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Abstract:

Background: Attention deficit hyperactivity disorder (ADHD) and obsessive
compulsive disorder (OCD) frequently co-occur in adolescents, and this co-
occurrence exhibits gender differences. Network analysis provides an effective
approach to examine these symptom level interactions; however, the specific bridging
symptoms linking ADHD and OCD and their potential gender variations remain
unclear. This study aims to identify these bridging symptoms and examine their
gender differences.

Methods: This study utilized data from 11,807 adolescents at baseline in the
Adolescent Brain Cognitive Development (ABCD) study, with a subset of 616
meeting criteria for co-occurring subclinical ADHD and OCD symptoms. Symptoms
were measured using the Child Behavior Checklist (CBCL) ADHD and OCD
subscales. Bridge network analysis was applied to construct symptom level networks
at ages 9-10, 10-11, and 11-12 years. The analysis aimed to identify core and bridge
symptoms connecting ADHD and OCD clusters and to examine gender differences in
these network structures.

Results: Network analysis revealed stable core symptoms within each disorder cluster
("can't concentrate" in ADHD; "strange behavior" in OCD). Key bridge symptoms
connecting the clusters included "loud," "can't get their mind off certain thoughts,"
"strange behavior," and "impulsive," though these evolved over time, particularly
during early adolescence. The subclinical comorbid group exhibited a more densely
connected and stable network structure than the full sample. Gender differences were
observed, with males showing stronger behavioral bridge symptoms and females
exhibiting stronger cognitive and affective connections.

Conclusion: This study found that across four years, core symptoms of ADHD and

OCD remained stable, whereas bridge symptoms evolved dynamically, with early



adolescence emerging as a key period for network reorganization. Gender differences
were pronounced: males predominantly showed connections through OCD related
symptoms, whereas females exhibited stronger ADHD related bridging. Thus, these
findings provide precise targets for developmentally timed and personalized
interventions.

Trial registration:

Not applicable.
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Background:

Attention deficit hyperactivity disorder (ADHD) and obsessive compulsive
disorder (OCD) are both prevalent and impairing conditions that frequently emerge
during childhood and adolescence [1, 2]. ADHD is characterized by persistent
patterns of inattention, hyperactivity, and impulsivity that interfere with functioning,
whereas OCD is defined by the presence of time consuming obsessions and
compulsions [3]. Notably, these disorders co-occur at clinically significant rates
in adolescents. Approximately 5.5% of adolescent with ADHD are diagnosed with
comorbid OCD, a prevalence substantially higher than that in the general population.
Within this population, comorbid OCD appears more common in girls than in boys [4,
5]. This co-occurrence is of considerable clinical importance. It complicates
diagnostic assessment by obscuring the core symptoms of each disorder and is
associated with greater functional impairment and poorer treatment response
compared to either condition alone [6, 7]. These inherent challenges are further
compounded by specific treatment difficulties, as standard interventions for one
disorder are often less effective in the presence of the other [6]. Consequently,
elucidating the symptomatic interplay between ADHD and OCD in adolescents is
fundamental to developing more effective clinical strategies.

Building on the significant clinical challenges posed by ADHD-OCD co-

occurrence, emerging evidence suggests shared neurobiological vulnerabilities may



underpin this overlap. Specifically, dysfunction in fronto-striatal circuits and common
genetic factors within a neurodevelopmental framework are frequently implicated [8,
9]. At the symptomatic level, a complex bidirectional interplay is evident and
exacerbates impairment. For instance, core ADHD features like attentional
dysregulation and impulsivity may lower distress tolerance, potentially
intensifying compulsive urges as maladaptive coping mechanisms [10, 11].
Conversely, the time consuming nature of OCD rituals can severely disrupt focus and
task persistence, thereby amplifying ADHD like inattentiveness [8]. This reciprocal
reinforcement creates a vicious cycle, leading to greater overall symptom severity and
functional decline than either disorder alone [10, 12]. Despite recognition of this
symptomatic interaction, the precise symptom level associations through which they
influence each other remain inadequately mapped. Relatively few studies have
systematically investigated the core bridging symptoms that may dynamically connect
ADHD and OCD symptom clusters within an individual [13, 14]. Importantly, there is
emerging evidence that the symptom expression and comorbidity profiles of these
disorders differ by gender [15]. For example, among adolescent with ADHD, boys
tend to exhibit more externalizing problems, whereas girls show a more pronounced
pattern of comorbid internalizing disorders such as anxiety and specific phobias [16].
Traditional diagnostic approaches, which focus on disorder level overlap, are not
designed to identify which specific symptoms (e.g., particular types of intrusive
thoughts, executive dysfunctions) might act as primary conduits for symptom
exacerbation across diagnostic boundaries [12, 17]. Consequently, a fuller elucidation
of these interactions would greatly facilitate the development of targeted intervention
strategies [8, 18].

To directly address this gap and move beyond disorder level descriptions, bridge
network analysis emerges as a methodological solution [18, 19]. This approach
statistically identifies and quantifies the bridge centrality of individual symptoms,
pinpointing those that exhibit the strongest connections between the ADHD and OCD
clusters [2, 9]. Recent applications of network psychopathology have demonstrated its

utility in unpacking complex comorbidities by revealing direct symptom to symptom



associations. By modeling these dynamic relationships, bridge analysis can
empirically reveal which symptoms act as the most influential bridges [20], thereby
elucidating the core symptoms driving the comorbid presentation and informing
potential intervention targets. Critically, applying this framework to adolescent
populations and importantly, to those with subclinical symptoms is essential for a
complete understanding. Subclinical symptoms often precede full disorder onset and
share underlying genetic and neurobiological mechanisms with clinical diagnoses [14,
21]. Examining these dimensional symptom interactions offers greater sensitivity for
identifying early risk markers and potential bridging symptoms, capturing the
continuum of impairment [22]. Understanding how subclinical ADHD traits interact
with emerging OCD tendencies can reveal the earliest symptoms to comorbidity [23],
thereby informing preventative strategies long before significant functional decline
occurs [24].

In summary, while the clinical co-occurrence and symptom level interactions
between ADHD and OCD in adolescents are evident, the precise core bridging
symptoms that facilitate this symptom overlap remain unclear. Bridge network
analysis offers a powerful methodological framework to directly address this gap. The
present study employs this approach by leveraging data from the Adolescent Brain
Cognitive Development (ABCD) Study, a large scale, longitudinal cohort following
over 11,800 U.S. children from age 9-10 with deep phenotyping [25, 26]. Most prior
network studies of ADHD-OCD have focused on clinical samples; this study shifts the
focus to the understudied subclinical and dimensional manifestations in a population
based cohort. Applying bridge network analysis to the ABCD data, this study aims to:
(1) construct symptom level network models of ADHD-OCD co-occurrence; (2)
identify stable and dynamic bridging symptoms that connect the two symptom
clusters over time; and (3) examine gender differences in these bridging symptoms
and network structures during adolescence. Achieving these objectives will elucidate
the bridging symptoms that connect ADHD and OCD symptom clusters, informing
the development of more targeted and developmentally sensitive prevention and early

intervention strategies.



Method:

Sample:

The data for this study were drawn from the Adolescent Brain Cognitive
Development (ABCD) (Data Release 5.0; NDAR-DOI: 10.15154/1503209) study, a
large scale, longitudinal cohort in the United States. The ABCD study recruited over
11,800 children aged 9—10 years at baseline [27], aiming to establish a nationally
representative sample through a multi stage probability sampling design [28]. The
current analyses utilize data from the 3 year follow up assessment (Data Release 5.0).
All study procedures were approved by the central Institutional Review Board, with
written informed consent obtained from a parent or guardian and assent from each
child. Detailed recruitment and study design have been described in prior publications
[17].

This study utilized parent reported Child Behavior Checklist (CBCL) data from
the ABCD study. Given the longitudinal design and varying participation across
waves, we employed a cross sectional network approach, estimating symptom
networks independently for the baseline (TO0, ages 9-10), 1 year (T1), and 2 year (T2,
ages 11-12) follow ups using data available at each respective assessment.
Participants were included in a given timepoint's analysis if they had valid CBCL data
at that wave, resulting in differing sample sizes across TO, T1, and T2. At each
timepoint, two analytic samples were defined: (1) The full sample included all
participants with valid data, used to model population wide networks; and (2) The
subclinical sample, a subset of the full Sample, comprised participants scoring above
pre-defined thresholds on both the DSM-oriented ADHD and OCD scales at that wave,
enabling focused analysis of bridging symptoms within co-occurring traits. At
baseline (TO), the full sample comprised 11,807 participants, with a subclinical

sample of 616. The number of valid cases at each timepoint is detailed in Table 1.



Demographic characteristics for the overall analytic sample are summarized in Table

S1.

Measurement:

The Children's Behavior Checklist was used to evaluate children in the ABCD
cohort of dimensional psychopathology and children's adaptive function[29]. The
English version consists of 113 items, aiming to assess emotional and behavioral
problems. Each item is scored on a 3 point scale: 0 (incorrect), 1 (rarely correct), and
2 (usually correct). We used the AHDH subscale and OCD subscale in CBCL to
evaluate ADHD and OCD, among which the CBCL-ADHD contained 7 items
(ADHDO04 "Fails to finish", ADHDOS "Can't concentrate", ADHDI10 "Can't sit still",
ADHDA41 "Impulsive", ADHD78 "Inattentive", ADHD93 "Talks much", ADHD104
"Loud")[28]. The CBCL-OCD contains 8 items (OCD09 "Can't get their mind off
certain thoughts", OCD31 "Feels they might think or do something bad", OCD32
"Feels they have to be perfect", OCDS52 "Feels too guilty", OCD66 "Repeats certain
acts over and over", OCD84 "Strange behavior", OCDS85 "Strange ideas", OCD112
"Worries")[ 14]. The specific items of CBCL-ADHD and CBCL-OCD can see in Table
1.

INSERT Table 1: The items of ADHD and OCD in the CBCL

The CBCL-OCD subscale consists of 8 items. The total score is obtained by
adding up the scores of these 8§ items. The total score range is limited to between 5
and 16 points. The cut off point for subclinical screening is 3.5 points or above, which
has reasonable specificity (67.2%)[30]. The CBCL-ADHD scale consists of 7 items.
The total score is obtained by adding up the scores of these 7 items. The total score
range is limited to between 4 and 10 points, and the cut off point for subclinical

screening is 3.5 points or above[31].



Statistical analysis:

Network analyses were performed using R software (version 4.3.0). The network
estimation and visualization were implemented through the " bootnet " and " qgraph "
packages [32]. The network construction employed EBIC graphical LASSO
regularization with the tuning parameter set to 0.5, which effectively reduced false
positive connections by producing sparse network representations. Node centrality
was quantified using strength centrality to identify the most influential symptoms
within the network configuration [33].

To examine cross symptoms connections, bridge symptoms were identified using
the "networktools" package through bridge centrality indices and bridge strength
metrics. The reliability of network parameters was verified using bootstrap procedures
to assess estimation accuracy and stability. Additionally, the case dropping method
was applied to evaluate the stability of centrality indices, requiring a minimum
correlation coefficient of 0.7 between the original and subset based centrality rankings
[7].

The correlation stability coefficient (CS-coefficient) was computed to determine
the robustness of centrality indices, representing the maximum proportion of cases
that can be excluded while maintaining a correlation of at least 0.7 with the original
centrality values [8]. According to established methodological standards, CS-
coefficients exceeding 0.50 indicate excellent stability, values above 0.25 are
considered acceptable, while values below 0.25 suggest that centrality interpretations

should be treated with caution [18].

Results:

Descriptive Statistics:

The gender distribution of adolescents in the entire sample and the subclinical
sample for each year is shown in Table 2. The full sample comprised 11,807
participants at baseline (T0), maintaining approximately 10,000 participants through

the 3 year follow up (T3). The subclinical group with co-occurring ADHD-OCD



symptoms included 616 participants at baseline, with 463 remaining at the final
assessment. Both samples demonstrated consistent gender distributions across all time
points. In the full sample, males consistently accounted for 52.2%-52.6% of
participants. A more pronounced gender disparity was observed in the subclinical
group, where males represented 63.3% of participants at baseline and maintained a
majority (56.2%—63.3%) throughout the study period. The specific demographic
characteristics are presented in Supplementary Table S1. Before network analysis, we
checked mean item level, item informativeness, and item relevance (see

Supplementary Figure S1).

INSERT Table 2: The demographic and behavioral characteristics of the full
sample and the OCD subclinical sample with comorbid ADHD.

Network Characteristics:

Network analyses were conducted for the full sample at four time points.
Regularized partial correlation networks are shown in Figure 1, and centrality in
Figure 2. At baseline, of the 105 edges, 92 were non-zero with an average weight of
0.06. Global strength was 3.95, and the correlation stability coefficient (CS) for
expected influence was 0.75. The strongest connections were within disorder clusters:
between "can't concentrate" and "inattentive" (edge stability = 0.58) in the ADHD
domain, and between "strange behavior" and "strange ideas" (edge stability = 0.51) in
the OCD domain. Centrality analysis identified "can't concentrate" (EI = 1.59),
"inattentive" (EI = 1.23), and "strange behavior" (EI = 1.47) as the most influential
symptoms. At T1, connectivity increased (global strength = 4.03) while maintaining
similar structure (CS = 0.75), with the same central symptoms: "can't concentrate" (EI
= 1.58), "inattentive" (EI = 1.18), and "strange behavior" (EI = 1.40). By T2, the
network consolidated further (global strength = 4.25). At T3, the structure stabilized
(global strength = 4.16), with consistent centrality patterns and excellent stability (CS

=0.75 for expected influence).



INSERT Figure 1. Network constructed via the graphical LASSO depicting
regularized partial correlations between pairs of OCD and ADHD in the full
sample

INSERT Figure 2. Centrality for the network analysis in the full sample

The subclinical ADHD-OCD group showed the same network characteristics as
the full sample in the first three assessments (networks in Figure 3, centrality in
Figure 4; stability CS = 0.75). At T3, the network changed: global strength was 2.77,
CS for expected influence remained 0.75. The strongest within cluster connections
were between "strange behavior" and "strange ideas" (edge stability = 0.55) in the
OCD domain, and between "can't concentrate" and "inattentive" (edge stability = 0.52)
in the ADHD domain. Centrality analysis identified "can't concentrate" (EI = 2.15),
"can't sit still" (EI = 1.05), and "strange ideas" (EI = 0.18) as the most influential
symptoms. Edge strength stability and confidence intervals for centrality estimates are

shown in Figures S2 and S3, respectively.

INSERT Figure 3. Network constructed via the graphical LASSO depicting
regularized partial correlations between pairs of OCD and ADHD in the
subclinical sample

INSERT Figure 4. Centrality for the network analysis in the subclinical sample

Bridge Symptom Identification:

Bridge expected influence analysis in the full sample at baseline identified three
primary connectors between ADHD and OCD symptom clusters: "loud" (bridge EI =
0.25), "can't get their mind off certain thoughts" (bridge EI = 0.29), and "strange
behavior" (bridge EI = 0.27). The correlation stability coefficient for bridge centrality
was adequate (CS = 0.75). At T1, the bridge symptom profile remained consistent,

with "impulsive" (bridge EI = 0.24), "can't get their mind off certain thoughts" (bridge



EI = 0.27), and "strange behavior" (bridge EI = 0.26) as connectors (CS = 0.75). T2
showed complete consistency with T1. By T3, the bridge profile evolved: "impulsive"
(bridge EI = 0.23), "can't get their mind off certain thoughts" (bridge EI = 0.24), and
"repeats certain acts over and over" (bridge EI = 0.23) emerged as the most influential
connectors, with stability remaining excellent (CS = 0.75). The bridging network

structure is shown in Figure 5, and centrality patterns in Figure 6.

INSERT Figure 5. Bridge Network constructed of OCD and ADHD in the full
sample

INSERT Figure 6. Bridge centrality for the network analysis in the full sample

In the subclinical group, the bridge symptom profile showed greater dynamic
changes. At baseline, "impulsive" (bridge EI = 0.21), "can't get their mind off certain
thoughts" (bridge EI = 0.31), and "strange behavior" (bridge EI = 0.24) were the main
connectors (CS = 0.59). T1 maintained this pattern. By T2, the profile evolved: "can't
concentrate" (bridge EI = 0.22), "can't get their mind off certain thoughts" (bridge EI
= 0.33), and "strange behavior" (bridge EI = 0.30) became primary connectors (CS =
0.52). At T3, the pattern further evolved to "can't concentrate" (bridge EI = 0.23),
"can't get their mind off certain thoughts" (bridge EI = 0.35), and "repeats certain acts
over and over" (bridge EI = 0.23), with stability remaining at CS = 0.52. The bridging
network structure for the subclinical group is shown in Figure 7, and centrality
patterns in Figure 8. Differences in edge weights and centrality are shown in Figures

S4 and S5, respectively.

INSERT Figure 7. Bridge Network constructed of OCD and ADHD in the
subclinical
INSERT Figure 8. Bridge centrality for the network analysis in the subclinical

sample



Gender differences in network characteristics:

Network comparison tests revealed distinct gender patterns. In the full sample,
males and females showed generally consistent network structures across assessments,
with no significant differences in global strength (all p > 0.05) and only marginal

structural variation at T3 (p = 0.04). Both genders maintained excellent stability (CS =
0.68-0.75). The subclinical group exhibited more pronounced gender differences. At

baseline, significant structural divergence emerged (p = 0.02) despite comparable
global strength (males: 2.56, females: 2.64, p = 0.48). Both genders shared "can't
concentrate" and "strange behavior" as core symptoms, while males additionally
featured "inattentive". Bridge symptoms showed distinct patterns: males exhibited
OCD focused bridges (intrusive thoughts, unusual behaviors), whereas females

showed ADHD related bridges (impulsivity, verbal symptoms). These qualitative
differences persisted throughout the study with adequate stability (CS = 0.52-0.59).
Longitudinal analysis indicated that initial structural differences in the subclinical
group diminished at T1-T3 (all p > 0.05), but gender specific symptom patterns
remained stable. Both genders maintained higher global strength than the full sample,
with consistent stability (CS = 0.52-0.65) across time points. Gender network

comparisons are shown in Figure S6.

Discussion:

This study examined ADHD and OCD symptom networks across four annual
assessments in adolescent, revealing three key patterns. First, "can't concentrate" as
the central ADHD symptom and "strange behavior" as the central OCD symptom
were stable across both the full and subclinical samples, suggesting these symptoms
serve as transdiagnostic anchors independent of symptom severity [6, 34]. Second, in
the subclinical group, the primary ADHD related bridge shifted from "impulsive" at
baseline to "can't concentrate" at later assessments, while "can't get their mind off

certain thoughts" strengthened and "repeats certain acts over and over" emerged as a



key connector. This pattern suggests a maturation of cognitive control alongside
persistent intrusive phenomena [14, 35]. Third, gender differences were observed:
males showed stronger connections through OCD related symptoms, whereas females
exhibited stronger ADHD related bridges [28]. These gender specific patterns
persisted across the study period, even as overall structural differences diminished [5,
8]. Together, these findings highlight the interplay between stable core symptoms and
dynamic bridge symptoms in adolescent ADHD-OCD symptom co-occurrence,
underscoring the importance of developmental timing, symptom specific connections,
and gender in understanding the etiology and progression of these symptom clusters.
This study reveals a stable core symptom architecture within ADHD-OCD
symptom networks that persists across different population groups. The central
position of attention symptoms in ADHD networks underscores the fundamental role
of executive function deficits [36], consistent with neurocognitive models identifying
attention regulation as a core impairment in ADHD [37]. The anchoring function of
behavioral symptoms in OCD networks highlights the diagnostic importance of
observable compulsive behaviors, which may serve as reliable indicators for early
identification of obsessive compulsive tendencies in adolescent [6]. The cross group
consistency in network structure supports dimensional models of psychopathology,
suggesting that ADHD-OCD symptom overlap exists on a continuum rather than
representing distinct categorical entities [35, 38]. This finding aligns with recent
cognitive models proposing that certain thought patterns may simultaneously
contribute to both attentional difficulties and compulsive behaviors through shared
mechanisms [7, 20]. The high stability coefficients further validate the reliability of
this core architecture, indicating that these symptom relationships remain robust
across different developmental stages and population characteristics.
The shift from "impulsive" to "can't concentrate" as the primary ADHD related
bridge during early adolescence aligns with executive function maturation,

particularly cognitive control development in the dorsolateral prefrontal cortex [39,

40]. This period (ages 10-12) corresponds with fronto-striatal reorganization, where



improved response inhibition may paradoxically reveal sustained attention
inefficiencies [41, 42]. The emergence of "repeats certain acts over and over" as an
additional bridge symptom reflects striatal habit system maturation, suggesting
compulsive behaviors become more cognitively mediated during this window [43].
These patterns highlight neurodevelopmental vulnerabilities that could be targeted
with executive function training before cognitive bridge symptoms consolidate [44].

The persistent role of "can't get their mind off certain thoughts" as a stable
bridge symptom across all assessments suggests it represents a fundamental
mechanism in ADHD-OCD symptom overlap. This stability aligns with
neurobiological evidence indicating shared neural substrates in fronto-striatal circuits,
particularly involving the anterior cingulate cortex and orbitofrontal-striatal regions
that regulate both intrusive thoughts and attentional control [45]. Functional
connectivity studies have shown that intrusive thoughts in adolescent with co-
occurring ADHD-OCD symptoms are associated with altered default mode network
salience, which may simultaneously disrupt attention regulation and promote
repetitive thinking [46]. The observed strengthening of this bridge connection over
time, especially in the subclinical group, supports cognitive models proposing that
intrusive thoughts may serve as a common mechanism through which executive
dysfunction manifests across both symptom domains [8]. This persistent
transdiagnostic role highlights the importance of targeting intrusive thoughts early in
intervention, potentially through cognitive strategies that address thought action
fusion and metacognitive beliefs [47].

The gender differentiated bridge patterns in the subclinical group provide
evidence for distinct phenotypic expressions. These gender specific symptom
connection patterns offer new directions for personalized interventions. The male
predominant OCD focused connection pattern suggests an internalizing expression of
symptom overlap, characterized by cognitive rituals and behavioral compulsions that
may reflect particular difficulties with cognitive control and habit formation [20, 40].
Conversely, the female dominant ADHD related connection pattern indicates an

externalizing expression, primarily manifesting through impulse control deficits and



verbal impulsivity that may involve distinct reward processing mechanisms [3, 12].
The persistence of these gender differences despite overall structural convergence
reveals stable phenotypic variations maintained across development [48].

This study examined ADHD and OCD symptom networks across four annual
assessments, revealing stable core symptoms (attention in ADHD, behavioral
symptoms in OCD) alongside a shift from behavioral impulsivity to cognitive
difficulties as bridge symptoms in the subclinical group, as well as gender specific
symptom connection patterns. However, several limitations should be considered.
First, the four year observation period captures only a portion of developmental
trajectories, leaving patterns beyond early adolescence unexplored. Second, the
absence of neurobiological measures limits our understanding of the neural
mechanisms underlying the identified symptom networks. Future research should
extend the observation period into later developmental stages and incorporate
neuroimaging techniques to elucidate the biological substrates of these network

characteristics.

Conclusion:

This study examined ADHD and OCD symptom networks across four annual
assessments in adolescent. Results showed stable core symptoms (attention
difficulties in ADHD, behavioral symptoms in OCD), dynamic bridge symptoms
(shifting from impulsivity to concentration difficulties), early adolescence as a critical
period, and gender specific patterns (males: OCD focused connections; females:
ADHD related bridges). These findings demonstrate network analysis as a valuable
tool for understanding symptom interactions and informing targeted early

interventions.
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Table 1 The items of ADHD and OCD in the CBCL.

Item Content

ADHDO04 Fails to finish

ADHDO8 Can't concentrate

ADHDI10 Can't sit still

ADHDA41 Impulsive

ADHD78 Inattentive

ADHD93 Talks much

ADHD104 Loud

OCD09 Can't get their mind off certain thoughts/obsessions
OCD31 Feels they might think or do something bad
0CD32 Feels they have to be perfect

OCD52 Feels too guilty

OCD66 Repeats certain acts over and over ; compulsions
OCDg4 Strange behavior

OCD85 Strange ideas

OCD112 Worries

Table 2 The demographic and behavioral characteristics of the full sample and the OCD
subclinical sample with comorbid ADHD.

Full sample Subclinical sample
Time point
Total Male Female Total Male Female
TO 11807 6163(52.2%) 5644 616 390(63.3%) 226
T1 11182 5851((52.3%) 5331 552 338(61.2%) 214
T2 10879 5711(52.4%) 5168 444 269(60.5%) 175
T3 10079 5307(52.6%) 4772 463 26056.2%) 203

Note. TO: indicates the baseline, T1: indicates the 1-year follow-up, T2: indicates the 2-year
follow-up, T3: indicates the 3-year follow-up. OCD: Obsessive-compulsive disorder. ADHD:
Attention Deficit Hyperactivity Disorder. All the expressions in the following tables are consistent.
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Figure 1. Network constructed via the graphical LASSO depicting regularized partial correlations between pairs of OCD and ADHD in the full sample.
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Figure 2. Centrality for the network analysis in the full sample.
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Figure 3. Network constructed via the graphical LASSO depicting regularized partial correlations between pairs of OCD and ADHD in the subclinical sample.
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Figure 4. Centrality for the network analysis in the subclinical sample.
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Figure 5. Bridge Network constructed of OCD and ADHD in the full sample.
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Figure 7. Bridge Network constructed of OCD and ADHD in the subclinical.
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Figure 8. Bridge centrality for the network analysis in the subclinical sample.
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