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Background: Atypicalities in perception and interpretation of faces and

emotional facial expressions have been reported in both autism and

attention-deficit/hyperactivity disorder (ADHD) during childhood and adulthood.

Investigation of face processing during young adulthood (18 to 25 years), a

transition period to full-fledged adulthood, could provide important information

on the adult outcomes of autism and ADHD.

Methods: In this study, we investigated event-related potentials (ERPs) related

to visual face processing in autism, ADHD, and co–occurring autism and ADHD

in a large sample of young adults (N = 566). The groups were based on the

Diagnostic Interview for ADHD in Adults 2.0 (DIVA-2) and the Autism Diagnostic

Observation Schedule-2 (ADOS-2). We analyzed ERPs from two passive viewing

tasks previously used in childhood investigations: (1) upright and inverted faces

with direct or averted gaze; (2) faces expressing different emotions.

Results: Across both tasks, we consistently found lower amplitude and longer

latency of N170 in participants with autism compared to those without. Longer

P1 latencies and smaller P3 amplitudes in response to emotional expressions

and longer P3 latencies for upright faces were also characteristic to the autistic

group. Those with ADHD had longer N170 latencies, specific to the face-gaze

task. Individuals with both autism and ADHD showed additional alterations in gaze

modulation and a lack of the face inversion effect indexed by a delayed N170.

Conclusion: Alterations in N170 for autistic young adults is largely consistent with

studies on autistic adults, and some studies in autistic children. These findings

suggest that there are identifiable and measurable socio-functional atypicalities

in young adults with autism.

KEYWORDS

autism, ADHD, event-related potentials, face processing, gaze direction, emotional faces,
N170, young adults
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1. Introduction

The transition from adolescence to adulthood (i.e., young
adulthood, 18 to 25 years) can highlight particular challenges
for individuals with autism and attention-deficit/hyperactivity
disorder (ADHD). Young adults seek to achieve independence and
in doing so, they encounter an increase in social and executive
demands alongside a reduction in parental scaffolding (1, 2). People
with ADHD or autism have increased risk of developing a range of
behavioral and cognitive problems in young adulthood, including
unfavorable psychosocial outcomes, poorer academic performance
and lower employment levels [see (3) for a review]. Less favorable
outcomes have been reported in co-occurring autism and ADHD
in comparison to a single diagnosis (4–6).

While challenges in social functioning have traditionally been
more associated with autism (7), ADHD is also associated with
these challenges (8). Atypicalities in social functioning continue
into young adulthood in both autism and ADHD (9) and is
one of the strongest predictors of poor functional outcomes
for both conditions (10–13). Adequate processing of socio-
emotional signals from our environment, including perception and
interpretation of faces and emotional facial expressions, is crucial
for appropriate adaptation to social situations and the development
of interpersonal relationships (14). A thorough overview of the
similarities and differences between ADHD and autism in social
functioning can be found in Mikami et al. (15).

Possibly due to their evolutionary relevance, cognitive and
neural processing of faces and emotional expressions occurs
rapidly, reflecting prioritization in the human brain (16). Due
to their fast temporal resolution, event-related potentials (ERPs)
are a powerful way to examine the timing and temporal stages
of face processing. A number of ERPs have been proposed to
index face-sensitive activity [see (17)]. These ERPs are proposed
to reflect sequential steps in visual face processing, specifically the
determination of low-level features, followed by abstract structural
representation of faces, and further evaluation of information,
including affective valence (17, 18). In particular, the face-sensitive
P1, N170, and the P300, are modulated differentially by orientations
of faces (i.e., upright vs. inverted), eye gaze (direct vs. averted) and
emotional facial expressions.

The N170 is one of the most studied ERPs in autism and is
considered among the most promising ERPs related to the disorder
(19). The N170 component is a negative waveform that peaks 130 to
200 ms after a stimulus and exhibits a larger amplitude and shorter
latency to faces in comparison with other stimuli (e.g., objects) (20,
21). The amplitude of the N170 has been found to be attenuated in
both autistic children (22, 23) and adults (24). Yet, a recent meta-
analysis indicated that the effect size of an amplitude difference
between individuals with and without autism is small and not
significant across 20 studies, but it may be more sensitive to autism
in adults (25). In contrast, the same study showed that a longer
N170 latency is likely a promising indicator of autism across all
ages (25). The relationship between the N170 and social functioning
is less clear as only modest associations between the ERP and
behavioral measures of social functioning have been found (26).
Findings in ADHD are inconsistent, with larger N170 amplitudes
found for adolescents with ADHD (27) and for adults with ADHD
but only for angry faces (28). Smaller amplitudes (but only for

happy faces) have been found in children with the condition (29)
but again this is not consistently observed [e.g., (23)].

The earlier face-sensitive P1 component, measured at occipital
sites, is believed to reflect the processing of low-level features of
faces, including color and contrast and early perception of emotion
(30). Studies indicate the P1 typically has a longer latency and
higher amplitude for inverted compared to upright faces, possibly
due to the increased difficulty of the task which thus requires more
resources. Yet, this is not observed in children with ADHD who
have a reduced inversion effect for latency (31). A similar atypicality
in the inversion effect is seen in children with autism but for P1
amplitude (22). There may be a developmental effect for the P1
latency in autism with evidence that the P1 is delayed in autistic
young adults (24), but not in children (23). The P1 also reported to
be sensitive to emotion perception in adult ADHD with a reduced
amplitude to negative stimuli compared to controls (28).

The relatively late central/parietal P3 is associated with more
controlled contextual evaluation and is modulated by emotional
expressions (32, 33). Atypicalities in P3-indexed processing in
ADHD are well documented but reports on the P3 response to
faces are relatively scarce with some evidence for a reduction in
amplitude and latency in adults with ADHD, particularly to threat-
related facial stimuli (27, 28, 34, 35). No studies to date have
indicated the P3 as critical to face processing in autism (23, 36).

The aim of the present study is to investigate neural
correlates of visual face processing in young adults with ADHD,
autism and co-occurring autism and ADHD. Identifying objective
indicators of socio-emotional functioning such as ERPs to faces
and emotional expressions in young adulthood might help to
understand outcomes in ADHD and autism during this critical
period of development. Participants completed two passive viewing
tasks: one designed to examine neural correlates to viewing upright
and inverted faces with direct or averted gaze (31, 37–39); the
other involved viewing faces expressing one of five emotions
(disgust, fear, anger, joy, neutral) (23, 40, 41). As both tasks have
been previously studied in childhood cohorts with ADHD, autism
and the co-occurring conditions, this study enables an indirect
comparison of face processing in childhood and young adulthood
(23, 31). Due to previous findings in adults, we expected that
young adults with autism will show delayed and lower amplitudes
especially for the N170 component in both tasks. Diverging from
most childhood findings, but similar to adult studies, we also
expect lower amplitudes and longer latency for P1 in autism. Our
hypothesis for the P3 component is less clear but based on previous
studies, we expected this to be attenuated in ADHD, particularly for
negative emotional stimuli.

2. Materials and methods

2.1. Study sample

This study was conducted with full ethical approval from King’s
College London Psychiatry, Nursing and Midwifery Research
Ethics Subcommittee (RESCMR-16/17-2673). All participants
signed consent forms prior to participation and were from the
Individual Differences in Electroencephalography in young Adults
Study (IDEAS) a subsample of the Twins Early Development Study
(TEDS) (42, 43).
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TABLE 1 Age and sex for each group (Comparison group, ADHD, autism, autism+ADHD) along with p-values for group differences.

Variable CG ADHD Autism Autism+ADHD P-value

Age Mean (SD) 22.5 (1.0) 22.2 (1.0) 22.3 (0.9) 22.3 (0.9) 0.121

Sex Male 180 (44.2%) 53 (57.0%) 22 (71.0%) 10 (62.5%) 0.005

Female 227 (55.8%) 40 (43.0%) 9 (29.0%) 6 (37.5%)

Since the main aim of IDEAS was to understand the variation
observed between ADHD and autism in young adulthood, the
sample was enriched for high levels of autistic and/or ADHD
traits based on childhood and adolescent measures meaning the
proportion of individuals with ADHD and autism in this sample
is higher than a sample selected randomly from the general
population [see (9, 44) for details].

A total of 1,144 participants were invited to take part in the
study from four different recruitment roads. (1) A total of 290
participants were contacted from the Social Relationships Study
(SRS) phase 1, which is an established subsample of TEDS focusing
on twin pairs where one or both twins met autism diagnostic
criteria or displayed a subclinical autism phenotype in adolescence
(45). From those 92 agreed to participate in IDEAS. (2) A total of
130 participants were invited from the Neurophysiological Study
of Activity and Attention in Twins Study (NEAAT), which uses a
subsample of male TEDS twins at 14 years old based on ADHD
symptoms (46). From those 62 agreed to participate. (3) A total of
64 participants, who did not previously participate in SRS phase
1 or NEAAT, were invited from SRS phase 3, which was focusing
on gender differences in relation to social and communication
abilities and took place when the twins were aged 20 to 25. From
those 48 agreed to participate. (4) A total of 660 participants were
invited from the main TEDS cohort. These include people with
high or low ADHD traits at ages 8–14 years old. From those 354
agreed to participate.

Overall, this community-based sample consisted of 566 (283
twin pairs) participants (271 males) with an average age of
22.44 ± 0.96 years. Ten participants were missing data for
all variables included in the analyses for the present study, so
the final sample used for analyses included 556 participants
[please see Supplementary Material and (9, 44) for details of
the sample and the exclusion criteria]. Based on the Diagnostic
Interview for ADHD in Adults 2.0 (DIVA-2) and the Autism
Diagnostic Observation Schedule-2 (ADOS-2), the ADHD-only
group included 93 participants, the autism-only group included
31 participants, and 16 participants were in the co-occurring
autism+ADHD group (with scores above the threshold in both
DIVA-2 and ADOS-2), and 407 participants in the comparison
group (CG) (scoring below the threshold in both DIVA-2 and
ADOS-2). Table 1 indicates the demographics of the groups. Sex,
but not age, was significantly different between the groups. There
were more females (55.8%) than males in CG, while the percentage
of females in ADHD (43.0%), autism (29.0%), and co-occurring
autism+ADHD (37.5%) groups were smaller than males.

2.2. Psychological assessments

Semi-structured in-person assessments, DIVA-2 and ADOS-2,
were performed and scored by trained investigators.

Diagnostic Interview for ADHD in Adults 2.0 is used to assess
ADHD symptoms (47). Nine items related to inattention and nine
items related hyperactivity/impulsivity were assessed. Participants
were then asked if those items cause difficulties in particular life
domains. Here, we used the DSM-5 diagnostic criteria for adult
ADHD, which is based on reporting five or more symptoms of
inattention and/or hyperactivity/impulsivity, recall of childhood
onset of symptoms, and that these cause problems in more than
one life domain (48).

Autism Diagnostic Observation Schedule-2 is used to assess
social and communication behaviors related to 32 autism-
associated characteristics. Scores for each behavior range from 0
(minimal or no observed autistic-like behavior) to 2 or 3 (marked or
definite autistic-like behavior). In this study, we used the module 4
of ADOS-2, which is designed for adolescents and adults with fluent
speech (49).

Details on the administration and scoring of DIVA-2 and
ADOS-2 can be found in Capp et al. (44).

2.3. Electroencephalography (EEG)
acquisition

EEG was measured for four different tasks [expression
of emotion (EoE), face-gaze, arrow flanker, cued continuous
performance task] and resting state for each participant within
the same session using a wireless and portable 64-channel system
(Cognionics, San Diego, CA, USA; Ag/AgCl electrodes, with
reference and ground electrodes placed behind the right and left
ear). An online high-pass filter of 0.1 Hz was used during the
acquisition and the sampling rate was 500 Hz. The order in which
these tasks were delivered were counterbalanced across the whole
sample (but kept constant within each twin pair). In this study
the findings from two tasks related to visual face processing–here
named the EoE and face-gaze tasks–were analyzed and presented.

2.4. ERP tasks

The EoE task, so named as it involves presentation of 10
grayscale faces of a male and a female (in young adulthood), each
expressing one of five emotions (disgust, fear, anger, joy, neutral).
The images were taken from the NimStim set of facial expressions
(50) (see Supplementary Figure 1 for examples). On each trial a
face was first presented for 700 ms and then a blue circle appeared
around the face, upon which the participants were instructed to
press a mouse button as soon as possible. In total the face was
displayed on the screen for 1,300 ms, and all relevant ERPs were
produced prior to the motor task. The screen remained dark
between the trials for a duration randomly jittering between 1,200
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and 1,600 ms. There were 200 trials per participant (20 trials per
face/expression) The faces were standardized for size, contrast and
luminosity and presented in an oval aperture that occluded sex-
specific features. The stimuli were presented in a fixed sequence
alternating male and female faces and avoiding close repetition
of the same expression. This task has previously been used in
childhood studies (23, 40).

The second task (here called the face-gaze task) involved
presentation of nine color images of three female faces, three
looking directly at the participant and six having an averted gaze
(either looking right or left). Each of these nine faces were presented
either in upright or inverted orientation on a gray background see
Figure 1 in Grice et al. (51) and Figure 3 (color version is used in
this study) in Farroni et al. (37) for examples (37, 51). At each trial
a fixation stimulus (various static cartoon images) was presented for
a random duration between 800 and 1,200 ms. Then a face stimulus
was presented for 500 ms followed by another 500 ms of black
screen. The faces were aligned so that the eyes were at the same level
as the fixation stimuli. Some of the fixation stimuli were flags and to
sustain attention the participants were asked to count the number
of flags presented. There were in total 360 stimuli presented in a
random order in four blocks of 90. This task has been previously
used in infant (37) and childhood studies (31).

2.5. Electroencephalography processing
and ERP components

EEGLAB (52) and custom written MATLAB scripts were used
for EEG pre-processing and analysis (The Mathworks, Inc., Natick,
MA, USA).

Raw data was resampled to 256 Hz. Channels with a correlation
of less than 0.4 with their neighbors or above 75 uV (absolute
value) for more than 15% of the time were marked as bad channels.
Following average referencing, Adaptive Mixture Independent
Component Analysis (AMICA) was used to calculate the ICA
components (53) with nsgportal plug-in on the high performance
computing available on The Neuroscience Gateway (NSG)1 (54).
Based on previous literature, ICA weights calculated using 1–
30 Hz filtered data were then applied to the original EEG
data filtered at 0.1–30 Hz (55). This extra step ensures a high-
quality ICA decomposition while maintaining lower frequency ERP
components of interest. All subsequent analysis was performed on
0.1 to 30 Hz filtered data. The Eyecatch algorithm was used for
the automatic detection and removal of ICs representing ocular
artifacts (56). ICA decomposition was only used to identify and
remove the ocular artifacts. Continuous data was epoched −200
to 700 ms around the stimulus (appearance of the face), baseline
corrected using the prestimulus interval −200 to 0 ms, and epochs
exceeding an amplitude threshold (± 100 uV) were removed. Bad
channels were interpolated using spherical interpolation. Only EEG
data with at least 20 clean epochs for any condition were used in
further analysis resulting in valid ERP data for 517 participants
for the face-gaze and 515 participants for the EoE task. There
were no statistically significant differences between groups in terms

1 www.nsgportal.org

of number of trials (see Supplementary Table 1 for the average
number of epochs retained for each group and condition).

In this study we used peak amplitudes of ERP components to
allow a more direct comparison with relevant childhood studies
(which have also used peak amplitudes) and to investigate latencies
in addition to amplitudes (23, 31). The parameters for peak
amplitudes and latencies of P1, N170, and P3 ERP components
were based on previous studies (23, 31). To determine exact time
intervals, the peak for each component was calculated from the
grand averaged EEG signals over all subjects regardless of their
group. Intervals around these peaks were selected and individual
participant signals were plotted to ensure that the selected interval
covered individual peaks. Following this procedure, the P1 was
determined as the maximum at O1 and O2 electrodes within time
interval 94–195 ms for face-gaze and 105–207 ms for EoE, N170 is
the minimum at P7 and P8 electrodes within time interval 125–
273 ms for face-gaze and 129–277 ms for EoE, and P3 is the
maximum at Pz electrode within time interval 191–339 ms for
face-gaze and 273–422 ms for EoE. Please note that due to the
256 Hz sampling rate, samples occurred every 3.9 ms, restricting
the interval endpoints, which precluded using exact multiples
of 5 or 10 ms intervals. Using the maximum (or minimum)
within a specified time interval to determine the peak could lead
to imprecise peak selection; if, for example, the actual peak is
slightly outside these time windows. However, marking each peak
manually in large EEG studies (∼25,000 in this study) is not
feasible. In order to assess the number of peaks that may be
imprecise or unidentifiable, we performed a manual review of the
N170 peaks marked at P7 electrode in the face-gaze task (inverted
face and averted gaze condition) and in the EoE task (neutral
face condition). Out all of the peak selections, these imprecise or
unidentifiable peaks account for only 15 (∼2.7%) peaks for the face-
gaze (3 in ADHD-only group, 1 in co-occurring autism+ADHD
group, 11 in CG) and 26 (∼4.7%) peaks for the EoE task (5 in
ADHD-only group, 2 in autism-only group, 1 in co-occurring
autism+ADHD group, 18 in CG). Despite the number of imprecise
or unidentifiable peaks for the CG being higher, when considering
the total number of participants in each group, the percentages in
different groups were similar.

2.6. Statistical analysis

Outliers were excluded based on the 2∗IQR (interquartile
range) criterion. Missing ERP variables for each subject (4% for
EoE task, and 3.4% for face-gaze task) were imputed separately for
each task with the Multivariate Imputation by Chained Equations
(mice) R package (57). The variables included as predictors in the
multiple imputation specification were sex, age, ADHD diagnosis,
autism diagnosis, diagnostic group (based on ADHD and autism
diagnosis), emotion, hemisphere, N170 amplitude and latency, P1
amplitude and latency, and P3 amplitude and latency; however,
only the ERP measures were specified as variables to be imputed.
Fifty multiply imputed datasets were created and each of the 50
datasets were analyzed separately. Then, the results were pooled
using the pool function in mice package, which uses the Rubin’s
rules (57). Mixed effects models with random intercepts, to control
for twin relatedness, were used in the analysis (58). For the EoE task,

Frontiers in Psychiatry 04 frontiersin.org

https://doi.org/10.3389/fpsyt.2023.1080681
www.nsgportal.org
https://www.frontiersin.org/journals/psychiatry
https://www.frontiersin.org/


fpsyt-14-1080681 March 10, 2023 Time: 8:29 # 5

Aydin et al. 10.3389/fpsyt.2023.1080681

separate linear mixed models were fitted for N170 amplitude, N170
latency, P1 amplitude or P1 latency as dependent variable, autism
(autism+, autism-) and ADHD (ADHD+, ADHD-) as between-
subject factors, emotion (anger, disgust, fear, joy, neutral) and
hemisphere (right, left) as within-subject factors, and age and sex
as covariates. For the face-gaze task, separate linear mixed models
were fitted for N170 amplitude, N170 latency, P1 amplitude or
P1 latency as dependent variable, autism (autism+, autism-) and
ADHD (ADHD+, ADHD-) as between-subject factors, orientation
(upright, inverted), direction (direct, averted) and hemisphere
(right, left) as within-subject factors, and age and sex as covariates.
For both tasks, separate linear mixed models were also fitted for P3
amplitude or P3 latency as dependent variable, autism and ADHD
as between-subject factors, emotion or orientation/direction as
within-subject factor, and age and sex as covariates. Note that
there is no hemisphere within-subject factor for P3 component
because it is measured only at midline (Pz) electrode. Whenever
age and sex were not significant covariates, the model was fitted
again excluding these variables. Note that autism- participants
include both CG and ADHD-only groups; autism+ participants
include both autism-only and co-occurring autism+ADHD groups;
ADHD+ participants include both ADHD-only and co-occurring
autism+ADHD groups; ADHD- participants include both CG and

autism-only groups. This approach provides a more rigorous way
to examine conditions by allowing testing the main effects of
autism (regardless of ADHD), main effects of ADHD (regardless
of autism), and interactions between autism and ADHD, and has
previously been used in other studies using the same tasks in
children (23, 31).

Cognitive ability was not included in the models because
previous studies indicate that lower average cognitive ability is
integral to the ASD phenotype and correcting for this could lead
to artefactual positive or negative results (59–62).

Since it is not yet possible to run linear mixed model post-hoc
tests with pooled datasets, we re-ran the linear mixed models with
post hoc pairwise comparisons (using Bonferroni’s adjustment) on a
single imputed dataset, selected always as the first of the 50 imputed
datasets. Main and interaction effects consistently showed the same
pattern across pooled and single imputed datasets, as well as across
imputed and complete case datasets, so here we only report the
results from the single imputed dataset. Effect sizes as indexed by
Cohen’s d (dz) were calculated using the R package emmeans for the
post-hoc t-tests and we report these values throughout the section
“3. Results”. Cohen’s d values indicate the following effect sizes:
dz = 0.20, small effect, dz = 0.50, medium effect, dz = 0.80, large
effect (63).

FIGURE 1

P1 ERP component as measured at O1 and O2 electrodes for EoE (A) and face-gaze (B) tasks. Time intervals selected for finding the peaks are
indicated with dashed lines. For EoE, signals for different emotions are shown with red for anger, green for disgust, blue for fear, magenta for joy,
and black for neutral. For face-gaze, signals for different orientations and gaze directions are shown with black for upright face and direct gaze, red
for upright face and averted gaze, blue for inverted face and direct gaze, green for inverted face and averted gaze.
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3. Results

Effects involving autism and ADHD are reported below. Effects
not related to autism and ADHD, and those related to hemisphere
lateralization, are in line with previous literature and are included
in the Supplementary material (Supplementary Figures 2–6). For
post-hoc tests we only report within-group effects and between-
group effects within the same condition (emotion, hemisphere,
orientation or direction). Moreover, in the EoE task, only arousal-
related effects (anger, disgust, fear or joy versus neutral) and
valence-related effects (anger, disgust or fear versus joy) are
reported. All significant findings are summarized in Table 2.

3.1. Expression of emotion (EoE) task

3.1.1. P1 amplitude
Event-related potential waveforms for the P1 component are

shown in Figure 1A (see Figure 2 for the topographies). Age
and sex were not significant covariates and were excluded from
the model. No main effects or interactions involving autism or
ADHD were significant. Please see Supplementary material for
hemisphere related findings.

3.1.2. P1 latency
Sex was a significant covariate [F(1,539.0) = 4.082, p = 0.044],

with females showing shorter latencies than males, and was kept
in the model while age was not significant and thus excluded.
A main effect of autism emerged [F(1,530.6) = 14.98, p < 0.001],
where autism+ individuals showed longer latency than autism-
individuals (Figures 1, 3A). There was an interaction effect between
autism and emotion [F(4,4887.0) = 2.581, p = 0.035] (Figure 3B):
autism+ individuals showed longer latency specific to negative
emotions, the anger, disgust and fear conditions compared to
autism- individuals (anger: p = 0.002, dz = 0.898; disgust: p = 0.002,
dz = 0.891; fear: p = 0.041, dz = 0.728). Both autism- (p = 0.002,
dz = 0.231) and autism+ (p = 0.007, dz = 0.581) individuals showed
shorter latency in the joy condition compared to neutral condition.
Autism- individuals also showed a shorter latency specific to
the anger condition compared to neutral condition (p = 0.009,
dz = 0.213). Similarly, there was an interaction effect between
ADHD and emotion [F(4,4887.0) = 2.478, p = 0.042] (Figure 3C),
where ADHD+ individuals showed longer latency for disgust and
fear compared to joy (disgust-joy: p < 0.001, dz = 0.614; fear-
joy: p = 0.018, dz = 0.479), as well as longer latency for neutral
compared to joy (p < 0.001, dz = 0.603). All other main effects and
interactions involving autism or ADHD (not related to hemisphere
lateralization) were not significant.

3.1.3. N170 amplitude
Age and sex were not significant covariates and were

excluded from the model. There was a main effect of autism
[F(1,492.8) = 5.335, p = 0.021], where autism- individuals showed
overall greater amplitude than autism+ individuals across all
emotions (Figures 4A, 5A). No main effects for ADHD or
interactions involving autism or ADHD (and not related to
hemisphere lateralization) were significant.

FIGURE 2

Topographies for the Electroencephalography (EEG) components
studied. One topography is plotted per task, EEG variable and group.
EEG electrodes O1, O2, P7, P8, and Pz that were used to measure
the ERP components are indicated in the figure. Topographies were
averaged over different conditions for each task to limit the number
of topographies. The topographies were plotted by finding the peak
of the grand average signal for each EEG component of interest and
then averaging topographies at ± 3.9 ms around the peak.

3.1.4. N170 latency
Sex was a significant covariate [F(1,538.9) = 4.265, p = 0.039],

with females showing shorter latencies than males, and was
kept in the model while age was not significant and was thus
excluded. There was a group interaction [F(1,537.6) = 9.912,
p = 0.002] (Figure 6A), where individuals with neither autism
nor ADHD (comparison group) showed a shorter latency
compared to autism-only individuals (p = 0.007, dz = 0.591).
Another interaction emerged between autism and emotion
[F(4,4887.0) = 2.914, p = 0.020], and ADHD and emotion [F(4,
4887.0) = 8.089, p < 0.001], which were further moderated
by an interaction between autism, ADHD and emotion [F(4,
4887.0) = 7.185, p < 0.001] (Figure 6B): comparison group
individuals showed a longer latency for disgust compared to neutral
and joy (all p < 0.001, dz disgust-neutral = 0.293, dz disgust-
joy = 0.285); ADHD-only individuals showed longer latency for
disgust compared to joy (p = 0.038, dz = 0.385); autism+ADHD
individuals showed longer latency for anger and disgust compared
to neutral (all p < 0.001, dz anger-neutral = 1.211, dz disgust-
neutral = 1.479), as well as anger and disgust compared to joy
(anger-joy: p = 0.043, dz = 0.922; disgust-joy: p < 0.001, dz = 1.189);
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FIGURE 3

Violin plots of P1 latency showing mean (filled circle), SE (error bars) and frequency of values (width of distribution). EoE task: main effect of autism
(A), interaction between autism and emotion (B) and interaction between ADHD and emotion (C). Face-gaze task: interaction between autism and
orientation (D) and interaction between ADHD and orientation (E).

autism-only individuals showed longer latency in the neutral
condition compared to autism+ADHD (p = 0.002, dz = 1.553).
All other main effects and interactions involving autism or ADHD
were not significant.

3.1.5. P3 amplitude
Age and sex were not significant covariates and were

excluded from the model. There was a main effect of autism
[F(1,533.6) = 4.297, p = 0.039] (Figures 7A, 8A), where autism-
individuals showed greater amplitude than autism+ individuals.
All other main effects and interactions involving autism or ADHD
were not significant.

3.1.6. P3 latency
For the EoE task, age and sex were not significant covariates and

were excluded from the model. All main effects and interactions
involving autism or ADHD were not significant.

3.2. Face-gaze task

3.2.1. P1 amplitude
Event-related potential waveforms for the P1 component are

shown in Figure 1B (see Figure 2 for the topographies). Age
and sex were not significant covariates and were excluded from
the model. No main effects or interactions involving autism or
ADHD were significant. Please see Supplementary Material for
hemisphere related findings.

3.2.2. P1 latency
Age and sex were not significant covariates and were excluded

from the model. There was an interaction between autism
and orientation [F(1,3801.0) = 3.956, p = 0.047] (Figure 3D),
where autism- individuals showed longer latency for inverted
faces than for upright faces (p = 0.041, dz = 0.110) but
autism+ individuals did not show the same pattern. An interaction
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FIGURE 4

N170 ERP component as measured at P7 and P8 electrodes for EoE (A) and face-gaze (B) tasks. Time intervals selected for finding the peaks are
indicated with dashed lines. For EoE, signals for different emotions are shown with red for anger, green for disgust, blue for fear, magenta for joy,
and black for neutral. For face-gaze, signals for different orientations and gaze directions are shown with black for upright face and direct gaze, red
for upright face and averted gaze, blue for inverted face and direct gaze, green for inverted face and averted gaze.

emerged between ADHD and orientation [F(1,3891.0) = 4.838,
p = 0.028] (Figure 3E), however, no post-hoc tests were significant.
This interaction between ADHD and orientation was moderated
by an interaction between autism, ADHD and orientation
[F(1,3801.0) = 6.132, p = 0.013], however no post-hoc tests were
significant. All other main effects and interactions involving autism
or ADHD (and not related to hemisphere lateralization) were not
significant.

3.2.3. N170 amplitude
Age and sex were not significant covariates and were

excluded from the model. There was a main effect of autism
[F(1,492.4) = 7.973, p = 0.005], where autism- individuals showed
greater amplitude than autism+ individuals (Figures 4B, 5B). This
effect was further moderated by an interaction between autism
and orientation [F(1,3801.0) = 22.364, p < 0.001] (Figure 5C),
where both autism+ and autism- individuals showed greater
amplitude for inverted faces compared to upright faces (all
p < 0.001, dz autism+ = 0.448, dz autism- = 0.998), but autism-
individuals showed greater amplitude for inverted faces compared
to autism+ individuals (p < 0.001, dz = 0.665). All other main
effects and interactions involving autism or ADHD were not
significant.

3.2.4. N170 latency
Sex was a significant covariate [F(1,535.3) = 12.65, p < 0.001],

with females showing shorter latencies than males, and was kept
in the model while age was not significant and was excluded from
the model. There was a main effect of autism [F(1,517.7) = 8.905,
p = 0.003], where autism- individuals showed shorter latency
compared to autism+ individuals (Figure 6C), and a main
effect of ADHD [F(1,530.2) = 5.677, p = 0.017], where ADHD-
individuals showed shorter latency than ADHD+ individuals
(Figure 6D). There was also an interaction between ADHD
and orientation [F(1,3801.0) = 5.417, p = 0.019], which was
further moderated by an interaction between autism, ADHD
and orientation [F(1, 3801.0) = 5.269, p = 0.022] (Figure 6E):
the comparison group, autism-only and ADHD-only individuals
showed longer latency for inverted faces compared to upright faces
(all p < 0.001, dz CG = 0.637, dz autism-only = 0.778, dz ADHD-
only = 0.633), whereas autism+ADHD individuals showed longer
latency for upright faces compared to CG individuals (p = 0.002,
dz = 1.065). Finally, there was an interaction between autism,
ADHD and direction [F(1, 3801.0) = 4.078, p = 0.043] (Figure 6F):
CG individuals showed a shorter latency than autism+ADHD
individuals for direct gaze (p = 0.003, dz = 1.026), and CG
individuals showed longer latency for averted than direct gaze
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FIGURE 5

Violin plots of N170 amplitude showing mean (filled circle), SE (error bars) and frequency of values (width of distribution). EoE task: main effect of
autism (A). Face-gaze task: main effect of autism (B) and interaction between autism and orientation (C).

(p = 0.017, dz = 0.012). All other main effects and interactions
involving autism or ADHD (and not related to hemisphere
lateralization) were not significant.

3.2.5. P3 amplitude
Age and sex were not significant covariates and were excluded

from the model. All main effects and interactions involving autism
or ADHD were not significant.

3.2.6. P3 latency
Sex was a significant covariate [F(1,528.0) = 9.997, p = 0.002],

with females showing shorter latencies than males, and was kept
in the model while age was not significant and was excluded

from the model. There was an interaction between autism and
orientation [F(1,1629.0) = 10.19, p = 0.001] (Figures 7B, 8B),
where autism- individuals showed shorter latency for inverted
faces than for upright faces (p < 0.001, dz = 0.381), and autism-
individuals showed longer latency for upright faces compared to
autism+ individuals (p = 0.022, dz = 0.531). All other main effects
and interactions involving autism or ADHD were not significant.

4. Discussion

We investigated visual face processing in two passive viewing
tasks tapping into different aspects of face, gaze and emotion

Frontiers in Psychiatry 09 frontiersin.org

https://doi.org/10.3389/fpsyt.2023.1080681
https://www.frontiersin.org/journals/psychiatry
https://www.frontiersin.org/


fpsyt-14-1080681 March 10, 2023 Time: 8:29 # 10

Aydin et al. 10.3389/fpsyt.2023.1080681

FIGURE 6

Violin plots of N170 latency showing mean (filled circle), SE (error bars) and frequency of values (width of distribution). EoE task: interaction between
autism and ADHD (A), and interaction between autism, ADHD and emotion (B). Face-gaze task: main effect of autism (C), main effect of ADHD (D),
interaction between autism, ADHD and orientation (E) and interaction between autism, ADHD and direction (F).

processing in young adults with autism, ADHD, co-occurring
autism and ADHD as well as in a comparison group without
ADHD or autism. In line with previous studies using these tasks,
we found main effects of emotion on P1 latency, N170 amplitude
and N170 latency (Table 2). We further found significantly higher
amplitudes for inverted in comparison to upright faces for all three
ERP components (P1, N170 and P3) and a longer latency for
inverted faces than upright faces for the N170 (Table 2).

The most consistent differences between groups across both
tasks were found for the N170 component, where autistic
participants showed longer latencies and smaller amplitudes in
both tasks in comparison to those without autism. These findings
indicate alterations in this neural correlate of face processing for
autistic young adults (23, 64) consistent with other studies on
autistic adults (25), and some studies in autistic children (22,
23). Furthermore, the finding of a delayed N170 is consistent
with studies across both children and adults with autism (25).
Similarly, for the face gaze task, young adults with ADHD had
a delayed N170, indicating a possible shared atypicality across

ADHD and autism in young adulthood. The contrast with previous
childhood studies of ADHD could be related to developmental
effects on the N170: adults in general have a faster mean latency
than children (65). While the mean latency also decreases with
age in individuals with autism (and likely ADHD) (25), the lag in
individuals with these conditions may become more pronounced
over development. In autism, it has been proposed that this may
indicate a compounding of social atypicalities so that the childhood
symptoms lead to reduced engagement with social stimuli and
contribute to a failure to develop neural specialization in social
processing by adulthood (66).

Early studies of the N170 failed to show any effect of emotional
expressions on its amplitude or latency [e.g., (67)], which was
taken as evidence that this component is a correlate of mechanisms
specifically involved in the structural encoding of faces (68). More
recent evidence indicates, however, that the N170 amplitude is
sensitive to emotional expressions (21). While in this study, we did
not find differential modulation of N170 amplitude by emotions,
we did find modulation of latency with delays for emotional face
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FIGURE 7

P3 ERP component as measured at Pz electrode for EoE (A) and face-gaze (B) tasks. Time intervals selected for finding the peaks are indicated with
dashed lines. For EoE, signals for different emotions are shown with red for anger, green for disgust, blue for fear, magenta for joy, and black for
neutral. For face-gaze, signals for different orientations and gaze directions are shown with black for upright face and direct gaze, red for upright
face and averted gaze, blue for inverted face and direct gaze, green for inverted face and averted gaze.

FIGURE 8

Violin plots of P3 amplitude and P3 latency showing mean (filled circle), SE (error bars), and frequency of values (width of distribution). EoE task:
main effect of autism on P3 amplitude (A). Face-gaze task: interaction between autism and orientation on P3 latency (B).

stimuli compared to neutral, and further that negative emotions
(i.e., anger and disgust) elicited longer delays compared to positive
face stimuli (i.e., joy). The relevance of emotional expressions to
features of the N170, as well as modulation by other contextual
affective information, such as body expressions and prosody of
speech (69, 70), has led to interpretations of the N170 indexing
the interplay between several sources of information at the more
basic structural level and higher level information, including facial
expression (71).

Specific task differences for the N170 emerged for individuals
with co-occurring autism and ADHD, who showed longer N170
latencies compared to comparison group individuals for the direct
gaze and not for the averted gaze condition indicating lack of
modulation by gaze direction. Similarly, we found that N170
latencies were longer in the co-occurring group compared to the
comparison group for upright faces. The existence of this effect
only for the upright face condition and not for the inverted faces
might indicate that the co-occurring group is less affected by the

more challenging inverted face condition. This lack of inversion
effect has previously been reported in children with autism (72).
A childhood study showed a reduced inversion effect for those with
co-occurring ADHD and autism compared to typically developing
and autism only for P1 latency but not for N170 latency (31).
Overall, our findings indicate that those with co-occurring autism
and ADHD show the same pattern of atypical processing as
those with single diagnoses with additional differences indexed
by reduced sensitivity to face inversion and gaze. The fact that
these effects were only observed for the co-occurring group might
indicate additional or amplified atypicalities in comparison to
ADHD and autism alone (23). This is in agreement with less
favorable cognitive, emotional and functional outcomes reported
co-occurring autism and ADHD in adulthood (4–6).

In line with previous studies of adults, autistic participants
showed a delayed P1 latency compared to those without autism
(here, specific to the EoE task) (24). The P1 latency of young adults
with autism was also shown to be longer in anger, disgust and
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TABLE 2 Summary of the findings for the face-gaze and EoE tasks for different ERP components.

ERP
component

Task Main effects of
autism and
ADHD

Main effects of task
conditions*

Interaction of autism, ADHD,
and task conditions

Hemisphere effects and its
interactions with autism
and ADHD*

P1 amplitude EoE – – – left < right

Face-gaze – upright < inverted – • left < right
• autism-only: left < right

P1 latency EoE autism- < autism+ • joy < anger, disgust, fear
• joy < neutral

• autism-: anger, joy < neutral
• autism+: joy < neutral
• autism- < autism+: anger, disgust, fear
• ADHD+: joy < disgust, fear, neutral

• right < left
• autism- < autism+: left

Face-gaze – – autism-: upright < inverted –

N170 amplitude EoE autism+ < autism- • neutral < disgust, fear
• joy < disgust, fear

– • left < right
• CG, ADHD-only, autism+ADHD:
left < right

Face-gaze autism+ < autism- upright < inverted autism+ < autism-: inverted left < right

N170 latency EoE CG < autism-only • neutral < anger, disgust, fear
• joy < anger, disgust

• CG: neutral, joy < disgust
• ADHD-only: joy < disgust
• autism+ADHD: neutral, joy < anger,
disgust
• autism+ADHD < autism-only: neutral

• right < left
• autism+ADHD: right < left
• autism+ADHD < CG, autism-only:
right
• ADHD-only < autism-only: left

Face-gaze • autism- < autism+
• ADHD- < ADHD+

upright < inverted • CG, autism-only, ADHD-only:
upright < inverted
• CG < autism+ADHD: upright
• CG < autism+ADHD: direct
• CG: direct < averted

• CG, ADHD-only < autism+ADHD:
direct gaze and left

P3 amplitude EoE autism+ < autism- – – –

Face-gaze – upright < inverted – –

P3 latency EoE – – – –

Face-gaze – – • autism-: inverted < upright
• autism+ < autism-: upright

–

*Details for main effects of task conditions and hemispheric findings are in Supplementary material.

fear conditions in comparison to those without autism. Significant
differences in P1 latency are more limited in studies on autistic
children (22, 23, 73) and in Batty et al. the difference in P1
latency between autistic and CG children was not retained after
matching for verbal equivalent age (74). The only childhood study
reporting P1 latency differences in autism was Tye et al. with
shorter P1 latency to direct gaze in comparison to averted gaze for
the autistic group (31). The longer P1 latency observed here only
for the EoE task suggests that this difference might not be due to a
general slowing of stimuli processing in autism (75). The significant
interactions between diagnostic group and emotion for EoE task,
and between diagnostic group and orientation for face-gaze task
provides evidence that the P1 may be differentially modulated
even at this early stage of face processing. The modulation of P1
amplitude with emotion has previously been reported (76) but the
current finding of modulation of P1 latency by emotion is novel.

In our study we observed shorter latencies in females in
comparison to males for N170 (in both tasks), P1 (EoE task) and
P3 (face-gaze task) components. The findings for N170 and P100
latencies are in line with previous studies, and might support
the theory that women are faster in detecting face stimuli and
structural face encoding during face processing in comparison to
men (77, 78).

Contrary to expectations, young adults with ADHD did not
show a reduction in P3 amplitude; however, those with autism
showed reduced P3 amplitude compared to those without autism
in the EoE task across all emotions. Other P3 effects specific to
autism indicated longer latencies for upright faces compared to
those without autism. These findings are in contrast to previous
studies in both ADHD and autism but there is some evidence from
other modalities that facial processing atypicalities exist in autism
beyond early processing stages (79, 80). The P3 is considered as an
index of more top-down processing including emotional evaluation
and memory encoding (28, 32). Reduced P3 amplitudes in autistic
adults may reflect diminished facilitation of evaluation of emotional
stimuli in the autism sample or an atypicality in resource capacity
for processing these stimuli. The slower P3 latency only for upright
faces and not for inverted faces in autism could arguably be due
to less reliance on global information and more on local/detailed
information (74, 81).

This study has one of the largest EEG datasets of young adults
with ADHD and autism; however, possibly due to use of strict
diagnostic criteria (ADOS-2 and DIVA-2), the number of co-
occurring ADHD and autism cases (16) is limited which could
affect the power to detect effects specific to the co-occurring
group. We aimed to represent those who would fulfill diagnosis
in a clinical setting in this study, but future studies could include
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individuals with subthreshold symptoms of autism and ADHD,
which is likely to increase detection of individuals with symptoms
of both conditions. The prevalence of these conditions in adulthood
has been suggested to be an underestimate as, while the diagnostic
criteria are reduced in adulthood, clinical observations indicate that
the symptoms manifest differently into adulthood or the symptoms
can be masked by adaptive or compensatory skills (82, 83). As
detailed in section “2. Materials and methods”, automatic detection
of ERP component peaks as it was done in this study might lead
to marking some imprecise peaks and the precision of some of
these peaks could be improved by using more advanced algorithms
(84). Importantly, however, a manual review indicated that the
percentage of imprecise or unidentifiable peaks was very small (4.7
and 2.7% of the total number of peaks) and these percentages do
not differ much between groups. Furthermore, any outliers would
have been removed prior to the statistical analysis.

5. Conclusion

This study provides a comprehensive examination of the
temporal stages of face processing using salient socio-emotional
stimuli: emotional expression, face gaze and orientation. We found
consistent differences between those with autism and without in the
N170 component across stimuli, with the autistic group showing
lower amplitude and a delayed peak for N170, in agreement
with some previous studies in adulthood. Furthermore, autistic
participants had longer P1 latencies and smaller P3 amplitudes
in response to emotional expressions and longer P3 latencies
for upright faces compared to those without autism. Alterations
for the ADHD group were limited to longer N170 latencies,
specific to the face-gaze task, overlapping with the same finding
in autism. Those with co-occurring autism and ADHD shared
these atypicalities with the autism and ADHD participants but had
additional differences in gaze modulation and a lack of an inversion
effect as indexed by the N170. These findings suggest that there are
identifiable and measurable socio-functional atypicalities in young
adults with autism and ADHD that could be used along with
other measures understand the progression of these conditions.
Future work should investigate how much these neurophysiological
atypicalities contribute to functional and social outcomes to clarify
if they could serve as potential treatment targets in broader
remediation interventions (85).
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