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Keywords:
 Antisocial Personality Disorder (ASPD) is a severe personality disorder with robust associations with crime and
violence, but its precise etiology is unknown. Drawing on near-population of federal correctional clients in the
Midwestern United States, the current study examined antecedent background factors spanning adverse child-
hood experiences and childhood psychopathology. Greater adverse childhood experiences were associated
with ASPD diagnosis with physical abuse showing associations with ASPD symptoms and sexual abuse with life-
time diagnosis for ASPD. Conduct Disorder was strongly linked to ASPD; however, Oppositional Defiant Disorder
and ADHD had null associations. Given the role of environmental factors in the development of ASPD, greater
criminological attention should be devoted to understanding how assorted forms of abuse and neglect coupled
with childhood psychopathology contribute to ASPD especially given its linkages to severe criminal offending.

© 2019 The Author(s). Published by Elsevier Inc. This is an open access article under the CC BY-NC-ND license
(http://creativecommons.org/licenses/by-nc-nd/4.0/).
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1. Introduction

Antisocial Personality Disorder (ASPD) is a pervasive pattern of dis-
regard for and violation of the rights of others occurring since age
15 years and including three or more of the following indicators: failure
to conform to social norms with respect to lawful behaviors, deceitful-
ness, impulsivity, irritability and aggressiveness, reckless disregard for
safety of self or others, consistent irresponsibility, and lack of remorse.
An individual must be at least 18 years of age and have evidence of
Conduct Disorder (CD) with onset before age 15 years [1] to meet
criteria for a diagnosis. ASPD is themost socially destructive personality
disorder given its mutuality with serious conduct problems, violence,
and crime [2–4], produces extraordinary societal costs and aggregate
social burden [5–7], and is highly prevalent in profiles of the most
serious and antisocial criminal offenders [8–14].

The precise etiology of ASPD remains unknown. ASPD is a multifac-
torial construct with biological and environmental bases, and its herita-
bility has been variously estimated at 38% [15], 50% [16], 56% [17], and
69% [18]. Although there is substantial genetic liability for ASPD, envi-
ronmental sources also play a role in its developmental course, and
the current study focuses on two of these environmental sources:
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adverse childhood experiences and childhood psychopathology.1

Adverse childhood experiences, which encompass various forms of
abuse, neglect, and impoverishment during childhood are prime
examples of the negative socialization experiences that engender anti-
social traits and behaviors. Similarly, childhood psychopathology, such
as Attention-Deficit/Hyperactivity Disorder (ADHD), Oppositional
Defiant Disorder (ODD), and CD frequently serve as stepping stones
toward a lifespan of recurrent antisocial behavior as seen in ASPD.
2. Adverse childhood experiences, childhood psychopathology, and
ASPD

The adverse childhood experiences framework has recently ap-
peared in criminological research and has consistently shown that
greater and more diverse exposure to various forms of abuse, neglect,
and childhood adversity are associated with expansive health, mental
health, and behavioral problems across the lifespan. Several studies
found that not only do criminal offenders experience far greater adverse
childhood experiences than those in the general population, but also
that accumulating adverse experiences contribute to the most serious,
1 The current study focuses on childhood psychopathology as an external, environmen-
tal factor. However, we also recognize there is substantial evidence that ASPD and other
antisocial conditions, including childhood psychopathology, have shared genetic variance
that is underlain by a common latent factor (see, [19–23]). Unfortunately, we do not have
twin data to statistically model these relationships.
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violent, and chronic manifestations of criminal offending [24–28], ones
that would be compatible with offenders that evince ASPD.2

A variety of studies have examined the associations between ad-
verse childhood experiences and ASPD and produced varying results.
Using prospective longitudinal data, Fergusson, Boden, and Horwood
[33] examined the association between childhood sexual abuse, child-
hood physical abuse, and ASPD and found that the prevalence of ASPD
at ages 18–21 and 21–25 was two to four times greater among those
that had been sexually abused compared to those who had not. Simi-
larly, those who experienced regular physical abuse or severe physical
abuse had ASPD at a prevalence that was two to seven times higher
than those who were not physically abused. In multivariate models,
sexual abuse predicting ASPD; however, physical abuse did not in the
fully adjustedmodel. Douglas et al. [34] studied three adverse childhood
experiences, witnessing or experiencing a violent crime, sexual abuse,
and physical abuse among a sample of subjects dependent on alcohol,
cocaine, or opioids and found adverse childhood experiences increased
the odds of ASPD by 1.47 increased odds.

Battle et al.' [35] used data from the Collaborative Longitudinal
Personality Disorders Study and studied the effects of emotional
abuse, verbal abuse, physical abuse, caretaker sexual abuse, non-
caretaker sexual abuse, physical neglect, emotional neglect, inconsistent
treatment, denial of feelings, and failure to protect on the development
of personality disorders. They found that only verbal abuse and care-
taker sexual abuse were associated with increased odds of developing
ASPD, and null findings were seen for most forms of abuse and most
personality disorders. The exception to this was Borderline Personality
Disorder where seven forms of adverse childhood experiences
increased the likelihood of it.

Although not formulated as adverse childhood experiences studies
per se, other works identified risk factors for ASPD that are congruent
with diverse forms of abuse and neglect. Lahey, Loeber, Burke, and
Applegate [36] found that offenders whose mother exhibited ASPD
symptoms and attendant antisocial conduct were more likely to
develop ASPD. Farrington [37] identified several childhood and adoles-
cent risk factors for ASPD using data from the Cambridge Study in
Delinquent Development. Although the study mostly focused on socio-
economic, family, and school variables, Farrington also found that two
forms of neglect—father uninterested in child and parent uninterested
in the child's education—conferred elevated risk for ASPD.

Other researchexaminedvarious formsof childhoodpsychopathology
and those linkages to the development of ASPD. For instance, Lynam [11]
advanced the fledgling psychopathy hypothesis that posited that children
and adolescents that have clinical conduct problems coupled with symp-
toms of hyperactivity, impulsivity, and attention problems are effectively
bourgeoning psychopaths that would also likely later meet diagnostic
criteria forASPD. For example, children that exhibit chronically high levels
of aggression have been shown to be at nearly 27 times increased odds of
developing ASPD in adulthood [38] suggesting that ASPD can represent
the culmination of a lifetime of conduct problems and attendant
psychopathology.3

In clinical terms, youth with severe behavioral problems would
disproportionately also likely receive diagnoses for ADHD, ODD, and
CD on the way toward an ASPD diagnosis. However, empirical
work revealed that childhood psychopathology unevenly predicts
2 Although prior criminological studies of adverse childhood experiences did not focus
on ASPD per se, studies have shown that diverse forms of abuse and trauma are signifi-
cantly associatedwith offenders that engage in capital offending spanning homicide, rape,
kidnapping, and armed robbery [29,30], sexual homicide [31], and contact sexual offenses
[32], offender types that are significantly likely to display symptoms of ASPD.

3 A variety of studies using different data sources have empirically supported Lynam's
fledgling psychopathy hypothesis (e.g., [39–44]) although there is also discordant evi-
dence [45]. Lynam's work is not the only prominent theoretical model that cites ODD,
CD, ADHD, and ASPD as central to antisocial behavior, these diagnostic conditions are also
salient to the neuropsychological deficits seen in Moffitt's [12] developmental taxonomy
(see, [46]).
subsequent conduct problems and ASPD [47]. Some studies found that
CD, ODD, or ADHD were predictive of ASPD whereas others reported
null effects for ADHD and ASPD [36][48]. Despite conflicting findings
about the precise developmental course and interrelationship between
various manifestations of childhood psychopathology, there is little
doubt these disorders portend significant impairments in later life,
impairments that effectively overlapwithASPD symptoms. To illustrate,
Erskine et al. [49] meta-analyzed 98 studies and found that ADHD
was predictive of high school dropout, unemployment, substance use
disorders, and arrest activity while CD strongly predicted dropout,
substance use disorders, and criminal violence.

Indeed, in a research review, Loeber, Burke, Lahey,Winters, and Zera
[50] advised there is a general developmental progression from ODD
during early childhood to CD during adolescence to ASPD during
young adulthood. Moreover, they advised that ADHD during childhood
hastened the onset of CD and exacerbated the severity of CD symptoms
and conduct problems. But, much remains unclear. According to Loeber
et al. [50], “ODD, CD, and later APD [Antisocial Personality Disorder]
may be hierarchically and developmentally related. Broad pathways
between the disorders as well as more specific symptomatic and
conceptual pathways have been tentatively identified and appear to
have demonstrated utility…However, further investigation to better
elucidate the clinical and prognostic implications of these comorbid
conditions remains to be conducted.” Following the advisement of
Loeber et al. [50], the current study examined antecedent background
factors spanning adverse childhood experiences and childhood psycho-
pathology among federal offenders that had ASPD symptomatology or
lifetime diagnostic history for ASPD.

3. Method

3.1. Participants and procedures

The current study used retrospective, archival data from the total
population of 865 active correctional clients in a federal jurisdiction in
the Midwestern United States. Two clients had incomplete data thus
the analytical sample is 863. All clients were on supervised release
after serving a confinement sentence under the supervision of the
Bureau of Prisons. The sample was 84% male, 16% female, 79.4% white,
20.6% African American, 92% non-Hispanic, 8% Hispanic, and the mean
age was 44 years. The clients were supervised for a range of offenses
and the most prevalent instant conviction offenses were distribution
of methamphetamine (35%), felon in possession of firearm (13%),
bank fraud, money laundering, and/or identity theft (13%), distribution
of cocaine base (12%), possession or manufacturing of child pornogra-
phy (6.5%), distribution of marijuana (6%), use of firearm during a
drug trafficking offense (4.5%), and distribution of cocaine (3.6%). The
clients were diverse in terms of their criminal history, offending back-
ground, and criminal justice system involvement. The federal criminal
history rank employs a 6-point system where I = lowest risk and
VI = highest risk in terms of criminal history. In these data, 35.4%
were Criminal History Rank I, 13.5% were Criminal History Rank II,
18.7% were Criminal History Rank III, 12.5% were Criminal History
Rank IV, 6.7% were Criminal History Rank V, and 13.2% were Criminal
History Rank VI. In terms of a broad mix of offenders with heteroge-
neous antisocial histories, the current data are consistent with prior
research (see, [29,51–54]).

We employed two methods of data collection. First, we electroni-
cally extracted all data in the client's Probation/Pretrial Services
Automated Case Tracking System (PACTS) file and converted the data
to an Excel spreadsheet. PACTS is the case management platform used
in all 94 federal districts to track federal defendants. This electronic
extraction contained information on numerous variables including
demographics, case information, conditions, criminal history indices,
and other documents relevant to the client's social and criminal history.
Second, the senior author manually collected additional data from



Table 1
Multinomial logistic regression model for antisocial personality disorder (cumulative
adverse childhood experiences).

Variable RRR BSE z

Symptom group
Adverse childhood experiences 0.99 0.04 −0.22
ADHD 1.01 1.07 0.01
Oppositional defiant disorder 0.32 1.58 −0.23
Conduct disorder 3.09 1.12 3.12⁎⁎

School expulsion 1.04 0.31 0.14
Arrest onset 0.92 0.03 −2.44⁎

Alcohol onset 0.94 0.05 −1.13

Diagnostic group
Adverse childhood experiences 1.09 0.04 2.48⁎

ADHD 1.01 0.27 0.02
Oppositional defiant disorder 1.28 0.65 0.48
Conduct disorder 11.10 3.86 6.92⁎⁎⁎

School expulsion 1.22 0.27 0.89
Arrest onset 0.94 0.02 −3.06⁎⁎

Alcohol onset 0.95 0.06 −0.84
Wald χ2 283.59⁎⁎⁎
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presentence reports (PSR), offender documents from the Bureau of
Prisons, local, state, and national criminal histories, psychological and
psychiatric reports, treatment reports, and other relevant documents
located in PACTS.

During the PSR interview process, defendants self-reported their
address and residency history and requests for criminal history were
sent to all of those areas. In addition, defendants were questioned
about juvenile placements and if the defendant lived in any other
location than with their parents, such as foster care, group homes,
juvenile homes, state facilities, and others. Based on this information,
verificationwas sent by United States Probation to those facilities. Addi-
tional self-reported information on antisocial behavior was gleaned
from official mental health and educational records. All variables were
coded and entered into the Excel spreadsheet by the senior author
and upon completion, the data were transferred into Stata/IC 14.2 for
data analyses. Research approval for the study was provided by the
Chief District Judge in this federal jurisdiction.

3.2. Measures

3.2.1. Adverse childhood experiences
All adverse childhood experiences were scored on a 3-point ordinal

scale (0 = no evidence, 1 = some evidence, 2 = definite evidence)
based on information in the client's PACTS file. Evidence for adverse
childhood experiences was derived from offender self-reports of the
adverse experiences, official record of these experiences from human/
social service agencies, official record of these experiences from juvenile
justice or out-of-home placement records, and other official documents
from the client's PSR. Cases where there were multiple reports of abuse
with corroboration from other data sourceswere coded as 2. Caseswere
there was some evidence from at least one source were coded as 1. The
prevalence/endorsement for the ACEs were: parent exposure to drugs
(80.3% no evidence, 8.8% some evidence, 10.9% definite evidence),
father neglect (59.6% no evidence, 7.7% some evidence, 32.8% definite
evidence), mother neglect (77% no evidence, 5.7% some evidence,
17.3% definite evidence), physical abuse (68.4% no evidence, 2.4%
some evidence, 29.2% definite evidence), emotional/verbal abuse
(70.3% no evidence, 3.5% some evidence, 26.2% definite evidence), and
sexual abuse (86.4% no evidence, 0.4% some evidence, 13.2% definite
evidence). A summary measure of adverse childhood experiences was
also used (M= 2.88, SD = 3.60, range = 0–12).4

3.2.2. Childhood psychopathology
The current study used secondary data for all psychiatric diagnoses

including behavioral disorders, personality disorders, and paraphilic
disorders. Clients that had a documented DSM-IV lifetime diagnosis in
their file were rated as definite evidence (=2). Clients that had docu-
mented symptoms of a condition but not enough to warrant a full diag-
nosiswere rated as some evidence (=1). Clients that had no evidence of
a condition in their file were rated as no evidence (=0). The current
authors did not make any diagnoses. The prevalence for childhood
psychopathology was: ADHD (83.78% no evidence, 0.23% some evi-
dence, 15.99% definite evidence), ODD (97.37% no evidence, 0.58%
some evidence, 12.05% definite evidence), CD (78.56% no evidence,
1.51% some evidence, 19.93% definite evidence), and ASPD (69.99% no
evidence, 5.56% some evidence, 24.45% definite evidence).

3.2.3. Covariates
Several criminal career and behavioral indicators were included

to guard against confounding effects. These were age of arrest onset
(M = 23.57, SD = 1.46, range = 6–78), total arrest charges (M =
4 Gender differences existed for ACEs. Female clients had significantly higher total
scores on the summary measure of ACEs (Mfemale = 4.97, Mmale = 2.49, t = 7.62,
p b .001). Much of this was driven by higher prevalence of sexual abuse among women
(prevalence 35%) compared to men (prevalence 9%).
14.31, SD = 14.75, range = 1–97), total convictions (M = 8.51, SD =
8.26, range = 1–67), total prison commitments (M = 2.33, SD =
2.05, range = 1–16), probation and community sentence revocations
(M = 0.67, SD = 1.20, range = 0–12), murder arrest charges (M =
0.02, SD = 0.15, range = 0–2), rape/sexual abuse arrest charges (M=
0.14, SD= 0.63, range= 0–7), felony/aggravated assault arrest charges
(M=0.61, SD=1.54, range= 0–14), other assault charges (M=0.57,
SD = 1.42, range = 0–6), domestic violence arrest charges (M= 0.73,
SD = 1.63, range = 0–13), alcohol use onset (M = 14.9, SD = 3.27,
range = 4–40), and school expulsion (89.8% no, 10.2% yes).

3.3. Analytical strategy

Multinomial logistic regression with relative risk ratios (RRR) and
bootstrapped standard errors with 500 replications modeled the asso-
ciation of the covariates on ASPD symptoms (presented in the first
section of the table) and ASPD diagnosis (presented in the second
section of the table) with no ASPD evidence as the omitted reference
group. One-way analysis of variance (ANOVA) compared clients on
the covariates by ASPD status. Omnibus F statistic and effect sizes (η2)
were provided and can be interpreted as η2 = 0.02 is a small effect,
η2=0.13 is a medium effect and η2=0.26 is a large effect as specified
by Cohen [55].

4. Findings

4.1. Multinomial logistic regression model with cumulative adverse child-
hood experiences

As shown in Table 1, several significant effects emerged. Compared
to clients that had no evidence of ASPD, those with CD (RRR =
3.09, z = 3.12, p b .01) and those with an early arrest onset (RRR =
0.92, z = −2.44, p b .05) were more likely to exhibit symptoms
of ASPD. Adverse childhood experiences were not significantly asso-
ciated with symptoms. In contrast, adverse childhood experiences
were significantly associated with a formal diagnosis for ASPD
(RRR = 1.09, z = 2.48, p b .05). Conduct Disorder (RRR = 11.10,
z = 6.92, p b .001) and arrest onset (RRR = 0.94, z = −3.06,
p b .01) remained significant. ADHD, school expulsion, and alcohol
onset were not significant in either model.
Pseudo R2 0.455

Note. RRR = relative risk ratio, BSE = bootstrapped standard error, z = z-score,
⁎ p b .05.
⁎⁎ p b .01.
⁎⁎⁎ p b .001.



Table 2
Multinomial logistic regression model for antisocial personality disorder (individual ad-
verse childhood experiences).

Variable RRR BSE z

Symptom group
Father neglect 1.08 0.25 0.33
Mother neglect 1.08 0.37 0.22
Physical abuse 1.51 0.28 2.22⁎

Emotional/verbal abuse 0.62 0.19 −1.55
Sexual abuse 1.33 0.49 0.83
Parent exposure to drugs 0.46 0.21 −1.66
ADHD 1.03 1.49 0.02
Oppositional defiant disorder 0.29 1.52 −0.24
Conduct disorder 3.15 1.64 2.21⁎

School expulsion 0.99 0.34 −0.01
Arrest onset 0.92 0.05 −2.98⁎⁎

Alcohol onset 0.93 0.05 −1.30

Diagnostic group
Father neglect 0.86 0.20 −0.64
Mother neglect 1.18 0.37 0.52
Physical abuse 0.91 0.25 −0.34
Emotional/verbal abuse 0.99 0.31 −0.02
Sexual abuse 1.69 0.44 2.02⁎

Parent exposure to drugs 1.20 0.36 0.60
ADHD 1.03 0.32 0.08
Oppositional defiant disorder 1.32 0.79 0.46
Conduct disorder 11.46 5.67 4.92⁎⁎⁎

School expulsion 1.29 0.34 0.99
Arrest onset 0.93 0.02 −3.56⁎⁎⁎

Alcohol onset 0.95 0.06 −0.85
Wald χ2 215.54⁎⁎⁎

Pseudo R2 0.467

Note. RRR = relative risk ratio, BSE = bootstrapped standard error, z = z-score.
⁎ p b .05.
⁎⁎ p b .01.
⁎⁎⁎ p b .001.

Table 3
One-way ANOVA for criminal career outcomes by antisocial personality disorder status.

Variable None Symptoms Diagnosis F η2

Arrest onset 27.02 18.85 14.74 97.35⁎⁎⁎ 0.18
Total arrests 8.42 14.60 31.08 322.09⁎⁎⁎ 0.43
Total convictions 5.22 9.69 17.68 303.55⁎⁎⁎ 0.41
Total prison sentences 1.63 2.73 4.25 181.71⁎⁎⁎ 0.30
Probation revocations 0.44 0.75 1.30 44.01⁎⁎⁎ 0.09
Murder arrests 0.005 0.02 0.06 11.88⁎⁎⁎ 0.03
Rape arrests 0.06 0.48 0.29 17.68⁎⁎⁎ 0.04
Felony assault arrests 0.13 0.31 2.05 172.73⁎⁎⁎ 0.29
Other assault arrests 0.22 0.42 1.59 87.27⁎⁎⁎ 0.17
Domestic violence arrests 0.39 0.65 1.73 60.18⁎⁎⁎ 0.13

⁎⁎⁎ p b .001.
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4.2. Multinomial logistic regression model with individual adverse
childhood experiences

As shown in Table 2, differential effects for adverse childhood expe-
riences emerged while the significant effects of CD and arrest onset
from the prior model remained. Physical abuse (RRR = 1.51, z = 2.22,
p b .05) was positively associated with symptoms of ASPD, along
with CD (RRR = 3.15, z = 2.21, p b .05) and arrest onset (RRR = 0.92,
z = −2.98, p b .01). Sexual abuse (RRR = 1.69, z = 2.02, p b .05) was
significantly associated with a formal diagnosis for ASPD, along with
CD (RRR = 11.46, z = 4.92, p b .001) and arrest onset (RRR = 0.92,
z = −3.56, p b .001).5

4.3. One-way ANOVA for criminal career outcomes by antisocial personality
disorder status

As shown in Table 3, ASPD has robust associations with numerous
measures of the criminal career. Using Cohen's [55] effect size thresholds
for η2 (0.02 small effect, 0.13 medium effect, and 0.26 large effect), most
of these differencesweremedium to large inmagnitude. A clear gradient
was observedwhereby offenderswith no evidence of ASPD had the least
severe criminal careers followed by those with symptoms and those
with formal diagnostic history. Sharp differences were seen for arrest
onset (F[2, 860] = 97.35, p = .001, η2 = 0.18), total arrests (F[2, 860]
= 322.09, p = .001, η2 = 0.43), total convictions (F[2, 860] = 303.55,
η2 = 0.41), total prison sentences (F[2, 860) = 181.71, p = .001, η2 =
5 The multinomial regression models were also executed using dichotomous measures
for all adverse childhood experiences and a summary measure of adverse childhood expe-
riences based on the dummy terms. The results were substantively identical. The ACE out-
put for Table 1was RRR=0.99, BSE=0.08, z=−0.11 andRR=1.14, BSE=0.07, z=2.07
and for Table 2, physical abusewas theonlyACE thatwas significantly associatedwith ASPD
symptoms (RRR=2.18, BSE=0.79, z= 2.14) and sexual abusewas the only ACE that was
significantly associated with ASPD diagnosis (RRR = 2.71, BSE = 1.13, z = 2.39).
0.30), probation revocations (F[2, 860] = 44.01, p = .001, η2 = 0.09),
murder arrests (F[2, 860] = 11.88, p = .001, η2 = 0.03), rape arrests
(F[2, 860] = 17.68, p = .001, η2 = 0.04), felony assault arrests
(F[2, 860] = 172.73, p = .001, η2 = 0.29), other assault arrests
(F[2, 860] = 87.27, p = .001, η2 = 0.17), and domestic violence
arrests (F[2, 860] = 60.18, p = .001, η2 = 0.13).
5. Discussion

The adverse childhood experiences framework is an influential one
in the social and behavioral sciences [24,56–60] and recent studies
examined the differential effects of specific forms of abuse and neglect
on specific forms of crime. The current study indicates this is a worth-
while research program as the effects of adverse childhood experiences
are variable and dependent on model specification. When summed,
adverse childhood experiences did not have an association with symp-
toms of ASPD, but did have a significant association with diagnostic
history of the disorder. The latter finding is important because it
withstood controls for powerful covariates relating to childhood
psychopathology and the emergence of substance use and the criminal
career.

Disaggregating adverse childhood experiences reveals these forms
of abuse and neglect do not have straightforward adverse effects on
subsequent psychopathology, which is consistent with prior research
([35,61]; Perez, Jennings, & [24]). Physical abuse emerged as a signifi-
cant predictor of symptoms of ASPD, why might this be the case?
Based on the current authors' various conversations with offenders
that have incurred physical abuse, we suspect that physical abuse en-
genders feelings of hostility, contempt, and distrust of adult authority
figures, characteristics that set the stage for the personality style that
among other symptoms is dominated by irritability, aggression, and
the rationalized indifference to others. Unlike emotional and verbal
abuse, physical abuse also produces visible injuries that can serve as
the impetus for out-of-home placement, which for many offenders
with severe conduct problems, is the first step in a long procession of
institutional placement.6

The significant association between sexual abuse and having a
formal diagnosis for ASPD was both unsurprising and surprising. On
one hand, sexual abuse is the most severe example of an adverse
childhood experience, one that often forecasts the most substantial
adjustment problems, and thus it makes intuitive sense that it would
be associated with the most severe diagnostic condition. On the other
hand, there is evidence that sexual abuse has a disproportionate causal
effect on sexual offending (cf., [29,40,59,63–66]), not necessarily on
6 Although the current focus is on adverse childhood experiences and thus victimization
experiences among these clients, it is also important to recognize that given the significant
conduct problems of these offenders, many also perpetrated violence against their care-
givers. Recent research [62] on child-to-parent violence perpetrators reported risk profiles
including conduct problems, family dysfunction, poor school performance, and substance
use—profiles very consistent with the current data.
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generalized criminal offending and a globally antisocial disposition such
as that embodied by ASPD. Overall, the significant effects for
physical abuse and sexual abuse are consistent with recent meta-
analytic research that found that sexual abuse and physical abuse
among various forms of maltreatment are more strongly linked to
aggressive forms of deviance [67].

Adverse childhood experiences evoke the early-life family environ-
ments of criminal offenders, and epidemiological research has shown
there is considerable heterogeneity in the familial progression of
ASPD. Using data from twowaves of the National Epidemiologic Survey
on Alcohol and Related Conditions (NESARC), for instance, Vaughn,
Salas-Wright, DeLisi, and Qian [14] found that those with an ASPD
diagnosis, more than 70% had minimal family history of antisocial
behavior, more than 9% had parental and progeny behavioral problems,
andmore than 20% hadmultigenerational history of problem behaviors
evidenced bywidespread criminal versatility and violence. These family
background help to contextualize the current findings. In families
where there is limited evidence of antisocial conduct and an individual
presents withwhat seems to be de novo ASPD, adverse childhood expe-
riences might be particularly damaging and in fact help to explain why
an individual would present with ASPD symptoms when reared in an
otherwise prosocial setting. At the other end of the spectrum in multi-
generational antisocial families where adverse childhood experiences
are endemic [68], the most extreme forms of abuse—sexual abuse—
contribute to the development of ASPD.

We stress that adverse childhood experiences are an example of a
phenomenon where even null findings are substantially important,
and that substantive value potentially even exceeds any statistical ef-
fects that are produced. For instance, even if father neglect, mother
neglect, emotional/verbal abuse, and parent exposure to drugs had
non-significant effects in the models, these experiences nevertheless
worsened the overall quality of life of these offenders and played a
role in their maladjustment if for no other reason they illustrated a
negative, noxious, and unhealthy rearing environment. Given that
ACEs can have differential effects, we encourage researchers tomeasure
adverse experiences both individually and collectively as well as poten-
tially create interaction variables between ACEs and other criminologi-
cal risk factors.

Childhood psychopathology variables produced two clear findings.
First, neither ODD nor ADHD were significantly associated with
ASPD symptoms or ASPD diagnostic history, findings that are consistent
with prior research [36] and discordant with other research [36,48,69].
Second, and in marked contrast, CD exerted strong associations with
ASPD with RRR values ranging between 3 and 12. These findings were
expected given that CD is a prodrome of ASPD and are consistent with
prior research that has shown that approximately 80% to 90% of cases
of ASPD also exhibited CD earlier in life [69,70].

However it is engendered, there is no question that ASPD exerts a
destructive toll in terms of criminal career severity and violence
involvement. A clear gradient from no evidence to symptoms to formal
diagnosis illustrated an earlier-starting,more chronic, more violent, and
more noncompliant criminal career. One exception to this trendwas for
rape arrests where clients with ASPD symptoms averaged more arrest
charges than those with a formal diagnosis. Nevertheless, the high
volume of arrest charges for felony or aggravated assault, other assault,
and domestic assault suggest an increased likelihood of continuity in
offenders replicated adverse childhood experiences, such as physical
abuse in their own home environments.

The ASPD-criminal career gradient effects have straightforward
practical value for correctional practitioners. It is common for super-
vising officers to be cognizant of specific risk factors in their client's
criminal career, such as history of use of weapons, history of use of
violence against law enforcement and other correctional officials,
and occasionally, even specific crimes of interest. A brief review
of the client's diagnostic history is also helpful not only for under-
standing how specific sets of symptoms or diagnosis for ASPD are
associated with offending extremity, but also for anticipating
responsivity factors that can impede or enhance supervision.

In closing, we cite limitations to the current study that future re-
search should overcome. The current data are archival and cross-
sectional, and longitudinal designs are needed not only to specify causal
ordering of variables, but also to illuminate precise ways that adverse
childhood experiences contribute to the onset of disruptive behaviors
during childhood and adolescence. In some of the clients' PSRs, there
was a close temporal coincidence between the occurrence of a signifi-
cant childhood trauma and the emergence of externalizing symptoms,
but these anecdotal accounts require empirical study. A perennial limi-
tation of measures of adverse childhood experiences is that most are
binary measures whereas most forms of abuse and neglect are ongoing
and chronic. We hypothesize that adverse childhood experiences mea-
sured with count data could reveal different relationships with ASPD
because the most abusive background experiences would appear in
thedata. Additionally, there are important biosocial and genetic features
involved in the development of antisocial personality features and
criminal careers [71–73], unfortunately we lacked data to explore
these. Given the social burden and voluminous criminal consequences
of ASPD,we hope other criminologists expand their focus on this critical
personality disorder.
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