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Abstract

Background: Improving the understanding and treatment of mental health concerns, including depression and
anxiety, are significant priorities for autistic adults. While several theories have been proposed to explain the
high prevalence of internalizing symptoms in autistic populations, little longitudinal research has been done to
investigate potential causal mechanisms. Additional research is needed to explore how proposed contributors to
depression from general population research predict and/or moderate the development of internalizing symp-
toms in autistic individuals. In this study, we investigated the relation of one established risk factor, repetitive
negative thinking (RNT), to internalizing symptoms over the course of college students’ first semester, addi-
tionally examining whether this association is moderated by a measure of autistic traits.
Methods: Students were recruited from 4 northeastern U.S. universities: 144 participating students included
97 nonautistic students and 47 participants who either reported a formal autism diagnosis (n = 15) or endorsed a
history of self and/or others thinking that they may be autistic (n = 32). Participants completed a baseline survey
battery within their first 2 weeks of starting college, a brief biweekly survey throughout their first semester
(up to 24 times across 12 weeks), and an endpoint packet.
Results: Elevated trait-like RNT at baseline was prospectively associated with biweekly ratings of depression
and anxiety symptoms across the semester. In addition, greater RNT was synchronously related to elevated sad-
ness, anhedonia, and anxiety throughout the semester. Contrary to hypotheses, a shorter term predictive rela-
tionship between RNT at one timepoint and mood symptoms at the next was largely unsupported. While these
patterns were observed across neurotypes, students with higher self-reported autistic traits were more likely to
experience RNT, as well as depressive and anxiety symptoms.
Conclusions: These preliminary findings highlight RNT as a specific mechanism that may be a useful pre-
vention and/or intervention target toward reducing the elevated depression and anxiety rates in the autistic
community.
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Community Brief

Why was this study done?

Many autistic people have depression and anxiety. However, we know very little about why autistic people are
more likely to have these mental health concerns than people who are not autistic. We also do not know what
leads to these symptoms over time. One theory is that repetitive negative thinking (RNT; or thinking repeatedly
about problems and worries) might cause depression and anxiety. Autistic people might do more RNT than
nonautistic people.

What was the purpose of this study?

In this study, we wanted to see how RNT might relate to depression and anxiety over the first semester of
college. We looked at how this might be related to autistic traits.

What did the researchers do?

The researchers gave surveys to 144 students about their experiences with depression, anxiety, and RNT. The
participants answered these surveys at the beginning and end of their first semester at their university. They also
completed a brief survey 24 times (twice per week for 12 weeks) during the semester.

What were the results of the study?

We found that overall RNT levels at the beginning of the semester were related to sadness, anhedonia (lack
of pleasure), and anxiety later. In-the-moment RNT reported on the twice-weekly survey was also related to
sadness, anhedonia, and anxiety. However, RNT on biweekly surveys did not seem to predict mood symptoms a
few days later. Students with higher levels of autistic traits tended to report more depression and anxiety, as well
as more RNT.

What do these findings add to what was already known?

This study helps us to understand that RNT might be related to depression and anxiety, regardless of whether or
not someone is autistic. This might mean that reducing RNT could help prevent or treat depression and anxiety,
especially in autistic adults.

What are potential weaknesses in the study?

Our study had a low number of participants with formal autism diagnoses (15 people), so it might not represent
the broader population of autistic adults with formal diagnoses as well as we would like. Nevertheless, we had a
larger group with self-reported or suspected autism (32 people).

How will these findings help autistic adults now or in the future?

These findings help us to better understand risk factors for depression and anxiety in autistic adults. Since RNT
was related to depression and anxiety in the same way regardless of levels of autistic traits in our study, we hope
that clinicians will feel more comfortable providing therapy to people with mood disorders, regardless of
whether they are autistic and/or have high autistic traits. This could be a small step toward increasing equity and
accessibility of mental health services for autistic adults.

Background

In the autistic community, depression and anxiety are
prominent concerns, with detrimental effects on well-

being. Meta-analyses have estimated that the prevalence of
depression in autistic adults is approximately three to four
times higher than in nonautistic adults.1 These high rates of
depression have been associated with distress and lower
quality of life,2,3 greater service use,4 lost work days,3 and
self-injury and suicidality in the autistic community.5,6 Aut-
istic adults are also at an increased risk of anxiety disorders,
with a lifetime prevalence estimated to be approximately
42%.7

Although anxiety is more weakly associated with reduced
quality of life than depression,3 anxiety is related to difficulty
coping with change8 and increased physical health concerns
in autistic people.9–11 In addition, the development of both
depression and anxiety is highly intertwined and, therefore,
may affect one another.12 Given the magnitude of health and
quality-of-life concerns associated with depression and anx-
iety, it is perhaps unsurprising that autistic adults and other
stakeholders frequently identify better understanding and
treatment of these conditions as top clinical and research
priorities.13–16

While this call for mental health prioritization has come
from stakeholders across the lifespan,15 autistic young adults,
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including college students, may face unique challenges that
put them at heightened risk for difficulties with mental
health.17,18 An increasing number of students diagnosed
as autistic have entered college19 and have reported salient
mental health concerns.16

Autistic adults have described ‘‘feeling overwhelmed,
stressed, anxious, depressed, tired and isolated’’ as university
students16(p19) and recent larger scale comparisons consis-
tently document heightened mental health issues among aut-
istic students, relative to nonautistic university students.20–22

Given that autistic students’ ability to access and benefit from
mental health resources varies greatly,14,18 further research
is needed to learn how to best support autistic university
students, including by preventing and treating mental health
concerns.

Existing research suggests that autistic students have
greater difficulty transitioning to college than their non-
autistic peers.20,23–25 Given that lower educational status is
associated with increased emotional and physical distress
later in life, the consequences of difficulties transitioning into
college may be long lasting24,25 and exacerbate the chal-
lenges facing the already underserved community of autistic
adults. Therefore, work is needed to understand and even-
tually address mental health issues that may prevent autistic
students from successfully transitioning into college.

By focusing on factors that contribute to mental health
concerns among autistic and nonautistic students who are
transitioning into college, we may be able to develop supports
to help them navigate this transition more successfully. Im-
portantly, this work cannot exclusively focus on individuals
who have had access to formal autism assessments and diag-
noses, particularly in the context of a system wherein access
to appropriate evaluations is unequally distributed.26,27

Therefore, adult autism research may be more inclusive
and beneficial to the full autistic community if there is greater
opportunity for understanding the experiences of not only
those formally diagnosed in childhood, but also young adults
who have self-diagnosed and/or are still exploring their
autistic identity. In line with this goal of greater inclusion of
people with a variety of diagnostic histories, this study does
not require a formal diagnosis and instead explores the effects
of autistic traits dimensionally, rather than categorically.

The role of repetitive negative thinking in depression
and anxiety in autistic adults

In the general population, repetitive negative thinking
(RNT)—thinking excessively and recurrently about con-
cerns, past experiences, and/or future worries28—has been
shown to be associated with depression and anxiety.29–31 In
particular, much of the prior literature has emphasized the
role of rumination, a type of RNT that focuses on one’s
distress without making active efforts to solve the problem.32

Rumination is related to worry and other forms of repetitive
thought, but is distinct particularly due to its lack of problem-
solving orientation and its specific focus on stressors or
contributors to low mood.33

These contributors are often in the past, thus there is little
opportunity to productively plan and change outcomes
(unlike with worry, which is often anticipatory). Prior liter-
ature has viewed rumination transdiagnostically33 across a
variety of temporal relationships—such that rumination has

been conceptualized as including both a longer term more
stable cognitive tendency that may be learned early in life
through parenting and other environmental influences,33–35

and shorter term moments of heightened repetitive cognition
that may arise in response to stressors,36 with both likely
playing a role in functioning.

Across these conceptualizations, a large body of evidence
suggests that rumination both predicts the onset of and
maintains depression and anxiety symptoms in the general
population.32,35,37,38 Furthermore, rumination is related to
numerous other negative outcomes such as physical health
concerns,39,40 suicidality,41 and reduced response to thera-
peutic interventions.33

There is reason to believe that repetitive thought processes
may be even more common in autistic people42,43—and
similarly related to internalizing symptoms in autistic popu-
lations as in the general population.42,44 There are many
potential causal explanations for this elevated rate of repeti-
tive thought within autistic people, although there is not clear
consensus on whether any one theory can fully explain the
phenomena. Some reports have suggested that there may be
differences in activation at a neural level that contribute
to greater instances of cognitive inflexibility within autism.45

Cognitive inflexibility describes difficulties in executive
functioning, in which one may struggle to disengage from
and switch tasks or thought processes.46–49

This tendency is more common in autistic people45,50,51

and, similar to rumination, heightened cognitive inflexibility
has been associated with greater depressive and anxiety
symptoms in autistic youth46,48 (although potentially indi-
rectly through intolerance of uncertainty).49 This connects
well with general population literature that identifies execu-
tive dysfunction as a key contributing factor toward a rumi-
native response style.33

Another explanation may be that autism is defined diag-
nostically by repetitive behavior (such as in speech, interests,
and other manifest behavior),52 and thus these behavioral
and cognitive domains of repetition may be interrelated.
For example, insistence on sameness is likely to involve
both a more rigid cognitive style and related routine-
protecting behaviors.53 In this proposed view, a more repet-
itive, inflexible, or detail-focused cognitive style may
underlie both repetitive thinking in autistic individuals and
many of the observable repetitive behaviors associated with
autism.44,46,47

Finally, it is also possible that greater reported repetitive
thinking in autistic adults is related to the elevated rates of
stressors that autistic people face. Marginalized individuals
across a variety of identities appear to engage in more
ruminative processes, as a maladaptive method of coping
with their increased rates of stressors.54–57 Ableism and other
forms of oppression related to intersectional autistic identi-
ties may increase autistic adults’ risk of rumination.

Regardless of the cause(s), autistic individuals appear to
engage in more repetitive thinking than their nonautistic
peers. While much of the repetition associated with autism
may not be focused on negative information, repetitive
thinking may be a cognitive characteristic of autism that,
when focused on negative events or beliefs, contributes to
depression through means similar to rumination.42,44

In addition to engaging in more repetitive cognitive pat-
terns overall, cross-sectional evidence suggests that autistic
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adults engage in more RNT than their nonautistic peers,42,43

and that this elevated RNT is related to depression symp-
tom endorsement in both autistic adults and adults with
high levels of autistic traits.58,59 Importantly, only one lon-
gitudinal study has investigated potential links between
rumination and depression in autism, finding that rumina-
tion prospectively predicts depression scores in autistic
children.60

To our knowledge, previous research has not evaluated
this longitudinal link in an autistic adult sample. Further-
more, research has underexplored the association between
RNT and anxiety in autistic people. Anxiety and depression
are often co-occurring,61 contributing to the theorization of
similar cognitive mechanisms for both internalizing prob-
lems.62 However, to our knowledge, no longitudinal studies
have evaluated the relationship between RNT and anxiety
in autistic populations.

Objectives

In this study, we aimed to evaluate how RNT may predict
and/or maintain depression and anxiety symptoms in first-
semester undergraduate students. We compared potential
associations across levels of autistic traits, to see whether the
strength of RNT’s contribution to depression and anxiety
symptoms varied by potential autism status. By understand-
ing RNT’s contribution to the development and/or mainte-
nance of internalizing symptoms, we may be able to better
tailor mental health interventions for greater effectiveness
or find more precise ‘‘points of entry’’ through which to
intervene.

In line with these goals and previous research, the
following a priori hypotheses were formed:

1. Incoming college students who reported greater RNT
at baseline and throughout the semester would report
increased depression (sadness and anhedonia) and anx-
iety symptoms over the course of their first semester
compared with those with lower RNT.

2. We hypothesized no difference in the model of this
mechanism as a function of autistic traits (i.e., a lack
of moderation by levels of autistic traits).* However,
we anticipated that students who reported higher
autistic traits would exhibit greater repetitive think-
ing scores, as well as greater depression and anxiety
scores, compared with those who reported lower
autistic traits.

Methods

We recruited incoming undergraduate students from four
similarly sized public universities in the northeastern United
States (Rowan University, Montclair State University, Stony
Brook University, and College of Staten Island) to participate
in this fully online study. After confirming eligibility, par-
ticipants completed a baseline questionnaire battery about
their diagnostic and mental health history, a brief survey
twice per week throughout their first semester on campus, and
then an endpoint battery.

Participants

We collected the data presented in two waves—first from a
pilot group of Rowan University students in Fall 2020 (n = 41
at baseline), and then from a larger group from all four uni-
versities in Fall 2021 (n = 103 at baseline). Somewhat con-
trary to our expectations given the heightened COVID-19
precautions and potentially reduced social opportunities in
Fall 2021, analyses found no significant historical effects
when comparing these groups: primary outcome scores of
interest did not differ significantly between the 2 years, for
example, there was no significant difference in baseline Beck
Depression Inventory-II63 [BDI-II; baseline: F(1, 138) =
0.18, p = 0.67, r = 0.04] or Generalized Anxiety Disorder 7-
item scale (GAD-7)64 [GAD-7; baseline: F(1, 137) = 0.53,
p = 0.47, r = 0.06] scores between the two waves (further
details and data provided upon request). Therefore, we col-
lapsed data across the two data collection waves for further
analyses.

For both waves of data collection, we recruited autistic and
nonautistic students during the summer before their first
semester at their respective universities. At each university,
we recruited participants through emails to incoming first-
year student listservs, flyers posted in common gathering
spaces, and invitations sent through institutional offices of
disability services.

Eligible participants were undergraduate students, 18 years
or older, and in their first semester at each respective cam-
pus (experience at a different university was permitted).
Exclusion criteria included self-report of current concerns
of psychosis, bipolar disorder, or significant substance-
use disorders, as these may obscure comparisons across
our cohorts of interest by confounding influences on mood. We
first enrolled all eligible autistic students—this included both
those who self-reported a formal autism diagnosis and those
who indicated an affirmative response to the screener survey
question, ‘‘Have you or others around you ever suspected
that you were autistic/had an autism spectrum disorder?’’

By including these participants, we intended to better
represent historically under-represented groups of autistic
adults who have lower access to formal diagnoses,26,27

however, primary analyses of the effects of autism traits
relied on Social Responsiveness Scale, second edition65

(SRS-2) T-scores, not this self-assigned autism status (see
Statistical Analyses section). Then, we matched nonautistic
students as closely as possible on university, age, gender,
and race/ethnicity, through a one-to-one match, prioritizing
approximate age in years and the university they are attend-
ing (matching 18-year-old autistic Rowan University stu-
dents to 18-year-old nonautistic Rowan University students,
etc.), when exact matches were not possible.

*When forming a priori hypotheses, we decided that we would
use SRS-2 scores as a dimensional representation of autistic traits,
instead of relying on self-report of autism, if the majority of our
autistic participants did not report a formal autism diagnosis.
Therefore, this hypothesis was written in two different ways ini-
tially: first, we hypothesized that students in our self-described
autistic group would report high prevalence of RNT, depression,
and anxiety, and, second, we also hypothesized that students with
higher autistic traits would report heightened RNT, depression, and
anxiety.

In both cases, we assumed that autism/autistic traits would not
moderate how RNT affected depression/anxiety. For parsimony,
we focus on the second iteration of this hypothesis in this article
due to our sample characteristics. Both hypotheses were formed
a priori.
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Given the increased prevalence of depression in autistic
individuals, we chose to oversample nonautistic participants
to increase the likelihood of having a comparable number of
students within each diagnostic cohort who would go on to
develop clinically significant symptoms of depression during
the semester. When enrolling these additional students, we
oversampled nonautistic students who were older than 18
years, nonbinary, and/or transgender to better match the
demographic characteristics of the autistic group.23,66

Otherwise, these students were enrolled in order of screener
survey response date.

These procedures resulted in an overall sample of N = 144
participants who completed the baseline survey packet: 47
autistic participants (n = 15 reporting formal diagnoses) and
97 nonautistic participants (Table 1). Given that we antici-
pated recruiting a relatively low number of participants with a
formal autism diagnosis—and explicitly wanted to also rep-
resent those without access to a formal diagnosis—we used
the dimensional variable of SRS-2 scores instead of diag-
nostic categories for analyses of the effect of autism status.

Of note, however, we did expect and observe that the
autistic cohort had significantly higher SRS-2 scores
(M = 63.33, standard deviation [SD] = 10.00) than the non-
autistic group (M = 53.43, SD = 8.98) as expected (Cohen’s
d = 1.06, 95% confidence interval, CI [0.67 to 1.41]), despite
significant variability in SRS-2 T-scores within both groups
(Supplementary Fig. S1). High distributional overlap in SRS-
2 scores is evident between those reporting professional au-
tism diagnoses and those who indicated that they/others have
thought they might be autistic but have not received a formal
diagnosis.

The probability of superiority statistic (A67) showed that a
randomly selected individual from the diagnosed group
would have a higher total SRS score than a randomly selected
individual from the suspected autism group only about half
the time (A = 0.51, 95% CI [0.32 to 0.66]). Comparatively,
there is low distributional overlap between both of these
categories and our nonautistic group, with a randomly
selected student with suspected or diagnosed autism having
higher SRS scores than a randomly selected nonautistic stu-
dent nearly three-fourth of the time (A = 0.73, 95% CI [0.63
to 0.80]).

Participation at each biweekly survey timepoint ranged
from 54 to 97 students, with an average of *80 respondents
per timepoint (SD = 13.44).{ A total of 96 participants then
completed the endpoint survey.

Procedures

Interested students first completed a brief eligibility
screener, where they noted the university they attend, their
age, year in school, gender, and relevant diagnostic history.
We used this survey to match participant groups and ensure
all participants met eligibility criteria, as previously descri-
bed (Table 1). Participants deemed eligible then gained
access to the online baseline ‘‘packet’’ 1 week before the start
of their semester and had approximately 3 weeks to com-
plete it.

Since the timeline was based around each university’s
semester calendar, the initial start date of survey participation
differed by 1 week between the New York and New Jersey
universities. The baseline packet took approximately 45 min-
utes to complete, and participants had the option to complete
the packet all in one session or to complete a portion and then
return to it at a later time.

After completion of the baseline packet, participants
received a link to a single brief survey through text every
Sunday and Wednesday evening throughout the semester.
This biweekly survey consisted of 12 questions and took
approximately 2 minutes to complete on a smartphone (see
Measures section for more details). At the conclusion of the
semester (13–15 weeks after baseline), participants com-
pleted a final battery of surveys, similar to baseline. Partici-
pants received up to a total of $75 in emailed Visa gift codes
for completing all study procedures.

We received approval for this study and measures from the
Rowan University School of Osteopathic Medicine Institu-
tional Review Board, which was the IRB of record for most
recruitment sites (Study ID Pro2020001172), as well as Stony
Brook University (IRB2021-00266). All participants were
age 18 years or older and electronically provided their own
informed consent.

Measures

Participants completed all measures online through
Research Electronic Data Capture (REDCap), a survey and
data management platform developed specifically for use
in electronic acquisition and storage of sensitive data.68,69

Baseline. The initial survey battery, completed by
participants within 2 weeks of the start of their semester,
collected baseline data about key constructs related to
emotional, social, behavioral, and physical health, as well as
demographics. We selected measures based on their usability
in both the autistic and general population.

Measures relevant for the current analyses included the
SRS-265 to assess autistic traits, BDI-II63,70,71 to assess recent
depression symptoms, and GAD-764,72–74 to measure recent
anxiety symptoms. Internal consistency for all measures was
strong: SRS-2 Cronbach a = 0.97, BDI-II Cronbach a = 0.92,
GAD-7 Cronbach a = 0.91. We also collected information on
participants’ repetitive thinking; this was primarily accom-
plished through a novel repetitive thinking questionnaire.

The senior author’s research team created this novel mea-
sure to assess general tendencies toward transdiagnostic RNT
through several years of federally funded research on repet-
itive thinking in autistic adults. This measure development
occurred in several stages, including community engagement
studios, cognitive interviews, collecting data on the extended

{This variability is largely due to postbaseline attrition and an
unexpected change to one major phone carrier’s spam filter mid-
study in Fall 2021, which resulted in 27 participants missing a
portion of the biweekly survey alerts (5–7 survey points from
November 7 to December 1, 2021). We were unaware of the spam
filter change, and thus the reason for this sudden attrition, until after
the conclusion of data collection.

However, there were no identifiable significant differences on
baseline variables of interest (i.e., Social Responsiveness Scale,
second edition, Beck Depression Inventory, General Anxiety
Disorder-7, and laboratory-made repetitive thinking battery)
between those who completed both the baseline packet and
biweekly survey and those who only completed the baseline packet.
Similarly, differences did not seem to exist by phone carrier: the
relationship between phone carrier and each measure of interest
revealed correlations approaching 0, p > 0.90 in all cases. This
suggests that attrition bias is of relatively minimal concern.
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version of this measure from 589 participants crowdsourced
through Amazon MTurk, iteratively analyzing these data
using Item Response Theory to identify best-performing
items within empirically derived factors, and then further
analyzing performance of the refined measure in a sample
of 762 autistic adults from the SPARK national autism
registry.75

Based on these data, we selected eight items that best
represented negative repetitive thinking out of the greater
repetitive thinking item pool to reduce the time burden on
participants. All items are rated on a 5-point Likert scale
(1 = almost never to 5 = almost always) and were best-
performing items drawn from the Perseverative Thinking
Questionnaire,76 Rumination and Reflection Questionnaire
Negative Events,77 and Measure of Mental Anticipatory
Processes.78

The resulting measure assesses general tendencies toward
transdiagnostic RNT through eight self-report items, ans-
wered through 1–5 point Likert scale. For example, partici-
pants rated their agreement with items, such as ‘‘When I have
a difficult experience or problem, the same thoughts keep
going through my mind.’’ Possible total scores range from
8 to 40, with lower scores reflecting lower RNT.

These eight items do not represent our laboratory’s final
iteration of the repetitive thinking instrument, but neverthe-
less showed excellent internal consistency in the current

sample, Cronbach a = 0.93, strong internal consistency in the
large SPARK sample already described (Cronbach a = 0.86),75

and correlated with expected measures such as the Penn
State Worry Questionnaire,79 r(723) = 0.65, p < 0.001, and the
Ruminative Response Scale32 total score, r(721) = 0.64,
p < 0.001, and Brooding subscale [r(721) = 0.64, p < 0.001].

Brief biweekly survey. Next, participants completed the
brief 12-question survey twice per week for 12 weeks
(approximately equivalent to the remainder of the semester
after the 2- week ‘‘baseline’’ period) to track changes in
key constructs (e.g., sadness, anhedonia, anxiety, RNT)
throughout each participant’s semester. Developed by the
senior author’s laboratory, this brief survey prompted par-
ticipants to provide information about their mood, thinking
patterns, and social situation over the ‘‘last few days’’ (i.e.,
since the previous biweekly survey) through 5-point Likert
scales, balancing content coverage and parsimony.

On these scales, 1 is ‘‘almost never’’ and 5 is ‘‘almost
always.’’ The 1–5 Likert scale responses to the question
‘‘In the last few days, how often have you been brooding,
or thinking repetitively, about problems or negative experi-
ences?’’ were used to reflect RNT. For depressive symptoms,
1–5 Likert scale responses to ‘‘How often have you been
feeling down, sad, or empty?’’ measured sadness and ‘‘How
often have you been feeling low interest or little pleasure in

Table 1. Baseline Demographics and Comparisons of Autistic and Nonautistic Participants

Entire sample,
N = 144

Nonautistic,
n = 97

Autistic (clin dx
or self ID), n = 47 Group differences

Age, years, mean (SD) 19.50 (3.79) 19.23 (3.15) 20.05 (4.84) F(1, 147) = 1.55,
p = 0.22, d = 0.22Range 18–43 18–39 18–43

Gender (% women/nonbinary
or other)

45/11% 47/9% 43/16% v2 (3, N = 149) = 2.81,
p = 0.42

Race/ethnicity, %
Native American 3 2 6 n.s.a, p > 0.05

Asian 20 22 14
Black 15 19 8
White 60 57 67
Hispanic 20 24 25

Least educated parent, %
HS or less 35 36 34 v2 (7, N = 144) = 3.49,

p = 0.84Some college 17 17 18
Associate degree 8 8 6
Bachelor’s degree 29 27 33
Graduate degree 9 10 6

SRS-2 T-scores, mean (SD) 56.71 (10.40) 53.43 (8.98) 63.33 (10.00) F(1, 134) = 33.98,
p < 0.001**, d = 1.06Range 39–87 39–80 45–87

BDI-II, mean (SD) 11.77 (9.92) 10.76 (9.54) 13.85 (10.44) F(1, 138) = 3.05, p = 0.08,
d = 0.31Range 0–46 0–39 0–46

GAD-7, mean (SD) 5.81 (5.18) 5.14 (5.06) 7.22 (5.19) F(1, 137) = 5.08, p = 0.03*,
d = 0.41Range 0–21 0–19 0–21

RepT, mean (SD) 23.45 (8.27) 21.57 (8.56) 27.22 (6.19) F(1, 133) = 15.55,
p < 0.001**, d = 0.72Range 8–39 8–39 8–37

The table shows the demographics of the full sample, as well as self-defined autistic and nonautistic cohorts (described further in Methods
section). However, most analyses were done dimensionally, using the entire sample, with SRS-2 scores as moderator.

aCategories of race/ethnicity were not mutually exclusive, such that some participants selected multiple categories. As assessed by chi-
square and asymptotic significance, any differences in percentages of race/ethnicity between cohorts were not significant at the p < 0.05
level.

*p < 0.05, **p < 0.001.
BDI-II, Beck Depression Inventory, second edition; GAD-7, Generalized Anxiety Disorder 7-item scale; RepT, repetitive thinking; SD,

standard deviation; SRS-2, Social Responsiveness Scale, second edition.
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doing things that you usually enjoy?’’ measured anhedonia.
Finally, responses to ‘‘How often have you been feeling
nervous, anxious, or on edge?’’ represented anxiety.

Although sadness and anhedonia are both symptoms of de-
pression,52 existing evidence suggests that they are better con-
ceptualized as related by distinct processes that may directly
influence each other rather than reflective indicators of an
underlying unidimensional process (‘‘depression’’).80 There-
fore, we considered both constructs separately in analyses. See
Supplementary Data section for the full biweekly survey.

Endpoint. Finally, participants completed an end-of-
semester online survey battery. Most measures in this battery
were the same as baseline, but the endpoint was slightly shorter
for feasibility and retention. We chose not to repeat demogra-
phic and diagnostic history questions, and we also did not repeat
the SRS-2, as these scores were expected to be more trait-like
and not change significantly over the course of a semester.81

Statistical analyses

Primary analyses. For all primary analyses, we used
generalized least squares (GLS) regression82 using the rms83

and nlme84 packages in R. GLS accounts for the fact that
repeated measurements from the same individual are typi-
cally correlated. A first-order autoregressive correlation
structure (AR1) was used to capture temporal (within-person)
dependence in the errors. The correlation between outcome
measurements (Y) at adjacent timepoints (t) is estimated and
assumed to be constant over time (stationarity). The corre-
lation among repeated Y measurements is assumed to dimin-
ish exponentially according to the number of time units
(weeks) separating the measurements.

In sum, the GLS AR1 model assumes measurements
from the same individual are correlated, and the strength of
the correlation diminishes rapidly with increasing distance
between the measurements. Mixed-effects modeling is an
alternative strategy that provides both individual and marginal
effects. However, we were primarily concerned with marginal
effects rather than individual deviations around average
effects; therefore, we chose to avoid the added assumptions
required when including random effects parameters.85,86

Effect sizes were calculated as the ‘‘proportion of variance
explained by the given effect relative to the proportion of
outcome variance unexplained.’’87(p5) This is notated as f2 and
interpreted as follows: 0.02 is considered a small effect, 0.15
is considered medium, and q0.35 is large.88

Outcome trajectories were permitted to take a flexible
nonlinear shape by modeling the effect of time (in weeks)
using a restricted cubic spline89 with three knots placed at
the 0.10, 0.50, and 0.90 quantiles. Restricted cubic splines
require k - 1 degrees of freedom (df), where k is the number
of knots,90 so the time effects in our models required df = 2.

We assessed the relationship between RNT and each out-
come of interest (sadness, anhedonia, and anxiety) in three
ways. First, we assessed the relationship between baseline
repetitive thinking levels (measured through the laboratory-
made repetitive thinking battery, as previously described),
and biweekly reports of the outcomes of interest (sadness,
anhedonia, and anxiety) across the semester. We then eval-
uated the relationship between biweekly reports of RNT and
internalizing symptoms in terms of a temporal predictive
relationship and synchronously.

To explore the shorter term prospective association
between RNT and each outcome, we created a lagged vari-
able such that the outcome of interest was predicted by RNT
at the prior timepoint (e.g., sadness at time t was regressed on
RNT at time t - 1). Finally, we evaluated the synchronous
association between RNT and each outcome within one
timepoint, using the nonlagged biweekly report of RNT.

SRS-2 scores were held constant in each of these primary
analyses, to limit their potentially confounding effects as a
contributor to both RNT and mood symptoms. Time (week of
survey) was also included in the model to limit the influence
of an underlying symptom trajectory. This allows us to better
evaluate the effect of RNT on mood symptoms above and
beyond that which may be due to a general trajectory of mood
over time.

Differences by autistic trait status. Given the variability
and relatively low sample size of formally diagnosed autistic
participants, we used SRS-2 T-scores to evaluate how autistic
traits, measured dimensionally, related to RNT, depression,
and anxiety, rather than comparing groups based on self-
reported autism status. We anticipated that participants with
greater endorsed autistic traits would report higher sadness,
anhedonia, anxiety, and RNT, compared with participants
who reported fewer autistic traits. To assess this, we evalu-
ated the cross-sectional relationship between baseline mea-
sures of SRS-2 scores and baseline mental health measures,
BDI-II and GAD-7, in general linear models.

After this, we evaluated the relationship between SRS-2
scores and biweekly reports of RNT, sadness, anhedonia, and
anxiety using GLS regression. Time was held constant in
these models. Exploratory analyses were also conducted to
evaluate relationships between dichotomous autism groups
and level of internalizing symptoms.

Results

RNT and sadness

Overall baseline RNT was prospectively associated with
later sadness endorsement across the semester’s biweekly
survey: A 1-unit increase in baseline RNT was associated
with a 0.042 units increase [95% CI 0.03 to 0.05] in subse-
quent sadness levels, holding constant time and SRS-2 scores
(see Table 2 for results from all primary analyses). Further-
more, the addition of RNT improved the ability of the model
to predict sadness scores: The addition of RNT in the model
of the relationship between sadness and time resulted in a
0.08 increase in the value of R2 (from 0.25 to 0.33, while still
holding SRS-2 T-scores constant).

The relationship between baseline repetitive thinking and
sadness is represented in Figure 1. In this figure, tertiles of
baseline RNT are depicted in separate panels, such that the
relationship between week of survey participation and self-
reported sadness is displayed, as it depends on baseline level
of RNT (panels).

When testing the lagged relationship between repetitive
thinking and sadness (i.e., repetitive thinking from the previous
biweekly survey as a predictor of subsequent timepoint sadness),
prior timepoint RNT did not significantly predict subsequent
timepoint sadness when controlling for SRS-2 T-scores and time
(b = -0.004, 95% CI [-0.03 to 0.02], f2 = -0.0005). However,
synchronous sadness and RNT (i.e., measured at the same
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timepoint) were significantly related to one another, such that a
1-unit increase in repetitive thinking was associated with a 0.361
unit increase in sadness (95% CI [0.32 to 0.39], f2 = 0.28). The
predictive strength of this relationship is shown in Figure 2.

RNT and anhedonia

We also assessed the relationship between RNT and
anhedonia, with similar results: overall repetitive thinking
tendencies measured at baseline were significantly related
to anhedonia across the semester (b = 0.038, 95% CI [0.03
to 0.05], f2 = 0.12), when controlling for SRS-2 T-scores and
time. Lagged RNT was related to anhedonia endorsement
(b = -0.041, 95% CI [-0.07 to -0.02]), but the effect size
was negligible (f2 = -0.004). However, there was a signifi-
cant relationship between synchronous anhedonia and RNT
(b = 0.283, 95% CI [0.24 to 0.32], f2 = 0.22).

RNT and anxiety

Finally, we investigated the relationship between RNT and
anxiety symptoms. Again, we found that the baseline mea-
sure of RNT was significantly related to anxiety across the
biweekly reports (b = 0.043, 95% CI [0.03 to 0.05], f2 = 0.11).
There was little evidence for an effect of lagged RNT on
anxiety symptoms (b = -0.002, 95% CI [-0.03 to 0.03],
f2 = -0.0002), but we again observed a significant relation-
ship between synchronous RNT and anxiety (b = 0.367, 95%
CI [0.33 to 0.41], f2 = 0.27).

Predictive utility of autism trait levels

The relationships between autistic traits and depression,
anxiety, and RNT were explored. First, cross-sectional ana-
lyses showed significant effects of SRS-2 on depression,

Table 2. Relationship Between Hypothesized Predictors and Biweekly Outcomes of Interest

Hypothesized
predictor Outcome Estimate [95% CI]

Estimated
standard error t (df) Pr(qjtj) f2

SRS-2 scores RNT 0.045 [0.03 to 0.06] 0.005 8.14 (5, 1804) <0.001*** 0.17
SRS-2 scores Sadness 0.052 [0.04 to 0.06] 0.005 10.54 (5, 1804) <0.001*** 0.28
SRS-2 scores Anhedonia 0.053 [0.04 to 0.06] 0.005 11.08 (2, 1804) <0.001*** 0.31
SRS-2 scores Anxiety 0.039 [0.03 to 0.05] 0.005 7.72 (5, 1804) <0.001*** 0.14
Baseline RNTa Sadness 0.042 [0.03 to 0.05] 0.009 4.74 (3, 1895) <0.001*** 0.11
Baseline RNTa Anhedonia 0.038 [0.03 to 0.05] 0.009 4.51 (3, 1895) <0.001*** 0.12
Baseline RNTa Anxiety 0.043 [0.03 to 0.05] 0.009 4.87 (3, 1895) <0.001*** 0.11
Lagged RNTa Sadness -0.004 [-0.03 to 0.02] 0.01 -0.26 (6, 1803) 0.79 -0.0005
Synchronous RNTa Sadness 0.361 [0.32 to 0.39] 0.02 17.95 (6, 1803) <0.001*** 0.28
Lagged RNTa Anhedonia -0.041 [-0.07 to -0.02] 0.01 -3.18 (6, 1803) 0.001* -0.004
Synchronous RNTa Anhedonia 0.283 [0.24 to 0.32] 0.02 14.33 (6, 1803) <0.001*** 0.22
Lagged RNTa Anxiety -0.002 [-0.03 to 0.03] 0.01 -0.14 (6, 1803) 0.89 -0.0002
Synchronous RNTa Anxiety 0.367 [0.33 to 0.41] 0.02 17.58 (6, 1803) <0.001*** 0.27

aVariable was included in a model covarying SRS-2 T-scores. We also evaluated separate models covarying baseline BDI-II and GAD-7
scores (separately, each in place of SRS-2 scores). The same pattern of significance was detected; results available upon request. Effect
sizes are described by f2 and interpreted as follows: 0.02 is considered a small effect, 0.15 is considered medium, and q0.35 is large.

CI, confidence interval; df, degrees of freedom; RNT, repetitive negative thinking.

FIG. 1. Sadness scores
each week by baseline RNT
tertile. = Participants re-
porting the highest SRS
T-scores (61–89). =
Participants reporting the
median level of SRS T-scores
(51–61). = Participants re-
porting the lowest SRS
T-scores (39–51). RNT, re-
petitive negative thinking;
SRS, Social Responsiveness
Scale.
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anxiety, and repetitive thinking at both baseline and endpoint:
Participants with higher SRS-2 scores reported significan-
tly higher depression scores at baseline [F(1, 134) = 90.70,
p < 0.001, r = 0.26] and endpoint [F(1, 82) = 36.15, p < 0.001,
r = 0.55]. Higher SRS-2 scores were also related to eleva-
ted anxiety symptoms at baseline [F(1, 134) = 57.58.42,
p < 0.001, r = 0.22] and endpoint [F(1, 82) = 23.15, p < 0.001,
r = 0.47].

Finally, participants with higher SRS-2 scores endorsed
higher levels of RNT at baseline [F(1, 133) = 102, p < 0.001,
r = 0.24] and endpoint [F(1, 80) = 29.97, p < 0.001, r = 0.52].{

Overall, autistic traits were cross-sectionally related to all
baseline and endpoint measures of depression, anxiety, and
RNT.

Results from GLS regressions showed that students who
reported more autistic traits at baseline endorsed significantly
higher sadness (b = 0.052, 95% CI [0.04 to 0.06], f2 = 0.28;
Table 2), anhedonia (b = 0.053, 95% CI [0.04 to 0.06],
f2 = 0.31), and anxiety (b = 0.039, 95% CI [0.03 to 0.05],
f2 = 0.14) on average throughout the semester. Students with
higher SRS-2 scores also endorsed more RNT (b = 0.045,
95% CI [0.03 to 0.06], f2 = 0.17).

We evaluated whether there was evidence of an interaction
between SRS-2 scores and RNT. In all cases, the models
without the interaction effect were preferred over those
including it, as indicated by nonsignificant likelihood ratio
tests and smaller Bayesian Information Criterion values.

Discussion

Autistic adults and other stakeholders have repeatedly
identified mental health and the transition to adulthood as key
research and clinical priorities. While others have proposed
several theories to explain the high prevalence of depression
and anxiety in autistic populations, virtually no longitudinal
research has evaluated potential causal mechanisms. In this
study, we investigated RNT as a potential prospective predictor
of internalizing symptoms over the course of the first semester
of college, within a transdiagnostic neurodiverse sample.

FIG. 2. Predicted relationship between sadness and RNT over time, by autism status. This figure depicts predicted
biweekly reports of sadness scores over time, stratified by levels of RNT and diagnostic cohort. Predictions are based on a
GLS model with a first-order autocorrelation structure, with SRS-2 T-scores held constant (at 55.0). The left panel depicts
predictions for participants with no history of autism. The right panel depicts predictions for participants who are in our self-
classified autism group, meaning they either have a formal diagnosis or a history of thinking or other commenting that they
may be autistic. (For more information on these groups, see the first Supplementary Fig. S1.) = Participants reporting the
highest RNT. = Participants reporting the median level of RNT. = Participants reporting the lowest RNT. GLS, gener-
alized least squares.

{Since SRS-2 scores could be conflated with internalizing symp-
toms,91–93 we also examined how depression and anxiety were
related to self-selected diagnostic cohort, nonautistic versus autistic,
with the latter including participants who reported an official diag-
nosis as well as those who thought they may be autistic or had heard
from others they may be autistic. Here, we found that participants in
our autism cohort did not endorse significantly more symptoms of
depression at baseline [F(1,138) = 3.05, p = 0.08, d = 0.31, 95% CI
-0.04 to 0.66] or endpoint [F(1, 87) = 0.99, p = 0.33, d = 0.22, 95%
CI -0.20 to 0.63] than their nonautistic peers.

Autistic participants did report significantly higher levels of
anxiety at baseline [F(1,138) = 5.08, p = 0.03, d = 0.41, 95% CI 0.06
to 0.76], although this difference was not significant at endpoint
[F(1,87) = 1.45 p = 0.23, d = 0.26, 95% CI -0.16 to 0.69]. Autistic
participants endorsed significantly higher levels of repetitive
thinking at both baseline [F(1,133) = 15.55, p < 0.001, d = 0.72, 95%
CI 0.36 to 1.08] and endpoint [F(1,84) = 12.64 p < 0.001, d = 0.79,
95% CI 0.35 to 1.22].
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We found that overall tendency toward RNT, as measured
at baseline through our novel eight-item repetitive thinking
battery, predicted higher cross-semester sadness scores in
incoming college students. In addition, within the biweekly
survey, RNT was related to reported sadness within indi-
vidual timepoints. We found evidence for these potential
mechanisms across neurotypes, such that the inclusion of
SRS-2 scores in the model did not eliminate significant dif-
ferences in the sadness, anhedonia, or anxiety levels of those
with greater RNT; however, as we hypothesized, higher SRS-
2 scores were associated with higher levels of both the RNT
predictor and baseline depression and anxiety scores.

Taken together, this suggests that, while this mechanism
may not be autism specific, elevated rates of RNT in the
autistic population may partially explain the heightened
prevalence of depression and anxiety. Of note, we did not find
support for the hypothesized immediate temporally predic-
tive relationship between RNT at one timepoint and subse-
quent internalizing symptoms at the next timepoint.

By integrating these differing temporal findings, we may
inform future hypotheses on the timing of predictive rela-
tionships of interest. First, we find there is evidence of a
longer term temporally predictive relationship between
more stable trait-like repetitive thinking status and short-term
(‘‘in the last few days’’) sadness, anhedonia, and anxiety over
the semester. In our baseline repetitive thinking battery,
participants were asked to rate their agreement with items,
such as ‘‘My thoughts prevent me from focusing on other
things.’’

These prompts were not prefaced with a time frame (e.g.,
‘‘within the last week.’’), therefore we may expect these
responses to apply to participant’s overall tendencies, rather
than their behavior in any particular day or week. Again,
participants (across SRS-2 scores) who endorsed more rep-
etitive thinking on these items tended to report more inter-
nalizing symptoms throughout the semester: This is similar to
the research findings from the only other known longitudinal
investigation of repetitive thinking and mood concerns in
autistic populations.60 In this previous study—which was
done with autistic children aged 9–15 years—tendencies
toward rumination (as measured on the Worry/Rumination
Questionnaire for Children, which is similarly not time
bound) were related to sadness over an extended period of
time (intervals of 9 months).60

Therefore, our current finding converges with other
evidence that more stable RNT tendencies are likely to be
prospectively associated with internalizing symptoms. We
also found evidence of a synchronous relationship between
RNT and internalizing symptoms, although we cannot cur-
rently assess the directionality (or bidirectionality) of this
relationship.

Although longer term prospective relationships were
observed, we had also anticipated a more immediate pre-
dictive relationship such that repetitive thinking at one bi-
weekly timepoint would predict internalizing symptoms at
the next timepoint. We did not find support for this temporal
relationship—only lagged RNT to future anhedonia showed
a statistically significant relationship (with no relationships
observed between lagged RNT and future anxiety or sad-
ness), and the small effect size suggests that even the rela-
tionship between lagged RNT and future anhedonia may not
be a meaningful relationship.

Thus, our current data inform new hypotheses of the tem-
poral relationship between RNT and internalizing symptoms.
In this updated model, stable ongoing RNT may contribute
to the development of depression and anxiety overall. In
addition, in-the-moment RNT was robustly related to discrete
instances of sadness, anhedonia, and anxiety, possibly with
bidirectional effects. However, discrete experiences of rep-
etitive thinking days beforehand may have little relation to
internalizing symptoms at a particular timepoint. At this time,
we did not have the power to test how accruing timepoints’
RNT affected single instance future timepoint internalizing
symptoms. We look forward to exploring this relationship
further, as data collection waves are ongoing.

Cohort differences

The current research supports previous evidence that
autistic adults and/or those with greater autistic traits endorse
more sadness and anxiety than nonautistic adults.7 Students
with higher SRS-2 scores endorsed greater RNT, sadness,
anhedonia, and anxiety in our sample. In addition, some
group differences were detected by autism group, such that
our broadly defined autistic group (including individuals with
a formal diagnosis or who had a history of thinking or others
commenting that they may be autistic) reported more anxiety
at the beginning of the semester and engaged in more RNT
than participants who did not identify as autistic or are likely
to be autistic.

Again, our findings support the theory that known pre-
dictors of internalizing symptoms in the general population,
such as RNT, may be similarly related to depression and
anxiety in the autistic community, although autistic people
may engage in more of these risk-related behaviors, which
may contribute to the disproportionate rates of depression
and anxiety in the autistic community.

Limitations

As noted previously, few of our participants had a formal
autism diagnosis. Instead, many endorsed a history of think-
ing (or others commenting that) they may be autistic. SRS-2
scores ranged widely in this group, suggesting that many of
these students may not have met full criteria for an autism
diagnosis (though see also the Supplementary Fig. S1 show-
ing far greater distributional overlap between suspected and
diagnosed autistic participants compared with nonautistic
participants). As a result, we opted to use SRS-2 scores as a
dimensional proxy for autistic traits rather than using cate-
gorical groupings.

While this allowed us to assess how autistic traits affect
mental health during the transition to college, it did not allow
us to estimate how the social identity of being autistic may
affect well-being. This may harm the generalizability of our
research to the broader autistic population who is formally
diagnosed and/or identifies more strongly as being autistic.
Despite these weaknesses, treating the autism spectrum as
dimensional rather than categorical did allow for greater sta-
tistical power. Furthermore, this approach may have allowed
for better inclusion of historically under-represented groups of
autistic adults who have lower access to formal diagnoses.26

Finally, this study, while longitudinal, was short term in na-
ture. As a result, it is not possible to determine whether there
is a slower growing, or longer term predictive relationship
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between mechanisms of interest and subsequent depres-
sion and anxiety. Unfortunately, data suggest that many in-
coming college students—and perhaps particularly autistic
students94—may have already experienced depression and
anxiety in their lifetimes. Within our current study, we cannot
know how the potentially bidirectional cycle of predictors of
interest and negative mental health outcomes has already
affected participants and at what ‘‘stage’’ of this cycle they
may be in when beginning the semester.

While the extant literature does not fully indicate where
research should focus, in terms of developmental stage or
point in the lifespan, to identify the onset of these patterns,
this highly novel work is a helpful starting point. However,
the limited sample at this time limits our ability to include all
potential covariates. As noted in Table 2, results followed a
similar pattern when BDI-II scores or GAD-7 scores were
held as covariates, instead of SRS-2 scores. We have not yet
examined a combined model with all three of these poten-
tially useful covariates, and this may be a potentially fruitful
consideration as further waves of data are collected.

In this study, we attempted to mitigate the possible limi-
tations of not creating this combined model by including time
in each of our models. This allows us to evaluate the effect of
RNT on symptoms above any influence of the underlying
symptom trajectory; therefore, prior depression, anxiety, and
RNT scores are indirectly accounted for.

Clinical implications and future directions

To move toward translating conclusions into prevention
and intervention efforts, future research may benefit from
investigating both the cause of the increased rate of RNT in
autistic adults and the types of RNT that are most detrimental.
While previous research has supported the idea that autistic
people tend to engage in more repetitive thought overall, and,
therefore, it may seem logical that this population would also
engage in more negative repetitive thinking, there may be
alternative explanations to the elevated RNT noted in autistic
populations.95

Given that autistic people are a marginalized population—
and often marginalized in multiple intersecting ways96—the
elevated use of this maladaptive cognitive processing may
be partially explained by the social stress theory56 and psy-
chological mediation model.57 These models suggest that
minoritized groups may experience greater stress (in the
psychological mediation model theory due to heterosexism;
in this case, perhaps more directly due to ableism), which,
according to the psychological mediation model, results in
elevated negative coping strategies.

Therefore, this elevated rate of RNT may not be exclu-
sively due to the cognitive style associated with autism, but
instead the intersection of autism and stigma in society.
Future studies are, therefore, necessary to disentangle these
potential internal and external causal factors.

In addition, prior research has indicated that not all rep-
etitive thinking is equally harmful. General population
research has suggested that the relationship between rumi-
nation and increased depressive symptoms may be driven
by the ‘‘moody pondering’’ subcomponent of rumination
known as brooding.32 Recent findings from our research
team identified stagnant thought—particularly, perseverating
on problems without coming to a solution—as a statistically

central (‘‘influential’’) symptom within a community of
maladaptive repetitive thinking items in autistic adults.97

Therefore, future research should continue to disentangle
components of repetitive thinking to find the most effective
intervention targets.

Intervention efforts may include making adaptations to
existing therapeutic techniques to interrupt negative thought
‘‘spirals.’’ If the relationship between these mechanisms and
depressive symptoms continues to be seen as more syn-
chronous, then interventions might focus on being accessible
and useful while a client is actively distressed. Intervention
strategies such as those taught in Rumination-Focused Cog-
nitive Behavioral Therapy98 or Dialectical Behavioral
Therapy99 may focus on making cognitive techniques
more accessible during these high-stress moments, perhaps
by employing emotion regulation strategies first.

In the current findings, the relationship between RNT
and internalizing symptoms did not seem to differ across
levels of autistic traits. This suggests that existing interven-
tions that target RNT in the general population could be
effective within autistic populations, if conducted through
a neurodiversity-affirming lens.100 Finding this overlap in
clinical targets is an important step toward increasing men-
tal health care access for autistic adults. Many clinicians
express hesitancy to work with autistic clients, due to low
confidence in their competency, and this contributes to aut-
istic adults’ difficulties in accessing mental health care.101

Therefore, future efforts should consider focusing on
training clinicians to better implement adaptations of effec-
tive mental health interventions for the autistic community
and, as indicated, increasing clinician confidence in using
them with autistic adults.102–108

Conclusions

Similar to literature, the present research underscores a key
mental health disparity: first-semester college students with
greater autistic traits are more likely to experience depression
and anxiety symptoms throughout the semester than their peers
with fewer self-reported autistic traits. Our current evidence
suggests that this may be in part related to the comparatively
higher levels of RNT that autistic students and students with
higher autistic traits are likely to engage in. This study advances
our understanding of how autistic traits may affect the expe-
rience of transitioning to college and the risk factors for
depression and anxiety in autistic adults more broadly.

Mental health is a crucial priority of the autistic commu-
nity, and the current findings represent additional steps
toward both supporting college success and identifying
intervention targets for improved mental health and well-
being among autistic adults.
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