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Abstract

This thesis investigates the nature of psychiatric disorders, and to what
extent they can form a basis for classification, explanation, and
treatment interventions. These questions are important in the light of
the “crises of validity” in psychiatry, according to which current
diagnostic categories do not pick out real disorders. I address the
questions by defending an account of psychiatric disorders that can
better accommodate social aspects and non-epistemic values than the
symptom-based model of the Diagnostic and Statistical Manual of
Mental Disorders (DSM) and the brain disease model of the biomedical
approach, including the Research Domain Criteria (RDoC). I
concentrate on three ways that psychiatric disorders can differ from
prototypical natural kinds, such as biological species and chemical
elements. First, the concept of psychiatric disorder or mental disorder
is partly value-laden and cannot be defined based only on scientific
facts. Second, the objects of psychiatric classifications are interactive
human kinds because people with disorders respond to their
classifications through looping effects. Third, sociocultural factors can
shape disorders in complex ways, which is indicated by their cross-
cultural variation. I argue that these challenges can be overcome with a
pluralistic explanatory account that grants an explicit role to value-
sensitive considerations and social scientific research. Based on this, I
argue that particular disorders can in principle support inductive
inferences.

My key argument is that although whether a condition is
considered pathological is partly a value-laden question, this does not
rule out a realist account of particular psychiatric disorders as
homeostatic property cluster kinds (HPC). I assert that causal
mechanisms responsible for psychiatric kinds can be understood non-
metaphysically based on the contrastive-counterfactual and



interventionist theories of explanation. An advantage of this account is
that it can address the concern that psychiatric explanations require one
to relate heterogeneous causal factors on different levels, such as
genetic, neurological, psychological, and social. My novel argument is
that mechanistic explanations of scientific kinds have applicability do-
mains over which they account for specific aspects of kinds and warrant
inductive inferences. That is, identifying the applicability domain of an
explanation spells out the conditions under which the explanation is ex-
pected to be reliable and when it can break down. This helps to under-
stand how different discipline approaches, including social and cultural
ones, can be complementary and make an explanation of a psychiatric
kind more reliable. On the other hand, the account also shows how the
complex nature of psychiatric kinds can license re-classifications for
different epistemic and non-epistemic purposes. Finally, in the light of
the social implications of psychiatric classifications, I suggest a value-
sensitive or ameliorative approach to engineering the concept of
psychiatric disorder. In conclusion, my account shows that research on
the social and cultural factors that shape psychiatric disorders, and
weighing the non-epistemic values that influence -classificatory
practices, can and should inform classificatory choices as well as policy
and treatment interventions.
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1 Introduction: An Explanatory Account of Psychiatric Kinds

Psychiatric disorders' such as schizophrenia, depression, and attention
deficit hyperactive disorder (ADHD) are difficult to classify, explain,
and treat because there is no clear understanding of what kinds of things
they are. Successful classifications in the natural sciences are usually
considered to “carve nature at its joints” by arranging the targeted
objects based on their naturally shared properties and relations.
Therefore, the hope is that if psychiatric disorders resemble chemical
elements or biological species, successful psychiatric classifications
could be based on their natural structure. Such a natural classification
could dispel doubts about medicalization, overdiagnoses, facilitate
research, as well as enable efficient diagnoses and treatments. On the
other hand, because psychiatric disorders are also socio-cultural
phenomena, there is no obvious answer as to how they differ from
deviances of social norms. Moreover, psychiatric classifications have
ethical and social consequences. They determine which abnormalities
are considered genuine disorders, and thereby warrant treatments and
exonerate behaviour, but they also inflict stigma, influence self-
identities, and alter general conceptions of the normal and the
pathological. Hence, the challenges facing psychiatric research and
classification are not only empirical, but also involve morally relevant
conceptual and philosophical questions about the nature and realness of
psychiatric disorders. The purpose of this thesis is to investigate what
kinds of scientific objects psychiatric disorders are by employing recent
advancements in the philosophical of science, and thereby provide

1 T use the term “psychiatric disorder” synonymously with “mental disorder”.
Their connotation is different from “mental illness” and “mental disease”. “Men-
tal illness” is usually considered to include a cultural interpretation, while “mental
disease” has a connotation of resembling somatic diseases. The older terms “mad-
ness” and “insanity” are ambiguous because of their colloquial nature.
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conceptual tools that can facilitate empirical research and classification
as well as policy decisions and treatment interventions.

The conception of psychiatric disorders in the Diagnostic and
Statistical Manual of Mental Disorders (DSM) and the International
Classification of Diseases (ICD) has been especially influential and
controversial. The conception is based on a pragmatic interpretation of
the medical model, according to which psychiatric disorders can be
provided symptom-based categorical definitions. However, the
symptom-based approach has been criticized for facing a “crisis of
validity”, according to which the diagnostic categories are not
empirically well-funded (Solomon 2022; see Kendler 2021). Arguably,
this lack of causal support is exemplified, for instance, by their high rate
of comorbidity (same individuals are diagnosed with multiple
disorders), culture- and value-dependency, arbitrarily strict definitions,
and weak interrater reliability (same cases are diagnosed differently)
(see Murphy 2017; Werkhoven 2021). Moreover, since the introduction
of manuals, both the number of diagnostic categories, and the people
being diagnosed, have increased. In 1952, the DSM-I contained about
100 mental disorders, while the latest version DSM-5 has nearly 300
(APA 2013). Similarly, studies in the early 1980s suggested that one-
third of the USA adult population had a diagnosable mental disorder,
while in 2013 the figure had risen to approximately half of the popula-
tion (Cockerham 2017). The growing number of some diagnoses, such
as depression and eating disorders throughout the world is also striking
(Watters 2011; Pike and Dunne 2015). The suspicion is that these in-
creases are at least partly due to overdiagnoses and medicalization of
social problems, instead of genuine increases in mental problems or bet-
ter diagnostics (Brinkmann 2020). As an example, Horwitz and
Wakefield argue in their 2007 book The Loss of Sadness that the DSM
manual has obscured the distinction between sadness and depression.
Despite this argument, the latest ICD-11 (WHO 2022) includes a novel
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diagnostic category of prolonged grief. Furthermore, since the manuals
are employed for bureaucratic and administrative purposes, they do not
only influence research and treatments, but also serve as the bases for
policy decisions that have wide-ranging societal consequences.

A commonly held hope in psychiatric research and practice is that
an etiological (i.e. causal) approach endorsed by a stronger view of the
medical model can overcome the problems of the description-based
account of psychiatric disorders. According to this view, psychiatric
disorders are discreet biomedical entities situated within the individual,
which would make them similar to somatic diseases (Kincaid and
Sullivan 2014). Hence, the stronger medical model seems to be
committed to essentialism and reductionism, so that although some of
the pathological causes can be social and psychological, the disorders
themselves are identically realized in the brain. This brain disease view
is explicitly endorsed by the Research Domain Criteria (RDoC)
programme. The RDoC was launched by the National Institute of
Mental Health (NIMH) with the intent that it could eventually replace
the DSM’s diagnostic categories as the primary bases for research on
psychopathological causes (Insel et al. 2010; Kincaid and Sullivan
2014). However, critics argue that such biomedical approaches do not
sufficiently concentrate on the experience, social role, and sociocultural
context of mental disorders (Kincaid and Sullivan 2014, Luhrman et al.
2016). For example, the cross-cultural variation of psychiatric disorders
seems to indicate the substantial role of social factors in disorders. In
addition, the strong medical model’s “broken brain” view of mental
disorders may inflict stigma with its immutable view of psychiatric
disorders (Haslam 2014).

In this thesis, I examine two philosophical questions raised by these
challenges to classify and explain psychiatric disorders. First, I examine
what kinds of scientific objects psychiatric disorders are. More
specifically, I ask what kinds of things psychiatric disorders are in
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comparison to other scientific or real kinds, such as chemical elements
and biological species, on the one hand, and how they resemble and
differ from each other and somatic diseases, on the other.? The central
purpose is to investigate whether a general theory of psychiatric
disorders as scientific or real kinds can be formulated. Second, I ask
what implications my findings about the nature of psychiatric disorders
have for classificatory as well as treatment and policy decisions. I in-
vestigate especially the scientific and social implications of the fact that
psychiatric classifications do not only sort out kinds of psychopathol-
ogy, but also kinds of human beings. This means that the second
question is also normative. I ask what value-laden choices and
responsibilities my account of psychiatric disorders bestows on
classificatory and diagnostic practices.

I address these questions by exploring an alternative account to the
medical model of psychiatric disorders. I formulate and argue for a
value-sensitive and pluralistic explanatory account of psychiatric
disorders as scientific or real kinds. To that end, I explore and analyse
the philosophical debate over the possibility of conceptualizing and
classifying the putative natural kind structure of psychopathology. The
question concerning the natural kind nature of psychopathology has
been central in the philosophy of psychiatry (see Kincaid and Sullivan
2014). As Serif Tekin (2016: 148) points out, the debate is motivated
by the scientific legitimacy of psychiatric research and clinical practice.
It is based on the conviction that if an object of research is a natural
kind, it is not an arbitrary or value-laden grouping imposed on nature,
but is instead an objective cluster empirically found there. This implies
that if we can establish that psychiatric disorders can in principle be
natural kinds, we can reason that the empirical validity problem is

2T use the terms ‘real kind’ and ‘scientific kind’ to cover all the kinds that ground
relatively robust epistemic projects, such as explanations, predictions and inter-
ventions.
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solvable, and thereby also address ethical and policy questions. That is,
instead of being value-laden social constructs or arbitrary groupings,
psychiatric disorders would be objective classificatory and research
targets resembling somatic diseases to the extent that their discovery
would justify policy decisions and treatment interventions.

However, there are challenges of formulating a natural kind
account of psychiatric disorders, even if the most implausible
constructivist worries and pragmatic problems related to the
classificatory manuals are put aside. According to a growing number of
philosophers and researchers, the central scientific challenge with
psychiatric disorders is that they are difficult to explain and sort out
because they are brought about by the interaction of multiple causal
factors on different levels of description (e.g. Sullivan 2014; Kendler
2012, Murphy 2006).3 This implies that psychopathology may not have
a stable and distinctive natural kind structure resembling somatic
diseases ready to be discovered (Maung 2016: 16). Alternatively, part
of the problem could be that the current concept picks out very different
kinds of natural kinds, whose understanding require varying
explanations from biological, psychological, and social factors. On the
other hand, even if it were possible to modify our current diagnostic
categories to pick out stable and scientifically relevant natural kinds,
Cooper (2005) and Beebee and Sabbarton-Leary (2010b) argue that
whether we label them as natural kinds of psychopathology, rather than
just biological or psychological kinds, is still at least partly a value-
laden choice. Based on these challenges, the purpose of my thesis is to
examine whether a pluralistic explanatory account of psychiatric kinds

3 The notion of “level” is used in various ways in the philosophy of science (e.g.
Eronen 2013, 2015; Levy 2013; Kokkonen 2021; Kuorikoski 2009). I employ it
mostly to describe levels in mechanistic explanation without making ontological
commitments (see Craver 2007).
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can accommodate values and disciplinary relative-explanatory ap-
proaches, including social scientific explanations.

I am not simply asking whether we can carve psychopathology at
its joints. In practice, I am also asking how we can classify
psychopathology responsibly in view of its sociocultural nature.
Psychiatric classification reflects, but also reciprocally affects, the
social context where disorders emerge, develop, and are experienced.
This is important because psychiatry is an applied science guided by
both moral and practical goals and by epistemic ones (cf. Zachar
2014b). These factors are not only relevant for clinical practice, but also
for classification and research. The reason is that as research objects,
humans are active social agents, and therefore care and react to how
they are studied and classified. As the philosopher Ian Hacking (1995a:
21) points out, psychiatric disorders are subject to looping effects:
“People classified in a certain way tend to conform to or grow into the
ways that they are described: but they also evolve in their own ways, so
that the classifications and descriptions have to be constantly revised.”
In fact, sociocultural and institutional factors influence all disorders and
even make possible some conditions to the extent that they are not time-
less and universal (Young 1995, Hacking 1998). Consequently, psychi-
atric disorders can be considered kinds of humans or human kinds in
addition to natural or scientific kinds. The implication is that cultural
and social factors related to psychiatric disorders bestow more respon-
sibility on psychiatric research and classificatory practice than what is
involved in, for instance, classifications of biological species, chemical
elements, or somatic disease. Based on this, I investigate how non-ep-
istemic values could be incorporated more explicitly— value-sensitively
— into the classification and specification of psychiatric disorders.
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1.1 The Nature and Realness of Psychiatric Disorders

The first question of this thesis concerns the nature of psychiatric
disorders as kinds of scientific objects. The problems related to current
classifications and explanations of psychiatric disorders raise two
interrelated philosophical questions about their nature.

First, can the concept of psychiatric disorder or mental disorder be
provided a definition based on scientific facts or is it irreversibly value-
laden? That is, what, if anything, unites all the conditions that fall under
the heading of psychiatric disorder? Second, can particular psychiatric
disorders be in principle natural or real kinds that resemble chemical
elements, biological species, or somatic diseases? Although these ques-
tions are interrelated, there is a need to clarify to what extent a condi-
tion’s status as a putative dysfunction, i.e. an internal psychological or
biological system that is not working as it is supposed to do, is related
to it being a particular scientific kind, i.e. a non-arbitrary grouping or
distinction in the world. This further question is also relevant because
specific psychiatric conditions may differ substantially from each other,
even if their status as psychiatric disorders were justified in the light of
shared nature or objective values. So far, the nature of the concept of
psychiatric disorder and nature of individual psychiatric conditions
have largely been examined separately. [ address this gap by examining
the underling conceptual assumptions in the discussion over how to de-
fine psychiatric disorder, as well as the conceptual and causal relations
between the concept and the kinds it purportedly applies to.

The philosophical debate over the nature of psychiatric disorders
has largely relied on analysing the general concept of psychiatric
disorder or mental disorder and the role conceptual analysis plays in
determining what the disorders are. The debate is motivated by
providing an objective definition of the concept to overcome
constructivist worries raised by the validity problem of current and past
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diagnostic categories. Naturalists, such as Christopher Boorse (1976),
argue that the concept of psychiatric disorders can be given a definition
based on scientific facts, whereas normativists, such as Rachel Cooper
(2005), claim that such definitions are irreversibly value-laden. On the
other hand, Jerome Wakefield (1992a) has presented a hybrid account
that incorporates both value choices concering harmfulness, and
scientific facts about biological dysfunctions.

However, the discussion has increasingly been criticized for rely-
ing too greatly on conceptual analysis, which is arguably based on con-
flicted and context-dependent lay and professional intuitions (e.g. Mur-
phy 2006, Lemoine 2013, Schwartz 2014). In other words, according to
this interpretation, it is taken for granted in the discussion that by
analysing how the term “psychiatric disorder” is generally used, the
nature of disorders it purportedly refers to can be revealed, and thereby
we can come to terms about how to define the general concept.
Arguably, the problem is that the participants thereby also implicitly
allot conceptual analysis the task of constraining and interpreting
empirical discoveries by determining what the conditions for genuine
psychiatric disorder are. This criticism has been especially propounded
by Dominic Murphy (2006), who does not only point out the failings of
conceptual analysis, but also argues that current diagnostic categories
are saturated by unspecified folk-psychological and theoretical
preconceptions. At the extreme, the present diagnostic categories have
been called “epistemic prisons” that severely hinder empirical research
(Hyman 2010).

Based on this criticism, I make a distinction between top-down and
bottom-up methods to define the concept of psychiatric disorder and
determine the nature of psychiatric disorders. Top-down method relies
on conceptual analysis and aims to understand psychiatric disorders in
their totality in the hope that once such a definition is reached, it can be
employed to make a decision whether a particular kinds is a disorder.
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Following others, I argue that Boorse and Wakefield’s attempts to
naturalize the concept can be understood as top-down approaches
because they rely, at least partly, on conceptual analysis to determine
the correct definition. Likewise, I explore how normativist approaches
rely on discovering shared intuitions concerning how the concept is
employed and thereby make judgements about what it means to be a
disorder. Subsequently, I examine alternative bottom-up approaches,
which aim to be methodologically naturalistic by arguing that empirical
research alone can determine the true nature of psychiatric disorders. I
point out that they are open-ended as to which disorders should be
understood as disorders, and instead concentrate on more particular
disorders, or even smaller units of analysis. As examples of bottom-up
approaches, I analyse Murphy’s (2006) disease model and the RDoC
program. I also argue that contextual models, such as Broadbent’s
(2020) recent non-objective naturalism as well as Canguilheim (1991)
and Hacking’s (1995) more socially oriented accounts, can be under-
stood as bottom-up approaches. While Murphy argues that psychiatry
should ideally merge with cognitive neuroscience, the contextual ac-
counts concentrate on the reasons why we employ the concept of psy-
chiatric disorder.

The purpose of this discussion is to explore the possibility of for-
mulating a bottom-up value-sensitive account of psychiatric concepts,
which would grant an explicit role to value-laden decisions over
whether particular conditions are psychiatric disorders, and how their
boundaries are determined (see Aftab 2019, Bueter 2019, Gagné-Julien
2021). I want to investigate especially whether the values related to the
concept of disorder, and psychiatric classification in general, could be
studied and made more explicit, and their conceptual and causal
interactions with empirical research and the conditions themselves
should be assessed, and if deemed necessary, controlled. Such an ac-
count would acknowledge that because there can be genuinely different
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ways to classify psychopathology, classificatory choices need to rely on
ethical and pragmatic considerations.

Given these problems of providing a naturalistic account of the
superordinate concept of psychiatric disorder, some philosophers have
nonetheless argued that it does not imply that particular psychiatric
disorders are mere social constructs imposed on nature. Rather, they
have examined the possibility that only the general concept may not
pick out a natural kind, but particular psychiatric disorders may
nonetheless be natural kinds. This means that although the superordi-
nate concept is currently conflicted and normatively loaded, individual
conditions so labelled can nonetheless in principle be scientifically rel-
evant value-free natural kinds (Cooper 2005, Murphy 2006, Beebee and
Sabbarton-Leary 2010b). This would mean that at least some of the
kinds labelled as disorders can be natural phenomena, either non-
pathological neurocognitive or psychological conditions, or their
different kinds of malfunctions. That is, labelling them as illnesses or
disorders would be an additional normative projection, not something
found in their nature. In other words, although they would not be
natural kinds of psychopathology, they could still be genuine biological
or psychological joints of nature. This view can be contrasted with an
exclusive social constructivist account of psychiatric disorders,
endorsed by some of the anti-psychiatric accounts, and thereby
represents a weak realist account of psychiatric disorders or psychiatric
realism.

A realist approach to particular psychiatric kinds can be coupled
with Richard Boyd’s (1999a) ecumenical thesis of natural kinds as
homeostatic property clusters (HPC thesis). It has become the most
prominent theory of natural or real kinds in the special sciences,
including psychiatry. According to the HPC thesis, a natural or real kind
consists of a property cluster and a homeostatic causal mechanism or
mechanisms that are responsible for the systematic and regular
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clustering of the properties. Crucially, replacing explanations based on
essences and ironclad laws of nature with exception-permitting
mechanisms, supports an ecumenical and domain-specific account of
scientific kinds, which can still support sound inductive inferences.
Consequently, if some psychiatric disorders are property cluster kinds,
they can in principle be as causally potent and inductively rich as
biological species or somatic diseases.

However, the discussion over natural kinds in psychiatry differs
from similar discussions concerning more prototypical examples in the
literature, such as biological species. The reason is that unlike in
biology, there is no robust classificatory and inductive success in
psychiatry that would call for natural kind explanations. Rather,
prototypical natural kinds mentioned in the literature have been invoked
as examples of objective classificatory targets to the extent that if
psychiatric disorders resemble them, psychiatry could be placed on a
par with natural sciences. Nevertheless, it has been a challenge to
formulate a scientifically relevant ecumenical thesis of scientific kinds,
and to maintain, based on empirical evidence, that such an account is
applicable to research and diagnostic objects in psychiatry. On the one
hand, the naturalistic and ecumenical views of natural kinds, such as
the HPC view, which could potentially accommodate the multi-causal
structure of putative psychiatric kinds, are criticized for their
conventionalism and explanatory irrelevance (Craver 2009, Slater
2015). On the other hand, some argue that such an account means that
socially constructed kinds can be real kinds as well (Boyd 2010, Mallon
2016, Khalidi 2013, Guala 2016, Godman 2020). This means that the
status of psychiatric disorders as inductively rich kinds would not by
itself differentiate them from socially constructed kinds such as gender
or race or even institutional kinds such as money. Therefore, the notion
of natural kinds could not be employed to make the distinction between
natural and social phenomena as some have hoped. Because of this
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watering down, Hacking (2007a), for example, argues that the concept
of natural kind has lost its purpose.

The challenges of providing a natural kind account of psychiatric
disorders have been addressed by pragmatism and eliminativism. Peter
Zachar (2014b: 154) argues for a pragmatic solution, according to
which economic and socio-political priorities, for instance, are relevant
in determining how to classify psychiatric disorders. This view seems
to be committed to an anti-realist view of psychiatric disorders, which
is exemplified by the non-causal approach of the DSM and the ICD
classification manuals (see Zachar 2000, Kendler et al. 2011: 1146).
Another suggestion has been to give up the categorical approach to
psychopathology. Sullivan (2014) and Tabb (2019), for example, point
out that the complexity of psychiatric problems makes the kind-oriented
philosophical approach currently unattainable, while Hasslam (2014)
argues that it can even be socially harmful. Instead of a kind-oriented
discussion, Tabb (2019) has recently appealed for more diverse non-
categorical approaches inspired by the development of precision
medicine and the Research Domain Criteria (RDoC) project. She argues
that such approaches offer a better ground for scientific research, policy
decision, and treatments. However, settling on a pragmatic account, or
giving up on the categorical project altogether, have their own
problems. The pragmatic approach does not seem to differ significantly
from the descriptive approach of the classificatory manuals, which, as
mentioned above, has been criticized on the grounds of comorbidity,
lack of validity, and the medicalization of social problems. The
challenge with the non-categorical approach, on the other hand, is that
since it does not define mental disorders, it does not offer an explicit
way to distinguish psychopathology from normality. Critics such as
Wakefield (see Kincaid et al. 2021) argue that this could contribute to
delegitimizing psychiatry as a medical science.
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I discuss and examine the possibility of answering these challenges
by providing a realist account of psychiatric disorders with sound —
albeit limited — inductive power. My aim is to provide a moderate
pluralistic explanatory account of scientific and psychiatric kinds that
can facilitate interaction between discipline-related approaches to their
explanation and nature. To this end, I formulate and defend an
applicability domain approach to address the challenges of employing
the HPC view in psychiatry. In particular, I explore how the contrastive-
counterfactual theory of causal explanation (Ylikoski 2001, Woodward
2003), which has become the dominant explanatory account in the
special sciences, can be employed to address the challenges of
employing the HPC view of natural kinds. For my purposes, this theory
comes with two benefits. First, it meshes well with the mechanistic
account of scientific or real kinds (Poyhonen 2013b) and enables a
causal approach to intentional behaviour. The reason is that the theory
is metaphysically non-committal, and is therefore suitable to describe
in epistemic terms the interaction of various causal factors that are
responsible for the properties of psychiatric kinds. Althought the
account does not resolve the mind-body problem, it does help to
understand how psychological and physiological factors can be
connected to explain psychiatric phenomena. Second, according to the
theory, reliable explanations are domain-relative in virtue of tracking
specific invariance-relations, rather than being based on universal iron-
clad laws of nature. This offers an epistemic way to understand the
limited stability and scientific relevance of psychiatric kinds (see
Poyhonen 2013a). Consequently, the theory can potentially overcome
some of the problems related to the descriptive and biomedical ap-
proaches to psychiatric disorders. Classifications of psychiatric disor-
ders could be based on permissive causal mechanistic explanations, ra-
ther than on unreliable descriptions or impoverished biological expla-
nations (Ylikoski & Poyhonen 2013). In short, its permissive approach
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to causal and mechanistic explanation can be employed to specify the
interaction of various causes and factors that realize psychiatric disor-
ders, and thereby identify the applicability domain within which kind
concepts can be expected to support inductive inferences.

I reflect and compare the non-metaphysical account of psychiatric
kinds to various reductionist and pluralistic explanatory approaches in
psychiatry. In psychiatry and clinical psychology, there are multiple
competing explanatory approaches to psychopathology. A common
strategy to address this pluralism has been to attempt to formulate an
integrative approach to facilitate “multi-level” explanations of
psychiatric disorders. However, integrative views, such as those
endorsed by Kendler (2005), Mitchell (2013), and Schaffner (2006),
have not been very fruitful in practice. Therefore, I explore a less
demanding approach to explanatory progress based on moderate or in-
teractive explanatory pluralism, endorsed especially by Helen Longino
(2013), according to which explanatory success is not necessarily
measured by integration. Rather, the merits of different explanatory
approaches can also be analysed based on what they can offer to the
overall understanding of a phenomenon.

1.2 Classification of Psychiatric Disorders and its Conse-
quences

The second question of the thesis is about what consequences my theory
of psychiatric kinds has on classification and diagnostic interventions
as well as the responsibility it bestows on those practices. Psychiatry
lies in between the natural and human sciences because it not only deals
with natural phenomena, it is also concerned with human experience
and social behaviour. Hence, there is a need to consider social and eth-
ical aspects related to the classification on psychopathology. The social
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nature of humans as research objects, as well as the sociocultural causes
of psychopathology, raise questions about reactivity, cross-cultural va-
lidity, and responsibility related to classification and explanation. Alt-
hough there have been studies on each of these questions separately,
their interrelatedness has not been sufficiently investigated. I address
this gap by exploring how my theory of scientific kinds can account for
psychiatric disorders as social as well as natural and psychological phe-
nomena.

I explore the social nature of psychiatric disorders based on the
claim that they differ from other kinds, such as biological species,
because they are interactive human kinds. Ian Hacking (1986, 1995b)
argues that at least some psychiatric disorders are not natural kinds, but
are instead interactive human kinds because their classification induce
looping effects, thereby making them difficult to track and explain. The
looping effect describes the interaction between classifications and the
targeted kinds of people or human kinds that purportedly share
behaviour and traits. The idea is that classificatory practices induce re-
actions from the members of the human kind by enabling new inten-
tional ways of being and acting. Tracking these changes requires revi-
sions in the original classification, which may in turn lead to further
changes in the members of the kind. Consequently, the interaction be-
tween the classification and the affected members of the human kind
creates a feedback loop that renders that kind a moving target. Accord-
ing to Hacking, this classificatory instability generated by the looping
effect distinguishes the human sciences from the natural sciences. In
particular, the interactive human kinds studied by the human sciences
do not support the robust explanations, predictions, and interventions
(i.e. epistemic projects) that the natural kinds picked out by the natural
sciences do.

Hacking’s description of the looping effect has instigated a debate
over whether human kinds can be given a realistic interpretation. Critics
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such as Cooper (2004) and Khalidi (2010) argue for a realist view on
the basis that some prototypical natural kinds are also subject to the
looping effect, such as domesticated animals and disease entities.
Moreover, Murphy (2006) asserts that looping effects can stabilize
human kinds, whereas Mallon (2016) argues that in general our
knowledge can keep up with their rate of change. On the other hand,
Laimann (2018) and Allen (2018) have recently defended Hacking’s
position. They argue that although some biological kinds are subject to
the looping effect, interactive human kinds differ from interactive
biological kinds because their classificatory-induced reactions are
difficult to explain and predict. Allen associates the problem with
classificatory-induced intentional reactions being ontologically
anomalous, whereas Laimann associates it with the complex social
interactions that underlie our inability to uncover mechanisms for
patterns of change and stability. In sum, the looping debate is based on
the dichotomy of whether interactive human kinds are real kinds that
support robust epistemic projects.

However, the discussion has mainly concentrated on whether
looping effects are problematic for epistemic projects. My aim is to
identify how knowledge of looping effects can supplement the
explanations of interactive human kinds, such as psychiatric kinds. The
central challenge with Hacking’s account of human kinds and the
looping effect is that he seems to maintain that those kinds require
explicit conceptions and intentional reactions to them. However, this
account in general does not seem to apply to most psychiatric disorders
as such because they have existed before we created their classification
and conceptualization. Nevertheless, I wish to explore how the looping
effect has consequences that make psychiatric disorders as human kinds
difficult to classify and explain.

I also explore whether my applicability domain account can ex-
plain cross-cultural variation of psychiatric disorders. I examine social
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construction and sociocultural explanations of psychiatric disorders,
and their implications for a realist account of psychiatric kinds. To this
end, | compare my applicability domain account to the medical model,
and especially the Research Domain Criteria (RDoC) research program,
according to which psychiatric disorders are brain diseases. The cross-
cultural variation of psychiatric disorders raises the question of to what
extent they are socio-culturally caused and constructed. The
anthropologist Arthur Kleinman (1991) has argued that the diagnostic
categories found in classificatory manuals are culture-specific, and
thereby their universal application would be a “category fallacy”. An-
thropologists call the effects of cultural meanings on psychopathology
“idioms of distress”, which describe culturally sanctioned and concep-
tually enabled ways to enact symptoms of psychiatric disorders (Kir-
mayer 2001). Moreover, according to recent studies, cognitive
processes that were previously taken to be universally shared may in
fact be unique to WEIRD (Western, Educated, Industrialized, Rich and
Democratic) people (Henrich et al. 2010). To address these claims, I
explore how my non-metaphysical approach to explanation can
accommodate sociocultural causation and construction as an
explanatory approach to account for the cross-cultural variation of
psychiatric disorders. As case studies, I investigate how the interaction
between cognitive and sociocultural factors shape and realize culture-
bound syndromes (i.e. cultural syndromes). I also raise the possibility
that some psychiatric disorders, especially culture-bound syndromes,
are co-constructed by cognitive and sociocultural factors to the extent
that locating them on the social level, rather than in our brains or minds,
may be a more fruitful explanation.

Finally, 1 investigate how my findings about the nature of
psychiatric disorders, and its implications for their classification, relate
to recent discussion on conceptual engineering. According to
conceptual engineering, we should aim to refine scientific concepts to
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accommodate their scientific and practical purposes, rather than try to
discover their purported meanings through descriptive conceptual
analysis. Conceptual engineering as explication has recently been em-
ployed by Schwartz (2014) and Griffiths and Matthewson (2018) to ar-
gue that the concept of mental disorder should be refined to accommo-
date scientific aims and discoveries. Although I am sympathetic to-
wards this approach, I also wish to explore whether conceptual engi-
neering applied to psychiatric concepts can be combined with my plu-
ralist value-sensitivity account. For this reason, I employ Sally
Haslanger’s (2012) ameliorative approach to conceptual engineering,
according to which some social kind or type concepts, such as “race”
and “gender”, should be refined to accommodate morally and politi-
cally motivated goals, instead of putatively discovered scientific facts.
In particular, based on my discoveries concerning the social conse-
quences of the looping effect, I will investigate whether that knowledge
could inform classificatory decisions relating to psychopathology. In
particular, I follow Ludwig (2016) and Brigandt (2020), who have
lately argued that conceptual and classificatory decisions about psychi-
atric kinds should be informed by non-epistemic values, such as how to
balance the right for treatment with the stigma associated with diagno-
ses.

1.3 Methodology

This thesis is an investigation in the philosophy of psychiatry. [ examine
issues concerning the nature and classification of psychopathology by
applying concepts and theories developed in the philosophy of science.
I concentrate especially on causal and mechanistic explanation as well
as theories of natural kinds. This thesis is also partly based on
interdisciplinary research. In addition to having participated in seminars
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and workshops in philosophy, psychiatry, and anthropology, I have
conducted interviews in Italy and Benin. In Italy, mostly at NIHMP (the
National Institute for Health, Migration, and Poverty) in Rome in 2017
and 2019, I interviewed professionals about their community-based
approach to diagnoses and the application of DSM categories. I have
also conducted fieldwork in Benin, West Africa, in 2020, where 1
studied vodun beliefs related to mental illness. The aim was to
understand the impact of culture on the perception and treatment of
mental disorders. However, this thesis is a philosophical rather than an
empirical examination, and these interviews and my fieldwork have
functioned mostly to ensure that the philosophical questions and
arguments I examine in this thesis are empirically relevant.

My philosophical approach is naturalistic. I do not claim to provide
guidelines on how empirical research on psychopathology should be
conducted or what results would be conceptually acceptable. Rather, I
believe that conceptual questions over psychopathology should be
settled in communication with scientific findings. This is because
intuitions are, as recent studies have demonstrated, relative to culture,
profession, and identity. Relying on armchair intuitions alone would be
articularly dubious when examining concepts employed by psychiatry
and anthropology, which in the past have both been accused of
ethnocentrism, racism, and gender bias. Nevertheless, I believe that
philosophical and conceptual analysis that is supported by empirical
research can serve an important role in settling muddled conceptual
issues in psychiatry. As Kendler (2016) points out, scientific research
on psychopathology is broad, requires diverse disciplinary-related
approaches, and has wide-ranging social, economic, and ethical
consequences. Moreover, Murphy (2006) has rightly pointed out that a
great deal of confusion in psychiatry stems from folk psychology. Many
current diagnostic categories have roots in folk psychology and reflect
preconceptions about what disorders should be like. Just as the category
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of superlunary objects in the geocentric model hindered the
development of physics (Kuhn 1970, Griffiths 1997), many current
diagnostic categories based on folk psychology may restrain and
mislead empirical research in psychiatry. Hence, conceptual clarity is
required to settle folk-psychological commitments and to facilitate
successful comparisons between various disciplinary-related
explanations of psychiatric disorders. In short, this thesis is based on
the convinced that philosophy can in part function as a medicine for the
conceptual confusion in psychiatry.

1.4 Overview of the Thesis

In the second chapter, I examine the ontological commitments made by
classifications and explanations of psychiatric disorders, as well as the
philosophical debate about whether the concept can be given a
definition based on scientific facts. I begin by explicating the notion of
psychiatric realism as a naturalistic and discipline-related thesis
concerning scientific realism in psychiatry. [ then examine the
descriptive and pragmatic approach of the DSM and ICD classification
manuals and the criticism they have as received. I also provide a brief
overview of different explanatory approaches to psychiatric disorders.
The chapter is, however, mostly dedicated to the philosophical
discussion about the concept of psychiatric disorder. For this reason, |
distinguish between conceptual and methodological discussions. In the
conceptual discussion I examine attempts to provide a natural definition
of psychiatric disorder and arguments that support a value-based
account. [ analyse and criticize the most prominent naturalistic theories
of mental disorder, Christopher Boorse’s (1976) biostatical theory and
Wakefield’s (1992a) harmful-dysfunction theory, based on their
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inability to provide a naturalistic account of dysfunction. As a repre-
sentative example of normativists accounts of the concept of psychiatric
disorder, I examine Cooper (2005, 2020) view, according to which the
concept is inherently value laden. I point out that her account seems to
have dubious relativistic consequences. Finally, I follow Cooper and
Murphy by arguing that the superordinate concept of psychiatric
disorder is value laden and open-ended, although the conditions that fall
within its extension can be real kinds.

The second discussion concerns the nature of conceptual analysis
in determining what psychiatric disorders are. I make a distinction
between top-down and bottom-up approaches to defining psychiatric
disorder. The naturalist views by Boorse and Wakefield largely rely on
conceptual analysis to provide an account of what disorders are in their
totality and are thereby top-down. Murphy, however, has especially
defended a naturalistic bottom-up approach, according to which the
right method to uncover the nature of psychiatric disorders is not
conceptual analysis but empirical research.

Based on this distinction, I argue that the applicability of Cooper’s
normativism is limited because of its reliance on descriptive conceptual
analysis. On the other hand, I suggest that Murphy’s bottom-up
naturalism has an explanatorily unnecessary strong ontological
commitment to psychiatric disorders as neurological problems. Further,
I explore the possibility that the concept of psychiatric disorder has
been contextually embedded in our evolution (Broadbent 2020) and
sociocultural practices (Canguilhem 1991, Hacking 1995b). Based on
this, I argue that the concept needs to be open-ended to cover all the
disorders we want, and will want, it to apply to. To this end, I present
my own approach — value-sensitive pluralism — according to which the
values associated with psychiatric disorder should be examined, and if
deemed necessary, revised in a value-sensitive fashion based on their
social impact. However, I also argue that psychiatric disorders can be
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real in different ways, and that they can be re-classified differently for
different epistemic and non-epistemic purposes.

In the third chapter, I examine whether particular psychiatric
disorders can in principle be inductively rich and scientifically relevant
real kinds. I begin by arguing against essentialist views of natural kinds
in favour of naturalist and ecumenical approaches. Following others, |
argue that the homeostatic property cluster theory of natural kinds (HPC
view) matches how psychiatric disorders are employed to make
inductive inferences in psychiatry (e.g. Kendler et al. 2011). However,
I assert that the problems of a purely mechanistic interpretation of the
HPC view, endorsed especially by Kendler et al. (2011), lead to the
individuation problem, as suggested by Craver (2009). I assert that the
problem lies in the purely mechanistic interpretation of the HPC view,
which raises some of the same problems that the essentialist
interpretation had.

In the fourth chapter, I formulate and defend my own account. I
begin my providing a an account of mechanistic explanation in psychi-
atry based on the contrastive-counterfactual theory of explanation
(Woodward 2003; Ylikoski 2001). Thereafter, I argue that mechanistic
explanations of human kinds have applicability domains over which
they reliably account for aspects of the kinds in counterfactual
situations. The applicability domain is better when it can account for
more aspects of the kind in a wider range of alternative situations. This
means that explanations of a homeostatic property cluster kind fall on
dimensions of goodness described by the applicability domain. The idea
is that a better mechanistic explanation of a kind enables more secure
domain-relative projections (i.e. generalizations and predictions) based
on that kind-concept. Moreover, an explanation ideally spells out its
applicability domain because human kinds such as psychiatric kinds
support limited epistemic projects. In this case, classificatory projects
that apply the explanation do not exceed the limits of their own
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applicability. That is, identifying the applicability domain of an
explanation spells out the conditions under which the explanation is
expected to be reliable and when it can breakdown. This helps to
understand how disciplinary explanations, including social and cultural
ones, can be complimentary and make an explanation of a psychiatric
kind more reliable. On the other hand, the account also shows how
different epistemic and non-epistemic interests can license re-
classifications of disorders for research, clinical and pragmatic
purposes. Thereafter, [ compare my account to other approaches to ex-
planatory pluralism. In particular, I point out some of the shortcomings
of biomedical approaches to explanatory integration. In contrast, I sug-
gest that my non-metaphysical applicability domain account retains the
benefits of causal and mechanistic explanation, while foregoing the
problems of more exclusive ontological approaches.

In the fifth chapter, I investigate the instability of psychiatric
disorders that is generated by their interactive nature and susceptibility
to looping effects. lan Hacking uses the looping effect to describe how
classificatory practices in the human sciences, including psychiatry,
interact with the people classified. While arguably this interaction
renders the affected human kinds unstable and hence different from
natural kinds, realists argue that some prototypical natural kinds are
also interactive and human kinds in general are stable enough to support
explanations and predictions. I defend a more fine-grained realist
interpretation of psychiatric kinds as interactive human kinds by
arguing for an explanatory domain account of the looping effect. First,
I argue that knowledge of the feedback mechanisms that mediate the
looping effect can supplement and help to identify the applicability
domain by which a kind and its property variations are reliably
explainable. Second, by applying this account to cross-cultural case
studies of psychiatric disorders, 1 distinguish between congruent
feedback mechanisms that explain matches between classifications and
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kinds, and incongruent feedback mechanisms that explain mismatches.
For example, congruent mechanisms maintain Western auditory
experiences in schizophrenia, whereas exporting diagnostic labels
inflicts incongruence by influencing local experiences. Knowledge of
the mechanisms can strengthen explanatory domains, and thereby
facilitate classificatory adjustments and possible interventions on
psychiatric disorders.

In the sixth chapter, I compare my applicability domain account
with the medical model based on their ability to explain the cross-cul-
tural variation of psychiatric disorders. I argue that the medical model
— both the ecumenical pragmatic approach and the stronger biological
approach — cannot account sufficiently well for cross-cultural variation
of psychiatric disorders and sociocultural causation. In contrast, [ argue
that my approach can offer a heuristic means to facilitate interaction
between various discipline-related explanatory approaches, including
sociocultural explanations, based on its a non-metaphysical approach to
psychiatric kinds. Further, I assert that because cross-cultural cognitive
variation cannot be ruled out, neither can the possibility that psychiatric
disorders even on a lower level of cognition vary across cultures. In
support of this argument, I examine culture-bound syndromes. I argue
that sociocultural causation falls on a continuum, and knowledge of so-
cial factors can rule out exclusive social construction. More specifi-
cally, I argue that the relevance of sociocultural factors depends on how
the explanandum phenomenon is specified — that is, which aspects of a
psychiatric disorder we are interested in. Based on this, I argue that
sometimes a more powerful explanation is offered by construing a psy-
chiatric problem as constituted by a dynamic social process, rather than
locating it within the individual. Finally, I make some remarks oppos-
ing semantic arguments that support biological accounts of psychiatric
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disorder, on the one hand, and accounts that seem to support incom-
mensurability and antirealist interpretation of psychiatric progress, on
the other.

In the seventh chapter, I present my conclusions and reflect on
them in the light of recent research on conceptual engineering. I argue
that further research should be conducted to establish a value-sensitive
methodology for the conceptual engineering of psychiatric concepts. |
point out that the pluralistic nature of psychiatric explanations, and the
fact that psychiatric kinds can be classified in different way, suggest
that those classifications should be conducted in a value-sensitive man-
ner. | assert that the feedback mechanisms that medicate the looping
effects of psychiatric disorders should not only be identified to supple-
ment the epistemic aims of explanatory models and classifications, but
also to evaluate these models and the classifications that rely on them,
based on their anticipated social outcomes. The reason is that if concep-
tions and models of psychiatric disorders become embedded into social
reality, they may influence the health and social life of those classified.
Especially in borderline cases, the choice whether to pathologize a con-
dition, or which alternative explanatory model to apply, should be
weighed against its potential social consequences. Consequently, em-
pirical research on the consequences of alternative ways to model and
specify psychiatric kinds should inform value-sensitive choices on how
to apply those models and classifications.
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2 What is Psychiatric Disorder?

There are competing explanations and classifications of
psychopathology that have different commitments to its nature. The
concept of psychiatric disorder or mental disorder is, at least currently,
relevant to all of them. It makes a commitment to the type of general
theory of psychopathology that is required. The concept provides infor-
mation about the attributes that purportedly bind different psychiatric
disorders together, and thereby channels research on their classification
and explanation. Moreover, the concept of psychiatric disorder is not
only important for academic reasons, but also because it has social, po-
litical, and ethical consequences. For example, it underlies decisions
over who is entitled to treatment, channels funding for research and
clinical practice, and influences lay conceptions of the normal and
pathological.

In this chapter, I examine how the question over the nature and
realness of psychiatric disorders can be approached and what role the
nature of the concept of psychiatric disorder plays in these approaches.
I begin by pointing out that rather than the general questions of scien-
tific realism, psychiatric research, classification, and practice raise
more specific discipline related conceptual questions about the nature
of psychiatric disorder. In particular, rather than asking whether psy-
chiatric disorders are real, it is more fruitful to ask in what sense they
are real, and how different explanatory approaches could be combined
to understand their nature. Based on this, I elaborate a naturalistic in-
terpretation of scientific realism in psychiatry — psychiatric realism —
and compare it to pragmatist and the social constructivist approaches to
psychiatric disorders. Subsequently, based on these distinctions, I pro-
vide a brief historical account of the concept of psychiatric disorder and
why it remains contested. I then examine the definition of psychiatric
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disorder in the classification manuals as well as various explanatory
models of psychopathology.

Most of the chapter, however, is dedicated to the philosophical de-
bate over the concept of psychiatric disorder. I examine whether the
concept of psychiatric disorder can be given a definition based on sci-
entific facts, or whether it is irreversibly value laden. I start by distin-
guishing between two ways the concept has been discussed in the phil-
osophical literature. Although recently different ways to approach the
discussion have been offered (see Wilkinson 2023), this discussion is
important for understanding what kinds of things the disorders are, and
what is the right method to discover them. The first discussion is be-
tween naturalist and normativist (or constructivist) approaches. While
naturalists argue that the concept can be defined based at least partly on
objective scientific facts, constructivists argue that the concept is irre-
versibly value laden. As representative examples of naturalism, I com-
pare Christopher Boorse’s biostatistical theory and Jerome Wakefield’s
harmful dysfunction theory. As an example of a recent normativist ac-
count, I analyse Cooper’s account. I argue that while these traditional
naturalistic approaches cannot provide an interpretation of dysfunction
based on biological or psychological scientific facts alone, normativism
cannot avoid relativism and thereby it stands against our realist intuition
about psychiatric disorders.

The second discussion concerns the most appropriate the correct
methodology to discover the nature of psychiatric disorders. I distin-
guish between top-down approaches that rely heavily on conceptual
analysis to determine the nature of psychopathology, and bottom-up ap-
proaches that are convinced that the task should be left to empirical re-
search. As examples of this approach, I scrutinize Murphy’s neurocog-
nitive approach, as well as contextual approaches by Broadbent,
Canguilhem and Hacking. While Murphy’s neurologically oriented ap-
proach would mean large overhauls in the current diagnostic categories,
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the contextual approaches are based on providing accounts of why we
have the concept of psychiatric disorder in the first place. After pointing
out some of the challenges this accounts face, [ put forward my own
bottom-up value-sensitive approach, according to which the value-
laden process of determining psychiatric disorders should be paid more
attention. The underlying concepts and classifications of psychiatric
disorders need to be studied and balanced with empirical discoveries.

2.1 Psychiatric Realism and the Concept of Psychiatric Disor-
der

Although there is no general agreement about the nature of psychiatric
disorders, most researchers and practitioners are convinced that they
exist independently from their conceptualizations, classifications, and
research. This view can be understood as a central tenet of psychiatric
realism, according to which real psychiatric disorders do exist. In the
following, I will provide a conceptual and historical overview of the
debate surrounding psychiatric realism, and briefly situate my own
account in relation to it.

As a general view, scientific realism can be divided into
ontological, semantic and epistemic stances (e.g. Psillos 1999 xix;
Niiniluoto 2019). The ontological stance is that the world consists of a
mind-independent natural kind structure; the semantic stance is that the
theoretical terms and concepts of our best theories and models refer to
those unobservable natural kinds; the epistemic stance is that those
theories and models are well confirmed and approximately true.
Consequently, scientific realism about psychopathology would mean
that mental disorders are natural kinds; psychiatric classificatory terms
refer to them and our best explanatory models and theories about them
are well confirmed. However, the debate over the nature of
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psychopathology is largely discipline-relative, and therefore the general
questions of scientific realism as such are not relevant in the philosophy
of psychiatry. Part of the reason is that psychiatric disorders differ from
prototypical natural kinds, such as chemical elements and biological
species. They are mind-dependent and fuzzy, and their identifications
may be value-dependent. Moreover, it is generally admitted that current
classifications and explanations are mostly incorrect and unwarranted
(see e.g. Kendler 2021). Hence, instead of the traditional realism
debate, scientifically relevant debate over the nature of psychiatric
disorders has concentrated on questions that have arisen in the empirical
research and classification of psychiatry.

Instead of the traditional realism debate, a scientifically relevant
debate over the realism of psychiatric disorders, or psychiatric realism,
has concentrated on two questions. The first challenge has been to
determine the nature of the concept of psychiatric disorder. This
discussion is important because the meaning of the concept of
psychiatric disorder is a theory of the nature of the objects it putatively
refers to. In the discussion, realists commonly hold that the concept can
be given an objective and naturalistic definition based on biological or
psychological facts. This would mean that psychiatric disorders are
objective scientific entities, thereby implying that psychiatric science
can resemble somatic medicine. The second challenge concerns the
correct means of determining the nature of psychiatric disorders. This
is an important question for two reasons. One reason is that it is unclear
as to what extent the nature of psychiatric disorder, if there indeed exists
such a thing, can be determined by analysing common intuitions asso-
ciated with the concept. If our current folk conceptions and intuitions —
which also seem to play a role in psychiatric research and classification
— are incorrect, psychiatric disorders, in the sense commonly assumed,
do not strictly speaking exist. This does not mean, however, that the
many conditions we label as psychiatric disorders would not exist, only
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that they may not be the kinds of objects they are conceptualized to be.
The second reason is that, in the light of historical and cross-cultural
variations in both our perceptions and the conditions themselves, it is
not clear whether we have identified psychiatric disorders correctly to
begin with. If these assumptions are correct, instead of relying on con-
ceptual analysis to determine what disorders are, we should be more
revisionist concerning their conceptualization and identification. This
would imply that the task should be left to empirical research.

Psychiatric realism can be contrasted with social constructivism
and instrumentalism. Minimally, a realist interpretation of psychiatric
disorders maintains that although they can be influenced by their
conceptualizations, classifications, and explanations, they are
nonetheless not constituted by them. In the past, the most influential
challenge to psychiatric realism has been social constructivism, which
can be divided into social construction about concepts and kinds (Bell
2014). Social constructivism about concepts is an antirealist and
nominalist view of psychiatric disorders. It is based on the idea that
psychiatric disorders are nothing but social or subjective beliefs about
concepts that are imposed on patients and society at large. Such an
antirealist account of psychopathology was maintained by some anti-
psychiatrists. They argued that psychiatry in general, and the concept
of psychopathology in particular, are employed for social control and
to label social deviance.

More moderate views on the social construction of psychiatric
disorders, some of them compatible with weak psychiatric realism,
have been supported by conceptualists or by discourse arguments about
kinds of psychopathology. These views rely on historical and cross-
cultural variations of the conceptions associated with the concept of
“psychiatric disorder” and the conditions so labelled. They maintain
that the concept of psychopathology is value laden and depends on
interests to the extent that those beliefs and values influence the
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conditions and patterns of behaviour labelled as pathological, and may
even, to a certain extent, constitute them. Nevertheless, these accounts
are not necessarily antirealist, because they can agree that psychiatric
disorders are real joints or conditions in the world, and not just social
deviances or subjective projections, although they are shaped by
sociocultural processes.

On the other hand, current classificatory approaches are based on a
weak medical model view of psychiatric disorders that is
instrumentalist or pragmatist in its orientation. Instrumentalists and
realists alike may answer strong social constructivists that although our
current theories and models are not perfect, they do nonetheless enable
limited prediction and interventions. Their difference is that while
realists argue that we should seek to uncover the underlying causal
structure of psychiatric disorders, pragmatists claim that disorder
delineations are necessarily determined by pragmatic and ethical
considerations. Nevertheless, the argument of pragmatists is that this is
not a problem as long as the pragmatic categories can support
predictions and medical interventions.

2.1.1 A Brief History of the Concept of Psychiatric Disorder

The question over the nature of psychiatric disorders, and the correct
means to determine it, has played an important role in the history of
psychiatry. Modern psychiatry has gone through different stages in its
approach to the nature of mental disorders. The father of modern
psychiatry, Emil Kraepelin (1896), endorsed a reductionist and realist
account of psychiatric disorders. He believed that mental disorders are
“natural disease entities”, that is, neurobiological brain diseases that are
discrete and discoverable (Pietikdinen 2013). He believed that these
neuropathological entities could either be detected directly, through
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their distinct aetiologies, or by analysing the unique symptom clusters
they generate (Bental 2003: 15). Although during Kraepelin’s time it
seemed that only symptom-based determinations were possible, he was
convinced that those determinations would eventually converge with
their discovered actiology and neuropathology, hence forming a natural
psychiatric classification (Murphy 2014: 107). In other words,
Kraepelin argued that mental disorders are akin to somatic diseases
generated by bacteria entities, and are therefore natural kinds that can
be defined based on sufficient and natural conditions. This view was
validated to some degree in the beginning of the twentieth century,
when the spirochete bacterium was found to be responsible for syphilis
by means of invading the central nervous system (see e.g. Bolton 2013:
446). Eventually this discovery led to the discovery of a cure by
penicillin, fuelling yet to be fulfilled optimism over finding similar
causes for other mental diseases.

The antipsychiatry critique of the 1960s represents a
philosophically anti-realist and social constructivist view of psychiatric
kinds. According to the critique, mainstream psychiatry labels
behaviour and traits as pathological that are merely socially deviant and
morally questionable in the eyes of society. In other words, anti-
psychiatrists argued, for slightly different reason, that the concept of
mental disease is thoroughly value laden and figures in power relations,
instead of picking out genuine mental disease (see Bolton 2013: 440).4
Hungarian-American psychiatrist Thomas Szasz’s argument for anti-
realism is especially influential and philosophically succinct. Szasz’s
view can be understood as a form of error theory (Wrigley 2007).
According to him, although the sentence “someone is mentally ill” is
truth-apt, its referent is empty. That is, although it is meaningful and

4 Anti-psychiatry was influenced by Foucault (1992, 2006), Goffman (1961),
Laing (1987), Rosenhan (1973), Thomas Szasz (1999), and Thomas Scheff
(1999).
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natural to ask whether someone is mentally ill, the only legitimate
diseases are physical, and since mental disease is by definition mental,
such things cannot exist. Conversely, if mental illnesses were real
diseases, they would be brain diseases, not mental problems. Therefore,
the conditions that we call mental illnesses are merely problems of
living, or myths, that the current society deems problematic for social
and political reasons (Szasz 1999, 1961: 113).

Szasz (1961) compared the concept of mental disorder with the
proposed mental disorder called drapetomania. In 1851 the physician
Samuel Cartwright claimed to have identified drapetomania as the
common cause for slaves’ urge to escape.’ On the other hand, if a slave
was able to escape, the disorder turned into dysaesthesia aesthiopis, a
mental disease caused by the inability to cope with freedom (Zachar
2014b). Cartwright believed that he had an ideal remedy at hand: “With
the advantages of proper medical advice, strictly followed, this
troublesome practice that many negroes have of running away, can be
almost entirely prevented” (Cartwright: 1851/2004: 34). While it is hard
to determine whether this proposed diagnostic category had any
practical influence, insanity diagnoses have been used to justify
coercive measures. But Szasz (1961) makes a stronger argument. He
argues that the behaviour and traits that are labelled as mental disorders
even nowadays are no different from drapetomania. They are merely
problems of living, which, based on our social norms, we tend to label
as mental problems.

The concept of psychiatric disorder (i.e. mental disorder) gained its
modern definition and societal status when it became important for the
Diagnostic and Statistical Manual of Mental Disorders (DSM) in the
1970s due to pressure from anti-psychiatrists on the one hand, and gay-

5 It seems natural for any slave to attempt escaping, but perhaps the term was
meant to explain the difference between individuals who escaped and those who
did not.
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rights movement on the other. Homosexuality had been included in the
DSM-II as it had been considered a mental disorder at least from the
19" century onwards (Cooper 2005). However, the gay movement in
the 1960s campaigned that homosexuality was not a mental disorder,
and labelling it as such was a form of social repression that aimed to
subdue social deviance, making the label “homosexuality” in essence
similar to drapetomania. To defend the realism of mental disorders, and
the diagnostic category decisions made so far, Robert Spitzer, who
eventually became the chairman of the DSM-III committee, argued for
a neutral position (Cooper 2005: 85). He maintained that
homosexuality should be considered a mental disorder only in the event
that it caused distress or disability to the individual (Cooper 2005: 85).
Thus, individuals who do not experience distress or disability do not
have a mental disorder, whereas individuals that do, should be labelled
as having a mental disorder. In 1973, homosexuality was replaced by
the condition “Sexual Orientation Disorder”.® Later, Spitzer played a
pivotal role in how the definitions of mental disorder were formulated.

The anti-psychiatric movement is exemplified by the famous
Rosenhan study (Science 1973). Rosenhan sent actors to mental
hospitals in the USA. These actors, who claimed to hear “empty”
sounds, and “hollow thuds”, exhibited no other symptoms. All the
actors were hospitalized and medicated, and although they ceased
reporting about voices, and acted normally, they were not discharged
from the hospitals. The situation only became more dire once they
admitted to having acted, so much so that some remained hospitalized
up to a few months. When Rosenhan exposed the experiment, one
hospital asked him to send more actors, claiming that they could detect
them. After a few months, the hospital proudly claimed to have

® The American Psychiatric Association’s finally excluded homosexuality from
the Diagnostic and Statistical Manual of Mental Disorder in 1980.
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discovered 41 actors. Rosenhan answered to the embarrassment of the
whole psychiatric system that he had not sent any.

Because of these manifest problems with psychiatric diagnoses, the
American Psychiatric Association formed a task force to come up with
an appropriate definition of mental disorder. The aim was to render
classifications valid and reliable. Reliable in the sense that the same
symptoms would be diagnosed in the same way, to counter the
Rosenham problem. Valid in the sense that the classification would
capture what they are meant to capture, in other words, to exclude non-
disorders such as drapetomania and homosexuality. The upshot of the
task force was to define mental disorders based on descriptions of
symptoms, hence rendering the definitions atheoretical by extracting
causes (with a few exceptions).

In the course of this thesis, I argue against both the Kraepelian and
the Szaszian views. This is not surprising since neither of the
approaches are endorsed as such anymore. However, the definition of
mental disorder in the DSM is neo-Kraepelian (see Walter 2013). That
is, mental disorder is defined based on — yet to be discovered — discrete
dysfunctions that can be identified based on manifest and unique
symptom clusters. As a result, the DSM is in theory realistic about
mental disorder (the distinction between psychopathology and normal
health is based on dysfunctions), but in practice instrumentalist about
particular disorders (they are defined by symptom delineations). The
Kraepelian view is also apparent in the Research Domain Criteria
(RDoC) approach to mental disorders, which ultimately considers
mental disorders to be brain diseases (see Chapter 6). On the other hand,
RDoC also agrees with Szasz to the extent that genuine disorders are
not mental problems. Szasz’s arguments can also be found in the
normative views of mental disorders to the extent that they hold social
values to play a definitive role in determining how psychiatric disorders
are defined. My approach aims to find a middle ground between these
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approaches in relation to the nature of particular psychiatric disorders.
They are neither determined by biological causes nor are they merely
social constructs.

2.1.2 Definitions and Validity in Classification Manuals

The most influential definition of mental disorder (i.e. psychiatric
disorder) can be found in psychiatric classification manuals. However,
they have been faced with “crises of validity”, according to which the
diagnostic categories do not define real disorders. I first provide an
overview of the manuals, and thereafter provide an overview of the
criticism they have received.

There are two prominent classification manuals of mental disorders
that are used for definitions, classifications, and diagnoses of mental
disorders. The more prominent is the Diagnostic and Statistical Manual
of Mental Disorders (DSM) produced by the American Psychiatric
Association (APA). The other one is the international Classification of
Mental and Behavioural Disorders, which is part of the International
Classification of Disease and Related Health Problems (ICD) produced
by the World Health Organization. Both have gone through numerable
revisions, with the result that the number of conditions has increased.
The manuals are similar enough to warrant considering them together.
Although I will mostly concentrate on the DSM, my arguments also
apply to the ICD.

The third edition of the diagnostic and statistical manual of mental
disorders, the DSM-III, published in 1980, has gone through a
substantial overhaul, so that the classification is rendered atheoretical
by describing symptoms, not causes. Thereby, unlike taxonomies in
physical medicine, the manual does not define mental disorder with
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reference to causes.” The descriptive approach to classification is the
result of aiming at neutrality in the theoretical conflict between
psychoanalysis and biological psychiatry, on the one hand, and wanting
to answer the gay movement and subdue the anti-psychiatry movement,
on the other.

The manual has gone through three revisions since then, the latest
edition being DSM-5, but the central descriptive approach has
remained. The manual conceptualizes mental disorders as symptoms
that cluster together to form syndromes. The symptoms are mostly
disjunctive (although some necessary) lists of psychological states and
behaviour described in the terminology of clinical phenomenology. The
DSM provides a definition of mental disorder that is meant to cover a
myriad of conditions, instead of imposing strict restrictions on what
those conditions are. These are, for instance, mood and anxiety
disorder, schizophrenia, other psychotic disorders, adjustment
disorders, somatoform disorders, dementias, attention deficit
hyperactivity disorder, conduct disorder, autism, personality disorder,
and many more (Bolton 2008). The definition has retained the main
ideas of the DSM-III of Spitzer and Endicott (1978) The current version
DSM-5 and ICD-10 provide the following definitions of mental
disorder:

“A mental disorder is a syndrome characterized by clinically significant
disturbance in an individual’s cognition, emotion regulation, or
behaviour that reflects a dysfunction in the psychological, biological,
or developmental processes underlining mental functioning. Mental
disorders are usually associated with significant distress or disability
in the social, occupational, or other important activities. An expectable
or culturally approved response to a common stressor or loss, such as

" Notable exceptions are PTSD and “psychosis due to substance abuse” (see Bol-
ton 2008).
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the death of a loved one, is not a mental disorder. Socially deviant
behaviour (e.g. political, religious, or sexual) and conflicts that are
primarily between the individual and society are not mental disorders
unless the deviance or conflict results from a dysfunction in the
individual, as described above” (APA 2013: 20).

“The term ‘disorder’ is used throughout the classification, so as to
avoid even greater problems inherent in the use of terms such as
‘disease’ and ‘illness’. ‘Disorder’ is not an exact term, but it is used
here to imply the existence of a clinically recognizable set of symptoms
or behaviour associated in most cases with distress and with
interference with personal functions. Social deviance or conflict alone,
without personal dysfunction, should not be included in mental disorder
as defined here.” (World Health Organization 1992: 5).

According to these definitions, mental disorder consists of dysfunction
and harmfulness described as distress and/or disability.® The conditions
were already present in the way Spitzer et al. (1978) first defended the
definition of mental disorder in the DSM-III, which is essentially the
same as that of the DSM-5.° These conditions are operationalized so
that dysfunction is a “clinically significant disturbance in the
individual” that is related to “personal distress or impairment in social,
occupational, or other areas” — this is the operationalized definition of
harmfulness (Bolton 2008). Operationalizations by themselves,

8 The definition therefore resembles Wakefield’s (1992a, 1992b) harmful dys-
function definition. The distinction between harmfulness and dysfunction, and the
definition overall, was incorporated into the DSM-III as a compromise when ho-
mosexuality was removed from the list of syndromes (Cooper 2005: 83). Spitzer
argued that homosexuality is not a mental disorder unless it causes distress and
impairment.

® The DSM-5 edition does not consider harmfulness to be necessary anymore,
whereas in the previous edition since DSM-III the conditions were sufficient and
necessary (see Cooper 2015).
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however, are not enough to distinguish the disorders from social
normality, as acknowledged by the DSM definition. This is because in
many cases the same behaviour and psychological states can be
symptomatic for normal as well as abnormal factors. For instance, in
some cases, the symptoms of major depression and bereavement are
indistinguishable (Bolton 2008). To overcome this problem the manual
has the clause that the symptoms should not be “expected or culturally
approved”. In brief, as Wakefield (1992a) points out, the definition of
mental disorders is an “unexpected distress or disability”, where the
unexpected condition stands for dysfunction, and the distress or
disability condition stands for harmfulness.

The DSM categories were aimed at being reliable and valid.
Whereas reliability is the measure of how coherently the same diagnosis
is made, validity is the measure of how well the diagnosis measures
what it is supposed to measure. The operationalizations in the DSM are
based on construct validity, which measures the success of
classification by relating observational features with other observations
(Murphy 2006: 218). This was intended to render diagnoses reliable,
meaning that different clinicians diagnose patients with the same
syndromes, and crucially, that the categories offer commensurable
frameworks for research. Especially intra-rater reliability (consistency
in the same individual’s repeated measurements) and inter-rater
reliability (consistency in the different individuals’ repeated
measurements) have been the aims (Kincaid 2014: 3). These goals were
largely achieved by rendering the defining features observational, and
forgoing theoretical and causal assumption about the syndromes
(Bolton 2008).

However, there is a tension in DSM between reliability and
validity. The problem is that validity may not be reached by rendering
the conditions as reliable as possible through operationalization
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(Murphy 2014).'° Although the categories might measure validly their
constructs, the syndromes, they might not detect real mental disorders
that putatively underlie these symptom clusters.!! Part of the reason is
that the language of clinical phenomenology found in the DSM is
closely linked with the norms of folk psychology, in some parts, and
with unspecified theories of abnormalcy, in other parts (Murphy 2006:
221). That is, according to Murphy (2006: 221), the terminology of
clinical phenomenology is full of concepts that are not operationalized,
such as the internal psychological states of patients, and other
unidentified theoretical commitments (Murphy 2013). This implies that
the distinction between mental disorders and normalcy in the manuals
is influenced by social norms rather than being purely based on medical
and scientific norms (cf. Bolton 2008). In other words, the observable
symptoms clusters may not offer the means to demarcate mental
disorders from normality, on the one hand, or from each other, on the
other.

Bolton (2008) argues that one might try defend the DSM manual
by arguing that psychiatric disorders are implicitly recognized, and
therefore that there is no need to rely on a theory or model to distinguish
normal behaviour and psychology. This would mean that mental
disorders are those things that patients bring to the clinic. The
implication is that our folk-psychological view of normality underlies,
as it should do, classifications of psychopathology. In general, this is
the underlying idea behind the DSM classification manual (and ICD),
clinical work, and folk conceptions of mental disorders (ibid.).

However, the DSM is commonly criticized for pathologizing
normal psychological states and behaviour such as normal grief

19 Solomon has called this “Crises of Validity” (Presentation 22.10.2021).

! Even this is questionable because Spizer and Endicott (1978) intended the def-
inition to capture dysfunction, not merely its operationalization. However, Has-
lam (2013: 988) argues that they should not be understood to provide an ontolog-
ical account.
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(Horwitz and Wakefield and 2007) and hyperactive children, just as
run-away slaves and homosexuality were pathologized before. The
history of psychiatry and DSM is full of diagnostic categories that are
not considered real anymore. Moreover, the current categories have
implausibly strict definitions (e.g. major ADHD requires five
symptoms of inattention or hyperactivity that have lasted at least 6
months, see APA 2013). The categories have also been criticized for
comorbidity by sharing the same features in the symptom profiles (e.g.
schizophrenia and bipolar disorder are associated with the same
cognitive deficits) (see Poland and von Eckardt 2013: 747, Haslman
2013). The idea is that comorbidity indicates deeper causal differences
that have not been properly distinguished (Solomon 2022). In other
words, based on this criticism, it is doubtful whether factual abnormalcy
can be just read off from one’s behaviour or psychological reports,
without reference to causes or theories (Bolton 2008).

The problem with the validity of the DSM categories harks back to
the empiricist programme of scientific explanation and progress, in
particular to Hempel’s view of scientific progress. The idea of
providing an operational definition of mental disorders originates with
Hempel’s (1965) famous paper on scientific taxonomy (Murphy 2006:
220, Kendler 1975, see Fulford et al. 2013: 6). Apparently, Hempel’s
influence was indirect but fundamental (Schaffner and Tabb 2015:
213). Hempel argued that acquiring a mature scientific taxonomy has
two stages. In the initial stage, terms are defined by techniques of
measurement and observation (e.g. “harder” mineral is defined by the
operation that scratches one mineral but not another, Hempel 1961: 10-
11: Parnas and Bovet 2015: 194). However, the mature stage in
classification is reached when theoretical terms refer to theoretically
postulated entities that are embedded in theories. This idea was picked
up by psychiatrists to the extent that psychiatry was considered to be at
the descriptive rather than the etiological (causal theoretical) stage in
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its development. Accordingly, Hempel believed that psychiatric
taxonomy would later reach a mature causal theoretical stage when its
terms would denote theoretical entities.

However, Hempel’s view of scientific progress is underwritten by
the logical empiricist view that theoretical terms should be translated
into observational language and that scientific explanation is based on
exceptionless laws of nature (for the DN model, see Chapter 4). The
logical empiricist programme, however, faced severe criticism, so that
critics of scientific progress turned to anti-realism, whereas truth-based
scientific progress came to be defended by scientific realists (see Psillos
1999: 11). Especially Thomas Kuhn (1996) and Paul Feyerabend
(1965) argued, relying on the same descriptive semantic theory as the
empiricists, that there is no real scientific progress because scientific
terms in consecutive scientific theories are incommensurable. Scientific
realism, on the other hand, has been defended by abandoning semantic
descriptivism and the deductive-nomological theory of explanation.
Scientific realists typically argue that theoretical terms refer to
unobservable natural kinds, and more recently, that explanation,
particularly in the special sciences, is based on causation and
mechanistic models, not exceptionless laws.

The realist view of scientific progress has implications for
psychiatric taxonomy. The construct validity of the DSM can be
understood as making a commitment to logical empiricism so that both
of Hempel’s stages are permeated by descriptivism (Haslam 2013).
This means that in the first stage, theoretical terms receive their
meaning through observations, and in the latter stage they receive their
meaning in connection with other theoretical terms in the natural law-
based model of explanation (DN model). However, if the requirements
of descriptivism and the law- based model of explanation are
abandoned, there is no need to assume that the concepts of psychiatric
disorders could not figure in exception-ridden explanations, i.e. in the
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second stage. According to this view of psychiatric realism, there can
be incremental progress that is based on causal and mechanistic
explanations of psychiatric disorders understood as real scientific kinds.

In the light of this, to address the validity problem of the
classification manuals, we would need to uncover the underlying causes
of the disorders. Murphy (2013), for instance, argues for psychiatric
realism, namely that classifications should pick out underlying natural
kinds, not merely directly observable symptoms. This would mean that
observational features should be validated by measuring them against
their underlying causes (p. 162) (see also Haslam 2013).

I will next provide an overview of different theories of psycho-
pathology. After, I explore the philosophical challenges of providing an
account according to which all disorders share similar underlying
natural features, and that besides validity, pragmatic and ethical
questions may also be concerned.

2.1.3 Psychiatric Disorder in Explanatory Theories

There are numerous psychological and psychiatric explanatory theories
of psychiatric disorders, most of which can be divided in the following
way (adapted from Bolton 2008).

1. Folk-Psychological Models
a.  Psychodynamic Models
b.  Phenomenological approaches
2. Disease and Dysfunction models
a.  Boorse’s biostatistical model
b.  Wakefield’s harmful-dysfunction model
c.  Biomedical disease model
3. Normativist Models
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a.  Anti-psychiatry Model
b.  Harmful Models

4.  Mixed models
a.  Biopsychosocial model
b.  Network model

The theories can be distinguished based on whether they are realist
about mental disorders. Folk-psychological models (1), disease models
(2), and mixed models (3) propose a distinction between normality and
disorder, that is, between social norms and scientific facts, and are
therefore realist about mental disorders. They agree that an objective
and scientific distinction between mental disorders and normalcy can
be drawn, but uncovering it requires at least some research and is not
merely a surface feature that can be operationalized based on folk
psychology (Bolton 2008). The normativist theories instead argue
either that there are no such things as mental disorders or that there may
be real psychological or neurological conditions that we label, based on
our values, as mental illnesses. The former approach was endorsed by
anti-psychiatrists, especially Szasz (1999), according to whom mental
disease is used for labelling social deviance. In contrast, normativist
approaches, such as Rachel Cooper’s (2005) (see next section),
consider the superordinate concept of mental disorder to be value-laden,
while the conditions it picks out can in principle be real conditions
distinguished by their harmfulness.

Realist theories depart in their commitment to what the problem is,
and thereby how social norms and medical or scientific norms can be
distinguished. According to the psychodynamic model, mental disorder
is a matter of breakdown of meaningful connection in mental life
(Bolton 2008). Consequently, it holds that mental disorders can be
detected by a disruption in meaningful connection in the patient’s inner
and social life, and that the disruption is either due to mental or
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neurological breakdown. Crucially, rationality in intentional behaviour
functions as a demarcation criterion between what is normal and what
is not. In other words, the rationality requirement adheres to the
intuitive way we tend to detect when someone is not thinking and
behaving as expected. Karl Jaspers (1963) was an early proponent of
this approach to mental problems (Bolton 2008: 9). He argues that
physiologically based mental disorders are not meaningful, whereas
some others are meaningful. In addition, Freud argues that “symptoms”
have functions in the sense that they are normal reactions to abnormal
circumstances.'> The phenomenological approach can be similarly
understood. Parnas (2008), for instance, defends the role of
consciousness in psychiatric classification, so that the signs of a
disorder should be contextualized in the semantic web of the inflicted
individual’s life (see also Schaffner and Tabb 2015: 217). A strong
version of the meaningful connection view holds that only the folk-
psychological approach can provide us with the correct definition of
mental disorder (Graham 2009). In brief, the rational-based approaches
do not only provide an account of psychiatric disorders as irrationality,
but also an account of their identification.

The disease model approaches rely, instead, on brute scientific
facts (Bolton 2008). The strong interpretation of the medical model
holds that mental disorders are brain diseases on the neurological level,
and that their explanation requires the methods of the natural sciences.
The neo-Kraepelin view is an example of this approach. Boorse’s
(1977) biostatistical account and Wakefield’s (1992a) harmful-
dysfunction theory also endorse a naturalistic approach to mental
disorders based on biological dysfunctions (see next section). However,
unlike the strong medical model, the biostatic and harmful-dysfunction
are at least partly committed to conceptual analysis providing the

12 According to DSM-5, PTSD is a normal reaction to abnormal circumstances.
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correct theory of mental disorder. There are also mixed models. The
biopsychosocial model, for instance, emphasized the need for
pluralistic explanations, including the need to understand illness
experience (Sullivan 2017). However, the biopsychosocial model may
be compatible with the medical model because it does not rule out that
there could be underlying diseases that are separate from the illness
experiences (see Murphy 2006: 114). Further, Borsboom (2017) has
presented a network model, according to which psychiatric problems
can be construed as causal networks of symptoms. The idea is that psy-
chiatric symptoms need not be produced by an underlying disease-
mechanism, but can rather be bound together by mutual interaction to
produce the disorder.

In this chapter, I will mostly concentrate on dysfunction (2),
disease (3), and normativist models (4) because they represent alterna-
tive philosophical interpretations of psychiatric disorders as real
scientific kinds. I will also provide an overview of explanatory models
that concentrate on the reasons why we have concept(s) of disorder.

2.2 Philosophical Approaches to the Concept of Psychiatric
Disorder

The philosophical debate over the nature of psychiatric disorders has
largely relied on analysing the concept of mental disorder and its role
in determining what mental disorders are. While some philosophers
argue that a general concept is not needed (e.g. Ereshefsky 2009), I
primarily concentrate on the arguments according to which the concept
plays a relevant role in research and clinical practice. There are two
general approaches to the concept. Naturalists argue that the concept of
psychiatric disorders can be given a definition based on scientific facts,
whereas normativists claim that such definitions are value-laden social

54



constructs. Therefore, the debate over the nature of psychiatric
disorders asks whether the distinction between normalcy and pathology
is inalienably based on social norms or can be partly or wholly based
on scientific facts. Recently, different ways to frame the debate have
been offered (e.g. Broadbent 2019; Amoretti and Lalumera 2021,
Wilkinson 2023). Nevertheless, 1 concentrate on the distinction
between naturalism and normativism when presenting a framework to
analyse other approaches.

I begin by introducing the approaches of the prominent naturalists,
Christoffer Boorse and Jereome Wakefield, and the objections they
have faced. I then reflect on Rachel Cooper’s normativist approach, and
point out some of its problems. Next, I criticize the debate for largely
relying on conceptual analysis and for trying to find out what disorders
are in their totality — an approach in which top-down analyses are made.
In contrast, I introduce bottom-up approaches to psychiatric disorders,
taking a more empirical approach to determining what psychiatric
disorders are. Finally, based on the arguments I have presented, I
propose a value-sensitive bottom-up approach to define the concept of
psychiatric disorder.

2.2.1 Naturalism

The Biostatistical Theory of Disease

Christopher Boorse’s (1975, 1976, 1977) biostatistical theory of disease
(BST) is the most prominent naturalistic approach to defining disease.
Although Boorse’s view has changed since he first formulated it in the
1970s, he has consistently maintained that a disease is an internal state
which reduces normal functional abilities (see Cooper 2005). The BST
account holds that health and disease are value-free theoretical concepts
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that can be defined based on biological facts (1997: 4). Boorse provides
four criteria for disease.

1. The reference class is a natural class of organisms of uniform
functional design; specifically, an age group of a sex of a species.

2. A normal function of a part or process within members of the
reference class is a statistically typical contribution by it to their
individual survival and reproduction.

3. Health in a member of the reference class is normal functional ability:
the readiness of each internal part to perform all its normal functions on
typical occasions with at least typical efficiency.

4. A disease is a type of internal state which impairs health, i.e. reduces
one or more functional abilities below typical efficiency.

(Boorse 1977: 555).

According to these criteria, disease is a dysfunction in a system or
subsystem of the body, such as in parts of the mind, nervous system, or
inner organs (Cooper 2002: 264). But because typical functional
abilities vary, Boorse (1976) utilizes the idea of a reference class to
qualify statistical normalcy within species, sex, age groups, and in some
cases biological ethnicity. Hence, although the ability to reproduce and
survive decreases in aging, elderly people should not be considered to
have a disease if those abilities are not lower than their own reference
class composed of people of the same age and sex. Moreover, in the
BST account, the disease of a system or subsystem is based on a causal-
role account of biological function, according to which the function is
what the subsystem contributes to the goal of the larger system. In other
words, the function of a subsystem is defined as a non-historical
contribution to the larger system’s current needs, purposes, and goals
(Boorse 1976). These factors, in turn, are structured based on survival
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and reproduction. Therefore, a disease is a system or subsystem that
hinders individuals’ normal functional abilities to survive and
reproduce below that of their reference class. For example, an eye that
cannot dilate is not contributing to the larger system’s, (e.g. the
individual human’s) ability to reproduce and survive (cf. Cooper 2005:
15). In such a case, according to Boorse’s account, the eye should be
considered to be dysfunctional and to have a disease.

Where psychiatric disorders are concerned, the BST account does
not require disease to be physiological. Boorse uses a computer
analogy to emphasize that just as software problem can run on perfectly
functioning hardware, mental problems can be instantiated by
neurologically perfect brains (Boorse 1977, Papineau 1994, Wakefield
2017, Jefferson 2018, Kingma 2013: 366). Moreover, this leads
naturally to the conclusion that mental disorders can be multiply
realized by our genes and brains so that one type of mental disorder can
be realized by many different brain structures (Jefferson 2018).

However, the BST account has been rightly subjected to two types
of criticism in particular. The first criticism is based on analysing the
disease conditions that fall in or outside the extension of the concept of
mental disorder in the light of the BST account. Arguably, the statistical
approach by the BST account runs against our intuitions by potentially
excluding conditions that may become common, for example epidemics
(e.g. Covid-19), from being diseases, while including statistically rare
but normal conditions, such as homosexuality, as diseases. Critics
propounding the epidemic argument ask us to imagine a situation where
a disease becomes so widespread that it would be statistically normal
(Griffiths and Matthewson 2018: 312). For instance, if diseases of
affluence, such as diabetes or obesity, continue to spread, they may
become statistically typical in some parts of the world, or even globally.
In such a case, the BST account would counterintuitively force us to
label them as non-diseases. Boorse (2002) has retorted to the argument
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by biting the bullet: statistical typicality with the relevant sex and age
group requires the condition to be counted as a disease. However, his
answer seems counterintuitive as a condition’s status as illness would
vary according to its changing prevalence. In the second case, our folk
intuitions contradict, or at least are not clear about, some statistically
rare conditions being disorders. The most common criticism is that
increasingly people globally would not consider homosexuality to be a
mental disorder, even if it were to lower one’s reproduction function
statistically.'3

One could try to address these objections by refining reference
classes so that the subgroups that clearly are not diseased would form
their own reference classes, while maintaining that some other groups
where diseases have become prevalent would not constitute their own
classes. As an example, homosexuals could be understood to form their
own reference class (Cooper 2005; Kingma 2013). Since homosexuals
would not be statistically unreproductive within their own reference
group, they would not be considered to have a disease or a psychiatric
disorder. Similarly, the idea of a reference class could be employed to
try to distinguish accidental functions from genuine ones (Cooper
2002). As an example, although sunscreen protects one from sunburn,
just like dark pigmentation, only the latter has the genuine function
within the reference class made of people with dark skin. This is
because protection from sunburn is #ypical within their reference class,
while using sunscreen in the human population in general is merely
accidental. On the other hand, since obesity and diabetes have become
predominant in some populations, these groups of people should not be
understood to form their own reference group, so these conditions
would retain their disease status.

13 Some studies seem to suggest homosexuality may carry reproductive evolution-
ary benefits for their population (e.g. Pillard and Bailey 1998)
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However, this approach of refining reference classes seems ad hoc
and raises a question about the BST account’s ability to determine
reference classes value neutrally. One problem with making reference
classes more fine-grained is that this procedure becomes subject to
slippery slope counter-arguments. Cooper (2002) argues that because
there is always bound to be individual variation, partly due to the fact
that individuals may belong to many minorities, we could eventually
end up with one-person reference classes. Moreover, some groups of
people that would be held as forming a reference group of their own on
account of some rare but normal functions, could be held as not forming
a reference group on account of some endemic diseases that are not
prevalent among the general population. The only way to rule this out
seems to be by making normative judgements as to which possible
groupings are reference classes in their own right, and which are
malfunctioning subgroups within those reference classes (cf. Cooper
2005, cf. Kingma 2013). In addition, there is an underlying epistemic
problem inherent within the referent-class idea. In practice, it may be
impossible to calculate whether a given individual falls within or
outside a reference class (Cooper 2005). For example, it seems
impossible to calculate the reproduction and survival statistics of sexual
minorities.

The problem with reference classes is due to the causal-role
account of function. It does not seem to offer a natural means to
demarcate functional categories, which in turn undermines the BST
account’s ability to provide a value-neutral account of disease.
Apparently, Boorse’s primary argument over his choice of reference
classes is based on “differences in normal physiology between males
and females, young and old” (Boorse 1997: 8). However, as Griffiths
and Matthewson (2018: 313) point out, the reliance on “normal
physiology” to demarcate reference groups is unhelpfully circular,
because it does not offer an independent way to decide between
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alternative, but seemingly equally natural ways to construct reference
classes.

The causal-role account of the BST view is also subject to a more
principled objection. Arguably, because membership in the causal-role
account is determined by functional ability, it cannot account for why
organs that cannot perform their defining functions should be lumped
together with organs that can function as defined (Millikan 1989: 295;
Amundson and Lauder 1994). For example, if hearts are defined based
on their function to pump blood, a putative heart that lacks this function
should not be categorized together with ones that are able to perform
the function. Such a scenario is evident in congenital disease when a
heart does not have the necessary parts to pump blood. Hence, the
causal-role account of function would counterintuitively and against
medical practice exclude the organ from being a heart.

In sum, as these objections demonstrate, the statistical method of
deciding disease in the BST account may force us to be revisionary in
cases where we would prefer not to be. As mentioned, the BST account
could try to address this problem by refining reference classes so that
some cases would become typical or normal within their own reference
classes, while abstaining from doing so with minority groups where a
disease has become predominant. However, as has been argued, this
runs into difficulties with the account’s purported value neutrality of
demarcating reference classes. [ will next argue that whether something
is considered typical or untypical would also need to be culturally
qualified.

The second problem with the BST account is its strict distinction
between culture and biology. The distinction is problematic because
human behaviour is not merely determined by biological needs, it is
also regulated by culture-specific norms and is supported by individual
choices. More specifically, the ability of an individual to survive and
reproduce is regulated by a combination of biological, individual, and
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sociocultural factors (P6rm 1995). This means that cultural norms may
hinder reproduction or survival for the otherwise most biologically
capable individual, while enabling biologically less capable individuals
to survive or reproduce, creating a situation where social norms trump
biological functions. This can be exemplified with the relatively benign
skin disease pinta, which is an infectious tropical disease causing skin
lesions and discoloration. According to Honko (1960), pinta was until
the 1960s so common among some tribes in the Amazon basin that
these tribes had formed cultural norms that prohibited marriage to
individuals that lacked the disease. This means that in these cultural
contexts having the disease would have been a reproductive advantage.
Boorse might try to answer this objection by arguing that the BST
account is not based on how humans actually behave, but rather on how
they could have behaved had their sociocultural circumstances been
different (i.e. in counterfactual circumstances). The underlying idea
would be that although cultural and individual variation plays a part in
explaining human behaviour, unlike biology, cultural and individual
factors do not restrict and determine behavior to the same extent.
However, this argument faces the problem that human evolution is
intertwined with cultural evolution in feedback loops (see Bolton 2013).
That is, human evolution is in fact coevolution with cultural factors, so
that culturally upheld habits have caused evolutionary changes. This is
shown, for example, in the way that the invention of cooked food led,
through natural selection, to smaller jaws in our evolutionary

development.'*

Moreover, in human evolution, the predominance of
some diseases may be due to cultural selection. Hence, for instance,
some diseases similar to pinta may have become widespread because

individuals without that genetic predisposition have not had as many

14 This means that our ancestors’ jaws, which were adapted for eating raw meat,
would nowadays lower one’s ability to survive and have offspring, On cultural
scaffolding, see Sterelny (2010).
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offspring. (I am not arguing that pinta is in fact such a disease, only that
there may be such diseases.) Therefore, according to Boorse’s answer
to epidemics, conditions such as pinta should not be considered
diseases, at least if those people form their own reference class. As
mentioned, this would also go against our intuition that the same
conditions should not be considered a disease at one point and a non-
disease at another only due to its statistical standing.

In conclusion, the biostatistical account does not seem to have the
resources to demarcate between functional categories, and hence
between healthy and unhealthy organs or minds. Alternative accounts
of disease have addressed this problem either by arguing for (i) a more
robust evolutionary account of biological dysfunction, or (ii) by
admitting that an explicit normative judgement does the logical work
of determining disease. Next, [ will look at Wakefield’s hybrid account,
which combines (i) and (ii), and thereafter normativist theories that take
the latter approach (ii).

The Harmful Dysfunction Account of Disorder

Jerome Wakefield’s (1992a, 1992b) hybrid harmful dysfunction ac-
count grants a role for a normative element in determining mental dis-
order and employs a selected effect theory to determine dysfunction.
According to his account, mental disorder consists of two individually
necessary and together sufficient components.

(1)  Social value judgement that the condition is harmful.
(i) Objective identification of a malfunctioning internal mech-
anism
(Wakefield 1992a: 374-375.)
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The idea is that inner psychological mechanisms (i.e. mental modules)
have been selected by evolution to execute various functions. This
means that dysfunctions should be understood as psychological or cog-
nitive mechanisms that are not performing their naturally selected func-
tions. Moreover, although dysfunctions cause harms, not all the harms
they cause qualify as mental disorders. Wakefield (1992a: 384) pro-
vides two reasons for this. First, selective pressures may have changed
so that a malfunctioning mechanism does not produce the harmful con-
sequences it initially produced. Second, some consequences of break-
downs in internal mechanisms may not have clinically significant con-
sequences in the current social environment. According to Wakefield,
his account implies that psychiatry should first work out the dysfunc-
tional mechanism that is causing the problem, and only thereafter a
judgement based on social values can be made whether the dysfunction
is harmful. (Based on this, Murphy formulated his own two-stage pic-
ture of psychiatry.) What is crucial for my analysis is that Wakefield
argues that the dysfunction condition can be naturalized and separated
from the norm component. This means that the harmful dysfunction ac-
count, like the BST account, can be understood as providing a natural-
istic and realistic account of psychiatric disorders.

The harmful dysfunction account relies on the selected effect
account of biological function (i.e. the etiological account), which is
based on the evolutionary history of natural selection. According to the
selected effect account, an organism’s function is not determined by the
present goal it serves, but by whatever the organism was selected to
perform in its evolutionary history. In other words, natural selection
explains why certain parts and processes have had the function of
contributing to survival and reproduction in the species’ evolutionary
history (Griftiths and Matthewson 2018: 304).

At first sight, the harmful dysfunction theory’s advantage over the
BST account is its robust theory of dysfunction and the necessary role
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it grants for harm. The evolutionary function analysis comes with the
advantage that it seems to facilitate a more robust distinction between
genuine functions and accidental or culture-adapted ones than the
causal-role account of function. For example, we saw that the BST
account had problems in distinguishing between accidental and genuine
functions. This does not seem to be a problem for the evolutionary
function analysis. For example, although sunscreen serves to protect us
from sunburn, unlike dark pigmentation it does not have the genuine
function of doing so because it was not naturally selected to do so (cf.
Griffiths and Matthewson 2018: 307). Moreover, because of the dual
requirement of value judgement and biological function, Wakefield’s
account is more socially sensitive than the BST thesis. His account can
explain why some (putative) dysfunctional conditions are not consid-
ered disorders since they are not socially harmful, while some patterns
of behaviour or conditions are not labelled as disorders since there is no
underlying dysfunction. For instance, if the social withdrawal disorder
found in the DSM (See APA 2013) really were caused by an internal
malfunctioning mechanism, it would not count as a disorder according
to the harmful dysfunction account in cultures where social withdraw-
ing is not considered harmful (presumably in East Asian cultures, such
as Japan). On the other hand, even though Confederate slave owners
considered the escape tendency of slaves to be socially harmful, it was
not a psychiatric disease because the underlying reason for escaping
was not a dysfunctional subsystem but slavery itself.'?

However, the harmful dysfunction account has also been rightly
criticized for conflicting with our intuitions due to its account of dys-
function and its strict biology-culture dichotomy. The central problem
with the etiological account of dysfunction is that evolution is a

15 Tt seems natural for any slave to attempt escaping, but perhaps the term was
evoked to explain the difference between individuals who escaped and those who
did not.
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complex and changing process. Rachel Cooper (2005), for instance, has
argued that evolution does not offer the means to fix the function of an
organism because it may have originated from a different selection
pressure than that which has determined its current use. For example,
apparently wings initially evolved as heating regulators in insects
before they started to serve as a means for flying (Cooper 2002: 268).
In such a situation, Cooper (2005) asks us to consider which selection
pressure is the one we should consult to determine the function and
dysfunction of an organism. That is, the harmful dysfunction account
seems to leave us in the dark as to why we should not consider the
original selection pressure as more important, so that an insect
incapable of flying should not be considered as having a disease. !
Perhaps even more fundamental are the arguments according to
which a mental disorder may be due to a condition that has never had
any evolutionary function or no longer has one (see Kingma 2013).
Dominic Murphy and Robert Woolfolk (2000), for instance, point out
that mental problems could be understood as spandrels or vestigial
traits. Spandrels are the side effects of selected traits, whereas vestiges
are traits that are not selected anymore. As an example of the former,
apparently sickle cell illness became widespread in sub-Saharan Africa
as a side product of a mutated haemoglobin structure that has the benefit
of creating immunity against malaria (Hales 2006: 84). The reason for
the co-evolution of sickle cell illness and immunity to malaria is that
natural selection works in genetic bundles. An example of the latter, the
appendix and wisdom teeth no longer have selected effect functions.
Finally, having some mental disorders may have carried evolutionary
advantages, and thereby may have been naturally selected. Kingma
(2013), for instance, argues that psychopaths may carry evolutionary

16 Recently, Griffiths and Matthewson (2018: 304) have defended the harmful
dysfunction account by arguing that we should concentrate on recent evolutionary
history.
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advantages for the individual. This can be supplemented by arguing that
in evolution, individual variation is the norm because it provides the
best means for the population to survive by enabling adaption to
changing environmental circumstances. In sum, if mental mechanisms
are akin to spandrels or vestiges, or are selected, they may cause
problems and yet not work against their natural functions. The
underlying rationale in these cases is that the harmful dysfunction
theory, just like the BST account, needs to rely on interests or values to
support decisions over dysfunctions. In the case of the harmful
dysfunction theory, this means deciding which selection process,
evolutionary side effects, or selected effects are the ones that do the
logical work of distinguishing between normal and abnormal groups
(cf. Cooper 2005: 16).

The second problem with the harmful dysfunction account, as with
the BST view, is its implausibly strict distinction between culture and
biology that does not correspond with scientific discoveries (Bolton
2013). According to the harmful dysfunction account, mental disorders
are dysfunctions in the mental modules that have developed to perform
specific evolutionarily beneficial tasks. Murphy and Woolfork (2000)
point out that this is an unlikely hypothesis concerning the way in which
the structure of the human mind and brain will turn out because the
latest findings do not support strong modularity. The co-evolution of
cognition and culture is a case in point. Although Wakefield acknowl-
edges that the mental modules have been formed in interaction with
culture, he nonetheless maintains that malfunctioning mental mecha-
nisms or modules are grounded in natural selection and can be cleanly
separated from socialization processes. This is problematic because
cognitive science and evolutionary psychology suggest that complexity
interaction has taken place between culture and biology in the evolu-
tionary development of the mind/brain. More specifically, in some
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cases, the content of our minds may be determined by universal fea-
tures, whereas the structure may be shaped by culture (see Nisbett and
Norenzayan 2002). At any rate, the issue has not been settled and there
is an ongoing debate over the cultural influence of cognition (see Chap-
ter 6). The same situation is apparent in gene-behaviour interactions.
Bolton (2013: 442) points out that some evolved functions are social
(such as mating and child-rearing), while psychological and behav-
ioural phenotypes are typically the product of interaction between gene-
environment interactions.

In conclusion, both the harmful dysfunction and the BST accounts
clash with our intuitions of what the concept of mental disorders should
pick out. Some conditions that we classify nowadays as disorders would
not count as such according to the accounts, while other conditions or
behavioural traits that we would prefer not to label as disorders would
be classified so according to the accounts.!” Moreover, both the BST
and the harmful dysfunction account contradict scientific studies on
culture-biology interaction. The harmful dysfunction account, in addi-
tion, does not seem to correspond with recent scientific discoveries due
to it placing greater weight on the nature of dysfunction. The problems
of both accounts are manifest especially when we consider borderline
cases where we need to refine and decide what the concept should pick
out. In fact, Schwartz (2007b) argues that both accounts have a “line-
drawing” problem because they have trouble in distinguishing low-nor-
mal functions from dysfunctions. The problem is that the normal range
of biological functions fall on a scale in which abnormality is only at
the extremes of that scale. Hence, neither Boorse’s nor Wakefield’s ac-
count seem to able to provide a natural means to decide where the line
should be drawn.

17 However, as to what extent this a problem for the HD account, is debatable.
Griffiths and Matthewson (2018), for instance, endorse this revisionist outcome.
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However, in spite of these problems, both the BST view and the
harmful dysfunction account are compatible with our intuition that
mental disorders are not merely determined by value judgements.
Therefore, some philosophers conscious of the mentioned problems,
but nonetheless with realist inclinations, have argued that a weaker
form of naturalism can be saved (see Kingma 2014, Murphy 2006,
Rashed and Bingham 2014). For instance, Kingma (2013) argues that
although concepts of health and disorder are not value-free, this does
not lead to wholesale normativism. Rather, it is indicative of naturalistic
pluralism. In this she relies on Boorse’s account, and argues that
although the choice between alternative reference classes is value-
laden, these alternative classes can nonetheless be distinguished in a
value-free fashion.

Nevertheless, the harmful dysfunction account has been more
influential, in part due to the similar definition found in the DSM and
the fact that it grants an explicit role to values. For instance, types of
hybrid accounts have been offered by Cooper (2005) and Murphy
(2006). The underlying idea in both is that although the superordinate
concept of mental disorder may be irreversibly value-laden, some of the
conditions that fall within its extension can in principle be scientifically
relevant natural conditions. This approach resembles Wakefield’s
hybrid account, except that it strips away the evolutionary dysfunction
account from the natural component. Cooper and Murphy exemplify
their accounts by comparing the concept of psychiatric disorder with
the concept of “weed”. Although it is interest- or value-laden which
plants are classified as weeds, they are nonetheless natural kinds of
plant species. Similarly, while the concept of psychiatric disorder may
not be value-free, the world still consists of interest- and value-free
conditions, which, according to our interest and values, we have
labelled psychiatric disorders (see also Beebee and Sabbarto-Leary
2010b). However, Cooper and Murphy employ the weed metaphor to
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describe opposite views. While Cooper argues for a normative view of
mental disorder, Murphy argues for a full-blown brain-based account.
More precisely, whereas Cooper asserts that there are genuine
psychological or neurological joints or conditions that we label
psychopathological, Murphy argues that psychiatric disorders represent
different ways our brains can malfunction or deviate from typical
rationality. In general, I agree with such hybrid approaches, although I
believe that value-laden and natural factors are intertwined due to the
social nature of psychiatric disorders. Next, I will explore alternative
approaches to the concept and subsequently present my own account in
relation to them.

2.2.2 Normativism

Normative or constructivist approaches to the concept of mental
disorder hold that evaluative considerations play an intrinsic role in
defining psychiatric disorder. The means that the concept of disease or
psychiatric disorder is inalienably value-laden so that purported
biological or psychological facts about abnormality, such as facts about
dysfunctions, are not the determinative factors for a condition to count
as a psychiatric disorder.!® In contrast, judgements over harmfulness,
suffering, and disvalue determine when something is a psychiatric
disorder.

Normative approaches to mental disorder should be distinguished
from anti-psychiatric views, such as Thomas Szasz’s (1999) account,
according to which psychiatric disorders are mere social deviances and
myths. Unlike Szasz, normativists usually argue that only conditions
that are medically treatable, at least in theory, count as diseases. On the

18 See e.g. Cooper (2002, 2005), Fulford (1989), Goosens (1980), Nordenfelt
(1986, 1995, 1997), Sedgwick (1973).
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other hand, normativists disagree with naturalists by denying that
psychiatric disorders can be analysed based on biological or
psychological facts alone (or primarily) because they involve the whole
wellbeing of human beings as well as judgements over undesirability.
Unlike naturalist approaches, normative approaches position human
goals, such as healing and wellbeing, as taking precedence in the
definitions (Salmela 2004). Although normativist accounts make
different commitments, the main point is that disease or psychiatric
disorders can only be understood in relation to the holistic wellbeing of
humans.

However, since there is no space to analyse all normativist
approaches, I will concentrate on Cooper’s account. Cooper (2002: 271;
2005) defends a normative account of diseases in general, and
psychiatric disorder in particular, according to which the concept is
anthropocentric and depends on our interests. Her view is contemporary
and well argued for, and thereby suffices as a representative of
constructivism in general. Cooper relies on descriptive conceptual
analysis to uncover the distinctions that are implicit in how the concept
is used. Therefore, unlike Boorse and Wakefield, her primary intention
is not to uncover what psychiatric disorders are based on conceptual
analysis, but rather to uncover the intuitions we purportedly share about
the concept. While Cooper (2020) argues that the concept of mental
disorder has changed over time, she maintains that there is considerable
consensus mainly due to the predominant role of the DSM classification
manual and its definition.

According to Cooper, the use of the concept “mental disorder”
consists of three criteria that are individually necessary and together
sufficient for a condition to qualify as a disease. These criteria are (i) it
is a bad thing to have; (ii) the afflicted person is unlucky; and (iii) the
condition can potentially be medically treatable. According to condition
(i), the inflicted individual needs to feel harmed by the condition. In
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practice, this means that the same condition can be harmful for one
individual and benign for another (Cooper 2002: 274). Based on this,
Cooper argues that concept of “psychiatric (or mental) disorder”
resembles the concept “weed”. Just as a plant can be unwanted and
considered a weed by some gardeners while not by others, a condition’s
status as a mental disorder is interest- and value-dependent. In practice,
this renders the label “mental disorder” a subjective judgement as
“people have different aims, different abilities, and different
preferences” (Cooper 2002: 274). The second condition (ii) states that
the condition is “unlucky as judged by the uninformed layman” (p.
276). This condition arguably avoids the problems inherent in statistical
infrequency since some individuals in the majority could feel unlucky,
while others in the minority could feel lucky. The last condition (iii) is
naturalistic, in which case the conditions that medicine find treatable
are mental disorders. This condition is meant to differentiate disease
from other unlucky and bad things in life, such as poverty and social
problems. Whether something is potentially medically treatable is a
question of functional goals, not about the nature of the objects
themselves. As the function of medicine is to treat diseases, those
conditions that are potentially treatable should be considered diseases.
In other words, the objects are not united by their common similarity of
being diseases, but by medicine deeming them to be treatable despite
their different natures.

Cooper’s account of psychiatric disorder seems to lead to
relativism (Ereshefsky 2009: 224, Stegenga 2018: 30) The reason is that
Cooper hangs the ontological status of psychiatric disorder on the folk-
psychological concept(s) of psychiatric disorder. This seems to put, as
Ereshefsky (2009) argues, medical conditions on a par with
drapetomania. As an example, had there been medical means to
intervene on homosexuality, the account seems to lead us to believe that
homosexuality would not only have been considered a psychiatric
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disorder previously, but would have actually been a disorder. The
problem is, however, that although folk and expert intuitions may
change about the status of particular conditions, the general intuition is
that it is a matter of fact whether a specific condition is a mental
disorder. Moreover, an increasingly shared intuition is that experts and
lay people were previously wrong to hold homosexuality as a mental
disorder. Consequently, the relativistic conclusion stands against our
shared intuition that the concept of psychiatric disorder is not relative.
This is a problem for Cooper, since according to her account, our
intuitions underlie the correct application of the concept of psychiatric
disorder.

Another related challenge for Cooper’s account is that it does not
seem to be able to settle existing individual or group disagreements over
whether a condition is a disorder. The account seems to portray disease
as a thin concept to the extent that although there would be relatively
stable necessary and sufficient conditions for its employment, they
cannot settle disagreements over the concept’s specific application. The
reason is that the inflicted individuals themselves, according to
Cooper’s account, are the experts over the harmfulness and unluckiness
of their condition. This leads to the unintuitive outcome that the same
individuals may hold their condition to be a disorder at one point while
not at another time or context. Cooper could try to restrain relativism
by maintaining that there is an objective matter of fact as to how
conditions are experienced by different individuals at various times and
places. But this would be tantamount to merely stretching the point
further because we could ask whether the same experience can be held
harmful and unlucky at one point and benign at another. A similar
problem is manifest in group disagreements. For example, although
pinta was not considered unlucky by the tribesmen in the Amazon
basin, it was a disease according to medical knowledge. Therefore, it is
reasonable to presume that since the 1960s many tribesmen have
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reassessed their position based on the availability of medical knowledge
and the readily available penicillin treatment. In the light of this,
Cooper’s account would lead to the unintuitive conclusion that for some
people pinta was a non-disease at one point, and became a disease later.
But surely a more plausible explanation is that the tribesmen were
initially wrong, while correctly acknowledging later, in the light of new
evidence, that pinta is a disease. The unintuitive outcome of relativism
becomes even more evident when considering cases where the inflicted
individual’s rational faculties over the harmfulness and unluckiness
over his or her condition are influenced by the condition itself, as is the
case with severe delusions and addictions.

Cooper could try to counter relativism by falling back on the
condition that something must be medically treatable to qualify as a
disease. This would not only exclude cases like poverty or oppression
as psychiatric disorders, but also drapetomania and homosexuality,
since it was later determined that they are not medically treatable.
Indeed, ideally it would restrict relativism and disagreements only to
borderline cases where intuitions are not clear. However, as Stegenga
(2018: 32) argues, many conditions are medically treatable and yet we
do not want to label them as diseases. The problem is, as Stegenga
points out, that something is medically treatable because it is a disorder,
not that something is a disorder because it is medically treatable. As an
example, we would like to determine whether we to administer drugs
to people diagnosed with ADHD, autism, and social phobias.
Moreover, medicine administers enhancement treatments, such as
plastic surgery (Schwartz 2014). The problem for constructivism is that
arguing that medicine decides whether something is a disease requires
us to answer how medicine makes those decisions. In other words, we
should then determine whether the research and treatment goals of
psychiatry are naturalistic (treating real psychiatric disorders) or value-
laden (treating unwanted conditions). The former would mean that
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normativism collapses into naturalism, whereas the latter would be
tantamount to turning a blind eye to the problem of relativism. In sum,
the fact that a condition is in principle treatable by psychiatry does not
mean that it should be treated, and thereby that it is a psychiatric
disorder.

A novel approach to addressing the relativism of harm-based ac-
counts has been to explore whether harmfulness can be understood ob-
jectively. Rashed and Bingham (2014), for example, point out that since
dysfunction cannot be used as a demarcation criterion, the distinction
between genuine mental illnesses and social deviance could instead be
approached by analysing harmfulness (see also Aftab and Rashed
2021). Through their examination they came to the conclusion that
harm or distress caused by a genuine psychiatric disorder was intrinsic
rather than relational. However, as they willingly admit, it is not easy
to determine what such a distinction amounts to. While I doubt that this
approach can be applied to all disorders, I nonetheless believe that in
some cases we could locate objective harmfulness in, for instance, so-
cial interactions. For instance, Schilbach (2016) argues that
impairments in social interactions may not only be symptoms, they may
also contribute to the development and constitution of psychiatric
disorders.

Moreover, recently Cooper (2020) has accommodated conceptual
change into her account and shifted toward a more naturalistic account.
She argues for a “belt and braces” approach on account of the fact that
the consensus over the concept of mental disorder is shifting and
therefore her original conceptual account requires adjusting. In
particular, she points out that the DSM-5 has given up the notion that a
disorder has to be harmful. Cooper succinctly argues that there are three
possible ways for conceptual analysis to answer conceptual change: (i)
to give up on conceptual analysis, (ii) to be revisionary, (iii) or to
embrace her “belt and braces” approach. She points out that these
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should not in fact be considered separate approaches, but instead they
complement each other. However, the “belt and braces” approach is
meant to capture the multiple points that would need to change for the
concept of mental disorder to become value-free. Cooper maintains,
based on two observations, that it is not foreseeable that the concept
would be revised to the extent that value judgements would be
abandoned altogether. First, she points out that political and ethical
norms are currently employed to set thresholds between the normal and
the pathological. That is, statistical means alone cannot be used, and are
not used, to determine the boundaries of disorders. As one example,
ADHD arises at the extreme end of normal distribution (Cooper 2020:
154). Second, values dictate decisions over whether to ameliorate one’s
condition by altering the individual or the environment. In the case of
homosexuality, intolerant societies would like such individuals to alter
their behaviour, whereas societies are increasingly tolerant in
considering that the suffering of the individuals is due to social
intolerance.

2.2.3 Problems with Top-Down Approaches

Although I am sympathetic towards the mentioned weaker forms of
normativism, there is a question over what role conceptual analysis can
have in determining the nature of psychiatric disorder. As Murphy
(2008) argues, the debate over normativism and constructivism is
problematic because it relies extensively on conceptual analysis. This
can be seen in how the debate is based on employing conditions to
demonstrate that they intuitively or unintuitively either fall in or outside
the extension of the proposed definition (Lemoine 2013). Murphy
maintains that conceptual analysis does not only rely on there being a
shared folk-psychological concept to be had, but also maintain
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implicitly that it ought to constrain research by having the ultimate say
on the identification of psychiatric disorders."’

Conceptual analysis has been criticized for relying on armchair in-
tuitions to uncover the meanings of concepts (Hintikka 1999, Stich
1992, Schwartz 2014, Griffiths 1997). In psychiatry, empirical studies
have demonstrated that intuitions over the concept of psychiatric disor-
der and particular disorders diverge on multiple dimensions (Aftab
2021). And even if traditional conceptual analysis can settle some in-
consistences between alternative definitions, it cannot provide reasons
to decide between two coherent and consistent accounts of psychiatric
concepts (Lemoine 2013). These problems have led to an impasse and
controversies over how to define the concept of psychiatric disorder,
whether particular conditions are disorders, and in the case of some pur-
ported conditions, where to draw the line between normal and patho-
logical (Schwartz 2014: 574).

In this light, the accounts of psychiatric disorder that [ have covered
this far can be called top-down approaches in contrast to bottom-up
approaches. The reason is that they largely take for granted that we can
discover what disorders are by analysing how the concept of psychiatric
disorder is currently applied. In other words, the presupposition is that
we have already identified psychiatric disorders, and now only need to
define them. The method largely relies on analysing stereotypical cases
of psychiatric disorder, and thereby try and reach a general definition
of psychiatric disorder. Once such a definition is reached, it is in turn
employed to distinguish between borderline cases and evaluate
empirical research. For this reason, such research emphasizes an
understanding of what psychiatric disorders are in their totality. An
alternative, bottom-up approach would be to concentrate on the

19 Hyman (2010) has labelled the extant diagnostic categories as “epistemic pris-
ons” that impede research. Currently, the problem is that over 90 percent of re-
search is based on the DSM categories (Tabb 2019).
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empirical research of specific disorders, or even smaller units of
analysis, and then move on either to refine the general concept based
on those discoveries, or alternatively, delegate it an explicitly pragmatic
role in psychiatry. This approach would not only mean refining the
intension of the concept of psychiatric disorder, but also its extension.
The distinction between these approaches is meant as an analytic tool.
In reality, the difference is more in the emphasis because psychiatry is
largely in a “pre-paradigmatic” stage and therefore needs to “get on”
without clear foundations.

Both naturalist and normativist approaches can be understood to be
committed to a top-down approach to defining psychiatric disorders.
While the naturalistic accounts of Boorse and Wakefield largely rely on
conceptual analysis to pinpoint the putative underlying natural
phenomenon of our folk concept of psychiatric disorder, normativists
seem to employ conceptual analysis to argue that there is no such
natural phenomenon.?’ Therefore, although their employment of
conceptual analysis is more justified because it concentrates on the
nature of the concept, and the kind of role it plays, instead of the
putative underlying disorders, constructivists nonetheless seem to rely
on armchair conceptual analysis to make assumptions about the
ontology of psychopathology (or rather its putative biological or
psychological non-existence). Moreover, even this more modest
employment of conceptual analysis is problematic for at least three
reasons. First, naturalistic conceptual analyses suggest that lay and
professional intuitions over the concept vary (Haslam et al. 2007,
Haslam 2013). Indeed, according to studies, people hold contrastive
explanatory models that are relative to their profession and culture
(Colombo et al. 2003, Harland et al. 2009, Tikkinen et al. 2019). This
means that analysing, for instance, the DSM definition may not capture

20 Although Boorse’s account is typically seen as a naturalist account, it can alter-
natively also be understood as an account that explicates how we employ the term.
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how the term is used in general. Second, it is not clear to what extent
we desire lay intuitions, or even professional presumptions, to play a
significant role in constraining and guiding psychiatric research and
informing clinical judgements about discoveries. Third, although
judgements over harm and unluckiness may be value-laden and
relativistic, some judgements may be more objective and morally
warranted than others. But to determine which judgements are
warranted, we would need to analyse their reasons, not merely our own
intuitions. In sum, the conclusions that can be drawn from normativist
accounts, such as Cooper’s view, about psychiatric disorders is
restricted. In sum, armchair conceptual analysis may not be the correct
method to discover putatively shared intuitions about psychiatric
disorder, to reveal assumptions that should constrain research, or to
determine whether they are warranted.

A normativist could try to address these problems by discarding
armchair conceptual analysis in favour of adapting a form of realism
about values. For example, Wrigley (2007) has pointed out that a realist
account of mental disorder needs to rely on moral realism (see also
Stegenga 2018). Assuming value realism, adapting relativism about
disorder would be to commit oneself to a type of naturalistic fallacy.
That is, one would not be entitled to infer from the fact that there are
different and contradictory judgements over psychiatric disorders so
that they are all as warranted. Instead, there could be warranted ways to
use the concept so that some people would have values that they are
morally unentitled to. This account could be coupled with philosophical
analysis over warranted reasons for those values. For example, the fact
that the conception of homosexuality as a disorder was common among
specialists and lay people does not mean that their assessment was
justified, as shown by later analyses. This historical shift could be
backed up, for instance, by arguing that we have later discovered ethical
principles that exclude homosexuality from being considered a
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disorder. That is, we could claim to be in a better position to recognize
that the view that homosexuality is a mental disorder was all the while
unwarranted. In sum, according to this approach, values concerning
mental disorders would not be considered to depend on subjective or
social values but would instead be universal. However, to distinguish
psychiatric disorders from social problems, such as poverty and
discrimination, there would still have to be an underlying condition.
Hence, if this approach is applied to drapetomania, one could argue that
we have discovered that it does not have an underlying condition, and
therefore was not a disorder. On the other hand, even if there had been
an underlying condition that produced the “the desire to be free”, the
judgement that it was a disorder would not have been warranted.
Consequently, this type of value objective view would be Wakefield’s
hybrid theory turned upside down, so that value judgement over
harmfulness would be the objective determining feature, and although
a psychological or biological condition would be necessary for a
disorder, it would not do the logical work of distinguishing abnormality
from normality. That said, I will not pursue this argument any further
here, but instead argue later that we should engineer the concept by
being value-sensitive to its consequences (see Chapter 7).

Naturalists, in turn, could try to address the objections I have
presented by supplementing conceptual analysis with externalist
semantics, such as the causal-historical theory of reference. According
to this theory, the beliefs and descriptions we associate with our
theoretical concepts and terms do not necessarily determine their
reference (Kripke 1980, Putnam 1995). Rather, their reference can be
set by ostension or definite descriptions when the object or kind is
baptised, and from there it is passed on to other users in a causal-
historical chain. Consequently, individuals can refer to the same objects
or kinds although they may associate conflicting and false beliefs with
them. If this approach is applied to psychiatric disorders, it would
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require that we have initially identified psychiatric disorders correctly,
although the varying folk-psychological conceptions we have
associated with them may have been contradictory and incorrect. On
the face of'it, such a view seems to require that psychiatric disorders are
natural kinds that have underlying essences or causal mechanisms that
are the same in all possible worlds, and which generate sufficiently
stable and distinct surface properties.?! The central motivation would
be empirical: although we may not be sure what the properties of
psychiatric disorders are, we can talk about them and conduct
commensurable research related to them, and thereby trust to find their
true nature in the future. Murphy (2014: 199) calls this view the
“vindication project”, because it relies on our current concepts or terms
of disorder to be vindicated by future discoveries over their referents.??

However, a simple causal-historical reference view of psychiatric
disorders is implausible in the light of historical alterations in the
conditions that have been considered mental disorders. That is, not only
our conceptions of what constitute psychiatric disorders have varied
historically and cross-culturally, but also the conditions, their
outcomes, and their representations. This implies that the concept of
psychiatric disorder does not resemble such traditional natural kind
terms as “water” or “gold”. Part of the reason is that psychiatry is not
only trying the uncover the underlying structure of an already fixed
(under controlled circumstances) stable surface property, as with water
and gold, but is instead trying to discover whether the conditions we
have labelled pathological are sufficiently stable and distinct, while
simultaneously trying to determine whether they should be labelled
pathological. In practice, this has been manifested by the challenge to

2 Wakefield’s (1999) “black-box essentialism” is an example of this. See section
6.2.5

22 Another alternative would be to couple a dysfunction theory with the meaning-
fulness-based view of psychiatric disorders, so that mental disorders are the con-
ditions that patients bring to the clinic.
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pick out homogenous groups of patients that share a given psychiatric
disorder.?® As Aucouturier and Demazeux (2013) argue, the difference
is that unlike prototypical natural kinds, such as water and gold, there
is no agreement in psychiatry over the nature of the research object, or
even whether it is a unified kind.>* In consequence, new discoveries
may not only require changes in the intensions of our concepts, but also
in their extensions.

Moreover, if normativists are right, even if there is a unified object
of research in psychiatry, there is the further question whether it ought
to be labelled a disorder. That is, even if an externalist semantic theory
of the term “psychiatric disorder” or particular terms for disorders were
correct, they are not by themselves enough to support naturalism. The
reason is that social constructivist accounts could also rely on
externalist semantics to support their case. This can be seen in the light
of how it has been suggested that some social kind concepts, such as
race and gender, may be real kinds. Mallon (2016) argues that the term
“gender” or “sex” may refer to a (relatively) stable cluster of properties,
because most of the clustering is generated by the very actions caused
by the stereotypical beliefs we associate with genders, rather than their
purported underlying biological mechanisms or essences. That is, by
being considered “the natural way to be and act”, socially determined
patterns of behaviour have become entrenched in institutional, material,
and social structures, and socially determined patterns of behaviour
associated with genders have become stable and are thereby considered
natural. Similarly, constructivists could argue that although (some)

23 Lakoff (2005) writes about a clinic in Buenos Aires that provided blood samples
to a multinational pharmaceutical company who were researching bipolar disor-
der, a condition that their psychodynamic approach did not previously
acknowledge.

24 When Kripke and Putnam formulated the causal-historical theory of reference,
they were careful to choose folk terms that have stable and unified meanings
shared by everyone.
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psychiatric categories pick out stable patterns of behaviour, they are just
not the type of kinds that naturalist theories would have us believe. In
sum, whether a condition supports inductions by being a real kind
should be separated from the reason it supports those inductions. Alt-
hough some of the conditions we currently label psychiatric disorders
may not support inductions for the reasons we believe, they can none-
theless be real in the sense that they actually do support those induc-
tions.

In addition to these challenges, the traditional naturalist and
normativist accounts have a problem with scientific advancement. In
general, the problem with settling on a strict concept of mental disorder
is that at best it may not have much pragmatic value, and at worst, it
could constrain research and clinical practice. The reason is that science
progresses through self-improvement, which includes its ability to
adjust our scientific concepts with the world (Kincaid 2013: 148). This
means that if we discover that our current psychiatric concepts do not
have the referents we thought that they had, we may either adjust our
beliefs and theories associated with the concepts, adjusting also their
extension (the objects that fall under the concept), or we can abandon
the concepts. In psychiatry, this does not merely mean adjusting our
extant concepts with the world. Instead, a further complication is that
because the concepts may be value-laden, they cannot be merely fitted
with the causal structure of world. Rather, we also need to decide
whether the referents of our psychiatric concepts are those we would
like them to be. That is, while the world may offer limited objects for
psychiatric labelling, if normativists are to be believed, it is partly a
normative choice how we choose between those objects.

My idea is that the same problem that has plagued attempts to
provide necessary and sufficient criteria for demarcating science from
pseudoscience also concerns the demarcation between psychiatric
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disorders and normality.?® A strict definition of a psychiatric disorder is
bound to be either too narrow or wide to capture the conditions that
psychiatry studies and will study. That is, the criteria cannot be
simultaneously sufficiently universal and precise to encompass all the
desired conditions while excluding those we do not want. In fact, we
may lack sufficient knowledge about our brains and minds to settle
currently even on a more open-ended definition of psychiatric disorder,
even if such conditions were in theory attainable and warranted. Rather,
it seems plausible that once the sciences of the mind evolve, we will
also become better at making judgements about psychiatric disorders.
Such an approach is taken by Murphy (2006) and Zachar (2014a), who
argue that the concept of psychiatric disorder needs to be open-ended
to be able to accommodate empirical discoveries. A further problem is
that advances in pharmacology, genetic engineering, and robotics are
likely to provide ways to enhance or augment our biological and
psychological makeup to such a degree that the current conceptions of
health and disease will not meet future challenges. Similarly, scientific,
cultural, and technological evolution may change our social and
physical environment to the extent that we will develop novel disorders
and the old ones will disappear.

To summarize, I have argued against a strict definition of
psychiatric disorder. This seems to pose a problem for psychiatry as a
legitimate science since the object of research is not a unified natural
kind. For this reason, Scott Lilienfeld and Lori Marino (1995), for
example, maintain that the concept should be abandoned. However,
contrary to Lilienfeld and Marino’s assumption, scientific concepts do
not need have strict boundaries to be useful. One would in addition need
to argue that the concept is trivial if it picks out merely the properties it
defines, and ethically and scientifically questionable if it inadvertently

25 See Hansson (2013) about an open-ended approach to science and pseudosci-
ence demarcation.
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forces distinctions where none exist, and thereby inflicts stigma. But
this conclusion seems too radical and empirically unfounded. In fact,
psychiatry may resemble comparative religion studies, archaeology,
and parts of biology, so that the concept of “psychiatric disorder” may
resemble concepts such as “religion” and “gene”, which are both vague,

yet scientifically useful.2®

2.2.4 Bottom-up Approaches

I have argued this far against naturalistic and constructivist views of
mental disorder, contending that they are at least partly based on
traditional conceptual analysis. While naturalistic accounts based on
conceptual analysis fail because they cannot provide a purely factual
account of psychiatric problems as dysfunctions, constructivist views
are problematic because they run counter to our intuition that
psychiatric disorders are non-relative. Moreover, the relativism of the
normativist accounts does not seem to match the undeniable clinical
reality of the seriousness and universality of many psychiatric disor-
ders. In this section, I analyse alternative bottom-up empirical
approaches to determine the nature of disorders, and in the light of these
approaches, formulate and defend my own bottom-up constructivist
approach. [ will first introduce Murphy’s strong biomedical model (and
RDoC in Chapter 6), followed by contextual approaches.

As 1 argued, top-down naturalist approaches consider it to be a
given which conditions are prototypical mental disorders, and therefore,
through conceptual analysis, try to figure out a definition that would
apply to them. This means that traditional naturalist approaches rely on

26 Kincaid (2014) compares “mental disorder” to the concept of a “gene”, which
is scientifically useful, although it does not have necessary and scientific condi-
tions.
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the conviction that psychiatric disorders resemble, for example,
biological species or somatic diseases so that the subject matter is
already given. However, in psychiatry, the ontological question about
the nature of disorders and the epistemic question about how to
determine their nature, cannot be cleanly separated. Unlike with
biological species, we are not in agreement whether ADHD is a
disorder, or how many disorders schizophrenia is. Instead, the hope is
that uncovering the correct psychiatric explanation will bring clarity not
only to what disorders are, but also how to identify them better. In other
words, the starting point of identifying the objects of research and
classification in psychiatry is messier or more complex than in many
other sciences.

Biomedically oriented bottom-up approaches, such as Murphy’s
(2006) account and the RDoC (see Chapter 6), are more pessimistic
about our current concepts and their referents. Such approaches
consider that the problems of current disorder categories, for instance,
do not resemble questions about what the nature of a particular species
is, such as whether whales are mammals or fish, but rather whether we
have even identified the research objects correctly. Hence, they
consider that both the intension and the extension of the superordinate
concept of psychiatric disorder and particular concepts may need to be
revised based on further discoveries. Hence, according to these
accounts, the concept of psychiatric disorder would resemble Griffiths’
(1997) account of the folk concept of emotion, which according to him,
picks out three different kinds of states or kinds: affect programmes,
higher cognitive states, and social constructions. Similarly, bottom-up
naturalistic approaches to psychiatric disorder discard conceptual
analysis as a guide to their nature in favour of empirical research. This
does not rule out the possibility that psychiatry may eventually be able
to discover the true causes of mental disorders, or even common
features that all disorders share. Rather, the bottom-up approaches, such
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as Murphy’s (2006) account and the RDoC program, remain open to
the possibility that these discoveries may lead to substantial revisions
concerning our current beliefs about the nature of disorders.

Murphy’s Disease Model

Dominic Murphy (2006, 2013) defends a bottom-up approach
according to which cognitive neuroscience provides the means to
explain mental dysfunctions as breakdowns in information processing
neurological systems in our brain. Based on this, he believes that
psychiatry will eventually merge with cognitive neuroscience. This
means Murphy’s view is naturalistic and revisionist. According to him,
conceptual analysis cannot provide the means to find out what
psychiatric disorders are. In the light of this, the empirical lack of
success of DSM categories is explained by their saturation with folk
conceptions. Consequently, according to Murphy, the task of defining
and determining the nature of psychiatric disorders should be left to
cognitive neuroscience, which may lead to a thorough overhaul of our
current classifications and conceptions.

In defence of this view, Murphy (2006, 2013) has coined the term
“two-stage picture” to describe the biologically oriented strong view of
the medical model of psychiatry. The two-stage picture resembles
Wakefield’s harmful dysfunction theory, with the fundamental
difference that Murphy’s account is revisionist and does not rely on an
evolutionary analysis of dysfunction. According to his account,
psychiatric research is and should be divided into descriptive and
normative stages. In the first stage, psychiatric research aims to
discover and describe the breakdowns that cause and maintain mental
disorders. The second stage is evaluative and refers to the value-laden
judgements of which breakdowns are mental illnesses and how to treat
them. Therefore, whereas the first stage is based on the scientific work
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of researchers, the second stage relies on the judgements of lawyers,
bureaucrats, social workers, and ethicists (Murphy 2006). The second
stage is where the use of the concept psychiatric disorder comes into
play. Murphy (2006; 25, 98) exemplifies this with the gourmet lesion,
a brain lesion that leads the inflicted individual to seek fine dining.
Although the reason is clearly a brain trauma, it nonetheless raises the
question of its harmfulness, and therefore whether it should be called a
psychiatric disorder. Therefore, like Cooper, Murphy (2006: 97-98)
holds that the superordinate concept of “mental disorder” resembles
“weed”, “pest” and “vermin”. Although they are not natural kinds
themselves, they nonetheless pick out different types of natural kinds.
But unlike Cooper’s account, Murphy’s view does not imply that these
various types of conditions could not be genuine natural dysfunctions
or malfunctions in our brains.

The central argument that Murphy (2006: 85, 199) makes is that
psychiatry can, in some areas of research, be free of values by being
based on neurocognitive mechanistic explanations.?’” This means that
we can come up with mechanistic explanations about neurocognitive
systems without resorting to an evolutionary account of function, and
thereby provide ahistorical explanation of an underlying malfunction in
the brain. The main point is that a (brain) system malfunctions when it
fails to contribute according to its customary role in maintaining the
overall system. This requires understanding the role that the system, i.e.
parts of our brain, has in contributing to its overall functioning (Murphy
2006: 81). Crucially, such malfunctions can come about, for instance,
because of pathogenic information or an advertent environment. For
these reasons, Murphy maintains that psychiatry should ideally merge
with cognitive neuroscience by investigating how neurological

27 Murphy (2006) does not believe that this approach is applicable to all disorders.
Although in certain cases it is not, there can still nonetheless be objective stand-
ards of rationality.
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functions, understood mechanistically, do not normally contribute to
the overall wellbeing of the system. Consequently, according to
Murphy (2006: 349), the boundaries of psychiatric disorders can be
identified by combining statistical and causal reasoning.

As an example of this approach, Murphy argues that the human
visual system can be explained mechanistically so that blindness can be
understood as a malfunction that deviates from the normal functioning
of the eye (apparently, deafness can be explained similarly, as it
deviates from normal functioning). However, relying on the two-stage
picture, Murphy maintains that this does not settle the question over
whether blindness should be considered a psychiatric disorder or part
of human variation.

The difficulties that underlie this eliminativist approach to
psychopathology make it more of a promissory idea than a robust
empirical hypothesis. I will return to these in Chapter 6, though I will
mention a few here that are related to the concept of psychiatric disorder
in general. Basically, the problem with Murphy’s brain-based view is
that it seems to consider psychiatric disorders as malfunctioning brains
in a vat.*® This implies that abnormal mechanisms can be studied and
identified independently from their larger environment. I will argue
instead that psychiatric disorders can only be understood in relation to
their interaction and role in the larger environment, so that in many
cases the explanation may need to abstract away from the purported
neurological basis. In addition, Murphy’s account is not a fully bottom-
up account of psychiatric disorders, because it takes one explanatory
approach, and argues that it applies to all disorders. This suggests that
Murphy argues by philosophical means that the pluralism of
disciplinary approaches to psychopathology found in psychiatry is a
problem that needs to be overcome.

28 1 am indebted to Tomi Kokkonen for drawing my attention to the appropriacy
of this philosophical scenario.
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Contextual Accounts of Psychiatric Disorder

Contextual approaches to the concept of psychiatric disorder, or to the
disorders themselves, do not concentrate so much on what disorders are,
but instead examine the social or natural processes that have lead us to
label some conditions disorders. Hence, they are bottom-up accounts
because they are not based on trying to discover the meaning of the
concept, but instead investigate the reasons and consequences for
holding such a concept. A contextual approach to the concept of mental
disorder can be coupled with both naturalism or normativism. In the
following, I present Broadbent’s and Canguilheim’s naturalistic
approaches and Hacking’s more construct-oriented account. Thereafter,
in relation to these approaches, I present my own contextual account.
Alex Broadbent (2020) has recently defended non-objective
naturalism by arguing that health is a second-order property to the
extent that relativizing health based on an age group of a sex of a species
(according to the BST account) has contributed to the survival and
reproduction of our species. Broadbent follows Peter Menzies and Huw
Price (1993), who have argued that causality is a secondary quality, and
suggests that health is also a subjective yet value-free concept. Menzies
and Price endorse an agency-based approach to causation, according to
which it is a secondary property in the sense that although it is not
physically perceivable, it is nonetheless grounded in our interaction
with the world. That is, causation should be seen as an extrinsic quality
based on our ability to manipulate things in the world. And yet, it is also
a subjective experience similar to colours, because it is projected by
humans onto the world. Based on this, Broadbent suggests that the
concept of health is like causation in that it is simultaneously a
subjective and a natural feature of the world. Furthermore, Broadbent
argues that although qualifying reference groups based on sex and age
may not be more natural than having some other reference groups, we
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make that qualification because it has been beneficial in the history of
our natural selection (Broadbent 2020: 623). Hence, Broadbent agrees
with Kingma (2014) that the age of a sex in a species is not the only
possible natural or explanatory qualification for reference classes.
However, he argues that holding such a view has been evolutionarily
beneficial. In other words, the idea is that we do not share a concept of
health primarily for cultural reasons. Rather, individuals or groups
holding different conceptions of health would not have survived and
reproduced to the same extent. In effect, Broadbent flips Boorse’s
account on its head. Instead of arguing that Boorse offers the most
natural concept of health and disease, the concept may have been the
healthiest to hold in the light of Boorse’s account. That is, it can be
considered the most natural because it has played a crucial evolutionary
role in our survival and reproduction. That is, Boorse’s concept of
health can be called “natural” in the sense that it has provided an
advantage in natural selection.?

However, Broadbent’s account of health as a secondary property is
suggestive at best. The account requires that we have had species-wide
shared beliefs about health that have helped us to survive and
reproduce. In other words, although there may have been other culture-
dependent ways to qualify reference groups, only the qualification over
an age group in a sex of a species has been shared to the extent that it
has increased our evolutionary fitness. Consequently, Broadbent’s
account would have us believe that other conceptions of reference
groups than that of sex and age have not been as evolutionarily
beneficial at any point in our history, or have been weened out later due
to an evolutionary mismatch. To establish the former case, however, we
would need an evolutionary account of why alternative conceptions of

2 Although Broadbent does not mention it, causation cognition may have played
an evolutionary role for mammals. Apparently, for instance, reptiles are not capa-
ble of causal reasoning to the same extent.
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alternative reference classes have not benefitted us in our natural
selection (e.g. reference classes based on biological ethnicity or
homosexuality). To establish the latter point, the view would have to be
supplemented with an evolutionary mismatch theory of beliefs and
conceptions, and based on that, an empirical account of how alternative
conceptions have been weened out in natural selection due to such a
mismatch. The basic idea would be that although some conceptions of
health may have evolved to fit certain environments, unlike the
qualification based on sex and gender, they have later become
adaptively unfit in a changed environment to the extent that they have
not facilitated the overall reproduction and survival of the population.
One place to look for such an account could be mismatch theories of
health (although they have been challenged, see Morris 2018).
Nevertheless, a plausible problem with such an account could be that
because the evolution of species happens on a population level, the
concept of health may have developed to reflect more the wellbeing of
individuals than whole populations. That is, just as it is evolutionarily
beneficial for individuals in a population not to share all their traits, it
could have hindered evolutionary fitness for everyone to share a similar
concept of health. Furthermore, another challenge is that cultural and
technological evolution may have played a role in the evolutionary
mismatch of the concept of health. As one example, the human jaw
volved to fit with the cultural evolution of eating cooked food (Sterelny
2010). Nowadays a human jaw dapted to non-cooked food would be
considered an evolutionary mismatch. Similarly, some aspects of the
health concept of our forefathers would probably not contribute to our
reproduction and survival in society today. This raises the question to
what extent the qualification of sex and age would have maintained its
purported evolutionary role throughout our natural selection.

Another challenge with the account is that it seems to rule out
culture as an endogenous explanation. The challenge concerns the

91



empirical question whether natural selection can trump cultural beliefs
concerning health and disease. Although it seems plausible that we
qualify capabilities according to sex and age, it is not self-evident that
we attribute these capabilities in a robust way to health and disease. As
many anthropologists have argued, ecological circumstances may limit
the possibilities for values and cultural categories, but they do not
determine them. There can be many, quite possibly endless, different
but equally ecologically and evolutionarily fit cultural categories and
values (see e.g. Sahlins 1985). And even if the reference class of sex
and age were determined by nature, culture may have influenced how
we have emphasized its importance, just as culture determines which
nutritional plants and animals are considered food. At any rate, we
cannot simply assume that ecological and material circumstances form
the substructure that uniformly realizes cultures, their categories, and
their values. As an example, as I previously argued, the skin disease
pinta may have in fact contributed to reproduction for cultural reasons.

There is also a further question raised by moral realism. Even if we
had shared the qualifications of sex and age with our concept of health,
it does not imply, by itself, that we ought to have. Moral realists could
argue about disease that the most evolutionarily fit concept may not be
the most morally justified. For example, I doubt that we would be
willing to admit that we are worse off in comparison to our foraging
forefathers and foremothers, even if their environment may have been
a better match with our biological nature. Similarly, even though
alternative qualifications of reference classes of health may not have
been as healthy, in the sense of contributing to our survival and
reproduction, they cannot be ruled out as being less warranted.

A contextual approach to the concept of health can also be
defended from a more individualistic perspective. Such an approach is
offered by Canguilhem (1991), who argues that health is the
individual’s dynamic ability to adapt to new environmental situations.
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This includes the social/cultural and material environment as well as
values (see Tiles 1993: 738). This means that Canguilheim’s account
turns the BST account of disease on its head, so that instead of the
average determining what is normal health, what is considered normal
causally influences the average health (when it is understood as the
ability to reproduce and survive). The reason is that values structure our
social and material environment, which in turn influence average life
expectancy and fertility. Consequently, an individual’s health can be
determined quite precisely based on his or her situation and
environment, whereas species-wide generalizations cannot because of
individual and environmental variations (Tiles 1993: 737). As an
example, the poor survival rate of post-natal girls in China was partly
causally determined by the cultural disvalue associated with girls
(McGuire 2020). Canguilhem also argues that environments change to
the extent that the same condition can be beneficial in one environment
and unhealthy in another. In other words, culture may trump or enhance
one’s chances to reproduce and survive. This matches with the
previously mentioned example according to which having the skin
disease pinta was considered normal. The individuals that did not have
pinta were considered abnormal and were forbidden to get married and
reproduce offspring. In addition, it is fair to presume that they did not
enjoy the same respect and caretaking, which plausibly lowered their
average life-expectancy. Therefore, the culture-dependent conception
of normality and health may profoundly influence an individual’s
health understood in Boorse’s statistical sense.

Ian Hacking’s view of a sociocultural or ecological niche can also
be understood as a contextual approach to some psychiatric conditions
(see also Chapter 5). According to Hacking (1998), some transitional
psychiatric syndromes (e.g. fugue, hysteria, and multiple personality
disorder) are enabled and maintained by sociocultural vectors,
including the classificatory practices that target them, to the extent that
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they form an “ecological niche” for the given syndrome to flourish.
Hacking’s point about the ecological niche is not to identify what men-
tal disorders are but rather to clarify how some symptoms and patterns
of behaviour become thought of as disorders, and how that influences
the conditions or syndromes so considered. Hence, Hacking’s view can
be considered neutral as to what makes a condition a real psychiatric
disorder.

However, as such, Hacking’s view is too exclusive of other causes
to be applicable to all psychiatric disorders. Rather, it is more plausible
that most conditions that we have labelled disorders are not brought
about by niches, but rather those niches may create “conceptual spaces”
for those conditions and symptoms to be recognized, and in this way
they influence how they are experienced and expressed. This is indi-
cated by the fact that some severe disorders do not vary cross-culturally
very much, and are held to be problems of the mind almost everywhere,
whereas other disorders seem to be either culture bound, or if universal,
substantially culturally shaped.

2.2.5 A Value-Sensitive Pluralistic Account

Based on what I have argued so far, I will now present my value-sensi-
tive account of the concept of psychiatric disorder. It is a normativist
account because it acknowledges the irreversible role that non-epis-
temic values play both in how the general concept of psychiatric disor-
der is defined, and also, as I will argue in the following chapters, in how
particular disorders are specified. However, it is also a bottom-up ac-
count, because it suggests empirical research not only on the putative
disorders themselves, but also on the non-epistemic values underlying
their conceptions and classifications, as well as on the societal conse-
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quences of those classifications. In addition, it is a realist account be-
cause | argue that conditions can in principle be genuine disorders in
different ways without being merely problems of living or social forms
of suffering. More specifically, I doubt that a single explanatory ap-
proach can be employed to understand the complexity of disorder.
Hence, there may be different legitimate ways to conceptualize and
classify those conditions.

In the light of what I have argued thus far, [ am doubtful that the
superordinate concept of psychiatric disorder, at least as it is now con-
ceived, would pick out a group of phenomena that are naturally united
by sharing one feature or a conjunction of features. This account is
motivated by the fact that the concept of psychiatric disorder cannot be
compared with, for instance, the concept of biological species, because
there is no comprehensive theory, like evolution in biology, that could
be employed to explain all psychiatric disorders, as evolution can
explain species. Rather, there is a need for different disciplinary ap-
proaches that may also classify the disorders in different ways. Hence,
the question is not so much which suggested definition is correct, but
rather which definition is best suited to achieve relevant epistemic and
non-epistemic goals. My account can be called a fully bottom-up one,
because it embraces the plurality of explanations of psychiatric disor-
ders, and does not find a full integration presently plausible (see Chap-
ter 4).

However, although psychiatric disorder as a unified kind in a nat-
uralist sense may not exist, it may exist in a weaker, yet non-conven-
tional social sense. The concept of psychiatric disorder, and the psychi-
atric practices it informs, may contribute to the “sociocultural niche”
which (weakly) glues otherwise diverse conditions together. The idea
is that part of what makes conditions conspicuous is the fact that when
they are considered as disorders, they are not only experienced as such,
but also come under the influence of similar causal consequences (see
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Chapter 5). In other words, the consequence of being diagnosed with a
disorder leads to being subject to unified institutional practices and so-
cial roles. This idea reflects the fact that social norms and values play a
dual role in psychiatry. While social norms and values play a conceptual
role in partly determining which particular disorders we lump together
under the general heading of psychiatric disorder, they also play a
causal role in influencing and contributing to the social context where
disorders originate, develop and are experienced.

This naturally prompts a question as to how individual psychiatric
disorders differ from social deviance if not by sharing the common fea-
ture or features of being dysfunctions. As I pointed out, antirealist ac-
counts cannot account for the genuine and universal suffering that many
psychiatric disorders cause. Normativism, on the other hand, runs into
trouble with relativism. Hence, some other approach is called for. It is
plausible that part of the challenge of trying to provide an account of
genuine disorder lies with the ambiguity of the concept of realness. One
way to address this is by refining the question of what is a real disorder
with the help of contrasts (Zachar 2014b, Cooper 2010, Hacking 1995a:
11; see Austin 1962, see also Maki 2008). One can ask, for instance,
whether a condition is a real disorder in contrast to social deviance or a
real contrast to the non-brain disease. Understanding the nature of dif-
ferent disorders may lead to answering these questions differently.
While many disorders are not real brain diseases, they may nonetheless
be real disorders in virtue of not being social deviances.

Moreover, some real disorders may be shaped by sociocultural fac-
tors to the extent that they are culture-bound. This implies that instead
of there being one universal feature or features that all disorders share,
itis plausible that many of the conditions currently considered disorders

30 As an example, Kendler (2012) mentions social norms as causal factors as
something that can potentially be manipulated to influence pathological drinking
behaviour.
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share a family resemblance (see Lilienfeld and Marino 1995). As Witt-
genstein (1953) pointed out, some concepts resemble families or games.
Although all family members may not share a single feature or features,
they may nonetheless share overlapping features. Similarly, particular
psychiatric disorders may not share the same properties, but instead
share overlapping properties, while nonetheless being genuine disor-
ders.

Moreover, in the light of the multifaceted nature of psychiatric dis-
orders, explanations based on social factors are bound to play an im-
portant role in their definitions and explanations. Social factors are not
only triggers or learned reactions, but also form the contexts where
disorders originate, as well as where they are experienced and
interpreted. This does not contradict the view that biological accounts
can be better fitted to explain some disorders, while psychological and
social approaches are more appropriate to explain others. Rather, it
implies that some disorders may be real as biomedical entities, others
as psychological conditions and some others may be real as impair-
ments in social interaction. The outcome is that one can be a realist
about individual kinds of psychiatric conditions, such as schizophrenia
and ADHD, while being suspicious about psychiatric disorder as natu-
ral kind (Beebee and Sabbarton-Leary 10b). Moreover, the complex na-
ture of those conditions may license re-classifications based on their
contrastive epistemic and non-epistemic aims.

Scientific progress and social change also seems to imply that we
should have an “open ended” stand towards revising the superordinate
concept of psychiatric disorder in order to encompass all the conditions
that we may want to hold as pathological in the future. That is, even if
a consensus over the definition of a concept were to be reached at some
point in the future, revisions could still be needed from time to time
due to our cultural, technological, and biological evolution. The reason
is that our sociocultural evolution is bound to alter our social and
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physical environment, on the one hand, and our pharmacological and
technological development can enable better interventions on our
cognitive and physical makeup, on the other. These factors together will
most likely generate new forms of mental suffering and ways to modify
or treat old ones.

Therefore, I suggest a bottom-up, value-sensitive approach to the
concept of psychiatric disorder or mental disorder, and to the
specification and classification of particular psychiatric disorders.?! It
is based on the acknowledgement that psychiatric classification and
concept reflect, but also reciprocally affect, the social context where
disorders originate, are experienced, and are shaped. ¥ Value-
sensitivity is based on making explicit and studying the norms and the
social contexts where psychiatric disorders originate, but also on the
fact that how they are studied, classified, and treated shapes that
context. In other words, my approach is bottom-up because it is natu-
ralistic: I investigate the reasons — values and facts — why we hold dis-
orders as mental disorders, not just whether they are based on values.
This approach is intended to be an analysis of scientific research and
classification rather than clinical practices, which are clearly value-
laden (see Cooper 2007: 127). For instance, Brigandt (2020) mentions
that psychiatry has non-epistemic aims that should play an explicit role
in classificatory decisions. These include the aim to ensure the right to
treatment, which may require us to draw the boundaries of disorders
somewhere, even if they are fuzzy in nature. On the other hand,
Brigandt also mentions the aim of avoiding stigmatization. This means
that classifications may need to take into account how psychiatric
disorders are characterized in addition to how their boundaries are

31T am borrowing the notion “value-sensitivity” from technological design (see
van Wynsberghe 2015).

32 Friedman and Hendry (2019: 1) suggest a similar approach to value-sensitive
technological design.
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specified. Moreover, there may be a trade-off between the right to
treatment and avoiding stigmatization: the former may suggest wider
definitions, while the latter may suggest more restricted ones. I agree
with these considerations and suggest more empirical research not only
on the psychiatric disorders themselves, but also on the consequences
of their classifications (I will return to these issues in the final chapter).

In conclusion, my account can be called value-sensitive
explanatory pluralism because it is based on the idea that conceptions
and classifications of psychiatric disorder have wide-ranging social
consequences that require investigation and value-sensitive weighing
(see Table 1). Unlike the mentioned normativist approaches, which
concentrate on defining the concept of psychiatric disorder, my account
is a naturalist one because it concentrates on the causal significance of
the concept and classification of psychiatric disorder. Nevertheless,
knowledge of the consequences of psychiatric classificatory practices
may bring them (partly) under our control. It is also a realist account,
because there is no reason to suppose that those conceptions and their
consequences are all there is to psychiatric disorders. Rather, the
complexity of disorders requires both empirical studies by different
disciplines and value-sensitive weighing of how to weigh the results of
those studies for different explanatory, pragmatic, and ameliorative
purposes.
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Table 1. Philosophical approaches to the concept of mental disorder

Top-down

Bottom-up

(e.g. Cooper, Fulford,
Nordefelt)

Naturalism Weak medical model | Strong medical
(DSM) model (RDoC)
Biostatistical theory | Murphy’s disease
Wakefield model
(dysfunction)

Normativism Harmful accounts Value-sensitive

pluralism
(Vesterinen)
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3 Psychiatric Disorders as Scientific Kinds

I have argued that the superordinate concept of psychiatric disorder is
value-laden, and thereby does not pick out a single natural kind of psy-
chopathology. In addition, I have suggested that non-epistemic values
may play a role in how particular psychiatric disorders are specified. To
address these challenges, I suggested an explicit value-sensitive ap-
proach to the process of classifying and specifying psychiatric disor-
ders. The idea is that we should balance the value-laden aims of
classifications and conceptions with our empirical discoveries to
determine whether a given condition is a disorder and how to draw its
boundaries. This is a co-fitting process that balances between what we
want with the classification and what nature has to offer. Nevertheless,
although I have argued that the superordinate concept is value-laden,
this does not, by itself, mean that particular psychiatric conditions could
not be genuine conditions in nature that we, partly based on our non-
epistemic values, lump together. Hence, there is a need to investigate
the nature of particular disorders. Particular disorders may not only dif-
fer substantially from other classificatory kinds, such as chemical ele-
ments and biological species, but also from each other and somatic dis-
eases.

In this chapter, I ask whether particular psychiatric disorders can
be scientifically relevant objects of research — real or natural kinds —
and if so, what type of theory can be formulated to explain them. I ex-
plore the idea, defended especially by Cooper (2005) and Beebee and
Sabbarto-Leary (2010b), that although the concept of psychiatric disor-
der may not pick out a real or natural kind, particular disorder concepts
nevertheless in theory can. However, even this more modest realism
about psychiatric disorders needs to address the relatively poor induc-
tive success of psychiatric classifications. The reason is that natural
kinds are usually invoked to explain the robust inductive success of a
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scientific classification. But since psychiatric classification has not
been particularly successful, a thesis of psychiatric disorders as scien-
tifically relevant kinds needs both to account for psychiatry’s modest
inductive success this far, and if possible, suggest improvements for
classifications based on the formulated account of psychiatric kinds.

I begin by providing an overview of the philosophical debate over
the notion of natural kind and its relevance to psychiatry. I argue against
essentialist views of natural kinds on account of the fact that they would
exclude the kinds studied by the special sciences in spite of the relative
inductive success of their classifications. Instead of essences (or iron-
clad laws of nature), I argue that kinds studied by the special sciences
are better explained by exception-ridden causal and mechanical expla-
nations. In the light of this, I present Boyd’s (1999) homeostatic prop-
erty cluster (HPC) view of natural kinds and its application to psychi-
atric kinds by Kendler et al.’s (2011). Thereafter, | provide an overview
of Craver’s (2009) criticism, which concerns our ability to individuate
or specify a property cluster by finding a non-conventional way to de-
lineate mechanisms from each other and the environment. To address
this challenge, I explore alternative ecumenical theories of natural
kinds. However, I argue that the HPC view is better suited to explain
psychiatric kinds than its alternatives, and the criticism it has received
relies too much on an ambiguous and technical understanding of the
mechanisms that are responsible for the property clusters. Neverthe-
less, I point out that a better account of the connection between
inductive explanation and homeostatic mechanism is required to
understand how property clusters can reliably support inductive
inferences.
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3.1 Natural Kinds of Psychopathology

Scientific realists generally argue that successful scientific classifica-
tions and concepts pick out natural kinds. This view of scientific realism
can be called classificatory realism or natural kind realism. The idea is
that kinds are natural when they are not arbitrary, or when their classi-
fications are not imposed on nature by the classifier but are instead
found there through empirical research. This means that classifications
that manage to divide the world according to its natural kind structure,
to paraphrase Plato, “carve the nature at its joints”. A common motiva-
tion for promoting kinds in the philosophy of science comes in the form
of inference to the best explanation. Hilary Kornblith (1993), for in-
stance, argues that the best explanation for the inductive success of sci-
ence is the existence of natural kinds (cf. Boyd 1989: 7). If there were
no underlying natural kinds that bind properties together, it would be a
miracle how we are able to infer reliably from one property to another.
As an example, the targets of the periodic table in chemistry should be
held as natural kinds because the taxonomic table has been more induc-
tively successful than any proposed alternative. Consequently, discov-
ering natural kinds and describing them better grounds the advancement
of science.

Although the term “natural kind” has not been commonly used in
psychology and psychiatry as such, the idea has nonetheless been im-
plicit (Zachar 2000). The hope has been that successful psychiatric clas-
sifications would pick out real psychiatric disorders, as well as their
properties and relations, rather than imposing arbitrary or value-laden
constructs on the world. The idea has been that such a classification
would be able to organize knowledge, enable accurate definitions, ena-
ble communication between researchers and clinicians, and facilitate
further research as well as diagnoses and treatments (see Thakker and
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Ward 1998). Consequently, realism about psychiatric kinds can be un-
derstood as a central tenet of psychiatric realism.

A realistic account of kinds can be contrasted with
conventionalism. According to a constructivist or nominalist view of
conventionalism, nature is not divided into pre-packaged kinds of
things, only into individuals that we may classify into conflicting
categories based on our interests, values, and conventions. As I pointed
out in the previous chapter, the anti-psychiatric movement held a
nominalist view about psychopathology along these lines. Ian
Hacking’s dynamic nominalism is a more moderate type of
conventionalism (see Chapter 5). It holds that although classificatory
practices causally influence the purported members of the
classifications, the classificatory concept and its causal consequences
need not be the only thing that those members have in common.
Another type of conventionalism in psychopathology is
instrumentalism  according to  which successful scientific
categorizations are merely pragmatic instruments for predictions and
interventions, but do not pick out natural kinds. Zachar (2000, 2014a,
2014b) argues for a pragmatic approach to classifying psychiatric
disorders. As I argued in the previous chapter, although the DSM
classification manual (i.e. the weak medical model) is realist about the
definition of psychopathology in general, in practice it is instrumentalist
about particular disorders because of its a-theoretical approach to their
definitions.

The discussion over natural kinds in philosophy has mainly con-
centrated on the classificatory objects of the natural sciences, such as
chemical elements and even biological species. The idea of natural
kinds has traditionally been invoked to explain why the natural sciences
have been successful. The naturalistic answer is that our scientific in-
ferences are reliable because they are supported by natural kinds: infer-
ences between properties are reliable because those properties are
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bound together in natural kind structures. However, psychiatry has a
notorious track history of unreliable predictions, failed explanations,
and inefficient treatment interventions. Moreover, there is no agreement
in psychiatry on the nature of mental disorders, and consequently, how
to classify and explain them. This means that there is no obvious scien-
tific progress that would invoke natural kind explanations. Instead,
what requires explaining is the lack of scientific progress and sound
inductive success. Therefore, inference to the best explanation does not
straightforwardly apply to psychiatric kinds (or many other kinds in the
special sciences). Therefore, the same approach to kinds cannot be used
for studying and arguing for kinds in psychiatry as, for instance, for
chemical elements or biological species.

However, this does not mean that establishing what kinds of scien-
tific objects psychiatric disorders are would not be relevant. If anything,
the lack of apparent success in psychiatry means that understanding the
nature of the objects studied by psychiatry is important not only for sci-
entific, but also for ethical, social, and pragmatic reasons. Part of the
reason is that the idea that psychiatric disorders are natural kinds has
been employed to defend psychiatry as a medical science, and thereby
to justify medical interventions as well as policy choices. Another mo-
tivation has been the common intuition and hope that there is a generic
psychopathology to be found.** Such an account would not only be able
to demarcate between genuine psychopathology and normality, but also
answer questions about responsibility and inform about human nature
in general. However, as I tried to demonstrate in the previous chapter,
a general non-normativist account of psychiatric disorders that could
accommodate all the conditions we currently want to label as patholog-
ical, and will most likely want to continue to label in the future, is not
achievable.

33 For example, a motivation has been to find one latent reason for psychopathol-
ogy — the p-factor (see Caspi et al. 2014).
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Nonetheless, [ now want to explore whether there may be particular
psychiatric kinds that support robust inductive inferences. As men-
tioned earlier, although the general concept of psychiatric disorder may
be value-laden, and thereby does not pick out a natural kind, concepts
of particular disorders may nonetheless do. According to Brigandt
(2011), a philosophical theory of a scientific kind should aim to answer
two questions. First, what inferential and explanatory goals does the
discipline have when it studies and classifies kinds? Second, how well
do the classifications and grouping into kinds satisfy those discipline-
relative explanatory and inferential goals? [ will examine the goals set
especially by the strong and pragmatic views of the medical model and
argue that the former make too weak and the latter too strong demands
for most psychiatric kinds. In addition to these questions, an account of
psychiatry kinds also needs to consider the fact that psychiatric classi-
fication does not only have epistemic aims but also pragmatic and moral
ones. Therefore, a purely theoretical realist view of psychiatric disor-
ders according to which they would not be merely subjective distinc-
tions or social constructs imposed on nature, but nonetheless would not
support sound predictions and therapeutic interventions, would not sat-
isfy the pragmatic aims of psychiatric classification.?* Rather, a realist
account of psychiatric disorders, one that can support theoretical and
pragmatic progress in psychiatry, would require an account of psychi-
atric disorders as relatively stable objects that support explanations, pre-
dictions, and therapeutic interventions.

A central challenge in the philosophical debate over psychiatric
kinds has been to come up with a scientifically relevant theory of
natural kinds, and to maintain, in the light of empirical evidence, that
such an account is applicable to the research and diagnostic objects in

34 This could be the case, for instance, if social, psychological, or biological inter-
action makes psychiatric kinds so complex and unstable that their nature can only
be explained in retrospect.
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psychiatry. Cooper (2013) argues that the challenges facing realist ac-
counts of psychiatric disorders are that they are interactive, their bound-
aries are fuzzy, and their identification is at least partly value-depend-
ent. I agree with these qualifications, elaborating them with empirical
examples in the coming chapters and presenting my own answers in
relation to them. I will begin by providing a general analysis of natural
kinds, and subsequently, in later chapters, provide my own account of
psychiatric kinds.

3.2 Essentialism and Naturalism in Natural Kind Realism

Realism about natural kinds can be approached from an essentialist or
naturalist perspective (or strong realism and weak realism) (Kornblith
1993, Reydon 2009, Bird and Tobin 2018). Whereas naturalism holds
the inductive success of science as the defining feature of natural kinds,
essentialists argue that the definition of natural kinds cannot be based
on the varying inductive successes of the sciences but needs a robust
metaphysical foundation instead (Beebee and Sabbarton-Leary 2010a:
2). In the following, I will first provide an overview of general condi-
tions set by essentialism and then compare it to the naturalist view by
using biological species as an example.

Essentialist accounts generally provide natural kinds with two con-
ditions. First, the members of a natural kind should share properties that
are necessary for the membership of the kind. Usually this is supple-
mented with a sufficiency condition, so that essential properties are in-
dependently necessary and jointly sufficient for membership of the
kind. The idea is that when properties are an essential part of a natural
kind, they are a posteriori discoverable, instead of being based on a pri-
ori definitions. Traditionally, philosophers have connected the neces-
sary nature of essential properties with the laws of nature (e.g. Kripke
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1980, Putnam 1975, Ellis 2001). Peirce, for example, argued that what
renders natural kinds interesting for research is that they are bound to-
gether by the exceptionless laws of nature (see Hacking 1991: 119).%
However, in the 1960s, the necessity condition was modally formulated
so that each member of the natural kind has the essential properties nec-
essarily in every possible world that the member exists. Initially, the
idea was developed by Ruth Marcus, and later picked up by Saul Kripke
and Hilary Putnam, when they argued for external semantics of natural
kinds. According to Putnam’s famous twin-earth argument, two indi-
viduals on different planets can associate the same descriptions with the
natural kind term “water”, and still refer to different natural kinds, H>O
and XZY because the term’s references were locked externally by dif-
ferent external surroundings instead of the term users’ equal mindsets.
Conversely, people can associate different and conflicting descriptions
with a natural kind term, and yet refer to, and disagree over, the prop-
erties of the same natural kind.*¢

Second, perhaps the central condition of essentialism is that the
properties of natural kinds should be intrinsic (e.g. Locke). Here the
idea is that the existence of natural kinds does not depend on flimsy
external and relational circumstances, but that they are based on funda-
mental non-relational, distinct, and stable properties. The idea is that
intrinsic properties determine the natural kind’s contingent and observ-
able properties, as these superficial properties are prone to varying ex-
ternal forces. Different requirements as to the specific nature of these
intrinsic properties have been proposed. Influentially, Saul Kripke and

35 Ellis (2001), on the other hand, has argued conversely that essence explains
why the laws of nature work.

36 This last point was central in arguments against incommensurability and anti-
realist views of the advancement of science. See Chapter 7.
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Hilary Putnam defended the view that intrinsic properties are micro-
structural.’” Thus gold, for instance, has the atomic microstructure of
79 protons and 118 neutrons in its nucleus (atomic number 79), which
cannot be observed with the naked eye. This intrinsic microstructure, in
turn, determines its superficial properties, such as its malleability, shin-
iness, yellow colour, and ductility (Kornblith 1993: 30).

On the other hand, the naturalistic view of natural kinds is a weaker
form of realism that defends natural kinds from an epistemic point of
view without committing itself to essentialism. It stresses how natural
kinds ground robust inductive inferences, explanations, and predictions
(Mill 1843, Boyd 1989, Millikan 1999, Dupré 1993). In general terms,
the naturalistic approach to kinds is based on two basic convictions.
First, as stated before, the central feature of natural kinds is that they
support inductions. This line of goes back to J. S. Mill, who argued that
natural kinds share conceptually and logically unrelated properties
(Hacking 1991).3® This means that if we encounter a member of the
natural kind, we are warranted to infer that its kind-typical properties
are no doubt present as well. This renders natural kinds scientifically
and empirically interesting because they and their associated properties
are susceptible to a posteriori empirical research instead of merely be-
ing imposed on nature by the classifier. For instance, all instances of
gold have the same melting point of 1337 K, a density of 19.3 cm-3,
and are under similar external conditions malleable, shiny, and yellow
in colour (Khalidi 2013). Therefore, if we learn that a certain lump is in
fact a piece of gold, we can infer that it has all the kind-typical proper-
ties that we know of, and others that we can learn about.

37 LaPorte (2004) argues that had Putnam and Kirpke been empirically better in-
formed, they would not have supported microstructuralism. Kripke, however,
does not seem to be as adamant about microstructuralism as Putnam.

38 Mill (1843) argued that projections should be open-ended, but as we will see,
this is not the case with kinds in the special sciences.
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The naturalistic tradition of natural kinds holds that scientific clas-
sifications and categories provide the best examples of what the natural
kinds are and where to look for them (Khalidi 2013: 65). This implies
that natural kinds are needed to explain why some scientific classifica-
tions ground epistemic projects more than others. Richard Boyd
(1999b: 69) has emphasized this point with the accommodation thesis:
natural kind concepts are projectable because they accommodate with
the causal structure of the world. This means that epistemically useful
classifications and concepts are more natural because they latch onto
the metaphysical causal structure of the world. However, it should be
emphasized that argumentative precedence is given here to empirical
research, and the epistemic usefulness of the natural kind concepts, over
any metaphysical justification and a priori definition of natural kinds.

A naturalistic approach to natural kinds can take either a positive
or a negative stand on essentialism. A positive stand would claim that
naturalism contrasts with an essentialist view of natural kinds, or at
least, there is nothing an essentialist or strong metaphysical view adds
to our understanding of natural kinds.?* A negative stand, on the other
hand, would hold that there is no contradiction between the two ap-
proaches, and the correct type of metaphysical theory could supplement
the naturalistic approach. Although I argue for a naturalistic view of
natural kinds that is as much as possible metaphysically non-committal,
I see no a priori reason why it could not be supplemented with a robust
metaphysical theory of natural kinds. Therefore, although I do not pro-
vide an explicit argument for it, I tend to side with the negative argu-
ment. However, central to my approach to kinds is whether the induc-
tive success of science requires a robust metaphysical theory of them to
back it up. My argument is that it does not.

% This is perhaps the view that Ladyman and Ross’s (2007) structural realist
would take. I thank Alexander Bird for pointing this out to me.
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Nevertheless, a strong essentialist view of natural kinds does not
concur with a naturalistic approach to how kinds are employed in the
special sciences. This is because the necessity and intrinsic conditions
do not match how the special sciences explain and describe their clas-
sificatory targets, and in many cases, these conditions are not necessary
for grounding their inductive success. At any rate, as [ will argue, they
are not necessary for holding kinds to be real or scientific, although
some kinds may possess them. Nevertheless, the essentialist account of
natural kinds may be the case in some sciences, for instance in chemis-
try, where necessary and sufficient conditions seem to apply more
straightforwardly.

It is clear that the conditions that essentialism sets for natural kinds
do not straightforwardly match the nature of biological species. This is
because evolution is a dynamic and partly external process that makes
intra-species properties varied and inter-species boundaries fuzzy. This
means that biological species do not adhere to the necessary and
intrinsic condition of natural kind essentialism. Devitt (2010) seems to
argue that genes are the best candidates to fulfil the conditions of
essentialism (see also Ereshefsky and Reydon 2015). This is not
believable. Because the evolution of the species takes place on the pop-
ulation level, intra-species genetic variation is beneficial for a popula-
tion as it renders the population better equipped to adapt to environ-
mental changes. Consequently, individual property variation within
species is the norm rather than the exception (Dupré 1981, Ylikoski and
Kokkonen 2010). By the same token, there are no intrinsic properties
that would determine the manifest and stereotypical properties of spe-
cies, such as their morphology and physiology (Griffiths 1999: 203,
Dupré 1981: 84). Instead, environmental factors, such as genealogical
and ecological pressures, together with intrinsic determinants, such as
genetic exchange within a population, are the reasons why members of
the same species tend to share most of their properties (Griffiths 1999:
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210). The dynamic nature of evolution also means that species have
fuzzy rather than discrete boundaries.*’

Nevertheless, although biological species do not adhere to the con-
ditions set by essentialism for natural kinds, they still ground inductive
generalizations and explanations. A central reason for this is that alt-
hough biological phenomena are not governed by exceptionless es-
sences or the laws of nature, they are nonetheless based on tractable
causes and causal mechanisms. The importance of this difference for
the conception of scientific kinds becomes explicit by delving into the
historical origins of why realism has been conflated with essentialism.
Historically, logical empiricists founded scientific explanation and the
advancement of science on the laws of nature, and the exceptionless
generalizations that they arguably support. But when the positivist view
of science by the logical empiricists ran into numerous problems, in-
cluding the fact that it cannot ground the advancement of science on a
cumulative approach of combining explanatory laws, most philoso-
phers with a realist inclination towards the advancement of science
turned to metaphysical realism and essentialism for support.

During the past few decades, however, there has been a shift from
the normative view that all legitimate scientific explanations should be
based on the laws of nature, to the realization that scientific explana-
tions in the special sciences rely on causes and mechanisms. Moreover,
since causal and mechanistic explanations admit exceptions, the reduc-
tive distinction between the sciences has given way to granting that the
special sciences, such as biology, are held to offer as good explanations
as chemistry or physics. Importantly for my analysis, this realization
undermines the reasons for holding onto the essential view of natural
kinds as the model for all legitimate scientific kinds. That is, if there is
no principled difference between explanations between the sciences,

40 These reasons have led some philosophers to argue that species are not kinds
but individuals with a common history (Hull 1980).
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there is no a priori reason why the objects of research in the special
sciences could not ground inductive inferences as well. In other words,
in this light, legitimate scientific kinds can be understood more on an
epistemic and explanatory basis, since the essential view of natural
kinds has lost its historically grounded explanatory purpose. In sum, as
I will argue, the advancement of science and scientific explanation does
not require a robust metaphysical picture of kinds, but realism can be
based on an explanatory footing.

Consequently, since the essentialist view of kinds is in contradic-
tion with the naturalist view of kinds, especially in the special sciences,
we are faced with two options. Either we grant that the kinds invoked
by the special sciences are not kinds in the same sense as kinds found
in the basic physical sciences, i.e. physics and chemistry, or we relax
the conditions for kindhood to match the objects studied by all the sci-
ences. The former choice would have us rely on a strong metaphysical
account of kinds, whereas naturalism and an explanatory view leads us,
as I will argue, to conjecture in favour of the latter choice. This has
liberated the use of talk of kindhood to cover groupings that support
scientific generalizations (e.g. Griffiths 1997, Kornblith 1993, Griffiths
1999: 216, Mallon 2016, Khalidi 2013, Cooper 2013, Godman 2020).

Nevertheless, because of the term “natural kind” connotes the re-
search objects of natural sciences (albeit the distinction is fuzzy and
partly conventional), a better term for all the kinds that the sciences
study is “real kind” or “scientific kind” (I will use these interchangea-
bly). In this way, the term “natural kind” can be preserved for kinds of
natural phenomena, while the term “human kind” can be employed for
human and social phenomena. In sum, thus far I have argued that alt-
hough essentialism does not fit the kinds studied by the special sciences,
this does not rule out the fact that they can in principle be scientific
kinds that play a robust inductive and explanatory role.
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3.3 Naturalistic Approaches to Kinds

Thus far I have argued that naturalism about natural kinds leads to non-
essentialism. This opens the door for an understanding of special sci-
ence kinds as scientific kinds. It is increasingly common to argue that
divisions and groupings studied by the special sciences, including
human sciences and psychiatry, are real kinds to the extent that they are
projectable. However, an ecumenical and naturalistic approach to kinds
needs to address several challenges. First, it has to account for the
heterogeneity (including fuzziness and gapless) nature of the purported
kinds studied by biology and the social sciences. Second, it needs to
provide a scientifically relevant account of how kinds can be mind-
dependent and yet support inductions. Third, it needs to account for the
non-intrinsic and interactive nature of the kinds. In the following two
sections, | analyse the question of heterogeneity, while the question
over mind-dependency and interactivity will be analysed in the fifth
chapter.

3.3.1 The Homeostatic Property Cluster View

Thus far I have argued that the essentialist account of kinds does not fit
with the way kinds are invoked in the special sciences, especially biol-
ogy and psychiatry. However, in the light of naturalism, I have also
argued that there is no principled reason to preclude special science
kinds from being scientifically useful. In the following, I introduce the
dominant view of special science kinds and the criticism is has received.
Subsequently, I examine the challenges it faces in the human sciences
generally, and in psychiatry in particular.
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Richard Boyd’s (e.g. 1999a) homeostatic property cluster (HPC) view
of natural kinds has become the standard view in the philosophy of the
special sciences (e.g. Griffiths 1997, Murphy 2006, Kuorikoski and
P6yhonen 2012, Hauswald 2016). The HPC view of natural kinds is
based on four criteria (Boyd 1989 16-17, 1991, Craver 2007: 574):

(1) Property clusters occur regularly together.

(i1) Homeostatic mechanism(s) explain why the clusters co-occur and
hold together.

(ii1) Successful classifications are accommodated with inductively im-
portant causal structures.

(iv) Property clusters figure in causally important generalizations.

The HPC view holds that natural kinds consist of (i) co-occurring prop-
erty clusters and (ii) homeostatic mechanisms or mechanisms that are
responsible for and realize or cause them (Boyd 1989 16-17; 1991). The
thinking here is that although the properties of a natural kind may vary
from member to member, the mechanisms nonetheless hold the proper-
ties in a state of homeostasis under environmental pressures. The idea
of homeostatic mechanism is meant to accommodate the fact that alt-
hough property clusters in the special sciences are imperfectly captured
by their stereotypical definitions, they nonetheless ground inductive in-
ferences. That is, if we find an underlying homeostatic mechanism or
mechanisms that serve as the common cause for the co-occurrence of
certain properties, we can reliably infer that the property cluster kind
grounds inductive inferences. In other words, according to the HPC
view, natural kinds serve both as explananda and explanandum: causal
mechanisms explain the co-occurrence of property clusters, and the
clusters together with the mechanism or mechanisms ground other
explanations and inductive inferences (Reydon 2009, cf. Kuorikoski
and Poyhonen 2012).
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The HPC view builds on the realist inference to the best explana-
tion: the best explanation for our inductive success is the existence of
natural kinds. To this end, Boyd provides two other criteria (iii) and (iv)
that describe how kinds are invoked universally and specifically by the
sciences (Boyd 1989: 16-17, 1991, Craver 2007: 574). The accommo-
dation condition (iii) provides a general realist justification for natural
kinds. It requires that the naturalness of a classification is based on the
“accommodation between the relevant conceptual and classificatory
practices and independently existing causal structures” (Boyd 1999a:
55).4! This means that natural kinds do not have a posteriori definitions
based on their manifest properties, but instead require research on the
causal structures that enable the properties to cluster. In other words,
successful accommodation between our concepts and natural kinds
renders epistemic projects, such as inductive inferences, reliable and
possible.

The causal importance condition (iv), in turn, holds that homeo-
static property clusters should be scientifically relevant. The criterion
is meant to exclude scientifically irrelevant homeostatic property clus-
ters as natural kinds. One might argue, for instance, that although the
behaviour of an air pressure barometer is caused by a common homeo-
static mechanism, it should not be considered a natural kind since it
does not ground a posteriori interesting generalizations. Moreover, the
causal importance criterion also implies that the naturalness of property
clusters depends, in part, on the goals and methods of the specific dis-
cipline, since different disciplines have different criteria for the
properties or success of their classifications and conceptualizations. A
good example is that while hysteria is not considered an interesting or
real homeostatic grouping in psychiatry anymore, it is nonetheless a

4 Boyd (1991: 144) claims that classifications may have causal influence, but
cannot make logical or conceptual changes in the causal powers of the targeted
kinds. I return to this idea in the following chapter about looping effects.
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scientifically relevant social kind in history and sociology, since it was
produced by psychological and cultural mechanisms.

On the face of it, the HPC view avoids the pitfalls of essentialism
by being able to accommodate a naturalistic approach to kinds. In other
words, it can account for how kinds are varyingly used in the special
sciences and still offers a viable account for their inductive success.
First, members of a natural kind do not have to satisfy the necessary
(and sufficient) condition. As an example, although biological species
imperfectly share morphological, physiological, and behavioural fea-
tures, they nevertheless ground epistemic projects (Boyd 1991: 142).
Another example offered by Boyd is the human liver. Although it varies
from individual to individual, it has an important explanatory role in
medicine (Boyd 1999b: 91). Both cases show how the HPC view is able
to capture how property clusters are multiply realized. Neither biologi-
cal species nor human livers are realized by exactly the same mecha-
nism in their every instantiation.

Second, the HPC thesis does not require that natural kinds are in-
trinsic and microstructural, but instead the clustering of properties can
in part be caused by extrinsic mechanisms (Boyd 1999b: 84). For in-
stance, external mechanisms, such as environmental pressures, together
with the internal mechanisms of interbreeding and genetic descent,
cause the properties of biological species to cluster together (Khalidi
2013: 73). Crucially, external mechanisms do not render definitions of
HPC kinds a priori, since discovering them requires empirical research.
Consequently, according to the HPC theory, scientifically relevant nat-
ural kinds can potentially also be found in the special sciences, not only
in sciences that study kinds that more likely to fulfil the requirements
of essentialism, such as chemistry or physics. This is also true about
psychiatric kinds, where external mechanisms can include social norms
as well other environmental pressures.
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Based on these reflections, replacing natural laws and essences
with the mechanistic view of kinds paves the way for an inclusive in-
terpretation of the success of scientific classification. Thus, not all sci-
entific kinds need be like gold, whose intrinsic atomic structure pro-
duces exactly the same properties in its every instantiation. On the con-
trary, multiple homeostatic mechanisms, some of them external, can
produce and maintain imperfect property clusters that nonetheless
ground robust epistemic projects.

In conclusion, I have pointed out that a difference needs to be made
between two types of realism. Essentialism is based on ontological re-
alism, whereas the HPC theory can be accommodated within an epis-
temic view of kinds. The latter approach defends realism against nom-
inalism and is not concerned about the material basis of kinds. This
matches with the naturalistic account of the human sciences (that their
explanations are not different from the natural sciences). Since the ho-
meostatic mechanistic account does not set restrictions to the types of
properties and mechanisms involved, in the human sciences those
forces can be external norms or other social factors. In other words,
homeostatic mechanisms can be social and bring about and sustain so-
cial properties (Boyd 1991: 140). In short, on the face of it, the HPC
view can accommodate social and human kinds, as well as more tradi-
tional kinds studied by biology and chemistry.

3.3.2 Psychiatric Disorders as Property Clusters Kinds

A common realist approach to psychiatric disorders is to interpret them
as homeostatic property cluster kinds (HPC view) (e.g. Beebee and
Sabbarto-Leary 2010b, Kendler et al. 2011; Kendler 2012, Murphy
2014, Tsou 2020). If psychiatric disorders are property cluster kinds
they would not be mere pragmatic categorizations, but would instead
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support sound inductive inferences while not falling prey to the unat-
tainable demands of essentialism. The HPC view of psychiatric
disorders can potentially accommodate the fuzzy boundaries of
disorders, include multiple causal mechanisms as their explanations,
and account for how different combinations of mechanisms in different
individuals can produce the same psychiatric kind. In spite of these
ecumenical features that differentiate HPC kinds from essential kinds,
they can nonetheless support robust inductive inferences. Further, the
HPC view is compatible with external social and environmental
mechanisms participating in generating and sustaining those clusters
(Boyd 1991, Mallon 2003). Moreover, the identification of the
mechanisms that are responsible for the property clusters enables
extrapolations to alternative situations. That is, knowledge about a
shared homeostatic mechanism enables secure extrapolations between
property clusters and reliable projections over kind-typical properties
that the members are likely to share. Nevertheless, different psychiatric
disorders probably fall on a scale, where some of the kinds share many
properties while others only some of them.

Especially Kendler et al.’s (2011) version of the HPC view, i.e.
mechanistic property clusters (MPC), has become the standard for
arguments in favour of understanding psychiatric disorders as natural
or real kinds. They argue that MPC kinds are closer to essentialism
than mere property cluster kinds. Hence, according to their account,
psychiatric kinds should be equated with the responsible causal
mechanisms which may include “complex and multi-level causal
mechanisms that produce, underliec and sustain our psychiatric
syndromes” (p. 15). However, they argue that the MPC account differs
from essentialism on three accounts. First, the MPC account can
facilitate causes such as “evolutionary, developmental, genetic,
physiological, psychological, behavioral, social” (p. 1148). More
specifically, they “include underlying etiological pathways (genetic,
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physiological and cognitive-affective) but also the overt properties
themselves (symptoms for psychiatric illness)” (p. 1148). Second,
instead of postulating deterministic relations between causes and
properties, they argue that the relations should be understood as
probabilistic. That is, identifying relevant causes does not determine
whether certain symptoms are present, but instead determines their
probability. Third, the MPC view holds that different combinations of
etiological, maintaining, or realizing mechanisms can be responsible for
the same set of properties. For example, depression can interact with
cognition to the extent that negative expectations become self-fulfilling
prophecies. This model, according to them, could also include
biological causes.*?

Despite these promising aspects, the idea that psychiatric disorders
are property cluster kinds still remains contested. There are multiple
challenges with understanding psychiatric disorders as HPC kinds.
Zachar (2000; 2014a), for instance, has (previously) advocated a
pragmatic kind view of psychiatric disorders, according to which value
preferences, along with epistemic preferences, are weighed against each
other to figure out a classification that works in practice. Haslam
(2014), on the other hand, argues that only some psychiatric disorders
meet the criteria for HPC kinds. Most of the psychiatric disorders
should instead be categorized as pragmatic or dimensional
constructions. One way to answer heterogeneity is by giving up the
categorical approach. Tabb (2019), for example, argues against
understanding psychiatric disorders as mechanistic kinds based on
recent developments in precision-oriented psychiatric research (such as
RDoC). According to her, these approaches are based on the idea that
instead of the current diagnostic categories, we should have smaller

42 Kendler et al. (2011) argue that the MPC account can accommodate
Boorsboom’s (2008) causal systems perspective.
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units to intervene on. These worries, and their proposed answers, are
related to a more theoretical problem, which I will consider next.

3.3.3 Individuation Problem of the HPC view

I have argued in favour of the property cluster view of natural kinds.
However, the HPC view faces a thorny challenge with special science
kinds, especially psychiatric disorders. The challenge concerns our
ability to individuate or specify a property cluster by finding a non-
conventional way to extract mechanisms from each other and the
surrounding environment. When this challenge is answered
pragmatically by appealing to explanatory relevance, we are faced with
another problem of when to lump and split types of mechanisms. In this
section, | provide an overview of the problems. In the next section, I
present alternative approaches to kinds that could be employed to
answer these problems. In the chapter 4 I formulate my own thesis as
an answer.

The individuation problem

The dual nature of the HPC view, according to which natural kinds
consist of both co-occurring property clusters and underlying
homeostatic mechanisms, faces an individuation problem. The problem
is whether it is the underlying mechanism(s) or the property clusters
that determine the boundaries of natural kinds. Trying to answer this
problem exposes an apparent circularity that underlies the reasoning
behind the HPC view. That is, although homeostatic mechanisms are
invoked to explain the similarity of property clusters, those properties
may vary, and therefore we need to rely after all on homeostatic
mechanisms to decide when two property clusters are similar enough to
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count as the same natural kind (Ereshefsky 2010: 677, Tobin 2018).
Consequently, the individuation problem seems to demonstrate the
apparent inability of the HPC view to account for the heterogenic nature
of natural kinds, the very feature that supposedly makes it superior to
the essentialist accounts of natural kind.

The most straightforward answer to the individuation problem
would be to rely on a strong interpretation of the accommodation thesis
by arguing that “nature’s joints are located at the boundaries of
mechanism” (Craver 2009). However, as Craver argues, this would lead
to problems in deciding when to split and lump a property cluster.

The strong mechanistic interpretation of the HPC view would mean
that we should be able split and lump together property clusters (i.e.
natural kinds) based on their underlying mechanisms. This means that
property clusters that are maintained by more than one mechanism
should be split, while two or more property clusters that are maintained
by a single mechanism should in turn be lumped together. Crucially,
Craver argues that the split and lump strategy demonstrates that the
strong mechanistic interpretation of the HPC views leads to
conventionalism because there are no interest-free methods to subtract
mechanisms from the causal structure of the world. In particular,
according to him, pragmatic considerations determine when two
mechanisms are the same, and where one mechanism ends and another
begins (Craver 2009: 575). The split strategy has been used by, for
instance, Paul Griffiths (1997) when he argues that our folk concept of
emotion in fact picks out three different kinds of mechanisms (affect
programmes, central emotional processes, and socially constructed
patterns of behaviour). The lump strategy has been employed, in turn,
by Pascal Boyer (2011) when he maintains that religions and delusions
are in fact maintained by the same psychological mechanism.

Craver (2009) illustrates the split and lump problem with three
arguments. First, when different mechanisms underlie, produce, or
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maintain a property cluster, the kind can be split or lumped together
differently depending on which mechanism(s) one consults. This can
be exemplified by major depression. Arguably, the same co-occurring
symptoms of clinical depression can be caused by different etiological
mechanisms, although the symptoms themselves are sustained by the
same constitutive brain or psychological mechanism (cf. Craver 2009:
584). Therefore, as a putative psychiatric kind, major depression should
be split if we consult the etiological mechanisms that lead to the
manifestly similar symptoms, or lumped together if we address the
psychological or brain mechanisms that maintain the symptoms. Or
alternatively, the same etiological mechanism can give rise to a
different combination of symptoms of clinical depression under
different circumstances. This, in turn, would lead one to lump the
depression kind based on its etiology, or split it based on its
constitution. In sum, the point is that different combinations of
mechanisms, and the emphasis put on them, lead to different ways of
lumping together or splitting the kind.

The second challenge is how to sort token mechanisms under type
mechanisms. The central benefit of the HPC view in contrast to
essentialist accounts of natural kind is its apparent ability to account for
property cluster variation and multiple realization. This means that
different components and organizations of mechanisms should be able
to realize the same type of mechanism. However, in cases where the
property cluster varies, the mechanism(s) that realize it should also be
different. This raises the question of which differences in property
clusters and their underlying mechanisms are relevant enough to
warrant splitting the kind. For instance, the properties of ADHD differ
from individual to individual, which means that the underlying
neurological mechanisms must differ as well. Hence, according to
current research, ADHD could be split based on two different
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neurophysiological sub-mechanisms (Campaner 2016: 125).* It could
either be split into sub-kinds based on these constitutional differences,
or the kind could be lumped by glossing over them. At any rate,
according to Craver’s argument, this is a conventional decision.

The third problem concerns the boundaries of mechanisms.
According to Craver (2009: 589), the entities, activities, and
organizations of causal mechanisms do not have clear-cut boundaries.
Instead, their delineation depends on the goals and interests of the
explanation. For example, the mechanism of action potential
transgresses the physical boundaries of membranes: some components
of the mechanisms are within and some outside the physical boundaries
of the membrane (Craver 2009: 590). The boundary problem is
especially problematic for psychiatric kinds, whose etiological and
constitutive mechanisms intertwine and participate in feedback loops in
complicated ways to produce and underlie symptom clusters. Raffaella
Campaner (2016), for example, argues that the explanation of ADHD
may require an extended model that situates low-lever mechanisms
within a larger mechanism that encompasses causal factors from social
and psychological levels.

The first two problems can be addressed by means of explanatory
pluralism. Although different combinations of mechanisms give rise to
different classifications of kinds, they may nonetheless match different
classificatory goals. In the first case, if several etiological mechanisms
generate the same property cluster that is realized by the same
constitutional mechanism (or mechanisms), the kind can be equated
with the property cluster and its constitution, or it can be split according
to the etiological mechanisms. These would presumably support
different generalizations, so that the classification would satisfy
different explanatory goals. Nevertheless, unlike in biology where

43 Currently, this is a conventional decision in Italy and other Western countries.
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evolutionary history is important for classification, the etiology of a
psychiatric disorder does not play a significant role. Perhaps an
exception could be if the goal is to prevent disorders. In such a case,
preventive interventions on the etiology of disorders might play an
important role.

In the second case, when property clusters are realized by different
sub-mechanisms, we simply need to decide the level of description that
we are most interested in. For example, if the property cluster of
depression can be realized by a slightly different mechanism, the
umbrella property cluster grounds generalizations and need not be
eliminated. In this case, we can argue that the superordinate term of
depression picks out a kind cluster that supports generalizations as do
the underlying mechanisms separately (i.e. sub-depressions).

The third, the boundary problem, is trickier to answer. Craver’s
arguments are ultimately based on his own causal account of
mechanisms (which is partly based on Woodward’s interventionalism,
see Chapter 4). He argues that for mechanistic explanations the splitting
and lumping mechanism is not a problem because modelling the
components, activities, and organization of mechanisms is guided by
causal and explanatory relevance set by the explanandum phenomenon
(Craver 2007: 144). In Craver’s (ibid.: 123) words “The boundaries of
mechanisms — what is in the mechanism and what is not — are fixed by
reference to the phenomenon that the mechanism explains.” However,
delineation is a problem for the HPC view because depending on which
properties of a putative kind we consider relevant may lead us to split
or lump together the kind differently (Craver 2009: 584). This implies
that there is no interest- or value-free means to carve the kinds, because
how the explanandum phenomenon is specified depends on our
explanatory interests. On the other hand, this is not necessarily a
problem if it is granted that the delineation is partly an interest- and
value-laden question. Indeed, I will argue in the following chapter that
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this enables an ecumenical, non-metaphysical, and pluralistic account
of property cluster kinds.

Further, the boundary problem does not seem to be a universal
question because many kinds have clearly identifiable property clusters
that can fix the explanandum, and thereby the explanatory mechanism.
Hence, one plausible answer to the individuation problem is offered by
naturalism. Looking at how sciences classify things, the problem is
clearly more relevant to some kinds than others. The inductive power
of some special science kind concepts is a testament to the success of
their delineation. In this light, the individuation question does not so
much undermine realism about special science kinds than it concerns
our ability to fine-tune the HPC view to account for the undeniable
inductive success of these kinds. Moreover, I wish to emphasize that
explanatory choices are governed by classificatory aims. In psychiatry,
there are cases where explanatory interests, such as whether the
explanations are to serve preventive or therapeutic interventions, may
lead to different kind delineations. Moreover, although the way the
explanatory questions are framed in psychiatry may be partly governed
by value-laden aims, the answers to these explanatory questions are
nonetheless provided by nature.

The strong mechanistic interpretation of the HPC view leans
toward the essentialist (or the laws of nature) account of natural kinds.
This means that the old problems that previously caused difficulties
appear again in novel disguises. However, the whole point of the HPC
view 1is to provide an ecumenical, family-resemblance approach
account of kinds, not to provide the old approach to natural kinds in
new guises. Moreover, the discussion over mechanisms is technical and
at times ambiguous, and when it is applied in order to understanding
the HPC view, it carries over those ambiguities.

Nevertheless, it has to be admitted that the questions mentioned are
not merely academic problems in understanding psychiatric kinds,
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whose delineations do not have a successful track record due to their
heterogeneity. The DSM and ICD classification manuals, for instance,
are commonly accused of comorbidity and blurring the distinction
between normal health and disorders. In consequence, it would seem
that the individuation problem either requires us to provide a better
defence of the strong mechanistic approach to natural kinds or to bite
the bullet and opt for a more pluralistic and promiscuous view of kinds.
In this light, I will next provide an overview of different theories that
are purportedly better equipped to answer the individuation problem.
After going through some of the challenges they face, [ will provide my
own answer by arguing that a larger role should be given to property
clusters rather than concentrating solely on responsible mechanisms. I
do this by arguing for a non-metaphysical interpretation of mechanistic
explanation and pointing out how non-epistemic values play a role in
how property clusters and mechanisms are specified.

3.3.4 Alternative Ecumenical Approaches to Kinds

Alternative ecumenical theories of natural kinds may not have the same
problem with kind specification. In the following section, I examine
other ecumenical theories of kinds based on their potential ability to
avoid the individuation problem. I distinguish between theories that do
not rely on mechanisms and those that do not rely on property clusters.
The former approach is notably taken by Slater, Griffiths, and Dupré,
whereas Khalidi’s simple causal view and Millikan’s etiological views
can be understood as examples of the latter. In the light of the
naturalistic approach to kinds, the central question they should answer
is whether mechanisms and causes are needed to explain and ground
inductive inferences.
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Inductive Success without Causal Ground

An obvious first strike at answering the individuation problem would
be to manage without mechanisms altogether. According to the HPC
account, homeostatic mechanism(s) do the ontological work of binding
properties together into a co-occurring cluster, and hence also explain
why our inductive inferences work. But since we run into difficulties in
trying to individuate the kinds based on mechanisms, the explanation
for inductive success could be structured on the property cluster
instead. Such approaches have been provided by Dupré (1993) with his
promiscuous realism, and lately Matthew Slater (2015), who replaces
mechanisms with stability in his theory of stable property clusters
(SPC).

John Dupré (1981, 1993: 83) argues for a promiscuous realism that
supports a pluralistic view of property clusters. According to his thesis,
natural kinds should be understood as property clusters that can be in-
dividuated in cross-cutting ways. In other words, the world consists of
clusters of properties “mapped onto a multidimensional quality space”
(see Cooper 2005). (In later work he has restricted promiscuity, which
is the version I am considering here.) These property clusters come in
different levels of fine-grainedness on the one hand, and different dis-
ciplines may focus on different similarity relations between the proper-
ties on the other. For instance, whereas fish form a similarity bundle on
the genus level, so do different sharks on a more fine-grained level.
Moreover, mental states may not be considered physical kinds, but they
may nonetheless be scientific kinds for psychology.**

4 A more restricted theory has been offered by Griffiths (1999), who nonetheless
privileges the property cluster over its mechanistic explanation (see also Murphy
2006). An even more promiscuous view is Zachar’s (2014) pragmatic approach
to psychiatric kinds. His view is maximally ecumenical, since according to it, any
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Promiscuous realism has been criticized for not being able to dis-
tinguish between folk-classification and scientific classification on the
one hand, and between accidental and natural property clusters on the
other (Khalidi 2013). First, in his earlier writings, Dupré (1981) main-
tained that folk classifications are legitimate candidates for natural
kinds. He argued, for example, that classifying whales as fish is no less
natural than classifying them as mammals. However, this view has a
problem with explaining why we do not settle with folk classifications
but instead seek scientific ones. The reason, according to Khalidi
(2013), is that although folk classification and scientific classification
share some of their epistemic aims, ultimately scientific taxonomies
serve our epistemic aims better. Consequently, Khalidi (2013) argues
that it does not seem reasonable to place folk taxonomies on the same
footing as scientific ones. I agree with Khalidi that this is a challenge
for promiscuous realism, but I also believe that it only demonstrates that
some classifications are more natural than others. For example, if the
concept of a whale was only important in biological explanations, clas-
sifying them as fish would not be legitimate. However, in line with
Dupré’s account, since classifying kinds is partly goal-relative, classi-
fying whales as fish may play an epistemic role, for instance, in the
fishing and cooking industries. This means that a classification that
lumps whales together with fish due to their similar phenotype, can
ground some inductive inferences that are important for fishing or cook-
ing purposes, although admittedly very few that a classification of fish
that excludes the mammal would not. Importantly, these are different
epistemic projects that are not in conflict with each other, and therefore
the choice between them is not based on values (cf. Griffiths 1997:
199). Moreover, the similarities between whales and fish are due to the

non-arbitrary classification is taken to correspond with the natural kinds structure
of the world.
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fact that during their evolution they have shared some environmental
pressures. These can be understood as extrinsic mechanisms responsi-
ble for their shared properties. And since I have already pointed out that
extrinsic mechanisms can be as responsible for property clusters as in-
trinsic ones, there is no a priori reason to rule out the whale-fish group
as a weak property cluster kind. As a result, this line of reasoning im-
plies that although some kind groupings ground more inductive infer-
ences than others, those weak kind groupings may nonetheless be legit-
imate for some epistemic goals.*

A greater problem facing promiscuous realism is that properties
may co-occur accidentally (Cooper 2005). At first sight, for example, it
may seem that all the small and salty cucumbers placed in the same
basket at my local grocery store comprise a natural kind apart from the
regular non-salty and relatively big cucumbers. However, upon further
research, the clustering of these properties may turn out to be merely
accidental or they may comprise a conventional class of fermented
pickled cucumbers. If they are an accidental collection of cucumbers,
their classification would have no counterfactual power. On the other
hand, if they are fermented pickled cucumbers, their properties have
clustered together due to socioculturally-driven culinary needs, and
thereby could support some inductive inferences. In the case that they
truly were a biological species of their own, they would ground robust
inductions. At any rate, whether the clustering of properties (smallness,
saltiness, etc.) ground inductions due to biological or social reasons, or
are the result of an accident, merits further investigation. Importantly,
based on the forgoing example, it is the potential property binding cause
or causes that lends inductive power to kinds, such as to a biological or

45 However, biological explanation is more robust in two ways: it is more stable
under various counterfactual situations, and it explains the clustering of more
properties.
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even a pickled cucumber, in contrast to the accidental grouping of
“small cucumbers”.

One way to try to avoid the problem of accidental groupings is by
concentrating on the nature of the stability that grounds epistemic pro-
jects. This is the line that Matthew Slater’s (2015) account of natural
kinds as Stable Property Clusters (SPC) takes by separating accidental
property clusters from genuine homeostatic ones based on the specific
nature of the latter (Slater 2015: 96). The idea is that by giving up on
the idea of the causal explanation for the stability, we can also avoid the
explanatory circularity that it brings to the delineation of the property
cluster. In the place of the mechanism, Slater offers cliquish stability of
the property cluster that plays the epistemic role of uniting property
clusters. By cliquish stability, Slater means that once a subgroup of the
cluster is encountered, it is probable that the other properties of the
cluster are present as well. Probability entailment of properties in the
cluster, in turn, is understood counterfactually, so that the properties in
a cluster cling stably to each other over a relevant set of counterfactuals.
Furthermore, the relevant range of counterfactual stability is
determined by the discipline relevant goals of the delineation.
Consequently, natural kind is merely a domain-relevant status given to
property clusters rather than a robust ontological category.

Therefore, the apparent advantage of concentrating on the nature
of stability over the HPC view is that it retains the crucial distinction
between property clusters that ground inductions and merely accidental
or subjective groupings or delineations. At the same time, this
concentration on the nature of stability does not succumb to the
circularity of the delineation problem affecting the HPC view due to its
dual nature of including both mechanisms and property cluster. Slater
does not reject causal grounds completely, but states instead that
cliquish stability can be multiply realized by, for example, homeostatic
mechanisms, strict essence, or historical essence. Thus, his view is that
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“uncovering certain homeostatic mechanisms underlying the stability
of some properties can contribute to the construction of epistemically
fruitful classification (...) without supposing that such identification is
necessary” (Slater 2015: 403). In other words, as he admits, stability
should be taken merely as a “brute fact” (Slater 2015: 395).

However, my argument against the SPC view is that property
clusters’ causal grounds are a necessary part of natural kinds’ epistemic
and scientific value. Slater’s account falls short in explaining what
separates the epistemic value of scientific classifications and folk
classifications and therefore he is unable to explain the inductive
success of scientific classifications (cf. Martinez 2017). As the history
of science demonstrates, knowledge about the cause for the
explanandum phenomenon has enabled generalizations over different
contexts.46

A historical example of the discovery of syphilis’s causal ground
serves as a case in point. Syphilis was one of the most devastating
diseases encountered in mental hospitals until the discovery of
penicillin at the beginning of the 20" century. Syphilis was called the
“great imitator” because of its variable clinical course and diversity of
manifestations (Carneiro et al. 2013). Syphilis is an infectious disease
caused by the Spirochete bacterium that influences the central nervous
system and is transmitted primarily by sexual contact. It was only when
the bacterium, and the causal mechanism by which it produces the
symptoms, were discovered, that the wvarious courses and
manifestations of the disease were lumped together under the same
treatable kind heading. As a response, Slater could argue that it was not
the disease mechanism, but the spirochete bacteria that was discovered
and facilitated the development of treatment. The idea would be that the
bacteria in fact constitutes the core properties, not the symptoms it

46 Griffiths (1999) argues that kinds based on mechanisms are maximally predic-
tive (see also Pober 2013 and Murphy 2017).
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causally brings about. However, what are considered the explanantia
properties and what are considered the explanans, depend on our
explanatory interests. And since here the aim was to explain the
symptoms and course of the disease, they should therefore be
considered to be the explanandum property cluster. Moreover, it was
the discovery of the specifics of the causal mechanism by which
spirochete bacterium produced syphilis that enabled us to truly
understand and predict the dynamic nature of the symptom cluster. So,
although it may be that the discovery of the bacterium already enabled
the development of penicillin treatment, it was the discovery of the
disease mechanism that enabled precise predictions and an
understanding of the disease.*’

Consequently, the causal ground of a kind sets its applicability
domain for epistemic projects. In other words, the counterfactual
stability of a property cluster is made explicit by knowing its causal
ground. By knowing what causes a property to cluster can we explain
and predict the kind’s behaviour under different counterfactual
circumstances. That is, while the SPC view only presupposed the
counterfactual power of kind classifications, scientific research
advances by discovering the causes for that power. Hence, although the
individual problem is an interesting philosophical and theoretical
challenge, it does not cast doubt on the empirical fact that mechanistic
explanations in the history of science have endowed scientific kinds
with epistemic value.

In sum, I have argued that promiscuous realism and the SPC view
are problematic because they do not provide reasons why kinds support
inductive inferences. This point is especially problematic because
knowledge about the causes of a property cluster enables us to extrap-

47 Eduardo Martinez (2017) offers a similar critique, although it is based more on
predictability.
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olate the kind to different circumstances. In addition, promiscuous re-
alism is problematic because it cannot explain why classifications
ground inductive powers to different degrees. In the light of these ob-
jections, there needs to be something that explains why, how, and to
what extent property clusters warrant inductions. This is precisely the
role that mechanisms in the HPC view play.

Alternative Approaches to Causal Ground

Another way of addressing the individuation problem could be offered
by providing a different analysis of the reasons why property clusters
support inductive inferences. Muhammed Khalidi’s (2013) simple
causation theory of kinds does this by offering an ecumenical causal
analysis of natural kinds, whereas Ruth Millikan’s (1999) view of
historical kinds provides an account based on etiological mechanisms.
Khalidi (2013: 78, 2015) claims to follow Craver’s criticism to its
logical conclusion by giving up the idea of mechanisms in favour of a
more permissive simple causal view. He argues that the idea of a
homeostatic mechanism is too restrictive to be applicable to all kinds
that support inductive inferences, because inductions are possible in
some cases where there is no homeostasis or a single mechanism that
would explain it. Rather, Khalidi argues that the co-occurrence of
property clusters is better explained by causal threads that end and start
in concentrated nodes or hubs. In support of this idea, he points out that
kinds enable projections not only from causes to effects, but also from
effect to their causes, and to common causes. For example, once we
know that something is a piece of gold, we can project that is malleable,
has a certain melting point, and has a crystalline structure. According
to Khalidi, these projections are based on causal relations between
properties rather than relying on a single underlying mechanism. The
upshot is that natural kinds ground inductive generalizations because
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they are “highly connected nodes in a causal network” instead of being
produced and maintained by causal mechanisms. These nodes, in turn,
explain why some kinds enable more inferences than others. The more
causal threads leave and end in a node, the more robust inductions it
enables.

It seems to be that Khalidi’s account is ambiguous whether the
causal nodes should be understood as being similar to a mechanism, or
as having given up the role that mechanisms (understood as networks
of causal dependencies) play in explaining the co-occurrence of
property clusters. If the former is the case, I fail to see their advantage
over mechanisms. If the latter is the case, Khalidi’s account seems to
be troubled by the same problem as the SPC view. That is, in
exchanging mechanisms with causal threads, the view seems to lose its
ability to explain why properties cluster together in the first place. The
central idea behind a mechanism is to “open up” the black box between
the cause variable and the effect variable. Hence, if we abandon the idea
of a mechanism, we also give up the ability to explain why causes and
effects are connected, and thereby also the knowledge of when an
inference between them is warranted. For Kahlidi’s account, this would
mean that we would not be able to explain why certain “causal nodes”
tend to concentrate together. In general, we would not have a sufficient
explanation as to why the kind concept grounds inductive
generalizations.

Millikan offers an account of kinds studied by the special sciences
by arguing that only a certain type of mechanism grounds inductive
generalizations (e.g. Millikan 2005, see also Khalidi 2013: 75). She
argues that “historical kinds” or “copying kinds” should be
distinguished from “eternal kinds” typically found in the natural
sciences. Both kinds have the ability to ground generalizations, but for
different reasons. Whereas “eternal kinds” of the natural sciences share
properties because of the laws of nature, the kinds found in the special
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sciences share properties due to common etiological copying processes
or mechanisms. According to Millikan, these include the kinds targeted
by the classifications in the social sciences and biological sciences, as
well as some artificial kinds. For example, individual members of a
biological species are similar because they have descended from the
same ancestor (Khalidi 2013: 136) through a copying mechanism. In
particular, Millikan (1999: 55) argues that the historical copying
process has two central features. (1) All the kind members are
reproduced or copied from the same model. (2) The copying process is
usually sustained by a historical environment and function, which is
preserved by the copying process (Millikan 2005: 307-308, Khalidi
2013: 136). Hence, the historical-copying process is not simply a form
of etiological causation, but instead historical kinds should be
individuated based on their similar causal powers, which are due to both
historically shared copying processes and environmental processes
(Khalidi 2013: 137).

The historical-copying account of kinds, nevertheless, clearly does
not fit all the kinds classified in the special sciences. This is especially
the case with psychiatric kinds. The reason is that historical-copying
mechanisms and constitutive mechanisms may pull towards different
ways of delineating kinds, just as Craver (2007: 584) argues that
etiological and constitutive mechanisms do. Moreover, although
Millikan would have us delineate the kind based on the historical
process that brought about the kind (e.g. some dysfunctional biological
process) and environmental processes together, many psychiatric kinds
are in fact grouped together based on their synchronic (constitutive)
causal structures instead.*® For example, clinical depression can be split
or lumped together depending on which mechanism one consults.

8 It may be a stretch to explain the etiology of psychiatric disorders with Milli-
kan’s copying mechanisms. Although, perhaps in cases where unconscious copy-
ing plays a role this can be justified (see Cooper 2013, Hacking 2010).
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Although the etiology of major depression may include physical and
meaning-based causes (such as light deprivation or meaningful trauma,
see Arpaly 2005), the symptom cluster of the disorder may still be the
same. In other words, Millikan’s copying mechanism idea would lead
us to split depression into two different kinds. However, perhaps it is
clinically more useful to lump the kind together based on the shared
synchronic mechanism that constitutively explains the symptom
cluster. Crucially, it should be left to empirical research, and its
particular epistemic aims, to decide between these groupings (see
Chapter 7).
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Figure 1. (Kendler et al. 2011).

This point can be further stressed with the network model of mental
disorders. Denny Borsboom (2017: 82), who endorses the theory,
argues that there need not be an explanatory etiological or constitutive
mechanism underlying the symptom clusters of mental disorders, but
instead the causal interaction between the symptoms themselves can
sustain the syndrome.* Similarly, Kendler et al. (2011) argue that the
symptom cluster can be understood as a mechanism (see Figure 1). For
example, according to the network account, schizophrenia could be the
sum of its reinforcing symptoms, so that, for instance, hallucinations
produce delusions (Kendler et al. 2011: 1147). It is plausible that the

49 Boorsboom has said that there cannot be symptomless mental disorders.
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network model explains at least some psychiatric disorders. As a
consequence, since according to this account of mental disorders it is
the combination of symptoms and their causal relations that constitutes
the causal mechanism, a purported preceding copying mechanism
would not explain why the kind supports inductive inferences.

In sum, these alternative ecumenical approaches to kinds fall short
of explaining how property clusters are glued together so that they can
ground epistemic projects. In particular, I have argued that they have a
problem in distinguishing between an accidental and a scientifically
legitimate property cluster, and between degrees of epistemic usability
of kinds. However, as Cooper (2005) and Murphy (2006) have pointed
out, there is no a priori reason to believe that one theory of natural kinds
fits to explain all psychiatric kinds (see also Hacking 1991). Instead, it
is more plausible that the kinds vary, and therefore some accounts may
be better fitted to explain some kinds than others to the extent that some
of those may fit with the mentioned theories. Nevertheless, although I
have argued in favour of the HPC view as a general account of scientific
kinds, a better account of the connection between inductive explanation
and homeostatic mechanism is needed to understand how property clus-
ters reliably ground inductive inferences.

138



4 The Applicability Domain Account of Psychiatric Kinds

I have argued that the homeostatic property cluster (HPC) view matches
the way kinds are employed for inductive inferences and
generalizations in the special sciences, including psychiatry.
Nevertheless, 1 also described how the view has an individuation
problem over how to draw the boundaries of mechanisms and property
clusters. I also pointed out the value-ladenness of the concept of
psychiatric disorder, the heterogeneous and fuzzy nature of the
particular disorders, as well as the modest inductive success of their
classifications. I will now formulate and defend a domain-relative
explanatory solution to those challenges. It is based on the dual role that
homeostatic property cluster kinds can play in psychiatry. While
property clusters support inductions, they also call for mechanistic
explanations of how, and to what extent, they support those inductions.
My aim is to provide an account of mechanistic explanation that is fitted
to specify the range over which kinds and their property variations are
explained.

I begin by examining the philosophical discussion about
mechanistic explanation and argue that the contrastive counterfactual
theory of explanation can provide a conceptually refined account that
fits my purposes. Although mechanistic explanation is common in all
the special sciences, such as biology and the social sciences, it lacks an
agreed general philosophical account. Therefore, I will first provide an
overview of mechanistic approaches, then provide a permissive
philosophical account of mechanistic explanation based on the
contrastive counterfactual theory, and supplement it with the heuristic
idea of causal relevance based on invariance under interventions. In
particular, I point out that the benefits of applying the contrastive
counterfactual theory in order to understand mechanistic explanation in
psychiatry are that it provides a non-metaphysical account of
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explanation, an account of explanatory relevance with contrasts and
counterfactual dependency, and a non-absolute account of explanatory
stability, as well as severing explanations from predictions. This makes
it capable of being employed to understand how various factors, such
as genetic predisposition, psychiatric humiliation, and economic
situations, can contribute to causing and maintaining psychiatric
disorders. I then apply the contrastive counterfactual theory to
disentangle causal and constitutive explanations in psychiatry and
introduce a heuristic approach to modularity requirement to
mechanistic explanation in psychiatry.

In the second section, I formulate my own account of psychiatric
kinds. It is based on the idea that mechanistic explanations of property
cluster kinds have specific domains of applicabilities that represent the
range over which mechanistic explanations can account for kinds’
aspects in alternative situations. The idea is that the domain can be sup-
plemented by knowing more about the various causal mechanisms that
are responsible for the property cluster, thereby increasing the identifi-
able range of reliable projections the kind-category supports. To
explicate these domains, I employ the contrastive counterfactual theory
of explanation. I argue that for a property cluster kind, such as a
psychiatric kind, to be useful for classifications and inductive
inferences, its mechanistic explanation should support counterfactual
information so that it represents the causal structure that causes or
realizes that kind. That is, a mechanistic explanation of a property
cluster kind should be able to answer what would happen to specified
aspects of the property cluster within specified domains if the
responsible mechanism(s) were to change in specified ways. The
central motivation for this account is to provide a non-reductive and
non-metaphysical heuristic account of psychiatric kinds so that
different discipline-relative explanations can be understood to
supplement those explanatory domains. Moreover, since according to
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the contrastive counterfactual theory the explanandum phenomenon
determines the appropriate mechanistic explanation, and the
identification of psychiatric phenomena is partly value-relative, so too
is the specification of responsible mechanistic causal structures.

Finally, I explore discussions about the possibility of integrative
explanatory pluralism, or partial reductionism, that have been suggested
in relation to the medical model. This is an important question because
there are multiple competing and partly incompatible explanatory
approaches to psychiatric disorders. However, in contrast to these
approaches, I suggest that the applicability domain approach offers a
superior non-metaphysical account of psychiatric kinds according to
which they can function heuristically to facilitate interaction between
various disciplinary-related explanations.

4.1 Mechanistic and Causal Explanation in Psychiatry

4.1.1 Mechanisms in Science and Psychiatry

Mechanistic explanation plays a central role in psychiatry, as it does in
the special sciences in general, to the extent that philosophers and
psychiatrists alike believe it can facilitate a multifactorial and realistic
approach to psychiatric disorders and their classification (see Campaner
2016: 115). However, there is no unified philosophical account of
mechanistic explanation, a fact which also reflects, as I argued in the
last chapter, on the HPC view of natural kinds, including Kendler et
al.’s (2011) mechanistic account of psychiatric kinds. In view of this, I
believe that a more fine-grained explanatory approach of the
contribution of different causal factors to psychiatric kinds within a
mechanistic framework can be formulated. In this section, I will first
provide an overview of mechanistic explanation in philosophy and
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science, then an account of explanation based on the contrastive
counterfactual theory, and finally, I will supplement this account with
an interventionist approach to explanatory relevance.

In the philosophy of science, mechanistic approaches and analyses
of explanation have become increasingly dominant since the 1990s.
Causal mechanistic approaches to explanation in philosophy grew
partly out of the need to account for the shortcomings of the deductive-
nomological model (DN model or covering law model) of explanation
by logical empiricism (Hempel 1965). In the DN model, an explanation
is a deductive or statistical argument that has a particular event as a
conclusion and a general law and initial conditions as its premises
(Hedstrom and Ylikoski 2010: 54-55). This means that explanation
takes place by subsuming a particular event under a general law. The
model is widely rejected primarily because it is too wide according to
some accounts while being too narrow to others (Halina 2017: 216).
The model is too wide by making none-explanatory things explanatory.
For instance, according to the DN model, a forthcoming storm can be
explained by the barometer dropping. It is too narrow because non-law-
based explanations are excluded, such as those employed in biology and
the social sciences. Also, it fails to account for the asymmetry of
explanatory relations, so that the length of the flagpole can be explained
by its shadow (Salmon 1989: 103). Moreover, the DN model allows
irrelevant premises, such as that the consumption of contraceptive pills
by a man can explain why he does not become pregnant.

Causal mechanistic explanations can overcome these problems
because they are based on revealing networks of causal dependences in
the world. The barometer does not explain the storm, or the shadow the
length of the flagpole, because these purported explanations do not
track the direction of causation. Moreover, causal mechanistic
approaches to explanation match how explanation is conducted in the
special sciences, such as biology and psychiatry, which have exceptions
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and are not based on the laws of nature (Halina 2017: 216). That is,
although there are no exceptionless natural laws in psychiatry that
would explain psychiatric disorders, we have been able to formulate
(partial) mechanistic explanations to account for some of their aspects.
In sum, unlike the DN model, philosophical approaches to mechanistic
explanation follow closely how explanation is empirically done in the
sciences.

The central tenets of the approaches to mechanisms and
mechanistic explanation are captured by the minimalist account
according to which “a mechanism for a phenomenon consists of entities
and activities organized in such a way that they are responsible for the
phenomenon” (Ilari and Williamson 2012: 120). Thus, according to this
account, a mechanism consists of causally interacting parts organized
so that they explain either the production, maintenance, or constitution
of the targeted phenomenon.>® The minimalist view encompasses four
central features of mechanistic explanation (see Hedstrém and Ylikoski
2010). First, mechanisms are identified by their effects, so that a
mechanism is always a mechanism for something (Darden 2006, see
also Craver 2007: 123). Second, mechanisms have a structure that
produces the phenomenon of interest. The idea is that mechanisms
explain by providing how answers to why-questions by opening the
“black box” between the causal variable and the effect variable, the
cogs and wheels of the causal dependency. Third, the elements in a
mechanism are explained, in turn, by other mechanisms, so that
mechanisms form a hierarchy. The idea is that elements at one level can
be explained by mechanisms at a lower level of description or
organization (Craver 2007: Ch. 5). This means that mechanistic
explanation or modelling requires a “bottoming out” of the relevant

50 Slightly different formulations have been offered by the new mechanists. For
example, see Machamer et al. (2000), Glennan (2002), Bechtel and Abrahamsen
(2005).
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entities and their mutual organizations and interactions for the
mechanism (cf. Woodward 2015, Campaner 2016). A mechanistic
representation, therefore, necessarily picks a level of description for the
explanation. And finally, mechanism is inherently a causal notion. It
explains by providing information about the activities of the elements
in a causal process that produces the phenomenon of interest.

The mechanistic approach to explanation has been influential in
psychiatry.’! As an example, Kendler (2008) argues that explanatory
problems caused by the heterogeneity of psychiatric disorders can be
overcome by applying a mechanist approach. He points out that a
mechanistic approach provides a middle way in between reductionism
and emergence in explanation (Kendler 2008: 696). Similarly, Kendler
et al. (2011) argue that psychiatric kinds can be identified with shared
physiological mechanisms that are generated and maintained by their
symptoms as well as the “mechanisms investigated by the molecular,
physiological, computational, psychological and social sciences” (p.
1148). Part of this appeal for mechanistic explanation in psychiatry is
that there is no common theory that would unite all explanatory
approaches. Moreover, mechanisms are often proposed the end goal of
an explanation of a psychiatric disorder, rather than relying on those
mechanisms to support explanations and inductions themselves. For
example, currently the reference to a mechanism for ADHD or
schizophrenia should be understood more as a heuristic call to explain
those proposed mechanisms, rather than knowledge of what those
mechanisms really are. Moreover, mechanisms can facilitate interaction
of different explanatory approaches whose interests are in different
factors on different levels of description. In sum, mechanisms can
facilitate research on heterogeneous factors in different disciplinary
approaches, they can function as heuristic suggestions for further

51 See Campaner (2011) for mechanistic explanation in medicine.
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research, inform therapies, and — my primary interest here — support
classifications.

Mechanistic explanations can be divided into constitutive
explanations and causal explanations. While etiological causal
mechanistic explanation is meant to capture the causal process that
brings about the effect phenomenon of interest, constitutive causal
mechanistic explanation describes the elements, activities, and
organizational features that give rise to the phenomenon of interest
(Hedstrom and Ylikoski 2010). This means that an etiological
explanation is required when we are interested in how an effect
phenomenon is brought about by the interaction and activities of the
intermediating mechanism’s parts. Recent philosophical discussions
over mechanisms (i.e. new mechanists), in contrast, have typically
concentrated on constitutive mechanistic explanation, so that the
phenomenon of interest is taken to be constituted by the activities,
organization, and interactions of parts of a mechanism as a whole (see
Glennan and Illari 2018 and Figure 2).

Although my account is meant to accommodate the general idea
underlying various types of mechanistic explanations, it requires sim-
plifications since different disciplines employ mechanistic explanations
that have different commitments. For instance, while cell biology
(Bechtel 2006) and neurosciences (Craver 2007) study integrated sys-
tems by decomposing and localizing them into concrete components,
mechanistic explanations in biology and the social sciences study types
of interaction through abstraction (see also Kokkonen 2021: 67; Sarkia
et al. 2020). According to Kuorikoski (2009) the difference lies in
whether the causal properties of the mechanisms are taken to be mo-
nadic or relational. Social mechanisms, for instance, are composed of
agents (i.e. individuals or groups) and their interactions, but unlike the
components of the neurosciences, they do not have intrinsic causal
powers that would allow them to be studied in isolation. Rather, the
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causal power that these agents and their interactions exhibit are rela-
tional, so that they depend on other individuals and social contexts
(Kokkonen 2021). Hence, according to Kuorikoski, the explanatory aim
in social mechanistic explanation is not decomposition, but rather ab-
straction by intentionally leaving out some non-relevant aspects of the
system. This also means that while components of the system — the
causal properties of agents and their interactions — cannot be replaced
and studied individually, those individuals can nonetheless be replaced
with other individuals as long as their context remains the same.

In contrast, constitutive explanations of decomposable monadic
systems are common in medicine and psychiatry (i.e. the new mechanist
approach) (see Levy 2013). They are based on decomposing the system
into constituent parts, with the aim of trying to understand each part
separately, and thereafter integrating them to see how they jointly
produce the complex mechanism of interest (Kendler 2008, see also
Bechtel 2019). Although this means reducing the mechanisms into parts
and organizations and their interactions, the approach is not reductionist
in a hard sense because a mechanism is always part of a larger context,
and its organization requires an understanding of the phenomenon as a
whole (Kendler 2008: 696). Rather, the idea is that smaller units can be
studied in isolation and reorganized to see how they function together.
The following figure (2) illustrates constitutive relation between a
phenomenon and the mechanism that realizes it.
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Phenomenon

Mechanism

Figure 2. (Craver 2007)

At the top of the figure is the phenomenon that illustrates the
explanandum, which is explained by the underlying organization of the
entities (circles) and activities (arrows). That is, “S’s ¢-ing is explained
by the organization of entities { Xy, X2, .., Xmf and activities 1 o1, G2, ...
d)n} (Craver 2007: 7). The interlevel relation between the phenomenon
of interest and the underlying mechanism is constitutive, while the
intralevel relations between the entities of the mechanism are causal
(Craver and Betchel 2007).

Despite these differences between mechanistic explanations, my
aim is to provide a mechanistic account that can help to understand
different explanatory approaches to psychiatric disorders. That is,
because of the plurality of explanatory approaches, it is important to
find ways to understand how these approaches can supplement the
explanation of different aspects of the same psychiatric disorders.
Therefore, for the most part, I rely on a minimalist approach that can
facilitate various explanations with mechanisms. As Kuorikoski (2009:
151-152) points out, relational and monadic mechanistic approaches are
compatible with the minimalist view of mechanism: “they are structures
performing functions by virtue of their component parts, component
operations, and their organization, and the orchestrated functioning of
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these mechanisms is responsible for one or more macro phenomena”.
For now, I will not delve into the details of different approaches to
mechanistic explanation further, but instead analyse mechanistic
explanation based on explanation in general. Nevertheless, I will return
to the distinction between constitutive and causal explanation when I
have provided a better understanding of explanation in general.

4.1.2 Contrastive Counterfactual Theory of Explanation

A conceptually refined account of mechanistic explanation requires a
general view of explanation. This kind of view is missing in some
philosophical approaches to mechanisms (see Craver 2007: 105). The
contrastive counterfactual theory (CC theory) of explanation (Ylikoski
2001, Woodward 2003) is naturally suited to making understandable
what makes mechanistic descriptions explanatory (Kuorikoski and
Ylikoski 2010, Ylikoski 2012, P6yhonen 2013b, Kokkonen 2021). The
reason is that it provides an analysis of causal and explanatory
relevance of mechanistic representations in terms of their ability to
answer counterfactual questions. In my argument below, I follow
especially Ylikoski’s (2001) and Ylikoski and Kuorikoski (2010)
account of the CC theory. It is largely similar to Woodward’s (2003)
version, namely the interventionist account of causation and causal
explanation, with the exception that its emphasis is more on explanation
rather than causation.

As mentioned, the DN model has been largely rejected in favour of
causal and mechanistic explanation.>? A counterfactual interpretation of
causation can be traced back to Hume (1748 Section VII), who writes:
“Or in other words, where, if the first object had not been, the second

52 The DN model is partly based on Hume’s regularity theory of causation, which
is his alternative to the counterfactual account.
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never had existed.” This idea can be represented with the lighting of a
match: if the match had not been struck, it would not have been lit. The
striking of the match is a difference-maker between it being lit and not
being lit, and thereby is causally and explanatorily relevant for the
explanandum phenomenon that the match was lit. While counterfactual
theories of causation (e.g. Lewis 1986) have met with problems (see
e.g. Psillos 2002), a nonreductive counterfactual theory of causal
explanation can largely overcome them.

According to the contrastive counterfactual theory (CC theory)
(Woodward 2000, Ylikoski 2001), explanations are answers to why-
questions that specify real and objective causal (and constitutional)
dependencies in the world (Woodward concentrates on causal
explanation). The counterfactual idea of the theory is that explanations
provide descriptions of modal dependencies that answer what-if-things-
had-been-different questions (what if-questions). Moreover, according
to the theory, explaining is an epistemic activity that requires
conceptualizing the targeted phenomena or event in a certain way. This
means that explanations hardly ever explain the whole phenomenon,
only some aspects of it. For this reason, explanations are ideally spelled
out in a contrastive structure: they answer questions of why fact rather
than foil (e.g. Garfinker 1981, van Fraassen 1980, Lipton 1991,
Ylikoski 2007, Kokkonen 2021). The idea is that such explanations
answer why-questions that identify the topic explanandum within a
contrast class (Kokkonen 2021). The contrastive structure makes
explicit the aspects to be explained and thereby determines whether a
putative explanation is relevant. Ideally, the explanans is also specified
contrastively, so that it identifies in contrastive terms the cause of the
explanandum topic in the contrastive class (Schaftner 2005, Kokkonen
2021). In sum, according to the contrastive counterfactual theory,
explanations describe how a change in the value of the explanans
variable x; (instead of x2, X3, X4...) would bring about a change in the
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value of the explanandum variable yi (instead of y2, y3, ya4...)
(Woodward, 1984, 2003, Ylikoski and Kuorikoski 2010, Ylikoski
2013).

So, for instance, if we want to explain some symptoms of a disor-
der, we would like to know why it has these specific symptoms in con-
trast to other or no symptoms. The explanation then needs to answer
what makes the difference between the explanandum and its contrastive
alternatives. Answering this question singles out the causal factors that
are relevant for explaining the actual explanandum rather than the pre-
sented alternatives. This means that it makes sense to ask different con-
trastively specified explanatory-seeking questions of the same phenom-
enon to gain a better overall understanding of the different factors re-
sponsible for it.

In sum, the non-reductive (or non-metaphysical) approach of the
contrastive counterfactual theory to explanation means that different
factors, for example psychological and genetic ones, can function as
legitimate causal factors in explanations. Moreover, the contrastive
approach helps to make explicit whether a causal factor is explanatorily
relevant based on whether it can contribute to answering contrastive
questions about the explanandum. In addition, contrasts can help to
specify the correct level of description for explaining specific aspects
of a given psychiatric disorder. As Kuorikoski and Ylikoski (2010: 222)
point out, lower-level factors are irrelevant for the given explanatory
task if they cannot make a difference to the higher level variables. The
reason is that a putative explanation that cannot answer more what if-
questions, is explanatorily irrelevant. Based on this, Kuorikoski and
Ylikoski say that “explanations find their own level” (p. 222). Finally,
uncovering counterfactual dependencies need not provide robust
predictions, but can instead progress piecemeal in describing the causal
system (Hedstrém and Ylikoski 2010, P6yhonen 2013Db).
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The Interventionist Approach to Causal Explanation

When the contrastive counterfactual theory of explanation is applied to
causal explanation, it can be supplemented with Woodward’s idea of
causation as invariance under interventions.>>  According to
Woodward, causal and explanatory relevance can be revealed by a
hypothetical intervention that exposes how by manipulating cause
variables we can systematically change effect variables. Hence, the
account specifies counterfactual dependencies through manipulation. It
is through hypothetical manipulation that we can determine whether a
putative cause variable can make a difference to the effect variable of
interest. As Hausman and Woodward (1999: 533) put it, “causes are
levers that can be used to manipulate their effects”. And crucially, the
account makes understandable how explanations in the special sciences
can be robust even though they are not based on laws of nature.

A necessary and sufficient condition for X to be a direct cause of
Y with respect to some variable set V is that there be a possible
intervention on X that will change Y (or the probability
distribution of Y) when all other variables in V besides X and Y
are held fixed at some value by interventions. (Woodward 2003:
55)

This passage highlights three aspects of the interventionist theory of
causation and causal explanation (see Risjord 2014). Since intervention
is irreversibly a causal notion, the definition is meant to describe the
central concept that is fundamental to many other causal notions, rather
than providing an ontological account of the nature of causation in non-

33 Woodward (2002) has also provided an interventionist account of mechanisms.
The interventionist approach is endorsed in psychiatry by Kendler (2012), and
Kendler and Campbell (2009), Woodward (2015), Campaner (2018).
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causal terms (Woodward 2000: 201-202). The account insightfully
captures the idea of how scientists themselves think of causal
explanation as manipulation (Woodward 2003: 9). That is, the
difference between mere historical description and explanation is that
unlike historical descriptions, causal information allows objects to be
brought about or changed by manipulating other objects. The second
thing to bear in mind is that the interventionist theory ideally requires
that other variables, i.e. background conditions (or “causal field”), can
be held put while the direct cause is manipulated. However, this
modularity supposition is problematic for complex causal structures,
such as mechanistic explanations, because the complexity of the
structure of the mechanism may rule out surgical interventions that
would not alter other causes. Finally, since there are events that cannot
be manipulated, e.g. historical or cosmological events, interventions
should be understood counterfactually. These ideal interventions reveal
how the effect variable would change if we were to intervene on the
cause variable. This caveat renders the interventionist theory immune
to the anthropocentric criticism that many variables in science, such as
cosmological events, cannot be manipulated. Earlier manipulationist
theories (e.g. von Wright 1971) were unable to account for this

According to Woodward, the notion of intervention in causal
generalization can be further supplemented with the broader idea of
invariance. The idea of invariance is that a generalization between two
or more variables is invariant if it explains how the effect variable(s)
would change under hypothetical interventions (Woodward 2000: 205,
2003: 15).

A generalization G (relating, say, changes in the value of X to
changes in the value of Y) is invariant if G would continue to hold
under some intervention that changes the values of X in such a
way that, according to G, the value of Y would change — “continue
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to hold” in the sense that G correctly describes how the value of
Y would change under this intervention. (Woodward 2003: 15)

Invariance relations exclude spurious generalization, such as the
correlation between a barometer reading and the rising of a storm. The
connection between a barometer reading and the weather is not
invariant, since an intervention on the barometer reading would have
no effect on the weather (Woodward 2000: 210). Moreover, in the
interventionist account, explanations appeal to interventions that reveal
invariant generalizations. Descriptions of invariance generalizations are
explanatory because they can answer a range of counterfactual or
‘what-if-things-had-been-different’ questions about the explanandum
(Woodward 2000: 209).

The interventionist theory of causation accommodates explanation
especially well in psychiatry and other special sciences for at least three
reasons (see Kendler and Campbell 2009). First, the idea of invariance
is a metaphysically non-committal view that can support various
generalizations. That is, causal variables can stand as a shorthand for
any entity or activity that can be theoretically intervened and
manipulated. Hence, for instance, if hypothetical interventions can be
targeted at genes, propositional attitudes, as well as social institutions,
they can potentially serve as causal variables in explanations (see
Woodward 2015). Second, unlike explanations based on the laws of
nature, the interventionist theory can for the fact that although
generalizations in the special sciences are fragile and historically
contingent, they nonetheless are explanatory (Craver 2007: 94). The
reason is that although many generalizations in the special sciences
depend on background conditions, they are nonetheless invariant under
certain interventions. Third, what is specifically important for a
mechanistic account of scientific kinds, unlike explanations based on
laws, is that invariance permits degrees of generalization. The more a
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generalization is invariant under important interventions, the deeper the
explanation it provides. Whereas explanations based on the laws of
nature are putatively exceptionless, invariance is not universal, but
instead holds under certain range of interventions and background
conditions.

There is no straightforward answer as to how stable the invariance
relationship should be to be scientifically relevant. For the invariance
generalization to be causal and explanatory, it should be above a certain
threshold by answering relevant discipline and domain-relative
counterfactual questions. Consequently, there is no general answer as
to how stable a mechanism should be to qualify as an explanatory
mechanism for a psychiatric syndrome. Instead, the interventionist
account leads to the conclusion that there are different degrees of
mechanistic and kind stability. In addition, the idea of intervention is
especially fit to describe medicine, where explanations are subservient
to diagnosis and healing interventions, rather than satisfying purely
theoretical curiosity. Murphy (2011), for instance, points out that the
interventionist approach naturally fits the study of the difference-
making factors of medicine. Moreover, according to Woodward (2015:
156), mental or psychological states can be held as causes for behaviour
and other mental states in psychiatric disorders because they can be in-
variant under interventions. Further, medical interventions, like other
interventions, require that the system of interest is stable enough to
ground generalizations so that system’s behaviour can be changed
predictably (Craver 2007: 93).

Contrastive Counterfactual Approach of Mechanistic Explanation

The contrastive counterfactual theory of explanation, together with the
intuitive idea of explanatory relevance as invariance under
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interventions, provides a permissive account of mechanistic
explanation that can match with most accounts of mechanisms and
mechanistic explanation. According to the contrastive counterfactual
theory of explanation, mechanistic explanation can be understood as
describing networks of counterfactual dependence (Ylikoski 2013:
291). When the heuristic idea of intervention or manipulation is added
to this view, we can provide a more detailed picture of mechanistic
explanation. Explaining with etiological causal mechanisms is then
tantamount to asking counterfactual questions about how changes in the
mediating causal mechanism would make a difference to the output of
interest. Constitutive explanation can also be understood
counterfactually (Ylikoski and Kuorkisko 2020), and according to
Craver (2007), as simultaneous multiple manipulation of the parts of
the system and the system as a whole in scientific experiments.** In this
case, a mechanistic explanation can answer counterfactual questions of
how changes in the mechanism’s components, or their interactions and
organization, would make a difference to the system as a whole, and
vice versa (see Kuorikoski and Ylikoski 2013, Poyhonen 2013b, cf.
Craver 2007). A plausible way to understand the difference between
these mechanistic explanations is that causal explanations track events,
while constitutive explanations track causal capacities (Ylikoski 2013).
Moreover, if mechanistic explanations are understood as tracking ontic
structures in the world (see Craver 2007), so that it is the actual parts,
actions, and organizations’ features that do the explaining, mechanistic
descriptions carve out networks of causal relations in the world (see
Poyhonen 2013b).>

5% There is debate over the credibility of mutual manipulativity (Craver et al.
2021).
55 See Illari (2013) concerning the difference between ontic and epistemic expla-
nation.
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This permissive account of mechanistic explanation is compatible,
for instance, with Kendler and Campbell’s (2009) approach to
psychiatric explanation (see also Kendler 2008; Kendler, Zachar, and
Craver 2011). These scholars distinguish between an interventionist
approach to causal explanation and more profound mechanistic
explanation, although, according to them, the former can supplement
the latter. Similarly, in Kendler, Zachar, and Craver (2011), it is argued
that causal mechanisms can be employed to identify psychiatric kinds
to support psychiatric classifications. The view of mechanistic
explanation in both of these papers seems to be related to Bechtel’s
mechanistic explanations of the physical structures in biology and
cognitive science (see Campaner 2016, 2018). However, they
acknowledge that what complicates matters in psychiatry is the need for
a multilevel approach to mechanisms that can explain the interaction of
different factors on different levels of description, such as genetic,
neurological, psychological, and social. Hence, they argue that in many
cases psychiatric explanation can rely on the rigorous but less
demanding interventionist account of explanation.

However, unlike Kendler and Campbell (2009) and Kendler,
Zachar, and Craver (2011), I do not want to commit myself to a specific
interpretation of mechanistic explanation or to the specifics of
Woodward’s interventionist account of causation or his account of
mechanisms (2002). The central motivation for this permissive or
“thin” view of mechanistic explanation, and explanation in general, is
to provide an explanatory account that can accommodate mechanistic
explanations in psychology and the social sciences. In short, my
account is motivated by the complex and dynamic nature of psychiatric
disorders, as well as the plurality of their explanations. A successful
mechanistic explanation of the complex and dynamic nature of
psychiatric disorder, one that can facilitate explanations of all or most
of the relevant aspects, may need to abstract away from the disorders’
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purported “material” bases. A non-metaphysical explanatory account of
psychiatric disorders can help us understand how different disciplinary
approaches, such as those that concentrate on social, psychological, and
biological factors, manage to explain different aspects of psychiatric
disorders. That is, a permissive mechanistic approach has the advantage
of being able to facilitate different explanations, while at the same time
not succumbing to (currently) unrealistic demands of providing an
ontological mechanistic account that could integrate all the factors that
cause and maintain psychiatric disorders. The challenge with robust
mechanistic approaches, such as Betchel’s, is to be able to separate
levels of description cleanly in order to rule out interlevel causation (see
Woodward 2020). Moreover, the presented permissive mechanistic
account offers a seamless non-reductive account of mind-body
interactions in explanatory terms. Simply put, there is a counterfactual
dependency if by wiggling psychological factors we can manipulate
brain states, or vice versa. Moreover, according to this approach,
psychiatric disorders can be understood as heuristic or investigative
kinds that invite further examination yet nonetheless support specified
inductions. This is especially important in psychiatry, where the
primary aim is to discover reliable therapeutic interventions on
psychiatric disorders, instead of being able to answer metaphysical
questions about their nature.

In sum, contrastive counterfactual explanation, supplemented with
the heuristic notion of the interventionist idea of causal relevance,
provides a conceptually intuitive interpretation of mechanistic
explanation. With this in mind, [ will next examine how the contrastive
counterfactual theory of explanation can be employed to explicate
causal and constitutive explanations in psychiatry.
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4.1.3 Disentangling Causal and Constitutive Explanations

The contrastive structure in the contrastive counterfactual theory of
explanations can be employed to explicate whether explanations do in
fact target the same explananda by making explicit and refining
underlying explanatory-seeking questions. For example, when
explaining some aspect of a psychiatric disorder, it may not always be
clear whether we are interested in constitutive or etiological
mechanisms. This has caused considerable confusion in philosophical
debates over psychiatric explanation. Sometimes descriptively lower-
level variables are irrelevant for explaining a descriptively higher-level
explanandum (Kuorikoski and Ylikoski 2013). On the other hand,
sometimes focusing on social factors can be relevant to understand their
causal influence on the neuro-cognitive explanandum downstream, or
neuro-cognitive factors can explain higher-level factors downstream.

The contrastive counterfactual theory can be employed to specify
whether we are interested in causal or constitutive information
(Ylikoski 2013: 289). Rather than asking whether a particular disorder
is a brain or psychological problem, it is better to specify the question
by posing smaller questions with contrasts. This means that contrasts
can make explicit and refine what we are really asking. As mentioned
earlier, explanations are ideally spelled out in a contrastive structure:
they answer questions of why fact rather than foil (e.g. Ylikoski 2007).
Based on this, simply asking whether some disorder is real or what it is
made of, are too large questions to be examined fruitfully. Instead, a
better explanatory approach is to split the question into smaller ones.
Answering these smaller questions can also shed light on larger ones
(Ylikoski 2018).

According to Ylikoski (2013), constitutive explanations address
causal capacities, while causal explanations follow events and
behaviours. That is, while causal explanations rely on etiological
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counterfactuals, constitutive explanations rely on organization and its
parts. Consequently, the doubly contrastive structure of explanation can
be represented in the following way:

a (a*) explains b (b*) in the context of U
(Ylikoski 2013).

When this approach is applied to explanations of psychiatric disorders,
the causal explanation b and b* can be about the generation, sustenance,
and changes in the disorder, while a and a* would be about antecedent
events. In constitutive explanation, b and b* can be about the disorder’s
causal capacities, and a and a* are about the capacities of the disorder’s
parts or their organization. In both cases, the causal field U can contain
facts about the physical and social environment as well as other facts
about the disorder. Moreover, in both cases the interest is the contrast
between b and b*, while their similarities are assumed to belong to the
causal field U.

According to this account, when trying to explain, for instance,
some aspect of a disorder and its symptoms, such as major depression,
we come up with the following questions (following Ylikoski 2013).
(The exemplary questions | use are very general, and in specific cases
they would concern more specific aspects of a disorder.)

(1) How did this individual become depressed?
(ii) What makes this individual depressed?

While question (i) is causal, question (ii) is constitutive. The answer to
the first question (i) tells about the causal history of the patient’s
psychiatric disorder and its symptoms. It aims to explain facts about the
individual’s depression by referring to earlier events in the development
of the disorder, based on their contribution to the difference between
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the fact and the foil (cf. Ylikoski 2007). The facts can include
psychological, social, or biological factors. The foil can be, for
example, why this individual has these specific symptoms rather than
other or no symptoms. Or why did the symptoms appear at a certain
time or location rather than at another time or location.’® Similarly, it
can concern social, cognitive or genetic factors in contrast to other
factors on the same level of description. The answer to the second
question (ii) is constitutive because it tells about the things that the
patient’s disorder is made of as well as their capacity to realize the
mental disorder. These factors can include components, actions, and
organizational features from different levels of description or
organization such as psychological, genetic, and neural factors, and
possibly also external social factors. The contrasts can include, for
example, differences between social, psychological, or neurological
organization. Ideally, a robust explanation of a major depression would
require both an etiological account of the causal processes that led to
the disorder and a constitutive explanation of the pathological
capacities that realized the disorder at various stages during that
process.
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Figure 3. (Kendler et al. 2011).

56 See Ylikoski (2007) about possible contrasts.
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In practice, many psychiatric explanations combine both causal and
constitutive explanations. That is, many explanations of instances of a
psychiatric disorder may require constitutive and etiological
mechanistic explanations, some of them intrinsic and others extrinsic
(see Figure 3). For example, such a combination could address
questions concerning an individual’s biological or psychological
disposition to become mentally ill. This can be exemplified by alcohol
addiction. Although Indigenous peoples in North America were more
(genetically) predisposed to becoming addicted to alcohol than most
native Europeans, the ones that realized that potential, only did it after
being exposed to alcohol and social injustice. On the other hand, had
there been established social mechanisms to counter alcohol abuse,
people predisposed to alcoholism may not have developed the
addiction. Hence, the property cluster of interest can be explained by
supplementing various explanations, so there may be external causal
mechanisms that trigger the mechanisms that exhibit the phenomenon,
as well as other external environmental mechanisms that contribute to
the properties maintaining their homeostasis, including factors that
explain the addiction experience. The explanatory interests determine
which of these mechanisms we should concentrate on.

Moreover, according to Ylikoski (2013), some developmental
explanations are hybrids of causal and constitutive explanations in a
stronger sense. He describes the gene knock-out experiment as an
example. In such an experiment, the target is to study how making a
gene non-functional affects the causal capacities of the adult organism.
In this example, the explanans and the explanandum are both
constitutive, while their connection is causal. Quite plausibly, some
psychiatric explanations are similar hybrids of constitutive and causal
explanation. One example might be a study on how genetic differences
at birth would bring about differences in the cognitive capacities of
schizophrenic adults.
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4.1.4 Modularity as a Heuristic Aim in Psychiatric Explanation

The interventionist view of explanation can be employed to reflect on
the possible theoretical requirements, and practical possibilities, for
successful mechanistic explanation of psychiatric disorders. In
particular, I want to investigate whether such explanations should be
modular, so that they do not alter the causal structure that they
represent.

An interventionist account of mechanistic explanation may require
that the representations of its components are modular under
interventions (Hausman and Woodward 1999: 550, Woodward 2002:
374, 2003: 48, 2013: 51).°7 The idea is that if mechanisms are
understood as causal structures, they can be characterized by an
interventionist view of causation, which in turn may require modularity
of their representations (Kuorikoski 2012).%® According to Woodward
(2002), a model is modular if an intervention on a putative cause does
not alter the subsequent causal relations in the underlying structure of
the represented causal mechanism. The unaltered causal structure
ensures that the model can predict the outcome of an intervention. This
means that a mechanistic representation is a modular system if its
generalizations or equations are invariant under interventions (Raerinne
2011). In other words, a modular representation of a system enables
interventions on the variables of its generalizations or equations without
altering its other generalizations or equations. This modularity ensures
that a complex mechanism can be carved into independent components
whose causal relations can be examined while holding other
components of the mechanism put.

57 In some places Woodward (2010, footnote 11) does not require this. See Steel
(2008) about modularity of social mechanisms.

58 A mechanistic account based on the CC theory does not make such a commit-
ment.
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If attainable, modularity could be an important aim for the
mechanistic approach to psychiatric disorders. For example, Campaner
(2018) argues that in theory modularity could be employed to
disentangle different causal components underlying the comorbidity of
psychiatric disorders. That is, if co-morbid disorders could be
decomposed into smaller modular components, so that these parts could
be intervened upon separately, a better picture of their relations could
be built. Consequently, Campaner advocates a heuristic ideal of
isolating the modular causal relations of psychopathological systems to
the extent that they could provide a better in-depth analysis of particular
disorders and their comorbidity with other disorders. Hence, one could
argue that while this may not be possible in practice, the goal could
nonetheless be to investigate in theory what would happen if such an
intervention were possible.

Modularity requirements could also have a bearing on the
individuation problem of the HPC view of kinds. As argued by Craver
(2009), kinds that are brought about by more than one mechanism
should be split, whereas two or more kinds that are realized by one
mechanism should be lumped together. Hence, if the modularity
requirement holds for homeostatic mechanistic explanations, we should
be able to decompose the mechanisms into modular components, and
thereby gain a better understanding of how psychiatric kinds can be
demarcated.>

Modularity, however, is a problematic requirement for a
mechanistic explanation of psychiatric disorders and special science
kinds in general.®® The reason for this is that many mechanistic
representations, or the represented mechanisms themselves, are so

3 Tllary and Williamson (2012) argue that modularity is a problem for mechanistic
modelling and it does not necessarily describe how actual mechanisms function.
% Tt is not clear that everyone is talking about the same thing (see Kuorikoski
2012). There is confusion, for instance, over whether modularity is a feature of
the ontic mechanism or its representational model.
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fragile that they may change under interventions. Nancy Cartwright
(2002, 2004) and Sandra Mitchell (2008), for example, claim that
modularity should not be considered relevant for mechanistic
modelling because in many actual cases it does not hold. Mitchell
(2008) in particular argues that modularity often fails in biology, where
the organisms are “constructed” to maintain their causal structure under
changes to their general functions. Similarly, modularity is a
problematic requirement in the social sciences, where interventions can
be structure altering (see Steel 2008). Illari and Russo (2014: 105)
exemplify this point with Lucas’s critique of macroeconomic policy
making (see also Woodward 2000: 200-221). Lucas argued that the
very models that underlie policy decisions become engines of change
when economic agents base their economic decisions on them. Hence,
this would make the models invalid in explaining the initial economic
behaviour.

One answer to these critiques would be argue that many models
initially represent the targeted causal structure correctly. For instance,
in the Lucas critique, while knowledge about the explanatory models
alter the causal structure downstream, it does not necessary change it
immediately, so that the models may enable predictions and causal
interventions for a while. Moreover, when new interventions change the
causal structure, it may be enough to incorporate the new information
into the model, i.e. render some background information as endogenous
variables, so that this information correctly represents the additional
dependencies (Kuorikoski 2012: 366).%! Lucas (1976) himself argued
that a more fine-grained mechanism based on rational choice theory

! This can also be done so that the first mechanism switches to another
mechanism under certain interventions. In other words, the new causal
structure can be understood as a new mechanism.
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could be used to explain why the interventions alter the original
mechanism.

Another possible way to address these criticisms is by arguing that
the modularity requirement should not be overemphasized (see
Raerinne 2011). As Steel (2010) argues, although it is almost always
possible to intervene on a causal system so that the consequences are
not tractable, the point of modularity is to model the causal structure of
the system. Such modelling involves one of the many possible
mechanistic representations of the system that describe relevant
dependencies that succumb under interventions or scrutiny, while other
parts of the system are taken as given. Hence, as Steel puts it,
modularity does not describe what causal systems are in their totality,
but rather how some parts of them can be idealized for desired
explanations. This means that it is enough that a model is modular for
the explanatory purpose it was built for.

Constitutive and causal explanations may also come with their own
modularity requirements. Kuorikoski (2012) argues that constitutive
explanation requires a strong parameter form of modularity and more
background information than causal explanations that can rely on a
weaker variable modularity. This is because the targets of explanation
are different: while parameter modularity requires that we are able to
situate a particular mechanism in a wider causal nexus by uncovering
its constitutive parts, variable modularity requires that interventions on
the variables within the mechanistic model do not change its causal
structure downstream. When this approach is applied to psychiatric
kinds, a constitutive explanation of the kind would locate it within the
counterfactual space of different ways it could have been built, while
causal explanation situates some of its aspects (represented by
variables) in dependency relations with their antecedent causes.

In the light of this discussion, it may sometimes be helpful to rely
on the heuristic aim of building a modular representation of causal
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structures in psychiatric explanations in order to disentangle their
complex causal relations. However, many psychiatric disorders may be
too complex and dynamic to be explained by means of decomposable
monadic mechanisms. For instance, according to Campaner (2016:
115), “the causal networks investigated present multiple nonlinear
interaction between biological, psychological and socioeconomic
processes, and often causal loops”. This lack of modularity, or weak
modularity, weakens the mechanistic explanatory power in psychiatry.
However, it should be borne in mind that not all explanations of
psychiatric disorders need to be constitutive (i.e. mechanistic
representations need not be parameter modular). In fact, it seems that at
the moment we do not have enough knowledge about the inner
structures of most disorders to attain physiological constitutive
explanations, while for some disorders constitutive biologically
oriented explanations may never be attainable, due to, for example,
feedback loops between our brains and social determinants. However,
this does not mean that we could not have some understanding of how
their manifest symptoms are brought about by antecedent causes. These
causal representations may submit to different strengths of modularity
so that we may be able to trace the outcomes of interventions
downstream by therapy or by pharmacological interventions. The
implication is that although it is extremely difficult to come up with a
complete picture of a given psychiatric disorder, we may nonetheless
come up with partial causal explanations of its various aspects targeted
by different disciplinary approaches.
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4.2 The Applicability Domain Account of Kind Explanation

The account of mechanistic explanation based on the contrastive
counterfactual theory can be employed to understand property cluster
kinds in general, and psychiatric kinds in particular. P6yhonen (2014),
for example, has employed the contrastive counterfactual account to
analyse the mechanisms responsible for property cluster kinds. In this
section, partly relying on Pdyhonen’s account, I will argue that
mechanistic explanations of property clusters have domains of
applicabilities, which should be ideally identified, especially when the
aim is to explain as dynamic and complex a phenomenon as a
psychiatric disorder. The central motivation for this approach is to put
forward an account that can be employed to identify how, and to what
extent, mechanisms explain property clusters. This approach enables a
more rigorous understanding of how different factors can contribute to
explaining the same kind, and also how these kinds can be delineated
for different epistemic and value-laden purposes. In other words, it
offers an epistemological account of psychiatric kinds.

4.2.1 Explanatory Depth and Scope

As pointed out, the HPC view grants scientific kinds a dual role:
property clusters support inductive inferences, while responsible
mechanisms explain why and how these properties co-occur in a
cluster. In other words, while causal mechanisms explain the
clustering of properties, the clusters together with their mechanistic
explanations enable secure extrapolations and projections (Kuorikoski
and Poyhonen 2012; see also Reydon 2009). Therefore, the more we
learn about the mechanisms that generate property clusters, the more
securely we can extrapolate that token clusters are of the same type.
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Moreover, when a specimen is identified as a member of a well
explained kind, we can reliably generalize and predict its behaviour
based on that membership. Simply put, the better explanation we have
for a property cluster, the more secure the inductive inferences and
extrapolations it supports.

My view is that the non-reductive epistemological mechanistic
approach to HPC kinds can be supplemented with the range over which
these mechanistic explanations are reliably applicable. A model of the
mechanism(s) that is responsible for a property cluster kind ideally
specifies a domain of applicability over which it stably explains the
kind and its property variations. The domain of applicability has a scope
and a depth dimension (cf. Griffiths 1999, p. 217).2 The scope
dimension describes the actual properties, places, and times where the
explanation is applicable. For instance, an explanation can cover
specific aspects of a kind for a determined duration and location. The
depth dimension describes the counterfactual stability of the
explanatory relation, that is, how dependent the inferences that the
explanation enables are on non-included situations. Hence, explanatory
depth is a modal notion. The idea is that explanations of a homeostatic
property cluster fall on dimensions of explanatory power or goodness
described by the contrastive-counterfactual theory. That is, a
mechanistic explanation has an applicability domain over which it can
answer what would happen to aspects of psychiatric kind if the
components, activities and organizational features of the responsible
mechanism were to change in specified ways. Crucially, applicability
domains are limited in the special sciences, including psychiatry,
because explananda phenomena are contingent on complex

62 Griffiths (1999, p. 217) distinguishes between the force and the scope of pro-
jections that kind categories support, whereas I am interested in identifying the
stability of the mechanistic explanations that warrant these projections.
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environmental circumstances, feedback loops, and dynamic processes.
In sum, an explanation can exceed the limits of its spatial and temporal
applicability by disregarding the dynamic and context-relative nature of
the targeted kind. An explanation should therefore make explicit and
explain why the given applicability domain is optimal for a set of
phenomena. This is tantamount to identifying better the limits of the
underlying causal mechanistic structure of the phenomena. That is,
identifying the applicability domain of an explanation spells out the
conditions under which the explanation is expected to be reliable and
when it can breakdown.

The applicability domain approach can be exemplified by Ian
Hacking’s (1995) account of multiple personality disorder (now called
dissociative identity disorder). Hacking argues that a prototypical con-
ception of multiple personality disorder, and diagnostic practices built
on it, shaped the way people behaved and perceived themselves (see
Chapters 5 and 6). This possible explanatory account could potentially
supplement an explanation of the multiple personality syndrome by be-
ing able to account in detail for the counterfactual dependence between
the diagnostic category and the birth of a multiple personality kind of
person. In accordance with Hacking’s account, the connection may be
at least partly explained by prototypical expectations and practices as-
sociated with the social role of being this kind of person (see also Mal-
lon 2016). Moreover, such an explanation can potentially contribute to
making an explanation deeper by being able to explain why the syn-
drome mainly existed in three different cultural locations (France, USA,
the Netherlands) as opposed to other locations (cf. Kihlstrom 2005).
Instead, the dominant trauma memory explanatory model, according to
which the syndrome has its origins in trauma (e.g. childhood sexual
abuse), is not very convincing (Kihlstrém 2005). It cannot explain why,
for instance, when childhood abuse was added as an explanation for the
multiple personality disorder, the diagnosed individuals started to
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amend their memories accordingly (Hacking 1995a, Kihlstrom 2005).
Hacking argues that the reason was a feedback loop between the general
prototype associated with the syndrome and the classified people them-
selves. However, Hacking’s proposed explanation is not very stable be-
cause it does not include psychological or cognitive factors. In other
words, the explanation’s scope only covers certain aspects of the syn-
drome, while other psychological or cognitive factors should be held as
stable background conditions.

This domain-relative approach can be employed to answer the pre-
viously mentioned challenge to the HPC view of psychiatric kinds. I
have argued that the crucial challenge to the property cluster view of
kinds, and thereby to a HPC view of psychiatric kinds, is to account for
their limited inductive success, facilitate the interaction of different
factors and discipline-related explanations, as well as to determine the
boundaries of these property clusters in spite of their fuzziness.
Identifying the boundaries of psychiatric disorders also needs to
account for the role of non-epistemic values (see Chapters 3 and 7).

Since explanatory stability according to the contrastive
counterfactual theory comes in degrees, which is intuitively captured
by the idea of invariance under intervention, the theory can explain the
empirical fact that inductive inferences that kind concepts in the special
sciences, including psychiatry, support are not open-ended. Rather,
according to my account, knowledge of the causal and constitutive
mechanisms responsible for a property cluster kind sets a domain over
which inductive inferences are warranted. In the case of causal
explanation, the idea of causal generalization as describing invariance
relationships under interventions can make understandable the domain-
relative nature of inductive inferences of property cluster kinds, which
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are not as robust as law-based or essential kinds.®® In sum, a mechanistic
explanation of a property cluster kind identifies a domain over which it
can answer counterfactual or “what-if-things-had-been-different”
questions about how some of the aspects of the property cluster would
behave in a systematic way under targeted (hypothetic) interventions.

The applicability domain approach can be applied to specify the
explanatory contribution of alternative explanations to the same
scientific kind, such as a psychiatric disorder. The contrastive form of
explanation facilitates comparisons between alternative explanations to
the extent that it may turn out that they are not necessarily competing
(Poyhonen 2013a, Van Bouwel 2014,). The reason is, as already
mentioned, that explanations always answer questions concerning some
aspects of the phenomenon of interest, not the whole phenomenon
(Ylikoski 2018). For this reason, after making explicit the alternative
explanation-seeking questions with contrasts by including only the
factors that describe the difference between the given explanandum and
its foil, it may turn out that the explanatory answers in fact complement
each other. In this case, they would provide information about different
aspects of the same kind (P6yhonen 2013b: 39). In other words, these
explanations could thereby contribute to the applicability domain of a
psychiatric kind explanation. This can be put in counterfactual terms so
that a better explanation of a property cluster kind answers more
counterfactual questions because it locates the kind within a larger
space of alternative possibilities.

The idea of explanatory depth and scope can be employed to
compare the explanatory import of alternative explanations to the same
psychiatric kind. Moreover, explanatory aims may also lead to different
ways of demarcating the explanandum property cluster kind, so that the

63 1 do not want to claim that this is the only way to understand stability. Craver
(2007), for instance, argues for mutual manipulativity in constitutional explana-
tion.
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corresponding explanation would carve the responsible causal structure
differently. In this section, I will analyse comparative explanations, and
in the following section, I will analyse kind delineation.

According to the contrastive counterfactual theory, explanatory
power or depth is not an all or nothing matter. Rather, the depth of an
explanation depends on how many relevant what if-questions it can
answer. According to the CC theory, explanatory depth can be
explicated with explanatory insensitivity and precision. The
insensitivity of an explanation is the measure of the invariance of the
explanatory dependency under different background conditions
(Ylikoski and Kuorikoski 2012, Woodward 2006, 2003). The power of
an explanation increases the less the counterfactual connection it
depicts is relative to background conditions. In other words, an increase
in sensitivity renders an explanation more fragile, whereas a decrease
in sensitivity renders it more powerful. This is because explanations
that hold only under certain background conditions cannot answer as
many what-if questions as explanations that are not sensitive to those
conditions. As Poyhonen (2010) has pointed out, insensitivity is an
especially important feature of the mechanistic explanation of property
cluster kinds: an explanatory mechanism should be resistant to changes
in at least some background conditions for the kind concept to support
epistemic projects such as inductive inferences.®* The precision of an
explanation is an aspect of the explanandum (ibid). Deeper or more
powerful explanations provide more details of the contrast space
relative to the explanandum (Ylikoski and Kuorikoski 2010). That is, a
powerful explanation is able to characterize in a fine-grained way why
something is the case in contrast to something else.®

%4 It is important to distinguish insensitivity from scope: an explanation of a kind
can be very insensitive, although there are not many actual tokens of the kind that
it applies to. That is, an explanation may apply only to very few actual cases, but
still provide a very robust explanation (Woodward 2003).

85 Ylikoski (2007) has provided a comprehensive analysis of possible contrasts.
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According to Ylikoski and Kuorikoski (2010), mechanistic detail
is not an independent virtue, but can rather be analysed with sensitivity
and precision. By including mechanistic details or providing more
mechanisms to explain a phenomenon, the explanation can answer
more what-if questions. More details make the explanation less
sensitive to background conditions because the explanatory
dependency applies to more circumstances. Moreover, there is an
explanatory trade-off between sensitivity and precision (Ylikoski and
Kuorikoski 2010). In general, the more precise an explanation is, the
more sensitive it is to background conditions. This is natural because
the counterfactual dependency between an explanans and a fine-grained
explanandum is more prone to external disruptions than a dependency
between explanans and an abstract explanandum (ibid.: 211).

The scope of a mechanistic explanation’s applicability domain of a
psychiatric kind, on the other hand, can be further explicated by both
horizontal and vertical levels of description. The scope of the
explanation is set by the contrastive explication of the aims of the
explanation, that is, which aspect of the property cluster we are
interested in explaining. The scope can be distinguished between a
horizontal and a vertical level of description. The horizontal level
includes the aspects of properties on the same level of description,
whereas the vertical level includes aspects of properties from different
levels of description. For instance, a robust complex mechanistic
explanation of major depression may require one to consider
psychological, neuro-cognitive, and genetic factors and their
interactions, and it may include various etiological environmental
causal factors.

The domain-relative approach can be employed to analyse how
explanations can contribute to explaining the same psychiatric kind.
This can be demonstrated with a potential hybrid mechanistic
explanation that would describe the connection between migration and
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the onset of schizophrenia. According to statistics, there is a nine-fold
higher risk of schizophrenia among the black Caribbean community in
the UK (Pinto, Ashworth, and Jones 2008; see also Howes and Murray
2014). The mediating social determinants between immigration and the
onset of schizophrenia could include, for instance, social-economic sta-
tus, cultural meanings, cannabis use, racism, and an urban environment.
Changes in any one of these background conditions could have an
impact on the course-grained explanatory connection between
immigration and schizophrenia, and probably also alter the symptom
profile of the disorder. Hence, an explanation that would refer to social
factors merely as triggering influences on genetic predispositions
would be sensitive to alterations in these social determinants. Instead, a
social mechanism of discrimination and racism experienced by the
Caribbean community, could contribute to explaining the increased
incidence of schizophrenia, and thereby make the general explanation
deeper. The scope of this explanation could cover, for instance,
Caribbean immigrants in the UK in contrast to immigrants who have
experienced less discrimination. The example demonstrates how the
non-metaphysical account of mechanistic explanation matches the view
that the HPC account can accommodate external mechanisms that are
responsible for property clusters (Boyd 1991; see also Mallon 2003). It
also fits nicely with the idea that uncovering social mechanisms enables
extrapolations (see Elster 2015; cf. Steel 2008).6

However, it should be borne in mind that deeper explanations of
psychiatric kinds require hybrid mechanistic explanations. As an
example, Kirmayer and Gold (2012) suggest that there are at least three
ways social factors may interact with genetic vulnerabilities to produce

% Roughly, a social mechanism can be said to consist of individual agents whose
relations and actions are responsible for a social phenomenon. See Hedstrém and
Ylikoski (2010).

174



psychiatric disorders. First, genes can induce behavioural patterns that
predispose the individual to behave in certain ways that in turn have
psychological effects. These in turn can contribute to the individual
becoming sick. As an example, they speculate that a psychological dis-
position to be bullied as a child could influence the changes of devel-
oping psychosis later. Hence, Kirmayer and Gold (2012: 324) point out
that the “social environment may thus be part of a loop that affects men-
tal life”. It is plausible that similar environmental loops can also influ-
ence our brains more directly. I think it is possible, for example, that
the prevalence of schizophrenia among some members of the Caribbean
community the UK could be partly due to a genetic predisposition to
seek pleasures, such as cannabis smoking, that stimulate specific areas
of the brains. Second, Kirmayer and Gold argue that some people may
be genetically more susceptible to stress, which in turn may predispose
them to mental disorders in urban environments. Third, they also point
out that social life, such as abuse, may influence genetic expression (i.e.
epigenetics processes) and thereby contribute to the development of
psychiatric disorders. Therefore, in the light of these points, a hybrid
mechanistic explanation, which would incorporate heterogeneous
(etiological) causal factors, including feedback effects between social
environments and genetic predispositions, would substantially widen
and deepen the explanation’s domain of applicability. As Kirmayer and
Gold (2012) point out, the social world has its own structure, and
therefore an adequate social explanation of a mental disorder cannot be
reduced to mere “triggering” causes. This knowledge, in turn, could
contribute to more secure projections based on the classificatory
concept of schizophrenia in general.

Although it may seem that some disorders require only a simple
explanation based on one cause, their better understanding may still
require a mechanistic explanation that involves causal factors from
several levels of description or organization. For example, the genetic

175



explanation of Huntington’s disease offers a deep explanation within a
relatively narrow scope (cf. Murphy 2015: 95). Huntington’s symptom
cluster consists of behavioural, cognitive, and psychological
dysfunctions, such as slow eye movement, difficulty in concentrating,
and feelings of irritability, respectively. These symptoms are caused
almost completely by a single gene, IT15 on chromosome 4, to the
extent that the onset of the symptoms is not dependent on specific social
or psychological factors (ibid.: 95-96). In other words, the genetic
explanation of Huntington’s disease seems to be vertically narrow as it
requires only one level of description. Nevertheless, such an
explanation grounds generalizations that are highly invariant under
many environmental, social, and psychological variations. Changes in
these background conditions would not make a difference to the
disease. Nevertheless, there are multiple mechanisms that contribute to
how the gene produces the disease. Understanding these would require
descriptions of causal factors from multiple levels, such as genetic and
neurological (Gil and Rego 2008). The hope is that revealing these
mechanisms would ultimately lead to effective cures. Hence, if the
scope of the explanation is widened to cover the mechanisms that
produce the disease, other facts than the gene are needed. Moreover, if
the scope is to explain the experience and larger consequences of the
disease, psychological and social explanations would be needed. For
instance, if the aim is to explain the experience of a certain psychiatric
disorder, while knowledge of its possible neurological constitution
would help, it would not be enough to explain the disorder in its totality.
This is also the case when they are directly aligned in a constitutive
relation, in which case there is counterfactual dependency between the
whole and its parts.’” Rather, phenomenological explanations, for

67 Although I not claiming that there is top-down causation, I nonetheless think
that th