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Social cognition in the differential diagnosis of Autism spectrum disorders and 
Personality disorders

Judith C.L.M. Duijkers, Constance Th.W.M. Vissers, Wim Verbeeck, 
Arnoud Arntz, Jos I.M. Egger

Abstract

Average intelligent patients with autism spectrum disorders (ASD) and patients with personality disorders (PD) 
are expected to show different problems in social cognition. Consequently, measuring social cognition may contribute 
to a better understanding and differentiation of ASD and PD. Therefore, we explored social cognition in these patient 
groups. Tests included the Mayer-Salovey-Caruso-Emotional-Intelligence-Test (MSCEIT) and Emotional-Quotient-
Inventory (EQ-i). Analyses indicate that the ASD patients estimate themselves as more impaired on the ability to read 
emotions, but better on intrapersonal functioning, than the PD patients. In addition, both patient groups show more 
social cognitive impairment as compared to age and sex matched non-patient data. This holds true both for the self-
report measure and part of an ability measure. Further research involving a dimensional approach and detailed profiling 
of strengths and weaknesses is advised to gain better understanding of the specificity and intensity of impairments, and 
of further differences between these disorders.

Key words: neurocognitive functions, emotional intelligence, Theory of Mind, autism spectrum disorders, personality 
disorders, social cognition, emotion
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Autism spectrum disorders (ASD) and Personality 
disorders (PD) are psychiatric diagnoses that can be 
difficult to differentiate in clinical practice, particularly 
when observing overt behaviour in patients with average 
(or higher) intelligence quotients (Fitzgerald 1999, 
Horwitz et al. 2004, Lehnhardt et al. 2013, Lugnegard et 
al. 2011, Kumbier et al. 2009). Lugnegard et al. (2011) 
studied 54 adults with an Autism spectrum disorder, 
and half of them also reached criteria for a personality 
disorder. Both patients with ASD and patients with 
PD show pervasive problems in interpersonal -social- 
behaviour and affective areas (e.g.;  Egger et al. 
2005, Esterberg et al. 2008, Frith 2003, Horwitz et 
al. 2004, Hurst et al. 2007, Lugnegard et al. 2011, 
Widiger et al. 2009). Horwitz et al. (2004) focussed 
on the phenomenological overlap between ASD and 
PD and mentioned social withdrawal behaviour as a 
resemblance between ASD and schizoid/schizotypal 
PD, impairments in empathic abilities as a resemblance 

between ASD and antisocial and narcissistic PD and 
problems in social interaction and inflexibility as a 
resemblance between ASD and respectively avoidant 
and obsessive compulsive PD. Lehnhardt et al. more 
recently also focused on these overlapping problems 
(2013), which complicate differential diagnosis and 
offer the challenge for the present study. 

The leading diagnostic classification systems, 
based on primarily behavioural symptoms, do not 
sufficiently contribute to this differential diagnostics 
dilemma; these systems rather confirm the behavioural 
overlap in symptoms instead of shedding light on 
underlying impairments. It accentuates the mentioned 
clinical practice dilemma of differential diagnostics for 
disorders like ASD and PD, which becomes markedly 
visible when it concerns patient groups with an average 
intelligence quotient. The variety in patients with ASD, 
and the variety in patients with PD make it heterogeneous 
patient groups. In order to be able to compare these 
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presence of a (cognitive) negativity bias and/or sad 
emotion influences the way in which contextual (social) 
information is perceived (primarily giving attention to 
negative contextual information instead of to neutral 
or positive information), and this in turn influences 
and regulates one’s planning, decision-making and 
behavioural actions as well (Izard 2009, Vaish et al. 
2008). Social cognition is involved in human empathy 
(the experiential understanding of other’s intentions 
and emotions) and is fundamentally needed to control 
affect, drive and motivation.  Elaborating on all of this, 
social cognition forms the basis to come to adjusted 
(social) behaviour (Decety 2010, Johnson et al. 2003). 
This makes social cognition a relevant research 
topic, when having differential diagnostics dilemmas 
concerning deviant social behaviour. 

Social cognition has earlier been a focus of studies 
concerning various neurodegenerative disorders 
and schizophrenia. Social withdrawal behaviour, 
problems in emotion recognition and Theory of 
Mind impairments (the ability to attribute intentions, 
thoughts and/or emotions to others, and thereby 
understanding situations from perspectives other than 
one’s own (Premack and Woodruff 1978) are profound 
characteristics of ASD (e.g. APA 1994, Bonshtein et al. 
2006, Couture et al. 2010, Eack et al. 2010, Edwards 
et al. 2002, Lough and Hodges 2002, Piskulic et al. 
2010). Furthermore, impairments in empathy, face 
processing, social attribution, affective contact and 
affect regulation are common in ASD (e.g., Atkinson 
2009, Baron-Cohen et al. 1997, Baron-Cohen and 
Wheelwright 2004, Domes et al. 2008, Grossman et 
al. 2000, review of Hill and Frith 2003, Kanner 1943, 
Konstantareas and Steward 2006). Whereas disorders 
like schizophrenia and ASD have been compared 
(Pinkham et al. 2008), studies performed on PD do not 
have a rich history of searching for correlations with 
neuropsychiatric disorders like ASD (Horwitz et al. 
2004, Lehnhardt et al. 2013). However, the clinically 
experienced difficulties to differentiate ASD and PD 
offer a relevant challenge to test the justification of this 
lack of research. The history of studies involving social 
cognition and PD shows a tendency to link Borderline 
PD with social cognitive problems like disturbed 
recognition of emotions, thoughts and intentions 
in others (e.g., Fonagy et al. 2003, Kernberg 1996, 
Preiβler et al. 2010, Westen 1991). The anti-social and 
schizotypical PD were associated with facial emotion 
recognition impairments (e.g., Brown and Cohen 2010, 
Marsh and Blair 2007). The ability for Theory of Mind 
was, as far as studied, not impaired for patients with 
Borderline PD and for patients with a more Avoidant/
withdrawing PD (Arntz et al. 2009, Franzen et al. 
2011). Patients with Borderline PD do tend to show a 
negativity/anger bias, and a heightened sensitivity to the 
detection of (particular facial expressions of) negative 
emotions (Domes et al. 2009, Lynch et al. 2006). With 
respect to the regulative side of the social cognitive 
process, Borderline PD has been linked to impairments 
in emotion regulation (e.g., Dijke et al. 2010, Johnson et 
al. 2003). Blair (2008) combined ASD and psychopathy 
because of overlapping empathic impairments in 
his study, and linked psychopathy to impairments in 
emotional empathy and autism to problems in cognitive 
empathy (Theory of Mind). 

As described above, social cognitive impairments 
have been shown in both PD and ASD; problems in 
PD seem to be linked to the emotionalising part of the 
social cognitive process, whereas for ASD, both the 
cognitive and emotionalising part of the process are 
shown to be impaired. However, to our best knowledge, 

groups, we matched for intelligence and age, and sex 
was a covariate. For ASD, typical diagnostic practice 
involves amnestic and hetero-anamnestic information 
concerning one’s (problem) behaviour in past and 
present, for which an interview based on ASD criteria 
can be used and neurocognitive (e.g. social emotional) 
test measures can be taken along with self-report 
questionnaires concerning ASD criteria. However, 
to date, there is no ideal test-protocol (Nederlandse 
Vereniging voor Psychiatrie/Nederlands Instituut van 
Psychologen 2013). Most of the patients involved in 
the present study and diagnosed with ASD got their 
classification after several of these diagnostic steps were 
taken. For PD, common diagnostic practice involves 
amnestic information concerning one’s present problem 
behaviour, for which a questionnaire and interview based 
on DSM-IV criteria (e.g. Structured Clinical Interview for 
DSM-IV Disorders) can be used (Landelijke Stuurgroep 
voor Multidisciplinaire Richtlijnontwikkeling in de GGZ 
2008, Weertman et al. 2000).

The brain-behaviour model illustrates how neurobi-
ology (genes, brain) pairs with overt behaviour via neu-
rocognitive functions like attention, social cognition, 
memory, language and planning. Neurocognitive func-
tions typically concern the ability to process informa-
tion (perception, recognition, evaluation of stimuli), and 
direct behaviour (Kandel et al. 2013). They form one of 
the measurable links between surface behaviour and the 
brain. Although neurocognitive function as measured 
in the present study does not involve bio-physiological 
measures like EEG/MRI, it does get under the surface 
of overt behaviour. Evolving from this, knowledge of 
neurocognitive functioning in disorders like ASD and 
PD is thought to lead to a better understanding of the 
pervasive (behavioural) problems in, and differentia-
tion between these disorders, thereby dealing with the 
earlier mentioned clinical practice dilemma. The overt 
behavioural perspective involves observations that one 
is not making eye contact, whereas the “neurocogni-
tive” perspective takes a check under the surface, look-
ing for the key issues that impair the eye contact (for 
example, shyness, an inability to read minds or signs 
of visual impairment). Both perspectives are essentially 
useful, but when one wants to achieve adequate social 
behavioural change (like improvement of eye contact), 
the neurocognitive check under the surface is needed to 
identify the key impairments on which indications for 
treatment can be based (e.g. glasses, training of facial 
emotion recognition and/or therapeutically improving 
one’s self-confidence and assertiveness in social inter-
actions). Looking back at the clinical practice dilemma, 
especially when an average intelligent person with ASD 
and a person with PD show primary problems in social 
interaction, whereas other problems are thought to be 
less prominently present (e.g. problems in communica-
tion and impulse control), the differentiation between 
the disorders can be most difficult. The primary neu-
rocognitive function that underlies interpersonal func-
tioning is social cognition. 

Social cognition broadly represents the integrated 
processing of socio-emotional information, needed 
to direct interaction, thereby underlying adaptive 
social behaviour (Swaab et al. 2011). It involves the 
perception of others (e.g. body signs, facial expressions, 
intentions), the perception of self (e.g. own thoughts 
and emotions) and interpersonal knowledge needed to 
manage tasks and self-regulate daily life. Thoughts and 
emotion play an influencing role in both the processing 
of the incoming information and in the behavioural 
output (Adolphs 2001, 2006 and 2009, Beer and 
Ochsner 2006, Swaab et al. 2011). For instance, the 
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of own functioning on self-report scales, as compared 
to estimations by their family context; that is, no contra-
indications seem to be present for using self-report 
measures in this group (Ozonoff et al. 2005).

In the stating of hypotheses, a difference is made 
between these self-report and ability measures. Put 
shortly, with respect to ability, we hypothesize that: (a) 
Patients with ASD perform lower (more impaired) on 
the ability to read intentions and emotions, than patients 
with PD. With respect to self-report, we hypothesize 
that: (b) Patients with PD estimate themselves as 
more impaired on the ability to read emotions and 
intrapersonal functioning, than patients with ASD. With 
respect to both self-report and ability, we hypothesize 
that: (c) Both patients with ASD and patients with 
PD estimate themselves as more impaired on aspects 
of social cognition, and actually have a lower ability 
on these aspects, than non-patients (control data). For 
the PD patients, the accent of impairments is expected 
on the emotionalising part of social cognition. Within 
the ASD and the PD groups, differences between 
diagnostic subgroups will be studied in an explorative 
style because of smaller n sizes (lower power). 

Method
Participants

Participants consisted of 51 patients diagnosed with 
an ASD (ASD group) and 68 patients diagnosed with a 
PD (PD group). The ASD group consisted of 46 males 
and 5 females in the age of 19 to 62 years (M=35.04, 
SD=13.5). The PD group consisted of 22 males and 46 
females in the age of 15 to 65 years (M=35.88, SD=13.7). 
Evaluated by Lezak’s model of normal distribution, both 
groups had an average Intelligence Quotient (IQ) (ASD 
group M=93.8, SD=8.3; PD group M=93.9, SD=13.0); 
the inclusion threshold for IQ was set on ≥ 70. For the 
ASD group, the diagnoses were: 2 autistic disorder, 18 
Asperger’s disorder and 31 Pervasive Developmental 
Disorder Not Otherwise Specified (PDD-NOS).  For 
the PD group, the cluster of the primary personality 
disorder diagnosis was determined (also for the Not 
Otherwise Specified group): 1 cluster A, 35 cluster B, 
32 cluster C. All patients were treated at the Vincent van 
Gogh institute for mental health care. Non-patient data 
for EQ-i and MSCEIT tests were derived from PEN 
Psycho-diagnostics (Bögels 2010) and matched with 
both the ASD and PD group, for age and sex (no IQ 
data present). For the ASD group, non-patient controls 
for EQ-i ratings were 47 males and 5 females, mean 
age 35.65 (SD 8.91). For the MSCEIT ratings non-
patient controls for the ASD group were 47 males and 5 
females, mean age 35.54 (SD 11.52). For the PD group, 

groups of patients with ASD and PD have hardly ever 
been compared in one study involving the same tasks 
and conditions. 

The aim of our present study is to contribute to the 
understanding and differentiation of ASD and PD, by 
mapping several aspects of social cognition, thereby 
studying parts of the phenomenological overlap between 
ASD and PD that complicate differential diagnostics in 
clinical practice. Studying the described neurocognitive 
chain of perceptive, emotional and executive processes 
that eventually result in social behaviour will give 
relevant information about the nature and intensity 
of the core problems in ASD and PD. It can thereby 
contribute to clarification of the mentioned differential 
diagnostics dilemma. Furthermore, we expect that this 
neurocognitive perspective on pathology can contribute 
to tailored psychological assessment and basic treatment 
indications to promote adjusted (self-regulative) 
daily life participation, by focusing on strengths and 
weaknesses in the functional drive of behaviour rather 
than solely on overt observations. 

The main question in this study is: do patients with 
ASD and patients with PD function differently on 
aspects of social cognition? If this question results in a 
confirmation, the measurement of social cognition with 
chosen measures (see below) can validly differentiate 
in the phenomenological overlap between ASD and PD, 
contributing to the earlier mentioned clinical practice 
dilemma. An ASD and PD group will be compared on 
both self-report and ability measures of social cognition 
(aspects like Theory of Mind, emotion recognition and 
ability to regulate emotions). The Emotional Quotient-
inventory (EQ-i), the Mayer-Salovey-Caruso Emotional 
Intelligence Test (MSCEIT), the Bermond-Vorst 
Alexithymia Questionaire (BVAQ) and the Strange 
Stories Task (SST) are used to assess the various aspects 
of the social cognition process. For part of the data, the 
groups are also compared with data from non-patients. 

Given the described social cognitive problems in 
ASD, impairments can be expected on the ability to read 
intentions and emotions (e.g., Atkinson 2009, Baron-
Cohen et al. 1997, Baron-Cohen and Wheelwright 
2004, Domes et al. 2008, Grossman et al. 2000, review 
of Hill and Frith 2003, Kanner 1943, Konstantareas 
and Steward 2006). For the PD group, because of their 
negativity bias in perceiving self and others, patients can 
be expected to estimate themselves as more impaired 
on reading emotions and intrapersonal functioning. 
Patients with PD are expected to show more impairment 
on the emotionalising part of social cognition (e.g., 
Brown and Cohen 2010, Domes et al. 2009, Lynch et 
al. 2006). Aspects of social cognition can be measured 
by self-report and ability measures. Patients with ASD 
have been shown to be able to give a realistic estimation 

 

Figure 1. Social cognitive model (Adolphs 2001)
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true or true of me”. Scores are provided and adjusted 
to standard scores for total EQ, 5 EQ composite scales, 
15 EQ content scales and 4 Validity indicators (Bar-on 
1997). The mean standard score is 100 (SD=15) (Dawda 
and Hart 2000). The 5 EQ composite scales include 
Intrapersonal functioning (content scales emotional self-
awareness, assertiveness, self-regard, self-actualization, 
independence), Interpersonal functioning (content 
scales empathy, social responsibility, interpersonal 
relationships), Adaptation (content scales reality testing, 
flexibility, problem solving), Stress management (content 
scales stress tolerance, impulse-control), and General 
mood aspects (content scales optimism, happiness). 
Higher scores generally indicate a self-estimate of more 
adequate functioning, although scores high above average 
can be inadequate as well (for example, over social 
responsible behaviour). Dutch norms were provided by 
the Catholic University Brabant (Nederlands Instituut 
voor Psychologen NIP 2005). Test-retest reliabilities 
of .73 and .78 were mentioned by Brackett and Mayer 
(2003). Bar-on described positive validity results (2005).  

Strange stories task (SST)
The SST (Happe 1994, Spek et al. 2010) consists of 

short stories. It assesses participant’s ability to attribute 
mental states to others, by stories featuring a pretend 
event, a joke, a lie, a white lie, a figure of speech, and 
bluffing. After the participant’s basic understanding of the 
story is assessed, an open-ended question is presented to 
assess the participant’s understanding of the character’s 
mental state. The score is derived from the total number 
of physical instead of mental state responses and the total 
number of wrong responses in understanding the stories. 
The SST has positive reliability and validity results on 
measuring Theory of Mind as part of social cognition 
in children (Kaland et al. 2002). A non-patient group 
made very few faults on the SST; n= 32, M failure score 
= .69, SD 1.09 (Spek et al. 2010). The strange stories 
task that was used in the present study, was translated 
by forward-backward procedure in Dutch by Spek et al. 
(2010). It contains eight stories, derived from Happé her 
original task (1994) as being the most difficult for adults. 
Stories were scored by a second rater, and the degree of 
concordance was 97 % for the ‘correct answer score’ and 
95 % for the ‘mental explanation score’. 

Bermond-Vorst Alexithymia Questionaire 
(BVAQ) 

The BVAQ (Bermond and Vorst 2001) is a 40-item 
self-report measure, which comprises two parallel 
versions each of 20 items. Each item is rated on a five-
point Likert scale, ranging from 1 (strongly agree) to 
5 (strongly disagree). The five factors indicating the 
recognition and regulation of one’s own emotions 
(alexithymia is the deficit in doing this) are: verbalizing 
(self-reported ability to describe and communicate 
own emotional states), fantasizing (self-reported ability 
to fantasize, imagine, day dream), identifying (self-
reported ability to define reasons for being aroused), 
emotionalizing (self-reported ability to experience 
emotional arousal with emotion triggering events) 
and analysing (self-reported tendency to seek out own 
emotional reactions (Bermond and Vorst 2001). For 
each factor, high scores are indicative of alexithymia. 
Psychometric properties of the BVAQ have shown to be 
sufficient; reliability ranges from .67 to .87 for subscales 
and validity was in an acceptable range (Müller et al. 
2004, Vorst and Bermond, 2001).

In a study of Berthoz and Hill (2005) on ASD 
and alexithymia, patients were able to reflect on their 
emotions in an emotionalizing and fantasizing way, but 
less in a cognitive way (verbalizing, identifying and 
analyzing). 

non-patients control data for the EQ-i were derived 
from 20 males and 34 females, mean age 36.24 (SD 
9.90). For the MSCEIT non-patient control data for the 
PD group were scores from 22 males and 43 females, 
mean age 36.20 (SD 11.98).

Materials
Social cognition measures consisted of the Mayer-

Salovey-Caruso Emotional Intelligence Test (MSCEIT; 
Mayer et al. 2003), the Emotional Quotient Inventory 
(EQ-i; Bar-on 1997), the Strange Stories Task (SST; 
Happe 1994) and the Bermond-Vorst Alexithymia 
Questionaire (BVAQ; Bermond and Vorst, 1996).  An IQ 
test was performed as a check and for the use as covariate 
(see procedure).

Mayer-Salovey-Caruso Emotional Intelligence 
Test (MSCEIT)

The MSCEIT is an ability measure of social 
cognition, involving emotional processing. It assesses 
branches: emotion perception (ability to recognise 
how one and others feel; task with pictures of facial 
expressions), understanding (knowledge and reasoning 
about complex emotions and the way emotions unfold), 
facilitation (ability to generate and reason with emotion) 
and regulation of emotion (management of emotion in 
oneself and others).

These branch descriptions clearly show overlap 
with aspects of the earlier mentioned social cognition 
definition (integrated processing of socio-emotional 
information needed to direct interaction; Swaab et al. 
2011). The MSCEIT consists of 141 items across 8 tasks; 
two tasks comprise each of the 4 mentioned branch scores 
in the Mayer and Salovey 4-factor model of emotional 
intelligence. Two area scores are derived from the model; 
the experiential ability (being able to perceive, experience 
and reason with emotionally laden information) and the 
strategic ability (being able to understand emotionally 
laden information and manage emotions). Total, subscale 
and individual items are scored through a web-based 
scoring program (Multi-Health Systems, Inc, Canada), 
using unadjusted consensus norms from a large normative 
sample, where participants receive a score based on the 
proportion of individuals in the normative sample that 
endorse their response to a particular question. Total 
and branch scores are automatically calculated and 
scaled with a mean of 100 (SD=15), with higher scores 
reflecting better emotional intelligence (Eack et al. 2010, 
Mayer et al. 2003). In psychometric properties studies 
which were described by Brackatt and Salovey in 2006, 
the MSCEIT showed a full-test split-half reliability of 
.93 for consensus scoring (which is used for the present 
study), area scores reliabilities were .90 and .90 and 
branch score reliabilities were between .76 and .91.  Test-
retest reliability of the full-test MSCEIT over a three-
week interval was r(59)= .86 in a college student sample. 
Satisfying  factor-structure is present and the MSCEIT 
showed content and structurally validity as well as 
discriminant, convergent, predictive, and incremental 
validity. Sex and age corrections were applied for 
the ASD and PD group comparisons (primarily to 
compensate for the sex differences between the groups). 
For the matched control data, only raw composite scores 
were present; they were compared with those for the 
ASD and PD groups. 

The Emotional Quotient Inventory (EQ-i)
The EQ-i is a self-report measure of social cognition 

aspects like emotional intelligence. It consists of 133 
items, with a response rating scale (5-point), ranging 
from “very seldom true or not true of me” to “very often 
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(including management of emotions)” (both MSCEIT) 
and the “total failures SST” loaded highest, the latter in 
negative direction. The explained variance was 13.06 
%. B) Self-estimate of ability to read emotions, linking 
with hypothesis b, focusing on self-estimate; the scale 
“interpersonal functioning” (EQ-i) and the scales of 
verbalising, identifying, emotionalising and analysing 
of emotions (BVAQ) loaded highest, only interpersonal 
functioning in positive direction. The explained 
variance was 18.69%. C) Self-estimate of intrapersonal 
functioning, also linking with hypothesis b, focusing 
on self-estimate; “intrapersonal functioning”, “stress 
management”, “adaptation” and “mood” (EQ-i) loaded 
highest, all in positive direction. The explained variance 
was 28.72 %. D) Self-estimate of ability to fantasize; 
scale “fantasizing” (BVAQ) loading highest, in negative 
direction. The explained variance was 8.01 %. Factor 
scale D was not taken into account for analyses due 
to the mentioned lower n for the BVAQ measure. 
Hypothesis c, concerning both ability and self-report 
comparisons of ASD and PD groups with controls, links 
to both domain A, B and C.

(Multivariate) analyses of covariance (MANCOVA’s) 
were conducted to compare the ASD, PD group and 
controls (hypothesis c). MANCOVA’s were only 
conducted with the factor variables (variables loading 
on A, B or C), for which basic assumptions of normality, 
homogeneity of variances, and linearity were met. If 
not, an ordinal regression (PLUM) was conducted. 
In all analyses, diagnosis was used as the between-
subject factor. In addition, IQ, sex and age were used 
as covariates for the ASD and PD group comparisons 
(for controls, no IQ data present). Results that are not 
mentioned were non-significant. All Box M’s tests for 
equality of covariance matrices were non-significant. As 
mentioned, due to the 34 statistical tests that were done, 
the p-level was adjusted using a False Discovery Rate 
adjusted p-level of 0.01214 (Narum 2006).

Ordinal regression and (M)ANCOVA analyses were 
conducted for both the ASD and the PD group with 
matched controls (sex, age) on the EQ-i and MSCEIT, 
linking with hypothesis c. Scores, available for analysis, 
were the raw composite scale scores for the EQ-i and 
raw branch scores for the MSCEIT. Results showed that 
both the ASD and PD group are impaired on the strategic 
regulation of emotions, as compared to controls. In 
addition, both the ASD and PD group report worse 
functioning on ability to read emotions and intrapersonal 
functioning (EQ-i major scales intra, and interpersonal 
functioning, stress management, adaptation and general 
mood). See tables 1, 2 and 3 for descriptive statistics, 
group and covariate effects.

The univariate analysis for the comparison between 
ASD and PD on reading and regulating intentions 
and emotions (domain A, linking with hypothesis 
a, concerning ability comparison), with MSCEIT 
experiential area as dependent variable, showed no 
significant main effect for diagnosis, sex or age, but 
did reveal a main effect for IQ (higher IQ performing 
better). See table 4 for descriptive statistics and table 5 
for ANCOVA.

The multivariate analysis, with (domain B, linking 
with hypothesis b, self-estimate comparison) self-
estimate of ability to read emotions-scales as dependent 
variables, showed (only) a significant main effect for 
diagnosis; the significant diagnosis effect was specifically 
visible on the interpersonal functioning-scale: the ASD 
group reporting worse functioning than the PD group. 
See table 4 for descriptive statistics and table 5 for 
MANCOVA. The interpersonal functioning-scale is, 
as mentioned, a major EQ-i scale; when analysing the 

Procedure
Participants were selected by administrative 

searches on diagnosis (ASD or PD) with as few as 
possible comorbid diagnoses (for example, diagnoses 
like schizophrenia and major affective disorders were 
excluded). To complete the described tasks, participants 
required two hours. Diagnoses of participants (ASD 
or PD) were checked, using the Longitudinal Expert 
Evaluation using All Data (Lead-method; Spitzer 1983): 
an expert diagnosed the patient by using information 
from multiple sources (patient, family, team as stated in 
patient file). The SCID-I and II screening questionnaires 
were also conducted for this purpose (Groenestijn et 
al. 1999, Weertman et al. 2000). For ASD, during the 
Lead-method, the presence of (hetero-) anamnestic 
information (focusing on ASD) was checked.  As a 
check and for the use as covariate, an IQ screening 
test, the Dutch version of the National Reading Test for 
Adults (NLV) was used; the threshold was put at 70.  

Statistical analyses
A comparative design with exploratory aspects 

was used for this study. To determine the domains of 
the instrument’s major subscales used in this study, a 
principal component analysis with oblique rotation 
was used, with the number of factors extracted, based 
on the scree plot. In order to contain relevancy and 
power of analyses, the major scales of test measures 
(13) were taken into the principal component analysis: 
the verbalising, fantasising, emotionalising, analysing 
and identifying scales of the BVAQ, the intrapersonal, 
interpersonal, stress management, adaptation and 
general mood scales of the EQ-i, the experiential and 
strategic area scales of the MSCEIT and the total failure 
score of the SST. After data-reduction, (M)ANCOVA’s 
were conducted for variables that met basic assumptions 
(normality, homogeneity of variances, linearity). 
Ordinal regression (PLUM) analysis was conducted 
for factor-scales (part of factor domains A, B and C), 
not meeting these basic assumptions; the advantage of 
this analysis is that it enables accounting for covariates, 
contrary to Mann-Whitney tests. The independent 
variable for most hypotheses was diagnosis (ASD, PD, 
non-patients). The dependent variables were the scores 
on specific subscales. Sex, age and IQ were used as 
covariates (IQ not for comparisons to non-patients, as 
we had no IQ estimates for them). Means were adjusted 
to covariates. SPSS version 18.0 was used. Missing 
values were present for 21 patients on part of the BVAQ 
due to a lacking page of items. For 1 patient the EQ-i 
was not present and for 1 patient the MSCEIT computer 
system failed for part of the scoring. Cases with missing 
values were excluded on a pairwise basis, in order to 
be able to still analyse the remaining case data on other 
measures. As 34 statistical tests were done, the p-level 
was adjusted using a False Discovery Rate adjusted 
p-level of 0.01214 (Narum 2006).

Results
After doing a Principal Component Analysis with 

oblique rotation (see method for variables taken into 
account), four “social cognition” factors were derived 
and the following categorization in factor scales was 
made. A) Ability to read and regulate intentions and 
emotions, linking with hypothesis a, focusing on ability; 
the task scales “experiential ability”, “strategic ability 
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Table 2. Ordinal regression analysis with major scales of the EQ-i and MSCEIT, for the ASD comparison with controls

Dependent variables Diagnosis (ASD)
Estimate   Wald     p

Covariate sex
 Est    Wald     p

Covariate age    df=1
Est    Wald    p

EQ-i major scales: 
Intrapersonal functioning
Interpersonal functioning 
Adaptation
Stress management
General mood

-3.29         49.75     <.001*
-2.55         38.02     <.001*
-2.62         39.36     <.001*
-1.86         24.03     <.001*
-2.65         39.75     <.001*  

-.48     .65       .42
1.28    4.54     .03
-.90     2.27     .13
-1.46   5.81     .02
-.10     .03       .87

.01      .54       .46

.02      2.55     .11

.02      2.26     .13

.01      .86       .35

.02      2.57     .11

MSCEIT major area scales: 
Emotional experiential 
Emotional strategic

.08            .06          .81
-.86          6.16        .01*

 
.58      .96       .33
.56      .89       .35

.01      .17       .68

.002    .02       .89

Note: -* = Significant result; False Discovery Rate BY method, k = 34, p < .012. Es = effect size partial eta squared (due to the 34 statistical 
tests that were done, the p-level was adjusted using a False Discovery Rate adjusted p-level of 0.01214 (Narum, 2006))
-For normally distributed variables, (M)ANOVA’s were conducted, leading to the same (significant) results

Table 3. Ordinal regression analysis with major scales of the EQ-i and MSCEIT, for the PD comparison with controls

Dependent variables Diagnosis (PD)
Estimate   Wald     p

Covariate sex
 Est    Wald     p

Covariate age     df=1
Est    Wald    p

EQ-i major scales: 
Intrapersonal functioning
Interpersonal functioning Adaptation
Stress management
General mood

-4.47          68.11      <.001*
-2.27          34.82      <.001*            
-3.49          60.73      <.001*
-2.87          48.82      <.001*
-4.09          65.86      <.001*

-1.19    8.89     <.01*
.11       .08       .78
-1.74    18.08   <.001*
-1.92    21.09   <.001*
-.78      4.01     .05

.03     2.52     .11

.01     .19       .66

.02     .93       .34 

.01     .08       .77

.03     4.14     .04

MSCEIT major area scales:  Emotional 
experiential Emotional strategic -.22             .52              .47

-1.43          19.28      <.001*

 
.13       .13       .71
-.01      .001     .98

-.01    .52       .47
-.01    .63       .43

Note: 
-* = Significant result; False Discovery Rate BY method, k = 34, p < .012. Es = effect size partial eta squared (due to the 34 statistical tests 
that were done, the p-level was adjusted using a False Discovery Rate adjusted p-level of 0.01214 (Narum, 2006))
- For normally distributed variables, (M)ANOVA’s were conducted, leading to the same (significant) results

Table 1. Descriptive statistics variables, for the comparison of ASD and PD groups with controls on major 
scales EQ-i and MSCEIT
Dependent variables ASD                                 

Median     Quartiles        
Controls                        PD                              Controls    
Median     Quartiles     Median     Quartiles Median     Quartiles  

EQ-i major scales: 
Intrapersonal functioning
Interpersonal functioning 
Adaptation
Stress management
General mood 

122.50        108.00-139.75
80.00          70.50-85.25
82.00          76.00-89.00
57.00          51.25-66.00 
58.00          46.25-64.75 

  163.00      151.25-171.00  104.50     89.25-115.50   158.00       141.50-173.5
  98.00        86.00-107.75     87.00      80.00-94.00     101.50       94.00-108.00  
  96.00        89.50-102.75     76.00      71.00-84.00     97.00         88.75-104.25
  67.00        62.00-73.00       52.00      43.00-58.25     64.50         57.75-71.25
  72.00        65.25-77.00       47.00      40.00-58.00     71.50         65.00-77.00

MSCEIT major area scales:  
Emotional experiential 
Emotional strategic

.48             .41-.53       

.43             .39-.47 
  .48            .40-.53                .47         .41-.52              .49            .41-.53
  .46            .42-.48                .43         .39-.46              .47            .45-.50

Note:
-For the controls data, available for analysis were the raw composite scale scores for the EQ-i and the raw branch scores for the MSCEIT. 
-In this table, for both normally and not-normally distributed variables the medians and quartiles are stated.
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Ordinal regression (PLUM) analyses were conducted 
for scales not meeting basic assumptions. For the 
descriptive statistics and results of this analysis see table 
6 and 7. In domain A (linking with hypothesis a, ability 
comparison), ability to read and regulate intentions and 
emotions, significant effects were found for IQ and 
age on the strategic regulation of emotions, but not for 
diagnosis and sex. In domain B, self-estimate of ability 
to read emotions, no significant effects were present for 
diagnosis, age, IQ or sex. In domain C, self-estimate of 
intrapersonal functioning, the only significant effect was 
present for age on stress management; higher age related 
to report of lower management. 

MANCOVA’s for scales meeting basic assumptions 
(part of domains A, B and C) and ordinal regression 
for scales not meeting basic assumptions, did yield no 
within group differences (differences between various 
ASD-diagnoses, and differences between various PD-
clusters). Due to the low number, cluster A patients (n= 
1), were excluded.

significant effect further by looking at the content of this 
major scale, the empathy and interrelationships fit with 
this effect (F (1,87) = 16.2, p < .001 and F (1,87) = 5.2, p 
< 0.3); the ASD group reporting worse functioning than 
the PD group.

The multivariate analysis, with (domain C, also 
linking with hypothesis b, self-estimate comparison) 
self-estimate of intrapersonal functioning-scales as 
dependent variables, showed significant main effects 
for diagnosis and age, but not for sex and IQ. Patients 
with ASD report better functioning than patients with 
PD, on intrapersonal functioning. A significant effect 
was found on the adaptation scale for age (lower age 
reporting better functioning). See table 4 for descriptive 
statistics and table 5 for MANCOVA. The intrapersonal 
functioning is, as mentioned, part of the EQ-i; when 
analysing the significant effect further by looking at the 
subscales, the self-actualisation scale fits with this effect 
(F (1,109) = 8.7, p < .01), patients with ASD reporting 
better functioning. 

Table 4. Descriptive statistics & analyses normally distributed variables, part of factors A, B and C, means adjusted 
for covariates age, IQ and sex
Dependent variables Autism Spectrum Disorder

Mean         SD
Personality disorder   p (df=1)                             
Mean          SD

A) Ability to read and regulate emotions:  
Emotional Experiential (MSCEIT) 96.81              14.78 92.22          13.79        .16

B) self-estimate of ability to read and regulate 
emotions: 
Interpersonal  (EQ-i) 
Identifying em.  (BVAQ)

77.35             19.49
22.00             7.13

94.19         17.39         .001*
23.37          7.94          .50

C) self-estimate of intrapersonal functioning:
Intrapersonal functioning
Adaptation (both EQ-i)

75.37             15.72
74.34             16.79

67.30          18.87        .05
77.48          16.89        .41

Notes: 
-*= significant result on base of False Discovery Rate, BY method, k=34, p < .012 (Due to the 34 statistical tests that were done, the p-level 
was adjusted using a False Discovery Rate adjusted p-level of 0.01214 (Narum, 2006)).
- For factor A, an ANOVA analysis was conducted; for factors B and C MANOVA’s were conducted.

Table 5. Analyses on normally distributed variables, part of domains A, B and C 

Dependent variables Diagnosis (ASD and PD)
F                         p           es 

Covariate sex
 F           p          es

Covariate age
F          p            es

Covariate IQ
F            p              es

A) Ability to read and 
regulate emotions: 
Emotional Experiential 
(MSCEIT)

(1,109) = 2.00   .16           .02  .16       .69        .001 5.97      .02        .05  9.83        <.01*     .08
Higher IQ better 
functioning

B) self-estimate of ability to 
read and regulate emotions: 
Interpersonal  (EQ-i) 

Identifying em.  (BVAQ)

(2,88) = 9.4       <.001*     .18

(1,89) = 12.30    .001*      .12
ASD report worse functioning than PD
(1,89) = .45        .50          .01

 .82         .45        .02

1.43        .24        .02

.02         .90         .00

2.72     .07         .06

4.55     .04         .05

3.42     .07         .04

1.11        .33          .03

.51          .48          .01

.71          .40          .01

C) self-estimate of 
intrapersonal functioning:
Intrapersonal functioning
Adaptation (both EQ-i)

(2,108) = 5.89    <.01*      .10
ASD report better intra funct.than PD
(1,109) = 3.91    .05         .04 
(1,109) = .693    .41         .01

3.73       .03         .07

.49          .49        .004
6.06        .02        .05

3.81     .03         .07

1.23       .27       .01
7.00     <.01*     .06

2.80        .07          .05

4.93        .03          .04
4.41        .04         .04 

Notes: 
-* = Significant result; False Discovery Rate BY method, k = 34, p < .012. Es = effect size partial eta squared (due to the 34 statistical tests 
that were done, the p-level was adjusted using a False Discovery Rate adjusted p-level of 0.01214 (Narum, 2006))
-For factor A, an ANOVA analysis was conducted; for factors B and C MANOVA’s were conducted
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the stated hypotheses. 
As to the negativity bias hypothesis (Domes et al. 

2009, Lynch et al. 2006), this was confirmed for the 
intrapersonal part, patients with PD reporting their 
intrapersonal functioning as more impaired. This 
result fits the earlier mentioned PD sensitivity for a 
negative cognitive bias in (primarily) the perception 
of self. Consequently, when one is tended to reflect 
negatively on own functioning, one may feel less 
control to participate in daily life, which can also lower 
one’s well being (Lefcourt 1982, Seifer et al. 1992). 
In accordance with this, Arntz et al. (2011) describe 
a tendency in Borderline, Avoidant and Dependent 
PD patients to criticize themselves and have negative 
emotional responses combined with low solution-
focused strategies, influencing emotion regulation as 
well (also mentioned in e.g., Dijke et al. 2010, Johnson 
et al. 2003). Patients with ASD indicate themselves as 
impaired in interpersonal functioning, but their overall 
well-being does not get influenced so thoroughly as 
in PD. Explanatory, patients with ASD may be less 
emotionalising, but more cognitively reflective on 

Discussion
The present study is one of the first that aims to 

contribute to differential diagnosis of Autism Spectrum 
Disorders and Personality Disorders (disorders 
having phenomenological overlap), by measuring 
social cognition. Results show that patients with ASD 
estimate themselves as more impaired than patients 
with PD on reading emotions, whereas patients with PD 
report themselves as more impaired on intrapersonal 
functioning. Patients with ASD and patients with PD do 
not differ in their ability to read and regulate emotions 
and both groups report more impairment on aspects of 
social cognition on a self-report measure and on a part 
of an ability measure, as compared to non-patient data. 
Furthermore, ASD and PD subtyping (Autistic disorder, 
Asperger’s disorder, PDD-NOS, PD clusters A, B and 
C) does not lead to distinguishable findings. This latter 
finding fits the subdividing discussion as mentioned 
in other studies (e.g. for ASD: Witwer and Lecavalier 
2008, for PD: Westen and Shedler 1999). 

The results implicate the following with respect to 

Table 7. Ordinal regression analysis with variables (part of factors A, B and C, not normally distributed), PLUM

Dependent variables Diagnosis (ASD and PD)
Estimate   Wald     p

Covariate sex
 Est    Wald     p

Covariate age
Est    Wald    p

Covariate IQ       df=1
Est   Wald      p

A) Ability to read and regulate 
emotions: Emotional
Strategic (MSCEIT)
Failure score (SST)

-.23            .32         .57
.93             4.45       .04

-.91     4.02      .05
.40      .70        .40

-.10     41.25   < .001*   
.03      3.29      .07

.07    17.23     < .001*
-.04   5.85       .02 

B) self-estimate of ability to 
read and regulate emotions: 
Verbalising  (BVAQ) 
Emotionalising (BVAQ)
Analysing (BVAQ)

.94             3.97       .05

.99             4.38       .04 

.59             1.60       .21

 

.84      2.81      .09
-.105  4.31       .04
-.27     .29        .59

.02      2.50      .11   

.01      .96        .33

.03      3.28      .07

.002  .02         .89

.007  .14         .71
-.01   .10         .76

C) self-estimate of intrapersonal 
functioning:
Stress management (EQ-i) 
Mood (EQ-i)

.13             .09         .76

.59             2.06       .15
-.60    1.75       .19
-.24     .28        .60

-.05     11.46    .001*
-.01     .11        .74

.03    3.24       .07

.02    .89         .35

Note: 
-* = Significant result; False Discovery Rate BY method, k = 34, p < .012. Es = effect size partial eta squared (due to the 34 statistical tests 
that were done, the p-level was adjusted using a False Discovery Rate adjusted p-level of 0.01214 (Narum, 2006))

Table 6. Descriptive statistics not normally distributed variables, part of factors A, B and C

Dependent variables Autism Spectrum Disorder
Median        Quartiles        

Personality disorder                                          
Median          Quartiles

A) Ability to read and regulate emotions: Emotional 
Strategic (MSCEIT)
Failure score (SST)                                                         

87.48               82.61-94.96
  1.00               0.00-5.00                     

85.98          80.46-93.22 
1.00            0.00-2.00

B) self-estimate of ability to read and regulate 
emotions: Verbalising (BVAQ)
Emotionalising (BVAQ)
Analysing (BVAQ)                                              

31.00               23.50-35.00
22.00               16.75-27.00 
20.50               13.75-27.00 

28.00          19.00-34.75
16.50          13.00-19.75
17.00          12.00-23.00

C) self-estimate of intrapersonal functioning: 
Stress management (EQI)
Mood (EQ-i)

87.00               76.00-98.00
77.00               66.00-93.00

85.00          70.00-93.00 
66.00          58.00-85.00
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As mentioned before, the diagnostic knowledge 
that both the ASD and PD group are vulnerable in 
social cognition has therapeutic implications as well. 
While ASD is generally seen as a chronic disorder and 
therapeutic interventions are mostly focused on care 
(e.g. Vermeulen 2005), PD is currently seen as relatively 
more open to change, and therapies are successfully 
focused on cure, striving for healthier ways of 
regulating emotions and social interactions (e.g. Young 
et al. 2003). It would be challenging to speculate about 
ASD as having changeable social cognitive aspects as 
well; studies involving emotion recognition and Theory 
of Mind training are promising (e.g. Ozonoff and Miller 
1995, Williams et al. 2012, Vissers and Honée-van Zijll 
de Jong in preparation). 

With regard to limitations of our study; looking 
back, it might have been contributing to include a 
hetero-anamnestic (developmental) interview in the 
comparison between ASD and PD. Whereas this 
measure is custom for ASD diagnostic practice, it is not 
for PD diagnostic practice. In future research, social 
cognition aspects as present within the biographical 
information, could also have contributing worth in 
differentiating between ASD and PD. Furthermore, 
although all patient files were checked by Lead-method, 
a more thorough overview of the detailed content and 
quality of diagnostic measures that were undertaken 
in the patient groups (prior to this study) would have 
been more precise. Perhaps, comparing various PD’s 
could have shown differences in performance on social 
cognition, but due to lesser n sizes per PD we chose to 
compare clusters (see method). Nevertheless, firstly, the 
n sizes do, given an official administrative search, show 
a realistic representation of cluster diagnoses in our 
clinical practice. Secondly, in line with the dimensional 
future of DSM, estimating degrees of impairment may 
have more worth, than subdividing disorders. With 
regard to types of tests (ability measurement by MSCEIT 
versus self-report measurement by EQ-i), it shows that 
ability and self-report measures lead to different results. 
In other words: a negative self-reporting tendency does 
not automatically relate to worse functioning on actual 
capacities.  These findings are supported by several 
other studies, and it makes the evaluation of which 
kind of tests to use important, depending on study aims 
(Beblo et al 2010, Hertel et al. 2009, Leible and Snell 
2004, Peter et al. 2013). Against the background of 
the emotionalising reflection impairment-hypothesis, 
one could be tended to state that self-report measures 
are less suitable for patients with ASD. Contrary, as 
earlier mentioned, patients with ASD are shown to be 
able to give a realistic estimation of own functioning on 
self-report scales, as compared to estimations by their 
family context (Ozonoff et al. 2005). Further research 
is needed to test this statement. Furthermore, one could 
state that the EQ-i and MSCEIT do not specifically 
measure social cognition, but rather measure aspects 
like emotion (regulation), that is linked to the social 
cognition process. Nevertheless, the amount of overlap 
between these constructs is not sufficiently clear yet, as 
a consequence of which conclusions should be taken 
cautiously. Both patient groups do show impaired 
functioning on the emotion regulation ability MSCEIT 
scale, as compared to non-patient data. This construct 
was not thoroughly measured in the present study, 
but, investigating the (socio-emotional) negativity 
bias in patients with PD, could lead to greater insight 
in (differentiation between) the neuropsychological 
profiles in ASD and PD. In future research experientially 
based emotion regulation tasks should be developed 
and performed (p. e. Emotion Induction tasks).   

own functioning than patients with PD. Consequently, 
the confrontation with functional impairments may 
lead to a lesser amount of “emotional insight and/or 
suffering” in ASD. Nevertheless, the negativity bias in 
PD is just one possible explanation for their scores on 
these measures. It does call for further research on this 
part, in addition to a deeper view on the differentiation 
between emotionalising and cognitive parts of emotion 
perception, regulation and its influence on patient 
responses.

The social cognitive ability hypothesis, expecting 
patients with ASD to function more impaired than 
patients with PD on reading and regulating emotions, 
was not confirmed. The finding that there are no 
differences between ASD and PD on social cognitive 
ability measures also provides a limitation for our 
study; one could say that both patients with ASD and 
PD have problems in reading and regulating emotions, 
but one still cannot say if these problems are similar 
in its specific nature and causes. That is, focusing on 
the social cognitive ability function as operationalized 
by the selected tasks we used, may not sensitively have 
measured detailed subdivisions in social cognitive 
abilities and/or specific key impairments. Furthermore, 
within the stated hypothesis, no differentiation was 
made between emotionalising and more cognitive 
aspects of social cognition. Consequently, when aiming 
to focus on a broad construct like social cognition to 
differentiate between disorders, awareness concerning 
the sensitivity of selected tasks to pick up detailed 
differences between groups is important and needs 
more research. It also suggests that findings need 
to be embedded within a more detailed, tailored 
profile of strengths and weaknesses, that forms an 
(dimensional) overview of psychopathology and 
primarily gives information concerning the specific 
accents and intensity of impairments. Furthermore, 
bio-physiological measures like EEG/MRI measures 
would give an even deeper and detailed look under the 
behavioural level than the tasks we performed in the 
present study; electrophysiology is thereby an important 
technique for future research.  

The hypothesis that patients with ASD and PD 
estimate themselves as more impaired on social 
cognition and actually function worse on part of an 
ability measure than controls is confirmed. For both 
ASD and PD, keeping in mind earlier literature findings 
from the introduction concerning interpersonal, 
intrapersonal functioning and emotion regulation this 
fits the expectations. The knowledge that patients with 
PD show problems on both, though not all self-report 
and ability measurements, sheds an additional light 
on the earlier mentioned negativity bias hypothesis. 
Patients with PD have a negative estimate of own 
social cognitive functioning, but they actually do 
have impairments in emotion regulation. One could 
state that, these results indicate that patients with PD 
have a realistic view of own vulnerabilities instead of 
a negativity bias. Nevertheless, these results do not 
rule out the negativity bias either; they could fit the 
interplay between (social) cognition and emotion in the 
same model, as described earlier by Izard (2009). In 
other words, having negative cognitions can influence 
one’s functioning on -social cognitive- emotional 
ability measures, but the functioning on emotionally 
laden measures (as a stimulus) in turn can influence 
the negative cognitions as well. This implicates self-
report and ability measures can give insight in the 
nature and intensity of impairments in ASD and PD, 
but it definitely does not give (and is not meant to give) 
a linear way of explanatory understanding.



Social cognition in autism and personality disorders

Clinical Neuropsychiatry (2014) 11,5 127

Psychodiagnostics Nijmegen for providing the control 
data and to Ms. Dymphie Mioch, MSc, and Gerjanne 
Trompert, MSc, for test administration and scoring.

References
Adolphs R (2001). The neurobiology of social cognition. 

Current Opinion in Neurobiology. 11, 2, 231-239. 
Adolphs R (2006). “What is special about social cognition?”, 

In Cacioppo JT,  Visser PS, Picket CL (eds) Social 
Neuroscience: People thinking about people, p. 269-285. 
MIT Press, Cambridge, MA.  

Adolphs R (2009). The Social Brain: Neural Basis of Social 
Knowledge.  Annual Review of Psychology 60, 693-716. 

American Psychiatric Association (2000). Diagnostic and 
statistical manual of mental disorders, 4th edition, text 
revision. American Psychiatric Press, Washington, DC.

Arntz A, Bernstein D, Oorschot M, Schobre P (2009). Theory 
of Mind in Borderline and Cluster-C Personality Disorder. 
Journal of Nervous and Mental Disease 197, 11, 801-807. 

Arntz A, Weertman A, Salet S (2011). Interpretation Bias in 
Cluster-C and borderline personality disorders.  Behaviour 
Research and Therapy 49, 472-481. 

Atkinson AP (2009). Impaired recognition of emotions from 
body movements is associated with elevated motion 
coherence thresholds in autism spectrum disorders.  
Neuropsychologia 47, 13, 3023-3029. 

Bar-on R (1997). EQ-I Technical Manual. Multi-Health 
Systems, Toronto, Canada.  

Bar-On R (2005). The Bar-On model of emotional-social 
intelligence. In Fernández-Berrocal and N Extremera 
(Guest editors) Special Issue on emotional Intelligence. 
Psicothema 17. 

Baron-Cohen S, Wheelwright S (2004). The empathy quotient: 
An investigation of adults with Asperger syndrome or high 
functioning autism, and normal sex differences. Journal 
of Autism and Developmental Disorders 34, 2, 163-175. 

Baron-Cohen S, Wheelwright S, Jolliffe T (1997). Is there 
a ''language of the eyes''? Evidence from normal adults, 
and adults with autism or Asperger Syndrome. Visual 
Cognition 4, 3, 311-331.

Beblo T, Pastuszak A, Griepenstroh J, Fernando S, Driessen 
M,  Schutz A, 

Rentzsch K, Schlosser N (2010). Self-reported Emotional 
Dysregulation But No Impairment of Emotional 
Intelligence in Borderline Personality Disorder. An 
Explorative Study. Journal of Nervous and mental disease 
198, 5, 385-388.   

Beer JS, Ochsner KN (2006). Social cognition: A multi level 
analysis. Brain Research 1079, 98-105.

Berthoz S, Hill EL (2005). The validity of using self-reports 
to assess emotion regulation abilities in adults with autism 
spectrum disorder. Eur Psychiatry 20, 3, 291-298.

Bermond B, Vorst HCM (1996). Alexithymia Vragenlijst. 
Psychologisch Adviesbureau Bermond & Psychometric 
Services Interope, Amsterdam.

Blair RJR (2008). Fine cuts of empathy and the amygdala: 
Dissociable deficits in psychopathy and autism. The 
Quarterly journal of experimental psychology 61, 1,  157-
170.

Bögels T (2010).  PEN Psychodiagnostics Nijmegen: control 
data EQ-i and MSCEIT, personal communication.

Bonshtein U, Leiser D, Levine J (2006). Naive theory 
impairment in schizophrenia - Is it domain-specific? 
Journal of Nervous and Mental Disease 194, 10, 753-759. 

Brackett MA, Mayer JD (2003). Convergent, discriminant, and 
incremental validity of competing measures of emotional 
intelligence. Personality and Social Psychology Bulletin 
29, 9, 1147-1158.

Bracket MA, Salovey P (2006). Measuring emotional 

In addition to the earlier mentioned limitations of 
our study, we also realise that the present effect sizes 
are fairly small. Furthermore, the missing values on 
certain measures (BVAQ, see method), made our n 
sizes fluctuate over analyses, which interferes with the 
power of statistical tests. In addition, the lack of IQ data 
in the ASD-controls and PD-controls comparison is a 
limitation, mostly because IQ may have influenced the 
differences found in these comparisons and it could have 
been taken into account as a covariate.  Lastly, in future 
research we’ll strive for the collection of own control 
data, for all the measures conducted.    Concluding, 
neurocognition contributes to insight into the 
phenomenology of disorders by putting a deeper look, in 
addition to the topographical behaviour viewpoint. That 
is, by mapping part of the relation between brain and 
behaviour. As mentioned, the use of electrophysiology 
is a recommendation for future research, in order to 
gain an even deeper detailed look under the surface. 
Nevertheless, measuring neurocognitive functioning 
seems highly relevant, provided that it is embedded 
within a detailed and primarily dimensional profiling 
of strengths and weaknesses, combining all three 
levels of brain, cognition and behaviour. Measuring 
social cognition as performed in the present study, 
does give insight in functioning of patients with ASD 
and patients with PD. However, it needs embedding 
within more detailed profiling. Furthermore, hetero-
anamnestic information concerning development 
throughout the life-span is needed. In other words, 
social cognition needs to be measured along with 
these other diagnostic steps, to be able to contribute 
to differentiating the disorders. For social cognition, 
it seems particularly useful to look at self-report 
measures. These can shed light on one’s participation 
in social life tasks and quality of life, thereby touching 
possible treatment strategies in a tailored way. For 
example, focusing on self-actualization behaviour 
and a more healthy strategy in emotionalising may 
improve the intrapersonal functioning of patients with 
PD, while focusing on empathic perspective taking (for 
example, by deictic framing training, ToM training as 
well as emotion recognition training (e.g., Janssen et al. 
2014, Ozonoff and Miller 1995, Williams et al. 2012, 
Vissers and Honée-van Zijll de Jong in preparation) 
may improve interpersonal functioning of patients with 
ASD. These diagnostic and treatment strategies can in 
turn lead to insight and understanding in patients, which 
can influence their in-control thoughts, needed for a 
more healthy quality of life. Furthermore, focusing on 
a detailed neurocognitive strengths and weaknesses 
profile seems to transcend the relevance of subdividing 
disorders like several ASD’s and PD’s. In order to form 
this detailed profile, the tasks as used within the present 
study can be of help to a clinician, concerning the aspect 
of social cognitive functioning. Furthermore, patient’s 
own estimates of their functioning and suffering areas 
as measured by the EQ-i can provide therapeutic 
entrances. Nevertheless, current findings do call for 
further research, to explore further whether ASD and 
PD differences are indeed associated with accents in 
emotionalising versus cognitive reflection and abilities, 
a negativity bias, and/or (out of) control-thoughts.  

Acknowledgments
The authors wish to express their thanks to all 

participating patients and to Mrs. Inge A. Rabeling, PhD, 
and Peter Verkoeijen, PhD, for statistical consultation. 
Thanks are extended to Theo Bögels, MSc and PEN 



Judith C.L.M. Duijkers et al.

128 Clinical Neuropsychiatry (2014) 11, 5

Asperger syndrome. Journal of Child Psychology and 
Psychiatry and Allied Disciplines 41, 3, 369-379. 

Happe FGE (1994). An advanced test of Theory of Mind-
understanding of story characters thoughts and feelings 
by able autistic, mentally-handicapped, and normal 
children and adults. Journal of Autism and Developmental 
Disorders 24, 2, 129-154.

Hertel J, Schutz A, Lammers CH (2009). Emotional 
Intelligence and Mental Disorder. Journal of Clinical 
Psychology 65, 9, 942-954. 

Hill EL, Frith U (2003). Understanding autism: insights from 
mind and brain. Philosophical Transactions of The Royal 
Society 358, 281-289.

Horwitz EH, Ketelaars CEJ, van Lammeren AMDN (2004). 
Autisme spectrum    stoornissen bij normaal begaafde 
volwassenen. Koninklijke Van Gorcum, Assen.

Hurst RM, Nelson-Gray RO, Mitchell JT, Kwapil TR 
(2007). The relationship of Asperger’s characteristics 
and schizotypal personality traits in a non-clinical adult 
sample. Journal of Autism and Developmental Disorders 
37, 1711-1720. 

Izard CE (2009). Emotion theory and research: highlights, 
unanswered questions and emerging issues. Annual 
Review of Psychology 60, 1-25.

Janssen G, De Mey H, Hendriks A, Koppers A, Kaarsemaker 
M, Witteman C, Egger J (2014). Assessing deictic 
relational responding in individuals with social anxiety 
disorder: Evidence of perspective taking difficulties. 
Psychological Record 64, 1, 21-29. 

Johnson PA, Hurley RA, Benkelfat C, Herpertz SC, Taber KH 
(2003). 

Understanding Emotion Regulation in Borderline Personality 
Disorder: Contributions of Neuroimaging. The Journal of 
Neuropsychiatry & Clinical Neurosciences 15, 397-402.

Kaland N, Moller-Nielsen A, Callesen K, Mortensen EL, 
Gottlieb D, Smith L (2002). A new 'advanced' test of 
Theory of Mind: evidence from children and adolescents 
with Asperger syndrome. Journal of Child Psychology and 
Psychiatry and Allied Disciplines 43, 4, 517-528. 

Kandel ER, Schwartz JH, Jessell TM, Siegelbaum SA, 
Hudspeth AJ (2013). Principals of neural science (fifth 
edition). McGraw-Hill education, Europe. 

Kanner L (1968). Autistic disturbances of affective contact. 
Acta Paedopsychiatrica 35, 4-8, 100-136. 

Kernberg OF (1996). A psychoanalytic model for the 
classification of personality disorders. Psychotherapeut 
41, 5, 288-296. 

Konstantareas MM, Steward K (2006). Affect regulation and 
temperament in children with autism spectrum disorder. 
Journal of autism and developmental disorders 36, 2, 143-
154.

Kumbier E, Domes G, Herpertz-Dahlmann B, Herpertz SC 
(2009). Autismus und autistische störungen. Nervenarzt 
81, 55-65. 

Landelijke Stuurgroep voor Multidisciplinaire 
Richtlijnontwikkeling in de GGZ (2008). Multidisciplinaire 
Richtlijn Persoonlijkheidsstoornissen. Trimbos-instituut, 
Utrecht.

Lefcourt JM (1982). Locus of control. Current trends in theory 
and research. Lawrence Erlbaum, Hillsdale New Jersey 

Lehnhardt FG, Gwwromki A, Pfeiffer K, Kockler H, Schilbach 
L, Vogeley K (2013). The Investigation and Differential 
Diagnosis of Asperger Syndrome in Adults. Deutsches 
Arzteblatt international 110, 45, 755-763. 

Leible TL, Snell WE (2004). Borderline personality disorder 
and multiple aspects of emotional intelligence. Personality 
and Individual Differences 37, 2, 393-404.

Lough S, Hodges JR (2002). Measuring and modifying 
abnormal social cognition in frontal variant frontotemporal 
dementia. Journal of Psychosomatic Research 53,639-
646. 

intelligence with the Mayer-Salovey-Caruso Emotional 
Intelligence Test (MSCEIT). Psicothema 18, 34-41.

Brown LA, Cohen AS (2010). Facial emotion recognition in 
schizotypy: The role of accuracy and social cognitive bias. 
Journal of the International Neuropsychological Society 
16, 474-483.

Couture SM, Penn DL, Losh M, Adolphs R, Hurley R, Piven 
J (2010). Comparison of social cognitive functioning 
in schizophrenia and high functioning autism: more 
convergence than divergence. Psychological Medicine 40, 
4, 569-579. 

Dawda D, Hart SD (2000). Assessing emotional intelligence: 
reliability and validity of the Bar-on Emotional Quotient-
Inventory (EQ-i) in university students. Personality and 
Individual differences 28, 797-812.

Decety J (2010). The neurodevelopment of Empathy in 
Humans. Developmental Neuroscience 32, 257-267. 

Dijke van A, Ford JD, Hart van der O, Son van M, Heijden 
van der P, Bühring M (2010). Affect dysregulation in 
borderline personality disorder and somatoform disorder: 
differentiating under- and over-regulation. Journal of 
Personality Disorders 24, 3, 296-311.   

Domes G, Kumbier E, Herpertz-Dahlmann B, Herpertz SC 
(2008). Social cognition in autism. A survey of functional 
imaging studies. Nervenarzt 79, 3, 261-274. 

Domes G, Schulze L, Herpertz SC (2009). Emotion 
recognition in borderline personality disorder - a review of 
the literature. Journal of Personality Disorders 23, 1, 6-19. 

Eack SM, Greeno CG, Pogue-Geile MF, Newhill CE, Hogarty 
GE, Keshavan MS (2010). Assessing Social-Cognitive 
Deficits in Schizophrenia With the Mayer-Salovey-Caruso 
Emotional Intelligence Test. Schizophrenia Bulletin 36, 2, 
370-380. 

Edwards J, Jackson HJ, Pattison PE (2002a). Emotion 
recognition via facial expression and affective prosody 
in schizophrenia: A methodological review. Clinical 
Psychology Review 22, 6, 789-832. 

Edwards J, Jackson HJ, Pattison PE (2002b). Emotion 
recognition via facial expression and affective prosody 
in schizophrenia: A methodological review. Clinical 
Psychology Review 22, 8, 1267-1285. 

Egger JIM, Tuinier S, Klaassen T, de Mey H, Verhoeven W 
(2005). Differential diagnosis of autism: comparison of 
autism spectrum disorder and schizotypal personality 
disorder. European psychiatry 20, 1, S9-S9. 

Esterberg ML, Trotman HD, Brasfield JL, Compton MT, 
Walker EF (2008). Childhood and current autistic features 
in adolescents with schizotypal personality disorder. 
Schizophrenia Research 104, 265-273.  

Fitzgerald M (1999). Differential diagnosis of adolescent and 
adult pervasive developmental disorders/autism spectrum 
disorders (PDD/ASD): a not uncommon diagnostic 
dilemma. Irish Journal of psychological medicine 16, 4, 
145-148. 

Fonagy P, Target M, Gergely G, Allen JG, Bateman AW 
(2003). The developmental roots of borderline personality 
disorder in early attachment relationships: A theory and 
some evidence. Psychoanalytic Inquiry 23, 3, 412-459. 

Franzen N, Hagenhoff M, Baer N, Schmidt A, Mier D, Sammer 
G, Gallhofer B, Kirsch P, Lis S (2011). Superior Theory 
of Mind in borderline personality disorder: An analysis of 
interactive behaviour in a virtual trust game. Psychiatry 
Research 187, 224-233.

Frith U (1989, second edition 2003). Autism, explaining the 
enigma. Basic Blackwell, Cambridge.

Groenestijn MAC, Akkerhuis GW, Kupka RW, Schneider N, 
Nolen WA (1999). Gestructureerd klinisch interview voor 
de vaststelling van DSM-IV As-I stoornissen, Swets Test 
Publishers, Lisse.   

Grossman JB, Klin A, Carter AS, Volkmar FR (2000). Verbal 
bias in recognition of facial emotions in children with 



Social cognition in autism and personality disorders

Clinical Neuropsychiatry (2014) 11,5 129

emotions, thoughts and intentions of others. Frontiers in 
behavioural neuroscience 182, 4. 

Premack D, Woodruff G (1978). Does the chimpanzee have a 
theory of mind? Behavioural and Brain Sciences 4, 515-
526. 

Seifer R, Sameroff AJ, Baldwin CP, Baldwin A (1992). Child 
and family factors that ameliorate risk between 4 years and 
13 years of age. Journal of the American Academy of Child 
and Adolescent Psychiatry 31, 893-903.

Spek AA, Scholte EM, Van Berckelaer-Onnes IA (2010). 
Theory of Mind in Adults with HFA and Asperger 
Syndrome. Journal of Autism and Developmental 
disorders 40, 280-289.

Spitzer RL (1983). Psychiatric diagnosis: Are clinicians still 
necessary? Comprehensive   Psychiatry 24, 399-411. 

Swaab H, Bouma A, Hendriksen J, König C (2011). Klinische 
kinderneuropsychologie. Boom, Amsterdam. 

Vaish A, Grossmann T, Woodward A (2008). Not all emotions 
are created equal: the negativity bias in social-emotional 
development. Psychological Bulletin 134, 3, 383-403. 

Vermeulen P (2005). Ik ben speciaal, deel 2. EPO: Berchem.
Vissers CThWM, Honée-van Zijll de Jong M (in preparation). 

ToM: een kwestie van  bewust-Zijn: Een speelse methode 
voor de ontwikkeling van reflectief vermogen. 

Vorst HCM, Bermond B (2001). Validity and reliability of the 
Bermond-Vorst Alexithymia Questionnaire. Personality 
and Individual Differences 30, 3, 413-434.

Weertman A, Arntz A, Kerkhofs MLM (2000). 
Gestructureerd klinisch interview voor DSM-IV As II 
Persoonlijkheidsstoornissen. Swets en Zeitlinger, Lisse. 

Westen D (1991). Social cognition and object relations. 
Psychological Bulletin 109, 3, 429-455.

Westen D, Shedler J (1999). Revising and Assessing Axis 
II, Part II: Toward an Empirically Based and Clinically 
Useful Classification of Personality Disorders. American 
Journal of Psychiatry 156, 273-285. 

Widiger TA, de Clercq B, de Fruyt F (2009). Childhood 
antecedents of personality disorder: An alternative 
perspective. Development and Psychopathology 21, 771-
791.    

Williams BT, Gray KM, Tonge BJ (2012). Teaching emotion 
recognition skills to young children with autism: a 
randomised controlled trial of an emotion training 
programme. Journal of child psychology and psychiatry 
53, 12, 1268-1276. 

Witwer AN, Lecavalier L (2008). Examining the validity of 
Autism Spectrum Disorder Subtypes. Journal of Autism 
and Developmental Disorders 38, 1611-1624.

Young JE, Klosko JS, Weishaar ME (2003). Schematherapy. A 
practitioner’s guide. The Guilford Press, New York.

Lugnegard T, Hallerback MU, Gillberg C (2011). Personality 
disorders and autism spectrum disorders: what are the 
connections? Comprehensive Psychiatry 53, 333-340. 

Lynch TR, Rosenthal MZ, Kosson DS, Cheavens JS, Lejuez 
CW, Blair RJR (2006). Heightened sensitivity to facial 
expressions of emotion in borderline personality disorder. 
Emotion 6, 4, 647-655. 

Marsh AA, Blair RJR (2008). Deficits in facial affect 
recognition among antisocial populations: A meta-
analysis. Neuroscience and Biobehavioral Reviews 32, 
454-465.

Mayer JD, Salovey P, Caruso DR, Sitarenios G (2003). 
Measuring emotional intelligence with the MSCEIT V2.0. 
Emotion (Washington D C) 3, 1, 97-105.

Müller J, Bühner M, Ellgring H (2004). The assessment of 
alexithymia: Psychometric properties and validity of the 
Bermond-Vorst Alexithymia Questionnaire. Personality 
and Individual Differences 37, 373-391.

Narum SR (2006). Beyond Bonferonni: less conservative 
analyses for conservation genetics. Conservation genetics 
7, 783-787.

Nederlands Instituut van Psychologen NIP (2005). 
Documentatie van tests en testresearch in Nederland, 
aanvulling 2005/01. Boom test Uitgevers, Amsterdam. 

Nederlandse Vereniging voor Psychiatrie/Nederlands 
Instituut van Psychologen NIP (2013). Multidisciplinaire 
richtlijn diagnostiek en behandeling van 
autismespectrumstoornissen bij volwassenen. Tijdstroom, 
Utrecht. 

Ozonoff S, Miller JN (1995). Teaching Theory of Mind. A 
new approach to social skills training for individuals with 
autism. Journal of Autism and Developmental Disorders 
25, 4, 415-433. 

Ozonoff S, Garcia N, Clark E, Lainhart JE (2005). MMPI-
2 Personality profiles of high-functioning adults with 
Autism Spectrum Disorder. Assessment 12, 86-95. 

Peter M, Schuurmans H, Vingerhoets AJJM, Smeets G, 
Verkoeijen PPJL, Arntz A (2013). Borderline Personality 
Disorder and Emotional Intelligence. Journal of nervous 
and mental disease 201, 2, 99-104. 

Pinkham AE, Hopfinger JB, Pelphrey KA, Piven J, Penn 
DL (2008). Neural bases for impaired social cognition 
in schizophrenia and autism spectrum disorders.  
Schizophrenia Research 99, 1-3, 164-175. 

Piskulic D, Addington J, Maruff P (2010). Social cognition 
in schizophrenia: a quantitative review of the literature. 
Schizophrenia Research 117, 2-3, 413-414.

Preiβler S, Dziobek I, Ritter K, Heekeren HR, Roepke 
S (2010). Social cognition in Borderline personality 
disorder; evidence for disturbed recognition of the 


