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Abstract 

Multiplex Familial Risk for Alcohol Use Disorders and Substance Use Disorder Outcome: 

The Mediating Effects of Social Functioning 

 

Jessica W. O’Brien, Ph.D. 

 

University of Pittsburgh, 2019 

 

 

 

 

Alcohol use disorders (AUD) are associated with deficits in social cognition, the mental 

processes involved in perceiving, attending to, remembering, thinking about, and making sense of 

the people in our social world.  Consistent findings of impaired theory of mind and affective face 

processing in AUD raise questions as to whether these deficits are the consequence of neural 

damage associated with AUD or potentially reflect premorbid risk for alcohol-related problems.  

Offspring with a family history of AUD are at increased risk for substance use disorders (SUD), 

and some research suggests that alcohol-naïve, high-risk offspring also have deficits in social-

cognitive functioning.  However, evidence linking premorbid social-cognitive functioning to SUD 

outcome has not yet been established.  Accordingly, this dissertation sought to examine specific 

measures of social functioning, thought to reflect underlying social-cognitive abilities, and their 

relationship to both familial risk status and SUD outcome.  The sample included high-risk 

offspring (n = 137) from multiplex, alcohol-dependent families and low-risk controls (n = 122) 

from an ongoing longitudinal study comprising 2,387 separate evaluations.  Risk-group differences 

were examined on parent-report measures of social competence and social problems collected 

during childhood, self-report measures of social support from parents and friends during 

adolescence, and self-report measures of personality administered in young adulthood.  Structural 

equation modeling (SEM) was used to examine relationships between familial risk status, social 

functioning, adolescent alcohol use, and SUD outcome.  Compared to low-risk controls, high-risk 
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offspring had poorer performance on measures of social functioning administered during 

childhood, adolescence, and young adulthood, higher rates of alcohol use during adolescence, and 

increased likelihood of developing SUD by young adulthood.  Further, the relationship between 

familial risk status and SUD outcome was partially mediated by social competence in childhood, 

by alcohol use in adolescence, and in association with social connectedness and alienation in young 

adulthood.  This dissertation provides preliminary evidence that social functioning is impaired 

among high-risk offspring before the onset of regular alcohol use and that these deficits confer 

additional risk for SUD above and beyond the influence of familial risk.  Interventions targeting 

social functioning may improve outcomes among youth at high familial risk for AUD.  
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1.0 Introduction 

Adults with alcohol use disorders (AUD) demonstrate deficits in social cognition (Bora & 

Zorlu, 2017; Castellano et al., 2015; Le Berre, Fama, & Sullivan, 2017; Onuoha, Quintana, Lyvers, 

& Guastella, 2016; Thoma, Friedmann, & Suchan, 2013a; Thorberg, Young, Sullivan, & Lyvers, 

2009; Uekermann & Daum, 2008), and emerging evidence indicates that alcohol-naïve, high-risk 

offspring with a family history of AUD also demonstrate atypical social-cognitive functioning, 

including abnormal neural activation during theory of mind and emotional face processing fMRI 

tasks (Cservenka, Fair, & Nagel, 2014; Glahn, Lovallo, & Fox, 2007; Hill et al., 2007; Hulvershorn 

et al., 2013; Peraza, Cservenka, Herting, & Nagel, 2015).  Research among community and other 

at-risk samples has also consistently shown that family- and peer-related factors in childhood and 

adolescence confer risk for SUD, independent of familial risk status. However, only a small 

number of studies have directly investigated the role of relationships with family members and 

peers in SUD outcomes among youth with a family history of AUD.  

Given well-established relationships between familial risk status, adolescent alcohol use, 

and SUD by young adulthood, a growing body of literature documenting social cognitive deficits 

among adults with AUD, and strong evidence that family- and peer-related factors in childhood 

and adolescence confer risk for SUD independent of familial risk status, closer investigation of 

relationships among these factors is warranted.  The current study sought to examine specific 

measures of social functioning, thought to reflect underlying social-cognitive abilities, and their 

relationship to both familial risk status and SUD outcome. The sample included high-risk offspring 

(n = 137) from multiplex, alcohol-dependent families and low-risk controls (n = 122) from an 

ongoing longitudinal study comprising 2,387 separate evaluations.  It was expected that offspring 
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with a family history of AUD would have higher rates of adolescent alcohol use and SUD by 

young adulthood, and that high-risk offspring would also show deficits on measures of social 

functioning collected during childhood, adolescence, and young adulthood.  Finally, it was 

expected that premorbid deficits in social functioning would confer increased risk for SUD 

outcome by young adulthood, independent of familial risk status.  The current study sought to use 

structural equation modeling to explore longitudinal relationships between familial risk for AUD, 

social functioning measured in childhood, adolescence, and young adulthood, adolescent alcohol 

use, and SUD outcomes.  This framework allowed for assessment of potential mediation of the 

association between familial risk and SUD outcome by social functioning factors.   

1.1 Review of the Literature 

1.1.1 Alcohol Use Disorders 

Alcohol use disorders (AUD) are characterized by problematic patterns of alcohol use 

leading to clinically significant impairment or distress and are a major public health problem in 

the United States and many other parts of the world (American Psychiatric Association, 2013).  

Data from the National Epidemiologic Survey on Alcohol and Related Conditions indicates that 

the lifetime prevalence of AUD is 20.9% in the United States (Grant et al., 2015).  AUD is 

associated with deficits in numerous cognitive and emotional processes, as well as concomitant 

structural and functional abnormalities of the central nervous system (Oscar-Berman & 

Marinkovic, 2007).  Accordingly, it is of great clinical interest to gain a better understanding of 
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the factors increasing risk for AUD in order to inform prevention and intervention efforts for 

affected and at-risk individuals. 

1.1.1.1 Heritability of AUD 

Alcohol use disorders and other substance use disorders (SUD) have complex etiologies 

that are influenced by interactions between genetic, environmental, and developmental processes 

across childhood, adolescence, and young adulthood.  Twin, adoption, and family studies have 

provided significant evidence that AUD runs in families, and recent meta-analyses estimate the 

heritability of AUD to be 0.52 for males and 0.44 for females (Verhulst, Neale, & Kendler, 2015).  

Offspring of parents with AUD are 4-10 times more likely to develop AUD than offspring of non-

alcoholics (Cloninger, Bohman, & Sigvardsson, 1981; Chassin, Curran, Hussong, & Colder, 1996; 

Donovan, 2004; Goodwin, Schulsinger, Hermansen, Guze, & Winokur, 1973), and offspring with 

particularly dense or multigenerational family histories are at even greater risk (Dawson & Grant, 

1998; Hill et al., 2008; Hill, Tessner, & McDermott, 2011).  Parental AUD has also been shown 

to increase risk for the use and abuse of other drugs in adolescence (Hussong, Huang, Serrano, 

Curran, & Chassin, 2012), as well as other SUD in young adulthood (Hill et al., 2008; Hill et al., 

2011).  Given that AUDs run in families, research examining substance-naïve, first-degree 

relatives of individuals with AUD has elucidated a number of biological and psychological 

characteristics that may reflect premorbid risk factors for AUD and other SUD.  Additionally, 

longitudinal studies following offspring with a family history of AUD have allowed for the 

determination of risk and resilience factors among these high-risk offspring.  Premorbid risk 

factors for AUD often converge with observed deficits in affected adults, indicating that the 

behavioral phenotype of AUD likely reflects a complex interaction of premorbid genetic and 
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environmental risk factors and the neurotoxic effects of alcohol and other drugs of abuse on the 

brain (Hill & O'Brien, 2015). 

1.1.1.2 Phenotypic Characteristics of High-Risk Offspring 

Among children and adolescents with a family history of AUD, several phenotypic risk 

factors that are predictive of SUD outcome have been identified.  Deficits in response inhibition, 

cognitive control and emotion regulation are commonly observed in high-risk individuals 

(Cservenka, 2016; Hill & O'Brien, 2015).  Externalizing behaviors, including oppositionality, 

hyperactivity, impulsivity, inattention, and sensation seeking, as well as externalizing disorders, 

including Attention Deficit Hyperactivity Disorder, Oppositional Defiant Disorder, and Conduct 

Disorder, are observed in high-risk offspring during childhood and adolescence and are predictors 

of subsequent alcohol and drug use problems (Hill et al., 2008; Hill et al., 2011; Iacono, Carlson, 

Taylor, Elkins, & McGue, 1999; Iacono, Malone, & McGue, 2008).  High-risk offspring also have 

a higher incidence of internalizing psychopathology, and are more likely to demonstrate anxiety 

and stress-reactive personality traits such as harm avoidance, low self-esteem, negative affectivity, 

and impaired emotion regulation (Hill et al., 2008; Hill et al., 2011; Hussong, Jones, Stein, 

Baucom, & Boeding, 2011).  Recent research on psychological predictors of SUD in high-risk 

offspring has also focused on impaired reward sensitivity and decision making, as well as deficits 

in social cognition (Hill & O'Brien, 2015; O’Brien, Lichenstein, & Hill, 2014).  

1.1.2 Social Cognition 

Social cognition refers to the study of mental processes involved in perceiving, attending 

to, remembering, thinking about, and making sense of the people in our social world, and 
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encompasses a broad range of abilities (Moskowitz, 2005).  Research on social cognition has 

rapidly grown over the past ten years cross the fields of social, cognitive, clinical, and 

developmental psychology and neuroscience, and social cognition has recently been designated as 

a major domain in the Research Domain Criteria (RDoC) framework (Gur & Gur, 2016).  Deficits 

in social cognition are hallmark features of autism spectrum disorders and schizophrenia, and 

social cognition has been increasingly studied in a range of other psychiatric conditions, including 

AUD (Bora & Zorlu, 2017).  A recent meta-analysis by Cotter et al. (2018) suggests that social 

cognitive deficits are a core cognitive phenotype of many psychiatric disorders, and that these 

deficits tend to be of similar magnitude as other, more established cognitive deficits typically 

observed among clinical populations (Cotter, Granger, Backx, Hobbs, Looi, & Barnett, 2018).  

Although numerous definitions of social cognitive have been offered, the National Institute of 

Mental Health (NIMH) Workshop on Social Cognition in Schizophrenia has defined social 

cognition as “the mental operations that underlie social interactions, including perceiving, 

interpreting, and generating responses to the intentions, dispositions, and behaviors of others”.  

This NIMH Workshop identified five key areas of study in social cognition: theory of mind/mental 

state attribution, social perception, social knowledge, attributional bias, and emotional processing 

(Green et al., 2008; Pinkham et al., 2013), though the majority of research, to date, has focused on 

theory of mind and social perception/emotional processing, as assessed by emotional face 

recognition tasks (Cotter et al., 2018).  

Neuroimaging research on social cognition has allowed for the delineation of a set of neural 

structures and networks subserving various aspects of social thought and behavior.  Both structural 

and functional neuroimaging studies have been used to assess the neural basis of social cognition 

among healthy individuals and those with psychiatric disorders.  Neural regions playing an integral 
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role in social cognition span all four lobes of the brain and include both cortical and subcortical 

structures.  The components of the ‘social brain’ include the amygdala, insula, temporoparietal 

junction, dorsomedial prefrontal cortex, anterior cingulate cortex (ACC), superior temporal 

sulcus/gyrus, posterior cingulate, retrosplenial cortex, fusiform face area, orbitofrontal cortex 

(OFC), and extrastriate body area (Kennedy & Adolphs, 2012).  

1.1.3 Social Cognition and AUD 

Individuals with AUD and other substance use disorders are more likely to experience 

problems in close relationships, including higher levels of interpersonal distress, greater conflict 

and less cohesion with family members, and low social integration and low social support (Nixon, 

Tivis, & Parsons, 1992; Lewis, Price, Garcia, & Nixon, 2019; Phillipot et al., 2003).  Interpersonal 

difficulties are associated with substance use in adolescence, young adulthood, and across 

adulthood, and recent studies have demonstrated important associations between interpersonal 

problems and underlying social cognitive abilities (Kornreich et al., 2011; Maurage et al., 2011b).  

Research on social cognition in AUD is a rapidly growing field, as evidenced by the increasing 

number of empirical behavioral and neuroimaging studies, theoretical reviews, and meta-analyses 

published since the early 2000s (Bora & Zorlu, 2017; Castellano et al., 2015; Le Berre et al., 2017; 

Onuoha et al., 2016; Thoma et al., 2013a; Thorberg et al., 2009; Uekermann & Daum, 2008).  

Studies have consistently shown that adults with AUD show deficits in theory of mind and 

emotional processing, although other key areas of study in social cognition remain largely 

unexamined.  In addition to findings of behavioral deficits and atypical task-based neural activity 

that are subsequently described, adults with AUD also show abnormal structural morphology of 

brain regions implicated in social cognition, including the amygdala, ACC, OFC, and insula 
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(Cardenas et al., 2011; Durazzo et al., 2011; Makris et al., 2008; Wobrock et al., 2009; Wrase et 

al., 2008; Xiao et al., 2015).  

1.1.3.1 Theory of Mind 

Adults with AUD have been shown to have deficits in theory of mind, which refers to the 

ability to reason about mental states of other people and to predict and understand other people’s 

behavior on the basis of their mental state (Bosco et al., 2009; Cox, Bertoux, Turner, Moss, Locker, 

& Riggs, 2018; Gizewski et al., 2013; Maurage et al., 2011a, 2011b; Maurage, de Timary, Tecco, 

Lechantre, & Samson, 2015; Nandrino et al., 2014; Premack & Woodruff, 1978; Thoma, Winter, 

Juckel, & Roser, 2013b).  Additionally, neuroimaging research has implicated atypical functioning 

of the insula in those with AUD during theory of mind tasks (Gizewski et al., 2013).  Theory of 

mind deficits in individuals with AUD have also been demonstrated via impairments on measures 

of complex social communication that putatively rely on intact theory of mind ability, including 

humor processing and understanding and detection of faux pas and irony (Amenta, Noel, 

Verbanck, & Campanella, 2013; Cermak et al., 1989; Thoma et al., 2013b; Uekermann, Channon, 

Winkel, Schlebusch, & Daum, 2007).  

1.1.3.2 Emotional Processing 

Emotional processing broadly refers to perceiving, facilitating, understanding, and 

managing emotions (Green et al., 2008; Mayer, Salovey, Caruso, & Sitarenios, 2001).  Models of 

emotional processing often include affect perception (i.e., the ability to recognize or ‘decode’ 

emotions from human faces), a domain well studied in AUD (for reviews, see D'Hondt, 

Campanella, Kornreich, Philippot, & Maurage, 2014; Donadon & de Lima Osório, 2014).  Faces 

are multi-dimensional stimuli that convey signals of social and motivational significance, and the 
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ability to correctly identify emotions from facial expressions is an important social skill.  

Disruption of this ability may lead to misunderstandings and significant impairments in 

interpersonal communication; deficits in the ability to decode facial expressions of emotion are 

associated with low social competence, low popularity in peer groups, and higher rates of 

alexithymia in both healthy and clinical populations (D'Hondt et al., 2014; Grynberg et al., 2012).  

Adults with AUD have consistently been shown to overestimate the intensity of negative 

emotions in faces and systematically over-attribute emotions of anger and contempt (Kornreich et 

al., 2001a; Kornreich et al., 2001b; Kornreich et al., 2002; Maurage et al., 2009; Maurage, 

Campanella, Philippot, Martin, & de Timary, 2008; Philippot, Kornreich, & Blairy, 2003; 

Philippot et al., 1999; Townshend & Duka, 2003; Valmas, Mosher Ruiz, Gansler, Sawyer, & 

Oscar-Berman, 2014).  Deficits in decoding faces appears to be limited to emotional cues, as 

affected individuals are not impaired in the ability to decode non-emotional face features like 

gender, age range, or cultural identity (Foisy et al., 2007b).  Deficits in face processing has been 

shown to persist after several months of abstinence (Foisy et al., 2007a; Foisy et al., 2005; 

Kornreich et al., 2001b), indicating these emotion-perception deficits are not solely due to the 

acute effect of heavy alcohol consumption.  fMRI studies assessing neural activation during the 

presentation and/or decoding of emotional facial expressions have shown that adults with AUD 

show atypical activation of the amygdala, orbitofrontal cortex, insula, and anterior cingulate cortex 

in comparison to healthy controls (Charlet et al., 2014; Marinkovic et al., 2009; O'Daly et al., 2012; 

Park et al. 2015; Salloum et al., 2007).  

In addition to deficits in facial affect perception, adults with AUD may show more general 

difficulties in understanding and managing emotions.  Affected individuals have lower scores on 

measures of emotional intelligence (Kornreich et al., 2011), and past research has documented a 
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relationship between AUD and alexithymia, a term introduced by Peter Sifneos in 1972 that 

literally means ‘no words for emotions’ (Thorberg et al., 2009).  Alexithymia is a multifaceted 

construct that has been described as difficulty identifying and communicating feelings, 

differentiating feelings and somatic sensations of emotional arousal, a diminuation of fantasy and 

imagination, and an externally oriented cognitive style (Sifneos, 1973).  Several studies have 

shown that adults with AUD have higher levels of alexithymia than unaffected controls (Hamidi, 

Rostami, Farhoodi, & Abdolmanafi, 2010; Maurage et al., 2011b; Rybakowski, Ziolkowski, 

Zasadzka, & Brzezinski, 1988; Uzun, Ates, Cansever, & Ozsahin, 2003).   

1.1.4 Social Cognition in High-Risk Offspring 

Consistent findings of impaired theory of mind and emotional processing in AUD raise 

questions as to whether these deficits are the consequence of neural damage associated with AUD 

or potentially reflect premorbid risk for AUD.  Although relatively few studies have examined 

social cognition in high-risk offspring with a family history of AUD, twin, adoption, and family 

studies have shown significant heritability of social cognitive abilities, with effect sizes equal to 

or greater than those observed for other neurocognitive skills (Constantino & Todd, 2003; 

Constantino & Todd, 2005; Ebstein, Israel, Chew, Zhong, & Knafo, 2010; Gur et al., 2006; Gur et 

al., 2007; Hughes & Cutting, 1999; Knowles et al., 2015).  Deficits in social cognition are also 

observed in unaffected siblings of individuals with schizophrenia and autism spectrum disorders, 

lending further support for the hereditable nature of these deficits (Villareal et al., 2014).   

One previous study has shown that young adult high-offspring who did not succumb to 

SUD have intact theory of mind, potentially indicating a role of this ability in predicting resilience 

(Kopera et al., 2014), whereas high-risk offspring from multiplex, AD families have been found 
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to show atypical neural activation during mental state attribution in the right middle temporal 

gyrus, right superior frontal gyrus, and left inferior frontal gyrus compared to low-risk controls 

(Hill et al., 2007).  Adults with AUD also show atypical activity in the medial temporal lobe on 

this task (Gizewski et al., 2013), and atypical activation in prefrontal regions has also been 

observed in subjects with autism (Baron-Cohen et al., 1999).   

A small number of additional studies have directly assessed neural activation in response 

to emotional faces in alcohol-naïve offspring with and without a family history of AUD 

(Cservenka et al., 2014; Glahn et al., 2007; Hulvershorn et al., 2013; Peraza et al., 2015).  

Collectively, these studies have documented atypical activation of numerous neural regions during 

face processing, including the amygdala, insula, and OFC.  Volumetric imaging studies have also 

shown that alcohol-naïve high-risk offspring show volumetric reductions in these neural regions 

(Cservenka, 2016; Hill & O’Brien, 2015), and that volumes of the amygdala and OFC observed 

during adolescence prospectively predict SUD outcome in young adulthood (O’Brien & Hill, 

2017).  Although this body of research lends preliminary support for deficits in theory of mind and 

emotional processing among high-risk offspring, future research is needed to confirm and extend 

this finding.  

1.1.5 Social Cognition and Social Functioning 

Social functioning refers to an individual’s interactions with their environment and the 

ability to fulfill their role within environments such as school/work, social activities, and 

relationships with peers and family (Bosc, 2000).  Similarly, the domain of social cognition has 

also been defined more broadly as encompassing ‘behavior related to contact with the context of 

other conspecifics’ (Gur & Gur, 2016).  In support of a broader definition of social cognition, 
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elements of more narrowly-defined social cognitive abilities (e.g. theory of mind, face processing) 

have been shown to correlate with more general measures of social functioning in healthy children 

and adults (Bosacki & Wilde, 1999; Cacioppo & Hawkley, 2009; Crick & Dodge, 1994; Ford, 

1982; Lakey & Drew, 1997; Lalonde & Chandler, 1995; Liddle & Nettle, 2006; McGuire & Weisz, 

1982; Nowicki & Mitchell, 1998; Rubin, Bukowski, & Parker, 1997; Walker, 2005).  Furthermore, 

emerging evidence suggests that atypical social behavior observed in psychiatric disorders is 

strongly correlated with social cognitive deficits (Bishop-Fitzpatrick, Mazefsky, Eack, & 

Minshew, 2017; Brune, 2007; Janusz, Kirkwood, Yeates, & Taylor, 2002; Kornreich et al., 2011; 

Lewis et al., 2019; Maurage et al., 2011b) and abnormal functioning of neural structures involved 

in the processing of social cognitive information (Villareal et al., 2014). 

1.1.5.1 Social Cognition and Social Functioning in AUD  

Individuals with AUD frequently experience problems in interpersonal relationships, and 

these higher-order deficits in social functioning likely relate to abnormalities in lower-level facets 

of social cognition (Nixon, Tivis, & Parsons, 1992; Lewis et al., 2019).  In fact, a social-

psychological model of alcoholism has been proposed by Philippot and colleagues in which non-

verbal emotion decoding deficits in AUD generate and exacerbate interpersonal tensions, which 

increase the likelihood of alcohol consumption as a coping strategy, further impairing social 

cognitive abilities (Philippot et al., 2003).  Evidence in support of this hypothesis has been 

provided by several studies examining associations between social-cognitive processing and 

functional outcomes in individuals with AUD.  Among affected individuals, impaired emotional 

facial expression recognition and empathy are independently associated with higher rates of 

interpersonal problems (Kornreich et al., 2011; Maurage et al., 2011b).  Other research indicates 

that among adults with AUD, those who show deficits in managing, understanding, and describing 



 12 

emotions have greater severity of AD (Cecero & Holmstrom, 1997; Kopera et al., 2015; Stasiewicz 

et al., 2012; Uzun et al., 2003; Valmas et al., 2014), increased likelihood of consuming alcohol in 

response to unpleasant emotions or interpersonal conflicts (Stasiewicz et al., 2012), and poorer 

treatment outcomes (Rupp, Derntl, Osthaus, Kemmler, & Fleischhacker, 2017).  Although deficits 

in social cognition, and associated deficits in social functioning, among adults with AUD are often 

interpreted as a consequence of long-term alcohol abuse, they may reflect, in part, premorbid 

deficits that confer increased risk for alcohol-related problems during sensitive developmental 

periods of neurobiological and social maturation.  

1.1.6 Adolescent Alcohol Use 

The highest risk for the onset of alcohol use and abuse occurs during adolescence, which 

is a critical developmental period characterized by ongoing psychosocial and neurobiological 

developmental processes (Bava & Tapert, 2010; Casey, Jones, & Hare, 2008).  Recent data from 

the Monitoring the Future National Survey indicates that six out of every ten students (61%) have 

consumed alcohol (more than just a few sips) by the end of high school, and nearly a quarter (23%) 

have done so by 8th grade.  In 2016, almost half (46%) of 12th graders reported having been drunk 

at least once in their life (Johnston, O’Malley, Miech, Bachman, & Schulenberg, 2017).  

Furthermore, binge drinking, defined by the National Institute on Alcohol Abuse and Alcoholism 

as a pattern of drinking that brings blood alcohol concentration (BAC) levels to 0.08 grams per 

deciliter (which typically occurs after ~4 drinks for women and ~5 drinks for men within two 

hours), is particularly prevalent in adolescence and young adulthood (Courtney & Polich, 2009). 

Like AUD, adolescent alcohol use is associated with a range of deleterious consequences 

that impact psychological, physical, interpersonal, and social functioning.  Adolescent alcohol use, 
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and binge drinking in particular, put individuals at higher risk for academic problems, criminal 

and violent behavior, delinquency, risky sexual behaviors, hazardous driving, and comorbid 

substance use (Ellickson, Tucker, & Klein, 2003; Grigsby, Forster, Unger, & Sussman, 2016).  

Given the extent of brain maturation occurring during this phase in life, adolescents who use 

substances also appear to be vulnerable to alterations in brain functioning, cognition and behavior.  

Both cross-sectional and longitudinal neuroimaging research has shown that adolescent alcohol 

use is associated with atypical white matter integrity, cortical and subcortical volumes, and task-

based neural activity (Bava & Tapert, 2010; Cservenka & Brumback, 2017; Hill, Terwillinger, & 

McDermott, 2013).  

Importantly, several studies have shown that early-onset alcohol use is associated with the 

presence of AUD in adulthood (Grant & Dawson, 1997; Hingson, Hereen, & Winter, 2006; Kim 

et al., 2017; SAMHSA, 2014).  For example, individuals who begin drinking before age 15 are 

four times more likely to develop AD than those starting at or after age 20 (Grant & Dawson, 

1997).  More recently, data from the National Survey on Drug Use and Health indicated that 

individuals who first used alcohol at age 14 or younger were six times more likely to develop a 

lifetime AUD than to those who first used alcohol after the U.S. legal limit of age 21 (SAMHSA, 

2014).  Unsurprisingly, many factors that confer risk for SUD in adulthood are also associated 

with patterns of adolescent alcohol use and abuse.  

1.1.7 Environmental Risk Factors for SUD 

Twin and adoption studies indicate that AUD is approximately 50% heritable and that 

shared environmental effects also contribute to the familial aggregation of AUDs (Verhulst, Neale, 

& Kendler, 2015).  It is unlikely that genetic mechanisms underlying the increased risk for early-
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onset substance use and SUD among offspring from multiplex, AD families operate independently 

from environmental characteristics of multiplex, high-risk families.  Similarly, premorbid risk 

factors for SUD, including those in social functioning, are almost certainly influenced by both 

genetic and environmental factors, as well as their interactions, across development.  A vast body 

of research with community samples, as well as samples identified to be at-risk due to factors other 

than parental AUD (e.g. low-socioeconomic status), has identified characteristics of the 

environment that confer risk and resilience for SUD.  The effects of family-related characteristics 

and peer influences on use of alcohol and other substances during adolescence and young 

adulthood have been particularly well studied and supported in the extant literature (Hawkins et 

al., 1992; Thatcher & Clark, 2008). 

1.1.7.1 Familial Characteristics Associated with Risk and Resilience 

Research conducted within the framework of developmental psychology has provided a 

number of theoretical and empirical models of adolescent alcohol (and other substance) use that 

include factors from multiple ecological domains which are presumed to interact over the course 

of childhood and adolescence.  Studies utilizing dynamic cascade models of the development of 

substance use highlight the importance of childhood risk factors associated with the parent and the 

child, as well as early parenting behaviors (Dodge et al., 2009; Eiden et al., 2016).  These studies 

have consistently found that adolescent alcohol and drug use are influenced both directly and 

indirectly by family-related characteristics.  Generally, parenting characterized by high levels of 

acceptance, supportiveness, and responsivity appears to confer resilience for adolescence 

substance use, whereas poor relationships with parents and low family cohesion are associated 

with increased risk (Dodge et al., 2009; Duncan et al., 1994; Hawkins et al., 1992; Newcomb et 

al., 1986; Reeb et al., 2015; Soloski et al., 2016; Thatcher & Clark, 2008; Vakalahi, 2001).  
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1.1.7.2 Peer Influences 

Peer alcohol and drug use behaviors, as well as peer relationships, are also important risk 

factors for adolescent alcohol use and SUDs.  Longitudinal studies have shown that peer alcohol 

and drug use, as well as affiliation with peers engaging in a broader range of deviant behaviors, 

predict adolescent alcohol use (Bray et al., 2003; Cornelius et al., 2007).  Other studies have shown 

that affiliation with deviant peers may enhance the relationship between early risk factors and 

subsequent adolescent alcohol use and abuse (Giancola & Parker, 2001).  However, in addition to 

direct modeling effects, the association between individual risk and peer substance use appears to 

reflect indirect selection effects, such that adolescents who are already predisposed to accelerated 

substance use seek out like-minded peers (Bray et al., 2003; Lynskey, Agrawal, & Heath, 2010).  

Thus, risk factors associated with peer alcohol and drug use may be partially explained by other 

premorbid risk factors.  

The relative importance of family versus peer influences on substance use has been an 

active area of research in recent years, with some studies suggesting a stronger influence of peer 

influences, and others highlighting the importance of parental risk factors (Thatcher & Clark, 

2008).  Importantly, research examining peer- and parent-related factors simultaneously have 

found that characteristics of relationships with parents and peers interact to predict risk and 

resilience for adolescent alcohol use.  For example, Nash et al. (Nash et al., 2005) found that a 

latent measure of family environment, which included adolescents’ perceptions of parental 

acceptance, parental monitoring, and communication with parents, exerted significant indirect 

effects on adolescent alcohol use through its effects on peer influence, self-efficacy, and stress in 

a large sample of high school students.  Similarly, non-supportive parenting in childhood has been 
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shown to relate to adolescent substance use indirectly via deviant peer affiliation and problem 

behavior (Dodge et al., 2009).   

1.1.7.3 Environmental Influences in High-Risk Families 

Given the importance of family environment and association with deviant peers on 

adolescent alcohol use and SUD among community and other at-risk samples, offspring of parents 

with AUD are likely at heightened risk due to both genetic and environmental influences.  Indeed, 

parental SUD is associated with decreased levels of monitoring and supervision, poorer quality of 

parent-child interactions, parent-child conflict, perception of less parental warmth, and 

inconsistent discipline (Dunn et al., 2002).  Among high-risk offspring, both alcohol-specific 

parenting factors (e.g. direct modeling of alcohol use, shaping of alcohol expectancies) and non-

alcohol-specific parenting factors (e.g. parental monitoring, parental warmth) have been found to 

contribute to increased risk for adolescent alcohol use and AUDs (Ellis et al., 1997; Jacob & 

Johnson, 1997). 

1.1.8 Summary 

Substance use disorders have complex etiologies that reflect cascading genetic and 

environmental effects across childhood, adolescence, and young adulthood.  Risk factors for the 

onset of use and abuse of alcohol and other substances include familial risk, early adversity and 

stress, and internalizing and externalizing psychopathology. Family- and peer-related factors have 

also been shown to exert strong influences on early substances use, such that low parental 

monitoring, poor parent-child relationships, and association with substance-using peers confer risk 

for adverse outcomes during adolescence and young adulthood.  
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Established environmental risk factors for SUD often relate to aspects of the individual’s 

relationships with both family members and peers.  Adults with AUD have long been known to 

experience problems in interpersonal relationships, with an emerging literature demonstrating 

specific social cognitive deficits in this population.  To date, some evidence has shown that 

alcohol-naïve, high-risk offspring also have atypical social cognitive functioning, suggesting that 

observed deficits among adults with AUD may, in part, reflect premorbid risk factors for 

substance-related problems.  However, the extent to which high-risk offspring demonstrate deficits 

in social cognition and associated social behavior and functioning, as well as potential 

relationships between premorbid deficits in social functioning and subsequent substance use 

outcomes among these high-risk offspring, is not well understood. 

1.2 Statement of Purpose 

The current study aims to add to the existing literature by examining the potentially 

mediating role of social functioning on the association between familial risk for AUD and SUD 

outcomes in young adulthood.  More specifically, this study utilizes measures of social functioning 

collected during childhood, adolescence, and young adulthood, with constructs of interest 

including childhood social competence and social problems, adolescent perceptions of social 

support and stress from parents and peers, and alienation and social closeness self-reported in 

young adulthood. These domains of social functioning are hypothesized to mediate, in part, the 

relationship between familial risk and poor outcomes among high-risk offspring.  

Social cognition has been an active area of research in schizophrenia and autism spectrum 

disorders, and these lines of research have successfully informed intervention design for affected 
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individuals (Bishop-Fitzpatrick et al., 2017; Bishop-Fitzpatrick, Minshew, & Eack, 2014).  The 

role of social cognition is less well understood in AUD and other SUD, though there has been a 

recent impetus to bridge the gap between the literatures on SUD, social cognition, and social 

neuroscience (Bora & Zorlu, 2017; Heileg, Epstein, Nader, & Shaham, 2016).  A rapidly growing 

body of evidence has supported the presence of social-cognitive deficits in AUD, although it 

remains unclear to what extent these deficits may reflect premorbid risk factors for SUD.   

Functional neuroimaging studies have shown that high-risk offspring show atypical neural 

activation in key regions of the social brain during social-cognitive tasks (Cservenka et al., 2014; 

Glahn et al., 2007; Hill et al., 2007; Hulvershorn et al., 2013; Peraza et al., 2015), and behavioral 

studies indicate that these offspring demonstrate atypical social functioning within the domains of 

social competence, perceived social support, alienation, and social closeness (Barnes et al., 2000; 

Christensen & Bilenberg, 2000; Dunn et al., 2000; Eiden et al., 2009; Eiden et al., 2016; Elkins et 

al., 2004; Hill et al., 1999; Hussong et al., 2005).  Importantly, prior research within other clinical 

populations and among typically developing children and adolescents has demonstrated 

associations between social cognition and these domains of social functioning (Bishop-Fitzpatrick 

et al., 2014; Bosacki & Wilde, 1999; Cacioppo & Hawkley, 2009; Crick & Dodge, 1994; Ford, 

1982; Ladd, 2005; Lakey & Drew, 1997; Lalonde & Chandler, 1995; Liddle & Nettle, 2006; 

Lindner et al., 2014; McGuire & Weisz, 1982; Nowicki & Mitchell, 1998; Rubin, Bukowski, & 

Parker, 1997; Walker, 2005).   

By testing a conceptual model that combines measures of familial risk, social functioning 

in childhood, adolescence, and young adulthood, adolescent substance use, and SUD outcomes, 

the current study is likely to allow deeper insight into the complex interplay between genetic and 

environmental factors associated with risk for SUD.  Although we do not expect to be able to 
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disentangle the influence of external environmental variables, such as parental and peer influences, 

and the genetic factors within the child that, in turn, influence peer and parent interactions, a 

longitudinal examination of social functioning across development may have important 

implications for prevention and intervention efforts for at-risk youth.  Findings of less adaptive 

social functioning among high-risk offspring and relationships between social functioning and 

SUD outcomes, would provide preliminary support for further investigations into both social 

functioning and social cognition in this at-risk population.  Based on the extant literature on social 

cognition, social behavior, and risk factors for SUD, the current study was designed to test the 

following three main hypotheses: 

1.2.1 Hypothesis 1a 

High-risk offspring will have higher rates of adolescent alcohol than low-risk controls.  

Specifically, it is hypothesized that high-risk offspring will have earlier ages of onset of first drink 

and onset of regular drinking, more frequent use of alcohol during adolescence, and higher 

quantities of alcohol consumed before young adulthood.  

1.2.2 Hypothesis 1b 

High-risk offspring will have higher rates of SUD by young adulthood.  Specifically, it is 

hypothesized high-risk offspring will be at increased risk for both alcohol and other substance use 

disorders compared to low-risk controls.  
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1.2.3 Hypothesis 2a 

High-risk offspring will demonstrate deficits on measures of social functioning that were 

selected for analyses given their putative relationship with social cognition, as measured by 

childhood social competence and social problems, perceived social support and stress from parents 

and peers in adolescence, and self-reported alienation and social closeness in young adulthood.  It 

is hypothesized that deficits will be observed across measures and developmental periods. 

1.2.4 Hypothesis 2b 

Risk-group differences on measures of social functioning collected during adolescence and 

young adulthood will remain significant after controlling for personal exposure to alcohol.  

Specifically, high-risk offspring will show deficits on measures of social functioning after 

controlling for the onset, frequency, and quantity per occasion of adolescent alcohol use. 

1.2.5 Hypothesis 3 

Deficits in social functioning will mediate the relationship between familial risk and SUD 

outcomes in young adulthood among high-risk offspring. Specifically, it is hypothesized that 

measures of social functioning collected during childhood, adolescence, and young adulthood will 

independently mediate the relationship between familial risk status and SUD outcome, and that 

these effects will remain significant after accounting for personal exposure to alcohol use in 

adolescence.  
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2.0 Methods 

2.1 Participants 

Participants in this study are high-risk and low-risk (control) third-generation offspring in 

two ongoing family studies, the Cognitive and Personality Factors in Relatives of Alcoholics 

family study (CPFFS) and the Biological Risk Factors in Relatives of Alcoholic Women family 

study (BRFFS), that selected families through their parents’ generation.  Rates of SUD are 

particularly high among offspring from these multiplex AD families (Hill et al., 2008; Hill et al., 

2011), making them well suited to examine longitudinal predictors of SUD outcomes.  The BRFFS 

and CPFFS studies have ongoing approval from the University of Pittsburgh Institutional Review 

Board.  All participants provided consent at each visit.  Children provided assent with parental 

consent. 

2.1.1 Inclusion Criteria for High-Risk Families 

The high-risk families in both family studies were identified through a proband pair of 

alcohol dependent (AD) siblings, one of whom was in a substance abuse treatment facility in the 

Pittsburgh area at the time of recruitment (late 1980’s and early 1990’s).  Probands were screened 

(Diagnostic Interview Schedule [DIS]; Robins et al., 1981) for the presence of AD and other Axis 

I (DSM-III) psychopathology.  Feighner Criteria for AD was also obtained (Feighner et al., 1972).  

Probands provided family history information for biological relatives in order to determine if the 

proband might have a same-sex sibling meeting criteria for alcohol dependence.  If this appeared 
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to be the case, the proband assisted in the recruitment of his/her sibling who then completed the 

same diagnostic assessments.  Probands and their families were selected if a pair of same-sexed 

adult siblings with an alcohol dependence diagnosis was present (sister pairs for the BRFFS study 

and brother pairs for the CPFFS study).  Each multiplex family required the screening of 

approximately 100 families to meet the present goals, and for the broader goals of the family 

studies that included a search for developmental neurobiological markers and gene finding efforts.  

 

2.1.2 Exclusion Criteria for High-Risk Families 

The DIS was administered to all available relatives (adult probands, their siblings and 

parents [>90% of first-degree relatives]).  Unavailable or deceased relatives were diagnosed using 

a minimum of two family-history reports.  Targeted families were excluded if the proband or his 

or her first-degree relatives showed evidence of primary recurrent Major Depressive Disorder 

(MDD), Bipolar Disorder (BD), Primary Drug Dependence (PDD) (i.e., drug dependence preceded 

alcohol dependence by 1 or more years) or Schizophrenia by DSM-III criteria, the diagnostic 

system in place at the time the studies were initiated.  Presence of Axis II disorders was not used 

as either an exclusionary or inclusionary condition.  No attempt was made to limit the psychiatric 

disorders in “marrying in” spouses who represent the parents of the children/adolescents reported 

here.  However, available spouses were diagnosed using the same methods (DIS) as members of 

the “target” families. 
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2.1.3 Selection of Control Families 

Selection of control families was based on availability of a pair of same sex adult siblings.  

Selection of families was based on one of two methods.  In the first method (Control Group I – 

CPFFS Study), volunteers were screened for Axis I psychopathology including alcohol and drug 

dependence using the DIS.  Control families were selected if the volunteer’s first-degree relatives 

(parents and siblings) were similarly free of psychopathology. In the second method (Control 

Group II – BRFFS Study), volunteers from the same census tract who indicated they had children 

between the ages of 8–18 years were screened as a potential control family in order to match the 

family to a high-risk family using census tract information.  The control parents of these offspring 

were screened for parental alcohol or drug dependence.  

In a previously published study (Hill et al., 2008), direct comparison of Controls Groups I 

and II indicated that the groups did not significantly differ in terms of socioeconomic status (SES; 

mean = 44.22 ± 11.8 SD for the CPFFS controls and mean = 45.99 ± 11.66 for the BRFFS controls) 

or in offspring rates of the presence of any psychopathology (47.2% for CPFFS and 52.8% for the 

BRFFS), allowing for the two control groups to be combined.  Simple phobia and separation 

anxiety account for approximately two-thirds of the positive cases in childhood.  Because the two 

control groups have previously been shown to be comparable in terms of demographics and 

outcomes, the current study was based on the offspring from both types of control families, 

included in an approximately equal number. 
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2.2 Third-Generation Offspring Procedure 

Beginning in 1990, third-generation offspring of parents in the CPFFS and BRFFS who 

were between the ages of 8 and 18 years entered the study.  These offspring were followed 

longitudinally at approximately yearly intervals through age 18, and biennially in young adulthood 

beginning at age 19.  At each visit, offspring were administered a multimodal assessment that 

included measures of childhood behavioral problems, life stressors and supports, and personality, 

as well as clinical interviews to determine the presence or absence of psychiatric disorders.  

Offspring also provided information on their use of alcohol, cigarettes, and other drugs at each 

clinical follow-up.  Because of the longitudinal nature of the BRFFS and CPFFS studies, age-

appropriate instruments used at the time of study initiation have been retained throughout follow-

up.  

2.2.1 Study Sample 

A total of 588 offspring were followed in the CPFFS and BRFFS.  The current analyses 

utilized data from 259 third-generation offspring who were longitudinally followed from 

childhood through young adulthood and who had available data for all measures needed for the 

present analysis.  A central aim of these analyses was to identify whether deficits in social 

cognition and social functioning preceded the onset of regular alcohol and other drug use in high-

risk offspring.  Accordingly, participants for whom data was collected only in either childhood or 

young adulthood were excluded from analyses (n = 113).  An alternative participant-selection 

strategy of excluding only cases for which alcohol or substance use preceded or co-occurred with 

initial assessment would have likely resulted in specific removal of cases with early-onset 
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substance use.  Instead, by limiting analyses to all offspring with available data for both childhood 

and young adulthood, offspring excluded from analysis were expected to only differ from included 

participants by age at the time the third-generation protocol was initiated.   

2.3 Measures 

2.3.1 Social Functioning 

2.3.1.1 Child Behavior Checklist (CBCL) 

Childhood social functioning was assessed with the Child Behavior Checklist (CBCL; 

Achenbach, 1991), a parent-report form for children ages 4-18 and is comprised of a 113-item 

behavior problems checklist and a seven-part social competency checklist.  The scoring profile for 

the CBCL includes: (a) three competence scales (Activities, Social, and School); (b) a total 

competence scale score; (c) eight syndrome scales (Aggressive Behavior, Attention Problems, 

Delinquent Behavior, Social Problems, Somatic Complaints, Thought Problems, 

Anxious/Depressed, and Withdrawn); (d) an Internalizing problem scale score; (e) an 

Externalizing problem scale score; and (f) a Total problem scale score.  Standard scores are scaled 

so that 50 is average for the youth's age and gender, with a standard deviation of 10 points.  Higher 

scores indicate greater problems.  Norms take into account both age and gender; there are separate 

norms for girls and boys, and separate norms for ages 4–11 and ages 12–18.   

Normative data for the CBCL were drawn from a subset of children without disabilities in 

a national sample assessed in 1989. This sample (n = 2,368) was chosen to be representative of the 

48 contiguous U.S. states with respect to ethnicity, SES, geographical region, and urban-suburban-
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rural residences.  The normative sample was compared to a ‘referred’ sample of children who had 

received referral for mental health services or special education classes for behavioral/emotional 

problems within the past year.  With regard to reliability, the CBCL composite behavior problem 

scores (i.e., Internalizing, Externalizing, and Total Problems) have been shown to have excellent 

internal consistency and one-week test-retest coefficients (r  0.89).  Syndrome scales have been 

shown to have moderate reliability (internal consistency and one-week test-retest coefficients both 

averaging 0.80), whereas the competence scales have moderate test-retest reliability (0.80) but low 

internal consistency (0.50).  The CBCL is widely used in both research and clinical practice with 

youths (Achenbach & Rescorla, 2001).  The current project analyzed data from the Social 

Competence scale and Social Problems scale of the parent-report CBCL collected between 

participant age 7 – 18 (mean = 11.32 years).  T-scores, adjusted for child age and sex, were used 

in all analyses.  

The CBCL Social Competence subscale includes (1) the number of organizations, clubs, 

teams, or groups that the child belongs to (Item III-A; none or 1= 0, 2 = 1, 3+ = 2, raw scores range 

from 0 – 2, with higher scores indicating participation in more organizations), (2) the mean level 

of participation in these organizations compared to others of the same age (Item III-B; for each 

organization listed in III-A, less than average = 0, average = 1, more than average/above average 

= 2; raw scores range from 0 – 2, with higher scores indicating higher levels of participation), (3) 

number of friends (Item V-1; none or 1 = 0, 2 or 3 = 1, 3 or more = 2; raw scores range from 0 – 

2, with higher scores indicating more friends), (4) times per week the child does things with friends 

outside of school (Item V-2; <1 = 0, 1 or 2 = 1, ≥ 3 = 2; raw scores range from 0 – 2, with higher 

scores indicating more contact with friends outside of school), (5) how well the child gets along 

with siblings, peers, and parents compared to other children his/her age (mean of Items VI-A – VI-
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C; for each item, worse = 0, average = 1, better = 2; raw scores range from 0 – 2), and (6) how 

well the child does things alone compared to others of his/her age (Item VI-D; worse = 0, average 

= 1, better = 2; raw scores range from 0 – 2).  The Social Competence raw score is calculated by 

summing these six items; scores range from 0 – 12, with higher scores indicating higher 

competence.  

The Social Problems scale is comprised of 8 items assessing social immaturity (i.e., acts 

too young for his/her age, clings to adults or too dependent, poorly coordinated or clumsy, and 

prefers playing with younger children) and peer rejection (i.e., doesn’t get along with other 

children, gets teased a lot, not liked by other children).  All items are scored on a 3-point scale, 

and caregivers report whether each behavioral item is not true (0), somewhat or sometimes true 

(1), or very true or often true (2).  The Social Problems scale score is determined by summing 

responses to these 11 items.  Raw scores range from 0 – 16, with higher scores indicating more 

social problems.  

2.3.1.2 Life Stressors and Social Resources Inventory – Youth Form (LISRES-Y) 

Adolescent social functioning was assessed with the Life Stressors and Social Resources 

Inventory – Youth Form (LISRES-Y; Moos & Moos, 1994), a self-report paper-and-pencil 

measure for youth ages 12-18 years designed to assess stable sources of psychosocial stress as well 

as social resources that might influence the effect of stressors on the well-being of youth.  Nine 

Life Stressor scores (Physical Health, Home and Money, Parents, Siblings, Extended Family, 

School, Friends, Boyfriend/Girlfriend, Negative Life Events) and 7 Social Resource scores 

(Parents, Siblings, Extended Family, School, Friends, Boyfriend/Girlfriend, Positive Life Events) 

are derived from 209 items.  
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The LISRES-Y was normed on 400 youth (179 boys and 221 girls), and its scales have 

been shown to have moderate-to-high internal consistency (.68 <   < .93).  Significant differences 

have been observed between healthy controls and youth with depression, conduct disorder, and 

medical conditions.  Previous research has shown that both of the LISRES-Y Parent scales have 

the highest correlations with measures of child and adolescent functioning (Crehan & Oosterhof, 

1998).  The current study analyzed data from the LISRES-Y Parental Stressors scale, the Parental 

Resources scale, the Peer Stressors scale, and Peer Resources scale, collected between participant 

age 12 – 18 (mean = 13.95 years).  

The Parental Stressors and Resources scales are comprised of separate scores for mothers 

and fathers; Maternal Stressors and Resources are assessed with 7 and 5 items assessing negative 

and positive aspects, respectively, of maternal support.  Sample items include "How often can you 

count on [your mother] to help you when you need it?" and "How often is [your mother] critical 

or disapproving of you?"  Paternal Stressors and Resources subscales are conceptually identical to 

the Maternal measures.  For all four subscales, responses are scored on a 5-point scale, ranging 

from 0 (never) to 4 (often).  The Parental Stressors score is a sum of the Maternal Stressor and 

Paternal Stressor subscales; raw scores range from 0 – 28, with higher scores reflecting higher 

perceived stress.  Similarly, the Parental Resources score is a sum of the Maternal Resources and 

Paternal Resources subscales; raw scores range from 0 – 20, with higher scores reflecting lesser 

perceived support.  

The Peer Stressors and Resources scales consist of 6 and 10 items, respectively.  Sample 

items include “How often are any of your friends critical or disapproving of you?” and “How often 

can you count on any of your friends to help you when you need it?”.  Responses are scored on a 

5-point scale, ranging from 0 (never) to 4 (often).  Raw scores on the Peer Stressors scale range 
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from 0 – 24, with higher scores reflecting higher perceived stress.  Raw scores on the Peer 

Resources scale range from 0 – 40, with higher scores reflecting lesser perceived support.  

2.3.1.3 Multidimensional Personality Questionnaire (MPQ) 

Young adult social functioning was assessed with the Multidimensional Personality 

Questionnaire (MPQ; Tellegen, 1982), a self-report measure that includes 276 true-false items and 

yields scores on 10 different personality scales which compose three trait superfactors.  Constraint 

is a combination of the Traditionalism, Harm Avoidance, and Control scales; Negative 

Emotionality is a combination of the Aggression, Alienation, and Stress Reaction scales; and 

Positive Emotionality is a combination of the Achievement, Social Potency, Well-Being, and 

Social Closeness scales.  

MPQ norms were derived from a community sample of 1,350 (675 men / 675 women) in 

Minnesota ages 20 to 60, drawn from the Minnesota Twin and Family Registry.  The MPQ has 

been shown to have good discriminant validity and high internal consistency (median  = 0.85).  

The 30-day test-retest reliability is also high (median  = 0.89) (Tellegen, 1985).  A notable 

strength of this measure is the ability to assess trait, as opposed to state, personality characteristics, 

as demonstrated by the high interclass correlations among twins reared apart for traits such as 

alienation (Tellegen et al., 1988).  The current study analyzed data from the MPQ Alienation and 

Social Closeness scales collected between participant age 17 – 24 (mean = 22.24 years).  

The MPQ Alienation scale is comprised of 20 true-false items and raw scores range from 

0 - 20.  Individuals who score high on this scale describe themselves as believing that others wish 

them harm, being victims of false and nasty rumors, having been betrayed and deceived, feeling 

used by friends, feeling pushed around, and having had a lot of bad luck.  The MPQ Social 
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Closeness scale is comprised of 21 true-false items and raw scores range from 0 - 21.  Individuals 

who score high on this scale describe themselves as sociable, liking to be with people, taking 

pleasure in and valuing close personal ties, warm and affectionate, and turning to others for 

comfort and help. 

2.3.2 Substance Use 

2.3.2.1 Kiddie Schedule for Affective Disorders and Schizophrenia-Present Episode (K-

SADS-P) 

The Kiddie Schedule for Affective Disorders and Schizophrenia-Present Episode (K-

SADS-P; Chambers et al., 1985) is a semi-structured interview administered by trained clinicians 

to both children and parents in order to diagnose DSM-III mental disorders in children ages 6 – 

18.  The K-SADS-P assesses symptoms that have occurred within the week preceding the 

interview, as well as symptoms that have occurred within the last 12 months.  The K-SADS-P has 

been shown to have good inter-rater reliability (range 93 – 100%) and good-to-excellent test-retest 

reliability (0.67     1.00) (Kaufman et al., 1997).  The K-SADS-P is widely used in both 

research and clinical practice with children and adolescents.  

Offspring in the BRFFS and CPFFS studies, ages 8 to 18, and his/her parent were 

separately administered the K-SADS-P by trained, Masters’ level, clinical interviewers and an 

advanced resident in child psychiatry at approximately yearly intervals.  Using DSM-III criteria 

that has been used throughout the follow-up, K-SADS interviewers and the resident independently 

provided scores for each diagnosis.  A best-estimate diagnosis based on these four blinded 

interviews was completed in the presence of a third clinician who facilitated discussion to resolve 
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diagnostic disagreements if needed.  Age of onset, usual and maximum quantity, and usual and 

maximum frequency of alcohol and drug use were also assessed via the K-SADS-P. 

2.3.2.2 Composite International Diagnostic Interview (CIDI) 

The Composite International Diagnostic Interview (CIDI; Janca et al., 1992) is a fully 

structured interview used to assess psychiatric disorders according to DSM-III and ICD-10 

diagnostic criteria.  The CIDI has been shown to have good inter-rater reliability (0.67    0.99) 

(Wittchen et al., 1991) and validity (overall  = 0.77; Janca et al., 1992).  Offspring in the BRFFS 

and CPFFS studies, ages 19 and older, were administered the CIDI at approximately biennial 

intervals to determine the presence or absence of DSM-IV diagnoses. 

2.3.2.3 Composite International Diagnostic Interview Substance Abuse Module (CIDI-

SAM) 

The Composite International Diagnostic Interview Substance Abuse Module (CIDI-SAM; 

Compton et al., 1996; Cottler et al., 1989) is a fully structured interview used to assess past and 

current substance abuse diagnoses for alcohol, tobacco, and nine classes of psychoactive drugs 

according to multiple diagnostic systems (i.e., DMS-III, DSM-III-R, DSM-IV, Feighner, RDC, 

and ICD-10).  The CIDI-SAM has been shown to have good test-retest reliability for DSM-III 

(average  = 0.84) (Cottler et al., 1989) and DSM-IV substance use disorders (average  = 0.78); 

however, test-retest reliability is lower for cannabis use disorders ( = 0.56) (Compton et al., 1996).  

Offspring in the BRFFS and CPFFS studies, ages 19 and older, were also administered the CIDI-

SAM at approximately biennial follow-up visits to measure the quantity, frequency, and pattern of 

substance use. 
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2.3.3 Covariates and Confounds 

2.3.3.1 Hollingshead Four-Factor Index of Socioeconomic Status 

The Hollingshead Four-Factor Index of Socioeconomic Status (Hollingshead, 1975) was 

used to assess SES at each clinical follow-up visit.  Parental SES was calculated from the education 

and occupation of both parents at the time of the first childhood assessment during childhood and 

adolescence, and young adult SES calculated beginning at age 19 based on the offspring’s 

education and occupation.  The current study examined the effect of SES on hypothesized 

structural models by utilizing data from the Hollingshead Four-Factor Index collected at the time 

of study entry.  

2.3.3.2 Drinking and Drug Use During Pregnancy Interview 

Each mother was administered a structured interview, the Drinking and Drug Use During 

Pregnancy, at the time her child was entered into the follow-up study.  The interview covered her 

alcohol, cigarette, and other drug use during each of her pregnancies so that the quantity and 

frequency of these substances could be determined.  The interview format was developed in our 

laboratory and was designed to measure typical and maximal daily use by obtaining information 

for each of several substances, noting the quantity per occasion and the frequency of use.  Daily 

use was multiplied by the number of days in each trimester and accumulated for all three trimesters, 

allowing for the total amount used throughout pregnancy to be calculated.  Because drug use 

involved varying quantities taken by various routes (smoking, intravenous, and inhalation), no 

attempt was made to analyze these data using quantity estimates.  Rather, the number of days any 

drug was used was calculated and used in the analyses.  If the mother had multiple children, she 

was queried concerning each child separately.  Multiple manuscripts have been published from 
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our lab concerning data from this instrument (Hill, Lowers, Locke-Wellman, & Shen, 2000a; Hill, 

Shen, Locke-Wellman, Rickin, & Lowers, 2005; O’Brien & Hill, 2014; Sharma & Hill, 2017).  

2.4 Analytic Plan 

2.4.1 Data Selection 

Among offspring selected for inclusion in the current analyses, age at study entry ranged 

from 7 to 18 years.  Seventy five percent of high- and low-risk offspring entered the study by age 

13.  To minimize the effect of developmental differences on measures of interest, a decision was 

made to use data from the first visit in which each participant completed age-appropriate measures 

of social functioning.  The means and standard errors for age at study entry, age at each measure 

of social functioning, and age at last clinical follow-up are presented in Table 2.   

2.4.2 Data Analyses 

The primary goals of this study were to examine relationships between familial risk status, 

social functioning assessed in childhood, adolescence, and young adulthood, adolescent alcohol 

use, and SUD outcome by young adulthood.  Analyses exploring the main effects of familial risk 

status on observed variables of interest were conducted in SPSS (IBM Corp., 2016); risk-group 

differences on measures of social functioning were assessed with linear mixed models in order to 

account for random effects due to the presence of multiple siblings from the same family in the 

dataset (i.e., non-independence of observations), and alcohol use measures were examined using 
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generalized linear mixed models to also account for the non-normal distribution of these variables.  

SUD outcome was assessed using Cox regression survival analyses, which allows for censoring 

of observations for which survival time is incomplete and correctly incorporates information from 

both censored and uncensored observations in estimating important model parameters. 

This study also sought to use structural equation modeling (SEM) to examine more 

complex, longitudinal relationships among risk, social functioning, and substance use and abuse.  

SEM refers to a collection of related statistical techniques used to evaluate the validity of 

substantive theories with empirical data.  SEM is a hypothesis-driven analytic technique, and its 

overarching goal is to determine whether a hypothesized theoretical model is consistent with the 

data collected to reflect this theory.  Statistically, SEM is related to general linear modeling (GLM), 

and SEM allows for the examination of a set of relationships between one or more independent 

variables, either continuous or discrete, and one or more dependent variables, either continuous or 

discrete.  SEM has rapidly gained popularity across a number of disciplines in the past two decades, 

and there are several significant advantages to the use of these statistical techniques (Kline, 2016; 

Lei & Wu, 2007; Ullman, 2006).  

One significant advantage of SEM, as compared to other GLM techniques, is its ability to 

study the relationships among latent constructs that are indicated by multiple measures.  Latent, 

unobserved variables are those which cannot be measured directly, but are inferred by responses 

to a number of observable indicator variables (e.g. intelligence, reading ability, or social 

functioning).  Latent factors are presumed to causally influence an individual’s performance on 

observable measures, and SEM utilizes confirmatory factor analysis (CFA) to verify hypothesized 

factor structures.  Using observed variables as indicators of latent factors rather than components 

of a scale allows for estimation and removal of measurement error associated with the observed 
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variables.  In general, measuring hypothetical constructs with multiple observed indicators, rather 

than single indicators, tends to increase the reliability of factor measurement (Kline, 2016).  

SEM is also an effective and direct tool for modeling mediation, indirect effects, and other 

complex relationships among variables in both cross-sectional and longitudinal studies; variables 

in SEM models can serve both as a source variable (i.e., an exogenous, independent variable) and 

a result variable (i.e., an endogenous, dependent variable), allowing for analyses of mediation 

(Kline, 2016; Lei & Wu, 2007; Ullman, 2006). 

In conventional SEM, all latent variables and indicators are assumed to be independent 

across units.  However, recent advances in generalized linear latent and mixed modeling 

(GLLAMM; Rabe-Hesketh, Skrondal, & Zheng, 2007) allow for the specification of SEM models 

that include latent and observed variables varying at different levels, and also allow the for the 

modeling of censored outcome variables.  Thus, SEM was identified as the most appropriate 

technique to address the current studies aims.   

To evaluate the study’s first hypothesis, a model was estimated with familial risk as an 

exogenous, independent variable, SUD onset as an endogenous, censored, dependent variable, and 

adolescent alcohol use as a latent factor dependent on risk but predictive of SUD onset (Model A; 

Figure 6). To examine the effect of familial risk status on measures of social functioning, as well 

as interrelationships among social functioning measures collected during different developmental 

periods, familial risk was modeled as an exogenous, independent variable predicting four latent 

social functioning factors: childhood social functioning (measured by the CBCL Social 

Competence and Social Problems scales), adolescent social support - parents (modeled by the 

LISRES-Y Parent Stressor and Parent Resource scales), adolescent social support – peers 

(modeled by the LISRES-Y Friend Stressor and Friend Resource scale), and young adult social 
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functioning (modeled by the MPQ Alienation and Social Closeness scales; Model B, Figure 8.  

The third hypothesized model (Model C, Figure 10) aimed to examine whether social functioning 

mediated the relationship between familial risk status and SUD outcome and allowed for 

examination of relationships among all constructs of interest, as well as the ability to examine 

indirect influences of familial risk on SUD outcome via both social functioning and adolescent 

alcohol use. In the hypothesized model, latent factors of childhood social functioning, adolescent 

parent and peer support, young adult social functioning, and adolescent alcohol use were measured 

as previously described above for hypothesized Models A and B. All SEM analyses were 

conducted in Mplus (Muthén & Muthén, 2017) and broadly followed the guidelines established by 

Kline (2016).   
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3.0 Results 

3.1 Preliminary Analyses 

3.1.1 Sample Characteristics 

A total of 137 high-risk (62 male, 75 female) and 122 low-risk (74 male, 48 female) 

offspring from 170 separate family pedigrees were included in the current analyses.  Eighty-five 

high-risk and 85 low-risk pedigrees were represented; there were 101 pedigrees from which one 

third-generation offspring was included (HR = 47, LR = 54), 53 pedigrees from which two third-

generation offspring were included (HR = 27, LR = 26), 12 pedigrees from which three third-

generation offspring were included (HR = 8, LR = 4), and 4 pedigrees from which four third-

generation offspring were included (HR = 3, LR = 1).  A family identification number was included 

as a random effect in all data analyses to account for non-independence of observations from 

siblings within the same nuclear family. 

Among the high-risk offspring, there were 102 participants with a parent diagnosed with 

alcohol dependence (AD): 25 participants for whom both parents were affected and 77 participants 

for whom one parent was affected and one parent was unaffected.  Additionally, there were 17 

high-risk offspring with both biological parents unaffected by AD and 18 high-risk offspring for 

whom one parent’s AD status was known to be negative and the co-parent’s AD status was 

unavailable.  Importantly, the number of second-degree relatives affected by AD was similar (i.e., 

> 3.0) regardless of parental AD status (Table 1).  
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Demographic data for high- and low-risk offspring are presented in Table 2. High- and 

low-risk groups had similar age at study entry [F(1,139.87) = 0.95, p = 0.33], age at CBCL 

assessment [F(1,139.74) = 0.86, p = 0.36], age at LISRES-Y assessment [F(1,142.77) = 0.02, p = 

0.88], and age at MPQ assessment [F(1,175.75) = 3.04, p = 0.10].  High- and low-risk participants 

did not differ on the total number of assessments across the study [F(1,155.55) < 0.01, p = 0.97], 

number of assessments in childhood/adolescence [F(1,143.76) = 0.65, p = 0.42], or number of 

assessments in young adulthood [F(1,161.39) = 1.52, p = 0.22].  High-risk offspring were 

significantly older (i.e., by < 1.5 years) than low-risk controls at age of last assessment 

[F(1,164.79) = 8.27, p = 0.01].  Participants were followed for an average of 14.4 years (SD = 4.8) 

and data from a total of 2,387 assessments were used in the current analyses. 

High- and low-risk groups had similar racial/ethnic composition [2 = 2.66, p = 0.45]. The 

percent of male versus female offspring in the high- and low-risk samples was significantly 

different [2 = 6.14, p = 0.02], such that there was a higher percentage of female offspring in the 

high-risk (54.7%) than low-risk (39.3%) group.  High-risk offspring had significantly lower SES 

than low-risk controls [F(1,167.10) = 19.85, p < 0.001], though groups were in adjacent social 

strata (skilled craftsmen, clerical, sales workers and medium business, minor professional, 

technical, respectively; Hollingshead, 1975).  All subsequent analyses included sex and SES as 

covariates.  
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3.2 Main Effects of Familial Risk 

3.2.1 Adolescent Alcohol Use 

A total of 190 offspring reported any alcohol use prior to the age of 19, with high-risk 

offspring (n = 119) significantly more likely to endorse adolescent alcohol use than low-risk 

controls (n = 71; 2 = 27.13, p < 0.001).  To examine the hypothesis that high-risk offspring would 

have higher rates of adolescent alcohol use, generalized linear mixed models (described above) 

with risk as the independent variable were conducted within the sample of subjects who reported 

any alcohol use during adolescence. Unstandardized means for high- and low-risk offspring are 

reported in Table 3 and presented in Figure 1 and Figure 2.  

3.2.1.1 Age of Onset 

Among adolescents who reported any alcohol use during adolescence, high-risk offspring 

had significantly earlier ages at first drink [F(1,72.52) = 4.14, p = .04] and age of onset of regular 

(i.e., monthly) drinking than low-risk controls [F(1,76.05) = 14.00, p = 0.001]. 

3.2.1.2 Frequency of Drinking 

Risk groups did not differ on measures of usual frequency of drinking [F = 0.98, p = 0.32] 

or maximum frequency of drinking [F = 0.47, p = 0.49]. 

3.2.1.3 Quantity per Occasion 

High-risk offspring reported higher usual quantity per occasion [QPO; F(1,85.49) = 3.99, 

p = 0.049] and higher maximum QPO [F(1,72.99) = 5.34, p = 0.02].  Binge-drinking, which was 
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defined as 5 or more drinks for males and 4 or more drinks for females, was more prevalent among 

high-risk offspring (2 = 26.58, p < 0.001).  Both high-risk males (2 = 20.85, p < 0.001) and 

high-risk females (2 = 5.56, p = 0.02) were more likely to engage in binge drinking than sex-

matched low-risk controls. 

3.2.2 Substance Use Disorder Outcome 

In order to provide an age of onset for SUD that covered both childhood/adolescence and 

young adulthood, SUD outcome data was derived from Kiddie Schedule for Affective Disorders 

and Schizophrenia – Present Version (K-SADS-P), Composite International Diagnostic Interview 

(CIDI), and CIDI-Substance Abuse Module (CIDI-SAM) data collected at each clinical follow-up 

visit that occurred across adolescence and young adulthood.  Age of SUD onset was also derived 

from these measures.  Given the increased risk for both alcohol and drug use disorders among high 

risk offspring (Hill et al., 2008; Hill et al., 2011), individuals meeting criteria for alcohol abuse, 

alcohol dependence, drug abuse, and/or drug dependence were classified as SUD positive.  K-

SADS data, collected across multiple longitudinal assessments, was also used to determine 

measures of adolescent alcohol use.  

To examine the hypothesis that high-risk offspring would have higher rates of SUD by 

young adulthood, Cox regression survival analyses (also described above) were performed.  High-

risk offspring were significantly more likely to develop an SUD in young adulthood than low-risk 

offspring (B = 1.25, Wald = 25.52, p < 0.001; Figure 5). Both high-risk males (B = 1.35, Wald = 

18.76, p < 0.001) and high-risk females (B = 1.24, Wald = 8.88, p < 0.01) were more likely to 

develop SUD by young adulthood than sex-matched low-risk controls.  
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3.2.3 Social Functioning 

General linear mixed models were used to analyze the hypothesis that high-risk offspring 

would have deficits in social functioning measured in childhood, adolescence, and young 

adulthood.  High-risk offspring had significantly lower scores than low-risk controls on the Social 

Competence scale of the CBCL [F(1,152.46) = 6.15, p = 0.014], the LISRES-Y Parent Resources 

scale [F(1,136.95) = 4.55, p = 0.035], the LISRES-Y Friend Resources scale [F(1,156.31) = 4.54, 

p = 0.035], and the MPQ Social Closeness scale [F(1,112.37) = 4.25, p = 0.042], and significantly 

higher scores than low-risk controls on the LISRES-Y Parent Stressors scale [F(1,135.16) = 17.07, 

p < .0001], LISRES-Y Friend Stressors scale [F(1,150.01) = 14.94, p < 0.001], and MPQ 

Alienation scale [F(1,101.04) = 10.75, p = 0.001].  High- and low-risk offspring did not 

significantly differ on the Social Problems scale of the CBCL [F(1,153.13) = 0.41, p = 0.52]. 

Unstandardized means for high- and low-risk offspring are reported in Table 4 and standardized 

(z) scores for high- and low-risk offspring on measures of social functioning are presented in 

Figure 3.   

3.3 Covariates of Interest 

Given significant differences in SES and gender composition in the high- and low-risk 

samples, the main effects of these demographics on variables of interest was examined.  

Additionally, the main effect of personal exposure to alcohol on social functioning variables was 

examined. 
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3.3.1 Main Effects of Sex 

There was no significant main effect of sex on CBCL Social Competence [F(1,256.44) = 

0.73, p = 0.79], CBCL Social Problems [F(1,254.80) = 1.03, p = 0.31], LISRES-Y Parent Stressors 

[F(1,251.56) = 0.76, p = 0.39], LISRES-Y Friend Stressors [F(1,254.05) < 0.001, p = 0.99], or 

MPQ Alienation [F(1,251.99) = 0.17, p = 0.68].  There were significant main effects of sex on 

LISRES-Y Friend Resources [F(1,247.08) = 13.55, p < 0.001] and MPQ Social Closeness 

[F(1,256.65) = 7.82, p = 0.006], such that females had higher scores than males. There was also a 

significant main effect of sex on LISRES-Y Parent Resources, such that males had higher scores 

than females [F(1,245.86) = 4.34, p = 0.041], though the strength of this relationship was 

attenuated when familial risk status was included as a covariate [F(1,244.19) = 3.18, p = 0.08].  

Standardized (z) scores for high- and low-risk male and female offspring on measures of social 

functioning are presented in Figure 4.  No significant risk by sex interactions were observed (all p 

> 0.20). 

Across the sample, SUD outcome did not significantly differ by sex (B = 0.23, Wald = 

1.23, p = 0.27). Among offspring who reported any adolescent alcohol use, there were significant 

main effects of sex on usual QPO [F(1,126.05) = 9.23, p = 0.003] and maximum QPO [F(1,127.97) 

= 6.26, p = 0.01] such that males reported drinking higher quantities than females.  No effects of 

sex were observed on usual [F(1,126.70) = 0.01, p = 0.99] or maximum frequency of drinking 

[F(1,128.00) = 0.15, p = 0.70]. No significant risk by sex interactions were observed (all p > 0.20).  
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3.3.2 Main Effects of Socioeconomic Status 

There were significant main effects of SES on CBCL Social Problems [F(66,192.00) = 

1.39, p = 0.045], MPQ Alienation [F(66,121.86) = 1.47, p = 0.033], and MPQ Social Closeness 

[F(66,128.55) = 1.45, p = 0.038]. Marginal effects of SES were observed on CBCL Social 

Competence [F(66,131.09) = 1.35, p = 0.08], Parent Stressors [F(66,111.00) = 1.37, p = 0.08],  

Parent Resources [F(66,140.54) = 1.39, p = 0.055] and Friend Resources [F(66,139.65) = 1.38, p 

= 0.059]. There was also a main effect of SES on Friend Stressors [F(66,86.62) = 1.60, p = 0.021], 

though the strength of this relationship was attenuated when familial risk status was included as a 

covariate [F(1,171.08) = 0.97, p = 0.33].  For the aforementioned effects, lower SES was associated 

with poorer social functioning. No significant risk by SES interaction effects were observed for 

these variables (all p > 0.20). 

Across the sample, SUD outcome was significantly affected by SES (B = -0.033, Wald = 

14.56, p < 0.001), such that lower SES predicted a higher likelihood of SUD. Among offspring 

who reported any adolescent alcohol use, there were marginally significant effects of SES on usual 

QPO [F(59,93.51) = 1.42, p = 0.06] and maximum QPO [F(59,72.15) = 1.39, p = 0.09].  No effects 

of SES were observed on usual [F(59,81.66) = 0.55, p = 0.99] or maximum frequency of drinking 

[F(59,128.00) = 0.69, p = 0.95].  No significant risk by SES interaction effects were observed for 

SUD outcome (p > 0.20). 

3.3.3 Main Effects of Personal Alcohol Exposure 

Among offspring who reported using any alcohol use before the age of LISRES-Y or MPQ 

assessment, the lifetime number of drinks consumed prior to each social functioning assessment 
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was calculated by multiplying usual frequency of drinking by usual quantity per occasion for each 

age after the onset of alcohol use, then summing across childhood visits prior to age at the time of 

assessment.  Linear mixed models were then repeated with risk as the independent variable, social 

functioning measures as the dependent variables, and total number of drinks before assessment as 

a covariate.  Across the sample, there were 44 participants (HR = 30, LR = 14) who reported 

alcohol use prior to LISRES-Y assessment, with personal exposure ranging from 12 – 1892 total 

alcoholic drinks.  High-risk offspring were more likely than low-risk offspring to have had 

personal exposure to alcohol before the LISRES-Y (2 = 4.97, p = 0.03), though amount of 

exposure at the time of the LISRES-Y did not differ by risk status within this subsample [F(1,42) 

= 1.83, p = 0.19].  Among offspring who had personal exposure to alcohol before LISRES-Y data 

was collected, there was no significant relationship between total number of lifetime drinks and 

scores on the Parent Stressor scale [F(1,29.74) = 0.001, p = 0.98], Parent Resource scale 

[F(1,23.78) = 2.71, p = 0.12], Friend Stressor scale [F(1,18.91) = 1.02, p = 0.33], or Friend 

Resource scale [F(1,0.52)= 0.72, p = 0.64].  

There were 188 participants (HR = 116, LR = 72) for whom age of onset of regular (i.e., 

monthly) drinking preceded the age of MPQ assessment, with personal exposure ranging from 12 

– 3336 total alcoholic drinks. High-risk offspring were more likely than low-risk offspring to have 

had personal exposure to alcohol before the MPQ (2 = 21.35, p < 0.001), though amount of 

exposure at the time of assessment did not differ by risk status within this subsample [F(1,120.35) 

= 0.52, p = 0.47]. After controlling for total personal exposure to alcohol at the time of MPQ 

assessment, risk-group differences remained significant for both the Alienation [F(1,106.43) = 

10.00, p < 0.01] and Social Closeness scales [F(1,113.04) = 4.30, p = 0.04]. There was no main 
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effect of total alcohol exposure on either MPQ scale [F(1,252.05) = 1.02, p = 0.31 and F(1,254.95) 

= 0.08, p = 0.78, respectively].  

3.3.4 Main Effects of Prenatal Exposures 

3.3.4.1 Prenatal Alcohol Exposure 

Mothers of 69 offspring (HR = 53, LR = 16) reported using any alcohol during pregnancy, 

and high-risk offspring were significantly more likely to have been exposed to alcohol prenatally 

than low-risk controls (2 = 21.59, p < 0.001).  Among offspring whose mothers reported any 

alcohol use during pregnancy, total number of drinks ranged from 3 to 2160 (mean = 135.17, 

median = 27.00), and was marginally higher among high-risk families [F(1,51.83) = 3.04, p = 

0.09].  After accounting for familial risk status, offspring with prenatal alcohol exposure did not 

differ from unexposed participants on measures of social competence [F(1,253.82) = 1.44, p = 

0.23], social problems [F(1,249.74) < 0.01, p = 0.94], parent stressors [F(1,253.49) = 1.60, p = 

0.21], parent resources [F(1,253.88) < 0.01, p = 0.96], friend stressors [F(1,253.90) = 0.27, p = 

0.60], friend resources [F(1,254.98) = 2.72, p = 0.10], or social closeness [F(1,236.68) = 0.04, p = 

0.85].  Prenatal alcohol exposure was associated with significantly higher alienation scores 

[F(1,241.73) = 4.85, p = 0.03].  

Among offspring with any prenatal alcohol exposure, higher rates of maternal alcohol use 

during pregnancy (i.e., more total drinks) were significantly associated with lower scores on the 

CBCL Social Competence scale [F(34,5.20) = 11.42, p < 0.01] and LISRES-Y Parent Resources 

scale [F(34,32.00) = 1.98, p = 0.03].  Dose-dependent relationships were not observed for the 

CBCL Social Problems scale, LISRES-Y Parent Stressor scale, LISRES-Y Peer Stressor scale, 

LISRES-Y Peer Resources scale, MPQ Alienation scale, or MPQ Social Closeness scale (all p > 
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0.20).  After controlling for familial risk status, there was not a statistically significant difference 

in SUD outcome between individuals with and without prenatal drug exposure in this sample (B 

= 0.04, SE = 0.33, Wald = 0.02, p = 0.90), nor was there a significant effect of amount of prenatal 

exposure among offspring whose mothers reported any alcohol use during pregnancy (B < 0.01, 

SE < 0.01, Wald = 0.57, p = 0.45). Among offspring with any prenatal alcohol exposure, no dose-

dependent relationships were observed on measures of adolescent alcohol use (all p > 0.40).  

3.3.4.2 Prenatal Drug Exposure 

Mothers of 22 offspring (HR = 21, LR = 1) reported using any drugs during pregnancy, 

and high-risk offspring were significantly more likely to have been exposed to drugs prenatally 

than low-risk controls (2 = 17.48, p < 0.001).  Number of days of drug use ranged from 3 to 270 

(mean = 69.41, median = 15.00).  Risk group differences in number of days of use were not 

analyzed due to the presence of only one affected low-risk offspring.  After accounting for familial 

risk status, offspring with prenatal drug exposure did not differ from unexposed participants on 

the CBCL Social Competence scale [F(1,159.2) = 2.29, p = 0.13], CBCL Social Problems scale 

[F(1,162.32) < 0.01, p = 0.96], LISRES-Y Parent Stressor scale [F(1,143.28) = 2.41, p = 0.12], 

LISRES-Y Parent Resource scale [F(1,153.57) = 1.60, p = 0.21], or LISRES-Y Friend Stressor 

scale [F(1,152.55) = 2.03, p = 0.16].  There was a significant effect of any prenatal drug exposure 

on LISRES-Y Friend Resources [F(1,151.45) = 5.69, p = 0.02], such that offspring with prenatal 

exposure had lower scores than unexposed offspring.  Individuals with any prenatal drug exposure 

also had marginally higher scores on the MPQ Alienation scale [F(1,186) = 3.93, p = 0.05] and 

marginally lower scores on the MPQ Social Closeness scale [F(1,186) = 3.47, p = 0.06].  Analyses 

of the main effect of number of days of drug use during pregnancy among offspring with any 

prenatal drug exposure were not conducted due to the small sample size (n = 22).  After controlling 
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for familial risk status, there were not a statistically significant differences in SUD outcome 

between individuals with and without prenatal drug exposure in this sample (B = -0.11, SE = 0.22, 

Wald = 0.26, p = 0.61), nor was there a significant effect of amount of prenatal exposure among 

offspring whose mothers reported any drug use during pregnancy (B < 0.01, SE < 0.01, Wald = 

0.18, p = 0.67). 

3.3.4.3 Prenatal Cigarette Exposure 

Mothers of 70 offspring (HR = 56, LR = 14) reported using any cigarettes during 

pregnancy, and high-risk offspring were significantly more likely to have been exposed to 

cigarettes prenatally than low-risk offspring (2 = 28.28, p < 0.001).  Among offspring whose 

mothers reported any cigarette use during pregnancy, total packs of cigarettes ranged from 18 to 

810 (mean = 158.14, median = 135.00), and total packs of cigarettes during pregnancy did not 

significantly differ between risk groups [F(1,49.95) = 1.57, p = 0.22].  Offspring of mothers who 

used cigarettes during pregnancy had significantly higher scores on the CBCL Social Problems 

scale [F(1,132.22) = 7.86, p < 0.01] and MPQ Alienation scale [F(1,186.00) = 12.96, p < 0.001], 

and significantly lower scores on the LISRES-Y Friend Resource scale [F(1,129.45) = 6.99, p < 

0.01], than offspring without any prenatal cigarette exposure.  Offspring with prenatal cigarette 

exposure did not differ from unexposed offspring on the CBCL Social Competence scale 

[F(1,142.94) = 0.83, p = 0.36], LISRES-Y Parent Stressor scale [F(1,114.92) = 1.05, p = 0.31], 

LISRES-Y Friend Stressor scale [F(1,124.76) < 0.01, p = 0.97], LISRES-Y Parent Resource scale 

[F(1,137.07) = 0.75, p = 0.39], or MPQ Social Closeness scale [F(1,186.00) < 0.01, p = 0.94].   

Among offspring with any prenatal cigarette exposure, no significant relationships were 

observed between the number of packs of cigarettes used during pregnancy and measures of social 

functioning (all p > 0.50).  After controlling for familial risk status, there was not a statistically 
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significant difference in SUD outcome between individuals with and without prenatal cigarette 

exposure in this sample (B = -0.03, SE = 0.23, Wald = 0.01, p = 0.91), nor was there a significant 

effect of amount of prenatal exposure among offspring whose mothers reported any cigarette use 

during pregnancy (B < 0.01, SE < 0.01, Wald = 0.18, p = 0.67). 

3.4 Structural Equation Modeling 

Structural equation modeling (SEM) was utilized to examine longitudinal relationships 

among measures of social functioning, familial risk status, adolescent alcohol use, and SUD 

outcome, and to address the three study hypotheses. SEM was deemed to be an appropriate 

procedure for the current study because of its ability to examine complex relationships with 

predictors simultaneously using multivariate analyses, model familial relatedness/nested data, 

control for error, and operate with non-normal data (Kline, 2016; Lei & Wu, 2007; Ullman, 2006).  

To evaluate the three hypothesized models, confirmatory factor analysis (CFA) was first 

used to evaluate the measurement model.  For models with poor fit, model re-specification was 

conducted and fit was re-assessed.  After a measurement model with good fit was identified, path 

analysis was conducted to examine relationships among observed and latent constructs of interest.  

Full models were estimated with all paths between latent factors freely estimated and with fixed 

parameters consistent with study hypotheses.  

All models were estimated using the MLR command in Mplus which allows for maximum 

likelihood parameter estimates with standard errors and chi-square test statistics that are robust to 

non-normality and non-independence of observations (Satorra, 2000).  Due to the presence of 

continuous, non-normal outcome variables, chi-square difference testing for nested models was 
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calculated with the Satorra-Bentler scaled chi-square difference test (Satorra & Bentler, 2010). 

Because traditional model fit indices in Mplus are not generated with censored outcome variables, 

all models that included SUD outcome were respecified using a binary indicator of SUD outcome 

(yes vs. no) and estimated using weighted least square means and variance (WLSMV). 

The following fit statistics were examined when evaluating overall model fit. The Model 

Chi-Square (χ2) statistic assesses overall fit in terms of the discrepancy between the sample and 

fitted covariance matrices.  The associated null hypothesis presumes that the model fits the sample 

perfectly, so smaller χ2 values, and higher associated p values, are associated with better model fit. 

A generally supported cut-off value for this statistic is p > 0.05.  The Root Mean Standard Error 

of Approximation (RMSEA) is a parsimony-adjusted index and values closer to 0 represent a good 

fit, with a cut-off value of RMSEA < 0.08 for a good-fitting model.  The value of the Non-Normed 

Fit Index, also called the Tucker Lewis Index (TLI) corresponds to the percentage by which the 

model of interest improves fit relative to the null model, and values equal to or higher than 0.95, 

which indicate improvement of fit by at least 95%, suggest good fit.  The Comparative Fit Index 

(CFI) is a revised form of the TLI that is less sensitive to sample size.  Like the TLI, this index 

compares the fit of the target model to the fit of the null model, and values equal to or greater than 

0.90 indicate good fit.  The Standardized Root Mean Square Residual (SRMR) reflects the square-

root of the difference between the residuals of the sample covariance matrix and the hypothesized 

model; lower values indicate better fit, with a cutoff value of < 0.08.  Lastly, the weighted root 

mean square residual (WRMR) uses a variance-weighted approach that is well-suited for models 

whose variables measured on different scales or have widely unequal variances. The WRMR is 

also appropriate for use with categorical variables and non-normally distributed data; values <1.0 

reflect adequate model fit.  Model fit statistics, reported below, are presented in Table 7.  
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With regard to missing data, the current study selected a subset of high- and low-risk 

offspring for whom data on all measures of interest was available in order to facilitate examination 

of longitudinal associations between age-appropriate measures of social functioning, adolescent 

alcohol use, and SUD outcome.  

3.4.1 Hypothesis 1: Risk, Adolescent Alcohol Use, and Substance Use Disorder Outcome 

The first hypothesized model (Model A) examined relationships between familial risk, 

adolescent alcohol use, and SUD outcome.  Risk status was considered an independent, observed 

variable, and SUD status in young adulthood was modeled as an observed outcome with survival 

analysis.  In the hypothesized model, adolescent alcohol use was modeled as a latent variable 

comprised of usual quantity per occasion and maximum quantity per occasion, calculated across 

annual childhood K-SADS assessments.  Significant paths were hypothesized among all three 

constructs.   

3.4.1.1 Correlations Among Alcohol Use Variables 

Bivariate correlations, as well as partial correlations controlling for the effects of familial 

risk status and sex, were calculated among the six observed measures of adolescent alcohol use: 

age at first drink, age of onset of regular (i.e., monthly) drinking, usual frequency, maximum 

frequency, usual quantity per occasion (QPO), and maximum QPO (Table 5).  For adolescents 

who reported alcohol use during adolescence (n = 190), significant relationships were observed 

among variables assessing age of onset, frequency of use, and QPO.  Specifically, the two age of 

onset variables (i.e., age at first drink and age of onset of regular drinking) were significantly 

correlated (r = 0.54, p < 0.001); onset of regular drinking, but not age at first drink, was 
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significantly related to usual and maximum frequency of drinking (r = -0.24, p = 0.001; r = -0.26, 

p = 0.001), as well usual and maximum QPO (r = -0.25, p = 0.001; r = -0.31, p < 0.001).  Significant 

pairwise correlations were also observed for all relationships among measures of frequency and 

QPO (0.42  r  0.83, all p < 0.001), with particularly high coefficients for the pairs of frequency 

(b = 0.58) and QPO (b = 0.84) measures. 

3.4.1.2 Measurement Model A 

Confirmatory factory analysis (CFA) was used to examine the initially hypothesized latent 

factor comprised of usual QPO and maximum QPO and its relationship to both familial risk status 

and SUD outcome (Figure 6).  However, the latent variable covariance matrix of the estimated 

model was not positive definite, and modification indices indicated a high degree of collinearity 

between usual and maximum QPO.  Age of onset of regular (i.e., monthly) drinking has also been 

shown to have a significant relationship with both familial risk status and SUD outcome, and a 

modified model was estimated in which the latent factor adolescent alcohol use comprised 

maximum QPO and onset of regular (i.e., monthly) drinking (Figure 7).  This model showed good 

fit to the data [(2(2) = 7.12, p = 0.03, RMSEA = 0.08, CFI = 0.96, TLI = 0.83, SRMR = 0.05] 

and was retained. 

3.4.1.3 Structural Model A 

Analysis of the structural model indicated significant paths between familial risk and 

adolescent alcohol use (b = -0.38, p < 0.001), familial risk and SUD outcome (b = -0.29, p < 0.001), 

and adolescent alcohol use and SUD outcome (b = 0.49, p <0.001).  There was no significant effect 

of sex on adolescent alcohol use (b = -0.07, p = 0.32), though the effect of sex on SUD outcome 

was marginally significant (b = -0.10, p = 0.06).  Both the direct (b = -0.29, SE = 0.07, p < 0.001) 
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and indirect (b = -0.19, SE = 0.05, p < 0.001) pathways between familial risk and SUD onset were 

significant (Figure 7). 

3.4.2 Hypothesis 2: Risk and Social Functioning 

The second hypothesized model (Model B) examined the influence of familial risk status 

on social functioning assessed in childhood, adolescence, and young adulthood, and also examined 

interrelationships among social functioning assessed at each timepoint.  In the hypothesized model, 

childhood social functioning was modeled as a latent variable comprised of the CBCL Social 

Competence scale and the CBCL Social Problems scale.  Latent variables of Adolescent Parent 

Support and Adolescent Peer Support were comprised of the LISRES-Y Parent and Peer Stress 

and Resources scales, respectively, and Young Adult Social Functioning was comprised of the 

MPQ Alienation and MPQ Social Closeness scales.   

3.4.2.1 Correlations Among Social Functioning Variables 

Bivariate correlations and partial correlations controlling for the effects of familial risk 

status and sex were calculated among the six observed measures of social functioning (Table 6).  

After controlling for the effects of risk and sex, significant correlations were observed between 

CBCL Social Competence and Social Problems (r = -0.24, p < 0.001), LISRES-Y Parent Stressors 

and Parent Resources (r = -0.55, p < 0.001), LISRES-Y Peer Stressors and Peer Resources (r = -

0.31, p < 0.001), and MPQ Alienation and Social Closeness (r = -0.41, p < 0.001).   



 53 

3.4.2.2 Measurement Model B 

The hypothesized structural model examining relationships between familial risk status and 

social functioning included four latent social functioning variables, such that the first variable was 

comprised of the CBCL Social Competence and Social Problems scale, the second by the LISRES-

Y Parent Stressors and Parent Resources scales, the third by the LISRES-Y Friend Stressors and 

Friend Resources scales, and the fourth by the MPQ Alienation and Social Closeness scales (Figure 

8). The CFA performed on this model resulted in a non-positive definite covariance matrix and 

modification indices indicated a high degree of collinearity between LISRES-Y Parent Stressors 

and LISRES-Y Parent Resources.  A modified model was estimated in which an observed 

composite score of the LISRES-Y Parent Stressors and LISRES-Y Parent Resources was used in 

place of a latent factor with two indicators.  This model showed good fit to the observed data 

(2(11) = 32.07, p < 0.01; RMSEA = 0.08, CI = 0.047 to 0.115; CFI = 0.90; TLI = 0.78, SRMR = 

0.05) and was retained.  Factor loadings for the latent constructs of Child Social Functioning, 

Adolescent Peer Support, and Young Adult Social Functioning were all significant (p < 0.001; 

Figure 9).  

3.4.2.3 Structural Model B 

Analysis of the structural model (Figure 9) indicated significant relationships between 

familial risk and the three latent variables; childhood social functioning (b = 0.23, p = 0.02), 

adolescent peer support (b = -0.35, p < 0.01), and young adult social functioning (b = -0.24, p < 

0.01).  Risk was also significantly related to the observed composite variable of adolescent parent 

support (-0.26, p < 0.01).  Significant relationships between social functioning variables were also 

observed. Childhood social functioning was related to adolescent peer support (b = -0.64, p < 

0.001) and young adult social functioning (b = -0.45, p <0.001), but not adolescent parent support 
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(b = -0.24, p = 0.29).  Adolescent peer support was related to adolescent parent support (b = 0.93, 

p < 0.001) and young adult social functioning (b = 0.63, p < 0.001), and adolescent parent support 

related to young adult social functioning (b = 0.44, p < 0.001).  There was a significant relationship 

between sex and adolescent peer support (b = -0.21, p = 0.04), but sex did not significantly relate 

to childhood social functioning (b = 0.08, p = 0.46), adolescent parent support (b = 0.08, p = 0.24), 

or young adult social functioning (b = -0.15, p = 0.11).  

3.4.3 Hypothesis 3: Mediation by Social Functioning 

The third hypothesized model (Model C) aimed to examine whether social functioning 

mediated the relationship between familial risk status and SUD outcome and allowed for 

examination of relationships among all constructs of interest, as well as the ability to examine 

indirect influences of familial risk on SUD outcome via both social functioning and adolescent 

alcohol use.  In the hypothesized model, latent factors of childhood social functioning, adolescent 

parent and peer support, young adult social functioning, and adolescent alcohol use were measured 

as previously described above for hypothesized Models A and B.  

3.4.3.1 Measurement Model C 

First, the hypothesized baseline model was assessed with all possible pathways between 

observed and latent variables freely estimated by the model (Figure 10).  As had occurred with 

estimation of Model B, the latent variable covariance matrix of the estimated model was not 

positive definite, and modification indices indicated a high degree of collinearity between 

LISRES-Y Parent Stressors and LISRES-Y Parent Resources.  Accordingly, a modified model 

was estimated in which an observed composite score of the LISRES-Y Parent Stressors and 
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LISRES-Y Parent Resources was used in place of a latent factor with two indicators (Figure 11).  

The modified baseline model, with all paths freely estimated, was found to fit the observed data 

adequately well (2(32) = 47.92, p = 0.04; RMSEA = 0.04, CI = 0.01 to 0.07; CFI = 0.95; TLI = 

0.89, WRMR = 0.66).  

3.4.3.2 Structural Model C 

In the baseline model (Figure 11), main effects of familial risk were observed on childhood 

social functioning (b = 0.22, p = 0.04), adolescent peer support (b = -0.27, p < 0.02), adolescent 

alcohol use (b = 0.38, p < 0.001), and young adult social functioning (b = -0.27, p < 0.01).  There 

was not a significant relationship between risk and adolescent parent support (b = 0.06, p = 0.94).  

With regard to SUD outcome, significant paths were observed from childhood social functioning 

(b = -0.35, p = 0.03), adolescent alcohol use (b = -0.46, p < 0.001), and young adult social 

functioning (b = 0.37, p < 0.01).  Neither adolescent peer (b = -0.24, p = 0.17) nor parent (b = -

0.08, p = 0.50) support was a significant predictor of SUD outcome.  Familial risk status was found 

to have a significant indirect effect on SUD outcome via adolescent alcohol use (b = -0.18, p < 

0.01) and a marginally significant indirect effect via young adult social functioning (b = -0.10, p 

= 0.06).  The direct path between risk and SUD outcome was also marginally significant (b = -

0.19, p = 0.09). A significant path was observed between sex and adolescent peer support (b = -

0.21, p = 0.01), and there was a marginally significant relationship between sex and young adult 

social functioning (b = -0.15, p = 0.07).   

3.4.3.3 Model C Respecification 

In order to identify the most parsimonious model explaining relationships among variables 

of interest, an iterative series of nested models were estimated.  First, paths between risk and all 
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other variables of interest were fixed at zero.  Overall model fit was poor (2(29) = 134.86, p < 

0.001; RMSEA = 0.12, CI = 0.01 to 0.14; CFI = 0.46; TLI = 0.18, WRMR = 1.64) and parameter 

estimates were not interpreted.  When paths between childhood social functioning and all other 

variables of interest were fixed at zero, estimation did not converge and no model was able to be 

fit to the data.  

Next, paths between young adult social functioning and all other variables of interest were 

fixed at zero.  The respecified model fit the data more poorly than the baseline model (2(32) = 

69.14, p < 0.001; RMSEA = 0.07, CI = 0.05 to 0.09; CFI = 0.85; TLI = 0.75, WRMR = 1.04), 

though similar significant relationships among remaining variables were observed.  Additionally, 

significant paths between childhood social functioning and SUD outcome (b = -0.30, p < 0.01), as 

well as adolescent peer support and SUD outcome (b = 0.25, p = 0.03) emerged.  

A model with improved overall fit was identified when paths involving both adolescent 

parent support and adolescent peer support were fixed at zero; 2(15) = 25.76, p = 0.041; RMSEA 

= 0.05, CI = 0.01 to 0.09; CFI = 0.95; TLI = 0.88, WRMR = 0.60.  Parameter estimates indicated 

that sex did not significantly relate to any latent or observed variables in the model, and a final 

model was estimated in which these relationships were fixed at zero.  The overall model fit was 

further improved (2(12) = 15.67, p = 0.21; RMSEA = 0.03, CI = 0.01 to 0.08; CFI = 0.98; TLI = 

0.96, WRMR = 0.49), and a final model was accepted with the following effects of interest (Figure 

12).  Using Satorra-Bentler's Maximum Likelihood Mean Adjusted Chi-Square Difference Test, 

this model was shown to be a significantly better fit to the data than the originally accepted Model 

C (2 (20) = 32.14, p = 0.04).  

In the final model, familial risk status was significantly related to childhood social 

functioning (b = 0.21, p < 0.05), adolescent alcohol use (b = -0.38, p < 0.001), and young adult 
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social functioning (b = -0.24, p < 0.01), and each of these variables was significantly related to 

SUD outcome (familial risk: b = -0.17, p < 0.05; childhood social functioning: b = -0.19, p < 0.05; 

adolescent alcohol use: b = 0.46, p < 0.001; young adult social functioning: b = 0.33, p < 0.01) . 

The relationship between child and young adult social functioning was significant (b = -0.40, p < 

0.001), though, contrary to hypotheses, neither childhood (b = 0.02, p = 0.83) nor young adult (b 

= -0.13, p = 0.15) social functioning was significantly related to adolescent alcohol use.  Significant 

indirect pathways between familial risk and SUD outcome were identified via each latent construct 

independently, though no significant paths between familial risk and SUD outcome via any two 

latent constructs were observed (all p > 0.40).   Parameter estimates for the final mediation model 

are presented in Figure 12.  
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4.0 Discussion 

4.1 Summary 

The current study aimed to examine: 1) whether there were risk-group differences in 

adolescent alcohol use and SUD outcome in a sample of offspring at high and low familial risk for 

AUD; 2) whether high-risk offspring had deficits on measures of social functioning collected 

during childhood, adolescence, and young adulthood; and 3) whether deficits in social functioning 

mediated the relationship between familial risk status and SUD outcome by young adulthood.  The 

results indicated that high-risk offspring were more likely to engage in alcohol use during 

adolescence and develop SUD by young adulthood, and had lower scores on parent- and self-report 

measures of social functioning across developmental periods.  Furthermore, less adaptive social 

functioning reported during both childhood and young adulthood partially mediated the 

relationship between risk and SUD outcome. 

4.2 Familial Risk, Adolescent Alcohol Use, and Substance Use Disorder Outcome 

Consistent with this study’s hypotheses, high-risk offspring from multiplex families were 

more likely to engage in alcohol use as adolescents, had earlier onsets of regular (i.e., monthly) 

drinking, consumed greater usual and maximum quantities of alcohol per occasion after the onset 

of regular drinking, and were more likely to engage in binge drinking than low-risk controls.  High-

risk offspring were also significantly more likely to develop SUD by young adulthood and had 
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higher rates of alcohol, drug, and polysubstance use disorders than low-risk controls.  These 

findings are consistent with extant research on the increased risk for problematic use of alcohol 

and other substances among those at high familial risk for AUD.   

Twin, adoption, and family studies have provided significant evidence that AUD runs in 

families, and recent meta-analyses estimate the heritability of AUD to be 0.52 for males and 0.44 

for females (Verhulst, Neale, & Kendler, 2015).  Offspring of parents with AD are 4-10 times 

more likely to develop AUD than offspring of non-alcoholics (Cloninger, Bohman, & Sigvardsson, 

1981; Chassin, Curran, Hussong, & Colder, 1996; Donovan, 2004; Goodwin, Schulsinger, 

Hermansen, Guze, & Winokur, 1973), and offspring with particularly dense or multigenerational 

family histories are at even greater risk (Dawson & Grant, 1998; Hill et al., 2008; Hill, Tessner, & 

McDermott, 2011).  Parental AUD has also been shown to increase risk for the use and abuse of 

other drugs in adolescence (Hussong, Huang, Serrano, Curran, & Chassin, 2012), as well as other 

SUD in young adulthood (Hill et al., 2008; Hill et al., 2011).  Thus, results indicating heavier 

drinking (i.e., greater quantity per occasion) and higher rates of SUD among high-risk offspring in 

the current sample are consistent with prior research demonstrating increased risk of both 

adolescent alcohol use and SUD by young adulthood among those at high familial risk for AUD.  

Although high-risk offspring consumed greater usual and maximum quantities of alcohol 

per occasion and were more likely to engage in binge drinking, high- and low-risk offspring were 

not found to differ on measures of usual and maximum frequency of alcohol use during 

adolescence.  Post-hoc analyses indicated that there were significant risk-group differences in 

usual frequency of drinking in young adulthood, such that high-risk offspring reported using 

alcohol more frequently than low-risk controls (HR M = 5.5 occasions per month, LR M = 3 

occasions per month, p < 0.001).  These findings are consistent with the social control/opportunity 
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model of genetic risk for a range of substance use outcomes, which suggests that genetic influences 

are greater when social control is reduced (e.g., low parental monitoring) or social opportunity is 

high (e.g., affiliations with deviant peers) because these environments provide individuals with 

more opportunity to express any genetic predisposition (Cooke et al., 2015; Dick et al., 2007; 

Shanahan & Hofer, 2005).  Similarly, twin studies have indicated that the relative importance of 

genetic influences on alcohol outcomes increases as individuals enter young adulthood, at which 

time the influence of both formal (e.g. legal prohibition) and information (e.g. parental 

supervision) social controls may be reduced or removed (Dick, 2011).  In the current study, 

adolescent alcohol use was assessed between the ages of 8 – 18, and thus only captured alcohol 

use before the legal age of 21.  Other environmental factors likely affect the frequency of access 

to alcohol during adolescence and thus, this measure of use may not accurately reflect patterns of 

alcohol use once it becomes legally available.  In contrast, quantity of alcohol consumed per 

occasion may be more closely related to characteristics of the individual and less sensitive to social 

controls.  The relationship between frequency of drinking and familial risk status may be 

dependent on the age at which this measure is assessed, such that family history predicts frequency 

of drinking in young adulthood, but not adolescence.  

The broader literature on adolescent alcohol use, and well as the prevalence of AUD and 

other SUD across the lifespan, has identified significant sex differences on metrics of use and 

abuse of alcohol and other substances, as well as some evidence of sex-specific trajectories of risk 

and resilience (Dir, Bell, Adams, & Hulvershorn, 2017; Schulte, Ramo, & Brown, 2009).  In the 

current study, usual and maximum quantity of alcohol per occasion among adolescents reporting 

any alcohol use did show significant effects of sex, such than males reported greater usual and 

maximum quantities per occasion than females.  However, neither rates of adolescent alcohol use 
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nor SUD status by young adulthood significantly differed by sex, such that both male and female 

high-risk offspring were more likely to report adverse outcomes compared to low-risk controls.  

Although these results diverge from findings in community samples, they are consistent with prior 

research on offspring from multiplex AD families in which sex differences are attenuated among 

those at ultra-high risk for AUD (Hill et al., 2008; Hill et al., 2011).  

4.3 Familial Risk and Social Functioning 

Based on the emerging literature demonstrating deficits in social cognition and social 

functioning among high-risk offspring, this project examined whether familial risk affected 

measures of social functioning collected during childhood, adolescence, and young adulthood.  

The results showed that high-risk offspring had poorer performance on measures of social 

functioning collected across developmental periods:  in childhood (mean age = 11.3 years, range 

= 7 – 18 years), high-risk offspring were rated by parents as less socially competent and as having 

more social problems; in adolescence (mean age = 13.7 years, range = 12 – 18 years), high-risk 

youth reported more stressors, as well as fewer resources, in relationships with parents and peers; 

and, in young adulthood (mean age = 19.9 years, range = 17 – 24 years), these high-risk offspring 

reported more alienation and less closeness in social relationships.  Stability of social functioning 

across developmental periods was also observed, as parent-report measures of social functioning 

collected in childhood were significant predictors of self-reported social support in adolescence 

and alienation and social closeness in young adulthood.  
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4.3.1 Childhood Social Competence and Social Problems 

The findings in the current study converge with prior research demonstrating that offspring 

with a family history of AUD are described as less socially competent and as having more social 

problems than their peers by parents, teachers, and classmates in childhood (Christensen & 

Bilenberg, 2000; Eiden, Colder, Edwards, & Leonard, 2009; Eiden et al., 2016; Hussong, Zucker, 

Wong, Fitzgerald, & Puttler, 2005).  Social competence is a broadly adaptive individual-

differences characteristic that encompasses several related interpersonal skills.  In childhood, 

social competence reflects social cognition, emotional self-regulation, positive communication, 

and prosocial relationships with family members, peers, and teachers (Ladd, 2005).  Prior studies 

have shown that social cognitive abilities account for a large proportion of variance in social 

competence (Ford, 1982).  More specifically, social competence has been shown to correlate with 

individual differences in theory of mind (Bosacki & Wilde, 1999; Lalonde & Chandler, 1995; 

Liddle & Nettle, 2006; McGuire & Weisz, 1982; Rubin et al., 1997; Walker, 2005) and emotional 

face processing abilities (Nowicki & Mitchell, 1998).  Social adjustment, a related concept 

encompassing the degree to which children get along with their peers, the extent to which they 

engage in adaptive, competent social behavior, and the degree to which they inhibit aversive, 

incompetent behavior, has also been theoretically and empirically linked to social cognitive 

abilities (Crick & Dodge, 1994).  Previous research has also shown that offspring from multiplex, 

AD families show more inhibited play behavior with other children in childhood, and spend 

significantly more time staring, less time speaking, and more time proximate to their parent than 

low-risk controls (Hill, Lowers, Locke, Snidman, & Kagan, 1999).  These behaviors have 

previously been shown to relate to an inhibited temperament, which in turn predicts a tendency to 
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be socially avoidant in unfamiliar social situations (Kagan, Reznick, Snidman, Gibbons, & 

Johnson, 1988).  

4.3.2 Adolescent Social Supports and Stressors 

High-risk offspring reported more stressors and fewer supports in relationships with both 

parents and peers, indicating lower perceived social support than low-risk controls in adolescence 

(mean age = 13.7 years, range = 12 – 18 years).  Individuals with AUD and other SUD frequently 

report problems in interpersonal relationships and low levels of perceived social support (Moak & 

Agrawal, 2010; Peirce, Frone, Russell, Cooper, & Mudar, 2000), and some research has reported 

that high-risk offspring are more likely to report lower levels of perceived social support (Barnes, 

Reifman, Farrell, & Dintcheff, 2000; Dunn et al., 2002) than low-risk controls.  In contrast, one 

previous study demonstrated that, in a sample of high- and low-risk offspring (ages 14 – 21) in 

which participants with early-onset SUD were excluded from analyses, familial risk status was not 

significantly related to perceived social support from either family or friends (Averna & 

Hesselbrock, 2001).  However, it is unclear whether this sample reflected relatively resilient high-

risk youth who were free of substance-related problems in adolescence and young adulthood.  

Thus, these results may not generalize to offspring with early-onset adolescent alcohol use or SUD 

by young adulthood.  

Social support has been broadly defined as ‘support accessible to an individual through 

social ties to other individuals, groups, and the larger community’ (Lin, Ensel, Simeone, & Kuo, 

1979), with perceived social support referring to subjective perceptions of available supports.  

Early theories of perceived social support inferred strong relationships between perceived and 

actual received supportiveness, though subsequent research failed to demonstrate significant 
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associations between these constructs.  Instead, many studies have shown that perceived social 

support is a stronger predictor of mental health outcome than actual or observed social support 

(Lakey & Drew, 1997).  Accordingly, some researchers have hypothesized that perceived social 

support is a construct best understood as a social-cognitive correlate.  In support of this hypothesis, 

perceived social support has been shown to influence how children, adolescents, and adults 

interpret novel supportive behaviors, as well as their ability to recall both supportive and 

unsupportive behaviors (Lakey & Drew, 1997).  Recent neuroimaging studies with healthy young 

adults have provided evidence for common neural underpinnings of perceived social support and 

social cognition; perceived social support has been found to significantly correlate with GM 

volumes of the amygdala, cingulate cortex, fusiform cortex, and insula (Che et al., 2014; Li et al., 

2014; Sato et al., 2016).  Thus, observed deficits on measures of perceived social support from 

family members and friends among high-risk offspring may partially reflect underlying social 

cognitive abilities.  Nonetheless, it is possible that risk-group differences in this sample reflect 

exogenous environmental consequences associated with parental AUD rather than genetically 

driven risk factors within the individual.  

4.3.3 Young Adult Alienation and Social Closeness 

High-risk offspring had elevated scores on the alienation subscale and reduced scores on 

the social closeness subscale of the MPQ in young adulthood (mean age = 19.9 years, range = 17 

– 24 years).  These results are consistent with prior studies documenting that high-risk young 

adults, both with and without SUD, report higher alienation and lower social closeness than low-

risk offspring (Elkins, McGue, Malone, & Iacono, 2004), and that adults with AUD and their non-
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affected adult relatives report higher levels of alienation than controls from low-risk families (Hill 

et al., 1990; McGue, Slutske, Taylor, & Iacono, 1997).    

Alienation is a psychological construct comprising feelings of powerlessness, 

meaninglessness, normlessness, isolation and self-estrangement (Seeman, 1959), and social 

closeness typically refers to perceived connections, or connectedness, with other individuals.  As 

personality constructs demonstrated to show high heritability and stability (Tellegen, 1982; 

Tellegen, 1988), high alienation characterizes individuals who feel they are the victim of bad luck, 

are often mistreated, are the target of false rumors, that others wish them harm, and that they have 

betrayed and used by friends.  In contrast, low alienation characterizes individuals who do not see 

themselves as victims, feel they are treated fairly, and do not feel taken advantage of (Tellegen, 

1982).  Individuals high on social closeness are described as sociable, warm and affectionate, 

liking people, taking pleasure in and valuing close interpersonal ties, and turning to others for 

comfort and help.  In contrast, individuals low on social closeness are described as liking to be 

alone, not minding pulling up roots, aloof and distant, and preferring to work problems out on their 

own (Tellegen, 1982).  Alienation and social closeness are theoretically related to perceived social 

isolation, which has been shown to relate to both social cognition and social behavior (Cacioppo 

& Hawkley, 2009).  The current study suggests that high-risk offspring are more likely to report 

high alienation and low social closeness in young adulthood, and lend support for the role of 

premorbid deficits in social functioning in the problematic interpersonal relationships associated 

with substance use disorders.   
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4.4 Mediation of the Relationship Between Risk and Outcome by Social Functioning 

 

The central aim of the current study was to examine whether measures of social 

functioning, collected separately in childhood, adolescence, and young adulthood, mediated the 

relationship between familial risk for AUD and SUD outcome in young adulthood.  Structural 

equation models encompassing all constructs of interest indicated that there were main effects of 

childhood social functioning, adolescent alcohol use, and young adult social functioning on SUD 

outcome.  In contrast, neither adolescent peer nor parent support were significant predictors of 

SUD outcome.  Similarly, familial risk status had significant, indirect effects on SUD outcome by 

young adulthood via parent-reported social competence and problems in childhood and self-

reported alienation and social closeness in young adulthood, but not adolescent social support from 

parents or peers.  

4.4.1 Familial Risk, Childhood Social Competence and Social Problems, and Substance Use 

Disorder Outcome 

Childhood social functioning, measured by the CBCL Social Competence and Social 

Problems scales, was significantly affected by familial risk status, and, in turn, was a significant 

predictor of SUD outcome.  Importantly, childhood social functioning was assessed between the 

ages of 7 and 18 years, and all participants were assessed prior to age of onset of alcohol and other 

substance use.  These findings provide strong evidence that lower levels of adaptive social 

functioning reported in childhood reflect premorbid risk for SUD outcomes that is independent of 

offspring substance use.  Results are consistent with prior research demonstrating that social 
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competence in childhood predicts a number of important outcomes later in life, including 

problematic use of alcohol and other substances (Jones, Greenberg, & Crowley, 2015).   

Interestingly, childhood social competence and social problems were not found to be 

significant predictors of adolescent alcohol use.  Similarly, one previous study examining social 

competence and adolescent substance use among high-risk offspring analyzed, but did not find 

support for, this relationship (Eiden et al., 2016).  Nonetheless, these results diverge from research 

on samples of other at-risk youth populations, in which higher social competence has been shown 

to exert a protective effect on adolescent substance use (Caplan et al., 1992; Fishbein et al., 2006).  

Additional research is needed to clarify the relationships among familial risk, childhood social 

competence, and adolescent alcohol use behaviors among high-risk offspring.  

4.4.2 Familial Risk, Perceived Social Support in Adolescence, and Substance Use Disorder 

Outcome 

Contrary to hypotheses, perceived social support from parents and peers during 

adolescence was not significantly related to either adolescent alcohol use or SUD outcome, though 

main effects of familial risk were observed such that high-risk offspring reported more stressors 

and fewer supports in relationships with both parents and peers.  Previous research indicates that 

associations between perceived social support and adolescent substance use are complex, such that 

strong supportive peer networks may confer either resilience or risk for early-onset substance use 

and abuse (Aseltine & Gore, 2000; Peirce, Frone, Russell, & Cooper, 1994; Windle, 2000).  

Among high-risk offspring, perceived social support from friends has been shown to mediate the 

relationship between familial risk status and alcohol use during adolescence (Averna & 

Hesselbrock, 2001), such that higher perceived social support from peers was associated with 
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heavier alcohol use regardless of familial risk status.  In contrast, among adults with a family 

history of AUD, lower perceived social support was predictive of greater quantities of alcohol 

consumption and more alcohol-related problems (Ohannessian & Hesselbrock, 1993).   

The nature of the association between perceived support from peers and alcohol-related 

behaviors is further complicated by relationships between premorbid risk factors for early-onset 

substance use and association with substance-using peers.  Some evidence suggests that the 

relationship between individual risk and peer substance use reflects both direct modeling effects 

as well as indirect selection effects, such that adolescents who are already predisposed to 

accelerated substance use seek out like-minded peers (Bray et al., 2003; Lynskey, Agrawal, & 

Heath, 2010).  Thus, it is unclear whether friend relationships precede and influence substance use 

or if substance use leads to a certain selection of friends.   

The lack of effects between perceived social support from parents and peers in adolescence 

and metrics of adolescent alcohol use may also relate to the previously described social 

control/opportunity model of genetic risk for SUD, which suggests that the impact of genetic 

influences may be attenuated in adolescence when social control is relatively high and social 

opportunity is relatively low (Cooke et al., 2015; Dick et al., 2007; Shanahan & Hofer, 2005).  

Future research is needed to clarify the extent to which perceived social support from parents and 

peers confers risk among offspring at high familial risk for AUD.   

4.4.3 Familial Risk, Young Adult Alienation and Social Closeness, and Substance Use 

Disorder Outcome 

Young adult social functioning, measured by the MPQ Alienation and Social Closeness 

scales, was significantly affected by familial risk status, and, in turn, was significantly related to 
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SUD outcome.  High-risk offspring reported higher alienation and lower social closeness, and high 

alienation and low social closeness scores were associated with increased rates of SUD.  These 

results are consistent with previous research in community and treatment samples of adolescents 

that have shown that alienation correlates with AUD symptoms (Javdani, Finy, & Verona, 2014) 

and prospectively predicts substance use outcomes in young adulthood (Bond et al., 2007; Caspi 

et al., 1997).   

The current findings regarding risk-group differences on young-adult measures of social 

functioning may suggest that less adaptive social functioning confers premorbid risk for SUD. 

Alternatively, it is possible that risk-group differences measured in young adulthood are the 

consequence of heavier use of alcohol and other substances in adolescence.  In an attempt to 

disentangle cause from consequence, measures of adolescent alcohol use (i.e., age of onset, usual 

and maximum frequency of drinking, and usual and maximum quantity per occasion) were 

included as statistical covariates in models including familial risk, MPQ data, and SUD outcome.  

The results of these analyses indicated that none of the measures of personal exposure to alcohol 

significantly affected scores on the relevant MPQ scales, and risk-group differences remained 

significant after accounting for these metrics.  Furthermore, previous research has shown that high-

risk young adults with and without SUD report higher alienation and lower social closeness than 

low-risk offspring (Elkins, McGue, Malone, & Iacono, 2004) and that both adults with AUD and 

their non-affected first-degree adult relatives report higher levels of alienation than controls from 

low-risk families (Hill et al., 1990; McGue, Slutske, Taylor, & Iacono, 1997).  Thus, findings in 

the current study, and prior research demonstrating associations between familial risk for AUD, 

alienation, as well as social closeness among those unaffected by SUD, suggest that less adaptive 
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social functioning among high-risk offspring is not explained by heavy personal exposure to 

alcohol and other substances.    

4.5 Clinical Implications and Future Directions 

The results of this study have a number of potential implications that may be used to inform 

future clinical research and practice.  First, low social competence and high social problems in 

childhood were found to be significant, premorbid risk factors for SUD outcomes in young 

adulthood.  Social functioning in childhood was found to be a significant predictor of self-reported 

alienation and social closeness in young adulthood, providing evidence for stability of less 

adaptive social functioning across development.  Numerous studies have shown that interventions 

in childhood and adolescence targeting social competence are associated with improvements in 

social skills and associated reductions in adverse outcomes (Skeen et al., 2019; Spence, 2003).  

Thus, youth with family histories of AUD who demonstrate low social competence in childhood 

may be especially important to identify for intervention and prevention services.  However, future 

research is needed to specifically examine the extent to which interventions shown to be 

efficacious in community and other at-risk samples have a positive impact on youth at ultra-high 

familial risk for AUD and other SUD.  

Second, social cognition has been an active area of research in schizophrenia and autism 

spectrum disorders, and these lines of research have successfully informed intervention design for 

affected individuals and have been associated with improvements in social functioning and other 

treatment outcomes (Bishop-Fitzpatrick et al., 2017; Bishop-Fitzpatrick, Minshew, & Eack, 2014).  

Although the present study did not assess social cognition, risk-group differences on measures of 
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more general social functioning lend support for future research examining facial affect perception, 

theory of mind, and other social-cognitive skills among high-risk youth.  Research establishing the 

presence of underlying social cognitive deficits among offspring with a family history of AUD 

would likely benefit the development of treatment modalities most effective for at-risk and affected 

youth.  Furthermore, clarifying the profile of social cognitive strengths and weaknesses among 

substance-naïve, high-risk youth may also inform the development of interventions for adolescents 

and young adults affected by SUD.  

Relatedly, there has been a recent impetus in the field of addiction research to examine the 

social context in which the use and abuse of alcohol and other drugs occur (de Wit & Sayette, 

2019).  Findings from the current study highlight the potential role of premorbid deficits in social 

functioning in problematic substance use in young adulthood, and lend further support for the need 

to study substance use with ecologically valid research designs.  

Finally, although perceived social support and stress in relationships with parents was not 

found to be significant predictors of SUD outcome in the current sample, these constructs were 

sensitive to familial risk status.  Given strong empirical support for the efficacy of interventions 

targeting parent-child relationships in reducing risk for adolescent substance use and SUD 

outcome (Van Ryzin, Roseth, Fosco, Lee, & Chen, 2016), future research is needed to examine 

the characteristics of the parent-child relationship that confer both risk and resilience among high-

risk families.   
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4.6 Strengths and Limitations 

The current study has a number of strengths.  The use of a prospective, longitudinal design 

and focus on pedigrees at ultra-high risk for SUD allowed for the assessment of antecedent risk 

factors and consequent adverse outcomes in the same individuals. SUD outcomes were assessed 

via multimodal clinical inquiry (i.e., open-ended clinical interviews with a child psychiatrist and 

separate semi-structured K-SADS interviews with offspring and their parent) and determined 

based on best-estimate diagnostic conferences.  Further, social functioning data were collected via 

both parent and offspring report and significant correlations were observed between parent-report 

measures collected during childhood and self-report measures collected during young adulthood. 

Nonetheless, the results should be interpreted in light of a number of limitations.  

4.6.1 Sample 

The use of offspring from multiplex, AD families may be viewed as either a strength or 

weakness of the current study.  On the positive side, families with increased transmission for AD 

are ideal for finding endophenotypic characteristics associated with familial risk.  However, these 

families are not representative of AD families in the general population; follow-up of offspring 

from these multiplex families indicates an exceptionally high rate of AUD and substance use by 

young adulthood (Hill et al., 2008, 2011).  Although these families may not be representative of 

AUD families in the general population, the study of multiplex families provides an efficient 

means for identifying risk factors and genetic variation that can then be taken to population 

samples for replication.  
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4.6.2 Self-Report Measures 

The current study relies heavily on self-report measures, and it is possible that genetic risk 

for AUD influences the perceptions of social constructs of interest in the current study, in addition 

to the constructs themselves.  For example, parents with AUD may endorse higher rates of 

offspring social problems in childhood due to actual deficits in social behaviors and/or due to 

increased frustration with offspring social problems.  Similarly, high-risk offspring may report 

lower perceived parental social support due to differences in the behavior of their parents and/or 

due to differences in their perceptions of those behaviors.  Future research utilizing multiple 

reporters, including individuals from outside the family (e.g. teachers) will be needed to 

disentangle these effects.  On the positive side, measures of adolescent substance use that were 

used in this study were based on independent interviews with both parents and children, and both 

structured (i.e., K-SADS) and unstructured interviews (i.e., interviews with residents in psychiatry) 

were used to achieve consensus diagnoses.  Furthermore, this study used both parent-report (i.e., 

CBCL) and self-report (i.e., LISRES-Y and MPQ) measures of social functioning at different time 

points, and significant relationships were observed between parent-reported social competence in 

childhood and self-reported alienation and social closeness in young adulthood.    

4.6.3 Adolescent Substance Use 

The current study examined the effects of personal exposure to alcohol on measures of 

social functioning and SUD outcome, but the effects of personal exposures to substances other 

than alcohol were beyond the scope of this analysis.  Extant research has begun to elucidate the 

cognitive, neurobiological, and psychiatric consequences associated with adolescent use of 
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marijuana (Jacobus & Tapert, 2014; Lubman, Cheetham, & Yucel, 2015), and findings in the 

current study should be interpreted in light of the fact that adolescent use of marijuana and other 

substances were not examined.  Nonetheless, previous analyses of the broader sample of third-

generation offspring from which participants in the current study were selected (Hill et al., 2008; 

Hill et al., 2011) have been shown to have high rates of alcohol use during adolescence (i.e., 73.4% 

of substance-using adolescents) and lower rates of cannabis use prior to young adulthood (i.e., 

23.7% of substance-using adolescents).  Future research in our laboratory is planned to examine 

the influence of use and abuse of drugs other than alcohol on social functioning across childhood, 

adolescence, and young adulthood.  

4.6.4 Data Analyses 

Structural equation modeling is typically conducted with large samples.  However, there is 

no simple rule of thumb regarding adequate sample size in SEM analyses.  Rather, sample size 

requirements are influenced by model complexity, measurement error in observed variables, the 

distribution and scaling of outcome variables, and other characteristics of hypothesized models 

and selected measures.  It should also be noted that previous studies utilizing SEM techniques in 

similar sample sizes have been able to adequately detect both direct and indirect associations of 

interest (e.g. Eiden et al., 2016).  Nonetheless, the current study sought to address potential 

limitations due to sample size by first studying simpler subcomponents of the full hypothesized 

structural model (Models A and B), and by utilizing other GLM techniques less dependent on 

sample size (i.e., generalized linear mixed models and Cox Regression survival analyses) to 

confirm findings of interest.    
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4.7 Conclusion 

In summary, the current study provides evidence that high-risk offspring from multiplex, 

alcohol-dependent families show less adaptive social functioning in childhood, adolescence, and 

young adulthood.  Social competence and social problems in childhood and alienation and social 

closeness in young adulthood were independent predictors of SUD outcome, such that lower 

competence and social closeness, and higher rates of social problems and alienation, conferred risk 

for adverse outcomes.  Notably, familial risk status had significant, indirect effects on SUD 

outcome via social functioning assessed in childhood and young adulthood, confirming 

hypothesized mechanisms of mediation.  Although risk-group differences were observed on 

adolescent self-report measures of perceived social support from parents and peers, these measures 

did not significantly influence patterns of adolescent alcohol use or SUD outcomes.    

A notable strength of this study is the use of longitudinal data collected during childhood, 

adolescence, and young adulthood, which allowed for direct assessment of the possibly 

confounding effect of personal exposure to alcohol on the relationships between familial risk, 

social functioning, and SUD outcome.  Specifically, high-risk offspring were rated as less socially 

competent and as having more social problems than low-risk controls prior to the onset of use and 

abuse of alcohol and other substances, and lesser perceived social support in adolescence was 

independent of personal exposure to alcohol for youth whose onset of regular use preceded 

adolescent assessment.  Risk group differences on self-report measures of alienation and social 

closeness were also not attenuated by personal exposure to alcohol prior to age at MPQ assessment.  

In fact, SEM analyses indicated that indirect effects of familial risk on SUD outcome appeared to 

operate independently through either premorbid deficits in social functioning or increased rates of 
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adolescent alcohol use, as no significant associations emerged between measures of adolescent 

alcohol use and social functioning in childhood, adolescence, or young adulthood.   

Taken together, these findings indicate that high-risk offspring demonstrate deficits in 

social functioning in childhood, adolescence, and young adulthood, and that these deficits are not 

explained by increased rates of early alcohol use among high-risk participants.  Among those at 

high familial risk for AUD, offspring who were rated as less socially competent and as having 

more social problems in childhood were at especially high risk for developing SUD by young 

adulthood.  These offspring were also more likely to report higher alienation and lower social 

closeness in young adulthood, which in turn explained additional variance in SUD outcome.  

Findings from the current study may have important implications for the development of 

prevention and intervention strategies for youth at highest risk for substance use disorders.  
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Appendix A Tables 

Table 1: Mean Number of Second-Degree Relatives by Parental AD Status and Risk Group 

 High-Risk (n = 137) Low-Risk (n = 122) 

 N Mean SD N Mean SD 

Neither Parent AD 17 3.24 1.95 89 0.29 0.74 

Both Parents AD 25 3.60 2.31 0 0.60 0.97 

One Parent Known AD+ 77 3.18 2.08 10a 0.09 0.43 

One Parent Known AD- 18 3.39 1.29 23b 0.28 0.72 

Total Pairs  137   122   

 

AD = alcohol dependent. 

a These co-parents were not part of the targeted low-risk pedigrees but married into the family and 

accordingly were reported to have AD by the spouse. 

b Second-degree relative number was unavailable for 1 participant in this group. 
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Table 2: Demographic Data by Familial Risk Status 

 High-Risk (n = 137) Low-Risk (n = 122)   

 n/mean %/SE n/mean %/SE 2/F p 

Sex     6.14 .02 

 Male 62 45.3% 74 60.7%   

 Female 75 54.7% 48 39.3%   

Race/Ethnicity     2.66 .45 

 Caucasian 124 90.5% 116 95.1%   

 Black 11 8.0% 5 4.1%   

 Biracial 2 1.5% 1 0.8%   

Socioeconomic Status 37.84 1.27 45.80 1.26 19.85 <.001 

Age at Study Entry 11.24 0.27 11.61 0.27 0.95 .33 

CBCL Age 11.26 0.27 11.62 0.27 0.86 .36 

LISRES-Y Age 13.77 0.17 13.73 0.18 0.02 .88 

MPQ Age 20.35 0.34 19.51 0.35 3.04 .10 

Age at Last Follow-Up 26.42 0.40 24.78 0.41 8.27 <.01 

Number of Assessments 8.98 0.33 9.00 0.34 0.01 .97 

 Child/Adolescent Assessments 5.67 0.27 5.97 0.27 0.65 .42 

Young Adult Assessments 3.30 0.16 3.02 0.16 1.52 .22 

 

CBCL = Child Behavior Checklist; LISRES-Y = Life Stressors and Resources Inventory – Youth Version; 

MPQ = Multidimensional Personality Questionnaire. a Socioeconomic status was measured at the time of 

study entry with the Hollingshead Four Factor Index; risk groups were in adjacent social strata.  

Means and standard errors were calculated using linear mixed models and are adjusted to account for non-

independence of observations from participants within the same nuclear families. Adjusted means and 

standard errors were highly similar to unadjusted means and standard errors. For example, the unadjusted 

mean age at study entry was 11.14 (standard error = 0.24) for high-risk offspring, compared to an adjusted 

mean of 11.24 (adjusted standard error = 0.27). Among low-risk offspring, the unadjusted mean age at study 

entry was 11.52 (standard error = 0.24), compared to an adjusted mean of 11.61 (adjusted standard error = 

0.27). 
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Table 3: Substance Use Data by Familial Risk Status 

 High-Risk  

(n = 137) 

Low-Risk  

(n = 122) 
2/F p 

 n/mean %/SE n/mean %/SE   

Any Adolescent Alcohol Use 119 86.9% 71 58.2% 27.13 <.001 

 Age of Onset – First Drinka 14.98 0.21 15.70 0.26 4.48 .04 

 Age of Onset – Regular    

Drinking a 

15.54 0.25 16.92 0.29 12.27 .001 

 Usual Frequencya 36.07 5.65 45.21 7.31 0.98 .32 

 Maximum Frequencya 86.55 9.60 75.87 12.22 0.47 .49 

 Average QPOa 4.64 0.32 3.60 0.39 3.99 <.05 

 Maximum QPOa 5.54 0.37 4.17 0.45 4.27 .04 

Any Binge Drinking 90 65.7% 41 33.6% 26.58 <.001 

Lifetime SUD Diagnosis 73 53.3% 21 17.2% 36.32 <.001 

 AUD only 19 13.9% 6 4.9% 5.94 .01 

 DUD only 17 12.4% 6 4.9% 4.48 .03 

 AUD & DUD 37 27.0% 9 7.4% 17.03 <.001 

 
AUD = alcohol use disorder; DUD = drug use disorder; SUD = substance use disorder; QPO = quantity per 

occasion; a = analysis conducted among offspring who reported any adolescent alcohol use.  

Means and standard errors were calculated using linear mixed models and are adjusted to account for non-

independence of observations from participants within the same nuclear families. 
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Table 4: Social Functioning Data by Familial Risk Status 

 High-Risk (n = 137) Low-Risk (n = 122)   

 Mean SE Mean SE F p 

CBCL       

 Social Competence 46.23 0.67 48.62 0.69 6.15 0.014 

 Social Problems 53.25 0.51 52.77 0.53 0.41 0.520 

LISRES-Y       

 Parent Stressors 9.39 0.45 6.72 0.46 17.07 <0.001 

 Parent Resources 14.95 0.37 16.07 0.38 4.55 0.035 

 Friend Stressors 5.40 0.28 3.88 0.28 14.94 <0.001 

 Friend Resources 29.67 0.50 31.12 0.51 4.54 0.035 

MPQ        

 Alienation 4.77 0.35 3.13 0.36 10.75 0.001 

 Social Closeness 16.35 0.42 17.60 0.44 4.24 0.042 
 

CBCL = Child Behavior Checklist; LISRES-Y = Life Stressors and Social Resources Inventory – Youth 

Version; MPQ = Multidimensional Personality Questionnaire 

Means and standard errors were calculated using linear mixed models and are adjusted to account for non-

independence of observations from participants within the same nuclear families 
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Table 5: Correlations Among Adolescent Alcohol Use Measures 

 Onset 

First 

Onset 

Reg 

Usual 

Freq 

Max 

Freq 

Usual 

QPO 

Max 

QPO 

Risk  .16*  .28***  .07 -.05 -.09 -.16* 

Onset First -  .55*** -.03 -.09 -.01 -.08 

Onset Reg  .54*** - -.20** -.25** -.21** -.30*** 

Usual Freq -.05 -.24** -  .59***  .41***  .39*** 

Max Freq -.10 -.26**  .58*** -  .48***  .55*** 

Usual QPO -.01 -.25**  .44***  .49*** -  .85*** 

Max QPO -.07 -.31***  .42***  .55***  .84*** - 
 

Zero-order correlations are presented above the diagonal and partial correlations (controlling for risk and 

sex) are presented below the diagonal 

* p < 0.05; ** p < 0.01; *** p < 0.001 
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Table 6: Correlations Among Social Functioning Measures 

 Soc 

Comp 

Soc 

Prob 

Par 

Stress 

Par 

Res 

Peer 

Stress 

Peer 

Res 

Alienati

on 

Soc 

Close 

Risk  .16* -.04  .04  .07 -.25***  .12 -.20**  .10 

SocComp - -.24***  .01  .02 -.07  .27*** -.17**  .24*** 

SocProb -.24*** -  .05  .02  .17** -.25***  .07 -.10 

ParStress  .01  .18** -  .99***  .01 -.07  .04 -.07 

ParRes  .04 -.24*** -.55*** - -.05 -.03  .01 -.04 

PeerStress -.03  .17**  .48*** -.37*** - -.32***  .20** -.19** 

PeerRes  .26*** -.24*** -.24***  .43*** -.31*** - -.30***  .36*** 

Alienation -.14*  .06  .28*** -.22***  .16* -.29*** - -.41*** 

SocClose  .23*** -.09 -.16**  .19** -.17**  .33*** -.41*** - 

 
Zero-order correlations are presented above the diagonal and partial correlations (controlling for risk and 

sex) are presented below the diagonal; SocComp = Child Behavior Checklist [CBCL] Social Competence; 

SocProb = CBCL Social Problems; ParStress = Life Stressors and Social Resources Inventory – Youth 

Version [LISRES-Y] Parent Stressors; ParRes = LISRES-Y Parent Resources; PeerStress = LISRES-Y 

Friend Stressors; PeerRes = LISRES-Y Friend Resources; Alienation = Multidimensional Personality 

Questionnaire [MPQ] Alienation; SocClose = MPQ Social Closeness 

* p < 0.05; ** p < 0.01; *** p < 0.001 
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Table 7: Model Fit Statistics for Structural Equation Models 

 2 p RMSEA CFI TLI SRMR WRMR 

Model A (Figure 7) 7.12 0.03 0.08 0.96 0.83 0.05  

Model B (Figure 9) 32.07 0.01 0.08 0.90 0.78 0.06  

Model C (Figure 11) 47.92 0.04 0.04 0.95 0.89  0.66 

Model C – Re-specified 

(Figure 12) 
15.67 0.21 0.03 0.98 0.96  0.49 

 

CFI = Comparative Fit Index; RMSEA = Root Mean Standard Error of Approximation; SRMR = 

Standardized Root Mean Square Residual; TLI = Tucker Lewis Index; WRMR = Weighted Root Mean 

Square Residual 
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Appendix B Figures 

Figure 1: Rates of Adolescent Alcohol Use and SUD for High-Risk and Low-Risk Offspring 

 
 

*p < 0.05, **p < 0.01, ***p < 0.001 
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*p < 0.05, **p < 0.01, ***p < 0.001 

 

 

 

 

 

 

 

Figure 2: Unstandardized Means and Standard Errors for High-Risk and Low-Risk Offspring on Adolescent 

Alcohol Use Variables 
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Figure 3: Standardized Means and Standard Errors for High-Risk and Low-Risk Offspring on Social 

Functioning Variables 

 

CBCL = Child Behavior Checklist; LISRES-Y = Life Stressors and Resources Inventory – Youth Version; 

MPQ = Multidimensional Personality Questionnaire 

 *p < 0.05, **p < 0.01, ***p < 0.001 
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Figure 4: Standardized (z) Scores for High-Risk and Low-Risk Male and Female Offspring on Measures of 

Social Functioning 

 
 

CBCL = Child Behavior Checklist; LISRES-Y = Life Stressors and Resources Inventory – Youth Version; 

MPQ = Multidimensional Personality Questionnaire 
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Figure 5: Kaplan–Meier Survival Analysis of Age at Onset of Substance Use Disorder by Risk Status 
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Figure 6: Hypothesized Model for Relationships Among Familial Risk, Adolescent Alcohol Use, and SUD 

Outcome 

Adol. = Adolescent; Max QPO = Maximum quantity per occasion; Usual QPO = Usual quantity per occasion; 

SUD = Substance use disorder; SES = socioeconomic status 
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Figure 7: Final Model for Relationships Among Familial Risk, Adolescent Alcohol Use, and SUD Outcome 

Adol. = Adolescent; Max QPO = Maximum quantity per occasion; SUD = Substance use disorder; SES = 

socioeconomic status 
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Figure 8: Hypothesized Model for Relationships Among Familial Risk and Social Functioning Variables 

Adol. = Adolescent; CBCL SC = Child Behavior Checklist Social Competence; CBCL SP = Child Behavior 

Checklist Social Problems; Parent Stress = LISRES-Y Parent Stressor scale; Parent Res = LISRES-Y Parent 

Resources scale; Peer Stress = LISRES-Y Peer Stressor scale; Peer Res = LISRES-Y Peer Resources scale; 

MPQ AL = Multidimensional Personality Questionnaire Alienation scale; MPQ SC = Multidimensional 

Personality Questionnaire Social Closeness scale; SES = socioeconomic status 
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Figure 9: Final Model for Relationships Among Familial Risk and Social Functioning Variables 

 
Adol. = Adolescent; CBCL SC = Child Behavior Checklist Social Competence; CBCL SP = Child Behavior 

Checklist Social Problems; Adol. Support – Parent = LISRES-Y Parent Stressor + Resource scales; Peer 

Stress = LISRES-Y Peer Stressor scale; Peer Res = LISRES-Y Peer Resources scale; MPQ AL = 

Multidimensional Personality Questionnaire Alienation scale; MPQ SC = Multidimensional Personality 

Questionnaire Social Closeness scale; SES = socioeconomic status; YA = young adult 
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Figure 10: Hypothesized Model for Relationships Among Familial Risk, Social Functioning Variables, 

Adolescent Alcohol Use, and SUD Outcome 

 
 

Adol. = Adolescent; CBCL SC = Child Behavior Checklist Social Competence; CBCL SP = Child Behavior 

Checklist Social Problems; Teen Support – Parent = LISRES-Y Parent Stressor + Resource scales; Peer 

Stress = LISRES-Y Peer Stressor scale; Peer Res = LISRES-Y Peer Resources scale; MPQ AL = 

Multidimensional Personality Questionnaire Alienation scale; MPQ SC = Multidimensional Personality 

Questionnaire Social Closeness scale; SES = socioeconomic status; YA = young adult 
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Figure 11: Modified Model for Relationships Among Familial Risk, Social Functioning Variables, Adolescent 

Alcohol Use, and SUD Outcome 

 
Adol. = Adolescent; CBCL SC = Child Behavior Checklist Social Competence; CBCL SP = Child Behavior 

Checklist Social Problems; Teen Support – Parent = LISRES-Y Parent Stressor + Resource scales; Peer 

Stress = LISRES-Y Peer Stressor scale; Peer Res = LISRES-Y Peer Resources scale; MPQ AL = 

Multidimensional Personality Questionnaire Alienation scale; MPQ SC = Multidimensional Personality 

Questionnaire Social Closeness scale; SES = socioeconomic status; YA = young adult 
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Figure 12: Trimmed Model for Relationships Among Familial Risk, Social Functioning Variables, Adolescent 

Alcohol Use, and SUD Outcome 

Adol. = Adolescent; CBCL SC = Child Behavior Checklist Social Competence; CBCL SP = Child Behavior 

Checklist Social Problems; MPQ AL = Multidimensional Personality Questionnaire Alienation scale; MPQ 

SC = Multidimensional Personality Questionnaire Social Closeness scale; SES = socioeconomic status; YA = 

young adult 

b = .2
4, p

 < .0
1

Risk
SUD 

Outcome

Child 

Social

YA 

Social

Adol. 
Alcohol 

Use

SES

CBCL 
SC

CBCL 
SP

MPQ 
AL

MPQ 
SC

Age of 
Onset

Max 
QPO

b
 =

 -
.2

1
, 
p
 <

 .
0
5

b 
=-.4

6, p
 <

 .0
01

b = -.38, p < .001

b = -.19, p < .05

b
 =

 .3
3
, p

 <
 .0

1

b = .17, p < .05

b = -.40, p < .001



 96 

References 

Achenbach, T. M. (1991). Integrative guide for the 1991 CBCL/4-18, YSR, and TRF profiles. 

Burlington, VT: University of Vermont, Department of Psychiatry. 

Achenbach, T. M., & Rescorla, L. A. (2001). Manual for the ASEBA School-Age Forms & Profiles. 

Burlington, VT: University of Vermont. 

Amenta, S., Noel, X., Verbanck, P., & Campanella, S. (2013). Decoding of emotional components 

in complex communicative situations (irony) and its relation to empathic abilities in male 

chronic alcoholics: an issue for treatment. Alcohol Clin Exp Res, 37(2), 339-347. 

doi:10.1111/j.1530-0277.2012.01909.x 

American Psychiatric Association. (2013). Diagnostic and statistical manual of mental disorders 

(5th ed.). Washington, DC. 

Aseltine, R. H., Jr., & Gore, S. L. (2000). The variable effects of stress on alcohol use from 

adolescence to early adulthood. Substance Use and Misuse, 35(5), 643-668.  

Averna, S., & Hesselbrock, V. (2001). The relationship of perceived social support to substance 

use in offspring of alcoholics. Addictive behaviors, 26(3), 363-374. 

Barnes, G. M., Reifman, A. S., Farrell, M. P., & Dintcheff, B. A. (2000). The effects of parenting 

on the development of adolescent alcohol misuse: a Six‐Wave latent growth 

model. Journal of Marriage and Family, 62(1), 175-186. 

Baron-Cohen, S., Ring, H. A., Wheelwright, S., Bullmore, E. T., Brammer, M. J., Simmons, A., 

& Williams, S. C. (1999). Social intelligence in the normal and autistic brain: an fMRI 

study. Eur J Neurosci, 11(6), 1891-1898. 

Bava, S., & Tapert, S. F. (2010). Adolescent brain development and the risk for alcohol and other 

drug problems. Neuropsychology Review, 20(4), 398-413. doi:10.1007/s11065-010-9146-

6 

Biber, C., Butters, N., Rosen, J., Gerstman, L., & Mattis, S. (1981). Encoding strategies and 

recognition of faces by alcoholic Korsakoff and other brain-damaged patients. Journal of 

Clinical and Experimental Neuropsychology, 3(4), 315-330. 

Bishop-Fitzpatrick, L., Mazefsky, C. A., Eack, S. M., & Minshew, N. J. (2017). Correlates of 

social functioning in autism spectrum disorder: The role of social cognition. Research in 

Autism Spectrum Disorders, 35, 25-34. 



 97 

Bishop-Fitzpatrick, L., Minshew, N. J., & Eack, S. M. (2014). A systematic review of psychosocial 

interventions for adults with autism spectrum disorders. In Adolescents and adults with 

autism spectrum disorders (pp. 315-327). Springer New York. 

Bond, L., Butler, H., Thomas, L., Carlin, J., Glover, S., Bowes, G., & Patton, G. (2007). Social 

and school connectedness in early secondary school as predictors of late teenage substance 

use, mental health, and academic outcomes. Journal of Adolescent Health, 40(4), 357-e9. 

Bora, E., & Zorlu, N. (2017). Social cognition in alcohol use disorder: a meta-analysis. Addiction, 

112(1), 40-48. doi:10.1111/add.13486 

Bosacki, S., & Wilde Astington, J. (1999). Theory of mind in preadolescence: Relations between 

social understanding and social competence. Social Development, 8(2), 237-255. 

Bosc, M. (2000). Assessment of social functioning in depression. Comprehensive 

Psychiatry, 41(1), 63-69. 

Bosco, F. M., Colle, L., De Fazio, S., Bono, A., Ruberti, S., & Tirassa, M. (2009). Thomas: An 

exploratory assessment of Theory of Mind in schizophrenic subjects. Consciousness and 

cognition, 18(1), 306-319. 

Bray, J. H., Adams, G. J., Getz, J. G., & McQueen, A. (2003). Individuation, peers, and adolescent 

alcohol use: a latent growth analysis. Journal of Consulting and Clinical Psychology, 

71(3), 553-564.  

Brüne, M., Abdel-Hamid, M., Lehmkämper, C., & Sonntag, C. (2007). Mental state attribution, 

neurocognitive functioning, and psychopathology: what predicts poor social competence 

in schizophrenia best? Schizophrenia research, 92(1), 151-159. 

Cacioppo, J. T., & Hawkley, L. C. (2009). Perceived social isolation and cognition. Trends in 

cognitive sciences, 13(10), 447-454. 

Cardenas, V. A., Durazzo, T. C., Gazdzinski, S., Mon, A., Studholme, C., & Meyerhoff, D. J. 

(2011). Brain morphology at entry into treatment for alcohol dependence is related to 

relapse propensity. Biol Psychiatry, 70(6), 561-567. doi:10.1016/j.biopsych.2011.04.003 

Casey, B. J., Jones, R. M., & Hare, T. A. (2008). The adolescent brain. Annals of the New York 

Academy of Sciences, 1124, 111-126. doi:10.1196/annals.1440.010 

Caspi, A., Begg, D., Dickson, N., Harrington, H., Langley, J., Moffitt, T. E., & Silva, P. A. (1997). 

Personality differences predict health-risk behaviors in young adulthood: evidence from a 

longitudinal study. Journal of Personality and Social Psychology, 73(5), 1052-1063.  

Castellano, F., Bartoli, F., Crocamo, C., Gamba, G., Tremolada, M., Santambrogio, J., . . . Carrà, 

G. (2015). Facial emotion recognition in alcohol and substance use disorders: A meta-

analysis. Neuroscience and Biobehavioral Reviews, 59, 147-154.  



 98 

Cecero, J. J., & Holmstrom, R. W. (1997). Alexithymia and affect pathology among adult male 

alcoholics. J Clin Psychol, 53(3), 201-208. 

Cermak, L. S., Verfaellie, M., Letourneau, L., Blackford, S., Weiss, S., & Numan, B. (1989). 

Verbal and nonverbal right hemisphere processing by chronic alcoholics. Alcohol Clin Exp 

Res, 13(5), 611-616.   

Chambers, W., Puig-Antich, J., Hirsch, M., Paez, P., Ambrosini, P., Tabrizi, M., & Davies, M. 

(1985). The assessment of affective disorders in children and adolescents by semistructured 

interview: test–retest reliability of the schedule for affective disorders and schizophrenia 

for school-age children, present episode version. Archives of General Psychiatry, 42, 696-

702.  

Charlet, K., Schlagenhauf, F., Richter, A., Naundorf, K., Dornhof, L., Weinfurtner, C. E., . . . 

Heinz, A. (2014). Neural activation during processing of aversive faces predicts treatment 

outcome in alcoholism. Addict Biol, 19(3), 439-451. doi:10.1111/adb.12045 

Chassin, L., Curran, P. J., Hussong, A. M., & Colder, C. R. (1996). The relation of parent 

alcoholism to adolescent substance use: a longitudinal follow-up study. Journal of 

abnormal psychology, 105(1), 70. 

Chassin, L., Sher, K. J., Hussong, A., & Curran, P. (2013). The developmental psychopathology 

of alcohol use and alcohol disorders: Research achievements and future 

directions. Development and Psychopathology, 25(4pt2), 1567-1584. 

Che, X., Wei, D., Li, W., Li, H., Qiao, L., Qiu, J., ... & Liu, Y. (2014). The correlation between 

gray matter volume and perceived social support: A voxel-based morphometry 

study. Social neuroscience, 9(2), 152-159. 

Christensen, H. B., & Bilenberg, N. (2000). Behavioural and emotional problems in children of 

alcoholic mothers and fathers. European Child and Adolescent Psychiatry, 9(3), 219-226.  

Clark, D. B., & Winters, K. C. (2002). Measuring risks and outcomes in substance use disorders 

prevention research. Journal of Consulting and Clinical Psychology, 70(6), 1207-1223.  

Cloninger, C. R., Bohman, M., & Sigvardsson, S. (1981). Inheritance of alcohol abuse. Cross-

fostering analysis of adopted men. Archives of General Psychiatry, 38(8), 861-868.  

Compton, W. M., Cottler, L. B., Dorsey, K. B., Spitznagel, E. L., & Mager, D. E. (1996). 

Comparing assessments of DSM-IV substance dependence disorders using CIDI-SAM and 

SCAN. Drug and Alcohol Dependence, 41(3), 179-187.  

Conklin, H. M., Calkins, M. E., Anderson, C. W., Dinzeo, T. J., & Iacono, W. G. (2002). 

Recognition memory for faces in schizophrenia patients and their first-degree 

relatives. Neuropsychologia, 40(13), 2314-2324. 

Constantino, J. N., & Todd, R. D. (2003). Autistic traits in the general population: a twin 

study. Archives of general psychiatry, 60(5), 524-530. 



 99 

Constantino, J. N., & Todd, R. D. (2005). Intergenerational transmission of subthreshold autistic 

traits in the general population. Biological psychiatry, 57(6), 655-660. 

Cooke, M. E., Meyers, J. L., Latvala, A., Korhonen, T., Rose, R. J., Kaprio, J., ... & Dick, D. M. 

(2015). Gene–Environment Interaction Effects of Peer Deviance, Parental Knowledge and 

Stressful Life Events on Adolescent Alcohol Use. Twin Research and Human 

Genetics, 18(5), 507-517. 

Cornelius, J. R., Clark, D. B., Reynolds, M., Kirisci, L., & Tarter, R. (2007). Early age of first 

sexual intercourse and affiliation with deviant peers predict development of SUD: a 

prospective longitudinal study. Addictive Behaviors, 32(4), 850-854. 

doi:10.1016/j.addbeh.2006.06.027 

Cotter, J., Granger, K., Backx, R., Hobbs, M., Looi, C. Y., & Barnett, J. H. (2018). Social cognitive 

dysfunction as a clinical marker: a systematic review of meta-analyses across 30 clinical 

conditions. Neuroscience & Biobehavioral Reviews, 84, 92-99. 

Cottler, L., Robins, L., & Helzer, J. E. (1989). The reliability of the CIDI-SAM: a comprehensive 

substance abuse interview. British Journal of Addiction, 84, 801-814.  

Courtney, K. E., & Polich, J. (2009). Binge drinking in young adults: Data, definitions, and 

determinants. Psychological Bulletin, 135(1), 142-156. doi:10.1037/a0014414 

Crick, N. R., & Dodge, K. A. (1994). A review and reformulation of social information-processing 

mechanisms in children's social adjustment. Psychological bulletin, 115(1), 74. 

Crehan, K. D., & Oosterhof, A. (1998). Review of the Life Stressors and Social Resources 

Inventory--Youth Form. In J. C. Impara & B. S. Plake (Eds.), The thirteenth mental 

measurements yearbook. Lincoln, NE: Buros Institute of Mental Measurements. 

Cservenka, A. (2016). Neurobiological phenotypes associated with a family history of alcoholism. 

Drug and Alcohol Dependence, 158, 8-21. doi:10.1016/j.drugalcdep.2015.10.021 

Cservenka, A., & Brumback, T. (2017). The Burden of Binge and Heavy Drinking on the Brain: 

Effects on Adolescent and Young Adult Neural Structure and Function. Front Psychol, 8, 

1111. doi:10.3389/fpsyg.2017.01111 

Cservenka, A., Fair, D. A., & Nagel, B. J. (2014). Emotional Processing and Brain Activity in 

Youth at High Risk for Alcoholism. Alcoholism, Clinical and Experimental Research. 

doi:10.1111/acer.12435 

Dawson, D. A., & Grant, B. F. (1998). Family history of alcoholism and gender: Their combined 

effects on DSM-IV alcohol dependence and major depression. Journal of Studies on 

Alcohol, 59(1), 97-106.  

de Wit, H., & Sayette, M. (2018). Considering the context: social factors in responses to drugs in 

humans. Psychopharmacology, 235(4), 935-945. 



 100 

D'Hondt, F., Campanella, S., Kornreich, C., Philippot, P., & Maurage, P. (2014). Below and 

beyond the recognition of emotional facial expressions in alcohol dependence: from basic 

perception to social cognition. Neuropsychiatr Dis Treat, 10, 2177-2182. 

doi:10.2147/NDT.S74963 

Dick, D. M., Viken, R., Purcell, S., Kaprio, J., Pulkkinen, L., & Rose, R. J. (2007). Parental 

monitoring moderates the importance of genetic and environmental influences on 

adolescent smoking. Journal of abnormal psychology, 116(1), 213. 

Dick, D. M., Bernard, M., Aliev, F., Viken, R., Pulkkinen, L., Kaprio, J., & Rose, R. J. (2009). 

The role of socioregional factors in moderating genetic influences on early adolescent 

behavior problems and alcohol use. Alcoholism, Clinical and Experimental Research, 

33(10), 1739-1748. doi:10.1111/j.1530-0277.2009.01011.x 

Dick, D. M. (2011). Developmental changes in genetic influences on alcohol use and 

dependence. Child Development Perspectives, 5(4), 223-230. 

Dir, A. L., Bell, R. L., Adams, Z. W., & Hulvershorn, L. A. (2017). Gender differences in risk 

factors for adolescent binge drinking and implications for intervention and 

prevention. Frontiers in psychiatry, 8, 289. 

Dodge, K. A., Malone, P. S., Lansford, J. E., Miller, S., Pettit, G. S., & Bates, J. E. (2009). A 

dynamic cascade model of the development of substance-use onset. Monographs of the 

Society for Research in Child Development, 74(3), vii-119. doi:10.1111/j.1540-

5834.2009.00528.x 

Donadon, M. F., & de Lima Osório, F. (2014). Recognition of facial expressions by alcoholic 

patients: a systematic literature review. Neuropsychiatric disease and treatment, 10, 1655. 

Donovan, J. E. (2004). Adolescent alcohol initiation: A review of psychosocial risk 

factors. Journal of adolescent health, 35(6), 529-e7. 

Dricker, J., Butters, N., Berman, G., Samuels, I., & Carey, S. (1978). The recognition and encoding 

of faces by alcoholic Korsakoff and right hemisphere patients. Neuropsychologia, 16(6), 

683-695. 

Duncan, T. E., Duncan, S. C., & Hops, H. (1994). The effects of family cohesiveness and peer 

encouragement on the development of adolescent alcohol use: a cohort-sequential 

approach to the analysis of longitudinal data. Journal of Studies on Alcohol, 55(5), 588-

599.  

Dunn, M. G., Tarter, R. E., Mezzich, A. C., Vanyukov, M., Kirisci, L., & Kirillova, G. (2002). 

Origins and consequences of child neglect in substance abuse families. Clinical Psychology 

Review, 22(7), 1063-1090.  

 



 101 

Durazzo, T. C., Tosun, D., Buckley, S., Gazdzinski, S., Mon, A., Fryer, S. L., & Meyerhoff, D. J. 

(2011). Cortical thickness, surface area, and volume of the brain reward system in alcohol 

dependence: relationships to relapse and extended abstinence. Alcohol Clin Exp Res, 

35(6), 1187-1200. doi:10.1111/j.1530-0277.2011.01452.x 

Eack, S. M. (2016). Targeting social and non-social cognition to improve cognitive remediation 

outcomes in schizophrenia. Evidence-based mental health, 19(1), 28. 

Ebstein, R. P., Israel, S., Chew, S. H., Zhong, S., & Knafo, A. (2010). Genetics of human social 

behavior. Neuron, 65(6), 831-844. 

Eiden, R. D., Colder, C., Edwards, E. P., & Leonard, K. E. (2009). A longitudinal study of social 

competence among children of alcoholic and nonalcoholic parents: role of parental 

psychopathology, parental warmth, and self-regulation. Psychology of Addictive 

Behaviors, 23(1), 36-46. doi:10.1037/a0014839 

Eiden, R. D., Lessard, J., Colder, C. R., Livingston, J., Casey, M., & Leonard, K. E. (2016). 

Developmental cascade model for adolescent substance use from infancy to late 

adolescence. 

Elkins, I. J., McGue, M., Malone, S., & Iacono, W. G. (2004). The effect of parental alcohol and 

drug disorders on adolescent personality. American Journal of Psychiatry, 161(4), 670-

676. doi:10.1176/appi.ajp.161.4.670 

Ellickson, P. L., Tucker, J. S., & Klein, D. J. (2003). Ten-year prospective study of public health 

problems associated with early drinking. Pediatrics, 111(5 Pt 1), 949-955.  

Ellis, D. A., Zucker, R. A., & Fitzgerald, H. E. (1997). The role of family influences in 

development and risk. Alcohol Health and Research World, 21(3), 218-226.  

Feighner, J. P., Robins, E., Guze, S. B., Woodruff, R. A., Winokur, G., & Munoz, R. (1972). 

Diagnostic criteria for use in psychiatric research. Archives of General Psychiatry, 26, 57-

63.  

Finan, L. J., Schulz, J., Gordon, M. S., & Ohannessian, C. M. (2015). Parental problem drinking 

and adolescent externalizing behaviors: The mediating role of family functioning. Journal 

of adolescence, 43, 100-110. 

Foisy, M. L., Kornreich, C., Fobe, A., D'Hondt, L., Pelc, I., Hanak, C., . . . Philippot, P. (2007a). 

Impaired emotional facial expression recognition in alcohol dependence: do these deficits 

persist with midterm abstinence? Alcohol Clin Exp Res, 31(3), 404-410. 

doi:10.1111/j.1530-0277.2006.00321.x 

Foisy, M. L., Kornreich, C., Petiau, C., Parez, A., Hanak, C., Verbanck, P., . . . Philippot, P. 

(2007b). Impaired emotional facial expression recognition in alcoholics: are these deficits 

specific to emotional cues? Psychiatry Res, 150(1), 33-41. 

doi:10.1016/j.psychres.2005.12.008 



 102 

Foisy, M. L., Philippot, P., Verbanck, P., Pelc, I., van der Straten, G., & Kornreich, C. (2005). 

Emotional facial expression decoding impairment in persons dependent on multiple 

substances: impact of a history of alcohol dependence. J Stud Alcohol, 66(5), 673-681.   

Ford, M. E. (1982). Social cognition and social competence in adolescence. Developmental 

Psychology, 18(3), 323. 

Fowler, T., Lifford, K., Shelton, K., Rice, F., Thapar, A., Neale, M. C., . . . van den Bree, M. B. 

(2007). Exploring the relationship between genetic and environmental influences on 

initiation and progression of substance use. Addiction, 102(3), 413-422. 

doi:10.1111/j.1360-0443.2006.01694.x 

Giancola, P. R., & Parker, A. M. (2001). A six-year prospective study of pathways toward drug 

use in adolescent boys with and without a family history of a substance use disorder. 

Journal of Studies on Alcohol, 62(2), 166-178.  

Gizewski, E. R., Muller, B. W., Scherbaum, N., Lieb, B., Forsting, M., Wiltfang, J., . . . Schiffer, 

B. (2013). The impact of alcohol dependence on social brain function. Addict Biol, 18(1), 

109-120. doi:10.1111/j.1369-1600.2012.00437.x 

Glahn, D. C., Lovallo, W. R., & Fox, P. T. (2007). Reduced amygdala activation in young adults 

at high risk of alcoholism: studies from the Oklahoma family health patterns project. 

Biological Psychiatry, 61(11), 1306-1309. doi:10.1016/j.biopsych.2006.09.041 

Goodwin, D. W., Schulsinger, F., Hermansen, L., Guze, S. B., & Winokur, G. (1973). Alcohol 

problems in adoptees raised apart from alcoholic biological parents. Archives of General 

Psychiatry, 28(2), 238-243.  

Grant, B. F., & Dawson, D. A. (1997). Age at onset of alcohol use and its association with DSM-

IV alcohol abuse and dependence: results from the National Longitudinal Alcohol 

Epidemiologic Survey. Journal of Substance Abuse, 9, 103-110.  

Grant, B. F., Goldstein, R. B., Saha, T. D., Chou, S. P., Jung, J., Zhang, H., . . . Hasin, D. S. (2015). 

Epidemiology of DSM-5 Alcohol Use Disorder: Results From the National Epidemiologic 

Survey on Alcohol and Related Conditions III. JAMA Psychiatry, 72(8), 757-766. 

doi:10.1001/jamapsychiatry.2015.0584 

Green, M.F., Penn, D.L., Bentall, R., Carpenter, W.T., Gaebel, W., Gur, R.C., Kring, A.M., Park, 

S., Silverstein, S.M., & Heinssen, R. (2008). Social Cognition in Schizophrenia: An NIMH 

Workshop on Definitions, Assessment, and Research Opportunities. Schizophrenia 

Bulletin, 34(6), 1211-1220.  

Grigsby, T. J., Forster, M., Unger, J. B., & Sussman, S. (2016). Predictors of alcohol-related 

negative consequences in adolescents: A systematic review of the literature and 

implications for future research. Journal of Adolescence, 48, 18-35. 

doi:10.1016/j.adolescence.2016.01.006 



 103 

Grynberg, D., Chang, B., Corneille, O., Maurage, P., Vermeulen, N., Berthoz, S., & Luminet, O. 

(2012). Alexithymia and the processing of emotional facial expressions (EFEs): systematic 

review, unanswered questions and further perspectives. PLoS One, 7(8), e42429. 

doi:10.1371/journal.pone.0042429 

Gur, R. C., & Gur, R. E. (2016). Social cognition as an RDoC domain. American Journal of 

Medical Genetics Part B: Neuropsychiatric Genetics, 171(1), 132-141. 

Gur, R. E., Calkins, M. E., Gur, R. C., Horan, W. P., Nuechterlein, K. H., Seidman, L. J., & Stone, 

W. S. (2006). The consortium on the genetics of schizophrenia: neurocognitive 

endophenotypes. Schizophrenia Bulletin, 33(1), 49-68. 

Gur, R. E., Nimgaonkar, V. L., Almasy, L., Calkins, M. E., Ragland, J. D., Pogue-Geile, M. F., ... 

& Gur, R. C. (2007). Neurocognitive endophenotypes in a multiplex multigenerational 

family study of schizophrenia. American Journal of Psychiatry, 164(5), 813-819. 

Hamidi, S., Rostami, R., Farhoodi, F., & Abdolmanafi, A. (2010). A study and comparison of 

alexithymia among patients with substance use disorders and normal people. Procedia-

Social and Behavioral Sciences, 5, 1367-1370.  

Haugland, B. S. (2003). Paternal alcohol abuse: relationship between child adjustment, parental 

characteristics, and family functioning. Child Psychiatry and Human Development, 34(2), 

127-146.  

Hawkins, J. D., Catalano, R. F., & Miller, J. Y. (1992). Risk and protective factors for alcohol and 

other drug problems in adolescence and early adulthood: implications for substance abuse 

prevention. Psychological Bulletin, 112(1), 64-105.  

Heilig, M., Epstein, D. H., Nader, M. A., & Shaham, Y. (2016). Time to connect: bringing social 

context into addiction neuroscience. Nature reviews. Neuroscience, 17(9), 592. 

Hill, S. Y., Kostelnik, B., Holmes, B., Goradia, D., McDermott, M., Diwadkar, V., & Keshavan, 

M. (2007). fMRI BOLD response to the eyes task in offspring from multiplex alcohol 

dependence families. Alcoholism, Clinical and Experimental Research, 31(12), 2028-

2035. doi:10.1111/j.1530-0277.2007.00535.x 

Hill, S. Y., Lowers, L., Locke, J., Snidman, N., & Kagan, J. (1999). Behavioral inhibition in 

children from families at high risk for developing alcoholism. Journal of the American 

Academy of Child and Adolescent Psychiatry, 38(4), 410-417. doi:10.1097/00004583-

199904000-00013 

Hill, S. Y., Lowers, L., Locke-Wellman, J., & Shen, S. A. (2000a). Maternal smoking and drinking 

during pregnancy and the risk for child and adolescent psychiatric disorders. Journal of 

studies on alcohol, 61(5), 661-668. 

Hill, S. Y., & O'Brien, J. W. (2015). Psychological and neurobiological precursors of alcohol use 

disorders in high-risk youth. Current Addiction Reports, 2(2), 104-113.  



 104 

Hill, S. Y., Shen, S., Lowers, L., & Locke, J. (2000b). Factors predicting the onset of adolescent 

drinking in families at high risk for developing alcoholism. Biological Psychiatry, 48(4), 

265-275.  

Hill, S. Y., Shen, S., Lowers, L., Locke-Wellman, J., Matthews, A. G., & McDermott, M. (2008). 

Psychopathology in offspring from multiplex alcohol dependence families with and 

without parental alcohol dependence: a prospective study during childhood and 

adolescence. Psychiatry Research, 160(2), 155-166. doi:10.1016/j.psychres.2008.04.017 

Hill, S. Y., Shen, S., Locke-Wellman, J. L., Rickin, E., & Lowers, L. (2005). Offspring from 

families at high risk for alcohol dependence: increased body mass index in association with 

prenatal exposure to cigarettes but not alcohol. Psychiatry research, 135(3), 203-216. 

Hill, S. Y., Steinhauer, S. R., Locke-Wellman, J., & Ulrich, R. (2009). Childhood risk factors for 

young adult substance dependence outcome in offspring from multiplex alcohol 

dependence families: a prospective study. Biological Psychiatry, 66(8), 750-757. 

doi:10.1016/j.biopsych.2009.05.030 

Hill, S. Y., Terwilliger, R., & McDermott, M. (2013). White matter microstructure, alcohol 

exposure, and familial risk for alcohol dependence. Psychiatry Research: 

Neuroimaging, 212(1), 43-53. 

Hill, S. Y., Tessner, K. D., & McDermott, M. D. (2011). Psychopathology in offspring from 

families of alcohol dependent female probands: a prospective study. Journal of Psychiatric 

Research, 45(3), 285-294. doi:10.1016/j.jpsychires.2010.08.005 

Hill, S. Y., Tessner, K., Wang, S., Carter, H., & McDermott, M. (2010). Temperament at 5 years 

of age predicts amygdala and orbitofrontal volume in the right hemisphere in adolescence. 

Psychiatry Res, 182(1), 14-21. doi:10.1016/j.pscychresns.2009.11.006 

Hill, S. Y., & Yuan, H. (1999). Familial density of alcoholism and onset of adolescent drinking. 

Journal of Studies on Alcohol, 60(1), 7-17.  

Hill, S. Y., Zubin, J., & Steinhauer, S. R. (1990). Personality resemblance in relatives of male 

alcoholics: a comparison with families of male control cases. Biological Psychiatry, 

27(12), 1305-1322.  

Hingson, R. W., Heeren, T., & Winter, M. R. (2006). Age at drinking onset and alcohol 

dependence: age at onset, duration, and severity. Archives of pediatrics & adolescent 

medicine, 160(7), 739-746. 

Hofstra, M. B., Van Der Ende, J., & Verhulst, F. C. (2002). Child and adolescent problems predict 

DSM-IV disorders in adulthood: a 14-year follow-up of a Dutch epidemiological 

sample. Journal of the American Academy of Child & Adolescent Psychiatry, 41(2), 182-

189. 

Hollingshead, A. A. (1975). Four-factor index of social status: Yale University, New Haven, CT. 



 105 

Hudziak, J. J., Copeland, W., Rudiger, L. P., Achenbach, T. M., Heath, A. C., & Todd, R. D. 

(2003). Genetic influences on childhood competencies: a twin study. Journal of the 

American Academy of Child & Adolescent Psychiatry, 42(3), 357-363. 

Hulvershorn, L. A., Finn, P., Hummer, T. A., Leibenluft, E., Ball, B., Gichina, V., & Anand, A. 

(2013). Cortical activation deficits during facial emotion processing in youth at high risk 

for the development of substance use disorders. Drug and Alcohol Dependence, 131(3), 

230-237. doi:10.1016/j.drugalcdep.2013.05.015 

Hussong, A. M., Huang, W., Serrano, D., Curran, P. J., & Chassin, L. (2012). Testing whether and 

when parent alcoholism uniquely affects various forms of adolescent substance 

use. Journal of abnormal child psychology, 40(8), 1265-1276. 

Hussong, A. M., Jones, D. J., Stein, G. L., Baucom, D. H., & Boeding, S. (2011). An internalizing 

pathway to alcohol use and disorder. Psychology of Addictive Behaviors, 25(3), 390-404. 

doi:10.1037/a0024519 

Hussong, A. M., Zucker, R. A., Wong, M. M., Fitzgerald, H. E., & Puttler, L. I. (2005). Social 

competence in children of alcoholic parents over time. Developmental Psychology, 41(5), 

747-759. doi:10.1037/0012-1649.41.5.747 

Iacono, W. G., Carlson, S. R., Taylor, J., Elkins, I. J., & McGue, M. (1999). Behavioral 

disinhibition and the development of substance-use disorders: findings from the Minnesota 

Twin Family Study. Development and Psychopathology, 11(4), 869-900.  

Iacono, W. G., Malone, S. M., & McGue, M. (2008). Behavioral disinhibition and the development 

of early-onset addiction: common and specific influences. Annu Rev Clin Psychol, 4, 325-

348. doi:10.1146/annurev.clinpsy.4.022007.141157 

IBM Corp. (2016). IBM SPSS Statistics for Windows, Version 24.0. Armonk, NY: IBM Corp. 

Jacob, T., & Johnson, S. (1997). Parenting influences on the development of alcohol abuse and 

dependence. Alcohol Health and Research World, 21(3), 204-209.  

Jacobus, J., & Tapert, S.F. (2014). Effects of cannabis on the adolescent brain. Current 

pharmaceutical design, 20(13), 2186-2193 

Janca, A., Robins, L., Cottler, L., & Early, T. (1992). Clinical observation of assessment using the 

Composite International Diagnostic Interview (CIDI). An analysis of the CIDI field trials 

B wave II at the St. Louis site. British Journal of Psychiatry, 160, 815-818.  

Janusz, J. A., Kirkwood, M. W., Yeates, K. O., & Taylor, H. G. (2002). Social problem-solving 

skills in children with traumatic brain injury: Long-term outcomes and prediction of social 

competence. Child Neuropsychology, 8(3), 179-194. 

Javdani, S., Finy, M. S., & Verona, E. (2014). Evaluation of the validity of the Multidimensional 

Personality Questionnaire-Simplified-Wording Form (MPQ-SF) in adolescents with 

treatment histories. Assessment, 21(3), 352-362. doi:10.1177/1073191113504617 



 106 

Johnston, L. D., O’Malley, P. M., Miech, R. A., Bachman, J. G., & Schulenberg, J. E. (2017). 

Monitoring the Future national survey results on drug use, 1975-2016: Overview, key 

findings on adolescent drug use. Ann Arbor: Institute for Social Research, The University 

of Michigan. 

Kagan, J., Reznick, J. S., Snidman, N., Gibbons, J., & Johnson, M. O. (1988). Childhood 

derivatives of inhibition and lack of inhibition to the unfamiliar. Child Development, 59(6), 

1580-1589.  

Kaufman, J., Birmaher, B., Brent, D., Rao, U., Flynn, C., Moreci, P., . . . Ryan, N. (1997). Schedule 

for Affective Disorders and Schizophrenia for School-Age Children-Present and Lifetime 

Version (K-SADS-PL): initial reliability and validity data. Journal of the American 

Academy of Child and Adolescent Psychiatry, 36(7), 980-988. doi:10.1097/00004583-

199707000-00021 

Kennedy, D. P., & Adolphs, R. (2012). The social brain in psychiatric and neurological disorders. 

Trends Cogn Sci, 16(11), 559-572. doi:10.1016/j.tics.2012.09.006 

Kim, M. J., Mason, W. A., Herrenkohl, T. I., Catalano, R. F., Toumbourou, J. W., & Hemphill, S. 

A. (2017). Influence of Early Onset of Alcohol Use on the Development of Adolescent 

Alcohol Problems: a Longitudinal Binational Study. Prevention Science, 18(1), 1-11. 

doi:10.1007/s11121-016-0710-z 

Kline, R. B. (2016). Principles and Practice of Structural Equation Modeling (Fourth ed.). New 

York, NY: The Guildford Press. 

Kopera, M., Glass, J. M., Heitzeg, M. M., Wojnar, M., Puttler, L. I., & Zucker, R. A. (2014). 

Theory of mind among young adult children from alcoholic families. J Stud Alcohol Drugs, 

75(5), 889-894.  Retrieved from http://www.ncbi.nlm.nih.gov/pubmed/25208207 

Kopera, M., Jakubczyk, A., Suszek, H., Glass, J. M., Klimkiewicz, A., Wnorowska, A., . . . 

Wojnar, M. (2015). Relationship between emotional processing, drinking severity and 

relapse in adults treated for alcohol dependence in Poland. Alcohol Alcohol, 50(2), 173-

179. doi:10.1093/alcalc/agu099 

Kornreich, C., Blairy, S., Philippot, P., Dan, B., Foisy, M., Hess, U., . . . Verbanck, P. (2001a). 

Impaired emotional facial expression recognition in alcoholism compared with obsessive-

compulsive disorder and normal controls. Psychiatry Res, 102(3), 235-248.  

Kornreich, C., Blairy, S., Philippot, P., Hess, U., Noel, X., Streel, E., . . . Verbanck, P. (2001b). 

Deficits in recognition of emotional facial expression are still present in alcoholics after 

mid- to long-term abstinence. J Stud Alcohol, 62(4), 533-542.   

Kornreich, C., Delle-Vigne, D., Knittel, J., Nerincx, A., Campanella, S., Noel, X., . . . Ermer, E. 

(2011). Impaired conditional reasoning in alcoholics: a negative impact on social 

interactions and risky behaviors? Addiction, 106(5), 951-959. doi:10.1111/j.1360-

0443.2010.03346.x 



 107 

Kornreich, C., Philippot, P., Foisy, M. L., Blairy, S., Raynaud, E., Dan, B., . . . Verbanck, P. (2002). 

Impaired emotional facial expression recognition is associated with interpersonal problems 

in alcoholism. Alcohol Alcohol, 37(4), 394-400.   

Ladd, G. W. (2005). Children's peer relations and social competence: A century of progress. Yale 

University Press. 

Lakey, B., & Drew, J. B. (1997). A social-cognitive perspective on social support. In Sourcebook 

of social support and personality(pp. 107-140). Springer US. 

Lalonde, C. E., & Chandler, M. J. (1995). False belief understanding goes to school: On the social-

emotional consequences of coming early or late to a first theory of mind. Cognition & 

Emotion, 9(2-3), 167-185. 

Lewis, B., Price, J. L., Garcia, C. C., & Nixon, S. J. (2019). Emotional face processing among 

treatment-seeking individuals with alcohol use disorders: investigating sex differences and 

relationships with interpersonal functioning. Alcohol and Alcoholism. 

Liddle, B., & Nettle, D. (2006). Higher-order theory of mind and social competence in school-age 

children. Journal of Cultural and Evolutionary Psychology, 4(3-4), 231-244. 

Le Berre, A. P., Fama, R., & Sullivan, E. V. (2017). Executive Functions, Memory, and Social 

Cognitive Deficits and Recovery in Chronic Alcoholism: A Critical Review to Inform 

Future Research. Alcoholism, Clinical and Experimental Research, 41(8), 1432-1443. 

doi:10.1111/acer.13431 

Lei, P. W., & Wu, Q. (2007). Introduction to structural equation modeling: Issues and practical 

considerations. Educational Measurement: issues and practice, 26(3), 33-43.  

Li, H., Li, W., Wei, D., Chen, Q., Jackson, T., Zhang, Q., & Qiu, J. (2014). Examining brain 

structures associated with perceived stress in a large sample of young adults via voxel-

based morphometry. Neuroimage, 92, 1-7. 

Lin, N., Ensel, W. M., Simeone, R. S., & Kuo, W. (1979). Social support, stressful life events, and 

illness: A model and an empirical test. Journal of Health and Social Behavior, 108-119. 

Lindner, C., Dannlowski, U., Walhöfer, K., Rödiger, M., Maisch, B., Bauer, J., ... & Heindel, W. 

(2014). Social alienation in schizophrenia patients: association with insula responsiveness 

to facial expressions of disgust. PloS one, 9(1), e85014. 

Lubman, D. I., Cheetham, A., & Yücel, M. (2015). Cannabis and adolescent brain 

development. Pharmacology & therapeutics, 148, 1-16. 

Lynskey, M. T., Agrawal, A., & Heath, A. C. (2010). Genetically informative research on 

adolescent substance use: methods, findings, and challenges. Journal of the American 

Academy of Child & Adolescent Psychiatry, 49(12), 1202-1214.  



 108 

Makris, N., Oscar-Berman, M., Jaffin, S. K., Hodge, S. M., Kennedy, D. N., Caviness, V. S., . . . 

Harris, G. J. (2008). Decreased volume of the brain reward system in alcoholism. Biol 

Psychiatry, 64(3), 192-202. doi:10.1016/j.biopsych.2008.01.018 

Marinkovic, K., Oscar-Berman, M., Urban, T., O'Reilly, C. E., Howard, J. A., Sawyer, K., & 

Harris, G. J. (2009). Alcoholism and dampened temporal limbic activation to emotional 

faces. Alcohol Clin Exp Res, 33(11), 1880-1892. doi:10.1111/j.1530-0277.2009.01026.x 

Maurage, P., Campanella, S., Philippot, P., Charest, I., Martin, S., & de Timary, P. (2009). 

Impaired emotional facial expression decoding in alcoholism is also present for emotional 

prosody and body postures. Alcohol Alcohol, 44(5), 476-485. doi:10.1093/alcalc/agp037 

Maurage, P., Campanella, S., Philippot, P., Martin, S., & de Timary, P. (2008). Face processing in 

chronic alcoholism: a specific deficit for emotional features. Alcohol Clin Exp Res, 32(4), 

600-606. doi:10.1111/j.1530-0277.2007.00611.x 

Maurage, F., de Timary, P., Tecco, J. M., Lechantre, S., & Samson, D. (2015). Theory of mind 

difficulties in patients with alcohol dependence: beyond the prefrontal cortex dysfunction 

hypothesis. Alcohol Clin Exp Res, 39(6), 980-988. doi:10.1111/acer.12717 

Maurage, P., Grynberg, D., Noel, X., Joassin, F., Hanak, C., Verbanck, P., . . . Philippot, P. 

(2011a). The "Reading the Mind in the Eyes" test as a new way to explore complex 

emotions decoding in alcohol dependence. Psychiatry Res, 190(2-3), 375-378. 

doi:10.1016/j.psychres.2011.06.015 

Maurage, P., Grynberg, D., Noel, X., Joassin, F., Philippot, P., Hanak, C., . . . Campanella, S. 

(2011b). Dissociation between affective and cognitive empathy in alcoholism: a specific 

deficit for the emotional dimension. Alcohol Clin Exp Res, 35(9), 1662-1668. 

doi:10.1111/j.1530-0277.2011.01512.x 

Mayer, J. D., Salovey, P., Caruso, D. R., & Sitarenios, G. (2001). Emotional intelligence as a 

standard intelligence. 

Mazefsky, C. A., Anderson, R., Conner, C. M., & Minshew, N. (2011). Child behavior checklist 

scores for school-aged children with autism: preliminary evidence of patterns suggesting 

the need for referral. Journal of psychopathology and behavioral assessment, 33(1), 31-37. 

McGue, M., Slutske, W., Taylor, J., & Iacono, W. G. (1997). Personality and substance use 

disorders: I. Effects of gender and alcoholism subtype. Alcoholism, Clinical and 

Experimental Research, 21(3), 513-520.  

McGuire, K. D., & Weisz, J. R. (1982). Social cognition and behavior correlates of preadolescent 

chumship. Child Development, 1478-1484. 

Moak, Z. B., & Agrawal, A. (2009). The association between perceived interpersonal social 

support and physical and mental health: results from the National Epidemiological Survey 

on Alcohol and Related Conditions. Journal of public health, 32(2), 191-201. 



 109 

Moos, R. H., Fenn, C. B., Billings, A. G., & Moos, B. S. (1988). Assessing life stressors and social 

resources: Applications to alcoholic patients. Journal of Substance Abuse, 1(2), 135-152. 

Moos, R. H., & Moos, B. S. (1994). Life Stressors and Social Resources Inventory - Youth Form 

(LISRES-Y): Professional Manual: Psychological Assessment Resources. 

Moos, R. H., & Moos, B. S. (2005). Sixteen-year changes and stable remission among treated and 

untreated individuals with alcohol use disorders. Drug and alcohol dependence, 80(3), 

337-347. 

Moskowitz, G. B. (2005). Social cognition: Understanding self and others. Guilford Press. 

Muthén, L. K., & Muthén, B. O. (2017). Mplus User’s Guide. Los Angeles, CA: Muthén & 

Muthén. 

Nandrino, J. L., Gandolphe, M. C., Alexandre, C., Kmiecik, E., Yguel, J., & Urso, L. (2014). 

Cognitive and affective theory of mind abilities in alcohol-dependent patients: the role of 

autobiographical memory. Drug Alcohol Depend, 143, 65-73. 

doi:10.1016/j.drugalcdep.2014.07.010 

Nash, S. G., McQueen, A., & Bray, J. H. (2005). Pathways to adolescent alcohol use: family 

environment, peer influence, and parental expectations. Journal of Adolescent Health, 

37(1), 19-28. doi:10.1016/j.jadohealth.2004.06.004 

Newcomb, M. D., Maddahian, E., & Bentler, P. M. (1986). Risk factors for drug use among 

adolescents: concurrent and longitudinal analyses. American Journal of Public Health, 

76(5), 525-531.  

Nixon, S. J., Tivis, R., & Parsons, O. A. (1992). Interpersonal problem-solving in male and female 

alcoholics. Alcohol Clin Exp Res, 16(4), 684-687. 

Nowicki, S., & Mitchell, J. (1998). Accuracy in identifying affect in child and adult faces and 

voices and social competence in preschool children. Genetic, Social, and General 

Psychology Monographs, 124(1), 39-60. 

O'Brien, J. W., & Hill, S. Y. (2014). Effects of prenatal alcohol and cigarette exposure on offspring 

substance use in multiplex, alcohol-dependent families. Alcoholism, Clinical and 

Experimental Research, 38(12), 2952-2961. doi:10.1111/acer.12569 

O’Brien, J. W., & Hill, S. Y. (2017). Neural predictors of substance use disorders in young 

adulthood. Psychiatry Research: Neuroimaging. 

O’Brien, J. W., Lichenstein, S. D., & Hill, S. Y. (2014). Maladaptive decision making and 

substance use outcomes in high-risk individuals: Preliminary evidence for the role of 5-

HTTLPR variation. Journal of studies on alcohol and drugs, 75(4), 643-652. 

 



 110 

O'Daly, O. G., Trick, L., Scaife, J., Marshall, J., Ball, D., Phillips, M. L., . . . Duka, T. (2012). 

Withdrawal-associated increases and decreases in functional neural connectivity associated 

with altered emotional regulation in alcoholism. Neuropsychopharmacology, 37(10), 

2267-2276. doi:10.1038/npp.2012.77 

O’Hearn, K., Schroer, E., Minshew, N., & Luna, B. (2010). Lack of developmental improvement 

on a face memory task during adolescence in autism. Neuropsychologia, 48(13), 3955-

3960. 

Ohannessian, C. M., & Hesselbrock, V. M. (1993). The influence of perceived social support on 

the relationship between family history of alcoholism and drinking behaviors. Addiction, 

88(12), 1651-1658.  

Onuoha, R. C., Quintana, D. S., Lyvers, M., & Guastella, A. J. (2016). A Meta-analysis of Theory 

of Mind in Alcohol Use Disorders. Alcohol and Alcoholism. doi:10.1093/alcalc/agv137 

Osborne, J. W. (2002). Notes on the use of data transformations. Practical Assessment, Research 

& Evaluation, 8(6).  

Oscar-Berman, M., & Marinkovic, K. (2007). Alcohol: effects on neurobehavioral functions and 

the brain. Neuropsychology Review, 17(3), 239-257. doi:10.1007/s11065-007-9038-6 

Ozbay, F., Johnson, D. C., Dimoulas, E., Morgan III, C. A., Charney, D., & Southwick, S. (2007). 

Social support and resilience to stress: from neurobiology to clinical practice. Psychiatry 

(Edgmont), 4(5), 35. 

Park, M. S., Kim, S. H., Sohn, S., Kim, G. J., Kim, Y. K., & Sohn, J. H. (2015). Brain activation 

during processing of angry facial expressions in patients with alcohol dependency. J 

Physiol Anthropol, 34(1), 6. doi:10.1186/s40101-015-0046-6 

Pearson Clinical Assessment. (n.d.). WMS-III to WMS-IV: Rationale for Change. Retrieved from 

http://images.pearsonclinical.com/images/Products/WMS-IV/WMS-

RationaleforChange.pdf 

Peirce, R. S., Frone, M. R., Russell, M., & Cooper, M. L. (1994). Relationship of financial strain 

and psychosocial resources to alcohol use and abuse: the mediating role of negative affect 

and drinking motives. Journal of Health and Social Behavior, 35(4), 291-308.  

Peirce, R. S., Frone, M. R., Russell, M., Cooper, M. L., & Mudar, P. (2000). A longitudinal model 

of social contact, social support, depression, and alcohol use. Health Psychology, 19(1), 

28. 

Peraza, J., Cservenka, A., Herting, M. M., & Nagel, B. J. (2015). Atypical parietal lobe activity to 

subliminal faces in youth with a family history of alcoholism. American Journal of Drug 

and Alcohol Abuse, 41(2), 139-145. doi:10.3109/00952990.2014.953251 



 111 

Philippot, P., Kornreich, C., & Blairy, S. (2003). Nonverbal Deficits and Interpersonal Regulation 

in Alcoholics. In P. Philippot, R. S. Feldman, & E. J. Coats (Eds.), Nonverbal Behavior in 

Clinical Settings (pp. 209-231). New York, NY: Oxford University Press. 

Philippot, P., Kornreich, C., Blairy, S., Baert, I., Den Dulk, A., Le Bon, O., . . . Verbanck, P. 

(1999). Alcoholics' deficits in the decoding of emotional facial expression. Alcohol Clin 

Exp Res, 23(6), 1031-1038.   

Pinkham, A. E., Penn, D. L., Green, M. F., Buck, B., Healey, K., & Harvey, P. D. (2013). The 

social cognition psychometric evaluation study: results of the expert survey and RAND 

panel. Schizophrenia bulletin, 40(4), 813-823. 

Premack, D., & Woodruff, G. (1978). Does the chimpanzee have a theory of mind? Behavioral 

and Brain Sciences, 1(4), 515-526.  

Rabe-Hesketh, S., Skrondal, A., & Zheng, X. (2007). Multilevel structural equation modeling (pp. 

209-227). In S.Y. Lee (Ed.). Handbook of Latent Variable and Related Models. Elsevier. 

Reeb, B. T., Chan, S. Y., Conger, K. J., Martin, M. J., Hollis, N. D., Serido, J., & Russell, S. T. 

(2015). Prospective Effects of Family Cohesion on Alcohol-Related Problems in 

Adolescence: Similarities and Differences by Race/Ethnicity. J Youth Adolesc, 44(10), 

1941-1953. doi:10.1007/s10964-014-0250-4 

Robins, L. N., Helzer, J. E., Croughan, J., & Ratcliff, K. S. (1981). National Institute of Mental 

Health Diagnostic Interview Schedule. Its history, characteristics, and validity. Archives of 

General Psychiatry, 38(4), 381-389.  

Rose, R. J., Dick, D. M., Viken, R. J., & Kaprio, J. (2001a). Gene-environment interaction in 

patterns of adolescent drinking: regional residency moderates longitudinal influences on 

alcohol use. Alcoholism, Clinical and Experimental Research, 25(5), 637-643. 

Rose, R. J., Dick, D. M., Viken, R. J., Pulkkinen, L., & Kaprio, J. (2001b). Drinking or abstaining 

at age 14? A genetic epidemiological study. Alcoholism, Clinical and Experimental 

Research, 25(11), 1594-1604. 

Roza, S. J., Hofstra, M. B., van der Ende, J., & Verhulst, F. C. (2003). Stable prediction of mood 

and anxiety disorders based on behavioral and emotional problems in childhood: A 14-year 

follow-up during childhood, adolescence, and young adulthood. American Journal of 

Psychiatry, 160(12), 2116-2121. 

Rubin, K. H., Bukowski, W. M., & Parker, J. G. (1998). Peer interactions, relationships, and 

groups. Handbook of child psychology. 

Rupp, C. I., Derntl, B., Osthaus, F., Kemmler, G., & Fleischhacker, W. W. (2017). Impact of social 

cognition on alcohol dependence treatment outcome: poorer facial emotion recognition 

predicts relapse/dropout. Alcoholism: Clinical and Experimental Research, 41(12), 2197-

2206. 



 112 

Rybakowski, J., Ziolkowski, M., Zasadzka, T., & Brzezinski, R. (1988). High prevalence of 

alexithymia in male patients with alcohol dependence. Drug Alcohol Depend, 21(2), 133-

136.   

Salloum, J. B., Ramchandani, V. A., Bodurka, J., Rawlings, R., Momenan, R., George, D., & 

Hommer, D. W. (2007). Blunted rostral anterior cingulate response during a simplified 

decoding task of negative emotional facial expressions in alcoholic patients. Alcohol Clin 

Exp Res, 31(9), 1490-1504. doi:10.1111/j.1530-0277.2007.00447.x 

Sato, W., Kochiyama, T., Kubota, Y., Uono, S., Sawada, R., Yoshimura, S., & Toichi, M. (2016). 

The association between perceived social support and amygdala  

structure. Neuropsychologia, 85, 237-244. 

Satorra, A. (2000). Scaled and adjusted restricted tests in multi-sample analysis of moment 

structures. In Innovations in multivariate statistical analysis (pp. 233-247). Springer, 

Boston, MA. 

 Satorra, A., & Bentler, P. M. (2010). Ensuring positiveness of the scaled difference chi-square 

test statistic. Psychometrika, 75(2), 243-248. 

 Schulte, M. T., Ramo, D., & Brown, S. A. (2009). Gender differences in factors influencing 

alcohol use and drinking progression among adolescents. Clinical psychology 

review, 29(6), 535-547. 

Shanahan, M. J., & Hofer, S. M. (2005). Social context in gene–environment interactions: 

Retrospect and prospect. The Journals of Gerontology Series B: Psychological Sciences 

and Social Sciences, 60(Special_Issue_1), 65-76. 

Sharma, V. K., & Hill, S. Y. (2017). Differentiating the Effects of Familial Risk for Alcohol 

Dependence and Prenatal Exposure to Alcohol on Offspring Brain 

Morphology. Alcoholism: Clinical and Experimental Research, 41(2), 312-322. 

Sifneos, P. E. (1973). The prevalence of 'alexithymic' characteristics in psychosomatic patients. 

Psychother Psychosom, 22(2), 255-262.   

Skeen, S., Laurenzi, C. A., Gordon, S. L., du Toit, S., Tomlinson, M., Dua, T., ... & Brand, A. S. 

(2019). Adolescent mental health program components and behavior risk reduction: a 

meta-analysis. Pediatrics, 144(2), e20183488. 

Spence, S. H. (2003). Social skills training with children and young people: Theory, evidence and 

practice. Child and adolescent mental health, 8(2), 84-96 

Stasiewicz, P. R., Bradizza, C. M., Gudleski, G. D., Coffey, S. F., Schlauch, R. C., Bailey, S. T., . 

. . Gulliver, S. B. (2012). The relationship of alexithymia to emotional dysregulation within 

an alcohol dependent treatment sample. Addict Behav, 37(4), 469-476. 

doi:10.1016/j.addbeh.2011.12.011 



 113 

Substance Abuse and Mental Health Services Administration (SAMHSA). (2014). Results from 

the 2013 National Survey on Drug Use and Health: Summary of National Findings. 

Rockville, MD: Substance Abuse and Mental Health Services Administration. 

Soloski, K. L., Kale Monk, J., & Durtschi, J. A. (2016). Trajectories of Early Binge Drinking: A 

Function of Family Cohesion and Peer Use. Journal of Marital and Family Therapy, 42(1), 

76-90. doi:10.1111/jmft.12111 

Tellegen, A. (1982). Brief manual for the multidimensional personality questionnaire. 

Unpublished manuscript, University of Minnesota, Minneapolis, 1031-1010.  

Tellegen, A. (1985). Structures of mood and personality and their relevance to assessing anxiety, 

with an emphasis on self-report. In A. H. Tuma & J. D. Maser (Eds.), Anxiety and the 

anxiety disorders (pp. 681-706). Hilsdale, NJ: Lawrence Erlbaum Associates. 

Tellegen, A., Lykken, D. T., Bouchard, T. J., Wilcox, K. J., Segal, N. L., & Rich, S. (1988). 

Personality similarity in twins reared apart and together. Journal of personality and social 

psychology, 54(6), 1031. 

Thatcher, D. L., & Clark, D. B. (2008). Adolescents at risk for substance use disorders: role of 

psychological dysregulation, endophenotypes, and environmental influences. Alcohol 

Research and Health, 31(2), 168-176.  

Thoma, P., Friedmann, C., & Suchan, B. (2013a). Empathy and social problem solving in alcohol 

dependence, mood disorders and selected personality disorders. Neuroscience and 

Biobehavioral Reviews, 37(3), 448-470. doi:10.1016/j.neubiorev.2013.01.024 

Thoma, P., Winter, N., Juckel, G., & Roser, P. (2013b). Mental state decoding and mental state 

reasoning in recently detoxified alcohol-dependent individuals. Psychiatry Res, 205(3), 

232-240. doi:10.1016/j.psychres.2012.08.042 

Thorberg, F. A., Young, R. M., Sullivan, K. A., & Lyvers, M. (2009). Alexithymia and alcohol 

use disorders: a critical review. Addictive Behaviors, 34(3), 237-245. 

doi:10.1016/j.addbeh.2008.10.016 

Townshend, J. M., & Duka, T. (2003). Mixed emotions: alcoholics' impairments in the recognition 

of specific emotional facial expressions. Neuropsychologia, 41(7), 773-782.   

Tulsky, D., & Price, L. (2003). Cross-validation of the joint factor structure of the WAIS-III and 

WMS-III: Examination of the structure by ethnic and age groups. Psychological 

Assessment, 15(2), 149-162. 

Uekermann, J., Channon, S., Winkel, K., Schlebusch, P., & Daum, I. (2007). Theory of mind, 

humour processing and executive functioning in alcoholism. Addiction, 102(2), 232-240. 

doi:10.1111/j.1360-0443.2006.01656.x 

Uekermann, J., & Daum, I. (2008). Social cognition in alcoholism: a link to prefrontal cortex 

dysfunction? Addiction, 103(5), 726-735. doi:10.1111/j.1360-0443.2008.02157.x 



 114 

Ullman, J. B. (2006). Structural equation modeling: Reviewing the basics and moving 

forward. Journal of personality assessment, 87(1), 35-50.  

Uzun, O., Ates, A., Cansever, A., & Ozsahin, A. (2003). Alexithymia in male alcoholics: study in 

a Turkish sample. Compr Psychiatry, 44(4), 349-352. doi:10.1016/S0010-440X(03)00009-

9 

Van Ryzin, M. J., Roseth, C. J., Fosco, G. M., Lee, Y. K., & Chen, I. C. (2016). A component-

centered meta-analysis of family-based prevention programs for adolescent substance 

use. Clinical Psychology Review, 45, 72-80. 

Vakalahi, H. F. (2001). Adolescent substance use and family-based risk and protective factors: a 

literature review. Journal of Drug Education, 31(1), 29-46.  

Valmas, M. M., Mosher Ruiz, S., Gansler, D. A., Sawyer, K. S., & Oscar-Berman, M. (2014). 

Social cognition deficits and associations with drinking history in alcoholic men and 

women. Alcohol Clin Exp Res, 38(12), 2998-3007. doi:10.1111/acer.12566 

Verhulst, B., Neale, M. C., & Kendler, K. S. (2015). The heritability of alcohol use disorders: a 

meta-analysis of twin and adoption studies. Psychological Medicine, 45(5), 1061-1072.  

Villarreal, M. F., Drucaroff, L. J., Goldschmidt, M. G., de Achával, D., Costanzo, E. Y., Castro, 

M. N., ... & Guinjoan, S. M. (2014). Pattern of brain activation during social cognitive 

tasks is related to social competence in siblings discordant for schizophrenia. Journal of 

psychiatric research, 56, 120-129. 

Walker, S. (2005). Gender differences in the relationship between young children's peer-related 

social competence and individual differences in theory of mind. The Journal of genetic 

psychology, 166(3), 297-312. 

Wechsler, D. (1997). Wechsler memory scale (WMS-III) (Vol. 14). San Antonio, TX: 

Psychological corporation. 

Wechsler, D. (2009). Advanced clinical solutions for the WAIS-IV and WMS-IV. San Antonio, 

TX: Pearson.  

Weigelt, S., Koldewyn, K., & Kanwisher, N. (2012). Face identity recognition in autism spectrum 

disorders: a review of behavioral studies. Neuroscience & Biobehavioral Reviews, 36(3), 

1060-1084. 

Williams, D. L., Goldstein, G., & Minshew, N. J. (2005). Impaired memory for faces and social 

scenes in autism: clinical implications of memory dysfunction. Archives of clinical 

neuropsychology, 20(1), 1-15. 

Windle, M. (2000). Parental, sibling, and peer influences on adolescent substance use and alcohol 

problems. Applied Developmental Science, 4(2), 98-110.  



 115 

Wittchen, H. U., Robins, L. N., Cottler, L. B., Sartorius, N., Burke, J. D., & Regier, D. (1991). 

Cross-cultural feasibility, reliability and sources of variance of the Composite International 

Diagnostic Interview (CIDI). The Multicentre WHO/ADAMHA Field Trials. British 

Journal of Psychiatry, 159, 645-653, 658.  

Wobrock, T., Falkai, P., Schneider-Axmann, T., Frommann, N., Wolwer, W., & Gaebel, W. 

(2009). Effects of abstinence on brain morphology in alcoholism: a MRI study. Eur Arch 

Psychiatry Clin Neurosci, 259(3), 143-150. doi:10.1007/s00406-008-0846-3 

Wrase, J., Makris, N., Braus, D. F., Mann, K., Smolka, M. N., Kennedy, D. N., . . . Heinz, A. 

(2008). Amygdala volume associated with alcohol abuse relapse and craving. Am J 

Psychiatry, 165(9), 1179-1184. doi:10.1176/appi.ajp.2008.07121877 

Xiao, P., Dai, Z., Zhong, J., Zhu, Y., Shi, H., & Pan, P. (2015). Regional gray matter deficits in 

alcohol dependence: A meta-analysis of voxel-based morphometry studies. Drug Alcohol 

Depend, 153, 22-28. doi:10.1016/j.drugalcdep.2015.05.030 

 

 


	Title Page
	Committee Page
	Abstract
	Table of Contents
	List of Tables
	List of Figures
	1.0 Introduction
	1.1 Review of the Literature
	1.1.1 Alcohol Use Disorders
	1.1.1.1 Heritability of AUD
	1.1.1.2 Phenotypic Characteristics of High-Risk Offspring

	1.1.2 Social Cognition
	1.1.3 Social Cognition and AUD
	1.1.3.1 Theory of Mind
	1.1.3.2 Emotional Processing

	1.1.4 Social Cognition in High-Risk Offspring
	1.1.5 Social Cognition and Social Functioning
	1.1.5.1 Social Cognition and Social Functioning in AUD

	1.1.6 Adolescent Alcohol Use
	1.1.7 Environmental Risk Factors for SUD
	1.1.7.1 Familial Characteristics Associated with Risk and Resilience
	1.1.7.2 Peer Influences
	1.1.7.3 Environmental Influences in High-Risk Families

	1.1.8 Summary

	1.2 Statement of Purpose
	1.2.1 Hypothesis 1a
	1.2.2 Hypothesis 1b
	1.2.3 Hypothesis 2a
	1.2.4 Hypothesis 2b
	1.2.5 Hypothesis 3


	2.0 Methods
	2.1 Participants
	2.1.1 Inclusion Criteria for High-Risk Families
	2.1.2 Exclusion Criteria for High-Risk Families
	2.1.3 Selection of Control Families

	2.2 Third-Generation Offspring Procedure
	2.2.1 Study Sample

	2.3 Measures
	2.3.1 Social Functioning
	2.3.1.1 Child Behavior Checklist (CBCL)
	2.3.1.2 Life Stressors and Social Resources Inventory – Youth Form (LISRES-Y)
	2.3.1.3 Multidimensional Personality Questionnaire (MPQ)

	2.3.2 Substance Use
	2.3.2.1 Kiddie Schedule for Affective Disorders and Schizophrenia-Present Episode (K-SADS-P)
	2.3.2.2 Composite International Diagnostic Interview (CIDI)
	2.3.2.3 Composite International Diagnostic Interview Substance Abuse Module (CIDI-SAM)

	2.3.3 Covariates and Confounds
	2.3.3.1 Hollingshead Four-Factor Index of Socioeconomic Status
	2.3.3.2 Drinking and Drug Use During Pregnancy Interview


	2.4 Analytic Plan
	2.4.1 Data Selection
	2.4.2 Data Analyses


	3.0 Results
	3.1 Preliminary Analyses
	3.1.1 Sample Characteristics

	3.2 Main Effects of Familial Risk
	3.2.1 Adolescent Alcohol Use
	3.2.1.1 Age of Onset
	3.2.1.2 Frequency of Drinking
	3.2.1.3 Quantity per Occasion

	3.2.2 Substance Use Disorder Outcome
	3.2.3 Social Functioning

	3.3 Covariates of Interest
	3.3.1 Main Effects of Sex
	3.3.2 Main Effects of Socioeconomic Status
	3.3.3 Main Effects of Personal Alcohol Exposure
	3.3.4 Main Effects of Prenatal Exposures
	3.3.4.1 Prenatal Alcohol Exposure
	3.3.4.2 Prenatal Drug Exposure
	3.3.4.3 Prenatal Cigarette Exposure


	3.4 Structural Equation Modeling
	3.4.1 Hypothesis 1: Risk, Adolescent Alcohol Use, and Substance Use Disorder Outcome
	3.4.1.1 Correlations Among Alcohol Use Variables
	3.4.1.2 Measurement Model A
	3.4.1.3 Structural Model A

	3.4.2 Hypothesis 2: Risk and Social Functioning
	3.4.2.1 Correlations Among Social Functioning Variables
	3.4.2.2 Measurement Model B
	3.4.2.3 Structural Model B

	3.4.3 Hypothesis 3: Mediation by Social Functioning
	3.4.3.1 Measurement Model C
	3.4.3.2 Structural Model C
	3.4.3.3 Model C Respecification



	4.0 Discussion
	4.1 Summary
	4.2 Familial Risk, Adolescent Alcohol Use, and Substance Use Disorder Outcome
	4.3 Familial Risk and Social Functioning
	4.3.1 Childhood Social Competence and Social Problems
	4.3.2 Adolescent Social Supports and Stressors
	4.3.3 Young Adult Alienation and Social Closeness

	4.4 Mediation of the Relationship Between Risk and Outcome by Social Functioning
	4.4.1 Familial Risk, Childhood Social Competence and Social Problems, and Substance Use Disorder Outcome
	4.4.2 Familial Risk, Perceived Social Support in Adolescence, and Substance Use Disorder Outcome
	4.4.3 Familial Risk, Young Adult Alienation and Social Closeness, and Substance Use Disorder Outcome

	4.5 Clinical Implications and Future Directions
	4.6 Strengths and Limitations
	4.6.1 Sample
	4.6.2 Self-Report Measures
	4.6.3 Adolescent Substance Use
	4.6.4 Data Analyses

	4.7 Conclusion

	Appendix A Tables
	Table 1: Mean Number of Second-Degree Relatives by Parental AD Status and Risk Group
	Table 2: Demographic Data by Familial Risk Status
	Table 3: Substance Use Data by Familial Risk Status
	Table 4: Social Functioning Data by Familial Risk Status
	Table 5: Correlations Among Adolescent Alcohol Use Measures
	Table 6: Correlations Among Social Functioning Measures
	Table 7: Model Fit Statistics for Structural Equation Models

	Appendix B Figures
	Figure 1: Rates of Adolescent Alcohol Use and SUD for High-Risk and Low-Risk Offspring
	Figure 2: Unstandardized Means and Standard Errors for High-Risk and Low-Risk Offspring on Adolescent Alcohol Use Variables
	Figure 3: Standardized Means and Standard Errors for High-Risk and Low-Risk Offspring on Social Functioning Variables
	Figure 4: Standardized (z) Scores for High-Risk and Low-Risk Male and Female Offspring on Measures of Social Functioning
	Figure 5: Kaplan–Meier Survival Analysis of Age at Onset of Substance Use Disorder by Risk Status
	Figure 6: Hypothesized Model for Relationships Among Familial Risk, Adolescent Alcohol Use, and SUD Outcome
	Figure 7: Final Model for Relationships Among Familial Risk, Adolescent Alcohol Use, and SUD Outcome
	Figure 8: Hypothesized Model for Relationships Among Familial Risk and Social Functioning Variables
	Figure 9: Final Model for Relationships Among Familial Risk and Social Functioning Variables
	Figure 10: Hypothesized Model for Relationships Among Familial Risk, Social Functioning Variables, Adolescent Alcohol Use, and SUD Outcome
	Figure 11: Modified Model for Relationships Among Familial Risk, Social Functioning Variables, Adolescent Alcohol Use, and SUD Outcome
	Figure 12: Trimmed Model for Relationships Among Familial Risk, Social Functioning Variables, Adolescent Alcohol Use, and SUD Outcome

	References

