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To Evaluate At-Risk Teens for Substance Abuse 

 

 
Henry Nasrallah, MD, Editor-in-Chief of Current Psychiatry, recently raised an important and 

provocative question relevant for the upcoming DSM-V, the diagnostic “bible” for psychiatric 

disorders: “Are psychiatric conditions diseases, disorders, or syndromes?”  The answers to this 

question begin to shed light on the semantic and diagnostic/therapeutic murkiness that sometimes 

clouds our work in Psychiatry and Addiction Medicine.  

 

Disease: a distinctive process in the body with specific cause and characteristic symptoms and 

usually a specific remedy. 

 

Disorder: a disturbance or dysregulation of normal function. 

 

Syndrome: a characteristic number of symptoms and signs that occur together that define a 

particular illness.  

 

Since psychiatric (including addiction) diagnosis is arrived at by clinical means, with few 

objective laboratory tests to differentiate one condition from the other, the disease model itself 

gets thrown into question sometimes, by some practitioners.  

 

There is growing awareness of the tremendous overlap of signs, symptoms and diagnostic labels, 

now called comorbidity. In fact, depression, anxiety, OCD (obsessive compulsive disorder), 

PTSD (post-traumatic stress disorder), personality disorders, addictions and even psychosis 

frequently share many of the same features.  

 

All major psychiatric diagnoses contain a set of commonalities such as anxiety; depression; 

compulsions such as eating disorders and alcohol abuse; sleep disturbances; chronic pain; 

headaches; and Axis II features. There are shared neurobiologic features such as disruption in 

neurotransmitter pathways: serotonin, dopamine, norepinephrine or glutamate. In addition to 

shared genetic and familial predispositions, there are an accompanying set of structural 

abnormalities on neuroimaging: cortical atrophy, grey and white matter abnormalities and 

enlarged ventricles. Also, we have discovered that medications that have been FDA-approved for 

one condition have utility in many others, such as SSRI’s for depression, but also anxiety, OCD 

and fibromyalgia. Atypical antipshychotics also are useful in bipolar conditions, OCD, 



depression and anxiety. Anticonvulsants initially indicated for epilepsy are useful in treating 

bipolar mania, alcoholism, drug abuse impulsivity and psychosis.  

 

Therefore, until neuroscience can help us define these states with greater precision, we are left 

with essentially four major groupings of disorder: mood, anxiety, psychosis and addiction. This 

issue of JNLA is devoted to a focus on the problem of early addiction risk factors in teenagers 

with the purpose of defining childhood characteristics that can alert caregivers and others to open 

the way for early interventions, both treatment and prevention.
1
  In the spirit of “an ounce of 

prevention is worth a pound of cure,” we’ll examine some of the pertinent data and experience to 

help outline some early interventions. 

 

It was not that long ago that clinicians could identify only the “children of alcoholics” (COA) as 

high-risk candidates for substance use problems, alcoholism specifically.  

 

Family addiction history gave us the predictor of 50% of future alcoholics but gave us no 

information about the rest. Also, while we are just beginning to gain ground on heritable, genetic 

risk factors, the nature/nurture debate still goes on even with our increased ability to identify 

familial environmental influence on future addiction problems in the offspring.  

 

In the genetic field, over 20 genes have been identified that hold sway over the likelihood of 

substance initiation, dysfunctional metabolism and reinforcing properties of abused substances. 

For instance, the genetically-controlled enzymes involved in the metabolism of alcohol may 

establish a high tolerance by way of rapid burn off while slow metabolizers accumulate the toxic 

by-products and become ill quicker. They therefore tend to moderate their drinking habits. An 

interesting finding is that genetic factors appear to have little influence on drug-taking from early 

adolescence to middle adulthood, while the influence of toxic genetic factors increases with age. 

However, the negative familial environmental issues are more important in early adolescence 

and gradually wear off as the person gets older.  

 

Although genetic research in addictions
2
 holds promise for identifying individual vulnerabilities 

and risk factors in such sophisticated areas as variations in neurotransmitter systems, molecular 

level variations and gene-environment interactions, we have a long way to go before this 

research is clinically useful.  

 

There are six risk factors that revolve around familial environment problem areas which are 

important markers and present themselves for optimal pubic policy and treatment purposes: 

1. Parental substance use 

2. Maltreatment 

3. Inadequate supervision 

4. Impulsive or oppositional behavior, poorly controlled or handled by parents 

5. Ease of substance availability 

6. Early substance use. 

 

                                                 

 

 



Child maltreatment may consist of physical, emotional or sexual abuse; or neglect. Youngsters 

who are irritable or impulsive may also wear out the most attentive parents. Early substance use 

also falls into this latter category although family dynamics theory posits that the identified 

patient (the substance abuser) is maintaining family homeostasis and cohesion by means of their 

personal destructive behavior.  

 

Childhood psychopathology is one of the most significant risk factors for substance use 

disorders. Conduct disorders, attention-deficit/hyperactivity disorder, mood disorders and post-

traumatic stress disorder are a prominent cluster. In addition, psychological dysregulation 
3
 

presenting with inattention, impulsivity and negative moods flash warning signals to caregivers 

and prevention specialists.  

 

Childhood cigarette smoking tends to predict a more rapid track for the evolution of a substance 

use disorder.  

 

Recommendations: 

We have to acknowledge that clinical awareness and proper assessments are still primary. 

Comorbidities and other risk factors are circular and self-reinforcing. The consequences of 

dormant substance use disorder unfolding later on are devastating and huge. We still do not have 

the ready-to-order blood test, genetic screen or MRI to guide our work. However, our clinical 

understandings and clinical skills can be productively applied to the task at hand.  

 

Treatment settings with a focus on primary care, mental health and chronic medical care for 

children and adolescents need to evaluate for substance use disorder risk. Family history is still 

the important determinant of genetic risk. Child abuse and neglect are important family 

environment factors that need to be questioned directly to parents and child. Key clusters of 

mental disorders, CD, ADHD, and PTSD need to be ruled out. Use of tobacco, alcohol, cannabis 

and other drugs needs to be explored.  

 

If the parents abuse drugs or alcohol then helping them toward sobriety will have enormous 

positive impact on the children.
4
  Many easily administered questionnaires are available for 

screening teens for substance abuse or dependence: CAGE , TWEAK, CRAFFT. However, the 

questionnaire designed and distributed by the World Health Organization, the AUDIT (Alcohol 

Use Disorders Identification Test) is the most consistently successful. 

(http://whqibdoc.who.int/hq/2001/who_msd_msb_01.6a.pdf.) 

 

Resources: 

NIDA (National Institute on Drug Abuse) provides a website for parents and teachers: 

www.drugabuse.gov/parent-teacher.html 

 

NIAAA (National Institute on Alcohol Abuse and Alcoholism) provides free booklets for 

parents: www.niaaa.nih.gov/publications/pamphletsbrochuresposters/english 
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My Brain/My Body (a NIAAA-supported educational tool for middle school students: 

www.mybrainmybody.com) 

 

www.thecoolspot.gov: education on alcohol for young teens (11-13 years old). This site includes 

quizzes; tips on how to refuse drinking; and how to resist peer pressure (sponsored by NIAAA). 

 

NIDA for Teens. http://teens.drugabuse.gov provides information and activities for 11-15 year 

olds.  

 

NIAAA: www.niaaa.nih.gov 

 

NIDA: www.nida.nih.gov 

 

Centers for Disease Control and Prevention (Youth Tobacco Prevention): 

www.cdc.gov/tobacco/youth.  
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