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Abstract
The dominant conception of delusion in psychiatry (in textbooks, research papers,
diagnostic manuals, etc.) is predominantly epistemic. Delusions are almost always
characterized in terms of their epistemic defects, i.e., defects with respect to evidence,
reasoning, judgment, etc. However, there is an individualistic bias in the epistemic
conception; the alleged epistemic defects and abnormalities in delusions relate to
individualistic epistemic processes rather than social epistemic processes. We endorse
the social epistemological turn in recent philosophical epistemology, and claim that a
corresponding turn is needed in the study of delusions. It is a turn from the (purely)
individualistic conception, which characterizes delusions only by individualistic epis-
temic defects and abnormalities, to the (partially) social epistemic conception, which
characterizes delusions by individualistic aswell as social epistemic defects and abnor-
malities. This paper is intended as an initial step toward such a social epistemological
turn. In particular, we will develop a new model of the development of delusions
according to which testimonial abnormalities, including testimonial isolation and tes-
timonial discount, are a causal factor in the development of delusions.
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1 Introduction

The dominant conception of delusion in psychiatry (in textbooks, research papers,
diagnostic manuals, etc.) is predominantly epistemic (Bortolotti 2013; Broome and
Bortolotti 2009). Delusions are almost always characterized in terms of some epis-
temic notion, e.g., evidence, reasoning, judgment, etc. For instance, the Diagnostic
and Statistical Manual of Mental Disorders 5th Edition (DSM-5) characterizes delu-
sions as “fixed beliefs that are not amenable to change in light of conflicting evidence”
(American Psychiatric Association 2013, p. 87), and they are said to be “based on
incorrect inference about external reality” and “firmly held despite what almost every-
one else believes and despite what constitutes incontrovertible and obvious proof or
evidence to the contrary” (American Psychiatric Association 2013, p. 819).

Looking closer, however, we can find a bias in the epistemic conception of delu-
sions in psychiatry; this is an individualistic bias. The epistemic conception tends to
characterize delusion in terms of what we call “individualistic sources of evidence”
rather than “social sources of evidence.” Individualistic sources of evidence (e.g.,
perception, reasoning, memory) are those that an epistemic agent can have without
interaction with other epistemic agents. Social sources of evidence (e.g., testimony),
by contrast, are those that an epistemic agent can have only with interaction with other
epistemic agents. The individualistic bias can be seen in DSM-5, which character-
izes delusions in terms of a failure of inference (which is an individualistic source of
evidence), not in terms of a failure of testimony (which is a social source of evidence).1

The same bias, i.e., the individualistic bias, had been pervasive in philosophical
epistemology until recently; the bias consists in thinking of an epistemic agent as “a
single individual who undertakes the task [of seeking truth] all by himself/herself,
without consulting others” (Goldman and O’Connor 2019). Against this bias, social
epistemologists defend an alternative conception of the epistemic agent as someone
who “pursue[s] the truth […] with the help of, or in the face of, others” (Goldman
and O’Connor 2019), and they discuss epistemological issues concerning such an
epistemic agent, such as testimony, peer disagreement, etc.

1 Somemight reject the contrast between testimony, which is social, and inference, which is individualistic,
possibly on the basis of a Humean reductionist idea according to which testimony eventually reduces to
(inductive) inference. We have two comments in response to this objection. First, the reductionism/anti-
reductionism debate in the epistemology of testimony is not directly relevant to our project. It is an
epistemological debate concerning justification by testimony. By contrast, our focus in this paper is not
on justification by testimony, but on the psychological process of testimony. Second, we do not rule out the
possibility that the psychological process of testimony involves some form of inference (which is in fact
quite reasonable given a broad notion of “inference”). Still, testimony is inherently social in the sense that
it presupposes interactions with others. Inference (in non-testimonial cases), by contrast, is not inherently
social in this sense.
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We endorse this social epistemological turn in philosophical epistemology2 and
claim that a corresponding turn is needed in the study of delusions. It is a turn from
the (purely) individualistic study of delusion in which only individualistic sources
of evidence (e.g., perception, reasoning) are investigated (e.g., whether delusional
patients reasonably respond to perceptual evidence or not, whether delusional patients
reason correctly or not, etc.) to the (partially3) social study of delusion in which social
sources of evidence (e.g., testimony) are also investigated (whether delusional patients
reasonably respond to testimonial evidence or not, etc.)

This paper is intended as an initial step toward such a social epistemological turn
in the study of delusions. As an initial step, this paper aims to develop a new model
of the etiology of delusions according to which testimonial abnormalities are a causal
factor in the development of delusions.

Our approach is motivated by two general ideas. The first idea, which is at the
core of social epistemology, is that much (or perhaps most) of what we believe and
know is based on social sources of evidence. As Goldman notes, “what people believe
and know is largely a function of their community and culture, narrowly or broadly
construed. Most of what we believe is influenced, directly or indirectly, by utterances
and writings of others” (Goldman 1999b, p. 3).

The second idea concerns the social abnormalities in schizophrenia, which have
been noted by clinicians and researchers. Here is a classic observation of the asocial
nature of schizophrenia made by Jaspers:

It is to a certain extent characteristic for the large group of thosewho arementally
ill in the narrower sense and whomwe nowadays class together as schizophrenic
that they should exclude themselves fromhuman society in some formor another.
They erect a newworld inside themselves in which they predominantly live even
though to the superficial observer they may seem to be quite in touch with the
real world. They have no urge to share this realm of feelings, experiences and
delusional ideas which is solely their own. […] The individuals who–in typical
cases–shut themselves off from others without seeming to notice it or suffering
in any way from it have always formed a group of socially dead people. (Jaspers
1963, pp. 724–725).

Merging these ideas sustains the reasonable expectation that belief formation and
knowledge acquisition are disturbed in schizophrenia in one way or another because
of the social abnormalities in this condition. Our claim is that this disturbance is part
of the etiology of delusions in schizophrenia.4

2 Here we assume a rather narrow conception of social epistemology, the one that discusses epistemological
issues concerning individual doxastic agents with social evidence (the “first variety” of social epistemology,
according to Goldman 2011). Social epistemology, broadly construed, also discusses epistemological issues
concerning collective doxastic agents (the “second variety”) and epistemic systems (the “third variety”).
The collective variety and the systemic variety of social epistemology can also have interesting implications
for the study of delusions, but we will not discuss these ideas in this paper. For a related discussion of shared
delusions, see Sect. 4.
3 We speak of the partially rather than purely social epistemic conception, because it does not rule out the
relevance of individualistic defects and abnormalities.
4 For further discussion of social factors in the development of delusions, see the papers by Freeman
and colleagues, including Freeman et al. (2001, 2002). See also Cameron (1959) and Fuchs (2015). For a
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It is worth noting that our model does not aim to replace existing theories of delu-
sions. First, our claim is that testimonial abnormalities are a causal factor in delusions
in schizophrenia. Thus, it is compatible with other theories, such as the two-factor
theory (see Sect. 2), that are primarily about non-schizophrenic delusions. Second,
our claim is that testimonial abnormalities are a causal factor, rather than the causal
factor, in delusions in schizophrenia. Thus, it is compatible with other theories; e.g.,
our model captures one aspect of the etiology of delusions, and other theories capture
other aspects. See Sect. 3.1 for more details.

We begin with an overview of the existing theories of the etiology of delusions
(Sect. 2). We observe that existing theories are mostly individualistic; they explain
delusions in terms of abnormal experiences and/or abnormal reasoning of deluded
individuals. Then, we propose our model, which explains how testimonial abnormali-
ties can causally contribute to different stages of the development of delusions (Sect. 3).
Finally, we consider potential objections to our model (Sect. 4).

2 Previousmodels of delusions

A delusion is, roughly, a belief that is held despite obvious counterevidence and that
is not explained by the person’s social, cultural or religious background.5 Delusions
feature in an array of psychiatric and neurological conditions including schizophrenia,
dementia, and acquired brain injury. Delusions are typically (but not necessarily) false,
and their content can be (but does not have to be) bizarre. Delusions are classified into
sub-categories according to theme or topic. The delusion of persecution, for example,
involves the idea of being harmed or harassed by an individual or group. The Capgras
delusion involves the idea that a familiar individual has been replaced by an imposter.

In many cases, delusions occur in one of two ways (Davies et al. 2001). First, the
delusions of patients can be circumscribed (i.e., the delusions are rather isolated in
their system of beliefs) and monothematic (i.e., the delusions focus on a particular
topic; their beliefs are quite normal concerning other topics). Second, the delusions of
patients can be elaborated (i.e., the delusions form an intricate delusional system of
beliefs) and polythematic (i.e., the delusions involve multiple topics). Roughly, delu-
sions in schizophrenia tend to be elaborated and polythematic, while delusions due
to neuropsychological deficits tend to be circumscribed and monothematic (Davies
et al. 2001; Stone and Young 1997).6 Our main focus in this paper is the former

Footnote 4 continued
philosophical discussion of testimony in delusions and religious beliefs, see Radden (2010) and Murphy
(2013).
5 There is, however, an ongoing philosophical debate as to whether or not delusions are really beliefs
(Bortolotti 2010). For the purposes of this paper, we operate under the assumption that delusions are
beliefs. Note, however, that we do not rule out the possibility that delusions typically involve something
more than abnormal beliefs (e.g., feelings, moods, etc.) or that some delusions are so different from what
we ordinarily call “beliefs” that they might be excluded from the psychological category of belief.
6 Here we assume that elaboration and polythematicity co-occur and that circumscription and monothe-
maticity co-occur. As Davies and colleagues point out, however, this assumption might not be perfectly
accurate: “it is worth noting that monothematicity and circumscription are, strictly speaking, independent
of each other” (Davies el al. 2001, p. 135). For example, it is possible that some monothematic delusions
become elaborated to some extent.
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group of delusions. As we will see, our model of the etiology of delusions is partic-
ularly promising when it comes to explaining elaborated and polythematic delusions
in schizophrenia.

Why do delusional patients believe what they believe? Where do the delusions
come from? What causes delusional beliefs? In answering these questions, a number
of theories regarding the etiology of delusions have been proposed.Here is an overview
of some of the leading ones. (But note that this overview does not cover all theories.)

1. Reasoning Abnormality Accounts Some theorists argue that delusions are (mainly)
caused by some reasoning abnormalities. Von Domarus (1944) presents a classic
reasoning abnormality account according to which delusions arise from abnor-
mal failures of syllogistic reasoning. Von Domarus’ view is not widely accepted,
mainly because of the lack of supporting evidence concerning syllogistic reasoning
abnormalities. However, researchers found other reasoning-related abnormalities.
One of themost famous findings concerns the jumping-to-conclusions bias (Garety
and Hemsley 1997; Huq et al. 1988), which is the bias of coming to a conclusion
more quickly than non-clinical subjects. Another finding concerns the bias against
disconfirmatory evidence (Moritz and Woodward 2006; Woodward et al. 2006),
which is the bias of failing to incorporate evidence contrary to one’s prior belief.

2. Experiential Abnormality Accounts Other theorists claim that delusions are
(mainly) caused by some experiential abnormalities (Maher 1974; Kapur 2003). A
notable experiential abnormality account is the one by Maher (1974), who denies
the relevance of reasoning abnormalities and argues that delusions are caused
by abnormal perceptual experiences. According to Maher, delusions arise when
patients try to explain their abnormal perceptual experiences. Their perceptual
experiences are abnormal, whereas their explanation of them is normal and reason-
able: “the explanations (i.e., the delusions) of the patient are derived by cognitive
activity that is essentially indistinguishable from that employed by non-patients,
by scientists, and by people generally” (Maher 1974, p. 103).

3. Multifactorial Accounts The third group of theorists proposes multifactorial
accounts that combine two or more causal factors. For example, Stone and Young
(1997) appeal to both experiential and reasoning factors in explaining the Capgras
delusion, i.e., an abnormal perceptual-affective experience of a familiar face and
a reasoning bias called the “bias towards observational adequacy,” which is the
bias of placing more emphasis on incorporating new observations into the belief
system at the expense of its stability. The most influential multifactorial account
is the “two-factor theory” by Coltheart and colleagues (Coltheart 2007; Coltheart
et al. 2011). According to their theory (in its 2010 version; Coltheart et al. 2010),
there are two dissociable causal factors in the development of delusions. In the
case of the Capgras delusion, for example, the first factor has something to do
with abnormal autonomic responses to familiar faces, and the second factor is an
abnormal neglect or discount of evidence against the Capgras hypothesis.

4. Prediction Error Accounts The fourth group of theorists, prediction error theo-
rists, argues that delusions are the product of faulty processing of prediction errors
(Corlett et al. 2010; Fletcher & Frith 2009), which is consistent with a number
of empirical studies, including the one by Corlett et al. (2007). Prediction error
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theorists deny the fundamental assumption in the debate between experiential and
reasoning abnormality accounts, namely, that experiential and reasoning abnor-
malities can be clearly distinguished from one another. According to prediction
error accounts, both experiential and reasoning factors are subsumed under one
single factor, namely, the disrupted processing of prediction errors: “[a]n important
principle that has emerged is that both perception of the world and learning about
the world (and therefore beliefs) are dependent on predictions and the extent to
which they are fulfilled. This suggests that a single deficit could explain abnormal
perceptions and beliefs” (Fletcher and Frith 2009, p. 51).

The above summary makes it clear that mainstream theories of the etiology of
delusions tend to focus on individualistic factors, such as (abnormal) experiences or
(abnormal) reasoning.7

It is very likely that the mainstream theories, or at least some of them, capture
important aspects of the development of delusions. However, mainstream theories
might not tell the whole story. They might not explain all the crucial facts about the
etiology of delusions. Among others, we will mention two remaining issues that are
particularly important for our discussion.

The first issue is that mainstream theories might not explain why delusions—espe-
cially those in schizophrenia—can be elaborated and polythematic. Let us consider
the following case of elaborated and polythematic delusions in schizophrenia.

A Thirty-Three-Year-Old Man with Chronic Schizophrenia. The patient had
been ill for fourteen years. At the time of the interview, he was preoccupied
and distressed by the firm belief that he had no internal organs. Although his
doctors had told him that this was a physiological impossibility, and despite some
acknowledgement on the part of the patient that he could not quite understand
how such a thing was possible, the patient said that he could not rid himself of
the belief. The patient also expressed the belief that spirit doctors had come to
his room one night to perform amagical operation in order to remove his internal
organs. This happened, he believed, because he was being punished by God for
some evil or sin that he had committed, although he was uncertain about the
nature of that sin. The most distressing aspect of the delusion for this patient
was the pervasive worry that, when he died, he would be rejected from heaven
because he was no longer a proper human being (Davies et al. 2001, p. 136).

Experiential abnormality theorists such as Maher would argue the patient experiences
some abnormal somatic feelings, which is why he comes to believe that he has no
internal organs. Coltheart et al. (2010) would argue that the patient neglects or dis-
counts evidence, which is why he cannot revise his belief despite the doctor’s telling
him that it is physiologically impossible that he has no internal organs. But, there is
little discussion in mainstream theories of why his delusions are elaborated and poly-
thematic, of why the patient believes not only that he has no internal organs, but also
that spirit doctors removed his internal organs, that he was punished by God for some
evil or sin, that he will be rejected from heaven, and so on.

7 See, however, Freeman et al. (2001, 2002), for example.
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An exception is the paper by Coltheart and colleagues (2011; see also Coltheart
2013) in which, from a two-factor theoretic point of view, they suggest three ideas
about how delusions can be elaborated; delusions become polythematic when (1)
multiple first factors are present, (2) the second factor is particularly severe, and (3)
the first factor is ambiguous and open to multiple interpretations. But they admit that
these are “speculative answers” (Coltheart et al. 2011, p. 293) that, at this moment,
have not been supported by empirical evidence.

The second issue is that mainstream theories might not explain why delusional
patients seem to be responsive to some forms of evidence, but not to others. It is
very likely that the schizophrenic patient in the case above adopts the delusional
hypothesis that he has no internal organs in response to abnormal somatic feelings.
This means that, on the one hand, the patient is responsive to evidence in the form of
abnormal experience. On the other, the patient is not responsive to evidence when the
doctor tells him that it is physiologically impossible that he has no internal organs.
In fact, not being responsive to conflicting evidence is widely regarded as one of the
distinctive features of delusions in general. For example, we already noted that DSM-5
characterizes delusions as “fixed beliefs that are not amenable to change in light of
conflicting evidence” (American Psychiatric Association 2013, p. 87).

But then there is a prima facie puzzle here; the schizophrenic patient is responsive
to some forms of evidence (e.g., abnormal somatic feelings) but not to others (e.g.,
the doctor’s telling him that it is impossible that he has no internal organs).

It should be emphasized that this is not a confirmation bias. It is not the case that the
patient is responsive to abnormal somatic feelings (but not to the doctor’s suggestion)
simply because of his bias to favor the information that is consistent with his prior
belief, i.e., his belief that he has no internal organs. After all, when he first experiences
the abnormal somatic feelings, he does not have a prior delusional belief that he has
no internal organs. Instead, his prior beliefs at that stage overwhelmingly support
the idea that he does have internal organs. Thus, the confirmation bias hypothesis
cannot explain why, despite his prior belief that he has internal organs, he responds
to abnormal somatic feelings and reaches the delusional conclusion that he has no
internal organs.

These two problems above, the problem of elaborated/polythematic delusions and
the problem of evidence responsiveness, are not meant to be the devastating objections
to mainstream theories. There will be some possible solutions. Our solution is to
appeal to another theory, which we will propose in the next section, that supplements
mainstream theories.

3 Social factors in the development of delusions

3.1 The testimonial theory of delusions

In this section, we introduce a new non-individualistic model of the etiology of
delusions. Our model provides us with a detailed account of exactly how social abnor-
malities in schizophrenia causally contribute to some stages of the development of
delusions. In its basic form, the model—we call it the “testimonial theory of delu-
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sions”—says that delusions in schizophrenia are partially explained by testimonial
abnormalities, including (1) the loss of testimonial interaction with others (we call
this “testimonial isolation”) and (2) the discounting of testimonial evidence (“testi-
monial discount”). Both testimonial isolation and testimonial discount are general
tendencies in schizophrenia,8 caused by social abnormalities characterizing the disor-
der (see Sect. 3.2 for details).

According to our model, testimonial abnormalities causally contribute to some
stages of the development of delusions. Which stages, exactly?

We distinguish three different stages in the development of delusions. The adoption
stage is the initial stage where the patient adopts a delusional hypothesis (e.g., “I
have no internal organs”) rather than an alternative, non-delusional hypothesis (e.g.,
“Perhaps my internal organs are not very healthy”). The maintenance stage is the next
stage where, despite obvious counterevidence (e.g., the doctor’s telling the patient that
it is physiologically impossible that he has no internal organs), the patient maintains
the delusional hypothesis. The elaboration/polythematization stage is an optional stage
(“optional” in the sense that not all delusions go through this stage), where delusional
hypotheses are elaborated and polythematized, forming an intricate delusional system
of beliefs (e.g., the patient comes to believe not only that he has no internal organs,
but also that spirit doctors removed his internal organs, that he was punished by God
for some evil or sin, that he will be rejected from heaven, and so on).

Corresponding to the three stages of development of delusions, we can think of three
possibilities for how testimonial abnormalities enter into the etiology of delusions:

The Adoption Stage Testimonial abnormalities can causally contribute to the
adoption stage. For example, a patient has some abnormal somatic feelings
and considers why he has them. Partly because of testimonial abnormalities, he
adopts the implausible and delusional hypothesis that he has no internal organs.
If he had not suffered from testimonial abnormalities, he would not have adopted
the delusional hypothesis in response to the abnormal somatic feelings.

The Maintenance Stage Testimonial abnormalities can causally contribute to
the maintenance stage. For example, after the delusional hypothesis is adopted,
conflicting evidence becomes available to the patient, such as the doctor’s telling
him that it is physiologically impossible that he has no internal organs. Partly
because of testimonial abnormalities, he fails to revise the delusional hypothesis
in light of the conflicting evidence. If he had not suffered from testimonial
abnormalities, he would have revised the delusional hypothesis that he has no
internal organs.

8 A possible objection to this idea would be that, if testimonial isolation and testimonial discount are
general tendencies, then they are psychological dispositions of individual epistemic agents. Accordingly,
our account eventually amounts to an individualistic account of delusions in which some individualistic
psychological dispositions are the fundamental causes of delusions.Wecounter the objection byhighlighting
that this possibility is compatible with our claim. After all, we haven’t argued that testimonial isolation
and testimonial discount are the fundamental causes (whatever that may mean exactly); we only claim that
those epistemic deficiencies are causally relevant or that they are among the causal factors of delusions (in
line with the multifactorial approach).
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The Elaboration/Polythematization Stage Testimonial abnormalities can
causally contribute to the elaboration/polythematization stage. For example, the
patient considers the implications of his delusional belief. He considers why he
has no internal organs. Partly because of testimonial abnormalities, he reaches
another implausible and delusional idea that he has no internal organs because he
was punished by God for some evil or sin. If he had not suffered from testimonial
abnormalities, he would not have endorsed this delusional idea.

These possibilities are not mutually exclusive. For example, testimonial abnormalities
might be responsible for all the stages, at least in principle.

Several clarificatory remarks are in order.
First, we are pluralists about the etiology of delusions in the sense that we do not

necessarily assume that all delusions are developed in the same way. Perhaps the testi-
monial theory is applicable to some delusions, but not to others. The testimonial theory
is intended primarily as an account of delusions in schizophrenia; its applicability to
delusions due to neuropsychological deficits is an open question.

Since our main target is delusions in schizophrenia, we remain open as to whether
our theory can explain non-schizophrenic delusions. We do not consider this to be a
problem for our proposal. For one thing, existing theories of the etiology of delusion
also have limited scopes. The prediction-error theory is primarily about delusions in
schizophrenia, and its applicability to non-schizophrenic delusions is still unclear. The
two-factor theory is primarily about monothematic delusions (due to neuropsycholog-
ical deficits), and its applicability to polythematic delusions (due to schizophrenia) is
still unclear (for more discussions of the prediction-error theory and the two-factor
theory, see Miyazono and McKay 2019). Moreover, because delusions in schizophre-
nia and those in neuropsychological deficits exhibit different features, the successful
account of the former should be (at least partially) different from that of the latter. In
particular, the successful account of delusions in schizophrenia needs to explain why
they tend to be elaborated and polythematic, while the successful account of delusions
due to neuropsychological deficits needs to explain why they tend to be circumscribed
and monothematic.

Second, we are committed to the multifactorial approach, according to which the
development of delusions is a complicated process in which different factors are
involved. The testimonial theory does not say that testimonial abnormalities are the
only factor in the development of delusions. Other (individualistic) factors, such as
experiential or reasoning abnormalities, are not ruled out. For the same reason, the
testimonial theory does not imply that testimonial abnormalities are sufficient for a
person to develop delusional beliefs, or that any people with testimonial abnormalities
develop some delusional beliefs.

Although testimonial abnormalities can causally contribute to all stages of the
development of delusions in principle, we are inclined to think that they are not the
main factor in the adoption stage. In many delusions, the main factor would be some
abnormal experiential input (such as abnormal somatic feelings). The role, if any, of
testimonial abnormalities is minimal or supplementary in the adoption stage. So, our
view is that testimonial abnormalities are particularly relevant in accounting for the
maintenance stage and the elaboration/polythematization stage.
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Since it is pluralistic and multifactorial, the testimonial theory does not compete
with existing theories of the etiology of delusions, such as multifactorial accounts or
prediction error accounts. Rather, the testimonial theory can supplement mainstream
theories9 by addressing the remaining issueswe saw in the last section, i.e., the problem
of elaborated/polythematic delusions and the problem of evidence responsiveness.

First, the testimonial theory answers the question of why delusions can be elab-
orated and polythematic. A crucial part of the testimonial theory is the idea that
testimonial abnormalities causally contribute to the elaboration/polythematization
stage. We can explain not only why delusions can be elaborated and polythematic,
but also why delusions in schizophrenia tend to be so. It is part and parcel of our
hypothesis that testimonial abnormalities are typically associated with schizophrenia,
caused by some deficits that can be seen in schizophrenia, which we will discuss in
Sect. 3.2 (althoughwe do not necessarily rule out the possibility that testimonial abnor-
malities are also present in other non-schizophrenic conditions). Thus, the fact that
delusions in schizophrenia tend to be elaborated and polythematic can be explained
by our proposal that testimonial abnormalities, which are typically associated with
schizophrenia, causally contribute to the elaboration/polythematization stage.

Second, the testimonial theory explains why delusional patients seem to be respon-
sive to some forms of evidence, but not to others. For example, the schizophrenic
patient in our previous vignette is responsive to an abnormal somatic experience (which
is why he adopted the delusional hypothesis that he has no internal organs), but not
to the doctor’s telling him that it is physiologically impossible that he has no internal
organs (which is why he maintained the delusional hypothesis). We can explain this
rather puzzling pattern if we assume that the patient responds to different kinds of
evidence in different ways. In particular, the patient is especially irresponsive to testi-
monial evidence (such as the doctor’s testimony) because of testimonial discount, but
he does not have a corresponding problem with respect to experiential evidence (such
as abnormal somatic feelings).

(Note, however, that it is not our view that delusional patients are irresponsive to tes-
timonial evidence alone. They are probably irresponsive to non-testimonial evidence
too. Even so, such irresponsiveness might also have something to do with testimonial
abnormalities. See Sect. 3.2 for a discussion of how testimonial abnormalities can
cause a patient to neglect or discount non-testimonial evidence.)

3.2 Testimonial isolation and testimonial discount

The remainder of Sect. 3 aims tomake ourmodel as credible as possible by filling in the
details of the testimonial theory as well as reviewing the relevant evidence supporting
it.

Let us begin with testimonial isolation, which involves a lack of testimonial inter-
action with others.

9 This corresponds to the idea in epistemology that social epistemology does not compete with but rather
supplements individualistic epistemology. Goldman notes: “I have no general objection to individual epis-
temology […] But given the deeply collaborative and interactive nature of knowledge seeking, especially
in the modern world, individual epistemology needs a social counterpart: social epistemology” (Goldman
1999a, p. 4).
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It has already been hypothesized that testimonial isolation can causally contribute
to the development of delusions. For example, Freeman and colleagues mention the
lack of testimonial interaction in the etiology of the delusion of persecution: “[i]f the
person is isolated, unable to revise his or her thoughts on the basis of interactions with
supportive others, then ideas of threat are more likely to flourish. A similar process
will occur if the person is reluctant to talk to others—he or she may be secretive
or mistrustful, or believe that personal matters should not be discussed with others”
(Freeman et al. 2002, pp. 355–356).10

What causes testimonial isolation in schizophrenia? It has been argued that possi-
ble causes include: social skill deficit (the lack of appropriate skills and competence
in social and communicative exchanges; see Mueser et al. 1991) or social anhedonia
(the reduced ability to experience pleasure from social relationships; see Blanchard
et al. 2001). The former would deprive schizophrenic patients of the skills and com-
petence necessary for testimonial interaction, while the latter would deprive them of
the motivation for it.

Social cognition deficits might causally contribute to testimonial isolation as well.
Various forms of social cognition deficits in schizophrenia have been reported (Penn
et al. 2008), including emotion perception deficits (e.g., the failure to identify emotions
displayed in facial expressions), Theory ofMind deficits (e.g., the failure to understand
false beliefs, hints, intentions, deception, metaphor, irony, etc.), and attribution biases
(e.g., the bias to blame others rather than situations for negative events).

Let us now turn to testimonial discount, which is perhaps more interesting than
testimonial isolation from a philosophical point of view. Testimonial discount involves
neglecting or discounting testimonial evidence.

We hypothesize that testimonial discount comes from the underestimation of
competence and sincerity, which are among the crucial constituents of epistemic trust-
worthiness in testimony (Fricker 2007).11

Why do patients with schizophrenia underestimate testifier’s competence and sin-
cerity? A possibility is that paranoid thoughts or feelings,12 which are common in
schizophrenia, cause patients to underestimate the sincerity of testifiers. If you think
or feel that a person is trying to harm or harass you, then you probably will not think

10 Cameron expresses a similar idea (although his focus seems to be more on miscommunication than on
the lack of testimonial interaction): “[t]he adult who is especially vulnerable to paranoid developments is
one in whom this process of socialization has been seriously defective. His deficient social learning and
poorly developed social skills leave him unable to understand adequately the motivations, attitudes, and
intentions of others. When he becomes disturbed or confused under stress, he must operate under several
grave handicaps imposed by a lifelong inability to communicate freely and effectively, to suspend judgment
long enough to share his tentative interpretations with someone else, to imagine realistically the attitudes
that others might have toward his situation and himself, and to imagine their roles and thus share their
perspectives” (Cameron 1959, pp. 52–53).
11 There is a similarity between Fricker’s (2007) account of testimonial injustice and our account of
delusions. Fricker argues that testimonial injustice involves the underestimation of the competence and/or
sincerity of the testifier who belongs to a stereotyped group and that the underestimation is caused by
prejudices. Similarly, we argue that delusions involve the underestimation of the competence and sincerity
of testifiers and that the underestimation is caused by social abnormalities in schizophrenia.
12 We speak of paranoid “thoughts or feelings” rather than paranoid “delusions”, allowing for the possibility
that such thoughts or feelings are not yet full-fledged delusions. See Sect. 4 for further discussion.
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of that person as a very sincere testifier. Perhaps the testifier has the malicious intent
to deceive you as part of his strategy to harm or harass you.

Another possibility is that grandiose thoughts and feelings, which are also common
in schizophrenia, cause patients to underestimate the competence of testifiers. When
one thinks or feels one is special and has some special capacities (special cognitive
capacities, in particular) that other people do not have, then one will probably be
inclined to think that testifiers, in comparison to oneself, are not very competent, at
least when it comes to certain topics.

The underestimation of competence and sincerity can undermine more than just
testimony in a narrow sense, i.e., “a statement of someone’s thoughts or beliefs, which
they might direct to the world at large and to no one in particular” (Sosa 1991, p. 219).
This is because the trustworthiness of evidence that is not testimonial in a narrow
sense can be undermined by doubts about the competence and sincerity of some
people involved in producing or transmitting the evidence.

For example, consider the case in which a doctor presents a delusional patient with
a body of scientific data that strongly indicates the impossibility of the delusional
hypothesis he adopts (e.g., “I have no internal organs”). The patient, who tends to
underestimate competence and sincerity, might not trust the scientific evidence, think-
ing, for example, that the data were fabricated by the people trying to harm or harass
him or that the relevant researchers are not as competent as he who, from his point of
view, has special and privileged insight.

Another, particularly extreme, example is the “Truman syndrome”. In this syn-
drome, which can be seen in the prodromal phase of schizophrenia, the patient has the
impression that “the world ha[s] changed in someway that other people [a]re aware of,
which he interpret[s] as indicating he [i]s the subject of a film and living in a film set
(a ‘fabricated world’)” (Fusar-Poli et al. 2008). Here is a case reported by Fusar-Poli
and colleagues:

MrM.A., a 26-year-old postman, presented with the feeling there was something
subtle going on around him that others knew about but he didn’t. He had a vague
sense that people around himwere ‘acting’, he was the focus of their interest and
they knew a secret that was being kept from him. Furthermore he felt ‘detached
from the environment’ and had a sense the world was slightly unreal, as if he
was the eponymous hero in the film The Truman Show. (Fusar-Poli et al. 2008,
p. 168)

A patient with Truman syndrome feels that he has been the victim of a massive decep-
tion in a fabricated world, just as in the film The Truman Show. And, because of his
feelings and thoughts about the massive deception, he might discount many, if not all,
forms of evidence, including testimonial evidence.

3.3 Group identification and testimonial discount

We argued that testimonial discount can be caused by the underestimation of the
competence and sincerity of testifiers. And such underestimation can, in turn, be
caused by paranoid/grandiose/Truman thoughts and feelings. We now discuss another
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possible cause of the underestimation of competence and sincerity: the failure of group
identification.

Our hypothesis is that the failure of group identification is a cause of the underes-
timation of competence and sincerity. Currently, direct evidence for this hypothesis is
limited (mainly because research has only very recently begun to explore these issues).
Still, we will now explain why our hypothesis has at least some degree of theoreti-
cal, empirical, and clinical plausibility. Our discussion is organized by the following
questions about our hypothesis: (1) What is group identification; (2) How is group
identification related to the estimation of competence and sincerity in testimonial
exchanges; and (3) Why does group identification fail in schizophrenia?

1. What Is Group Identification? Social psychology (Brewer 1991; Turner 1982;
etc.) and recent theories of collective intentionality (Pacherie 2013) converge on
the idea that one motive for humans’ ultra-cooperative nature (Tomasello 2019) is
a particular self-understanding as agents. Often, when agents do things together in
a collaborative way, they do so because they understand themselves as groupmem-
bers. Ever since the experiments on the so-called “minimal group paradigm” in the
seventies (Tajfel et al. 1971), it has become customary to refer to the psychological
process that leads to such self-understanding as “group identification.”

Group identification has been the subject of extensive research for several decades.
This branch of research shows that several conditions need to be fulfilled to acquire
a self-conception as a group member. Some of these conditions can be described as
follows. First, an individual is confrontedwith various “group cues” in the environment
(Pacherie 2014). These cues include: having common interests, sharing a common fate,
facing a competing group, using we-language, etc. (Bacharach 2006). If the individual
becomes aware of these cues, i.e., if these cues become salient to the individual,
then that awareness can trigger two interrelated consequences: self-categorization and
depersonalization (because the term “depersonalization” also denotes a psychiatric
symptom and a disorder (American Psychiatric Association 2013, p. 302ff.), we shall
replace it with the term “de-individuation”).

When subjects self-categorize, they begin to see themselves as saliently similar to
others (those who, e.g., have the same preferences, exemplify the same properties,
happen to share the same conditions of life, etc.). Self-categorization is correlated
with de-individuation insofar as categorizing oneself as similar to another is conducive
to de-emphasizing one’s idiosyncratic traits as an individual in favor of stereotypical
self-perception. Depersonalization (in the socio-psychological sense at stake here) has
thus been described as “a shift towards the perception of self as an interchangeable
exemplar of some social category and away from the perception of self as a unique
person defined by individual differences from others” (Turner 1982, p. 50).

The endpoint of group identification is the formation of self-understanding as a
group member, which has also been characterized as a “social self” (Brewer 1991,
Salice and Miyazono 2019). The social self enables an individual to share collective
or we-intentions and, thereby, to engage in collaborative endeavors (or to interact in
“the we-mode” as it is sometimes put; see Tuomela 2007).

2. How Is Group Identification Related to the Estimation of Competence and Sincer-
ity? It is plausible to theorize that, once one group-identifies, one regards other
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group members as more cooperative and sincere in group activities, including
testimonial exchanges, than non-groupmembers. For example, in the classic exper-
iment by Tajfel (1970; Tajfel et al. 1971), the participant, who understands himself
as a Kandinsky lover, might regard other Kandinsky lovers as more cooperative
and sincere in group activities, including testimonial exchanges, than Klee lovers.
This phenomenon is called “depersonalized trust” in the literature (Brewer 1990),
and it refers to a form of trust (understood as an expectation of cooperation) that
is “extended to any member of the ingroup whether personally related or not”
(Brewer 1999, p. 433).

More speculatively, it could be suggested that, once one group-identifies, one regards
other group members as more competent in some activities, possibly including testi-
monial exchanges, than non-members. When one understands oneself as a Kandinsky
lover, one might regard other Kandinsky lovers as more competent in testimonial
exchanges, at least on some particular topics such as aesthetic topics, than Klee lovers.
This can be understood as a group-based version of the self-serving bias.

The upshot of these considerations is that, when one group-identifies with testifiers,
one tends to regard them as sincere and competent. Our hypothesis is that this process
is compromised in schizophrenia, i.e., schizophrenic patients tend to fail to group-
identify and, because of that, they are not inclined to regard testifiers as sincere and
competent. A normal individual, for example, identifies himself as a Kandinsky lover,
which causes him to regard other Kandinsky lovers as sincere and competent. A
schizophrenic patient, by contrast, fails to identify as a member of any particular
group and, thus, does not regard testifiers as sincere and competent.

3. Why Does Group Identification Fail in Schizophrenia?13 It has been argued that
some of the factors that render group identification fragile in schizophrenia are
non-psychotic, anomalous self-experiences which are at the core of the psy-
chopathology of schizophrenia (Sass 2014; Sass and Parnas 2003). Contemporary
research demonstrates that these “ipseity disturbances” or “self-disorders” hyper-
aggregate in schizophrenia, but not in other mental disorders (see Parnas and
Henriksen 2014). Therefore, they can be considered as trait-like features of the
disorder, which precede psychosis and persist after remission.

Of the approx. twenty anomalous self-experiences identified by current research, four
are particularly relevant to the fragility of group identification (Salice & Henriksen
2015). More specifically, group identification is destabilized by (i) ontological dis-
similarity and (ii) common sense problems; de-individuation is hampered by (iii)
experiences of hyper-reflection and (iv) transitivism. The remainder of this section
briefly elaborates on these self-disorders and on their impact on group identification.

(i) By “ontological dissimilarity” we mean profound, basic, and pervasive feelings
of being different from others. For instance, one patient reports: “I looked just
like every other child, but inside I was different. It is as if I am another creature

13 This subsection substantially draws on the collaborative work between A. Salice and M.G. Henriksen
presented in Salice and Henriksen (2015) and Salice and Henriksen (under review). In these works, the
interested readers can find further details on the relations between anomalous self-experiences, group
identification, and shared intentionality in schizophrenia.
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that somehow ended up inside a human body” (Henriksen and Nordgaard 2014).
Ontological dissimilarity may impede the recognition of concrete similarities
(such as sharing the same taste in music, having the same skin color, support-
ing the same football team, etc.) and/or present such similarities as superficial,
insignificant or arbitrary. Thus, it can be surmised that ontological dissimilar-
ity impairs self-categorization insofar as it hinders the perception of oneself as
similar to other individuals.

(ii) Ontological dissimilarity correlateswith the loss of common sense (Blankenburg
1971; Stanghellini 2004). This experience has been claimed to consist in a lack
of both basic attunement to the world and a pre-reflective understanding of
the meaning of everyday social interactions, situations, and objects. It usually
manifests itself as an inability to take for granted what other individuals consider
obvious, self-evident, or even trivial (often reflected in questions like “why do
people say ‘hello’ to each other?” or “why is the sky blue?” Parnas andHenriksen
2014). Because of these features, loss of common sense might be argued to
hamper the perception of salient group cues: the recognition of group cues is
made difficult by the lack of common sense, which exerts friction on the process
of self-categorization.

(iii) Hyper-reflectivity is the tendency to place oneself—or aspects of the environ-
ment—at the center of intense reflection (Sass 1992). Especially when it takes
the first form, hyper-reflexivity consists in excessive self-monitoring, which
accompanies the patient’s interactions with others and hinders his spontaneous
immersion in the shared social world (by depriving the patient of energy or moti-
vation). This constant self-monitoring makes it difficult for the patient to lose
sight of his/her personal and unique traits, thereby counteracting the process of
de-individuation (which has been described as stereotypical self-perception in
terms of properties shared with other group members).

(iv) Transitivism refers to experiences of permeable self-other or self-world bound-
aries (also called “demarcation problems”). At the core of these phenomena
is a transient experience of permeability or the blurring of the boundaries that
separate oneself from others and the world (e.g., experiences of being “mixed
up” with another person and of being unable to tell which thoughts or feelings
originate in whom). We conjecture that transitivistic experiences counter de-
individuation: because of the profoundly disturbing nature of these experiences,
it appears plausible that patients with schizophrenia would tend to avoid any
circumstances that have the capacity to blur their identity (including those that
facilitate the acquisition of stereotypical self-perception).

4 Objections

We now turn to three expected objections to the testimonial theory of delusions.

Objection 1 The testimonial theory of delusions is causally and explanatorily circu-
lar. Perhaps it is true that patients with paranoid/grandiose/Truman delusions tend not
to trust testimony from others. But this is an effect, not a cause, of the delusions.
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What is the cause of the paranoid/grandiose/Truman delusions? Are they caused by
testimonial discount, too? If so, what is the cause of such testimonial discount? Para-
noid/grandiose/Truman delusions?

In response, we first point out that we did not claim that para-
noid/grandiose/Truman delusions cause testimonial discount. Rather, we claimed that
paranoid/grandiose/Truman thoughts and feelings cause testimonial discount, allow-
ing for the possibility that the “thoughts and feelings” are not yet full-fledged delusions.
For example, one can constantly feel that one has been harassed by co-workers without
yet seriously believing it. Or one can think (in the sense of entertaining a proposition)
that one has a special power to predict future events without yet seriously believing it.
And these thoughts and feelings might cause testimonial discount. The same is true
for the Truman syndrome, which is already present in the prodromal stage before the
onset of positive symptoms such as (full-fledged) delusions (Fusar-Poli et al. 2008).
(And it is possible that paranoid/grandiose/Truman thoughts and feelings are related
to anomalous self-experiences that we mentioned in Sect. 3.3.)

Perhaps the whole process can be formulated as follows. Para-
noid/grandiose/Truman thoughts and feelings cause testimonial discount, which
in turn causes some full-fledged delusions. These delusions can be (but do not have
to be) paranoid/grandiose/Truman delusions, in which case they might strengthen
testimonial discount. This causal chain might lead to a cyclical process in which
paranoid/grandiose/Truman delusions and testimonial discount strengthen each other.
But this process is not viciously circular.

Secondly, we stress again the distinction between the adoption, maintenance, and
elaboration/polythematization stages. As we already noted, we are inclined to think
that testimonial abnormalities are not the main factor in the adoption stage. The role, if
any, of testimonial abnormalities is minimal in the adoption stage. Still, the following
story, which is not circular and is in line with the testimonial theory, presents itself.
First, paranoid/grandiose/Truman delusions are adopted in response to some causes
that are not testimonial abnormalities. And, then, once adopted, the delusions cause
testimonial discount, which in turn causes the paranoid/grandiose/Truman delusions
to bemaintained despite obvious counterevidence and to be elaborated into an intricate
delusional belief system.

Objection 2 The testimonial theory is not able to deal with folie à deux, or shared
psychosis, in which a delusion is shared by multiple individuals. Radden (2010), for
example, discusses a case of shared delusional parasitosis inwhich amother persuaded
her son that they were both infected with parasites. This case does not seem to involve
any testimonial abnormalities. In fact, this seems to be a case of normal and reasonable
testimony in which one person (the mother) successfully informs another (the son).
As Radden notes, “[i]n light of the ways of normal (and normative) social learning,
particularly among intimates, the inducing of an idea in one person by another in folie
à deux seems likely to conform to epistemic norms governing the acquisition of those
states: their mode of transfer will be unexceptional” (Radden 2010, p. 81).

A possible response to this challenge would be to deny the idea that the belief of
the second party (i.e., the son in the above case) is a delusion. So, for example, the
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son’s belief about infection does not count as a delusion. Since it is not a delusion,
it does not count as a counterexample to our claim that delusions involve testimonial
abnormalities. This, however, is not our favorite response because it is difficult to see
a principled reason (i.e., the one that goes beyond mere stipulation) to deny the possi-
bility that the beliefs of the second party are genuinely delusional, indistinguishable
from what we take to be genuine delusions.

Another response, which is more promising, would be to deny the assumption that
testimonial processes are entirely normal in folie à deux. As we already noted, the
development of delusions is a complex process with different stages. Even if the son
acquires the delusion through a normal testimonial process at the adoption stage, this
does not rule out the possibility that some testimonial abnormalities are involved in
other stages. In other words, folie à deux might involve testimonial abnormalities
somewhere other than in the adoption stage.14

Furthermore, folie à deuxmight involve a different kind of testimonial abnormality.
A tempting idea would be that folie à deux involves testimonial isolation and/or testi-
monial discount at a collective level. For example, it can be conjectured that, insofar
as the son and the mother form a group (and a particularly cohesive one) and insofar
as groups can engage in testimonial interactions (Tollefsen 2007), as a group, they fail
to engage in such interactions with non-members (a phenomenon that might be called
“collective testimonial isolation”). Or, as a group, the son and the mother discount
testimonial evidence from non-members (“collective testimonial discount”).15

Alternatively, folie à deux might involve the overrating (rather than discounting) of
testimonial evidence from some particular individuals (e.g., the mother). Such abnor-
mal overrating might be caused by the overestimation (rather than underestimation) of
the competence and sincerity of the particular individuals, which in turn might be due
to excessive (rather than fragile) group identification with the individuals. The idea
of excessive group identification in folie à deux is coherent with the observation that
folie à deux is often seen in families and that families are characterized by particularly
intense group identification among their members (which is illustrated by the effect
that family identification has on family members’ psychological well-being; see Sani
2012).

Objection 3 The testimonial theory overgeneralizes, in the sense that it falsely predicts
that patients have delusions about too many issues and topics. Earlier we quoted
from Goldman’s statement that “[m]ost of what we believe is influenced, directly or
indirectly, by utterances and writings of others” (Goldman 1999b, p. 3). If Goldman
is correct about this, then we would expect those with testimonial abnormalities to
become delusional about most of what they believe. But this does not seem to be the
case. Delusional patients have many non-delusional testimonial beliefs.

We have two answers to this challenge. First, it is not obvious that the testimo-
nial theory overgeneralizes because delusional patients do have delusions about many

14 Langdon (2013) and Radden (2010) also suggest that the abnormalities in folie à deux are located in the
maintenance stage, not in the adoption stage.
15 Although nothing about our suggested explanation hinges on this, the hypothesis that groups can have
psychiatric disorders has already attracted some attention (see Hoffman 2019).
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issues and topics in schizophrenia where delusions tend to be elaborated and polythe-
matic. Schizophrenic patients can be delusional about multiple issues and topics, and
they can form a system of delusional beliefs. Thus, it could be a theoretical advan-
tage, rather than a disadvantage, that the testimonial theory predicts that patients have
delusions about many issues and topics.

However, a worry still remains: perhaps the testimonial theory predicts that delu-
sional patients have more delusions (about more topics and issues) than they actually
have, even in polythematic and elaborated cases. Delusional patients have many non-
delusional testimonial beliefs, even in polythematic and elaborated cases. For example,
in response to the testimony of a nurse, a patient might form the non-delusional belief
that the clinic will be closed next Wednesday. How can this be possible if the patient
has testimonial abnormalities?

This leads us to our second answer. The testimonial theory does not rule out the
possibility that patients have many non-delusional testimonial beliefs. As we already
noted,we are committed to amultifactorial approach; testimonial abnormalities are not
meant to be sufficient for a patient to be delusional. Other factors (such as experiential
abnormalities) are also necessary. In particular, we suggested above that the adoption
stage is mainly due to experiential factors. Testimonial factors are mainly responsible
for the maintenance stage and the elaboration/polythematization stage. Thus, the rea-
son why a patient does not adopt a delusional hypothesis about the clinic’s schedule
next week is because the relevant abnormal experience (a hallucinatory voice saying
that “the nurse is telling a lie about the clinic’s schedule”) is lacking.

However, once the patient actually has such an abnormal experience, then we do
predict that a delusional hypothesis about the clinic is adopted in response to the
abnormal experience, maintained despite counterevidence, and possibly elaborated
and polythematized.

5 Conclusions

This paper advocates a social epistemological turn in the study of delusions. It is a
turn from the (purely) individualistic conception, which characterizes delusions in
terms of individualistic sources of evidence alone, to the (partially) social epistemic
conception, which characterizes delusions in terms of individual as well as social
sources of evidence.

As an initial step toward such a turn, we proposed the testimonial theory of delu-
sions according to which testimonial abnormalities, such as testimonial isolation and
testimonial discount, constitute a causal factor in the development of delusions. Testi-
monial abnormalitiesmight not explain everything about the development of delusions
(which is why, strictly speaking, the testimonial theory is a “partial” theory of delu-
sions), but they can be argued to be an important piece in the puzzle of the etiology
of delusions.
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