu-
tion, service provision and effective evidence-based intervention are missing.
Change is first and foremost demanded of the individual.

The aforementioned #ShareTheOrange initiative, developed by ARUK, is
among the most well-known British dementia awareness campaigns.!?! The
Bryan Cranston quotes at the beginning of each section in Chapter 4 are
taken from this campaign. To recap:

It all starts and ends with the brain ... Dementia is caused by diseases,
most commonly Alzheimer’s. It physically destroys cells.

Too many people still believe that dementia is just a natural part of
ageing.

Alzheimer’s is a physical disease that we can fight. Research has
already made great breakthroughs in other diseases, like cancer and
AIDS, and with your support, Alzheimer’s Research UK will break-
through against dementia.l"’!
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They relay core neuropsychiatric claims and, as will become apparent in
this chapter, are an important component of the translation of the biopoli-
tics of dementia into awareness raising. The #ShareTheOrange initiative
is an impressive high-production media campaign. Running since 2015, it
has been fronted by Christopher Eccleston, Bryan Cranston and Samuel L
Jackson. A key feature of the campaign is its conduciveness to social media,
intentionally embedded in the title via the “#Share” component, and also
manifest in its use of the orange emoji, which can easily be added to profile
names and descriptions. By 2019, it had already been shared more than two
million times.!*

The Alzheimer’s Society’s Dementia Friends!'” programme is another
awareness campaign of comparable scope to ARUK’s #ShareTheOrange ini-
tiative. The core premise of Dementia Friends is that the well-being of people
affected by dementia can be better supported if the public has greater aware-
ness of dementia and associated issues (which in practice entails learning
five core principles). Organisations and members of the public can sign up
for 45-minute training sessions with an awareness facilitator. Alternatively,
the Alzheimer’s Society offers a short online awareness-raising video. After
attending the session or watching the video, the newly aware participants can
get a Dementia Friends badge. In 2019, the scheme announced its three mil-
lionth Friend, and comparable worldwide initiatives had reached 20 million
people.'’s 11 Ag with the #ShareTheOrange initiative, Dementia Friends
awareness raising is heavily indebted to neuropsychiatric biopolitics, with
the claims discussed in Chapter 4 forming core components of its messaging.
Indeed, two of the five core principles are “dementia is not a normal part of
ageing” and “dementia is caused by diseases of the brain”.

6.2 Awareness in Dementia Studies

As well as the high-production national and international initiatives of
major institutions that reach millions of people, awareness campaigning
is manifest on a smaller scale. Children and minoritised ethnic people are
popular targets for such programmes, the latter of which I will explore in
depth in Chapter 7. Examples include the “Kids4Dementia” scheme, which
works across several Australian schools to raise dementia awareness in
children.'”! In the UK, “Dementia Detectives” runs awareness sessions in
secondary schools."8 In the US, the “Psycho-educational Intervention for
African American Caregivers” provides several awareness modules targeting
African Americans,!”! while a series of fotonovelas have been designed to
spread dementia awareness in Latino communities.?”! Again, these initia-
tives are heavily reliant on neuropsychiatric biopolitics, promoting biogenic
disease-centred, anti-“normal ageing” conceptualisations and decontextual-
ised pseudo-psychological solutions. They represent the explicit participa-
tion of dementia studies in neuropsychiatric biopolitics because many such
initiatives are designed, run and assessed by social dementia scholars. This
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active involvement is a common feature of dementia awareness enterprises
more broadly. All these examples manifest social scientific efforts to assess
and intervene in awareness, with the aim of improving dementia-related out-
comes, albeit heterogeneously defined.

As awareness campaigns have become an increasingly influential strand
of neuropsychiatric biopolitics, a concomitant sub-genre of dementia studies
has grown around it. The above examples of specific awareness interventions
are outweighed by a far larger collection of assessments that seek to measure
what a certain population knows about dementia and appraise the goodness/
badness of that knowing. Some research that I did in 2020 revealed the rapid
proliferation of research publications attending to dementia “awareness”,
“literacy”, “understanding” and “knowledge” from 1970 to 2020. Based
on PubMed records, while dementia-related publications increased substan-
tially but steadily as a proportion of overall research publications over this
period, the proportion of awareness-focused dementia papers proliferated
massively from the early 2000s onward.?!! As a result, there now exists a
sizeable canon of literature offering assessments of the dementia awareness
(again using various terms to indicate what people think about dementia)
of many different populations, including people with dementia,?> 23! family
carers,>*2¢ healthcare professionals?”*?! and the general public, both nation-
ally®®%-331 and internationally.B% 39

These efforts to appraise dementia awareness entail the creation of various
tools to operationalise and measure a subject’s knowledge about dementia.3®!
The tools typically work by establishing a series of truths about dementia,
asking the target population questions relating to those truths, and then com-
paring the (in)congruences between the truths and the participants’ responses.
Another common way of achieving this comparison is by presenting partici-
pants with a series of true and false statements about dementia and asking
them whether they believe the statements to be true or false. The truths and
falsehoods that are used in these tools typically manifest neuropsychiatric
claims regarding dementia. For instance, the following is a collection of state-
ments about dementia from various studies. In each instance, participants
were asked to evaluate whether the statements were true or false:

Alzheimer’s disease is a normal process of aging, like graying of hair or
wrinkles. 7]

Significant loss of memory and mental ability, commonly known as
senility, is a normal part of aging. *!

All humans if they live long enough, will probably develop
Alzheimer’s disease. 1*”!

The correct? answer in all of these cases was “false”. If participants deemed
the statements to be true, then this was interpreted by the researchers as evi-
dence of poor dementia awareness. The falseness of each of these statements
largely relies on the claim that dementia is not a normal part of ageing. As
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discussed in Chapter 3, this differentiation of normal from abnormal and
ageing from dementia is difficult to sustain from a molecular or clinical per-
spective. It contains within it a series of political considerations, ranging from
the attempt to establish value-neutrality through quantified operationalisa-
tions of (ab)normality, to the regulation of clinical trials for age-related syn-
dromes (i.e. “ageing” is not a sanctioned FDA indication). With this in mind,
these awareness assessments can be understood as measuring the extent to
which participants are aligned with neuropsychiatric biopolitics. A great deal
of dementia studies scholarship appears relatively unalert to the relations
between “awareness” and neuropsychiatric biopolitics, too often assuming
that the implicated truths and falsehoods are somehow absolute. Again, an
aura of scientism perhaps discourages our criticality.

Beyond the development of awareness questionnaires and the application
of direct statements, a parallel body of dementia awareness evaluation schol-
arship achieves similar ends through qualitative means. In these instances,
researchers typically conduct more discursive interviews with select popula-
tions. Evidence of (un)awareness is subsequently located within these discus-
sions when researchers analyse them, looking for particular utterances that
relate to neuropsychiatric claims. In a similar manner to the studies rely-
ing on statement-based assessment tools, such analyses position participant
concordance with neuropsychiatric biopolitics as evidence of awareness and
discordance as evidence of a lack of awareness. Hence, across the sub-field
of dementia awareness scholarship, awareness is operationalised as an ana-
logue for compliance with neuropsychiatric biopolitics and acceptance of its
normative claims.

Neuro-agnosticism has contributed to the proliferation of biopolitical
awareness in dementia studies because assessment methods are often based
on previous assessment methods. Once established, such assessments furnish
precedents for further assessments and so on. Much contemporary aware-
ness work can trace its heritage back to the Alzheimer’s Disease Knowledge
Test,*! published in 1988, which is the oldest and most widely used aware-
ness assessment tool.*!! Developed during the NIA’s early attempts to pro-
mote public awareness of Alzheimer’s disease, the Knowledge Test was
positioned as the first robust means of measuring existing public knowledge
and appraising the efficacy of emerging awareness campaigns. With this in
mind, the familiar approach of providing correct and incorrect statements
was chosen because it was conducive to assessing participants’ instruction-
based knowledge, i.e. specific knowledge they had gained from dedicated
instructional sources such as dedicated awareness-raising interventions. The
original statements were based on advice from ten experts, including neu-
rologists, psychologists and epidemiologists. The authors note that advisers
disagreed on some statements, with the most common criticism being that
statements lacked empirical evidence. In these instances, the authors fol-
lowed the advice of the expert that they deemed most relevant to the state-
ment in question. The result was a 20-item tool that laid the conceptual
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and methodological foundations for contemporary assessments of dementia
truths and falsehoods.*"! Here, again, we can trace a contemporary strand of
the neuropsychiatric biopolitics of dementia back to the development of the
AD movement and its various initiatives in the late 20th century, working to
solidify normative commitments in reference to numerical scales.

The growth of dementia studies projects that seek to measure the aware-
ness of various populations is integral to the broader awareness economy of
neuropsychiatric biopolitics because it produces an evidence base from which
awareness initiatives can be developed. One of the most substantial exercises
in assessing dementia awareness is the work undertaken for the Alzheimer’s
Disease International World Report.*?! This report presents the results of a
huge survey of dementia awareness involving nearly 700,000 people from
155 countries. The official press release of this report opened with an appeal
to the overall lack of dementia awareness that its results suggested:

Results from the world’s largest survey on attitudes to dementia reveals
a startling lack of global knowledge around dementia, with two- thirds
of people still thinking® the disease is a normal part of ageing rather
than a neurodegenerative disorder [sic].[*’)

This headline appeal to normal ageing, as with the report generally, mani-
fests a particular form of awareness as beliefs aligned with neuropsychiatric
biopolitical commitments. The sheer scale of the World Report positions it as
a particularly potent piece of evidence regarding the state of public dementia
awareness (or lack thereof) around the world. It quickly gained much atten-
tion, including across dementia studies, being shared via social and tradi-
tional media as evidence of the lack of and importance of awareness.[** 1 As
such, the report has become key source material for those who are critical of
poor dementia awareness and advocate further campaigns to address knowl-
edge deficits.

6.3 Anti-Stigma

As mentioned, the contemporary popularity of dementia awareness sits
within a larger history of public health improvements led by educational
campaigns. Smoking cessation and sexual health are examples of areas
where targeted messaging has influenced public thought, inspired behaviour
change, and thereby contributed to advances in population health outcomes.
A rather intuitive example of an awareness-to-health pathway is making
people aware of the adverse effects of smoking, with the aim of leading
them to smoke less, leading to a lower incidence of smoking-related diseases.
However, few would suggest that making people aware that dementia is
not a normal part of ageing is going to lead to behavioural change that will,
in turn, lead to reduced dementia incidence. This begs the question — what
are we trying to achieve by raising public awareness of dementia? In essence,
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there are three answers here, each manifest in the WHO’s Global Action Plan
for addressing dementia.[*¢! The first is a relatively new and as yet underde-
veloped prevention agenda, focusing on persuading people to adopt familiar
health behaviours (less alcohol, more vegetables, less smoking, more exer-
cise, etc.) in the hope that this will reduce future dementia incidence.??% 47> 48]
I reflect on the new problems that this tradition is generating in Chapter 9.
The second is focused on encouraging people to seek a diagnosis for them-
selves and others, an issue that I unpack in Chapter 7. The third, and I would
argue most substantive, answer is to change how people think about, and
hence act toward, dementia and those affected by it in order to intervene in
phenomena that are commonly defined as “stigma”. It is this third rationale
that I focus on here.

Cynically, one might argue that greater public adherence to the biopolitics
espoused by charitable institutions may improve the financial fortunes of said
institutions. However, putting such cynicism to one side, I think it is impor-
tant to attend to the underlying rationale of the aforementioned Dementia
Friends scheme run by the Alzheimer’s Society. As noted, Dementia Friends
is predicated on the notion that a more dementia-aware public will conduct
themselves in ways that will improve the circumstances and experiences
of people affected by dementia. Central to this argument is the idea that
dementia is stigmatised. By this, proponents typically mean that dementia is
viewed in a derogatory manner, meaning that those affected by it are simi-
larly viewed in a negative light, and people act toward them in problematic
ways, informed by the stigma. Much of this work falls back on a popular,
albeit often implicit, conceptualisation of stigma as tripartite, being made up
of ignorance, prejudice and discrimination, as popularised by the psychia-
trist Graham Thornicroft.”*! We will return to this notion of stigma shortly
because the field is afflicted by poor conceptualisations, but for now, suf-
fice to say that a lot of work relies on a basic definition of stigma as igno-
rance, prejudice and discrimination blending into a sort of vague badness.
Awareness is presented as a means of addressing stigma, purportedly making
people think about and act differently (i.e. preferably) toward people affected
by dementia.

Neuropsychiatric stakeholders are instrumental in linking awareness and
stigma. As an example, the Alzheimer’s Society ambassador Carey Mulligan
has charted her own involvement in “promoting greater awareness and tack-
ling stigma around dementia”.’” The 2012 edition of the annual World
Alzheimer’s Report produced by Alzheimer’s Disease International was enti-
tled Overcoming the Stigma of Dementia and opened with the claim: “It is
very important that there is better public awareness and understanding to
reduce the stigma associated with dementia”.! Both the Alzheimer’s Society
and the Alzheimer’s Association have produced separate resources listing
reasons and methods to overcome stigma.> 3! Four of the five items on the
Alzheimer’s Association list centre on raising awareness and educating other
people. For example, point five reads:
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Be a part of the solution. As an individual living with the disease, yours
is the most powerful voice to help raise awareness, end stigma, and
advocate for more Alzheimer’s support and research.

Beyond third-sector organisations, stigma has also become a major issue in
dementia studies. According to PubMed, between 2000 and 2020, publica-
tions citing “dementia” increased by around 400%, whereas publications cit-
ing “dementia” and “stigma” increased by roughly 2500%. As a proportion
of all publications, “dementia” + “stigma” increased by 600% compared
with an increase of around 150% for “dementia” alone. Before the 21st cen-
tury, stigma was rarely mentioned explicitly in the academic dementia litera-
ture, with only four registered publications in the 1990s and one publication
in the 1980s. These are crude metrics.* That said, the sheer scale suggests
that, within the general growth of dementia studies, stigma has recently and
rapidly become a big concern, aligning with the rise of awareness described
above. Within this contemporary tradition of stigma-focused dementia stud-
ies, a sizeable body of work now exists exploring the attitudes of various
populations toward dementia and finding that dementia is generally stigma-
tised across society.>=°! Another notable strand of stigma-focused dementia
studies attends to media representations, documenting the ways in which
dementia and those affected by it are depicted in a negative manner./*0-63!
This literature largely paints a picture of dementia as heavily stigmatised in
a general sense.

It may have already struck you that the hypothesis that dementia is stig-
matised could be difficult to evaluate. For instance, in a piece of media, it may
not be immediately clear what constitutes a negative depiction of dementia.
If a film depicts a person with dementia forgetting her child’s name, is it
stigmatising dementia? What particular qualities of a depiction make it stig-
matising? Is it simply a case of whether a depiction is broadly sad or happy?
There are related questions about whether the justification for viewing some-
thing negatively influences whether or not that negativity is stigmatising.
For instance, dementia is seen as a bad thing by a lot of people, and many
would argue that this assumed badness is apt. Indeed, much neuropsychiatric
biopolitics explicitly promises to abolish dementia because it is bad. I person-
ally would not want anyone I know to go through it because I have plenty
of experience of dementia, and it can be deeply unpleasant. By thinking and
writing this, am I stigmatising dementia? If I am, does that mean that the
stigma is justified? There are blurred boundaries between stigma, pessimism
and realism here, a blurriness partly owing to that expansive definition of
“stigma” as ignorance, prejudice and discrimination. By effectively equating
stigma with badness generally, as opposed to some more particular problem,
the concept can be made applicable to a wide range of phenomena that are
deemed bad by those invoking it.

The simplistic conflation of stigma and badness has led to a research lit-
erature characterised by questionable arguments emphasising the widespread
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stigmatisation of dementia. One straightforward example of this is the use
of negative language about dementia as evidence of stigma. A classic exam-
ple is the word “suffering”, which has long been condemned across much
dementia studies for inaccurately homogenising dementia as a bad experi-
ence. The “homogenising” qualification is key here. It is certainly inaccurate
to say that people inherently and universally suffer with dementia. However,
it is not inaccurate to say that some people suffer sometimes or even that
a lot of people suffer a lot of the time. With this is mind, we understand-
ably refrain from generalising people as “dementia sufferers” in dementia
studies.* Unfortunately, the rationale behind this convention is too often
overlooked in associated scholarship, so the use of the word “suffer” and
similarly negative words in any instance is presented as stigma in and of
itself. At worst, this leads to ill-tempered and inane debates over language.!**!
Ultimately, individuals themselves are best placed to evaluate and articulate
the extent to which they do or do not suffer, and experiences vary widely.

Besides conflations with negative language, there is also an unfortunate
tendency to produce circular arguments whereby stigma is defined as incor-
rect beliefs about dementia. A lack of awareness is itself described as a form
of stigma, meaning that raising awareness will, by definition, decrease stigma
because they are defined as direct opposites. Critically, awareness here
equates to complicity with neuropsychiatric biopolitics. The conflation of
awareness and stigma, leaning into the “ignorance” qualification, is strange
because most of us do not understand lots of different things, but we do not
typically view our lack of knowledge as meaning that we are stigmatising
those things. I do not know how aeroplanes work, but few would suggest
that my ignorance is stigmatising aviation. Nonetheless, as with negative lan-
guage, a lack of neuropsychiatric awareness is used as evidence of stigma
regarding dementia. This issue is distinct from the “suffering” debate, which
typically relies on the “badness” approach to stigma, but occasionally plays
a role in arguments to the effect that a person does not properly understand
the true nature of dementia, be that suffering or not suffering.

Echoing the aforementioned approaches to awareness, much of the
stigma-as-ignorance evidence base is derived from a range of statement-
based questionnaires that have been developed to measure stigma in relation
to dementia. Again, we can find a range of interesting operationalisations
within the various items employed in research, which participants are asked
to express their relative dis/agreement with. For example, Cheng and col-
leagues’ stigma questionnaire includes the statement, “Research on dementia
is nothing but a good way for pharmaceutical companies to make profits”.[’!
Woo and Chung’s questionnaire includes the statement, “This illness is dif-
ferent from other physical illnesses (e.g., high blood pressure)”.l®l In the
studies, agreeing with these statements is indicative of stigma. It is important
to note that, while these are real examples, I am deliberately cherry-picking
for dramatic (perhaps comic) effect. There are other statements that at least
intuitively appear to be more relevant to stigma. For instance, one of Piver
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and colleagues’ items asks: “Would this disease cause you shame or embar-
rassment?”[®” The point here is that between badness, ignorance and ques-
tionnaires, the evidence base regarding stigma in dementia studies is a mess.
In a systematic review of AD stigma research, Perla Werner noted: “The
term stigma is used in these studies in a conversational way, without any
conceptual or operational definition”.[* This is not to refute the existence of
stigma in some sense but rather to note that engagements with the topic in
dementia studies are vulnerable to corruption in relation to neuropsychiatric
biopolitics.

Nonetheless, stigma has become embedded in dementia studies as a fre-
quent claim. This is evident in the common invocation of stigma as an open-
ing gambit in various outputs. Consider the following examples from the
introductions of various recent articles in the Dementia journal:

Stigma negatively impacts quality of life of people with dementia and
their family members.!*’!

Despite the high prevalence and incidence, dementia is still perceived
as a highly stigmatised condition.”!

Low levels of public understanding can contribute to the fear, stigma
and social exclusion associated with living with dementia.!”!)

In this manner, stigma has become embedded in dementia studies literature.
The existence of this stigma is used to develop and justify awareness raising. As
we have seen, this awareness-raising typically entails promoting neuropsychi-
atric biopolitics. Again, we find a situation in which a body of neuro-agnostic
dementia studies has become complicit in neuropsychiatric biopolitics. The
growth of this anti-stigma awareness economy is also another example of
how the interests of neuropsychiatric biopolitics and dementia studies are
partially entwined in the problematisation of dementia-related phenomena.
The existence of stigma as a problem warrants a corresponding assemblage
of stakeholders, resources and initiatives to interrogate and address the prob-
lem. None of this is to say that stigma, or something approaching it, is not
pertinent to dementia and the experiences of those affected by it. Rather, I
would suggest that we need to reflect more critically on the manner in which,
over a relatively brief period of time, simplistic conceptions and lax defini-
tions of stigma have flourished within dementia studies that are remarkably
concordant with certain biopolitical interests.

6.4 Anti-What?

To challenge those interests, we might do well to consider more carefully
the ways in which we are conceptualising stigma and how dementia studies
relates to it. Stigma has long been a substantive topic of interest in medical
sociology. The touchstone for much work in this area is the seminal scholar-
ship of Erving Goffman, one of the most influential sociologists of the 20th
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century. This is a useful foundation for us to begin to counter under-concep-
tualised appeals to stigma. However, as will become clear, by attending to
interpersonal phenomena, such work does not go far enough in demarcating
the structural conditions of stigma. I will expand on that point below, but
first, I will better define stigma in relation to Goffman’s highly influential
writing. Goffman produced several ethnographic accounts of social phenom-
ena surrounding psychiatric disorder, and one of his most renowned texts is
actually entitled Stigrma.’ Goffman noted that, etymologically, stigma ini-
tially described signs or indicators of a badness in a person. For example, the
Nazi regime infamously affixed badges to Jewish people to visibly demarcate
their badness. Here, the badge is the stigma. However, the meaning of stigma
has shifted over time so that it is now often applied to the badness itself.
Goffman distinguished three forms of this stigma: (1) abominations of the
body, (2) blemishes of individual character and (3) tribal stigma of race,
nation or religion. Dementia fits most neatly into the second category, which
Goffman contended is typically viewed as a matter of “Weak will, domineer-
ing or unnatural passions, treacherous beliefs, and dishonesty, these being
inferred from a known record of, for example, mental disorder”.

Another important means of differentiating types of stigma for Goffman
was the notion of discreditation. A person with a stigma can be either dis-
credited or discreditable. The former typically has some form of difference
that is immediately tangible to others, such as a visible physical deformity.
The latter has a difference that is not instantly obvious and can potentially
be concealed from others so that the person might partly evade the stigma
and its social implications. Like many other psychiatric disorders, dementia
is often discreditable. It can be difficult to tell whether a person has dementia
simply by looking at him or her. When encountering a person, we can see
neither their cognition nor neurophysiology. It is usually only through the
discovery of additional information, perhaps from the person’s behaviour or
the testimony of family members, that we come to suspect that something is
amiss. In light of this, I have researched and written about the attempts of
people with dementia to protect themselves from the discreditation of social
stigma by concealing their impairments.”>~5! In the everyday lives of people
with dementia, this means that personal experiences of stigma can be poten-
tial rather than automatically assured.

I have repeatedly found evidence of this potential stigma in my research.
When I interview people affected by dementia, they typically speak of
“stigma” when referring to their belief that people generally perceive demen-
tia in a derogatory manner, a finding echoed in other studies.”® 77! The con-
viction that other people view dementia, and therefore those affected by it, in
this stigmatising way, feeds into fears about being perceived to be a person
with dementia and treated differently, perhaps badly. I have found that this
fear of the perceptions and responses of others can lead people with dementia
to conceal their diagnoses where practicable. Likewise, carers have often told
me of their concerns that their loved one will be viewed and treated badly
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by other people because of the dementia.”> 7 Again, this finding is echoed
in the wider literature, though it is important to note that some people find
it helpful to openly engage with their diagnoses as a means of resisting the
potentially stigmatising perceptions and actions of others.[”®! There is, then,
evidently a sense in which dementia is subject to stigma in the experiences of
those affected.

When considering these conversations, I am struck by the way in which
stigma is articulated as something that others will haveldo if the presence
of a dementia is made apparent. People with dementia do encounter pal-
pable stigma in their interactions with others, but my interviewees mostly
speak of stigma in more general terms rather than as something manifest
in specific incidents. In these discussions, stigma is a potential evil to guard
against rather than something that has happened or is happening. It might
be tempting to deem this anticipation of stigma as somehow less bad than
the more active stigma that is represented in much literature. However, the
effects of anticipated stigma on those who anticipate it are not necessarily
any less detrimental. In practice, the assumption that dementia is stigmatised
by others can trigger experiences of anxiety and self-derision that dramati-
cally worsen people’s lives, irrespective of whether the assumption is correct.
Hence, stigma can have a harmful potency simply by virtue of its possibility.

This observation of stigma — as something that is anticipated — resonates
with the work of sociologist Graham Scambler on the distinctions between
felt and enacted stigma. Writing on the experiences of people with epilepsy
in the 1980s, Scambler contested the dominant sociological conceptualisa-
tion of stigma as mainly manifest in the discriminatory attitudes and behav-
iours of other people. Instead of this “enacted” stigma, Scambler argued that
stigma was more typically rooted in the perceptions of people with the stig-
matised condition. This “felt” stigma was no less problematic than enacted
stigma. It was characterised by shame, fear and self-isolation as a means of
guarding against the possible enacted stigma of others. Ultimately, the effects
of felt and enacted stigma are similarly realised in as much as the person feels
bad about themselves and is socially isolated, but the mechanisms differ.
Hence, an expectation of stigma can be as painful as an outward experience
of stigma.[”* 80

My most affecting experience of felt stigma and the dramatic impact that
it can have on somebody’s life occurred during some interviews that I con-
ducted with Brian,® who had been diagnosed with mixed dementia. His most
pronounced symptom was aphasia, which significantly impaired his ability
to speak. Aphasia is a clear example of a discreditable stigma. To observe
Brian as a passer-by, you would see an ordinary man going about his busi-
ness in an unremarkable fashion. However, if you were to engage him in
conversation, his word-finding and pronunciation impairments would imme-
diately reveal some form of cognitive dysfunction. Brian repeatedly lamented
the risk that his dementia would be discovered if he spoke to people. He was
convinced that any interlocutor would quickly recognise his dementia and
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judge him harshly because of it. His family members refuted his fears, claim-
ing that this did not happen in practice, but Brian was adamant in his belief
and reiterated it with considerable emotion several times. In consequence,
Brian deliberately removed himself from interaction with others. He pre-
ferred the perceived safety of self-imposed isolation to the risk that people
would view him detrimentally. Felt stigma caused him substantial unhappi-
ness and loneliness, and hence qualitatively worsened his life irrespective of
enacted stigma.

There are important points to clarify in relation to felt stigma: (1) it mat-
ters and can have profoundly negative effects, irrespective of any questions
regarding the “validity” of the stigma, (2) it does not mean that enactive
discrimination does not exist and (3) it is structurally constituted rather than
representing some intrinsic psychic characteristic. This latter point is critical,
and I will return to it shortly. It is important to state clearly here that Brian’s
story demonstrates the gravity of felt stigma. It does not refute the reality or
severity of the ways in which people with dementia are viewed and treated by
others. Many people with dementia are treated badly because of derogatory
assumptions that others make about them based on their diagnoses. Several
people have told me of various instances where others have treated them
differently because of their dementias. One woman told me how her hus-
band’s friends steadily lost contact following his diagnosis. Another woman
described overhearing a group of acquaintances talking disparagingly about
her husband and his illness. One man with dementia lamented the way in
which his doctor would talk to his wife on his behalf despite him being in
the room. These instances of hurtful treatment by others, enacted under the
influence of assumptions regarding dementia, evidence the manifest reality
of something, faced by people affected by dementia at the hands of others,
that we might understandably put into a category called “stigma”. However,
we would be remiss to think that stigma is solely enacted by others, thereby
overlooking the substantial harm that is realised through the felt stigma of
the discreditable.

Some contemporary dementia studies literature recognises the need to
be attentive to felt stigma, or at least similar conceptualisations.[** 8! That
said, a large body of scholarship simply treats stigma as either derogatory
or mistaken views about dementia held by other people and realised in the
negative treatment of people with dementia. Again, this is the simplistic
approach to a badness made up of ignorance, prejudice and discrimination.
As noted, the correct views of dementia are aligned with neuropsychiatric
biopolitics, so the anti-stigma awareness economy that has flourished around
these ideas can be understood as another example of neuro-agnostic com-
plicity. To clarify, this is not to say that no good has or can come of that
economy, but its own explicit aims (i.e. stigma reduction) do not appear to
have been satisfied.®? A lack of critical attentiveness has led to a body of
dementia studies inadvertently serving a particular biopolitics and its nor-
mative commitments. The problem here is not simply that these endeavours
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are conceptually and empirically flawed, nor that they are straightforwardly
uncritical. As well as these concerns, there is also a risk that anti-stigma
awareness biopolitics inadvertently exacerbates stigma and thereby worsens
the circumstances of people affected by dementia. In this manner, as I will
explicate in the next section, felt stigma is structurally determined by wider
biopolitical machinations.

Ultimately, “stigma”, in its contemporary messy form, can be an unhelp-
ful concept in dementia studies. This is not only because of its conceptual
impoverishment but also because it too often serves to individualise (either
enacted by a perpetrator or felt by a victim) what is better conceptualised as
biopolitical structural positioning. By this, I mean that the neuropsychiatric
biopolitics of dementia generates the conditions within which felt stigma is
not only possible but probable. It positions us as the enactors and feelers of
stigma, as I will outline in the next section. With this in mind, I argue that
stigma can be more astutely understood as the constitution of people in rela-
tion to ideas, particularly the othering of those that fall on the wrong side
of governing definitions. Even a more conceptually robust appreciation of
discreditation and felt stigma can easily be misconstrued as something that
is either attributable to the personal or the interpersonal. Such a reading
risks reiterating the shortcomings of early psychosocial dementia studies in a
manner that has been roundly critiqued over recent years for its sociopoliti-
cal naivety and concurrent blaming of individuals. Here, Goffman’s contin-
ued influence on stigma theorisation, while helpful in encouraging richer and
more precise definitions of stigma as it is immediately manifest and experi-
enced, can lead to misleadingly astructural analyses that obscure the wider
determinants of those experiences. The challenge, then, is to take intellec-
tually robust and experientially meaningful theorisations of stigma and to
develop more critical social scientific sensitivities toward the structural deter-
mination of that stigma.

Advocating for a more structural interrogation of stigma, Heather Stuart
and Norman Sartorius have argued that awareness-based interventions “do
little to change the accumulated practices of social groups and social struc-
tures that systematically disadvantage those with mental ... problems”.[3!
would go further in suggesting that they may contribute to those structures
of disadvantage, as I will explicate in the next section. My overarching argu-
ment is that we can attend to the enacting and the feeling of stigma (drawing
on well-established theorisations of stigma) as something that is fundamen-
tally structured beyond the interpersonal level and that the neuropsychiat-
ric biopolitics of dementia plays an important role in that structuring. A
critical dementia studies approach to stigma must target the sociopolitical
structuring of stigma, and by extension, a neurocritical dementia studies
must deconstruct and resist the structuring of stigma in relation to neu-
ropsychiatric biopolitics. In line with Stuart and Sartorius, one means of
beginning that work is by attending to the othering capacities of the aware-
ness economy.
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6.5 Ageless Othering

The conceptualisation of stigma as discrimination stemming from preju-
dice and ignorance has informed anti-stigma approaches that seek to spread
certain forms of awareness. As noted, this awareness typically manifests
a neuropsychiatric biopolitics of dementia. It, therefore, reiterates core
ideas regarding disease and ageing. This is evident in a collection of differ-
ent approaches to dementia awareness. Some stakeholders have sought to
remove the badness from dementia through the promotion of accounts of
people living well with dementia. These types of initiatives often rely on the
expertise-by-experience of people who have been diagnosed with a dementia
but who maintain sufficient cognitive abilities to be able to effectively act as
spokespeople, a role that would be highly demanding for many of us with-
out dementia. I have met several such people, and their existence certainly
undermines exclusively negative depictions of dementia. For instance, Wendy
Mitchell is now a household name in dementia studies, having co-authored
two books about her experiences of living with dementia. She has stated that
her ability to articulate her experiences through writing poses a direct chal-
lenge to readers who might otherwise stigmatise people with dementia by
assuming that they are inherently incapable.®4

To understand the recent emergence of these dementia role models, we
have to return once more to the shifting aetiological hypotheses of dementia.
As discussed in various places throughout this book, repeated drug trial fail-
ures have led to a slight reconfiguration of dominant ideas about what causes
dementia. The result is a lifecourse model of dementia, wherein pathological
processes begin decades before symptoms first become evident. The thinking
goes that if we intervene once symptoms have developed, then it is already
too late. This shifting of dementia into earlier life has been coupled with
drives for increasing early diagnosis rates.*’! Indeed, in 2014, the Department
of Health sought to pay GPs in England £55 per diagnosis, which proved
unpopular and was swiftly abandoned.®®! The overall expansion of diagno-
sis, at least up until the COVID pandemic, is evident in data published in the
Lancet. Between 2005 and 2015, the number of people living in the UK who
were diagnosed with dementia doubled.®”’ COVID likely undermined these
efforts, but in late 2022 the NHS launched a new dementia diagnosis drive
to proactively screen care home residents, beginning with a £900,000 pilot
scheme.®¥ Targeted diagnostic transformations of this kind inevitably have
an impact on the nature of the diagnosed population. Somewhat predictably,
that population now contains people who are younger, more cognitively able
and generally more well than one might anticipate of a person with demen-
tia based on historic stereotypes. To some extent, these people are seeking
to challenge those stereotypes through their own existence. Their very lives
showcase an unorthodox, and perhaps more palatable, dementia.

Intriguingly, this development has catalysed a sort of identity-politics
contestation of dementia, played out across academic publications, social
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media, conference presentations and workshops.® Again, this contesta-
tion revolves around the questions of legitimacy that seem to perpetually
dog dementia. Prominent advocates manifest a version of living well with
dementia. In response, a coalition of medical professionals and carers of peo-
ple with advanced dementia accuse those people of misrepresenting demen-
tia, being misdiagnosed, or even pretending to have dementia. Retaliating,
various stakeholders berate these “dementia doubters” for attacking promi-
nent advocates and questioning their diagnoses.*?3 These arguments are
emblematic of wider struggles within disability politics to attend to notions
of representation and legitimacy, whereby figureheads with any disability
will usually tend to be unrepresentatively capable and privileged simply by
virtue of the demands placed upon them.

This situation evidently causes great anger and upset to many people. It
also serves to underline the high stakes of dementia biopolitics as it contin-
ues to evolve. Relationally negotiated and personally important identities, be
they carer, clinician, patient or person living with dementia, are imperilled
on both sides, though the power dynamics are evidently unbalanced. Here
we can see the ultimate risk of tying ourselves too absolutely to any specific
normative commitments regarding dementia. It is a concept which has been
transformed several times over the past two centuries and will undoubtedly
be unrecognisable in another two. For the time being, it is probably unwise to
commit steadfastly to specific prescriptions of what dementia is and what it
is not. As outlined in the previous chapter, we must be mindful of “dementia
heterogeneity” and the tendency for abstractions to represent a lot of people
poorly and no person well.

One of the major tensions within this dementia identity politics is the ques-
tion of positivity versus negativity. On the one hand, a core rationale of “living
well” advocacy is to challenge negative perceptions of dementia, but, on the
other hand, to emphasise the positive aspects of life with dementia risks sani-
tising circumstances that, for many people, are terrible. At worst, critics have
claimed that it promotes a blame-laden ethic of wellness, whereby not living
well with dementia is a personal failure. This debate often focuses on “living
well” versus “suffering” depictions, but another interesting example of potential
sanitation is the de-ageing of dementia. As noted, prominent advocates with
dementia are not only well-er than the average person with dementia, but they
are also typically younger. In a recent survey of social media personalities diag-
nosed with dementia, the average age was 59,04 whereas the average age of
onset for dementia in the general population is 80.°°! At the time of writing, the
Alzheimer’s Society lists 12 ambassadors who have dementia. Of those, seven
were diagnosed in their fifties and four in their early sixties,”®! while around 95 %
of people with dementia in the UK are aged 65 and above.’” Hence, dementia
advocacy is not only sanitised in terms of cognition, albeit understandably so,
but it is also stripped of its characteristic agedness, perhaps somewhat inten-
tionally as a counter to focusing on late-stage dementia. It is important to note
that the same trend is evident in dementia research. A recent meta-analysis of
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dementia research published in 2018-2019 found that participants were typi-
cally unrepresentatively young, likely because dementia in younger people is
often more phenotypically pure and, therefore, easier to study.”®

Again, the problematic relationship between dementia and ageing rears
its head, accompanied by attempts to separate the two. It has been widely
noted that negative imaginaries of ageing and dementia are often intimately
entwined.””> 1% To this end, gerontologists Paul Higgs and Chris Gilleard
have explored the role of dementia within wider negative beliefs about
advanced old age that centre on “fears of mental and physical decay”.l"!
These fears emphasise the danger that the oldest old lose all agency, an idea
by which later life comes to be defined. Nothing represents this loss more than
dementia. To this end, Higgs and Gilleard have argued that “the prospect of
becoming demented represents a major fourth age fear more profoundly than
any other infirmity”.'"? Beliefs regarding the negative nature of dementia
are among the most predominant manifestations of wider fears regarding
the situation of extreme agedness. A wealth of material exists across critical
gerontology documenting the many negative ways in which older age is gen-
erally viewed. Indeed, there is a flourishing tradition of critical scholarship
attending to notions of ageism.[103 104

With the attitudinal relations between ageing and dementia in mind, it
is easy to see why anti-stigma campaigners might seek to decouple the two
entities, a strategy that echoes the wider neuropsychiatric pulling apart of
ageing and dementia. As discussed in Chapter 4, the claim that “dementia
is not a normal part of ageing” is a core message of the neuropsychiatric
biopolitics of dementia and one that encompasses a complicated collection of
ideas and interests. The tensions are somewhat comically evident in ARUK’s
Dementia Statistics Hub, which claims that, “It is a common misconcep-
tion that dementia is a condition of older age” alongside statistics show-
ing that around 95% of people with dementia in the UK are aged 65 and
above.’”I The historian Jesse Ballenger has argued that the medicalisation of
senility and senile dementia through the 20th century was partly an attempt
to reduce the stigmas associated with ageing and dementia that effectively
contaminated and amplified one another.['%]

To some extent, it makes sense that bracketing out a widely feared illness
like dementia would make ageing more palatable. If you are not necessarily
going to get dementia when you get older, then getting older might be less
scary. The parallel line of argument is less intuitive because by removing
“normal ageing” from dementia, awareness campaigns essentially demarcate
dementia as the abnormal other category. We find ourselves in the perplexing
position of emphasising abnormality as an anti-stigma strategy. This is evi-
dent in various institutional claims regarding stigma, dementia and ageing:

The British Psychological Society: Negative attitudes towards dementia
can be perpetuated by the false belief that dementia is caused by normal
ageing.[10¢
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NHS: All across the country dementia friends sessions, run by demen-
tia champions, are disseminating awareness about dementia. Largely
that it’s not part of normal ageing, it is caused by brain diseases such
as Alzheimer’s disease ... This is one way in which the stigma around
dementia will be lessened.%”!

London School of Economics: Results from the world’s largest sur-
vey on dementia related stigma reveal a lack of knowledge about the
condition, with two-thirds of people thinking dementia is a part of nor-
mal ageing.[%%!

Here, the conflation of stigma with misunderstanding, coupled with the con-
flation of understanding with biopolitics, leads us to a counterintuitive argu-
ment that the normalisation of dementia in terms of ageing is stigmatising.
This underpins an argument for awareness interventions, whereby denor-
malisation is cast as a means of destigmatisation. Here, yet again, the matter
of ageing causes significant difficulties for the neuropsychiatric biopolitics,
leading to an unsettled de-ageing of dementia.

6.6 Abnormal Othering

Biopolitically, the denormalisation of dementia by distinguishing it from
normal ageing is largely realised through appeals to brain disease and the
abnormality of pathology. To reiterate the discussion in Chapter 4, appeals
to pathophysiological disease entities rely on quantified notions of normal-
ity and abnormality as meaningfully distinct things. At the basic molecular
and cognitive scales, this binary is difficult to sustain, but biopolitically it has
proved successful. The aforementioned Dementia Friends scheme is indica-
tive of this approach to destigmatisation via the biopolitical denormalisation
and pathologisation of dementia. The first two of its five core messages are
that “dementia is not a normal part of ageing” and “dementia is caused by
diseases of the brain”. The explicit aim of Dementia Friends is to foster social
environments that are more conducive to the well-being of people affected
by dementia, whereby the public is more understanding and therefore acts
in better ways. The implication is that a society in which the public views
dementia not as a normal phenomenon of later life but rather as a pathologi-
cal entity is a society that is more dementia-friendly in attitude and practice.

The appeal to normal/abnormal divisions as a basis for social enablement
echoes an established biogenic approach to illness-related stigma. The bio-
genesis of psychiatric disorder has long been championed by advocates as
a means of extending sick role allowances to people whose behaviours are
deemed problematic by others (and often themselves). The premise of such
arguments is that if mental illness is the same type of thing as other diseases,
then the people affected by it are equally beyond reproach and equally deserv-
ing of our sympathy, understanding, care and resources. People are absolved
from the moral badness that would be attributed to their behaviours were it
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not for the underlying disease.!'" The badness is shifted to pathophysiologies,
beyond individual control or responsibility, as opposed to personal moral
failings. This enhanced social acceptability of abnormal behaviour when it
is attributed to a disease entity can make psychiatric diagnoses incredibly
valuable, affording those affected greater public sympathy!'?, We find simi-
lar arguments in relation to dementia. Troublesome behaviours are beyond
reproach because they stem from people’s brains, and you cannot blame peo-
ple for what their brains do. For instance, when responding to challenging
behaviour by people with dementia, the Alzheimer Society Canada recom-
mends that we “Assure them that this is not their fault or intentional, but a
result of the disease”.!!!]

There has been a lot of debate over the efficacy of biogenic messaging as
an anti-stigma strategy.''?! The evidence does indicate that there is likely
some reduction in the moral attribution of responsibility and hence blame,
with the public deeming physiologically diseased people to be less morally
accountable for their behaviour than if it were not rooted in a biological
disease entity.""3] Unfortunately, reviews of empirical studies suggest that
biogenic accounts of psychiatric disorder might actually exacerbate nega-
tive public attitudes. This is partially because a person whose behaviours are
beholden to a disease rather than to him/herself is often seen as dangerously
unpredictable and beyond control.l''* 151 Biogenic aetiology also emphasises
the otherness of those affected because it points to the tangible physical dif-
ferences between them and us,"'® "l and individualises the problems that
“stigma” encompasses by appealing to decontextualised ideals of an-illness-
like-any-other.''?! This latter observation is particularly concerning, given
contemporary sociological work on structural stigma. Felt stigma does not
arise ex nihilo but instead represents what Stuart and Sartorius have articu-
lated as the trickling down of structural stigma into people’s personal lives.
Structural stigma is the amalgamation of sociopolitical circumstances that
collectively constitute inequalities, from laws that differentiate legal rights
based on diagnoses to stereotypes that render some people less likely to be
employed than others.[®3) Awareness-raising appeals to biogenesis emphasise
the influence of disease entities as fundamental causative agents underpin-
ning the badness experienced by those affected. Such arguments risk attribut-
ing a wide array of extrinsic problems to an ill individual."'?!

Appeals to biogenic pathology as a means of destigmatising dementia are
complicated because dementia has been widely conceptualised as a normal
feature of later life for a lot of history by a lot of people. Indeed, it is only
really under the contemporary influence of neuropsychiatric biopolitics that
this general conception has started to shift, and even now, the normalisa-
tion of dementia as a component of ageing remains relatively commonplace
worldwide. Where it has taken hold, there is debate regarding the (anti-)
stigmatising effects of this denormalising biopolitics. Some have argued, in
line with biogenic anti-stigma arguments more broadly, that the contempo-
rary attribution of cognitive impairment in later life to disease processes has
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effectively reduced stigma by attributing behaviours to neuropathology and
thereby removing the personal moral blame that was historically attributed
to people with dementia.l"!”! Others have contended the opposite, that the
rise of our contemporary disease-based notions of dementia has exacerbated
stigma because what was traditionally a natural feature of human life is
increasingly depicted as a highly prevalent incurable disease, stoking public
fear, particularly among older people.[''®! Ultimately, the state of contem-
porary anti-stigma scholarship and associated awareness-raising endeavours
under the influence of neuropsychiatric biopolitics means that it is difficult to
assess these claims. Moreover, the effects are likely heterogeneous and subtle.

What is clear is that, once again, despite a lack of robust evidence regard-
ing stigma, awareness and the effects of intervention, neuropsychiatric
biopolitics continues to pursue related strategies. These strategies are typi-
cally aligned with the interests of key stakeholders. To repeat Robert Butler’s
earlier-quoted admission, the dementia economy relies on generating and
amplifying a “health politics of anguish”.""”! In this manner, stigma can be
a lucrative medium for resource accumulation if it motivates publics to act
to change the entity that is stigmatised.!'?”! In particular, fear of dementia
translates into funding for organisations, initiatives and individuals that are
positioned as working toward defeating dementia. Hence, despite the com-
plicated circumstances detailed in this chapter, we must not shy away from
recognising the real material interests that are at stake in the anti-stigma
economy. Felt stigma, while deeply personal for those affected, is but a mani-
festation of overarching biopolitical machinations, normatively driven, often
in lieu of evidence, and serving stakeholder interests at the expense of those
affected by dementia.

There is certainly a great deal of good intention underpinning a lot of the
associated awareness-raising activity. However, good intentions do not nec-
essarily entail good outcomes. There is a risk that anti-stigma and awareness-
raising endeavours inadvertently contribute to something resembling the felt
stigma described above by emphasising neuropsychiatric claims regarding
the distinction between normal ageing and abnormal dementia, the grav-
ity of this highly prevalent disease entity and the importance that we all
engage appropriately with it. Reflecting on the neuropsychiatric biopolitics
of awareness-raising around psychiatric disorders generally, the sociologist
Nikolas Rose has questioned the ramifications of “all the anti-stigma cam-
paigns, the fun runs, the celebrities speaking out, the argument that mental
ill-health is, on the one hand, part of everyday experience and, on the other,
just an illness like any other”.5! He points to the danger of benevolent other-
ing.[?! This is a phenomenon wherein particular populations, such as people
with psychiatric disorders, are subject to targeted public attention as a means
of generating sympathy, which unintentionally singles them out by pointedly
indicating their otherness. Hence, it is perhaps unsurprising that evidence
suggests that more than two decades of major international anti-stigma cam-
paigns regarding mental illness have not reduced purportedly stigmatising
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public attitudes.??! This observation supports the idea that the awareness
economy itself is a key structural determinant of stigma.

There is a well-known quote, attributed to French surgeon René Leriche,
that, “Health is life lived in the silence of the organs”.['?)! By this, he meant
that we are often only truly well when we are ignorant of our wellness and/
or illness altogether. Attentiveness to illness, even if couched in positivity, is
inherently suggestive of an experience of illness. There is some merit to this
observation, but it is not as if we can overcome ill health simply by ignoring it.
Dementia would not go away if the awareness campaigns stopped. As noted
throughout this book, the neuropsychiatric biopolitics of dementia cannot be
characterised as either a good or a bad thing outright. The spread of demen-
tia through public consciousness since the late 20th century has undoubtedly
generated some positive effects, but it has simultaneously cultivated a demen-
tia economy predicated on the othering of cognitive impairment in later life.
Echoing this latter sentiment, professor of psychology Patrick Corrigan has
strongly rebuked educational anti-stigma campaigns generally, arguing that,
“education, at least for adults, is an overrated, mostly feckless approach to
erasing stigma. In some ways, the educational zeal of the Western world is
the biggest example of the stigma effect”.['>*l Different stakeholders reap dif-
ferent rewards from this economy. Biopolitical stakeholders such as research
charities reap donations, and people affected by dementia reap stigma.

Despite having only been popularised over the past half-century, echoed
and upheld in popular culture,/'>-'?”1 dementia now ranks among the pub-
lic’s most feared conditions and is consistently the most feared illness among
older people.'?! It is probably no coincidence that the emergence of this
fear has coincided with attempts to make dementia “a household word”, to
use the phrase of NIA founder Robert Butler. In this context, it is probably
also no coincidence that I have encountered so much felt stigma among peo-
ple affected by dementia. The constant disambiguation from normal ageing,
coupled with an emphasis on disease and its grave epidemiological implica-
tions, provides copious fodder for stigma. Whether these developments have
led to corresponding declines in something akin to enacted stigma and how
such decline compares to the impact of felt stigma is unknown and perhaps
unknowable. The limited dedicated research that exists suggests relatively
little effect.®?! Across psychiatric disorder generally, the imposition of insti-
tutionalised knowledges into public thought has provided new means for
dividing “us” from “them”.0'?2 What is clearly observable is the uncritical
complicity of much dementia studies scholarship in neuropsychiatric biopoli-
tics, manifest in dementia awareness and anti-stigma.

Before ending this chapter, I want to be particularly explicit in rearticulat-
ing some of the arguments that I have made because the issues that I have
covered can be contentious. First, a lot of bad feeling has been generated
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by arguments regarding the status of dementia advocacy. I am in no way
contesting the nature of specific people’s diagnoses and experiences that are
in the public domain. Indeed, given the nebulousness of contemporary defi-
nitions of dementia, as explicated throughout this text, it is actually rather
difficult to see how anybody can make definitive statements about who does
and who does not have dementia. After all, if we are to follow the latest diag-
nostic guidance from the NIA and Alzheimer’s Association workgroup, then
most of us have AD.

Importantly, and perhaps surprisingly, I also have sympathy for the people
who attack this form of dementia activism. For some clinicians, articulate
advocates with dementia represent a new iteration of continuously evolving
dementia classifications that may seem alien and hence alienating. From this
perspective, those whose professional identities are tied to older notions of
dementia face a similar existential challenge to the one experienced by the
advocates whom they publicly denigrate. Similarly, people who are expe-
riencing profound suffering due to dementia can look at those who seem
to be prospering with a bitterness that is entirely understandable given the
situations in which many people affected by dementia find themselves. The
ill-tempered nature of the debate is regrettable, but emotional responses are
entirely understandable and can easily be exacerbated by social media plat-
forms. We could have some sympathy for those with painful experiences who
are alienated by the evolving nature of dementia. A more neurocritical stance
toward the biopolitics of dementia, as it influences the anti-stigma landscape,
could enable us to do so by revealing the shaky nature of the knowledge
claims upon which the debates are based and the power that those claims
can exert over people’s lives. This would encourage us to move beyond the
moralisations of individuals’ actions and to instead understand them in terms
of structured stigma — enacted and felt.

Second, I am in no way suggesting that dementia is not subject to vari-
ous derogatory attitudes. Neither am I suggesting that people affected by
dementia are not judged detrimentally by others, that they do not face real-
world mistreatment or that their own perceptions of this negativity are, in
some sense, hyperbolic. I have repeatedly emphasised that a person’s own
perception of such phenomena is a sincerely grave issue that can have pro-
foundly damaging effects on their own life and the lives of those around
them. Ultimately, discussions of stigma too often individualise and psychol-
ogise structural forces that are extrinsic to individuals but might be expe-
rienced personally and potently as felt stigma, that is, the context-driven
expectation that something stigma-esque and fundamentally undesirable will
happen (or be done) to the person with dementia. My criticisms herein are
not centred on the existence of stigma altogether or the undesirability of its
effects, but rather on the manner in which a neuro-agnostic dementia studies
often engage with it in line with neuropsychiatric biopolitics. A more critical
dementia studies, particularly one inspired by critical psychiatry and critical
gerontology, can pursue more robust conceptualisations of such phenomena
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and problematise the relations between neuropsychiatric awareness endeav-
ours and the manifestations of stigma it purportedly addresses.

Stigma is repeatedly approached as something people do to other people at
the level of human interaction. Conceptually, this interpersonal stigma ech-
oes the shortcomings of psychosocial dementia studies scholarships that cen-
tre on relational selves. On the one hand, it downplays the importance of felt
stigma, which can have a profound impact on the lives of those affected. On
the other hand, it obscures structural manifestations of stigma that consti-
tute contexts wherein felt stigma is a reasonable response. In an ironic twist,
well-intentioned stakeholders in the awareness-economy risk exacerbating
stigma by perpetuating the neuropsychiatric biopolitics of dementia through
their various initiatives. The two facets of stigma relating to dementia — felt
stigma and biopolitical othering — are resonant with one another. Both are
likely worsened by interpersonal approaches predicated on a conviction that
if publics can be made sufficiently aware, then good citizens will somehow
stop doing stigma. Meanwhile, the dementia research economy simultane-
ously supports anti-stigma work and accrues resources by spreading certain
forms of “awareness”, e.g. that people with dementia are abnormal and that
their brains resemble decomposing oranges.

In lieu of therapeutics or related progress, it is understandable that
awareness raising as a response to dementia has a certain appeal. When
a problem is very difficult, and we are largely at a loss for solutions, anti-
stigma and awareness-spreading endeavours can sometimes be comforting
because at least we are doing something rather than nothing.["* However,
uncritically applying ourselves to the promotion of an ageless disease is not
inherently going to improve the lives of people who do suffer the conse-
quences of stigma. As I have argued in this chapter, it may even exacerbate
a pervasive felt stigma by cultivating the structural conditions of stigma
that we have paid too little attention to. Moreover, there is even a risk that
by promoting awareness as the solution to stigma, we are inadvertently
contributing to a culture of victim blaming that characterises the neuropsy-
chiatric biopolitics of dementia. It is to this danger that I will turn my atten-
tion to in Chapter 7.

Notes

1 I use the word “awareness” a lot, meaning efforts to engage with (measure and/
or alter) what is known by X population, to draw attention to the biopolitical
work that is being done and the resonances with trends across mental illness more
broadly. In practice, the field is replete with alternative terms, e.g. “knowledge”,
“attitudes”, “understanding”, “literacy” and “beliefs”. In the case of dementia,
there is also the added terminology of “friendliness”, which I unpack in Chapter 8.
I am particularly cautious of “knowledge” and “belief” due to their function in
racialising dementia, which I discuss at length in Chapter 7.

2 According to each respective study.

3 Note attitudes, knowledges and thoughis all in one sentence.
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4 Diana Rose has argued that the proliferation of stigma-focused academia has been
driven by its considerable capacity for bibliometric impact. For concerned schol-
ars, stigma-related publication can be a productive strategy.[*¥

5 “Brian” is not his real name. I have used a pseudonym to protect his identity.
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7  Moralising Ethnicity

Governance through the Racialisation of
Outcomes

In this chapter, I consider how the neuropsychiatric biopolitics of demen-
tia is bound up with a recent problematisation of ethnicity facilitated
by an uncritical dementia studies. I begin by charting the 21st-century
escalation of interest in ethnicity across the dementia economy. In the
context of wider political sensitivities to race and ethnicity, a range of
dementia-related ethnic inequalities have become a major concern for
charities, governments and researchers. This turn toward ethnicity as a
dementia-related issue encompasses a collection of developments that
should be of concern for dementia scholars, from the operationalisa-
tion of social difference (i.e. how we collate and compare people) to the
attribution of blame for bad outcomes. After outlining dementia’s eth-
nic turn generally, I unpack core representations of inequality, whereby
a range of different dementia-related outcomes, such as diagnosis rates
and medication use, are normatively evaluated as either good or bad. I
argue that these normative appraisals of select outcomes are not based
on evidence. Instead, they are grounded in intuition, convention and
the wider influence of neuropsychiatric biopolitics, with which they are
broadly aligned and hence serve to substantiate.

Once I have assessed the biopolitical nature of outcome measures in
appeals to ethnic inequalities, I then consider the operationalisations
of ethnicity used in such appeals. The extent to which ethnicity func-
tions as a category fallacy in social scientific analyses has long been
debated, and problems in this vein continue to undermine appeals to
dementia-related ethnic inequalities. More than this, I argue that the
use of ethnicity (however it is conceived) as a means of stratifying out-
comes implicitly positions those inequalities as intrinsically ethnic in
nature. Hence, it racialises them, irrespective of differences and simi-
larities within and between the categories that are used. This leads to
a problematisation of ethnicity, particularly minoritised ethnicity,' as a
causal factor, itself contributing to the bad outcomes with which it is
associated. From this position, arguments centring on notions of cul-
tural inadequacy are commonly presented as explaining the observed
ethnic inequalities. I contend that such arguments echo historic raciali-
sations of psychiatric disorder to position minoritised ethnic people as
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victims of ethnically distinct characteristics that are intrinsic to them
rather than extrinsic structural constraints.

Following my discussion of the mechanics of this problematisation
of ethnicity, I argue that the ethnic turn, within which dementia stud-
ies itself plays an important role, actively supports a neuropsychiatric
biopolitics of dementia. I suggest that it does so by linking the “bad-
ness” of minoritised ethnicity with a failure to comply with neuropsy-
chiatric biopolitics through the self-governance of personal conduct.
Minoritised ethnicity becomes a cautionary tale of how not to be,
showcasing the importance of neuro-compliance. The imagined ethnic
other does not think right, does not act right, and is therefore doomed
to suffer. In response, I argue that a more critical dementia studies
should reflect on how it engages with ethnicity, particularly by asking
whose interests are best served by that engagement, and to especially
consider the extent to which such engagements might be considered
racist. Rather than developing educational interventions to somehow
improve minoritised ethnic people, we could pursue more pluralistic
approaches to dementia that recognise the value commitments at stake
in various perspectives and resist the tendency to position some ideas as
inherently superior.

7.1 The Ethnic Turn

In this first section, I want to characterise the ethnic turn across the dementia
economy, including dementia studies. This begins with some contextualisa-
tion because the making of ethnicity into a particular type of problem in
relation to dementia can only be understood within a wider methodologi-
cal and political landscape of race and ethnicity. The health-related social
sciences have for a long time pursued the stratification of health outcomes
in reference to demographic categories as a form of analysis, typically rely-
ing on class and gender. Historically, ethnicity has been comparably absent
in these approaches. This is partly because people from minoritised ethnic
backgrounds were simply considered less important as foci for research. It
is also because ethnicity and race have traditionally been more contentious
sociological concepts, subject to ongoing debates about the biological-ness
and cultural-ness of such categorisations.!!l Indeed, I will consider the nature
of what is contained within and what is excluded from ethnic categorisations
later in this chapter. For now, suffice to say that ethnic categories are not
natural entities with fixed boundaries and intrinsic properties, but instead
reflect an attempt to highlight some specificities and obscure others in much
the same way as was discussed at length in Chapter 5.

Race, in its old biological uses, has steadily fallen out of fashion in much
health research, given its associations with the 19th- and 20th-century beliefs
that all people could be allocated to a handful of physiologically, and often
psychologically, distinct races. This operationalisation of race has proved
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scientifically and politically problematic, making little biological sense and
often manifesting assumptions of white supremacy. Ethnicity complicates
biologised notions by leaning heavily on culture, partly as a means of escap-
ing the dubious history of race. Contemporary critical sociological uses
of race largely echo this complexified ethnicity. However, ethnic and cul-
tural groupings are typically used distinctively. Ethnicity retains a reliance
on semi-biological ideas of descent and heritage that are far less prominent
in discussions of non-racialised cultural groups.?! As we will see, attempts
to operationalise ethnicity via these blended racial-cultural ascriptions are
fraught with difficulties. They ultimately produce rather nebulous methodo-
logical engagements with the relations between ethnicity and dementia.

Concerns regarding ethnicity have played a notable role in 21st-century
British politics, from Islamophobia in the wake of 9/11 and concerns with
segregation following the northern race riots to the Windrush scandal and
anti-Eastern European sentiment during the Brexit referendum and contem-
porary discourses regarding refugees crossing the English Channel. Ethnic
discordance, the very idea of which relies on ethnicities being potently dis-
tinct, has repeatedly been articulated as a core social pathology.!V! In line with
culture-centred notions of ethnicity, much of this pathologisation has focused
on the cultural differences between ethnic groups, particularly emphasising
problematic features of minoritised ethnic cultures. This is evident in the
contemporary promotion of British values in ethnicity-related policy, begin-
ning in the 2000s, which represented a shift from late 20th-century liberal
commitments to tolerance of diversity.?! Latterly, reverberations of the Black
Lives Matter (BLM) movement in the US have swept across the UK, perhaps
most publicly manifest in debates regarding statues and policing.

In the US, the significant contemporary public status of BLM and affiliates
has rearticulated race as a core point of contention in American society. The
now familiar “black lives matter” phrase emerged following the 2012 killing
of Trayvon Martin and the media attention dedicated to a recording of his
killer’s phone call to the police. At the time, the killing received the most
media coverage of any race-related news story in US history, and in its wake,
viral media clips of violence against minoritised ethnic victims have regularly
garnered public attention. In particular, videos of police brutality have cata-
lysed political sentiment regarding race and racism, leading to high-profile
protests and even counter-protests on the grounds that BLM is itself rac-
ist.”! Pew Centre research in 2021 revealed that racism and illegal immigra-
tion now rank among the most partisan issues in US politics.P! Critical Race
Theory!®! has become a contentious political issue, major sports stars kneel in
anti-racist protest and widely documented discrepancies in COVID mortality
have revealed the stark repercussions of racial inequalities. ="

It is in this context that ethnicity has become another recent conceptual
growth area in the dementia economy. Echoing the previous chapter’s dis-
cussion of stigma, a constellation of social phenomena has contributed to
an alertness to ethnicity within dementia studies and the neuropsychiatric
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biopolitics of dementia. Again, the topic was largely ignored during the 20th
century but has suddenly attracted substantial interest during the 21st cen-
tury. For example, in 2021, the Alzheimer’s Society of Canada released its
first organisational statement dedicated to race and dementia, which directly
referenced BLM and associated protests:

The assertive protests on systemic racism have made many Canadians
and organizations realize they must do more to ensure representation,
inclusion and, most of all, accountability. Black Lives Matter, and we
are taking specific, measurable steps to deliver change.!'”

The race and dementia statement acknowledged that the organisation had
focused too heavily on white Canadians. In response, the Society committed
to a range of future activities targeting minoritised ethnic populations. Also
in 2021, for the first time, the US Alzheimer’s Association published a special
report as an accompaniment to its annual Facts and Figures report, enti-
tled Race, Ethnicity and Alzheimer's in America.'V! Indicating some of the
contemporary political forces underpinning the ethnic turn in the dementia
economy, the report notes that over recent years:

Social justice movements sparked new conversations about endemic
and long-standing health and health care disparities faced by non-
White racial/ethnic populations.

The report argues that decades of dedicated policy initiatives have failed to
address health disparities generally, including inequalities between ethnic
groups. In it, a wide range of dementia-related metrics are stratified by ethnic
categories to highlight inequalities. These include perceptions of service dis-
crimination, proportions of populations involved in unpaid care, and knowl-
edge about dementia, to name but a few. This metric-by-ethnicity analysis is
a common manifestation of the newly racialised biopolitics of dementia, a
development that I will unpack in this chapter.

While undoubtedly motivated by good intentions to some extent, demen-
tia stakeholders also draw benefits from their pivot toward ethnicity. For
instance, ethnic inequality has recently become a means of argument for the
Alzheimer’s Association when defending its interests. Broadly, if dementia
impacts minoritised populations, then a failure to support the Alzheimer’s
Association’s initiatives equates to a failure to support those populations.
When the CMS announced its draft decision that aducanumab would only
be eligible for Medicare funding when prescribed as part of a clinical trial,
the Alzheimer’s Association launched a scathing attack based on ethnicity.
Their statement began:

Today’s draft decision by the Centers for Medicare & Medicaid Services
(CMS) is shocking discrimination against everyone with Alzheimer’s



176 Moralising Ethnicity

disease, especially those who are already disproportionately impacted
by this fatal disease, including women, Blacks and Hispanics.[?!

In this manner, the linking of dementia with ethnicity can furnish new strate-
gies for depicting stakeholder interests as important matters of social justice.
Critics were quick to note that the Alzheimer’s Association had not shown
similar concern when it was revealed that a tiny number of minoritised eth-
nic participants had been recruited into the phase-III trials for aducanumab.
Overall, the combined trial samples were 0.6% Black, 3% Hispanic, 0.03%
American Indian or Alaska Native and 0.03% Native Hawaiian or Pacific
Islander.3! The Alzheimer’s Association’s use of ethnic inequalities as a
means of furthering their interests is partly indicative of the rationales behind
and manifestations of a wider ethnic turn in the neuropsychiatric biopolitics
of dementia. Olufémi Taiwo has termed this process elite capture, pointing
to a pervasive tendency for powerful groups to appropriate radical political
concepts, strip them of their political substance and deploy them in service
of their own interests.['* An analysis of underlying motivations is beyond the
scope of this chapter, but suffice to say that the laudable and the manipula-
tive are likely entangled.

In the UK, the ethnic turn is similarly evident in the activities of associ-
ated charities. Over the past few years, the Alzheimer’s Society has dedicated
£2.4million to developing a “BAME” (Black, Asian and Minority Ethnic)
research programme, so far comprised of four studies™!. The Alzheimer’s
Society is seeking to expand its BAME research portfolio and actively encour-
ages grant applications focussing on ethnicity. Dementia advocacy has also
entered the ethnicity space at a more local level. The Meri Yaadain® project
was established in 2006 in the North of England and became a Community
Interest Company in 2019. It aims to explore the impact of dementia on
minoritised ethnic families, raise awareness and provide support.l'*' In 2019,
project founder Mohammed Akhlak Rauf gave a keynote speech at the
Alzheimer Europe conference, focusing on intercultural care amongst minor-
itised ethnic communities."”

The recent bringing of ethnicity into the dementia economy as a salient
consideration is also evident in institutional politics. In 2012, the All Party
Parliamentary Group (APPG) on Dementia announced an inquiry into the
experiences of minoritised ethnic people affected by dementia. This announce-
ment coincided with a report dedicated to increasing diagnosis rates, which,
as we will see, is an important strand of the racialised biopolitics of demen-
tia. The APPG aims to make dementia a policy priority and prides itself on
highlighting related issues that it believes have not received sufficient atten-
tion from policymakers. The resulting report, entitled Dementia Does Not
Discriminate, was published in 2013. It called for greater government, service
and community efforts to raise awareness of dementia among minoritised
ethnic populations, which has subsequently become a core aim of many eth-
nicity-focused endavours.["¥! In 2020, as the COVID situation drew greater
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attention to health inequalities intersecting ethnicity, ageing and dementia, the
Department of Health and Social Care funded the Race Equality Foundation
to support a range of dementia-related projects across England.['”!

The ethnic turn is also evident in dementia studies literature. In a simi-
lar manner to the publication trends regarding dementia awareness and
stigma discussed in the previous chapter, ethnicity and race have become
major areas of dementia research in the 21st century. Indeed, the contempo-
rary ethnic turn in dementia studies is even more recent, having only really
taken off over the past 10-15 years, coinciding with projections of increased
minoritised ethnic population ageing in the coming decades.?® 2! There has
been a 500% increase in publications referring to “dementia” and either
“ethnicity” or “race” as a proportion of overall research publications since
2007. In real terms, the use of both terms has increased tenfold, from roughly
20 publications in 2007 to nearly 200 in 2021. By decade, combined pub-
lication numbers rose from 159 in 1991-2000, to 503 in 2001-2010, and
1564 in 2011-2020, with most of that growth coming in the past 5 years.
As mentioned, such statistical depictions are crude and must be interpreted
accordingly, but the sheer scale of increase is indicative of the rapidly grow-
ing salience of ethnicity in dementia studies. Moreover, bibliometrics are
essential to understanding the contemporary academic economy.

The emergence of ethnicity as a distinct issue in dementia research is mani-
fest in several sub-traditions of associated work. Researchers have attended
to educational and awareness-raising initiatives,?>*l diagnosis rates,>> 2¢/
engagement with services”’2l and participation in research.%32 Across this
collection of work, there is a shared depiction of ethnicity as a particular
type of problem in dementia based on the observation that a range of out-
comes, typically deemed to be bad, can be associated with populations that
are demarcated in terms of minoritised ethnic categories.**! Below, I show
that there is a great deal of normatively determined conceptual work at play
in this literature, particularly in relation to culture. More specifically, I argue
that the articulation of ethnicity in relation to culture, as outlined above, and
particularly the idea that minoritised ethnicities are bound up with some-
what problematic cultures, is integral to the problematisation of ethnicity in
dementia. For instance, scholars regularly claim that a certain group of peo-
ple, defined via ethnicity, believes a certain thing (e.g. that dementia is asso-
ciated with witchcraft) and then argues that said belief is bad. Hence, at its
core, the ethnic turn is a matter of what things we imagine to be problematic
and how we express those problems. This making of problems begins with
the measurement of outcomes and their stratification in terms of inequality.

7.2 Weaponising Inequalities

Appeals to inequality are central to the making of an ethnicity problem in
dementia. This typically entails selecting a specific outcome measure, for
instance, “age at diagnosis”, and stratifying that measure in reference to
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ethnic categories?, for instance, “white” and “black”. In this scenario, imag-
ine that our results reveal that the average age of diagnosis in the white cat-
egory is 78, while the average age of diagnosis in the black category is 82.
Here, we have discovered an ethnic inequality in dementia. By itself, this
example might seem rather underwhelming. To make the inequality more
important, or at least interesting, we can consider whether the inequality is
good or bad. Imagine that we decide that it is better to be diagnosed earlier;
now, our inequality has a moral component that is more deserving of our
attentions and perhaps interventions. We can go further by considering the
reasons that the bad thing happens, perhaps concluding that a lack of recog-
nition of dementia is contributing to black people not seeking a diagnosis.
Now we have moved from having a correlation to having both a problem
and a cause. We move from statement A: “there is, on average, a four-year
disparity in age of diagnosis between white and black people” to statement B:
“black people with dementia experience worse outcomes” to statement C “a
lack of dementia awareness among black people leads to worse outcomes”.
We have taken that rather mundane inequality and made it into a basis for
action. If there is a problem and there is a cause, then there is potentially
something good that we can do in response.

A good deal of research in this area attends to inequalities in service use.
The following are a few examples from recent research papers:

People from minority ethnic groups are under-represented in dementia
diagnosis, treatment, and care.*

Despite the rapidly ageing population and a predicted sevenfold
increase in the prevalence of dementia in minority ethnic communities,
people from these communities remain under-represented in specialist
dementia services.3!

South Asian older adults are represented less frequently in main-
stream mental health services or those for people with dementia.3¢

The proliferation of appeals to service inequalities is also evident in the wider
dementia economy. For instance, the Alzheimer’s Society’s BAME portfolio
justifies itself in relation to the research literature on ethnic inequalities in
dementia. It states that “research suggests BAME communities often face
delays in dementia diagnosis and barriers in accessing services”.['s! These
service inequalities are typically operationalised in terms of diagnosis rates
and stages, use of institutional services, participation in research and receipt
of medication. Supporting the existence of ethnic inequalities across all
these metrics, a systematic review of the literature in 2010 concluded that
minoritised ethnic people with dementia were, on average, when compared
with the majority ethnic population, diagnosed less frequently and with
more advanced dementias, less likely to transfer to institutional care, less
likely to take part in research and less likely to receive some form of related
medication.B”! In line with the wider tradition of ethnicity-focused dementia
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research, this review positions the inequalities as problematic for the minori-
tised ethnic groups. In response, it advocates for interventions to bring the
outcomes in line with majority ethnic metrics.

In light of the first paragraph of this section, it should be fairly apparent
that the badness of these inequalities is not inherent. Nonetheless, each is
repeatedly treated as bad per se, with little reflection on how or why this is
the case. Let us consider each in turn, beginning with diagnosis. It is relatively
orthodox for comparative research on diagnosis rates to position diagnosis
as a net positive phenomenon. Put simply, the more the diagnosis and the
earlier it happens, the better. The arguments in favour of diagnosis are often
regurgitated in an uncritical manner. Proponents contend that diagnosis leads
to services, treatment and support, facilitates planning and can be empower-
ing. These rationales were embedded in the National Service Framework for
Older People:

For older people with suspected dementia, early diagnosis gives access
to treatment, allows planning of future care, and helps individuals and
their families come to terms with the prognosis.’®!

The same justifications were carried through into the UK’s National Dementia
Strategy:

Making the diagnosis early on in the illness means that there is the
chance to prevent future problems and crises and to benefit more from
positive interventions.?”

Each of the component arguments in favour of diagnosis warrants inde-
pendent examination. Let us begin with treatment options. As noted in
Chapters 2 and 5, drug development in dementia has, to date, been an under-
whelming and increasingly problematic field. Putting aside the aducanumab
and lecanemab controversies, the treatments that most people diagnosed
with dementia will be offered are cholinesterase inhibitors. There is debate
regarding the timeliness of cholinesterase inhibitors. Some argue that, from
a preventative perspective, earlier intervention is more effective. However,
cholinergic deficits are greatest in more advanced Alzheimer’s disease, and
people with more advanced disease show a greater response to treatment.*”
More broadly, as discussed, cholinesterase inhibitors offer relatively minor
positive effects and their cost—benefit is increasingly contested, to the extent
that France discontinued funding in 2018.141

Turning to the argument that diagnosis leads to service access, it is some-
what intuitive that a person is more likely to receive dedicated services if they
have a diagnosis. If nothing else, it seems unlikely that people would receive
dementia services if they did not have a dementia diagnosis. However, as
noted in Chapter 3, the institutionalisation and administration of dementia
as a social problem rather than a health problem means that, in practice,



180 Moralising Ethnicity

dementia is largely an informal affair. Most people with dementia are sup-
ported by family and friends, with little formal service contact beyond irregu-
lar GP visits. That said, it is important to note that a diagnosis can entitle
people to less obvious forms of institutional support. People affected by
dementia can qualify for perks such as disabled parking, rapid-response vehi-
cle breakdown assistance or even prioritisation for local authority pavement
maintenance.*?!

Another common argument in favour of diagnosis is the idea that it ena-
bles planning for the future. The importance of planning is often advocated
in relation to putting one’s affairs in order, authorising a power of attorney
and documenting any advance decisions. These ideals are, to a large extent,
reliant on prognostic assumptions that are at odds with the realities of demen-
tia. In practice, a newly diagnosed person might be severely impaired within
6 months or relatively able after 5 years. Moreover, decline can be charac-
terised by sudden instances of deterioration interspersed by longer periods of
relative stability, particularly in vascular dementia, influenced by events and
conditions beyond the cause of the dementia itself. As an extreme example
of prognostic uncertainty, I once interviewed a lorry driver who gave up his
driving licence when diagnosed with dementia in expectation of forthcoming
decline. Ten years later, this man was still fairly independent and regret-
ted his decision to stop driving. Prognostic variability is exacerbated by the
imprecision of diagnoses. For all the hype around biomarker-based diagnos-
tic precision, most dementia diagnoses are still dependent on cognitive assess-
ment and family testimony. The majority of diagnoses are broad brush and
technically provisional.* Ultimately, the real-world experience of dementia
is often one of profound uncertainty.*4

Finally, there is an argument that diagnosis can be psychologically benefi-
cial, empowering people to make sense of their experiences and take steps to
improve their circumstances. Research has suggested that most people would
wish to know if they had dementia. However, a sizeable minority do not, and
around half of people who receive a positive screening result do not seek any
diagnostic confirmation for fear of repercussions.*}! Unsurprisingly, a demen-
tia diagnosis can be deeply distressing, both for the person and for loved ones.
As mentioned in the previous chapter, research has shown that dementia is
now the most feared diagnosis among older adults, bound up with negative
assumptions about a loss of agency and even self. This can lead to depression
and even elevated suicide risk.*! That said, a review of diagnostic disclosure
found that negative psychological implications were typically short-lived and
that there was scant evidence of long-term negative effects./**!

While the evidence base is inconclusive, my own experience of working with
people with dementia is that the potential for a diagnosis to be empowering is
somewhat dependent on the individual. I have encountered some people who
have been relieved to have a medical explanation for their troubling experi-
ences and have used that diagnosis to conduct their own research and pursue
strategies for living well with dementia. This dependency on the idiosyncrasies
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of an individual’s character and his/her circumstances reminds us that it is
important not to conflate early diagnosis with timely diagnosis. The former is
a diagnosis as chronologically early as possible, while the latter is a diagnosis
at the time most suited to the needs and circumstances of the individual.*”! The
promotion of a timely approach to diagnosis has potential in principle because,
by definition, it is a diagnostic approach that centres on the person’s unique
interests. However, it is difficult to envision how such ideals could be realised in
practice, that is, how we could practically determine who would benefit from a
diagnosis, how so, and at what point in their trajectory. Logically, “timeliness”
can only be judged retrospectively and can never be known for certain. Indeed,
for some individuals, the timeliest diagnosis might be never at all.

Besides questioning the purported positives of diagnosis, critics have also
highlighted the potential harms. Greater emphasis on diagnosis can lead to
more false positives, risky medications, reduced treatment of concurrent
mental illness, overstretching specialist services, emotional distress, experi-
ences of negative treatment by others, isolation, increased insurance premi-
ums, driving restrictions, reduced legal rights and family attempts to control
finances and assets.*$! Again, these arguments are ultimately open to debate,
and many of the risks of diagnosis can be mitigated against. Regardless of
the relative merits of different arguments for and against the expansion of
diagnosis, it is a core commitment within the neuropsychiatric biopolitics
of dementia. To some extent, this makes sense because it is a particularly
obvious manifestation of the expansion of dementia as a personal, public
and political concern. More diagnosis equals more dementia. This commit-
ment to diagnosis feeds into the ethnic turn as a means of problematising
ethnicity, while the ethnic turn simultaneously provides another justification
for extolling the importance of diagnosis. To this end, the Prime Minister’s
Challenge on Dementia 2020 explicitly advocated for “improving the diag-
nosis of dementia for people of Black, Asian and Minority Ethnic origin and
other seldom heard groups”.* The emphasis on diagnosis largely preceded
the emphasis on ethnic inequalities, the latter serving to substantiate the for-
mer commitment.

Uncritical appeals to diagnosis as a positive thing, both generally and in
relation to ethnicity specifically, are grounded in a wider neuropsychiatric
biopolitics of diagnostic expansion more than a corresponding evidence base.
Ultimately, we lack sophisticated and robust evidence from longitudinal
multi-measure studies that would enable us to make sound assessments of the
relative pros and cons of diagnostic expansion. As a result, such arguments
are largely rooted in a mix of presumption and convention.’% 11 Of course,
that does not necessarily entail that such arguments lack merit absolutely.
My point here is not that diagnosis is good or bad per se, but rather that we
cannot say this with any guise of empirical or moral justification. As such,
strong appeals in either direction are essentially biopolitical manifestations of
select normative commitments. They serve some interests and do a disservice
to others.
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Moving on from the major issue of diagnosis, inequalities in the uptake
of residential care, wherein minoritised ethnic people are underrepresented
in these institutions, are another area in which research has positioned out-
comes as bad. This problematisation of low institutionalisation often appeals
to two things: (1) the motivations behind it and (2) the potential implications
for caregivers. The first of these concerns is that the motivations behind low
uptake are themselves somehow negative or at least indicative of something
negative. A review of the research literature on ethnic inequalities across
many dementia-related metrics found that lower service uptake was typically
attributed to minoritised ethnic people being “too proud to accept supportive
services” and having an “aversion to institutionalization of relatives” and a
“distrust of outsiders”.>?! Here, the problematic nature of the inequality is
not so much the outcome itself but rather the implication that bad psycholo-
gies (explicitly racialised) underpin those inequalities. However, in practice,
Sahdia Parveen and Jan Oyebode have observed that stereotypes regarding
minoritised ethnic group’s aversion to service use (stereotypes that are often
not supported by survey data) have led to services not being offered to those
groups.”3 This self-fulfilling prophecy again reveals the dangers of ethnicity-
based classifications.

As well as negatively appraising the psychological motivations behind low
institutional care uptake, this outcome has also been problematised for hav-
ing undesirable repercussions for family carers. This argument seems intui-
tive, i.e. that having a relative cared for by other people in a different location
could feasibly reduce carer stress compared to personally caring for that
person. The equation is that less proximity and instrumental involvement
begets less stress. However, while intuitive, the assumption is questionable.
Research indicates that caregivers can experience considerable emotional tur-
moil, particularly feelings of guilt and shame, leading up to and following
the institutionalisation of a loved one. Reviewing existing studies, Afram and
colleagues have concluded that pre- and post-institutionalisation are typi-
cally misinterpreted as two distinct caregiving periods when, in practice, the
difficulties experienced by carers often continue throughout.* Hence, the
logic that greater institutionalisation fosters lower carer stress is appealing
but potentially misleading.

A great deal of the work on institutionalisation focuses on carers. Often
missing from these discussions is any consideration of the desirability of insti-
tutional care from the perspectives of the care recipients themselves. Research
around the world consistently indicates that most people would prefer not
to be institutionalised in later life.’>>71 Indeed, an Alzheimer’s Society study
found that around 70% of British older adults feared being admitted to a
care home with dementia. The substantial gerontological field of “ageing in
place” scholarship has largely been predicated on a recognition that people
typically want to remain in their own homes,® a commitment shared by the
WHO.B” This anti-institution sentiment has been exacerbated by the COVID
pandemic, which was characterised by high death rates and heavy lockdowns
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in care homes.® Of course, personal preferences for a particular outcome
do not necessarily mean that the outcome is positive, but such preferences
do at least warrant sincere acknowledgement and reflection. When it comes
to more objective empirical assessments, review evidence suggests that there
is little difference across various health outcomes when comparing domicili-
ary and institutional care settings.[®®! Again, we find a situation in which an
outcome associated with minoritised ethnic populations is problematised in
lieu of evidence. To reiterate, I am not saying that the outcome is good or
even neutral. Rather, again, the purported badness of the outcome does not
answer to a corresponding evidence base.

Another outcome that is used in this manner is medication receipt. Again,
research shows that minoritised ethnic people with dementia are less likely
to receive associated medications than their majority ethnic counterparts.
This lower medication use is typically articulated as a bad outcome, with
corresponding appeals to develop targeted interventions to increase medica-
tion uptake among minoritised ethnic populations. The following concluding
statements, taken from recent research publications that stratified medication
use by ethnicity, are indicative of this trope:

Targeted efforts to improve treatment of dementia in under-represented
populations are urgently needed./®"

Policy guidelines need to take account of these inequalities by ethnic-
ity and education and potentially support the financial uptake of anti-
dementia medication better to address and reduce social inequalities.[®!

The argument here is that (1) medication is good, (2) minoritised ethnic peo-
ple consume less medication than majority ethnic people, therefore (3) we
need to make minoritised ethnic people take more medication.

As discussed in Chapters 2 and 5, the dementia medication landscape can
charitably be described as underwhelming. In Europe, only four treatments
are typically used, the most recent of which was approved in 2003. These are
all short-term symptom-modifying medications with substantial side effect
profiles, including gastrointestinal and cardiac problems.®% ¢4 All but one of
these drugs are cholinesterase inhibitors, the value of which is subject to con-
tinued debate, with France having revoked public funding for them in recent
years. Cholinesterase inhibitors are effective in around two-thirds of patients
for between two and five months on average.l®” These figures may feel some-
what disappointing, but it is always important to remember that dementia
medication is not a case of cure or nothing. Even slightly enhanced cognition
for a few months can mean more precious moments with a loved one.

Beyond specific anti-dementia medications, people with dementia are also
often prescribed anti-psychotics and other psychotropic medications, includ-
ing antidepressants, anti-convulsants and sedatives. These are typically used to
manage behavioural symptoms, such as “agitation”. Such medications are asso-
ciated with increased mortality, and their use is generally not advised, especially
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in instances where non-pharmacological interventions could similarly address
behavioural symptoms.[**-8I Significant steps have been taken over recent years
to address the over-prescription of harmful behaviour-managing medications,
with some success. However, it is feared that the locking down of care institu-
tions during COVID reversed this trend and led to new increases.* 7 This is
one area where the data is quite clear. The use of these medications, which is
sadly all too common, should be avoided wherever possible.

We also must not forget that, in the US at least, aducanumab and
lecanemab are now officially licensed disease-modifying treatments. Indeed,
as noted above, the Alzheimer’s Association has made strong claims regard-
ing the moral imperative of getting this medication to more minoritised eth-
nic people with dementia. However, the data that has been made available
suggests negligible clinical efficacy. Moreover, around 40% (aducanumab)
and 20% (lecanemab) of recipients develop brain abnormalities, and despite
extremely limited uptake so far, the treatments have already been linked to
several deaths. With this in mind, it is unsurprising that aducanumab has
been rejected by European regulators and is now restricted to clinical trials
in the US (at the time of writing, lecanemab is under review by the EMA).
As noted, white Americans have so far been substantially over-represented
in aducanumab use, showing a continuation of ethnic inequalities in relation
to new medications. Again, this is repeatedly identified as a bad thing,!"?
but considering the evidence regarding effectiveness and safety, or the lack
thereof, the under-representation of minoritised ethnic people in aduca-
numab uptake seems difficult to frame as a disadvantage.

Again, increased medication uptake is cast as a good outcome in discus-
sions of ethnic inequalities, but it is not clear that this normative appraisal
can be sustained in relation to the existing evidence base on medication use
in dementia. The normative positioning of medication is perhaps even more
questionable than similar arguments relating to diagnosis and institutional
care because there is ample evidence highlighting its dangers. In the cases
of aducanumab and lecanemab, relatively few people would consider the
increased risk of brain damage to be a positive outcome. Throughout all of
these measures of ethnic inequality, we see outcomes that are normatively
appraised as inherently bad being associated with minoritised ethnic popula-
tions. In many cases, there is little reflection on the extent to which the pur-
ported badness of the outcome is based on convention, intuition or evidence.
Too often, the latter is missing. These biopolitical credos are absorbed and
regurgitated by an uncritical tradition of ethnicity-focused dementia studies,
which lends an unwarranted authority to those claims. This is not dissimilar,
albeit less sensational, to the mass media hyperbole discussed in Chapter 5.

7.3 BAME Blame

Having shown how inequalities are made into a particular type of normative
schema so as to associate certain groups with bad outcomes, I now want to
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turn to the making up of those groups themselves. The crudeness of social
categorisation across much social science has long been recognised. As dis-
cussed in Chapter 5, regarding the notion of reductionism, it is sometimes
useful in empirical analyses of research problems to develop crude repre-
sentations of phenomena to enable us to conduct an analysis in a feasible
manner. We are aware of the shortcomings, but it is a case of either doing
the research with said shortcomings or not at all. For example, a complex
concept such as social class might be operationalised in terms of income level
because this is far easier to gather data on. The work required to produce a
truly conceptually robust dataset representing social class might extend well
beyond funding timelines or imperil the technical requirements of an analytic
strategy. Of course, the difficulty here is that while income might enable us to
do the work, it simultaneously undermines the quality of that work because
our data does not speak directly to social class and likely loses a lot of the
important considerations that make up that concept. Ethnicity is similar in
this respect. Ethnicity is not a naturalistic entity. Despite common assump-
tions, there is no genetic, geographic, skin colour, lingual, religious or any
other direct analogue for a distinct type of ethnic group. This means that the
groups themselves are based on value judgements, which is not to say that
ethnicity is not a meaningful entity, but rather that it is inseparable from our
value commitments.

Regarding dementia studies specifically, the use of ethnicity as a means
of social stratification was critiqued as long ago as 2004. Steve Iliffe and Jill
Manthorpe argued that dementia studies paid too little attention to ethnicity
as a category fallacy that was so abstracted from the real world that its use
risked actively concealing many of the phenomena that were of interest to
such research. For instance, they observed that ethnicity was often used to
stratify data without recourse to economic or educational correlates, which
might better explain findings than ethnicity itself. They argued that intra-eth-
nic differences in dementia-related phenomena could likely be more signifi-
cant than inter-ethnic differences but that much ethnicity-focused research
would obscure this by its very design.”" If you recall the discussion of cir-
cularity in Chapter 5, you may recognise here a danger that the answers are
embedded in the questions. Ethnicity-focused dementia studies was relatively
undeveloped in the early 2000s. Almost 20 years later, Iliffe and Manthorpe’s
observations regarding ethnicity as a category fallacy have proved to be pres-
cient. Unfortunately, they are seemingly unheeded to a large extent.*

Today, the sizeable body of dementia studies research that attends directly
to ethnicity is typified by a vast proliferation of idiosyncratic operationalisa-
tions. For example, research in the US includes groups defined as White,!”®!
Anglo,”" Anglo European American, "®Latino,”® Hispanic,” Black,!”®
African American,®® Asian,””! Asian-American,”® Asian Indian American,®!
Vietnamese American,®” Hmong American,®® Chinese American,®
Chinese,!®") Korean American/®® and Pacific Islander.®”! These categories dif-
fer in the UK context, encompassing White,!*®! East European,®! East and
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Central European,”®’! African-Caribbean,® Black African and Caribbean,?"!
Asian,®% South Asian,? South Asian (Indian),” British Indian,?"! Hindi and
Punjabi South Asian®! and Sikh.P? Throughout, we see little standardisation
across definitions that variably draw on country, (sub)continent, religion and
skin colour to delineate supposedly coherent types of people, with scant con-
sideration of what such categories really contain, exclude, reveal and conceal.
Inevitably, these categories lack sensitivity when it comes to almost all other
factors that might constrain experiences of dementia. There is little reflection
on the racialisation of datasets that likely represent a diversity of experiences
at the intersection of social, political and economic circumstances.

Moreover, research shows that the majority of dementia research on
minoritised ethnic people is conducted by majority ethnic researchers.””
This ethnic discordance reflects the broader historic problem in dementia
research of scholars making claims about populations on their behalf rather
than engaging with lived experiences and distinct positionalities as legitimate
research considerations. Exemplifying the pitfalls of this approach, Maria
Zubair has described her experience of accompanying a senior white col-
league to a patient and public involvement meeting with a South Asian com-
munity group to prepare some dementia research.”® Her colleague begins
by explaining the research problem to the group, focusing on low diagnosis
and low rates of service use. This colleague goes on to clarify that the issue
is not racism but is instead attributable to more complex cultural barriers,
in particular, a lack of awareness among minoritised ethnic groups. Zubair’s
anecdote exemplifies how the parameters of engagement with ethnicity are
embedded in dementia research from the beginning, often by majority ethnic
stakeholders with a predilection for identifying “complex cultural factors”
rather than racism.

The questionable methodological approaches used to categorise ethnic-
ity further undermine the already dubious claims regarding the badness of
certain dementia-related outcomes as they relate to ethnic groupings. To an
extent, this is by itself a regrettable route for dementia studies to progress
down, racialising dementia in a manner that substantiates neuropsychiatric
biopolitics. Unfortunately, the ethnic turn becomes even more dubious when
it comes to subsequent attempts to articulate the underlying causes of eth-
nic inequalities. Often, when it comes to accounting for the observed “bad”
inequalities, causation is attributed to minoritised ethnic people themselves.
To some extent, this is predictable. If we approach a problem as somehow
ethnic in nature, then we are likely to interpret its causes as similarly rooted
in matters of ethnicity. In much dementia research, rather than attending
to institutional and other extrinsic determinants of inequality, notions of
minoritised culture are highlighted as a leading culprit. For example, when
services are poorly suited to certain people’s requirements, responsibility is
attributed to inadequate help-seeking by those people. Similarly, when diag-
nosis rates are low among a certain group, that group is positioned as having
an inadequate understanding of dementia. As an example of this approach
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to attributing cultural blame, the current Social Care Institute for Excellence
(SCIE) advice for professionals when working with minoritised ethnic carers
states the following:

There is evidence that minority ethnic carers are more likely to be iso-
lated from mainstream services. Some may view using a service as a
source of shame. In Islam, Hinduism and Sikhism the duty of care is
apparent or is regarded as a ‘test from God’. There is stigma around
dementia in some cultures; it may be regarded as a punishment for past
misdemeanours or a family member with dementia may damage the
marriage prospects of a young relative.

There’s evidence that people from BME communities are not sure
where or how to find information about dementia. This is exacerbated
by language barriers or when people have lost cognitive skills, or if
online information is not available in community languages. People
may confuse the symptoms of dementia with “normal ageing” and not
seek the support that is available.P”

The phrasing positions the cultures of minoritised ethnic people as barriers
to support so that those cultures, and the people who participate in them,
become the problem. The influence of and concordance with a neuropsy-
chiatric biopolitics of dementia is evident in familiar warnings of “stigma”
and “normal ageing”. The appeal to “evidence” reveals the dangers that
come from a neuro-agnostic dementia studies, because much of this evi-
dence is supplied by dementia scholarship that has too readily absorbed that
biopolitics and subsequently fed back into its self-justification. The answer
is embedded in the question. A confluence of biopolitical commitments con-
stitutes a particular type of ethnicity problem in relation to dementia that
manifests and perpetuates the neuropsychiatric biopolitics of dementia from
which it originates. At worst, the problematisation of ethnicity in relation to
dementia allows stakeholders to simultaneously belittle minoritised ethnic
people while advertising their social justice credentials, as the Alzheimer’s
Association did in its aforementioned response to the CMS decision on
aducanumab.

Perhaps nowhere is this problematisation of minoritised ethnicity in
dementia more evident than at the intersection of dementia’s ethnicity prob-
lem and the awareness economy discussed in the previous chapter. Again,
a host of bizarre true/false statement surveys are a key tool for stratifying
knowledge in terms of ethnicity. The following examples, which you might
recall from the previous chapter, are all taken from ethnicity-focused demen-
tia awareness research, exemplifying the cross-fertilisation of the awareness
economy and the ethnicity problem:

Alzheimer’s disease is a normal process of aging, like graying of hair or
wrinkles.l””!
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Significant loss of memory and mental ability, commonly known as
senility, is a normal part of aging.®"

All humans if they live long enough, will probably develop
Alzheimer’s disease.®!

As discussed in Chapter 6, there is no robust basis in molecular, cognitive or
clinical science for treating any of these claims as true or false. We have not
run a randomised control trial on the effects of “living long enough”. The
statements represent the peculiar normative commitments of a neuropsychi-
atric biopolitics of dementia. Nonetheless, they are used to make explicit and
authoritative claims about the inferiority of minoritised ethnic people.

One common manifestation of the attribution of inferiority and superi-
ority is evident in the binary terminology of “belief” and “knowledge”. In
critical psychiatry, the use of a belief versus knowledge binary in these types
of awareness discussions has long been recognised as a rhetorical trick for
demeaning the group who have beliefs in relation to the people who have
knowledge. Unsurprisingly, the knowledgeable people are typically the same
people applying the terms, while the people with beliefs are usually the sub-
ject of the analysis. Anti-colonial critiques of global psychiatry have extended
this observation to highlight the way in which the mental health practices
of various people defined in terms of ethnicity are couched in terms such as
“cultural” or “traditional” as a means of distinguishing them from proper
science and hence establishing an ethnic divide between legitimate and illegit-
imate thought.”® Minoritised ethnic people believe things; neuropsychiatric
stakeholders know things.

The above SCIE example is indicative of the manner in which a substan-
tial body of material across academia, government, media and the third sec-
tor promotes an idea that the (supposedly) poor outcomes experienced by
(crudely operationalised) minoritised ethnic people affected by dementia are
attributable to the illegitimacy of their dementia beliefs, which differ from
legitimate dementia knowledge. For example, the APPG on Dementia con-
cluded that minoritised ethnic people “are unlikely to recognise the early
symptoms of the condition or perceive them as a health problem” and that
“the lack of a concept of cognitive impairment or dementia can make it diffi-
cult to provide a coherent account of symptoms”.["¥! The critical reader might
rightly wonder: “coherent” according to who? This line of argument is also
pervasive in the research literature. Consider the following examples:

People from ethnic and cultural backgrounds who view dementia as a
“normal” part of ageing may be less likely to request support for family
members with dementia until a crisis point is reached, because they do
not think they have an illness."’

Ethnic minority families may lack the necessary information or
hold culturally influenced beliefs about dementias that can delay nec-
essary help-seeking. Unfortunately, the increased understandings of
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dementia resulting from medical/scientific advances are not commonly
held among members of various ethnic minority groups.”

Here, the drawing of distinctions between the normal and the pathological,
a core component of neuropsychiatric biopolitics, facilitates the problemati-
sation of minoritised ethnic cultures as anti-scientific. Hence, the failure of
minoritised ethnic culture is a failure to accept and comply with the truth,
and that truth is neuropsychiatric biopolitics. In other words, this is a failure
to comply with particular normative commitments, but it is articulated as
a failure to comply with science. This logic transforms minoritised ethnic
people into a tool for biopolitical self-substantiation. By linking the bad out-
comes attributed to minoritised ethnic people with their lack of compliance
with neuropsychiatric biopolitics, those people are implicitly made into a
sort of ethnic antagonist. Their purported inadequacies act as a cautionary
tale, highlighting the dangers of a failure to engage appropriately with the
neuropsychiatric biopolitics of dementia. The moral of the story is that we
do not want to be like those problematic others, so we should be neuro-
compliant instead. We are presented with a bad ethnic way of being and a
good scientific way of being. This manifests Nikolas Rose’s observation that
biopolitics inspires continuous self-governance of one’s conduct in pursuit of
idealised forms of being, which are often defined in opposition to bad forms
of being.%!

This self-governance through correct beliefs guiding correct conduct is
perhaps most explicitly manifest in the concurrent tradition of educational
intervention that has been built upon the ethnicity problem. The governance
of populations deemed non-compliant is a key feature of neuropsychiatric
biopolitics more broadly, and dementia is no different. Lamentations
of poor minoritised ethnic outcomes, owing to their cultural inadequa-
cies, often end with appeals to develop educational interventions that will
improve their ways of thinking and thereby improve their ways of being.
A recent review found 25 ethnicity-targeted awareness-raising interven-
tions that have been developed as part of a published research project.'??
Such initiatives also extend beyond research and into third-sector activi-
ties at national and local levels. Several of the aforementioned community
projects funded by the Race Equality Foundation and the Department of
Health and Social Care had a belief-altering component.!"” The underlying
logic is largely the same as that described in Chapter 6 regarding stigma
and awareness. However, in the ethnicity tradition, such arguments attend
to notions of culture and cultural beliefs more specifically as the source
of the problem. It is telling that the awareness tradition typically speaks
directly to “culture” only when it is focusing on minoritised ethnic groups,
as though culture, and by extension ethnicity itself, is limited to those peo-
ple specifically. Here, what is “cultural” is set up as the opposite of what is
“natural” and, therefore, what is “right” (in both a moral and an empirical
sense).
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As well as reflecting on the biopolitical nature of the ethnic turn as an
imposition of normative commitments onto publics at the expense of sci-
ence, dementia studies could also consider the extent to which this new eth-
nicity problem relies on and perpetuates historic racist representations of
psychiatric illness and mental capability. Notions of racial inferiority and
psychological inferiority have long been entwined as a means of enforcing
political projects. In the US, enslaved people were widely considered to be
predisposed to the madness of escaping; in Nazi Germany, Jewish people
were commonly depicted as mentally weak and prone to various psychiatric
disorders; today, the IQ movement repeatedly casts minorities as cognitively
lesser.[193-1051 Charity press officers and dementia researchers are by no means
comparable with slavers and Nazis, but the substantive heritage of racialised
neuropsychiatric truth claims, and their conduciveness to the governance of
specific modes of being, should give us pause for thought. In practical terms,
blaming things like insufficient support on minoritised cultures obscures
structural determinants of health by attributing blame to individuals and
their ways of life.

The development of an ethnicity problem within the neuropsychiatric biopol-
itics of dementia should be of particular concern to us because a neuro-
agnostic dementia studies has been integral to its fruition. The ethnic turn
represents a confluence of several questionable phenomena. A greater atten-
tiveness to the circumstances of minoritised ethnic people is laudable, but it
is too often opportunistic, being principally accountable to biopolitical aims.
Moreover, the laudable and the opportunistic cannot necessarily be neatly
disaggregated. As discussed, representations of the goodness and badness
of select outcomes are enmeshed with particular normative commitments.
These commitments are fundamentally biopolitical in nature, having little
grounding in robust evidence bases. Normatively defined outcomes are then
attributed to crudely operationalised notions of ethnic category, with the
bad outcomes being delegated to the minoritised groups. Having established
these associations, the mechanics of the problem are then attributed to the
illegitimate forms of being of those minoritised groups, defined in terms of
unscientific beliefs, stigmatisation, distrust and aversions to help. The eth-
nicity problem substantiates the neuropsychiatric biopolitics of dementia.
Echoing longstanding racialised depictions of psychiatric disorder, it posi-
tions minoritised ethnic people as a cautionary tale, showcasing the negative
repercussions of a failure to conduct oneself accordingly. To be clear, I am
not suggesting that minoritised ethnic groups should be excluded from ser-
vices. Rather, people should have access to evidence-based services, tailored
to their circumstances if and when they need them.

The ethnic turn is also highly relevant to developing a more critical demen-
tia studies because it furnishes opportunities for us to nurture the types of
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pluralism that may ultimately help us to move beyond narrow normative
commitments. The problematisation of ethnicity in relation to dementia is
typically manifest in the attribution of badness to things such as outcomes
and cultures. Since the 1990s, dementia studies has successfully changed
how people with dementia are viewed and treated in research. We can
similarly challenge the ethnicity problem by engaging with people’s experi-
ences as legitimate, irrespective of assumptions made about them by virtue
of ethnicity, rather than as mistakes to be rectified. For instance, consider
the claim, often attributed to minoritised ethnic people, that dementia is a
white person’s problem.”" This tends to be presented in a belittling fashion
as evidence of their poor understanding. However, from Alois Alzheimer to
Robert Katzman, dementia has historically been developed by white people,
and it is largely white people who have profited from the development of the
dementia economy. Indeed, the ethnic turn is characterised by white people
doing work on, and on behalf of, minoritised ethnic people.”’! Sociologically,
dementia has always been very white, and its contemporary racialisation
remains a largely white project.

In a similar manner, commentators have repeatedly noted that some
South Asian languages do not have a word for dementia.l'! Again, this
observation is used to indicate the problematic nature of those cultures.
However, there is a rich tradition of scholarship examining the generative
capacities of language. For instance, the philosopher Ian Hacking famously
described dynamic nominalism, wherein defining a group of people as
somehow problematic leads to circumstances which make it more likely
that those people will live up to the definition."°”l Indeed, Margaret Lock
has argued that people with AD are “an excellent example of this process”,
having only recently emerged as a distinct and culturally meaningful group
of people by virtue of late-20th-century classification.®! Building on
Lock’s work, Jonathan Yahalom has observed that the dynamic nominal-
ism of AD has not yet spread worldwide, citing various societies around
the globe where AD is yet to be realised.'® Similarly, the longstanding
sociological tradition of labelling theory has documented the manner in
which being defined as having a specific behavioural condition changes the
way that people and institutions act toward that person, with the effect
that the person is guided toward manifesting the attributes typically asso-
ciated with the label.''°! Laurence Cohen noted that scholars who used
the word “dementia” were themselves complicit in the pathologisation
of later life. Words can be potently generative, so not using a word can
be a form of resistive social action. To be clear, I am not arguing that a
person who says “dementia is a white problem” is making a claim about
the political nature of disease, nor that a language not having a word for
dementia is a form of linguistic resistance. Rather, my point is that the use
of such phenomena as examples of cultural inadequacy is not an apolitical
representation of facts. It is a normative depiction that serves a specific
biopolitics.
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In response, we could pursue a range of parallel, and more equitable,
engagements that respect the heterogeneity of experiences of later-life cogni-
tive decline and acknowledge that nobody has an absolute solution to the
associated problems. We could challenge claims that some approaches are
inherently better than others, as well as ideas that they are mutually exclusive.
In practice, people’s understandings of illness often blend seemingly opposed
categories to cultivate meaningful composite conceptions.!''"! There are exam-
ples of research that engage with the preferences of local communities and
draw on those experiences to advocate for support structures. For instance,
researchers in the US have gathered rich accounts of the role of spirituality as
a form of emotional support for Alaskan Natives affected by dementia and
have subsequently used those accounts to advocate for the funding of spir-
itual support as a form of dementia service."?! In Australia, researchers have
documented the importance of communal art projects as a form of spiritual
support for Aboriginal people affected by dementia in remote areas. Again,
rather than interpreting people’s accounts as indicative of an anti-science ille-
gitimacy rooted in a problematic culture, scholars have used this evidence
to argue for more support for spiritually engaged communal art projects as
a form of dementia support.''3 Sincere engagement with these initiatives
offers opportunities for supporting well-being. This does not mean turning
our backs on the neuropsychiatric biopolitics of dementia. Rather, it is a case
of acknowledging that said biopolitics encompasses a set of values that sit
alongside many alternative values, none of which are inherently superior.

An awareness of the ethnic turn should also draw our attention to the
capacities of the neuropsychiatric biopolitics of dementia to obscure the
political economies within which our experiences of dementia are realised.
Highlighting the purported deficiencies of the ethnic other is a familiar
form of diverting attention away from the structural determinants of social
problems."'* Every indication and implication, however subtle and/or well-
intentioned, that a person’s belief system is causing their dementia-related
problems can effectively pull our attention away from the more pervasive
structural issues that constrain our collective experiences of dementia. It is to
these determinants, and the wider political economy of dementia, that I turn
my attention in Chapter 8.

Notes

1 1 use “minoritised ethnic” throughout as an established means of referring to
racialised and minoritised people and groups in general, but I recognise that this
phrase is not without its problems. As will become clear in the chapter, the termi-
nology used in reference to race and ethnicity is fraught, and almost inherently
perpetuates many of the problems that I critique herein. I prefer “minoritised eth-
nic” for two reasons: (1) to encompass people who identify as ethnically different
from the majority white populations of the high-income countries that I write
about and (2) to represent the active, processual and socially contingent nature of
ethnic categorisation that various people are subject to.

2 Translates as “my memories”.
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3 I will attend more critically to this categorisation of ethnicities below.

4 Tt is worth acknowledging a growing body of intersectional research attending to
dynamic and interrelated manifestations of multiple social locations in the lives of
people with dementia, though this literature is dominated by work on disability,

gender and sexuality.[>7]
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The Political Economy of Dementia

Post-2008 Financialisation, Awareness-
as-Welfare and Speculative Demographic
Alarmism

Building on the previous chapter’s critique of blaming under-supported
people affected by dementia for institutional inadequacies, in this chap-
ter, I explore aspects of the wider political economy of dementia that
warrant critical social scientific attention. I argue that the contempo-
rary political economy of dementia has not been sufficiently critiqued
by dementia studies because of its lack of attention to neuropsychiat-
ric biopolitics. This biopolitics supports a political economy centred
on well-informed and correctly acting publics. The result is a political
economy that is characterised by transformations of social support that
are partially at odds with the interests of people affected by demen-
tia. It is here that dementia studies has considerable scope for develop-
ing forms of resistance. To do so, I suggest that critical gerontological
scholarship on the political economy of ageing can provide a basis for
dementia studies to generate more robust analyses of political economy
and the role of biopolitics in manifesting it.

To begin, I argue that the contemporary political economy of demen-
tia, particularly following the 2008 financial crisis, is characterised by
two transformations: (1) social support into information and (2) pro-
spective dementia incidence into capital accumulation. First, there is
a revitalisation of traditional anti-institution and pro-community care
sentiment, operating under familiar moral and fiscal imperatives, with
the latter proving particularly potent in the context of austerity poli-
tics. In practice, idealised notions of community care are too readily
devolved to lone family members, often women, in distressing circum-
stances. This devolution is assisted through the provision of infor-
mation and awareness, disciplining people into becoming individual
sources of support. Second, there is a transformation of dementia into
a speculative investment to facilitate capital accumulation. This relies
heavily on the promissory technoscientific claims that characterise
the neuropsychiatric biopolitics of dementia. Over recent years, such
claims have cast traditional demographic alarmism in a new light as a
financial opportunity, emphasising the size of the prospective market
for curative therapeutics.
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Having outlined the contemporary political economy of dementia, I
then consider the position of dementia studies as a component of this
political economy. As I have noted throughout the book, much demen-
tia studies occupies an ambiguous position in relation to the dementia
economy more broadly. The success of a neuropsychiatric biopolitics
of dementia since the 1970s has been both politically and economically
integral to the prosperity of dementia studies over recent decades. To
some extent, this existential dependency undermines the capacity for
dementia studies to develop robust critiques of political economy. This
political economy can often serve a range of stakeholders within demen-
tia studies more than it serves people affected by dementia. In response,
I argue that dementia studies could learn from the successes of promis-
sory technoscience in creating futures that materially transform the pre-
sent. Dementia studies could pursue a promissory biopolitics of social
support that presents desirable, feasible and inevitable alternatives to
contemporary forms of welfare-as-awareness and cure-as-lucrative.

8.1 Anti-Institutional Familialism

As noted, dementia care is mostly informal, provided by friends and fami-
lies, with little involvement from formal services. This is true both nationally
and internationally and has largely always been the case. In the UK, around
two-thirds of people with dementia live outside of institutions with the sup-
port of more than 700,000 unpaid carers."" A 2019 report from the London
School of Economics estimated that unpaid care accounted for around £14.6
billion of dementia care’s total £36.7 billion cost.?! The remaining cost is
largely attributed to privately funded social care, so that people with demen-
tia and their families contribute, directly or indirectly, about two-thirds of
total dementia care costs.’! Some caution is required here because the mon-
etary value of informal relations, and which of those relations count as care,
is far from clear. For instance, what is the £ value of making an older rela-
tive a cup of tea or helping them to get dressed? Are both of those things
care? Moreover, costings are often used to represent the value of care, which
in people’s real lives can far transcend money. Hence, the headline mon-
etary valuations are crudely indicative of the scale of informal involvement in
dementia care, but we must remain alert to the ambiguous nature of personal
relations as a site of social reproduction, their emotional and social vitalities
and their irreconcilability with financial operationalisations.

The indebtedness of dementia care to unpaid informal support is largely
attributable to the anti-institution, pro-community sentiment that typifies the
British political economy of care. As mentioned in the previous chapter, sur-
veys consistently indicate that most older people have an aversion to institu-
tional care, and these public preferences for life in the community are written
into national and international policy (e.g. the WHQO’s Global Strategy and
Action Plan on Ageing and Health™) as well as a large body of scholarship



The Political Economy of Dementia 203

(e.g. the “ageing in place” research field”!). The ubiquity of notions of com-
munity as the paramount site of care is largely a feature of the past 50 years,
which was preceded by a century of mass institutionalisation. Following the
1845 Asylums Act, older people and those with mental illnesses' experienced
high rates of institutionalisation during the 19th and early 20th centuries,
principally via workhouses (subsequently “Public Assistance Institutions”)
and asylums (subsequently “mental hospitals”).l6-%!

During the mid-20th century, public and government sentiment shifted
against mass institutionalisation for several reasons, to the effect that dein-
stitutionalisation became a major policy impetus.® Sensational accounts of
poor conditions and ill-treatment within increasingly decrepit Victorian-era
institutions stirred public condemnation. Such accounts, combined with a
burgeoning anti-psychiatry movement, as discussed in Chapter 3, cast doubts
on several facets of institutional psychiatric practice. Another potentially
important contributing factor was the development of effective psychophar-
macological agents such as chlorpromazine, haloperidol and imipramine,
which enabled people to manage their symptoms outside of institutions. In
1962, the Hospital Plan pledged to close down mental hospitals, instigat-
ing a pronounced anti-institution/pro-community care policy trajectory that
has been supported by every subsequent government. The transition from
institutional to community care was initially subtle and largely driven by
falling admissions, but from the 1980s onward, this intensified toward active
discharge and closure.[® % I

Besides the oft-cited moral imperatives and therapeutic facilitators of dein-
stitutionalisation, it is also important to recognise the concurrent economic
and fiscal rationales. The closure of state-run institutions has repeatedly been
championed as a financially conservative initiative.l'*'?l Put simply, it costs a
lot more (at least upfront) to house, feed and support people than it does to
set them free. This fiscal tightening manifests underlying ideological concerns
with notions of deservingness. The intensification of deinstitutionalisation
through the 1980s echoed the wider anti-welfare sentiment that character-
ised Margaret Thatcher’s governments from 1979 onward. She argued that
the problems of individuals, such as psychiatric disorder, should not be borne
by the state. In this spirit, the withdrawal of institutional support was also an
effort to foster personal responsibility. Subsequent governments of various
flavours have largely emulated this scepticism toward institutional provision,
albeit with less abrasive rhetoric. For many scholars, other arguments con-
cerning the rationales behind deinstitutionalisation are largely retrospective
reappraisals of a political endeavour that has always been financially con-
servative, ideologically motivated and fundamentally anti-welfarist.['3]

Irrespective of the rationales, the resulting deinstitutionalisation was sig-
nificant. The number of general hospital beds in England decreased from
299,000 in 1988 to 141,000 in 2020, at the same time as the general pop-
ulation grew by 10 million." Institutional geriatric and psychiatric places
have been especially impacted by this trajectory. In the UK, specialist mental
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health beds declined from 150,000 in 195511 to 18,000 in 2021, while
long-stay geriatric capacity fell from 53,000 in 1987 to 21,000 in 2010.07
Private institutional care provision for older people actually increased up
until the mid-1990s. A cottage industry of small providers flourished as state
provision declined amidst population ageing and a desire to dedicate state
funding to private services. However, this began to change with falling prof-
its and tighter regulation."-2") While there is significant regional variation,
as a proportion of the British population generally and the older population
specifically, nursing and residential home places have fallen consistently since
the mid-1990s.12t 22!

Given the economic rationales that have contributed to deinstitutionalisa-
tion, it is unsurprising that one of the major shortcomings has been a lack of
comparable support for people outside of institutions. As institutions closed,
there was relatively little development of non-institutional services. In 1986,
The Audit Commission warned that community care had failed to materi-
alise because, while people had been transferred from institutions to local
authorities, there had not been a corresponding transfer of financial support
or formal responsibility.® 23! These concerns led to a report, then a white
paper, and eventually the National Health Service and Community Care Act
1990, which set out a programme for marketising care. The care market
was created by making local authorities responsible for assessing people’s
needs, creating a corresponding care package made up of various services
(the majority of which were to be purchased from external providers) and
regulating care provision.®! These reforms were intended to stimulate a com-
petitive market that was sensitive to consumer choice. As a result, private
and charity non-institutional care provision increased dramatically relative
to in-house local authority services.**

Establishing a market is not the same thing as providing funding. In lieu
of adequate financial support, local authorities regularly run care budget
deficits, private providers complain that they cannot afford to fulfil local-
authority contracts and care workers are chronically underpaid. Social care
spending in England peaked at £18 million in 2010. Under the government’s
austerity programme, spending fell yearly in real terms until 2020, when it
rose sharply in response to COVID. However, even accounting for dramatic
COVID-related increases, adult social care spending per head remains slightly
down compared with 2010.%1 In 2021, Unison warned that English local
authorities responsible for social care provision were facing a combined £2.1
billion deficit in 2022/23.2¢ The lack of public money allocated to social care
feeds into provider pressures. A National Care Forum survey in 2022 found
that 66% of providers were refusing new contracts, while 21% were hand-
ing existing contracts back to local authorities because they were no longer
able to fulfil them.?” Care staff are equally adversely affected by budget-
ary restrictions. A 2015 review by the House of Common Public Accounts
Committee reported that roughly 220,000 care professionals were being paid
less than the minimum wage.?* In 2022, the staff vacancy rate across English
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social care hit a record 9.8%.2% Overall, stakeholders across the care market
struggle as demand increases and funding remains tightly restricted.

Those in need of care are not spared from the repercussions of this sys-
tem. The challenging financial landscape of community care provision has
impelled local authorities to limit expenditure. This has often been enacted
by tightening eligibility criteria so that fewer people qualify for public fund-
ing. In 2019, more than half of 282 community care practitioners surveyed
claimed that local authorities had rules for assessing service eligibility that
were deliberately not written down. This was done because local authori-
ties recognised that their cost-saving restrictions transgressed the minimum
requirements stipulated in the Care Act 2014.2° The problem appears to be
growing. Year on year, requests for care among older adults are increasing
while provision is declining.*” The result of this restrictive approach is that
the majority of social care recipients are fully self-funded, receiving no public
assistance.!! This means that the personal financial cost of dementia can be
ruinous. The average cost is around £100,000, but some people can spend
upwards of £500,000.5% Unsurprisingly, a lot of people simply cannot afford
care.

A lack of public funding, coupled with the prospects of astronomical pri-
vate costs, feeds into the characteristic informality of dementia care. The
tab for defunding dementia care, under the guise of “community” rhetoric,
is picked up by a mix of unmet need and unpaid provision. Most dementia
care is provided by family members in private homes. This family-reliant,
non-institutional care is often framed in terms of “community” in a rather
idealistic manner, but the realities can be grim. In practice, community care
often entails a sleep-deprived wife relying on anti-depressants or a daughter
quitting her job and struggling to balance childcare responsibilities. These
are the invisible realities of care that is supposedly in and of an imagined
community but which is instead often limited to a single family member and
takes place within a single house. The extent to which there is any degree of
community in such scenarios is debatable, and I often find myself reflecting
on this question when entering the homes of people with dementia who are
living most of their lives between a handful of rooms and interacting with
one or two people. Hence, ideals of community care often conceal a stark
familialism.

Familialism is a political ideology whereby families or private house-
holds are envisioned, and acted toward, as key producers of social welfare.
Familialist states rely on assumptions that the family should and will provide
care, typically for children, older people and the disabled, and develop policy
accordingly. In principle, the British approach to dementia care since at least
the 1990s can be characterised as a form of optional familialism. Here, the
family is formally recognised by policy — e.g. the Care Act 2014 explicitly
recognises the status, rights and responsibilities of informal carers!*3! — and is
assumed to provide some welfare within a broader mixed economy of various
options. However, while there is technically a market offering alternatives to
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family care, that market has substantial barriers to access, heavily incentiv-
ising family involvement. In practice, British familialism has become more
implicit than optional. Austerity has squeezed budgets and made non-famil-
ial options increasingly unrealistic for many people. Fiscally conservative
approaches (e.g. tightening care eligibility criteria) have produced a welfare
vacuum that families fill.3% 31

Familialist regimes traditionally rely heavily on, and hence perpetuate,
gender norms. Under these conditions, welfare is principally produced by
women, typically wives and daughters. To this end, around two-thirds of
family dementia carers are female.P*Moreover, almost 90% of the formal
dementia care workforce is female.**! The overrepresentation of women as
carers generally and dementia carers specifically is well known and has tradi-
tionally been attributed to norms that position women as more naturally car-
ing than men.! In my own research, I have witnessed the ways in which
gender norms unconsciously shape the caregiving trajectories of family mem-
bers. Women are subtly guided toward carer roles by shared assumptions
regarding their unique personal suitability for those roles. Family members
are structurally positioned in relation to one another before dementia. Their
positions correspond to structural determinants, e.g. gender and age, but
are articulated in reference to personal characteristics, e.g. a caring nature
or being experienced. Those seemingly personal attributes function as ana-
logues for structural determinants. When a need for care arises, pre-existing
structural positioning can guide certain individuals (typically female, older,
lower earner, etc.) toward main carer roles, largely unconsciously.®" This
concealed naturalisation of female welfare production in relation to demen-
tia means that the consequences of familialism are more commonly visited
upon women. Hence, when we speak of community care in the abstract, we
obscure the circumstances of female family members and the complex politi-
cal economic systems that act to position those women as sites of welfare
extraction.[*!l

8.2 The Big Friendly Society

Contemporary familism is manifest in the “Big Society” political philosophy,
popularised by former prime minister David Cameron in the early 2010s.
While the phrase has fallen out of favour, the vision is realised today in a
substantial social enterprise economy. The notion of the Big Society articu-
lates a sort of welfare utopia predicated on private-capital-backed personal
relationships and third-sector stakeholders as an alternative to state provi-
sion. The Big Society centred on familiar notions of markets, decentralisa-
tion, dynamism and efficiency. Also familiar were its dual fiscal and moral
concerns, based on the identification of two core societal problems: (1) gov-
ernment overspending, particularly in the wake of the 2008 financial crash
and (2) declining social reproduction, with various commentators highlight-
ing fashionable moral panics (violence, hedonism, etc.) to forecast the decay
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of civilisation. Not only does the Big Society offer to fix these problems, but
it also reconstrues them as opportunities for capital accumulation through
returns on socially conscious investments. The talisman policy of this plat-
form was the creation of a £600 million social investment fund in 2012 to
support intermediary financiers which in turn would support social sector
initiatives. Its legacy of capital-stimulated community welfare remains evi-
dent in the UK’s thriving social enterprise sector, which has been character-
ised by some commentators as the political economy of the Big Society.[*> +

Irrespective of the original intentions behind the Big Society, the fiscal con-
striction of the austerity agenda defined British politics through the 2010s.
A decade of budgetary cuts leading up to the COVID pandemic resulted in
dramatic welfare reductions, with the implicit assumption that communities
(which typically entails private households (which typically entails family
carers)) would fill the gaps. In this context, the Big Society was almost imme-
diately co-opted as a cover story for austerity, reanimating earlier deinsti-
tutionalisation sentiments along the lines that people financially must, and
morally should, deal with their own problems to a greater extent as state ser-
vice provision was withdrawn. As with 1980s deinstitutionalisation, appeals
to imagined communities (or societies) as fiscal and moral saviours quickly
reinforced familialism in lieu of community care service provision.*> #I In
practice, the “Big Society”, like the “community care” it subsumed, is too
often a single person invisibly trampled by extraordinary pressures.

It was in this context of the Big Society’s reinvigoration of familialism
that the Prime Minister’s Challenge on Dementia was published in 2012,
replete with renewed appeals to community. In particular, the creation of
dementia-friendly communities was one of three key focuses. This was to be
achieved by raising awareness among members of the public and encourag-
ing private businesses to pledge support, developed with the help of initial
state investment!*, The Alzheimer’s Society and Dementia Action Alliance
were to work together to define dementia-friendliness and regulate its imple-
mentation across up to 20 initial communities. A year later, the Alzheimer’s
Society launched its Dementia Friends scheme in conjunction with Public
Health England, jointly funded by the Department of Health and the Office
of Civil Society for an initial sum of £2.4 million.®! In 20135, the successful
recruitment of one million Friends was announced, and the government con-
tinues to encourage communities to become dementia friendly. !

The idea of dementia-friendliness rests on an application of social disabil-
ity understandings to dementia. As discussed in Chapter 2, the social model
of disability emphasises the extent to which disabilities that are typically con-
sidered to be inherently biological and problematic are socially determined.
Here, physiological characteristics become disabling in disabling contexts.
The classic example is two wheelchair users trying to access two buildings,
one of which has a ramp and the other stairs. In one scenario, the person
is disabled; in the other, the person is enabled.”! Regarding dementia, this
social dis/abling has been extended, albeit often implicitly, to policy (e.g.
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mental capacity legislation undermining one’s ability to enact legal rights™®!),
relationships (e.g. malignant social psychology undermining one’s ability
to manifest oneself* ) and environments (e.g. poor signage undermining
one’s ability to navigate spaces®!). At its heart, a disability-inspired dementia-
friendliness suggests that not everything that is seemingly problematic about
dementia is inherently derived from cognitive impairment. By transforming
context, we can transform the experiences of dementia that are determined
by that context.

As well as an intellectual indebtedness to the social model of disabil-
ity, dementia-friendliness also channels the earlier popularity of the World
Health Organisation’s “age-friendly” programme. This programme has simi-
larly sought to make communities more amenable to older people gener-
ally, albeit with a focus on cities in the context of global urbanisation. As
with deinstitutionalisation, the Big Society, familialism and the like, a signifi-
cant motivation behind age-friendliness is a dual fiscal-moral argument for
reduced service dependency and an idealised notion of community filling the
resulting gaps. Indeed, the age-friendly agenda has similarly been critiqued
as a medium of austerity and governmentality, encouraging “communities”
and individuals to take on greater responsibility for limiting the state costs
supposedly associated with population ageing."*?

In the context of global financial anxiety and public austerity, it is unsur-
prising that fiscal concerns quickly came to dominate Big Society approaches.
To this end, the dementia-friendly agenda has attended rather heavily to the
relatively inexpensive task of adapting communities through awareness rais-
ing. Encouraging publics to think and act accordingly is typically a cheaper
approach to public health than developing the practical institutional and
infrastructural conditions that permit public health, at least in the short term.
Self-governance is cheaper than governance. As we have seen throughout this
book, the pursuit of appropriate conduct through the governance of thought
is fundamental to the neuropsychiatric biopolitics of dementia. When we use
the word “friendliness” to encompass a range of disability rights concerns,
we depoliticise dementia in a manner befitting the Big Society and concealing
the biopolitical determination of dementia. We situate the constitution of
dementia-related problems in the (inter)personal realm, between friends and
family, and within ourselves. Our moral relations and the ways that we act
toward one another become the sites for change. Hence, the word “friend”
does a lot of symbolic work.

As discussed in Chapter 2, for over a decade, citizenship scholars in
dementia studies have warned against focusing too heavily on interper-
sonal relations at the expense of attentiveness to wider sociopolitical deter-
minants. Ultimately, distributing an email telling care workers to treat care
recipients more humanely is easier than altering the political economy of
care within which those workers have 15-minute slots and are paid poverty
wages. Helping people to help themselves is laudable, but when this focus
on personal conduct functions as a smokescreen for otherwise worsening
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circumstances, it is actively harmful. Following years of decline, the number
of carers receiving some type of formal support began to increase in 2018.
However, that increase has been made up of advice and information provi-
sion, with funding and other instrumental services continuing to decline.?®!
Here, the big dementia-friendly society is realised via the reformulation of
welfare as awareness. As we have seen in previous chapters, this awareness
is often a series of biopolitical commitments with questionable usefulness
in real life. In line with its moral rationales, the big dementia-friendly soci-
ety encourages forms of community and independence. Unfortunately, these
ends are too often manifest as a lack of formal support, the promotion of
awareness (i.e. neuropsychiatric biopolitics) and reliance on a family carer.

8.3 Financialising Futures

Beyond questions of friendliness, the biopolitics of promissory technoscience
also catalyses similar combinations of government, private and third-sector
initiatives in the dual interests of social welfare and investment returns. While
the rearticulation of welfare as awareness under austerity has been driven by
fiscal conservativeness, the prospects of high-return speculative ventures have
been successfully leveraged in other areas of the dementia economy to great
effect. Indeed, at the same time as formal social support systems for people
affected by dementia were steadily eroded, the 2010s was actually a remark-
ably lucrative decade for the wider dementia economy. The British govern-
ment increased dementia research funding from £28 million in 2009-2010
to £83 million in 2017-2018, and in 2019 the new government pledged to
double this amount to £160 million per year for a further decade.*¥ This
impressive growth is indicative of the transformation of dementia into a type
of post-financial-crash speculative market, achieved via the promissory tech-
noscience biopolitics described in Chapter 4.

Since the early 2010s, successive British governments have developed
a notable interest in dementia, or more specifically, in dementia research.
During the UK’s G8 presidency in 2013,? health ministers from the member
states met in London for a conference dedicated to dementia. This meeting
resulted in an international commitment to the development of a cure or a
disease-modifying treatment by 2025.°4 The commitment was backed up
with the creation of the Dementia Discovery Fund. This is a £250 million
investment fund dedicated to supporting promising dementia drug discov-
ery programmes. It encompasses investments from various pharmaceutical
corporations and continues to target the 2025 goal.’’! At the same meeting,
the World Dementia Council was established, a team of senior global fig-
ures in industry, academia and charities who would oversee progress toward
the 2025 goal.®! Echoing the Dementia Discovery Fund, G8 nations subse-
quently established comparable national initiatives with similar aims. In the
UK, the government set up a collection of UK Dementia Research Institutes,
combining public and third-sector money, largely via the Medical Research
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Council, Alzheimer’s Society and Alzheimer’s Research UK, to the value of
£290 million. Again, the aim is to expedite the development of promising
curative or disease-modifying candidates, with a stated date of 2025.57

In 2019, the proliferation of these types of programmes led to the first
meeting of the Dementia UK Ecosystem, an umbrella organisation encom-
passing the various large dementia-related organisations that now exist in
the UK. The meeting was attended by Dementias Platform UK, ARUK Drug
Discovery Alliance, European Prevention of Alzheimer’s Dementia, NIHR
National Director for Dementia Research Office, Alzheimer’s Research
UK, Alzheimer’s Society, Medical Research Council, Wellcome Trust and
Dementia Discovery Fund. The very existence of the Dementia UK Ecosystem,
and the impressive capital that it encompasses, is emblematic of the growth of
the dementia economy over recent years. Nonetheless, the meeting resulted in
a call for “long-term funding commitment and increased investment in a field
that remains considerably underfunded”.’®! The Dementia UK Ecosystem is
dedicated to drug discovery. However, one of the three core aims to emerge
from the initial meeting was a commitment to public communication and
destigmatising dementia, echoing the concerns of friendliness.”” In such idi-
osyncrasies, we find indications of the indebtedness of seemingly dissimi-
lar enterprises to a core neuropsychiatric biopolitics of dementia. Here, the
organisation tasked with developing pharmaceutical cures nonetheless reiter-
ates intuitively unrelated appeals to anti-stigma campaigns and awareness
raising.

Building on the government’s impressive record of increasing dementia
research funding across the 2010s, the incumbent Conservative party entered
the 2019 general election with a promise to double funding to £1.6 billion
over the following decade. This manifesto pledge was termed the “demen-
tia moonshot”, using the familiar R&D-policy trope of drawing equivalence
with the US administration’s successful 1960s efforts to send astronauts to
the moon. The stated aim of this moonshot was to “make finding a cure
one of our Government’s biggest collective priorities.””* The 2021 report by
the APPG on Dementia was dedicated to the moonshot. Produced with the
Alzheimer’s Society and based on testimony from dementia researchers, the
report applauded sustained government commitment to research and main-
tained a heavy emphasis on biomarker development and drug discovery, with
a familiar nod to raising public awareness of dementia.[* In 2022, the prime
minister reaffirmed the moonshot funding, this time dedicating it to Dame
Barbara Windsor, an actress who had recently passed away with dementia.[¢"!

The moonshot is a speculative investment based on belief in a particular
future. As discussed in Chapter 4, speculative futures and collective expecta-
tions can have formative consequences for our presents.> ¢ Conviction in
the likelihood of a given future can contribute to making that future seem
more probable, and perhaps even making it more probable, by catalysing
resources and using them to pursue that future. The financial potency of
promissory futures is evident in the extraordinary valuations of technology
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companies relative to their actual revenue. At the time of writing, the cloud
computing firm Snowflake has a market cap of $95.8 billion despite recording
a $760.7 million loss over the past 12 months and most analysts predicting
losses for years to come. This high-value, high-loss model is made possible
via the power of technoscientific promise. Those seemingly ridiculous invest-
ments represent a staunch belief that, given the inevitability of technoscien-
tific progress, such initiatives will eventually become profitable, or at least a
belief that similar investments will keep accruing, swelling valuations. Indeed,
in the post-2008 low-interest credit environment, profit has become increas-
ingly irrelevant compared with valuation. Hype trumps end product. As well
as making the imagined future more likely, belief in that future is already
profoundly changing the present, e.g. by generating a $95.8 billion company.
In a similar manner, the neuropsychiatric biopolitics of dementia has success-
fully leveraged the power of promissory technoscience to stimulate specula-
tive investment in the future and hence reshape the present. This is manifest
in the moonshot, Dementia Research Institutes, Dementia Discovery Fund,
etc. As long as long-term profits (i.e. cures) remain believable, medium-term
value (i.e. funding) can be cultivated.

Promissory technoscience does not solely transform the present in ways
that make the favoured future more probable. Those present transformations
simultaneously make alternative futures less likely, even where those alterna-
tives may appear more desirable and attainable. In much the same way that
the hype surrounding driverless cars can overshadow arguments for develop-
ing better public transport, dementia cures, particularly pharmaceuticals, can
overshadow arguments for social support. That said, it is important to avoid
slipping into zero-sum arguments regarding cure versus care expenditure.
Such arguments imagine that a Chancellor or CEO. has a fixed pile of cash
which he/she designates into several distinct pots. This is an argument often
made in regard to care versus cure investment and is a little naive. Rather, the
extreme contrast between cure and care is indicative of the manner in which
capital can be leveraged by certain stakeholders and for certain projects. The
possibility of a dementia cure offers potential financial returns that £160 mil-
lion worth of social care seemingly could never yield. Hence, much of what
is invested only exists by virtue of the thing that it is invested in, that is, the
promise. Rather than stealing resources from elsewhere, the promise is itself
generative of resources.

Moreover, a cure seems likely because a host of respectable stakeholders
say that it is so. Savvy investors typically seek out the most assured returns.
The assuredness of returns on any speculative investment is based on a host
of factors that contribute toward making a certain outcome appear more or
less realistic. Again, importantly, this is not the end product per se, but rather
the plausibility of sustained investment in that promissory future so as to
ensure medium-term value growth. As a dementia researcher, my advice to
an investor regarding the prospects of a dementia treatment would likely be
valued more than the advice of a member of the public. However, the power
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of my advice to dictate the future of that treatment pales in comparison to
the stance taken by major organisations and leading figures in the field. This
is applicable not only to expert stakeholders and associated institutions but
also to the investments themselves. If a government is putting a lot of money
into a speculative endeavour, then the realisation of that endeavour becomes
more likely, or at least the artificial maintenance of its value, irrespective of
whether it eventually fails. Hence, big non-expert investments can make that
investment more probable, encouraging further investment, and so on.

While major stakeholders have considerable power in the determination of
probable and desirable futures, there are also notable subcultures doing simi-
lar work in relation to the financialisation of dementia. As a young white man,
I am heavily exposed to the world of digital finance, an environment where
the prospects and fates of biotech are continually negotiated. The likelihoods
of various interventions succeeding, and therefore their stock prices increas-
ing, are contested across Discord servers and subreddits. YouTube comment
sections are targeted with “fake news” accusations when a drug’s prospects
are talked down. Twitter bots promote upcoming initiatives, tagging stocks.
Biogen is “$BIIB”; Eisai is “SESALY” (explore these tags at your own peril).
This is a facet of the dementia economy that is rarely discussed in dementia
studies, yet it has profound implications for intervention development and
exemplifies the dangers of financialisation to generate perverse incentives. It
can be tempting to dismiss financial social media as inconsequential, but in
2021 the r/WallStreetBets subreddit caused several major hedge funds to take
billions of dollars in losses when users collectively squeezed hedge fund short
positions on GameStop stock.> Dementia drug research has become a strong
candidate for shorting because it can generate considerable value and has a
high probability of ultimate failure, resulting in extremely large, sudden and
predictable drops in value.*¥ Coincidentally, in cryptocurrency slang, “to the
moon” or “mooning” refers to a large spike in a valuation. Hence, a range of
stakeholders, from prime ministers to shitposters, can work to make certain
futures, and by extension investments in them, more or less appealing than
they might otherwise be based on their own merits.

8.4 Shoot for the Orange

The appeal of financialising dementia’s future is embedded in the normative
commitments of a neuropsychiatric biopolitics of dementia that offers tech-
noscientific solutions to technoscientific problems. Here, the task becomes
one of enabling the appropriate experts to work out the problem sufficiently
enough that they can then use that expertise to develop the correspond-
ing (hopefully simple and efficient) fixes. This appeal is a potent force well
beyond the world of dementia. Solar power and carbon capture technologies
offer solutions to climate change rather than decreasing our energy consump-
tion. Egg freezing and ectogenesis technologies offer solutions to declining
fertility rather than legislating parental rights. Automation offers solutions to
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labour costs rather than limiting cheap consumption and corporate profiteer-
ing. At extremes, space colonisation offers solutions to many complex and
sometimes seemingly insurmountable earthly problems. Throughout, prom-
issory technoscience offers us a range of prospective fixes for problems that
can be considered to have substantial sociopolitical facets, and in doing so,
makes it seem as though those problems are intrinsically technoscientific in
nature. The risk here is that technoscientific reimaginings of sociopolitical
problems conceal their sociopolitical facets and dissuade us from pursuing
sociopolitical solutions in tandem.

An example of this reimagining of dementia as a problem for promissory
technoscience is ARUK’s #ShareTheOrange initiative. The #ShareTheOrange
campaign was launched in 2015 and surpassed two million social media
shares in 2019. It is most well known for several high-production audio-
visual advertisements, fronted by renowned actors Christopher Eccleston,
Bryan Cranston and Samuel L Jackson. The core premise of each media seg-
ment is that, on average, AD is associated with a loss of brain mass equiva-
lent to the weight of an orange. As noted in Chapter 4, the ageing brain can
lose about 20% of its peak weight, so operationalising this orange-loss as
AD is difficult, particularly given that associated protein aggregation will
make up some of that variable weight.[* Irrespective of its scientific difficul-
ties, the orange analogy is instrumentally effective in simplifying and mate-
rialising the issue. Critically, the weight loss is interpreted as evidencing the
inherent physicality of the problem. This inherent physicality is then similarly
interpreted as evidence of its inherent amenability to technoscientific research
and intervention. This argument is made explicitly in each of the campaign
adverts:

Eccleston: While scary, this does prove it’s a physical disease and not just
part of ageing. Research has beaten diseases in the past and,
with your help, research can defeat dementia.

Cranston: The shows us that Alzheimer’s is a physical disease that we
can fight. Research has already made great breakthroughs in
other diseases, like cancer and AIDS, and with your support,
Alzheimer’s Research UK will breakthrough against dementia.

Jackson:  This shows that Alzheimer’s is a physical disease, and through
research we know that disease can be slowed. They can be
stopped. So lets change the conversation and help Alzheimer’s
Research UK make these breakthroughs possible for dementia.®®!

Each of these media segments uses the orange analogy to position dementia
as a technoscientific problem with prospective technoscientific solutions that
will be realised through dedicated technoscientific efforts. At an immediate
level, the charity’s motivation is the accrual of donations, which it depends
on for its existence and to develop its work. If dementia does not have a
technoscientific solution, then there is little reason for funding the pursuit of
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that solution. However, in summoning a version of dementia as a problem
that is conducive to its own interests, ARUK contributes to the making of
that problem into particular forms befitting the wider speculative economy
of promissory technoscience. If that making involves somebody as notable as
Samuel L Jackson in a polished video with the backing of a leading dementia
research organisation, then the resulting product seems far more worthy of
investment than if I was to simply ask for funding by myself.

The promissory biopolitics that typifies moonshots and oranges renders
dementia more financially appealing. Consider the alternatives. On the one
hand, approaching dementia as a complex disability that requires long-term
social support renders it one more component of a gloomy political economy
of ageing that devalues state welfare and equates demographic ageing with
economic collapse. On the other hand, approaching dementia as a vast future
health market renders it a fantastic investment opportunity and offers a means
of replacing social reproduction (e.g. care) with consumption (e.g. drugs).
Importantly, such an approach reinterprets the traditional demographic
alarmism of big population ageing statistics and renders those big numbers
financially appetising. Rather than representing escalating economic parasit-
ism, those big numbers now represent the scale of a forthcoming market.
Victoria Pitts-Taylor has argued that this generation of speculative poten-
tial typifies the political economic repercussions of neuroculture, presenting
unenhanced brains as a form of unrealised value that warrants speculation:

The value of biological materials in biocapitalism — or ... biovalue — is
often articulated in the hyped up language of future possibilities brought
by current biological investment. That is, biovalue depends upon specu-
lation. ... In popular accounts of the brain’s value as a bioresource, we
are continually instructed that most people’s brains are underutilized.
Again and again, the brain’s potential is presented as untapped.[¢”!

Reiterating these conceptual mechanics, moonshots and oranges depict a
version of the future in which people with dementia are an economic net
positive by virtue of the drugs they will purchase and the value that will be
unlocked. Financial and political imperatives coalesce around the dementia
that is depicted by promissory technoscience. Fund managers and fiscally
conservative politicians alike can shoot for the orange because it simultane-
ously promises that there is much money to be saved and much money to be
made.

While the transformation of dementia into an orange is amenable to cer-
tain political and economic interests, it is difficult to reconcile with what
you, I or other people affected by it might recognise as dementia. It is a
manifestation of circularity, befitting its wider political economic context, as
a technoscientific problem that will have a technoscientific solution because
it is a technoscientific problem, and such problems have technoscientific solu-
tions. This is a tautological approach to dementia. It strips away challenging
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dementia-related considerations such as ageing and the associated idiosyn-
crasies of neurological senescence and cognitive decline. It does away with
the heterogeneous sociopolitical determination of experiences of demen-
tia, questions of ecology and interpersonal relationships. To some extent,
it is financially vital that it does this. Acknowledging the uncertainties and
complexities of dementia risks undermining the neuropsychiatric biopolitics
upon which the speculative economy of promissory dementia technoscience
is built. As we saw in 2008, a dangerous implication of the large-scale finan-
cialisation of speculative futures is that a great deal of capital rests on the
maintenance of belief in a particular future (house prices go up; research
cures diseases). Any insult to that future risks undermining the present cir-
cumstances that are heavily leveraged against certainty in that future. At this
point, for many stakeholders to re-engage with real-world dementia, replete
with its many idiosyncrasies, would be akin to revealing to the bank that
their newly mortgaged house is riddled with asbestos and built on an ex-
mining site.

The fragility of such a position has latterly been exemplified. As the 2010s
drew to an end, the big dementia-friendly society seemed relatively secure.
Real-terms state care expenditure remained below 2010 levels, and at the
2019 general election, the Conservative party re-emphasised its decade-long
devotion to dementia research with a manifesto commitment to further dou-
ble funding, amounting to £1.6 billion across the next decade. Labelled the
“dementia moonshot”, this initiative was promoted as proof of the govern-
ment’s prioritisation of curing dementia.*® The Conservatives won a land-
slide victory, and hence it seemed that the dementia economy would remain
lucrative into the 2020s. We all know what happened next. Around the
world, the COVID crisis halted government programmes as states redirected
their administrations to dealing with the pandemic. There was little talk of
the moonshot at the same time that charity finances were decimated.®” In
2021, the APPG on Dementia dedicated its report to the moonshot, in part-
nership with the Alzheimer’s Society.®”! The report lavished praise on the
government’s record of support for dementia research, including the moon-
shot pledge, and emphasised the need to fulfil that promise.

The report was indicative of growing uneasiness across the dementia econ-
omy that the moonshot would not be forthcoming. It opened with familiar
appeals to higher levels of funding in cancer research and emphasised the
detrimental effects of the pandemic on dementia research and the finances
of associated charities.”3! By February 2022, the Alzheimer’s Society and the
APPG were more forthright, directly calling on the government to respect
their manifesto pledge. During a newspaper interview a fortnight later, a
minister admitted that the government was reneging on the moonshot and
had, in fact, cut annual funding from £83 million to £75 million.[*®! A series
of media appearances and public statements followed from stakeholders call-
ing for reconsideration. Then, in August 2022, the prime minister reanimated
the moonshot in remembrance of Dame Barbara Windsor, committing to
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increase dementia research funding to £160 million annually by 2024.1°! Cue
sighs of relief, but the underlying fragility remains. By embracing financiali-
sation and leaning into speculation as a foundation for growth, the political
economy of dementia has inevitably been opened up to the characteristic
booms and busts of investment markets. It is unlikely to avoid the busts
forever.

8.5 Gerontological Insights

In the final sections of the chapter, I want to do two things. First, I argue that
Dementia Friends, #ShareTheOrange and their kin are united as particular
manifestations of a neuropsychiatric biopolitics that collectively comprise a
wider political economy of dementia. They materialise and institutionalise
the neuropsychiatric biopolitics of dementia. The resulting political economy
serves a range of interests, including those of researchers, investors and poli-
ticians, but not those of many people affected by dementia. Second, I critique
the role of dementia studies in often failing to adequately hold to account,
and hence being more or less complicit in, that neuropsychiatric biopolitics
and concurrent political economy. In response, I will argue that a critical
dementia studies should not only deconstruct neuropsychiatric biopolitics
but also learn from its successes to develop an alternative biopolitics of social
support, depicting promissory futures capable of generating investment.

First, let’s consider the bigger picture and the affinities that run through
it. Enterprises such as Dementia Friends and #ShareTheOrange are too often
interpreted through the well-established lens of cure versus care as different,
and perhaps even opposite, types of things. In practice, community aware-
ness initiatives and promissory technoscience initiatives are more closely
aligned than this binary would imply. They rely on and perpetuate a shared
neuropsychiatric biopolitics of dementia as:

A syndrome of cognitive decline caused by discrete neuropathologies
that are distinct from ageing, and ... not enough people are aware of
this. Furthermore, because dementia is caused by disease, and biomedi-
cal sciences have cured some diseases, dementia is a technoscientific
challenge that will be solved through technoscientific endeavours.!””!

This biopolitics dictates an imperative. Each member of the public must know
it, comply with it and govern their personal conduct accordingly. With this
imperative in mind, biopolitical enterprises are explicitly public facing. More
than this, they are explicit in their aims to change public mentalities and,
following on from this psychic transformation, to change public action. In
manifesting this biopolitics, community and promissory initiatives comprise
important components of a political economy of dementia that manifests the
neuropsychiatric biopolitics of dementia as a structural force serving specific
ends. These projects coalesce around the reallocation of social reproduction
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downwards, from the state to the community, which in practice means to
family members. That reallocation also extends into the future in reference to
promissory technoscience, marking the final replacement of social reproduc-
tion altogether with personal consumption. This is a story of progress toward
a liberal capitalist utopia, whereby dementia care moves from the dank insti-
tutional oppressions of the asylum system to the consumer with dementia
renewing their medication subscription. In this scenario, our contemporary
situation becomes a prickly moment on the longer-term road to progress.

Dementia has evidently been a major area of focus for successive govern-
ments, undoubtedly due in large part to sincere concern for the well-being of
those affected. It is no coincidence that, following his resignation as prime
minister, David Cameron became the president of ARUK. There is consid-
erable appetite and capacity for developing dementia-related enterprises.
Unfortunately, the political commitment to addressing dementia has been
pursued in line with particular ideological commitments that are difficult
to reconcile with the practical realities of dementia. It is difficult to blend a
commitment to improving experiences of dementia with an aversion to col-
lective welfare and a predilection for capital accumulation. It is especially
here, in response to ideology-led tensions, that we need to develop critical
analyses of the political economy of dementia. The neurocritical dementia
studies scholar should be wary of blindly championing research investment
and awareness enterprises.

Critical gerontology has a rich heritage of critiquing the political economy
of ageing. Indeed, such critique was foundational to the emergence of critical
gerontological scholarship generally.” Amidst the political and economic
upheaval of the late 1970s and early 1980s, critical gerontological work on
the political economy of ageing began to unpack the various ways in which
experiences of later life were constrained by economics and social policy.
At that time, post-war welfare arrangements began to unravel as states
responded to global economic crises with cutbacks. Based on pension and
care expenditure, ageing populations were increasingly politicised as eco-
nomically burdensome and, by extension, as society and economy became
increasingly conflated, societally burdensome. This transformation of the
meanings of agedness and the relations between ageing and the state alerted
gerontologists to the political economic constitution of ageing.

At the forefront of these gerontologists was Carroll Estes.”?! She argued
that post-industrial capital, states and sex/gender systems, all under the influ-
ence of ideology, determined the circumstances of citizens. Estes character-
ised capitalist states as those enshrining private property ownership, with
state apparatuses financed by taxing privately generated wealth. Such states
have dual roles, on the one hand, ensuring the conditions for private wealth
growth and, on the other hand, ensuring social welfare. Balancing the two,
both of which are costly, presents something of a bind. It is difficult to sus-
tain low taxation and high expenditure. The trick, then, is to align private
and public interests. Estes argued that, in the late 20th century, states were
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increasingly beguiled by hyper-mobile post-industrial capital investment into
traditional state functions as a means of decreasing public expenditure and
generating private growth while sustaining welfare.

Regarding this capital, Estes noted that the intensification of marketisa-
tion and vast transnational investment flows meant that the power of private
capital often superseded the capacity of national governments and banks to
act in the national interest when things went awry. Growing state reliance
on being perceived favourably by speculative investment meant that states
were increasingly tempted to marketise and deregulate social services in the
interests of investors. This meant that states were subsequently forced to pick
up the tab for resulting financial calamities because, in societies rendered
dependent on private capital, the alternative to bailouts was societal collapse.
Bear in mind, Estes was arguing this well before 2008, when the excesses
of deregulated private speculation in a vital component of public welfare —
housing — almost collapsed the global banking system so that states were
forced to offer up huge public funds to replace capital losses and prevent
potentially apocalyptic societal repercussions. At the same time, financialisa-
tion saps those funds. A 2019 report by the Centre for Health and the Public
Interest revealed that several major care home providers were offshoring mil-
lions of pounds in funding through opaque company structures.”?!

Beyond traditional political economic concerns of state and capital, Estes
also drew on feminist scholarship to argue that a sex/gender system similarly
constrained later-life circumstances. This system denotes the many forms in
which assumptions about sex are transformed into specific social functions
through institutions such as the family, the labour market and policy. At the
interpersonal level, these effects are manifest in the aforementioned struc-
tural positioning of family members in ways that render them more or less
likely to become a main carer. Here, a person who earns less than others, is
financially encouraged by labour policy to take time out of employment to
provide care and is generally considered by others to be naturally caring, is
more likely to become a carer. Within the sex/gender system, this person is
far more likely to be a woman than a man.

Estes’s work on ageing in the late 20th century remains remarkably appli-
cable to the contemporary political economy of dementia, but much has
changed since. Indeed, we have subsequently lived through the very crisis
that her work foreshadowed. The 2008 financial crash catalysed concerns
regarding social reproduction, public expenditure and capital accumula-
tion."! As discussed in relation to the Big Society, state austerity programmes
addressed public expenditure to some extent but simultaneously undermined
welfare. The global turn to quantitative easing also intensified the accumu-
lation problem because the abundance of cheap credit effectively devalued
capital, lowering yields and forcing investors toward riskier prospects. Given
the current state of dementia drug discovery, investment can appear to be a
relatively bad bet, irrespective of the promises offered by charity campaigns.
Nonetheless, as we have seen with aducanumab, even bad bets are now
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seemingly worth a punt. Echoing the discussion in Chapter 5, investors are
not dependent on what you or I might consider to be research “success”.
Capital only has to accumulate for a certain period of time and can then be
seized upon by speculators, even if the research appears to fail in terms of
cognitive effects. The complexity of dementia research also means that failed
trials can feasibly be presented as successes, leading to large value gains (at
least short term). This happened with aducanumab and lecanemab’s conten-
tious trial results, resulting in 42% and 40% jumps in Biogen stock, respec-
tively.”#7¢l Profitability has been separated from research outcomes, and
financialised dementia drug discovery has (d)evolved into a casino, often at
the expense of robust science. The ultimate effect is a decoupling of the pro-
ductive economy from investment markets, the former struggling while the
latter prosper, and dementia expanded its slice of that prosperity through
the 2010s.

The pandemic has further complicated the political economic landscape.
On the one hand, the scale of state mobilisation in response to COVID
showed the power of states to pursue transformative welfare programmes.
Capital is available when the state so desires it. On the other hand, the
sustained economic and fiscal repercussions, coupled with criticism of gov-
ernment responses and the linking of care homes with imprisonment and
death, furnish fertile terrain for renewed appeals to state retrenchment.
Ideologically, the political economy of ageing has long rested on a morali-
sation of the ageing population generally and older people specifically as
economically, and therefore societally, problematic. This ideology has been
furthered through the concentration of COVID morbidity and mortality
in older populations and particularly those with dementia. Much public
debate has centred on age-COVID relations, catalysing arguments regard-
ing the extent to which disabled and older people deserve social support,
as well as the extent to which institutional support is implicated in grim
outcomes.!””!

Contemporary appeals to demographic ageing, especially in light of
COVID, as evidence that institutional forms of care are fiscally untenable
and morally unpalatable can be read as continuations of the political trends
documented by Estes several decades ago. To some extent, the shift of post-
1970s political consensus away from large-scale state welfare to a greater
emphasis on privatisation and marketisation has struggled to come to terms
with the practicalities of care as a form of social reproduction that is essential
to our well-being, and indeed, our very existence. I am cautious of slipping
into crude arguments regarding neoliberalism as some sort of nefarious mon-
olith (not dissimilar to (bio)medicalisation), but suffice it to say that our con-
temporary political economy centres on notions of independence (or at least
dependence on the labour market and personal consumption rather than on
the care of others) that are difficult to reconcile with the material realities of
human life. Promissory technoscience offers a means of addressing this ten-
sion through its radical reimagining of welfare as consumption. Estes argued:
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State policies define and commodify the problems of aging. Policies
define the problems as individual medical problems requiring medi-
cal services sold privately for profit. This approach is ideologically and
practically consistent with the state's dual and contradictory roles in
promoting the process of capital accumulation and in the legitimation
of capitalist social relations through safety net and other provisions.”?!

Here, she could be directly describing government alignments with promis-
sory technoscience over recent years to position dementia as a speculative
investment and catalyst for capital accrual. The neuropsychiatric biopolitics
of dementia feeds into this political economy because it takes a dementia that
is ill-suited to capital accumulation — later-life cognitive decline requiring sus-
tained social support to maximise well-being — and turns it into a dementia
that promises financial reward — a disease requiring the purchase of biotech
products to ensure independence and generate value.

Of course, a biopolitical remaking of dementia to suit a particular politi-
cal economy does little to help those affected by dementia, at least in the
present. Irrespective of how stakeholders pursue idealised imaginings of
dementia both now and in the future, many people remain confronted with
the practical realities of dementia as they are experienced today. You can-
not yet consume your way out of dementia. In the meantime, the erosion
of welfare has been pursued regardless. Above and beyond straightforward
cuts, this erosion is manifest in outsourcing of care to communities under the
guise of friendliness. Estes argued that the proliferation of information and
communication technologies presented new opportunities for various politi-
cal actors to bring publics into line. Notions of friendliness, enacted through
online awareness courses and social media campaigns aimed at sharing neu-
ropsychiatric claims, are contemporary forms of this biopolitical bringing
into line.

Critical gerontological work on age-friendly programmes tells a familiar
story of laudable aims relating to public well-being being implemented in an
ideologically economised manner. This is manifest in chronic underfunding
and reliance on information provision and volunteerism. The overall effect is
reminiscent of the Big Society in as much as a utopian societal vision becomes
something of a smokescreen for the nominal transfer of welfare from states
to communities, which entails the practical transfer of welfare from states
to either individuals (particularly women) or nowhere at all.”®! The demo-
graphic alarmism underpinning friendliness initiatives is often evident in
policy documents that frame the problem to which they respond in terms of
population ageing and associated costliness, rather than framing the prob-
lem as one of how to help people live well.””! Dementia-friendliness operates
under the influence of similar logics, whereby the problem to which associ-
ated initiatives respond is often framed as one of dread disease and associated
costs. One recent analysis of dementia-friendly policy documents found that
every one framed the problem in terms of increasing prevalence and growing
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costs and the solution in terms of knowledge dissemination.®"! Friendliness,
aka awareness, responds to notions of demographic costliness.

8.6 Transforming Our Complicities

So far, I have argued that notions of community and promissory technosci-
ence are essential to a political economy of dementia characterised by the
reduction of shared (especially state) obligation toward dementia and the
transformation of dementia into an opportunity for capital accrual. This
political economy nurtures and benefits from a neuropsychiatric biopolitics
of dementia that disciplines publics accordingly. I now want to focus on how
a portion of dementia studies fits into this political economy. As with many
of the issues covered throughout this text, I argue that there is too much
uncritical dementia studies engagement with friendliness, promissory techno-
science and other core tenets of the political economy of dementia. A recent
“State of the Science Review” of friendliness, published in the Dementia
journal, exemplifies some of the potential problems with these engage-
ments."*! It draws on the longstanding self-positioning language of dementia
studies to define dementia-friendliness as a reaction against the (bio)medical
model, instead promoting ideals of social inclusion and human rights. The
review characterises dementia-friendly initiatives as fitting into the following
philosophy:

Alternative non-medical approaches in dementia studies have allowed
us to move beyond the individual pathology of “symptoms and behav-
iour” to focus instead on broader concepts of well-being, human rights,
and social inclusion, prompted through social and environmental
solutions. 8!

Few dementia studies scholars would contest the overall approach devel-
oped here. Nonetheless, as with appeals to dementia research more broadly,
researchers advocating for friendliness initiatives are attentive to the underly-
ing cost imperatives and “communities”, and actively engage corresponding
arguments in support:

The financial cost and potential savings of specific [dementia-friendly
initiatives] must be quantified to determine economic feasibility of
implementation. Information on the fiscal impact of DFIs could enhance
the draw and adoption of evidence-based dementia-friendly practices
on larger scales across settings. Preventing institutionalization through
enactment of comprehensive DFIs has potential for cost savings multi-
plied across communities.s!

This strategy is undoubtedly well intentioned, but perpetuates the idea that
dementia is fundamentally a fiscal concern. As discussed earlier, emphasising
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the necessity of dementia-related initiatives is important to dementia studies.
At a basic level, dementia studies relies on being perceived as responding
to an important problem and therefore being financially worthwhile. This
generates questions regarding how a truly critical dementia studies might
fruitfully engage with matters of political economy and the fiscal logics that
characterise contemporary public health generally. On the one hand, the
development of supportive infrastructures of any kind requires an alertness
to and engagement with economic constraints if anything is to be practi-
cally achieved. On the other hand, engaging with economic constraints as
though they are intrinsic properties of the world risks bolstering restrictive
circumstances by concealing their sociopolitical contingency. To be fair, it
is important to note that a sizeable chunk of dementia studies scholarship
actively resists naturalising representations of dementia as an economic bur-
den, at least to some extent. This resistance should be nurtured throughout
critical dementia studies. However, it is simultaneously a line of critique that
eats away at its own material foundations if it fails to offer equally influential
alternative visions with resource-generating capacities.

Another tricky issue with dementia-friendliness and similar social disabil-
ity model schemas is that, as with deinstitutionalisation, many of the core
ideals and associated moral imperatives are genuinely commendable. They
are partly aligned with longstanding ideals in dementia studies, framed as
resisting a (bio)medical model and re-humanising people through the devel-
opment of salutogenic social contexts. There now exists a sizeable body of
uncritical dementia studies work on dementia-friendliness that partly reiter-
ates idealised appeals to “community” and “inclusion”. The following exam-
ples are taken from the beginnings of recent research articles in the Dementia
journal:

A dementia friendly community is one that is informed about dementia,
respectful and inclusive of people with dementia and their families, pro-
vides support, promotes empowerment, and fosters quality of lifels2,

[Dementia friendly communities] are one of a range of initiatives that
aim to improve the lives of people living with dementia and their sup-
porters and to reduce stigma. DFCs are defined as “a place or culture in
which people with dementia and their carers are empowered, supported
and included in society, understanding their rights and recognise their
full potential”. DFCs recognise the imperative of including people liv-
ing with dementia as valued members of their local communities.®*

Dementia-friendly communities (DFCs) are one way in which people
living with dementia can be supported to be active, engaged and valued
citizens.[84

Nominally, the ideals at stake here are laudable. However, there is little
concern with the manner in which such ideals are leveraged in practice to
achieve a different set of political and economic ends. As has been noted
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more generally in political science, well-meaning liberal commitments to
humanism can easily facilitate deinstitutionalisation as a form of welfare
dismantlement."3! Here, we find another form of neuro-agnosticism at play.
There is a lot of well-meaning work in dementia studies that is seeking to
develop, extend and enhance dementia-friendliness. Scholars, including me,
are busy planting community gardens, running dementia cafes and organis-
ing accessible performances, all under a banner of friendliness. When viewed
outside of their political economic contexts, it is difficult to argue that such
activities are anything other than a good thing. However, when we attend to
the real-world political and economic implications of friendliness, that desir-
ability becomes murkier.

In 2017, T conducted some research with a church, the congregation of
which included people with dementia. The vicar was heavily involved in
supporting these people in the community, checking in on them, organis-
ing activities and even running errands on their behalf. His efforts genuinely
improved the lives of people in his community, but those same efforts had
also been recognised by the local council, to the extent that they were increas-
ingly asking him to perform certain supportive roles. In a conversation that
has stayed with me, he said that he increasingly felt like a social worker
with a dog collar. The more he did, the more the local authority could with-
draw, increasing the need for his support, and so on. The problem here is
one of substitution. Community support (which we must remember is often
an over-stretched individual) can be a wonderful thing, but it is too often
seized upon as an opportunity for removing formal support rather than as
an addition. In health economics, the crowding-out hypothesis contends that
when formal support increases, informal support decreases correspondingly,
and vice versa. This zero-sum approach seems intuitive. However, compara-
tive research across Europe reveals that increasing formal care can actually
be associated with increasing informal care, with each form enabling the
greater specialisation of the other so that overall support is both increased
and improved.®”

Through engagements with friendliness that are stripped of political eco-
nomic context, these forms of dementia studies risk overlooking core ten-
sions. As noted throughout, a failure to critically attend to these issues is
essentially a form of complicity in them. It not only fails to foster robust
scrutiny of systemic problems but also supports the perpetuation of those
problems through the development and celebration of corresponding initia-
tives. At its worst, friendliness can become the promissory technoscience of
dementia studies. Here, social science, if permitted to pursue sufficient future
research and development, will refine increasingly sophisticated, friendly
communities wherein awareness thrives and stigma is eliminated. This friend-
liness will eventually become so supportive that it will significantly alleviate
the problems of dementia and the associated need for costly care. There is
some merit to dementia studies articulating positive alternative futures to the
mainstream promissory technoscience of moonshots and oranges, but those



224 The Political Economy of Dementia

futures should be framed as fixing political economic problems rather than
fiscal problems. We should certainly avoid playing any part in making aware-
ness a substitute for support.

The same is broadly true of zero-sum critiques of dementia studies’ rela-
tionship with the promissory technoscience of neuropsychiatric biopolitics.
The erosion of social support and growth of biotech speculation is a con-
temporary manifestation of traditional hierarchies of care and cure that have
long animated some critics within dementia studies. Scholars going right
back to Lyman in the 1980s have complained that the (bio)medical model
diverts resources into curative efforts at the expense of care.® At face value,
this is a fair observation. There are over 30,000 projects registered in the
International Alzheimer’s Disease Research Portfolio database, and only 5%
of those are about care, compared with 45% dealing with pathophysiology
and drug discovery.®”’ However, as noted above, these zero-sum care ver-
sus cure funding arguments in dementia studies are naive to the extent that
promissory technoscience is able to leverage capital that simply does not exist
in relation to care. This is not always a matter of money going to one thing
instead of another. It speaks to the power of neuroscientific biopolitics to
generate beneficial material conditions for itself. It creates a future that feels
both sufficiently desirable and realistic to grant it productive power in the
present.

In this respect, dementia studies scholarship that bemoans (bio)medicali-
sation can be its own worst enemy in as much as it fails to offer an alternative
promissory biopolitics complete with its own generative capacities. In lieu
of such an alternative, social support is cast as an undesirable sticking plas-
ter, the best bad option that we have until technoscience solves the problem
properly. This is not an argument against the pursuit of technoscientific solu-
tions; I am actually broadly supportive of such an approach. Instead, it is a
dual argument, firstly for thoroughly explicating the problematic influence of
neuropsychiatric biopolitics on the political economy of dementia, and sec-
ondly for learning from the successes of promissory technoscience and trying
to imbibe social support with some of that biopolitical artfulness. The great
promise of critical dementia studies is to envisage a future in which social
support is primarily guided by the well-being of people affected by dementia
rather than political economic constraints that are too often at odds with
those interests. That future is at least as attainable as popular technoscientific
promises if only we can effectuate the same aura of investment potential.

The problematic relations between areas of dementia studies and the neu-
ropsychiatric biopolitics of dementia are perhaps most pertinently real-
ised in the contemporary political economy of dementia. Social support is
devolved to individuals under the guise of friendliness, while particular ver-
sions of dementia garner substantive investment in the interests of capital
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accumulation. Appeals to dementia as an inherently economic problem, pur-
sued as a means of asserting the importance of dementia research generally,
are indicative of the wider problem that institutionalised dementia studies
can face when attending to dementia-related initiatives that garner substan-
tial investment. Financially, that support is conducive to the flourishing of a
lot of dementia studies itself, creating incentives to emulate the biopolitics
that generate it. We should not be naive to the embeddedness of institu-
tionalised dementia studies within the contemporary political economy of
dementia. The neuropsychiatric biopolitics of dementia have enabled various
stakeholders to accrue a lot of capital over recent decades, and components
of dementia studies have undoubtedly benefitted from that accrual, with
funding for university groups, research initiatives and conferences. At worst,
some areas of dementia studies risk translating neuro-agnosticism into forms
of complicity in the erosion of social support.

I argue that scholars who identify with dementia studies should promote
more critical responses to the neuropsychiatric biopolitics of dementia and
the political economy that it contributes to. However, given the current state
of that political economy, critical engagement poses dangers for dementia
research and people affected by dementia, particularly if the house of cards
abruptly comes down. The political economy of dementia is problematic,
but it has resulted in real material gains for dementia research that we might
partially seek to transform rather than do away with. In practice, withdrawn
investment would simply equate to unemployed researchers. It would do lit-
tle for people affected by dementia other than shutting down the few oppor-
tunities that the dementia research economy does offer them for involvement.
We do not necessarily want to create conditions for further disinvestment
without corresponding reinvestment. This is especially true given that the
financialisaton of the dementia economy makes it more vulnerable to boom-
and-bust cycles and therefore risks finding itself suddenly impoverished.

Here, the critical commitment to political transformation becomes espe-
cially pressing. An escape route out of the neuropsychiatric biopolitics of
dementia, and the creation of a political economy more conducive to the
well-being of people affected by dementia, needs to be carefully traced out
and enacted if we are to minimise detrimental fallout and seek progress for
as many stakeholders as possible. To this end, a critical dementia studies
might rearticulate friendliness as robust social support within which insti-
tutions play a significant role, guided most prominently by the interests of
people affected by dementia. Rather than raising awareness about normal
ageing and the prospects of curative technologies, those same dementia stud-
ies efforts could instead raise awareness about the political economic con-
stitution of the problems experienced by people affected by dementia and
promote promissory visions of future political economies that address those
problems. I am evidently not speaking to all dementia studies scholars here.
Many are already doing this work, but too many are not, and they need to
be brought on side. Ultimately, a critical dementia studies can only realise its
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full transformative potential when it coherently shows that another political
economy of dementia is desirable, attainable and, better yet, perhaps even
inevitable.

Notes

1 Before contemporary classifications of dementia were popularised, people with
dementia would have typically been contained within these two categories in sta-
tistics.

2 The UK dedicated its presidency to promoting social enterprise generally.

3 “Shorting” entails borrowing a stock that you suspect will soon lose value, selling
it at its current high price, buying it back at its lower future price, returning the
original stock and keeping the difference. Hostile investors can “short squeeze”
these short positions by buying that stock, keeping its value high. The original
short sellers abandon their positions to limit their losses, and in doing so, further
increase the value of the stock that the short squeezers have acquired.
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9 Conclusion

Promissory Sociopolitical Histories

In this concluding chapter, I bring together the various issues covered
throughout the book to argue that a lack of robust critical engagement
with the neuropsychiatric biopolitics of dementia lies at their centre.
I begin by briefly summarising the story that I have told throughout
the book as a whole. This begins with the remarkable rise of demen-
tia research under the influence of the neuropsychiatric biopolitics
of dementia and culminates in a contemporary political economy of
dementia characterised by evaporating support and proliferating cap-
ital accumulation. My overall argument is that a more neurocritical
dementia studies — by which I mean a dementia studies that is informed
by the core premises of critical gerontology and critical psychiatry' as
two fields that have resonant heritages of resisting similar biopolitics,
is more robustly engaged with claims relating to ageing and cognition,
and is more forthright in pinpointing biopolitical commitments — is
uniquely positioned to resist problematic aspects of the neuropsychiat-
ric biopolitics of dementia and reformulate a more salutogenic political
economy of dementia.

This may all sound somewhat nebulous and idealistic, so I do two
things to tighten it up a little. First, I show how historic responses to
dementia, both deliberate and accidental, can offer us some inspiring
blueprints for developing a new sociopolitics of dementia. In particular,
new epidemiological evidence regarding historic public health develop-
ments and their potential long-term implications shows that we might
be able to make inroads into the incidence rates of dementia. I also
point to historic research movements that developed contextualised
psychosocial understandings of dementia and used those understand-
ings to achieve meaningful political transformations for older people
experiencing cognitive decline. Second, I attend more closely and prag-
matically to the range of things that we can all do right now in pur-
suit of precisely what I suggest above: resisting problematic aspects of
the neuropsychiatric biopolitics of dementia and reformulating a more
salutogenic political economy of dementia.
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I began this book with an account of the meteoric rise of contemporary
dementia research from the late 1970s onward, noting how reconfigura-
tions of ageing and disease helped American stakeholders to unleash the vast
potential of AD as a political entity. On the one hand, we can interpret this as
a heartening tale of substantial resources being dedicated to solving a major
source of human distress. On the other hand, the 1970s was a long time ago,
and it seems as though almost none of the headline aims of the AD move-
ment have been met or are even close to being met for that matter. Dementia
studies, a heterogeneous amalgam of social scientific and humanities scholar-
ship and activity, is sometimes represented as having arisen in the 1990s as a
response to dehumanising (bio)medicalisation and the nefarious (bio)medical
model of dementia. However, this is a limiting interpretation of the wider
biopolitical nature of the phenomena in question and the embeddedness of
dementia studies within that biopolitics.

In response, I have argued that those of us who identify with dementia
studies could fruitfully focus on the neuropsychiatric biopolitics of dementia.
An attentiveness to biopolitics requires that we unpack the ways in which
particular imaginaries of dementia permeate public consciousness so that
publics self-govern their conduct according to corresponding normative com-
mitments. This extends beyond traditional (bio)medicalisation. It is effec-
tively a means of bringing a particular order to life itself, manifest in the (self)
governance of our relations with our brains, our minds, and ultimately our
selves. This biopolitics relies on an imaginary of dementia as:

A syndrome of cognitive decline caused by discrete neuropathologies
that are distinct from ageing, and ... not enough people are aware of
this. Furthermore, because dementia is caused by disease, and biomedi-
cal sciences have cured some diseases, dementia is a technoscientific
challenge that will be solved through technoscientific endeavours."

In particular, I argue that the neuropsychiatric biopolitics of dementia is
defined by three core claims: (1) that dementias are caused by discrete dis-
eases of the brain, (2) that dementia is not a normal part of ageing and (3)
that research will discover a cure. These messages are proliferated by a coa-
lition of neuropsychiatric stakeholders. Far from being the terrain of neu-
rologists and psychiatrists per se, the key progenitors of neuropsychiatric
biopolitics are often governments and politicians, charities, celebrities, bio-
tech enterprises and the media.

The neuropsychiatric biopolitics of dementia that is reproduced by this
coalition of stakeholders has fundamentally reconfigured dementia. Through
the conceptual mechanics of circularity, dementia has been remade in ref-
erence to hypothetical neuropathologies, often irrespective of scientific evi-
dence, to the extent that contemporary iterations of dementia can be entirely
stripped of the cognitive characteristics that have traditionally demarcated
most people’s experiences of dementia. Aducanumab stripped cognition
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away entirely, and lecanemab and donanemab are now artistically opera-
tionalising and advertising clinically meaningless cognitive effects with the
aid of media,? charities®® and politicians. These new dementias have been
materially realised in strange new forms, such as paralysed worms and bio-
marked prodromal patients, and have even been successfully treated by sev-
eral interventions, the most notable being aducanumab and lecanemab. In
these machinations, we find dementia manifest as a biopolitical entity that
is almost entirely divorced from the experiences of cognitive impairment
and consequent dysfunction that animated people affected by dementia and
dementia researchers alike before the 1970s.

Perched astride the perimeter of neuropsychiatric biopolitics, a lot of the
dementia studies tradition can feel rather awkwardly positioned in relation
to dementia generally. There are several examples of areas where dementia
studies can be too neuro-agnostic, participating in neuropsychiatric biopoli-
tics in a relatively uncritical manner and hence becoming complicit in it.
I have sat through countless presentations at associated conferences which
open with appeals to the economic gravity of dementia as a syndrome result-
ing from brain disease as opposed to ageing. These are tempting introductory
clichés that serve a particular biopolitics every time they are used. In this
book, I have focused on stigma, ethnicity and friendliness as topics where
a broad collection of uncritical dementia studies scholarship strays beyond
neuro-agnostic complicity and becomes an actively explicit extension of neu-
ropsychiatric biopolitics. These are rapidly proliferating areas of dementia
studies work, and I would argue that they need to be swiftly redressed. More
broadly, these issues speak to the deeper need for nurturing an alertness to
the neuropsychiatric biopolitics of dementia and critically reconsidering our
own relatedness to that biopolitics in many different forms.

The need to do so is pressing because neuropsychiatric biopolitics has
occasioned, and is in many cases hastening, the generation of a political
economy of dementia that is increasingly disaggregated from, and even con-
trary to, the interests of many people affected by dementia. In the wake of the
2008 financial crisis, this political economy has intensified post-1970s trends
toward lower social support and heightened personal responsibility in the
interests of capital accumulation. Formal support has been reduced to pro-
viding information so that it falls to families to orchestrate material support,
especially unpaid lone female carers. At the same time, demographic alarm-
ism has been reinvigorated as a new demographic dividend, making dementia
into an alluring speculative opportunity, with potential consumable interven-
tions offering momentous returns on investment, often irrespective of what
we might consider successful endpoints. Public, private and third-sector insti-
tutions have coalesced around friendliness and promissory technoscience,
and a lot of dementia studies work, especially regarding stigma, ethnicity
and friendliness, purposefully resonates with a big friendly society ideology.
There is a lot of good intention here, but it risks contributing to darkening
prospects for people affected by dementia in the present and the future. With



Conclusion 235

this in mind, I argue that a neurocritical dementia studies must resist the
neuropsychiatric biopolitics of dementia if we are to successfully respond to
dementia as a problem and successfully meet the aims that have headlined the
development of dementia research generally.

9.1 Promissory Histories

It is easy to feel downhearted when considering the contents of this book in
the round. The problems that we face are simultaneously hefty, pervasive
and slippery. Indeed, I am relatively pessimistic about the prospects of the
dementia economy and its repercussions for people affected by dementia,
both today and far into the future. Nonetheless, I would argue that this is
more of a motivation for trying harder than for giving up. As we approach
the end of this book, I think it is important to highlight some reasons to be
hopeful, alongside practical strategies through which dementia studies as a
collective force and the individuals within it can push for improvements.

In this book, I have written at length about futures, and manipulations
thereof, as being essential to shaping our presents. They make speculative
futures more likely by catalysing capital and shutting down alternatives.
However, our present dispositions toward the future are also responsive to
deficit. If we simply cannot envisage a way out, then we are more likely to
reconcile ourselves to our present conditions. The political scientist Barbara
Prainsack has articulated this capacity for non-imagination to dictate the
present:

The absence of visions about what an alternative, better, future should
look like creates facts on the ground. It makes us accept the status
quo, or the supposedly “natural” course of things, as a given, and it
makes us put up with its negative effects. In the worst case, it natural-
ises specific distributions of power and agency, and suggests that these
are beyond our control.’!

With this in mind, it is vital that a neurocritical dementia studies does not
simply pursue critique without construction in the sort of finger-wagging
manner that critical scholars can inadvertently slide toward. We certainly
want to avoid creating a vacuum of hope, exacerbating feelings of future-
lessness that can so easily provoke anxiety and disaffection.! Hence, our
critique must be matched with our own promissory sociopolitics, manifesting
the same aesthetic of hopefulness that saturates the neuropsychiatric biopoli-
tics of “research will discover a cure”. Fortunately, I see two major reasons
why our hopefulness can be firmly justified.

The first reason to be hopeful is that epidemiology is currently suggesting
new strategies for responding to dementia in a genuinely substantial man-
ner. It has become apparent over recent years that, while absolute numbers
continue to rise amidst population ageing, age-specific dementia incidence
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has been in decline for over a decade (and perhaps two decades) in several
high-income countries.”'% It is generally believed that this is due to a range
of post-war transformations relating to public health in the mid-20th century.
Improvements in areas such as education, housing, living standards, health-
care access and nutrition may have collectively contributed to political econo-
mies that were more conducive to cognitive health."Y The people who lived
through these post-war improvements are now arriving at the high-risk ages
for dementia, so declining incidence today partially reflects political determi-
nants in the mid-20th century. While our contemporary drug pipeline falters,
it turns out that we might have a wider range of partial anti-dementia inter-
ventions at our disposal and that our ancestors were already implementing
some of those strategies 70 years ago. Well done them. Not so well done us.

Today, despite a greatly expanded focus on addressing dementia, we find
ourselves beset by the erosion of salutogenic political determinants. The
political economy of dementia that I characterised in the previous chapter
is ultimately a small-scale manifestation of the larger phenomena that have
come to shape our contemporary political economy more generally. Lower
collective social support, greater reliance on personal luck and an emphasis on
private capital accumulation are not unique to the world of dementia. There
are many particular ways in which this political economy has impacted and
is still impacting factors that we know are pivotal to future dementia rates.
For example, children have missed years of school due to political responses
to COVID, particularly in the poorest families who lack access to digital
technologies. A report in 2022 by UNICEF, UNESCO and the World Bank
found that COVID policies resulted in a global increase in illiteracy among
10-year-olds from 53% to 70%.1"I In the UK, food bank use has increased
from under 26,000 people in 2008-2009 to over 2.5 million in 2020-2021,
as millions struggle to access nutrition.!"¥! There is also growing healthcare
inaccessibility as waiting lists increase and a greater range of services are
privatised. As an example, in recent years, it has become increasingly difficult
to have ear wax removed on the NHS, with most people now having to pay
a private clinic for the service, contradicting NICE guidance.™ Similarly,
NHS dentistry is now hard to come by. A 2022 survey revealed that 90%
of dentists were not accepting NHS patients, with whole regions becoming
“dentistry deserts” and members of the public performing DIY dentistry,
including removing their own teeth."” Both hearing impairment!**-'¥! and bad
oral hygiene!™ 2! are risk factors for dementia, so by ignoring them today, we
may be contributing to future dementias.

I have written a lot in this book about the ways in which promissory
futures of dementia have immediate material consequences and are there-
fore influencing our present. It is important to recognise that, through the
political decisions highlighted above, our present is simultaneously dictating
the future of dementia. Of course, some long-term effects are almost impos-
sible to predict with confidence. But some are relatively straightforward.
Decreased access to education and healthcare almost certainly means that
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some people alive today will go on to develop more pronounced cognitive
impairments than they would otherwise have experienced. Mid-20th-century
political and economic transformations likely set the scene for declining
dementia incidence in the early 21st century. Early 21st-century transforma-
tions are similarly constraining the incidence rates of the late 21st century. If
the contemporary epidemiological evidence is reliable (and while it certainly
looks convincing, this remains a big “if”), then our present political economy
is likely already driving some increases in dementia incidence and severity in
our future.

This observation is a poignant reminder of the manner in which our con-
temporary political economy of dementia can disaggregate the efficacy and
successfulness of anti-dementia interventions, particularly when those inter-
ventions are (un)conducive to other political and economic interests. As I
outlined in Chapter 5, aducanumab has shown us that an intervention does
not need to be clinically effective to be successful. Contemporary backward
steps regarding public cognitive health show us that effective interventions
will not necessarily be successfully pursued and implemented. Hence, our
political economy of dementia not only answers to interests beyond simply
addressing dementia, but it can also place greater emphasis on those addi-
tional interests, pursuing them even when they are at odds with addressing
dementia. This is a core contention of a neurocritical dementia studies — the
neuropsychiatric biopolitics of dementia is not inherently concordant with
medicine or science and can often be at odds with them, particularly when
beholden to opposing financial and moral interests.

There are, however, serious attempts to learn from the observation that
historic public health circumstances have some potential to shape contempo-
rary dementia incidence. These efforts are primarily concentrated in a pre-
vention agenda of epidemiological scholarship that has developed rapidly
over the past decade. This effort has been spearheaded by the publication
of two special Lancet Commission Reports in 20172 and 202022 led by
professor of psychiatry Gill Livingston. These reports stratified dementia risk
percentages according to specific risk factors. The more recent report attrib-
uted 40% of contemporary dementia prevalence to the following modifi-
able risk factors: poor education (7%), hearing loss (8%), traumatic brain
injury (3%), hypertension (2%), alcohol (1%), obesity (1%), smoking (5%),
depression (4%), isolation (4 %), inactivity (2%), pollution (2%) and diabe-
tes (1%). Predictably, the headline claim that 40% of dementia was poten-
tially preventable translated into a plethora of media headlines regarding
the need for people to change their lifestyles today to reduce their dementia
risk.?3-2%) There is evidently some attempt to conjure a more public health-
focused approach here, but from a critical perspective, this type of depoliti-
cised DIY public health messaging is unlikely to be a positive strategy for
dementia intervention.

The flourishing prevention agenda is, on the one hand, well-intentioned
and grounded in a reasonable epidemiological evidence base (at least by the
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standards of neuropsychiatric biopolitics). On the other hand, there is at
best a political naivety to a lot of these endeavours, if not outright complic-
ity in the very processes that are contributing to pathogenic determinants of
dementia. Indeed, some of the concurrent scholarship manifests attributes
of an uncritical dementia studies that I argue against. The misrepresentation
of public health as a matter of personal lifestyle choice can easily distract
us from paying attention to the social determinants of health as structural
problems with structural solutions. This is a matter of interpretation as much
as it is a matter of embracing the existing evidence base regarding things that
appear to have worked in recent history. 20th-century gains regarding 21st-
century dementia did not come about because proactive individuals made
post-war resolutions to be less depressed and hit their heads less often. Those
gains emerged, organically and unwittingly, as a happy accident of political
economic phenomena far beyond the personal willpower of the individuals
who have subsequently benefitted. Rather than trying to force the lessons of
epidemiology to fit an ill-suited self-help fetish, we could send children to
decent schools away from busy roads and provide them with nutritious meals
(perhaps via some form of “moonshot”).

As well as guarding against simplistically autonomous misunderstandings
of public health - e.g. in terms of an individual quitting smoking and eating
kale — it is also important that the prospects for well-designed and well-
implemented public health approaches to dementia are not sensationalised.
Of course, 40% fewer cases of dementia by the late 21st century would be
a fantastic result, but that does mean that 100% of cases will remain in the
present and 60% of cases will remain in the distant future, even assuming
that interventions are fully effective. It is also important to take the 40%
claim with a large pinch of salt. This epidemiological work is relatively recent
and will undoubtedly be subject to considerable revision over the next dec-
ade. Establishing causality is essentially impossible, and headline stats are, to
some extent, arbitrary. Long-term percentage reduction via political econ-
omy, however fruitful that could be, is ultimately a far cry from the immedi-
ate eradication of dementia that is espoused by promissory technoscience.
Advocates of preventative approaches are rightly critiqued for overplaying
their prospects. If we stopped all pollution, depression, hearing loss, etc.,
tomorrow, we would still not abolish dementia per se, far from it. Indeed,
one result of this would be that more people would live longer, which could
even push prevalence in the opposite direction, given the age-associated
nature of dementia.

An openness to the limits of such approaches is itself important. The mes-
sage here is not some irresponsible “we will beat dementia” hype, but rather
a pragmatic one of less dementia, less severe dementia, and less impairing
dementia, which is better dealt with when it does occur. Ultimately, post-war
political economies may have reduced incidence, but they could also offer a
better way of responding, via robust social support systems, to the cognitive
decline that will inevitably still characterise many people’s later lives. We
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could have our cake and eat it, with political economies that simultaneously
lower incidence and improve experiences of the dementias that are left over.
Political transformations could target societies that not only lessen demen-
tia but are also better equipped for those dementias that will inevitably still
occur. Win-win, albeit by degrees. This is the realistic promise of a future
political economy of dementia, if we so choose —a world with lower age-spe-
cific dementia incidence and where the dementia that does occur is responded
to with rigorous and reliable support. It is no utopia, but it is preferable to
our contemporary circumstances. More importantly, it is feasible and likely
to be somewhat effective based on available evidence.

The core idea here is not only of dementia being in context but dementia
being of context. This is not a new approach by any means. In the mid-20th
century, before the NIA made Katzman’s de-aged AD a household name
and far before Kitwood centred in on relationships, overlapping American
traditions of social psychiatry and social gerontology developed psychoso-
cial understandings of dementia as mental deterioration bound up with soci-
etal contexts of ageing. Scholars were alert to the growing numbers of older
people labelled as senile and/or insane, alongside the already well-known
discrepancies between neurophysiology and cognitive impairment. Based on
these observations, they concluded that dementia would become a substan-
tial social problem if governments did not implement policy programmes
dedicated to later-life well-being. These programmes would need to bolster
healthcare access, financial stability and intergenerational cohesion in rapidly
modernising environments. 2% 27

Though operating under the monikers of social psychiatry and social ger-
ontology, we might readily interpret these arguments as fundamentally criti-
cal in nature. Breaking away from the early 20th-century European psychiatry
of Alzheimer and Kraepelin, these scholars were alert to the ways in which
dementia was socio-politically constituted and the concerning direction of
travel.?8! With this in mind, they deconstructed the normative commitments
at stake in contemporary approaches to dementia and responded by advocat-
ing for political transformation as a means of addressing the problem.?’ They
were somewhat successful in doing so. In the 1960s, their work informed the
development of programmes such as Medicare and the Older Americans Act,
expanding healthcare coverage and a range of social services to at-risk older
people.P The advent of the neuropsychiatric biopolitics of dementia in the
late 1970s, coinciding with the decline of activist government, undermined
these fledgling forms of critical thinking on dementia as it rapidly became the
predominant institutional and public approach to understanding cognitive
decline in later life. Nonetheless, we did it once, and we can do it again.

We might ask what these two things have in common: (1) contemporary
epidemiological evidence regarding post-war political economies that have
proved protective against dementia and (2) mid-20th-century social psychi-
atric and social gerontological work on dementia as a psycho-socio-political
problem requiring public reform. The answer is that both of these phenomena
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offer a type of promissory history. By this, I mean that we can echo the prom-
issory strategies that typify contemporary technoscience — i.e. making futures
more certain by appealing to the inevitability of scientific advance — by simi-
larly appealing to real historic developments as firm evidence for our own
futures. What this promissory history lacks when compared with the emotive
appeal of promissory technoscience, it makes up for in its basis in reality.
These things happened relatively recently and are entirely within our tech-
nical capabilities. If nothing else, a neurocritical dementia studies can take
heart from these histories. Despite the pessimism I attested to at the begin-
ning of this section, from a certain perspective, dementia is something that
we are already sufficiently equipped to meaningfully respond to in a range of
ways that can effectively improve the lives of those affected.

9.2 Neurocritical Dementia Studies

This text is not meant to be a grand treaty advocating momentous societal
change. My intention is to coax those who identify with dementia studies
into adopting a more neurocritical stance. Yet that aim remains a little vague
and expansive, so as I draw to a close and attempt to summarise, I want to
attend more practically to the things that we can do to move the dial, even if
only by a little. You might ask, why focus on dementia studies at all? It may
seem a little unfair to lay problems at the door of a loose collection of het-
erogeneous ideas and practices that has so often strove to resist these types
of problems. I focus on dementia studies specifically because I believe that
it, or more specifically, we, have a particular power (and perhaps a particu-
lar responsibility) as an unusual group of biopolitics-adjacent stakeholders.
That is, in the real world, it is nigh on impossible to professionally engage
with dementia and not be somehow affected by its biopolitical gravity. We
have one foot in the tent, in terms of the indebtedness of our very existence,
as people who speak to something called “dementia”, to that biopolitics. We
have one foot outside the tent, in terms of our rich heritage of examining
and resisting the political constitution of problematic experiences of demen-
tia in many different forms. Rather than decrying systems and advocating
vague political change, I want to zero in on what I would like to cultivate
as strands of thought and action that can intersect a wide array of dementia
studies. I would personally frame this as a form of solidarity with people
affected by dementia, which is ultimately what I believe dementia studies is
and should be.

What to do? First, our personal politics can be decidedly anti-dementia. In
light of contemporary epidemiological evidence regarding the political eco-
nomic determinants of dementia, it is reasonably straightforward to vote for
parties with anti-dementia policies and to participate in action that seeks to
further those policies. First and foremost are policies to widen access to edu-
cation and healthcare. If public policy gets those two things right, it will be
making dents in future dementia incidence. Then there are concurrent policies
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relating to social support for carers and disabled and older people. Widening
access (and access is not the same as availability) to real-world practical sup-
port services (by which I mean human and physical infrastructural support,
not to be conflated with research funding or awareness raising) is not an
absolute guarantee of success, but it is our best bet. Reasonably attainable;
reasonably likely to be effective. Of course, we all quite rightly have many
more political concerns than just dementia, but a “dementia-friendly” citizen
has the above issues in mind when pursuing their own politics.

To support this approach to a more personal politics of dementia, it could
be helpful to develop a dedicated dementia assessment of party manifestos
going into each election and perhaps even related analyses of major policy
changes as they are being developed. This could be produced and promoted
by a broad coalition of critical dementia studies scholars and, crucially, peo-
ple affected by dementia. Some organisations, e.g. Age Scotland,' have
already begun to develop such manifestos, but it would be a mistake to
leave such work to specific organisations given the influence of lobbying by
different interest groups in the political economy of dementia. The simple
existence of an up-to-date and accessible dementia manifesto could help to
nurture a general appreciation of the status of dementia as a fundamentally
political entity. Importantly, such an assessment must not naively conflate
commitments to research funding with a commitment to improving the lives
of people affected by dementia. This is one reason why the involvement of
people affected by dementia in dementia studies is so important, because
their interests will not always be neatly aligned with the interests of other
dementia studies stakeholders.

At a more intimate level, we can do a better job of curating our content,
be that presentations, publications or social media. We must be highly alert
to the manner in which things like stigma, minoritised ethnic awareness,
friendly communities, celebrity research appeals and various other enter-
prises that rely on and reproduce the neuropsychiatric biopolitics of demen-
tia distract us from the things that we have solid scientific evidence about.
Instrumentally, awareness raising can be a rewarding gravy train to ride, but
the neurocritical dementia studies scholar must be aware of the biopolitics
that it serves. Before spreading awareness that we think we have and oth-
ers need, we should reflect on where our own awareness comes from and
what makes it better than the awarenesses of others. This is especially true
for those scholars demarcating minoritised ethnic groups as being uniquely
in need of our attention. Regarding ethnicity, we could engage with people
affected by dementia based on a foundational assumption that they have
meaningful experiences that we can learn from rather than defining them as
somehow problematic and seeking to change them. Frankly, to do otherwise,
via rubrics of race and ethnicity, is racist.

In essence, this entire book is replete with cautionary tales and examples of
things we can avoid doing as a means of nurturing forms of neurocriticality.
Do not absentmindedly refer to “stigma” as a sort of vague catchall term for
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badness and/or ignorance. Do not assume that telling the public about brain
diseases will mitigate that stigma. Do not reiterate the throwaway biopoliti-
cal claims that litter too many introductions and conclusions. Call out biopo-
litical claims. Refute them in reference to the scientific evidence base. Ask
what “normal ageing” is. Ask why hallmark neuropathologies and cognitive
impairment are not neatly correlated. Ask how many of the billions allocated
to dementia research have directly benefitted people affected by dementia.
Ask how their well-being has been materially enhanced by friendliness and
oranges and moonshots. Ask what qualifies a study of worm proteins to be
described as “dementia research”. Ultimately, all of this micro-criticality can
help to disaggregate the neuropsychiatric biopolitics of dementia as a norma-
tive project.

In arguing that the neuropsychiatric biopolitics of dementia is antithetical
to good science, I am not naively championing science as an idyllic alternative
to biopolitics, producing objective measurements of an immutable world. I
am well aware of the many ways in which even “legitimate” science can be
read as a form of politics in and of itself. The entire social studies of science
discipline has developed around investigating the ways in which, just like
any other aspect of human life, the production of scientific knowledge is an
amalgam of messy practices, value judgements and political struggle. These
observations refute simplistic imaginings of what science is, but they do not
undermine science as an entity per se nor refute its value. Science, broadly
conceived, has long enabled us to make sense of the world in deeply meaning-
ful and useful ways. Science as a general concept can encapsulate a wonder-
ous means of being in the world, combining the curiosity to understand and
the conviction to enact change.

With this in mind, biopolitics is not inherently problematic because it is
somehow a corruption of something called science that is otherwise pure.
Science is biopolitics, and biopolitics is science. We define and study phenom-
ena that matter to us in ways that we think will produce results that will mat-
ter and deftly leverage capital of various forms to suit those ends. There is a
reason that dementia research is a far bigger field than pocket-fluff research.
Dementia matters a lot to a lot of us. Rather than being bad because it is not
science, the neuropsychiatric biopolitics of dementia can be viewed as being
partially bad because it has some troubling features and repercussions, and
a neurocritical dementia studies should attend to these. Science and medi-
cine are not apolitical or value-neutral (though, of course, some like to pre-
tend that they are), nor should they be. The neuropsychiatric biopolitics of
dementia is not inherently problematic because it contradicts basic scientific
evidence, clinical realities and the experiences of people affected by dementia
(though it can be and is problematic for these reasons in various instances).
It is more decidedly troublesome because it does these things in the inter-
ests of capital accumulation, too often at the expense of people affected by
dementia. This is more a question of degrees than a neat good-science versus
bad-biopolitics binary, but they are degrees that matter.
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To be neurocritical is to recognise that various facets of dementia studies
could benefit from more robust engagements with neuroscience, cognitive
science, geriatric psychiatry and epidemiology. This would firstly enable us
to better contest the neuropsychiatric biopolitics that manipulates science
and medicine to achieve political ends. When a charity or politician pon-
tificates about normal ageing, discrete neuropathologies and future cures, a
neurocritical dementia studies could offer balancing arguments, not based
on archaic and limited (bio)medicalisation critiques, but instead based on
a weight of neurological, cognitive and epidemiological evidence that has
too often been corrupted, if not flatly ignored by neuropsychiatric biopo-
litical stakeholders. That evidence may have various flaws, but it is the best
we have. Crucially, that evidence can be made conducive to arguments for
a neurocritical sociopolitics of dementia, centring on systemic support for
both contemporary and future people affected by dementia. This is surely
preferable to a neuropsychiatric biopolitics that results in a few stakehold-
ers accruing capital at the expense of people affected by dementia. Hence,
a neurocritical dementia studies should strive to expose the contradictions
between the neuropsychiatric biopolitics of dementia and the wider social
and natural sciences of ageing and cognition.

Just as I do not want to naively venerate science as a value-neutral apoliti-
cal pursuit, I do not want to suggest that dementia should be depoliticised,
or at least that we should somehow pretend that dementia could ever be
apolitical. In fact, quite the opposite. One of our most potent responses to the
neuropsychiatric biopolitics of dementia should be to provide an alternative.
To my mind, we are the best-placed group of stakeholders for charting a way
out of the contemporary dementia quagmire. Critical dementia studies could
develop a distinct sociopolitics of dementia. Indeed, it has already done so
to a large extent, albeit in a piecemeal fashion and too often limited by his-
torical concerns of (bio)medicalisation and dehumanisation, coupled with an
agnosticism toward neuropsychiatric biopolitics. These issues matter greatly
but also risk distracting from the bigger picture. Our challenge is principally
to refine our heterogeneous work as a more coherent and explicitly resistive
alternative to the neuropsychiatric biopolitics of dementia and the political
economy of dementia that it supports. As discussed above, we can find signif-
icant inspiration in a type of promissory history revolving around post-war
public health and mid-20th-century social psychiatry and social gerontology.
It is attainable.

So far, I have outlined a range of strategies that, in my opinion, at least,
are fairly easy to achieve. There is the simple act of reinforcing and spreading
our alertness to the sociopolitical determination of dementia and articulating
this more explicitly and coherently right across our diverse projects. We can
advocate for anti-dementia political economies that are conducive to support
in the present and hopefully to lower incidence in the future. We can avoid
uncritically reiterating biopolitical claims regarding the nature of dementia
and dementia research. We can reflect more critically on our uses of concepts
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such as stigma and awareness and the manner in which we position different
groups of people in relation to those concepts and to dementia itself. We can
overcome neuro-agnosticism by engaging more robustly with the relevant
sciences, drawing on those engagements to challenge suspect biopolitics and
strengthen realistic and positive promissory sociopolitics of dementia. We
can learn from history to promote alternative promissory futures of demen-
tia, echoing the hopefulness of promissory technoscience and bolstering it
with a firmer evidence base.

Those things are relatively easy to commit to. More challenging is a criti-
cal reworking of the relationship between institutionalised dementia studies
and the broader dementia economy. As I have repeatedly noted throughout
this book, the development of dementia studies as an institutional entity is
inseparable from the wider development of the political economy of demen-
tia over recent decades, all flourishing under the influence of neuropsychiat-
ric biopolitics. We need to recognise our embeddedness within a dementia
economy that is too often set up to benefit certain stakeholders, including
research institutions and, to varying extents, researchers themselves, more
than people affected by dementia. A portion of our success is either directly
or indirectly attributable to the neuropsychiatric biopolitics of dementia and
the political economy of dementia that it supports. Much of what I have sug-
gested above is a means of addressing the indirect relatedness of dementia
studies and neuropsychiatric biopolitics, but our direct, especially financial,
links to that biopolitics must also be subject to critical, and perhaps uncom-
fortable, scrutiny.

This critical effort must begin with the major dementia-related organisa-
tions that operate as middlemen between public funding and research pro-
grammes. It is tempting to cast the Alzheimer’s Association as a leading villain
in light of its questionable political and financial entanglements with Biogen
and aducanumab,??! not to mention other serious questions. However, the
Alzheimer’s Association is not unique in this respect. Let us not forget that
former British prime minister David Cameron is the president of ARUK.
He is the same man who oversaw deep retrenchments of social care provi-
sion,®’! worsening healthcare access,** increased child poverty® and huge
food bank expansion.*®! In my view, as far as any one individual has likely
contributed to increasing the future incidence of dementia, he is relatively
uniquely positioned. Having done so, he quickly progressed to lobbying for
funding for biopolitical advertising campaigns such as #ShareTheOrange and
promissory technoscience enterprises more broadly. Hence, ARUK and its
stakeholders should not get off the hook amidst more prominent criticism of
the Alzheimer’s Association.

In 2020, the Alzheimer’s Society chief executive Jeremy Hughes stepped
down from his role amidst controversies regarding staff bullying and related
six-figure staff payoffs. This catalysed wider criticisms regarding the charity’s
broader trajectory through the 2010s, away from supporting people affected
by dementia and toward friendliness and awareness as a more politically and
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financially productive strategy. The Alzheimer’s Society has recently part-
nered with the Football Association, which in recent years has found itself
under mounting public pressure regarding the links between football-related
brain injury and dementia. The partnership focuses on spreading awareness
and making football clubs dementia-friendly. A cynic might wonder whether
the FA has purchased friendliness from the Alzheimer’s Society as a distrac-
tion from the substantial role that the organisation appears to play in caus-
ing dementia. These organisations undoubtedly do a great deal of good in
many different ways, but they are also key stakeholders in a murky political
economy of dementia that has some regrettable attributes.

A great deal of laudable dementia studies work is funded because of
campaigns such as #ShareTheOrange and Dementia Friends, or because of
partnerships with organisations like Biogen or the FA. We are by no means
distinct from or morally above the contemporary political economy of demen-
tia. There are hence difficult questions to be asked about the nature of capi-
tal accrual in dementia studies specifically. Personally, I have so far avoided
dementia-related funding, being supported instead by broader social science
research grants. However, it is probably not feasible, nor expedient, to reac-
tively turn our backs on every problematic stakeholder. Moreover, I am not
a martyr. I have to earn a living the same as everyone else, and if it were a
choice between a dementia grant or unemployment, I would take the money.
To be clear, what I mean by this is that, in a precarious and largely well-
intentioned sector, researchers should not be personally blamed for receiving
funding that relies on the neuropsychiatric biopolitics of dementia. Hence,
while I think that we should reflect on our funding practices, I do not think
that dementia studies should automatically shun potentially ill-gotten invest-
ments. Instead, scholars might collectively work to reconfigure the relations
between dementia studies and funders who are firmly embedded within the
neuropsychiatric biopolitics of dementia. We should hold funders to account,
and funders should be receptive. That work begins with the forthright articu-
lation of relevant concerns, which I have hopefully managed to achieve, at
least to some extent, herein.

As T have admitted above, I am pessimistic about the overall trajectory of
dementia as a biopolitical entity and the political economy that it nurtures.
I see a bad situation worsening. However, I think that it is important to
end on a positive note, for myself as much as anything else. The positive is
dementia studies. The field is far from perfect, but the fact that it exists at
all is a reason for hope. One of my greatest privileges has been teaching ser-
vice providers about sociopolitical facets of dementia and seeing them grap-
ple with their preconceptions, especially when they return to tell me about
the positive ways in which they have adapted their practice, sometimes to
great effect. Moreover, every time I attend one of the many dementia studies
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initiatives that are meaningfully including people affected by dementia, if not
being run by them independently, I am reinvigorated by the sense in which
we are collectively imposing a countercultural dementia on, and often in spite
of, the world. This is good by itself, but how much more impressive is it that
we have achieved so much while working within the wider context outlined
in this book. We might be fighting the tide, but we are at least making waves.

Note

1 Tlimit myself to these two fields because they speak so directly to neuropsychiatric
biopolitics and are relatively untapped, but critical dementia studies as a whole
requires engagement with a far wider array of scholarships.
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