
Vol.: (0123456789)
1 3

Neuroethics           (2023) 16:15  
https://doi.org/10.1007/s12152-023-09521-6

ORIGINAL PAPER

Revisiting Maher’s One‑Factor Theory of Delusion

Chenwei Nie 

Received: 26 September 2022 / Accepted: 19 May 2023 
© The Author(s) 2023

Abstract  How many factors, i.e. departures from 
normality, are necessary to explain a delusion? 
Maher’s classic one-factor theory argues that the only 
factor is the patient’s anomalous experience, and a 
delusion arises as a normal explanation of this experi-
ence. The more recent two-factor theory, on the other 
hand, contends that a second factor is also needed, 
with reasoning abnormality being a potential candi-
date, and a delusion arises as an abnormal explana-
tion of the anomalous experience. In the past few 
years, although there has been an increasing number 
of scholars offering a variety of arguments in defence 
of Maher’s one-factor theory, these arguments have 
not been adequately addressed by two-factor theo-
rists. This paper aims to address this gap by critically 
examining the arguments on three crucial issues: the 
intelligibility of delusions, the dissociation between 
anomalous experiences and delusions, and the empir-
ical evidence of a second factor. I will argue that the 
Maherian notion of anomalous experience is not suf-
ficient for explaining delusions and the two-factor 
theory is on the right track in its search for the miss-
ing factor in the aetiology of delusions.

Keywords  Delusion · One-factor theory · Two-
factory theory · Anomalous experience · Reasoning 
abnormality

Introduction

Delusions are the paradigmatic symptoms of mad-
ness ([1], p. 93). A patient with the Capgras delusion 
may believe that “This woman [the patient’s wife] is 
an imposter” (see [2], translated in [3], see also [4]); 
a patient with the Cotard delusion may believe that 
“I’m dead” [5]; a patient with the delusion of thought 
insertion may believe that “Alien thoughts, such as 
‘Kill God’, are put into my mind” [6, 7]. Delusions 
may seem so baffling that it seems to be a formida-
ble task for one to get a grasp on what is going on in 
them. The bafflement is famously reflected in Jaspers’ 
[1] remark that certain delusions are ununderstand-
able [8, 9].

In the current literature, there is a wide range of 
competing theories of delusions (for review, see e.g. 
[10, 11]. Among them, the two-factor theory [12, 13] is 
arguably “the most influential neurocognitive account 
of delusion in the scientific literature” ([14], p. 2).

The two-factor theory is often presented as a 
development based on Maher’s classic one-factor the-
ory [15–18]. According to Maher, the only factor, i.e. 
the only departure from normality, in the aetiology of 
a patient’s delusion is the patient’s anomalous expe-
rience, and delusions arise as normal explanations 
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of anomalous experiences. The two-factor theory 
accepts that anomalous experiences play important 
roles in the aetiology of delusions, but argues that a 
second factor is also involved, a candidate for which 
is reasoning abnormality. Despite the popularity 
of the two-factor theory, in the past few years there 
has been an increasing number of scholars offering a 
variety of intriguing arguments in defence of Maher’s 
one-factor theory [19–24].1 So far, these arguments 
have not been adequately  addressed by two-factor 
theorists, however.

In this paper, I will fill in this blank by critically 
examining the arguments from both two-factor theo-
rists and one-factor theorists. The central question 
I will focus on is whether Maher and his defenders’ 
view is correct that anomalous experiences are the 
only factor in the aetiology of delusions. I will set 
aside other questions such as whether a specific ver-
sion of the two-factor theory offers a satisfactory 
explanation of delusions (for critique, see e.g. [27, 
28], for defence, see e.g. [29–31], and what the con-
tributions made by other theories of delusions are.

Here is the plan. “Maher’s One-Factor Theory” 
section will introduce the gist of Maher’s one-factor 
theory: the anomalous experience hypothesis and 
the normal reasoning hypothesis. As an illustration, 
“Searching for the Anomalous Experience in the 

Capgras Delusion” section will discuss several can-
didates for the anomalous experience in the Capgras 
delusion. “A Critique of Maher’s One-Factor Theory” 
section will discuss the details of the arguments from 
both proponents and opponents of Maher’s one-factor 
theory, which revolve around three central issues: the 
intelligibility of delusions, the dissociation between 
anomalous experiences and delusions, and the empir-
ical evidence of a second factor. Overall, I will argue 
that the Maherian notion of anomalous experience is 
not sufficient for explaining a delusion and the two-
factor theory is on the right track in its search for the 
missing factor in the aetiology of delusion.

Maher’s One‑Factor Theory

Maher’s [15–18] one-factor theory is widely accepted 
as a starting point for the modern frameworks for 
explaining delusions (see e.g. [32], p. 690). Accord-
ing to Maher, delusions arise as normal explanations 
of anomalous experiences. This view is not without 
precursors. Coltheart et al. [33] have traced it back to 
James’ [34] The Principles of Psychology, in which 
James wrote: “The delusions of the insane are apt to 
affect certain typical forms, very difficult to explain. 
But in many cases they are certainly theories which 
the patients invent to account for their bodily sensa-
tions” (chap. XIX, emphasis added).

Maher’s one-factor theory, however, does not 
merely reinstate the view that delusions are the sub-
jects’ theories to explain their anomalous experi-
ences. According to Maher [17], delusions are a par-
ticular kind of theory: “normal theories” or normal 
explanations (p. 20). What does Maher mean by nor-
mal theories or normal explanations? He [16] writes:

It is the core of the explanations (i.e. the delu-
sions) of the patient are derived by cognitive 
activity that is essentially indistinguishable 
from that employed by non-patients, by scien-
tists, and by people generally. . . . [A] delusion 
is a hypothesis designed to explain unusual per-
ceptual phenomena and developed through the 
operation of normal cognitive processes. (p. 
103)

A variety of cognitive processes may be employed 
when we explain something: such as attention, 
remembering, reasoning, and metacognition [35]. 

1  Maher’s one-factor theory was initially developed with a 
focus on delusions in schizophrenia, while the two-factor the-
ory focused on monothematic delusions of neuropsychologi-
cal origin. If these two types of delusion require substantially 
distinct explanations, then some of the apparent disagreements 
between proponents of the one-factor theory and proponents of 
the two-factor theory may be a result of them not fully recog-
nizing the target of each other’s theories. Indeed, in his later 
work, Maher [25] seemed open to the possibility “that the ori-
gins of delusions are heterogeneous” (p. 183). However, it is 
equally worth noting that both Maher and two-factor theorists 
take their framework as applicable to delusions in general. 
Maher [15], for example, suggested that his one-factor theory 
of delusion is “not confined to schizophrenia.” (p. 556) In addi-
tion, recent defenders of Maher also take the one-factor theory 
as applicable to monothematic delusions  ([20], p. 10281, see 
also [21, 23, 24]). Likewise, two-factor theorists argue that 
“the 2-factor account of particular delusions like Capgras and 
Cotard still applies even when these delusions occur in the 
context of schizophrenia” ([26], p. 642). In this paper, I will 
view the one-factor theory as a framework aiming to explain 
delusions in general. I will set aside issues concerning whether 
the one-factor theory might be the best explanation of a par-
ticular type of delusion.
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Among them, Maher emphasises that the reasoning 
processes in the aetiology of delusions are normal. 
To highlight this point, we can call it the normal rea-
soning hypothesis (instead of the normal-cognition 
hypothesis).

Distant kin of the normal reasoning hypothesis 
were arguably prominent in the seventeenth and eight-
eenth centuries, during which period many believed 
that “delusions resulted from failures (caused by 
physical reasons) in the apparatus that served to 
acquire experiences. The system designed to process 
information was in order.” ([36], p. 7).

For Maher, the normal reasoning hypothesis is 
not merely a hypothesis but was supported by the 
repeated failure of empirical studies to find logical 
reasoning abnormalities in schizophrenia. In a review 
published in 2000, Mujica-Parodi et  al. [37]  argue 
that “research to date has been inconclusive on the 
fundamental question of whether patients with delu-
sional ideation show abnormalities in logical reason-
ing.” (p. 73; see also [38]).

The key to understanding Maher’s one-factor the-
ory is his conception of anomalous experience. Four 
important claims constitute Maher’s theory. First, 
Maher’s anomalous experience is a conscious expe-
rience: patients with delusions are consciously aware 
of the anomaly associated with their experience. Sec-
ond, the anomalous experience is not anomalous in 
the sense that it provides the patients with distorted 
shapes, colours, sounds, and the like. This is in line 
with Jaspers’ [1] observation that “perception itself 
remains normal and unchanged” in patients with 
delusions (p. 100). Third, the anomaly is an anoma-
lous feeling of significance. According to Maher 
[15], feelings of significance are a distinctive kind 
of primary experiences, in the sense that “they have 
the same quality of irreducible directness as do such 
experiences as sensory experience of color, the feel-
ing of physical pain, the experience of sound, and 
other sensations.” (p. 552) At the subconscious level, 
feelings of significance are generated by a monitoring 
mechanism when it detects “discrepancies between 
expected and perceived input experience” (p. 556). 
Fourth, the feeling of significance is imprecise. It is 
“a vague general feeling that prompts us to look for 
[an explanation]” (p. 554, emphasis in original).

To illustrate how feelings of significance give rise 
to beliefs in non-delusional cases, Maher offers the 
following example:

A common experience that we encounter 
occurs when we meet somebody familiar to 
us, but have the conscious experience that the 
person "looks different somehow." We scan 
the person’s appearance and may fail to detect 
any concrete differen[ce]. We ask, and find out 
that our friend has changed hair-style, shaved 
off a beard, grown a beard, or so forth. Some-
times our scan has already identified the dif-
ference and we do not need to ask. This writer 
once shaved off his beard and the next day was 
greeted with comments ranging from direct rec-
ognition of what had changed, to the case of one 
colleague who commented "There’s something 
different about you. Oh yes. You are wearing a 
different kind of tie." (p. 553)

This is a helpful example to compare with the 
Capgras delusion: the belief that this woman looks 
like his wife but is not his wife. According to Maher, 
both the ordinary belief in the quoted case and the 
Capgras delusion arise as normal explanations of the 
experiences with feelings of significance. The differ-
ence between them is that, while the feeling of sig-
nificance in the quoted case is a normal feeling, the 
feeling of significance in the Capgras delusion is 
something that normally would (and should) not have 
occurred, and hence is anomalous.

Despite the fact that the comparison between the 
quoted non-delusional cases and the Capgras delusion 
helps us get a grasp on what Maher thinks is going 
on in delusions, it does not suffice to tell us, how-
ever, what exactly the anomalous experience is such 
that the Capgras delusion arises as a normal expla-
nation of it. Let us call the feeling of significance 
in the Capgras delusion significanced, and call the 
feeling of significance in the quoted non-delusional 
case significancen. Significanced is unlikely to be the 
same as significancen. By definition, significancen is 
prevalent in our daily lives. If significanced were the 
same as significancen and the Capgras delusion were 
a normal explanation of significancen, then the belief 
that someone is an imposter would have been a famil-
iar belief in our daily lives. The latter is, of course, 
not true. Therefore, the anomalous experience in the 
Capgras delusion must be a distinctive kind. Now the 
question is: how can we know what exactly this dis-
tinctive kind of anomalous experience in the Capgras 
delusion is?
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Searching for the Anomalous Experience 
in the Capgras Delusion

To find out what a person’s experience is, one natu-
ral way is to ask the person. But people with delu-
sions are often reluctant or find it difficult to give 
detailed and accurate reports of their experiences: 
the reason why they are reluctant to report may 
include the worry about the social stigma of men-
tal illness; and the reason why they find it difficult 
to report may include the fact that their experiences 
are too anomalous to be described by ordinary lan-
guage, which, one might argue, has not evolved 
to describe something so alien to people without 
delusions. Sometimes when patients are relatively 
engaging in an interview, their reports, such as the 
claim of the patients with the Capgras delusion 
that they noticed a little mark on the imposter’s 
ear, sound more like confabulations rather than the 
actual anomalous experiences that give rise to their 
delusions.

Because of these obstacles and many others, in the 
past psychiatrists and philosophers had to heavily rely 
on intuitions and conjectures, which unfortunately 
often conflicted with each other. With little consen-
sus on how they can be empirically verified or discon-
firmed, these theories often ended up in chaos. Simi-
lar chaos is infamously evident in the literature on 
psychodynamic theories of mental disorders. In their 
review of psychodynamic theories of the Capgras 
delusion, Ellis and de Pauw [39] complained: “Over 
the last seven decades, a plethora of mutually-incom-
patible psychodynamic explanations, reflecting the 
imagination and conceptual frameworks of individual 
authors, have been invoked to account for the CD 
[Capgras delusion].” (p. 318).

The major breakthrough is made by Ellis and 
Young [40], with the help of which we now have a 
better understanding of what the anomalous expe-
rience in the Capgras delusion may be. Ellis and 
Young propose that the Capgras delusion is the “mir-
ror image of prosopagnosia” with covert recognition 
(p. 244). People with prosopagnosia are unable to 
overtly recognise familiar faces, such as the faces of 
famous people, their friends, family members, or even 
their own [41]. However, some people with prosop-
agnosia may exhibit forms of covert recognition of 
familiar faces: for example, when they see familiar 
(versus unfamiliar) faces, some retain a higher level 

of activity in the autonomic nervous system, which is 
measured by skin conductance (e.g. [42]).

According to Ellis and Young’s [40] “mirror 
image” proposal, in comparison to the individuals 
with prosopagnosia who are unable to overtly recog-
nise familiar faces but retain normal covert autonomic 
responses to familiar faces, people with the Capgras 
delusion can overtly recognise familiar faces but have 
abnormal covert autonomic responses to familiar 
faces (p. 244). While it is true that many people with 
the Capgras delusion have no difficulty in overtly 
recognising familiar faces given that they claim that 
the imposters look like the persons they imperson-
ate, it is an empirically testable prediction that people 
with the Capgras delusion have abnormal autonomic 
responses to familiar faces. Since it was proposed, 
this prediction has been empirically confirmed by a 
number of studies [43–48].

Now it seems clear that people with the Capgras 
delusion have reduced autonomic responses to famil-
iar faces. And, compared with pure conjectures about 
what the anomalous experience in the Capgras delu-
sion is, Ellis and Young [40] and others’ work on the 
reduced autonomic responses to familiar faces gives 
us a solid ground to find out what the anomalous 
experience in the Capgras delusion is.

The reduced autonomic responses measured by 
skin conductance themselves, however, do not suf-
fice to tell us what the anomalous experience is  at 
the personal level. This is because the activity in 
the autonomic nervous system is both an uncon-
scious phenomenon [49] and “a nonspecific physi-
ological response”: the autonomic nervous system 
can be aroused in many different ways, such as by 
a loud tone ([50], p. 57). There are different views 
about what information is encoded in the reduced 
autonomic responses, and what kind of anomalous 
experience is underpinned by the reduced autonomic 
responses. Regarding the anomalous experience, 
there are at least three different views in the literature.

First, according to what we can call the Affective 
View, which is evident in Ellis and Young [40], the 
autonomic activity “carr[ies] some sort of affective 
tone.” (p. 244) That is to say, people with the Capgras 
delusion experience reduced affective responses at the 
conscious level. When the person with the Capgras 
delusion sees his wife, he has “an experience of see-
ing a face that looks just like … [his wife], but with-
out experiencing the affective response that would 



Neuroethics           (2023) 16:15 	

1 3

Page 5 of 16     15 

Vol.: (0123456789)

normally be part and parcel of that experience.” ([51], 
p. 337).

Our affective states include a wide range of emo-
tions and moods. Among them, the feeling of famili-
arity is assumed by many scholars to be at the centre 
of the aetiology of the Capgras delusion. It is also 
mentioned by Ellis and Young [40], in which they 
sometimes suggest that the autonomic activity carries 
the tone of the “affective familiarity” in particular. 
That is to say, people with the Capgras delusion expe-
rience a feeling of reduced familiarity when they see 
familiar faces.

Second, according to what we can call the Alert 
View, advocated by Coltheart [49], we have an “auto-
matic and unconscious” prediction and comparison 
system whose job is to make predictions and com-
pare the predictions with inputs. If the predictions 
and inputs do not match, then an alert, which is not 
yet a conscious experience, will be reported “to con-
sciousness to instigate some intelligent conscious 
problem-solving behaviour”. In the Capgras delu-
sion, when the person sees his wife, his prediction 
and comparison system predicts high-level autonomic 
responses, but this does not match with the received 
low-level autonomic responses, the mismatch results 
in the prediction and comparison system’s “report-
ing to consciousness ‘There’s something odd about 
this woman.’” (p. 155) That is, the person’s anoma-
lous experience is an experience with the content that 
there’s something odd about this woman.

While Coltheart’s proposal about the anomalous 
experience in the Capgras delusion is based on a 
detailed analysis of Ellis and Young’s [40] work on 
the abnormal autonomic activity, the more general 
ideas about the prediction and comparison system 
and the feeling of significance echo Maher’s view. 
Maher [15] writes:

Survival requires the existence of a detector 
of changes in the normally regular patterns of 
environmental stimuli, namely those that are 
typically dealt with automatically. The detec-
tor functions as a general non-specific alarm, a 
“significance generator,” which then alerts the 
individual to scan the environment to find out 
what has changed. (p. 558)

Third, according to what we can call the Endorse-
ment View, the content of the Capgras delusion is 
already encoded in the anomalous experience [32, 52, 

53]. When the person with the Capgras delusion sees 
his wife, he has the anomalous experience that “This 
woman looks like my wife but she is not my wife.”2

Let us compare these three views with Maher’s 
conception of anomalous experience. The Endorse-
ment View is obviously at odds with Maher’s view 
that delusions are normal explanations, because 
according to the Endorsement View the content of the 
delusion is already encoded in the anomalous experi-
ence and the delusion is hence not an explanation, in 
any ordinary sense, of the anomalous experience. It is 
worth noting that there are versions of the two-factor 
theory which accept the Endorsement View [32, 52, 
53]. However, since our present concern is the ques-
tion of whether Maher’s conception of anomalous 
experience is sufficient to explain delusions, I will set 
aside these versions of the two-factor theory rejecting 
Maher’s conception of anomalous experience.

The Alert View can be taken as being broadly in 
line with Maher’s conception: both can agree that the 
subject has an experience that “There’s something 
odd about this woman.” As for the Affective View, it 
is not as straightforward as it may appear whether it 
should be taken as similar to Maher’s conception of 
anomalous experience. On the one hand, Maher him-
self seems to take it as a candidate for his conception 
of anomalous experience when he explicitly mentions 
Ellis and Young’s [40] work. Maher [15] writes:

The misidentification syndromes, for example, 
provide instances in which a focal disturbance 
of the experience of recognition leads to delu-
sions such as the Capgras, Cotard, and Fregoli 
syndromes (e.g., [40]). Indeed, the model of 
delusion formation provided in this paper posits 
that the basic origin lies in the anomalous expe-
rience, regardless of how that anomaly arose. 
(p. 566)

On the other hand, however, there is an impor-
tant discrepancy between Ellis and Young’s con-
ception of anomalous experience and Maher’s 
conception: while according to Maher [15] the 
anomalous experience is “a vague general feeling 

2  It is of some interest to notice the possibilities that a person 
might have a combination of any of these three conceptions 
of anomalous experience. These possibilities are, however, 
under-explored in the literature. This paper will set aside issues 
related to them.



	 Neuroethics           (2023) 16:15 

1 3

   15   Page 6 of 16

Vol:. (1234567890)

[of significance] that prompts us to look for [an 
explanation]” (p. 554, emphasis in original), 
according to Ellis and Young [40] the anoma-
lous experience has a relatively precise content: 
that is, the feeling of reduced affective responses 
or the feeling of reduced familiarity in particu-
lar. Of course, the feeling of reduced affective 
responses may make the subject experience a 
feeling of significance. But this feeling of signifi-
cance is not vague,rather it is relatively definite in 
that it is caused by the feeling of reduced affective 
responses.

Admittedly, the feeling of reduced affective 
responses may also make the subject wonder what 
the cause of the reduced affective responses is, 
and it may appear unclear to the subject what the 
cause is. But there is no evidence that this kind of 
wondering and unclarity is normally not associated 
with the “vague general feeling” that, according to 
Maher, would lead to delusions.

To be clear, I am not saying that it is impossible 
for people with delusions to have the kind of anom-
alous experience proposed by Maher; the point is 
that the feeling of reduced affective responses does 
not seem to be the same as the anomalous experi-
ence proposed by Maher; it is obviously not caused 
by the anomalous experience proposed by Maher 
(rather, it is underpinned by the reduced autonomic 
activity); nor does it seem to be the cause of the 
anomalous experience proposed by Maher.

Now we have to make a choice: we may take it 
that the vague general feeling of significance is the 
only conception of anomalous experience proposed 
by Maher, and accordingly take it that in the above 
quotation Maher simply gives an inaccurate read-
ing of Ellis and Young’s conception of anomalous 
experience; or we may take it that Maher actually 
proposes that either of these two  conceptions of 
anomalous experience, i.e. the vague general feel-
ing of significance or the feeling of reduced affec-
tive responses, can be the only factor that causes 
delusions. Neither option seems ideal. Nonethe-
less, the second option seems to be a more chari-
table reading of Maher’s one-factor theory. In what 
follows, I will take the second option, and discuss 
whether either of these conceptions of anoma-
lous experience can be the only factor that causes 
delusions.

A Critique of Maher’s One‑Factor Theory

In my reading, the arguments concerning whether 
Maher’s conception of anomalous experience is suf-
ficient to explain delusions, by and large, revolve 
around three issues: the intelligibility of delusions, 
the dissociation between anomalous experiences and 
delusions, and the empirical evidence of a second fac-
tor. In this section, I will discuss a series of arguments 
from both proponents and opponents of Maher’s one-
factor theory, and develop a few new arguments. I 
will argue that it is unlikely that the anomalous expe-
rience, as it is currently understood in the literature, is 
the only factor in the aetiology of a delusion.

The Intelligibility Argument

Jaspers [1] famously argued that we are unable to 
“sink ourselves into the psychic situation and under‑
stand … by empathy” how a delusion emerges from 
another mental event (p. 301). One important aspect 
of Jaspers’ point is that there is an absence of an intel-
ligible link between delusions and the mental events 
that are proposed to be their cause. The absence of an 
intelligible link can be manifested in many respects 
[8, 9]. At the centre are the flagrant ways delusions 
flout the norms concerning the relationship between 
beliefs and evidence, or the flagrant ways delusions 
flout evidence for short. This bafflement clinically 
defines delusions: according to the Diagnostic and 
Statistical Manual of Mental Disorders (DSM-5), 
“[d]elusions are fixed beliefs that are not amenable to 
change in light of conflicting evidence.” ([54], p. 87).

Consider the Capgras delusion: the belief that the 
patient’s wife is an imposter. First, the hypothesis that 
an ordinary person’s wife is replaced by an imposter 
is implausible in the light of common knowledge [28], 
even though it is a familiar topic in movies, science 
fiction, and mythologies [55]. Second, it is at odds 
with the fact that the “imposter” looks like his wife 
and knows things that only his wife knows. Third, it 
is also at odds with the testimonies of his friends and 
relatives. Fourth, many patients with delusions may 
have partial insight into the force of the counterevi-
dence and the implausibility of the delusions. Regard-
ing patients with the Capgras delusion, Young [56] 
reported: “If you ask ‘What would you think if I told 
you that my wife has been replaced by an impostor?,’ 
you will often get answers to the effect that it would 
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be unbelievable, absurd, an indication that you had 
gone mad.” (p. 37, emphasis added).

Can an anomalous experience underpinned by the 
reduced autonomic activity explain why the patient 
obstinately believes that his wife is an imposter? In 
the last section, we have discussed that plausible 
candidates for the anomalous experience include 
the experience of reduced affective responses or the 
experience of reduced familiarity (The Affective 
View), and the experience that “There’s something 
odd about this woman” (The Alert View). In the light 
of these anomalous experiences, the imposter hypoth-
esis might be an explanation of the anomalous expe-
rience in the sense that it can help explain why the 
patient does not have a normal experience when he 
sees his wife. But being an explanation itself is not 
a good reason for the patient to adopt the imposter 
hypothesis in the light of the significant counterevi-
dence. Moreover, there are lots of other hypotheses 
which not only are better explanations of the anoma-
lous experience than the imposter hypothesis, but can 
better deal with the counterevidence. Coltheart [57], 
for example, suggests the following two alternative 
hypotheses:

•	 The brain-damage hypothesis: “I have suffered a 
stroke that has disconnected my face recognition 
system from my autonomic nervous system.”

•	 The fading-love hypothesis: “I no longer love my 
wife.” (p. 1059)

It is, of course, a fact that in the Capgras delusion 
the patient adopts the imposter hypothesis. But the 
anomalous experience falls short of explaining why 
the imposter hypothesis is adopted in the light of the 
significant counterevidence and other more plausible 
hypotheses. One plausible suggestion is that although 
the anomalous experience is an important factor, it is 
not sufficient, and some additional factor or factors 
must be involved in the aetiology of delusions.

Two Distinct Lines of Defences of the One‑Factor 
Theory and Their Problems

Defenders of Maher’s one-factor theory have offered 
two distinct lines of responses. One is to argue that 
the imposter hypothesis is not an implausible expla-
nation; the other is to argue that the anomalous expe-
rience is much more anomalous than the proposed 

anomalous experiences: i.e. the experience of reduced 
affective responses or the experience of reduced 
familiarity (The Affective View), and the experience 
that “There’s something odd about this woman” (The 
Alert View). Let us consider them in turn.

The Implausibility of the Imposter Hypoth‑
esis  Regarding the (im)plausibility of the imposter 
hypothesis, Reimer [21] writes:

Although scientists and philosophers (and edu-
cated persons more generally) typically regard 
all such phenomena as equally incredible, that 
does not mean that they are so regarded by per-
sons generally. Many people believe in the pos-
sibility—if not the actuality—of such spectacu-
lar things. A few Google searches of (inter alia) 
aliens, U.F.O.s, Bigfoot, the Loch Ness Mon-
ster, and Elvis confirm as much. It is doubtful 
that only psychiatric patients are visiting these 
websites. Thus, the patient’s general metaphysi-
cal beliefs, the rejection of which is entailed 
by the Impostor Hypothesis, might not be that 
deeply entrenched after all. (p. 676)

There are two main points in Reimer’s argument. 
One is that educated persons’ general metaphysical 
beliefs are different from less educated persons’ gen-
eral metaphysical beliefs: the former is incompatible 
with the imposter hypothesis while the latter is com-
patible with the imposter hypothesis. The other is that 
patients with the Capgras delusion are less educated 
persons. If both points are true, then the imposter 
hypothesis is compatible with patients’ general met-
aphysical beliefs, and hence is not implausible for 
patients.

It might strike someone as an intuitive view that 
if a person is less educated or has some abnormal 
metaphysical beliefs, then they are somewhat more 
likely to develop delusions or be diagnosed with delu-
sions. But this does not entail that people with delu-
sions, in general, are less educated or have abnormal 
metaphysical beliefs. Crucially, there is no statisti-
cal evidence in support of the view that people with 
the Capgras delusion are less educated. Nor is there 
any statistical evidence that the general metaphysical 
beliefs or knowledge possessed by people with delu-
sions are significantly different from that possessed 
by people without delusions. In fact, when common 
knowledge is explicitly examined, there is evidence 
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that people with delusions do not have abnormal 
knowledge. For example, Young and Leafhead [58] 
tested a patient WI who had the Cotard delusion that 
he was dead. They found that WI’s knowledge about 
being alive or dead did not differ from that of non-
delusional control subjects:

To explore WI’s knowledge of whether other 
people were alive or dead, he was given a sim-
plified version of Kapur’s Dead or Alive Test 
[59]. The names of 30 famous people were 
presented, 10 of whom were alive at the time 
of testing, with the remaining 20 having died 
between 1960 and 1989. In each case, WI was 
asked whether the person was alive or dead. For 
those he thought had died, he was also asked 
to give the year in which they died (scored as 
correct if it belonged to the appropriate dec-
ade) and whether they were killed or died of 
natural causes. [It turned out that] …the perfor-
mance of WI and eight control subjects matched 
for age and education (mean age 28 years, SD 
2.92 years). For all parts of the test, WI scored 
as well as the controls. Hence, it is clear that 
his delusional belief in his own death had not 
affected WI’s general knowledge of whether 
other people were alive or dead, and was not 
accompanied by any retrograde amnesia. (p. 
156)

Moreover, the fact that many patients have par-
tial insight into the force of counterevidence and 
the implausibility of their delusions suggests that 
their general knowledge is not significantly different 
from non-delusional people [56]. This point seems 
also true for patients with schizophrenia. For exam-
ple, Startup [60] reported that patients with schizo-
phrenia had “little difficulty” in identifying other 
patients’ delusions as symptoms of mental illness, 
even though they were unable to apply the same 
standards to their own delusions (p. 203). Similarly, 
Feyaerts et  al. [61] reported that, in their interview, 
patients with schizophrenia “were often well aware 
that delusional experience would be judged as 
bizarre or unlikely when set against normal eviden-
tial standards.” (pp. 794–795) In short, the evidence 
suggests that delusions are unlikely to be compatible 
with patients’ general knowledge or general meta-
physical beliefs.

The Anomaly of the Anomalous Experience  Let 
us turn to the arguments appealing to the anomaly of 
the anomalous experience. Maher [15] argues that 
“the kinds of anomalous experience that deluded 
patients have appeared to be much more intense and 
prolonged than those that occur to the population 
in general.” (p. 566, emphasis added) Defenders of 
Maher’s one-factor theory have repeatedly empha-
sised this point. Reimer [21], for example, writes: 
“[T]he experience is widely thought to involve a pro‑
found feeling of unfamiliarity, of estrangement. This 
is a feeling that goes well beyond a mere absence of 
familiarity.” (p. 674) However, Maher and Reimer do 
not tell us about what exactly the intense, prolonged, 
profound anomalous experience is. Merely insisting 
that there is such an anomalous experience that is the 
only factor in the aetiology of delusions offers limited 
help in explaining delusions.

Sakakibara [22] offers an illustration of the intense 
anomalous experience by comparing it to intense 
emotions:

[The intense anomalous experiences] are func-
tionally comparable to intense emotions that we 
sometimes have, in that both work as “irrup-
tive motivation.” Strong emotions irrupt into 
deliberative means-end reasoning and take over 
one’s judgements and actions [62]. For instance, 
intense fear may cause one to “run away from 
situations that could be rewarding” ([62], p. 84). 
Similarly, an intense experience irrupts through 
deliberative reasoning and rushes the subject 
into holding delusional thoughts, even though 
this is not warranted given the totality of evi-
dence. (p. 177)

Suppose it is true that an intense anomalous expe-
rience would rush the subject’s belief forming pro-
cesses. But if the subject is in a rush, wouldn’t it be 
more likely that they would rush into some more 
plausible and available hypotheses, as opposed to the 
far-fetched delusional hypotheses? In the Capgras 
delusion, wouldn’t it be more likely that the subject 
rushes to believe the brain-damage hypothesis or the 
fading-love hypothesis,3 as opposed to the imposter 

3  There might be cases in which these two specific hypotheses 
are not very plausible candidates. For example, a reviewer for 
this journal suggests that the fading-love hypothesis might not 
be a plausible candidate in cases in which the patient experi-
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hypothesis? That is, even if we accept that an intense 
anomalous experience might “irrupt” through the 
subject’s reasoning, appealing to the irruptive nature 
of anomalous experience still does not tell us why 
a delusional hypothesis, as opposed to some more 
plausible and available hypotheses, is adopted by the 
subject.

It is worth noting that I think Sakakibara’s concep-
tion of the irruptive nature of anomalous experience 
could shed some light on cases in which the content 
of the delusion is already encoded in the anomalous 
experience (the Endorsement View). It might help 
explain why the subject hastily endorses the con-
tent of their anomalous experience. Furthermore, it 
may also help explain why the subject fails to reject 
the delusion in the light of counterevidence. This 
might be because it is very difficult for the subject 
to “maintain a distance from” the irruptive intense 
anomalous experience ([22], p. 178). Nonetheless, it 
is equally important to recall that the Endorsement 
View is at odds with Maher’s view that delusions 
are normal explanations. This is because according 
to the Endorsement View the content of the delusion 
is similar to the content of the anomalous experience 
and the delusion is hence not an explanation, in any 
ordinary sense, of the anomalous experience. That is 
to say, despite the explanatory power of Sakakibara’s 
conception in the endorsement case, it does not help 
Maher’s one-factor theory explain why a delusional 
hypothesis, as opposed to other more plausible and 
available hypotheses, is adopted by the subject to 
explain the anomalous experience.

To the best of my knowledge, in the literature on 
one-factor and two-factor theories, there has been 
no satisfactory account of the anomalous experience 
such that the anomalous experience itself suffices to 
explain why delusions are formed and maintained 
in the face of counterevidence. Of course, the lack 
of such an account, so far, does not prove that it is 

impossible that there exists anomalous experience of 
this kind in the light of which delusions are inevita-
ble.4 But for the one-factor theory to avoid the cri-
tique that it is a mere conjecture rather than a highly 
plausible account, we need to know more about what 
the anomalous experience is.

The Dissociation Between Anomalous Experiences 
and Delusions

The standard argument offered by two-factor theorists 
against Maher’s one-factor theory is the dissociation 
argument (see e.g. [12], Table 1). Regarding Maher’s 
one-factor theory, we can discern two variants of the 
dissociation argument.

The first variant argues that there are cases in 
which the individuals have an anomalous experience 
similar to the proposed anomalous experience that 
gives rise to a delusion, but they do not have the delu-
sion. A second factor is, therefore, hypothesized to 
explain the delusion. Regarding the Capgras delusion, 
Turner and Coltheart ([64], pp. 371–372) reported a 
case (studied by Nora Breen and Mike Salzberg) in 
which the person had an anomalous experience that 
was arguably similar to the anomalous experience of 
people with the Capgras delusion, but the person did 
not have the Capgras delusion.

The second variant argues that there are cases in 
which the individuals have a neuropsychological defi-
cit similar to the neuropsychological deficit under-
pinning the anomalous experience that gives rise to a 
delusion, but they do not have the delusion. A second 
factor is, therefore, hypothesized to explain the delu-
sion (see e.g. [32], p. 691). Regarding the Capgras 
delusion, there are individuals with ventromedial fron-
tal lesions who have reduced autonomic responses to 
familiar faces and probably have an anomalous experi-
ence similar to that in the Capgras delusion, but they 
do not have the Capgras delusion [65].

Some defenders of Maher’s one-factor theory have 
attempted to reject the premise that the anomalous 

4  Independently of the tradition following Maher, phenom-
enologists have offered various accounts of how a distinctive 
kind of experience itself can be sufficient for the development 
of a delusion (e.g. [63]). The question of how these phenom-
enological theories can help develop Maher’s one-factor theory 
remains to be seen.

ences that his wife looks and behaves differently. I agree that 
what would count as a more plausible hypothesis is depend-
ent on the details of the patient’s personal experience and the 
social/cultural context; and it might vary from case to case. 
Nonetheless, I think the general point is still correct that no 
matter what the more plausible hypothesis is in a particular 
case, the imposter hypothesis is unlikely to be a very plausible 
hypothesis that the patient should adopt or rush to believe.

Footnote 3 (continued)
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experience and/or the underpinning neuropsychologi-
cal deficit in delusional cases are similar to those in 
non-delusional cases. For example, they may empha-
sise the possibility that the “anomalous” experi-
ences in delusional cases are somehow significantly 
different from the anomalous experiences in non-
delusional cases [19, 21–23]. If this is the case, then 
there might be no need to appeal to a second factor 
to explain delusions. The problem with this line of 
defence is, however, that such a possibility has not 
been supported by empirical evidence, particularly 
when monothematic delusions are concerned.5 By 
contrast, as we have seen, two-factor theorists have 
offered empirical evidence for the premise of the dis-
sociation argument [32, 64]. Overall, it seems the 
empirical evidence we have so far is in favour of the 
dissociation argument.

These two variants of the dissociation argument 
suggest that the proposed first factor, i.e. the anoma-
lous experience, may not be sufficient, and a second 
factor may help explain delusions. But, importantly, 
the dissociation arguments do not entail that the 
second factor is necessarily a reasoning abnormal-
ity. Nor do they preclude the possibility that there is 
more than one missing factor. As far as the dissocia-
tion arguments are concerned, it is also possible that 
the missing factor is not a reasoning abnormality but 
some other kind of abnormality.

It is worth emphasising that the dissociation argu-
ment only shows that the proposed first factor is not 
sufficient because of the single dissociation cases in 
which the proposed first factor is present, but the cor-
responding delusion is not. The second factor is pro-
posed to help explain the single dissociation cases. 
The dissociation argument does not, and does not 

need, to make a further claim about the relationship 
between the nature of the first factor and that of the 
second factor: for example, it does not make a claim 
about whether there is some neuroanatomical overlap 
between them, whether there is some overlap between 
the cognitive underpinnings of the first factor and 
those of the second factor, or whether there is some 
degree of interaction between the first and second 
factors, let alone a double-dissociation relationship 
between them.

The Empirical Evidence of Reasoning Abnormalities

Maher’s one-factor theory was supported by the 
repeated failure of empirical studies to find logical 
reasoning abnormalities in schizophrenia [37, 38]. 
Since then, however, more studies have been devel-
oped and a variety of reasoning abnormalities have 
been found to be associated with delusions. In a 
recent review of empirical studies, McLean et al. [66] 
argue that delusions are associated with the jumping 
to conclusions bias, the bias against disconfirmatory 
evidence, the bias against confirmatory evidence, and 
liberal acceptance. Based on their own empirical stud-
ies of anosognosia (with which the subject may have 
the delusion that their paralysed arm is not paralysed 
but normal) and the review of the literature, Aimola 
Davies and colleagues argue that people with delu-
sions suffer from an impairment of working memory 
and/or executive function, which are essential for rea-
soning processes [52, 67]. These new empirical find-
ings suggest that some reasoning abnormalities may 
be an important factor in the aetiology of delusions.6

Many defenders of the one-factor theory do not 
deny the validity of these empirical studies. Instead, 
they argue that the reasoning abnormalities in delu-
sions are nonetheless within the normal range. To 
see their points, we need to take a closer look at their 
arguments. In the following, I will discuss what I will 

5  This is not to say that there is no empirical evidence that 
is compatible with the one-factor theory. For example, as a 
reviewer for this journal points out, the effectiveness of phar-
macotherapy in alleviating schizophrenic delusions can be well 
explained by the one-factor theory. It might be that anti-dopa-
minergic drugs alleviate schizophrenic delusions by alleviating 
the intensity of the anomalous experience. However, this sort 
of evidence is equally compatible with the two-factor theory. 
This is because the two-factor theory accepts that the anoma-
lous experience is one of the two necessary factors and hence 
by changing the anomalous experience anti-dopaminergic 
drugs can affect the delusion. What defenders of the one-factor 
theory really need is a different sort of evidence that can only 
be explained by the one-factor theory but cannot be explained 
by the two-factor theory.

6  The mere association between reasoning abnormalities and 
delusions does not by itself establish that reasoning abnormali-
ties are necessary in the aetiology of delusions. Two-factor the-
orists also need to theoretically explain why reasoning abnor-
malities are necessary (see e.g. [32]). However, given this 
paper focuses on critically analysing the arguments developed 
by defenders of Maher’s one-factor theory and does not aim to 
offer a comprehensive defence of a specific version of the two-
factor theory, I will set aside the latter discussion.
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call the meta-theory argument and the analogical 
argument in defence of the one-factor theory.

The Meta‑Theory Argument in Defence 
of the One‑Factor Theory and its Problems

In her defence of Maher’s one-factor, Sullivan-Bissett 
[23] argues that people with delusions “have normal-
range reasoning applied to abnormal experiences.” (p. 
683) What is a “normal-range” reasoning process? 
How should we distinguish a normal-range reasoning 
process from an abnormal-range reasoning process? 
Sullivan-Bissett does not offer an answer. Instead, 
she argues that the burden is equally on two-factor 
theorists “since [they argue] that there is some cogni-
tive feature of subjects who have delusions which is 
abnormal and differentiates them from the non-delu-
sional population.” (p. 684).

From the perspective of two-factor theorists, there 
is a clear difference between how people with delu-
sions reason and how people without delusions rea-
son, and the reasoning in delusions falls outside of 
the normal range.7 However, Sullivan-Bissett is cor-
rect that without a meta-theory of what counts as a 
normal-range reasoning process, one-factor theo-
rists could insist that the reasoning in delusions still 
“fall[s] into the normal range” (p. 683). Call this the 
meta-theory argument.

How to break the impasse? One way, of course, 
is to develop a meta-theory of what counts as a nor-
mal-range reasoning process. I shall not take this 
approach. Instead, I argue that appealing to the meta-
theory argument would do more harm than benefit to 
the one-factor theory.

To the best of my knowledge, there is no meta-the-
ory of what counts as an anomalous experience. So, 
following a similar meta-theory argument, a zero-fac-
tor theorist can argue that the anomalous experience 
falls within the normal range and hence we should 
reject the one-factor theory as well.

There is no widely accepted meta-theory of what 
counts as a delusional belief either ([70], p. 48). So, 
following another similar meta-theory argument, a 

delusion-denialist (compare [71])  could argue that 
delusional beliefs fall within the normal range, and 
hence there is no need to develop any theory of delu-
sions in particular: the existing theories of normal 
beliefs are sufficient for explaining delusions.

Here is a dilemma for one-factor theorists. On the 
one hand, if they retain the meta-theory argument, 
then they can defend the one-factor theory against 
the two-factor theory, but they have to explain why 
the zero-factor theorist and the delusion-denialist 
are wrong. It is far from clear how this can be done 
because the zero-factor theorist and the delusion-
denialist are using similar meta-theory arguments. 
On the other hand, if they give up the meta-theory 
argument, then they do not have to deal with the 
zero-factor theorist and the delusion-denialist, but 
their defence of the one-factor theory will be lost as 
well. For now, it seems that appealing to the notion of 
abnormal-range factors is not an attractive defence of 
the one-factor theory.8

The Analogical Argument in Defence 
of the One‑Factor Theory and its Problems

By appealing to Cassam and others’ work on conspir-
acy theories, Noordhof and Sullivan-Bissett [20] offer 
an analogical argument that the irrationality in delu-
sions is within the normal range. They write:

Consider also conspiracy theories, which we 
will understand as explanations of events that 
appeal to the intentional states of conspirators, 
who intended the event and kept their inten-
tions and actions secret [72], p. 206). Those 
who believe in such theories—so-called con-
spiracy theorists—are prime examples of epis-
temically irresponsible subjects whose beliefs 
seem utterly impervious to counterevidence. 
As Quassim Cassam points out, ‘there aren’t 
too many examples of committed conspiracy 
theorists changing their minds’ ([73], p. 93). 
Conspiracy theorists are especially relevant to 
discussion here since, perhaps similarly to some 
monothematic delusions, ‘[t]here is almost no 
explanation that isn’t too bizarre for the con-

7  This is certainly not to deny that the formation and mainte-
nance of delusions may also involve certain normal-range rea-
soning, such as motivated reasoning [68, 69]. Two-factor theo-
rists’ key hypothesis is that certain abnormal reasoning must 
play an important role.

8  This critique of Sullivan-Bissett’s notion of abnormal-range 
factors also  applies to Noordhof and Sullivan-Bissett’s [20] 
notion of clinically abnormal factors.
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spiracy theorist’s taste’ ([73], p. 22). … many 
researchers interested in conspiracy theorists 
make no claims about clinically abnormal cog-
nition, rather, they appeal to individual differ-
ences in personality to explain being conspir-
acy-minded (see [73], pp. 40–43 for discussion) 
or as involving a particular worldview ([74], p. 
123, [73], p. 100). Such normal range irration-
ality is the kind of thing which can contribute 
to such thinkers displaying epistemic irresponsi-
bility. … Similar things can be said for folk with 
monothematic delusions. … the epistemic irre-
sponsibility displayed by such subjects is rep-
resentative of normal range irrationality… (pp. 
10302-10303)

Their argument seems to go as follows: The kind 
of epistemic irresponsibility in delusions is the same 
as the kind of epistemic irresponsibility in conspiracy 
theories; normal-range irrationality, by which Noord-
hof and Sullivan-Bissett [20] mean, e.g. the differ-
ences in personality, can explain the kind of epistemic 
irresponsibility in conspiracy theories,therefore, nor-
mal-range irrationality can explain the kind of epis-
temic irresponsibility in delusions.

While it is true that both delusions and conspir-
acy theories are notorious types of beliefs that are 
impervious to counterevidence and in this very gen-
eral sense the subjects in both cases are epistemically 
irresponsible, it does not follow that the kind of epis-
temic irresponsibility in delusions is the same as the 
kind of epistemic irresponsibility in conspiracy the-
ories. There is a wide range of types of beliefs that 
are impervious to counterevidence, which, besides 
delusions and conspiracy theories, may also include 
akratic beliefs [75], superstitious beliefs [76], and 
some of the religious beliefs [77]. In spite of the fact 
that these beliefs are all impervious to counterevi-
dence and in this very general sense the subjects with 
any of these beliefs may be taken as being epistemi-
cally irresponsible, it is, however, unlikely that the 
specific kinds of epistemic irresponsibility in all these 
beliefs are the same.

We might have some reason for thinking that the 
same normal-range irrationality could explain delu-
sions if it turned out that the specific way delusions 
are impervious to counterevidence is the same as 
the specific way conspiracy theories are impervious 
to counterevidence. A closer comparison between 

Cassam and others’ account of conspiracy theories 
and what we already know about delusions, how-
ever, shows that the latter is not true.

There are many significant differences between 
the epistemic irresponsibility in conspiracy theories 
and the epistemic irresponsibility in delusions. For 
example, conspiracy theories are often politically, 
financially, or ideologically motivated, whereas 
delusions are not; conspiracy theories are based on 
the premodern view that “complex events are capa-
ble of being controlled by a small number of peo-
ple acting in secret, and that this is what gives these 
events a deeper meaning” ([73], p. 26), whereas 
delusions lack such a base; conspiracy theories are 
often shared by a group of individuals or within a 
certain community, whereas there is no “community 
united in common delusions” ([1], p. 284). These 
differences strongly indicate  that the irrational fac-
tors in delusions are much more severe than the 
so-called normal-range irrationality in conspiracy 
theories.

Furthermore, when evidence is concerned, Cassam 
[73 Chapter 4; 78] argues that conspiracy theories are 
impervious to counterevidence in a self-sealing way. 
Cassam [78] writes:

[T]he arguments that give rise to them [i.e. con-
spiracy theories] are designed to be immune to 
refutation. Contrary evidence is attributed to the 
conspiracy and the absence of evidence of con-
spiracy is taken as evidence of the skill of the 
conspirators. (p. 3)

For example, for conspiracy theorists who believe 
that the Bush administration is behind the 9/11 
attacks, the official report of the 9/11 Commission is 
part of the conspiracy, and the lack of evidence that 
the Bush administration is behind the 9/11 attacks 
is the evidence that the Bush administration is very 
good at hiding their conspiracy.

Are delusions impervious to counterevidence in 
such a self-sealing way? It does not seem so. It is not 
a characteristic of delusions that the subjects take the 
absence of evidence as evidence that their delusions 
are true. Nor is it a characteristic of delusions that the 
subjects attribute contrary evidence to their delusions. 
Rather, they can often recognise contrary evidence as 
contrary evidence, even though they do not change 
their delusions in the face of contrary evidence. As 
Corlett and Fletcher [79] write:
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[P]atients with monothematic delusions appear 
to understand what sort of evidence might 
undermine their beliefs but do not modify them 
in the face of such evidence. They do not appear 
to take on and use such disconfirmatory evi-
dence. This, of course, is one of the key criteria 
for establishing that a delusion is present so pre-
sumably, if the patients did not show this effect, 
they would not be considered to be deluded. (p. 
233, emphasis added)

The self-sealing feature of conspiracy theories 
indicates that the evidence that is at odds with con-
spiracy theories is, in a sense, explained away in a 
logically coherent, albeit unsound, way. By contrast, 
the evidence that is at odds with delusions is not 
explained away: instead, delusions are held in the 
face of counterevidence. This significant difference 
between the way conspiracy theories are impervious 
to counterevidence and the way delusions are imper-
vious to counterevidence suggests that, even though 
the kind of irrational factors in conspiracy theories is 
within the normal range, it does not follow that the 
irrational factors in delusions are within the normal 
range. On the contrary, the flagrant ways delusions 
flout evidence suggest that if some irrational factors, 
such as the reasoning abnormalities that are empiri-
cally demonstrated to be associated with delusions, 
play important roles in the aetiology of delusions, 
then they are likely to be beyond the normal range.

Conclusion

This paper conducted a critical analysis of the argu-
ments regarding whether Maher’s conception of 
anomalous experience as the only departure from 
normality is sufficient to explain delusions. If the 
analysis is along the right lines, then it is likely that 
some additional factor or factors, i.e. departures from 
normality, may be involved in the aetiology of delu-
sions; and the two-factor theory is on the right track 
in its search for the missing factor in the aetiology of 
delusions.

Certainly,  this  does not necessarily imply that 
the two-factor theory is without its own challenges 
(for critique, see e.g. [27, 28];  for defence, see e.g. 
[29–31]. Nevertheless, the challenges faced by the 
two-factor theory should not be taken as reasons that 

we have to return to Maher’s one-factor theory. The 
arguments and evidence presented in this paper sug-
gest that reverting to Maher’s one-factor theory is not 
a promising option. Instead, I suggest that a better 
way to make some progress is to focus on searching 
for the missing factor, for which reasoning abnormal-
ity is a candidate proposed by the two-factor theory, 
and at the same time keep an open mind to the possi-
bility that there could be some missing factor not yet 
captured by existing theories of delusions.
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