
Introduction
Americans annually consume significant amounts 
of alcohol, tobacco, prescription opioids, and ille-
gal drugs. The National Survey of Drug Use and 
Health (NSDUH) estimated that in 2014, 52.4% of 
U.S. citizens 12 years of age or older were current-
ly using alcohol, 25.4% were using tobacco, 8.0% 
were using marijuana, 3.3% were using some other 
type of illicit drug, and in the past year, 4.1% had 
taken prescription opioids for nonmedical pur-
poses. This level of substance use has resulted in 
substantial economic and social consequences and 
represents a significant public health challenge for 
the nation [1]. The excessive use of alcohol alone 
cost the US $249 billion in 2010 [2], with tobacco 
costing $289 billion in 2014 [3], illicit drugs $193 
billion in 2007 [4], and prescription drugs $53.4 
billion in 2006 [5]. Assuming spending rates re-
mained stable, these expenditures represent a 
combined total of approximately $876.6 billion 
in 2017 dollars. These estimates do not begin to 
represent the significant personal costs resulting 
from the consequences of substance use such as 
addiction, loss of employment, familial disruption, 
health problems, and criminal justice involvement 
[1]. Loss of life is the most serious outcome related 
to substance use; 44,827 U.S. deaths in 2015 were 
tied to alcohol or drug use [6], and an additional 
480,000 deaths were attributable to tobacco use 
[3]. 
 With the exception of tobacco, which is 
used at significantly higher rates in Indiana, the 
use of alcohol, prescription pain relievers, and il-
licit drugs parallels the consumption levels noted 
for the rest of the country [1]. While the overall 
economic cost of Hoosiers’ substance use to Indi-
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SUMMARY
• The purpose of this brief is to (a)highlight how brain 

changes during adolescence elevate the risk for sub-
stance abuse and (b) describe the impact of alcohol 
and drugs on the adolescent brain and discuss the 
consequences associated with these changes.

• Substance abuse during adolescence has been tied to 
many negative, long-term consequences. 

• During adolescence, the brain changes rather dra-
matically. Behaviorally, the maturation process of 
the adolescent brain is reflected in the greater pro-
pensity of adolescents to take part in risky activities 
such as unprotected sexual activity, reckless driving, 
and substance use.

• Most peoples’ first exposure to alcohol, tobacco, and 
other drugs typically occurs at some point during 
adolescence. 

• Similar to adolescents nationally, Hoosier youths 
most commonly experiment with alcohol, tobacco 
(primarily in the form of cigarettes and e-cigarettes), 
and marijuana, with use of these substances increas-
ing from junior high through high school.

• Policy recommendations
 ○ Increase prevention efforts that target adoles-

cents and preadolescents.
 ○ Support legislation that limits adolescent ac-

cess to alcohol, cigarettes, and marijuana.
 ○ Increase adolescent-specific treatment ser-

vices.
 ○ Provide training to healthcare and other pro-

fessionals on how substance use can affect the 
brain, how to identify signs of substance use, 
and how to effectively intervene.

 ○ Increase prevention efforts that target pregnant 
women, expand services for pregnant women who 
have substance use problems, and reduce barriers 

to accessing those services.
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ana is not currently known, the state is estimated 
to spend over $6.1 billion annually to address the 
health and social consequences that stem from the 
use of alcohol and tobacco [2, 7] and more than 
$650 million per year on healthcare costs for pre-
scription opioid misuse [8]. 
 In order for policy makers to reduce the im-
pact drug use has on the state, it is important for 
them to understand what factors may put Hoosiers 
at increased risk for escalating use and ultimately 
addiction. Brain development is one such factor. 
Although ingestion of substances of abuse at any 
age can adversely affect the brain, there are criti-
cal periods when use can have substantially great-
er impact. One of these critical periods is adoles-
cence. The use of substances of abuse during this 
phase of development has been tied to many nega-
tive, long-term consequences. The purpose of this 
brief report is to (a) highlight how brain changes 
during adolescence elevate the risk for substance 
abuse and (b) describe the impact of alcohol and 
drugs on the adolescent brain and discuss the 
consequences associated with these changes. We 
believe this report will be particularly valuable to 
state- and local-level legislators, persons who work 
in social services agencies, prevention and treat-
ment professionals, and those who are interested 
in designing approaches that can more effectively 
address substance use in Indiana.

Basics of Adolescent Brain
Development
From the perinatal period through childhood, the 
brain grows in size and complexity as brain cells 
(neurons) multiply, coalesce into individual struc-
tures, and subsequently become linked together 
through tens of thousands of neural connections 
[9]. During adolescence, which begins at approx-

imately age 12 and lasts till somewhere between 
the ages of 18 and 20, the brain changes rather 
dramatically. The most significant changes involve 
two processes: synaptic pruning and myelination. 
Synaptic pruning is a process that allows the brain 
to become more streamlined and efficient. During 
pruning, connections between neurons, or specif-
ic types of brain cells, that are used regularly are 
strengthened while those which are used infre-
quently disappear. Structurally, the pruning pro-
cess is reflected in a decrease in the overall volume 
of cell bodies (gray matter) present in the brain. At 
the same time that pruning is occurring, the 

Although ingestion of substances of 
abuse at any age can adversely affect 
the brain, there are critical periods 

when use can have substantially 
greater impact. 

long, finger-like projections that grow off of neu-
rons (axons) and allow for intercellular communi-
cation are being coated in a fatty substance (my-
elin) in a process called myelination. Myelination 
allows neurons to communicate with each other 
at dramatically increased speeds. From a struc-
tural standpoint, myelination results in steadily 
increasing white matter (myelin covered axons) 
throughout the brain [9-12].
 Pruning and myelination proceed in a very 
specific manner. Phylogenetically older parts of 
the brain go through these processes sooner than 
newer ones. The limbic system and the prefrontal 
cortex are two areas of the brain that are of par-
ticular importance during adolescence. The limbic 
system is a group of brain structures that are bio-
logically older and are tied to movement, emotion, 
reward, novelty seeking, memory, and impulsivity. 
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This part of the brain matures relatively early in 
adolescence. In contrast, the prefrontal cortex is 
biologically newer. It is responsible for executive 
functions including planning, decision 
making, and impulse control; it fin-
ishes maturing significantly later 
than the limbic system. Due to 
this pattern of older-to-new-
er development, adolescent 
behavior is driven some-
what more by impulses and 
desires to have new experi-
ences and sensations, and 
somewhat less by critical and 
logical considerations of out-
comes, especially in situations that are emotion-
ally charged. Behaviorally, the maturation process 
of the adolescent brain is reflected in the greater 
propensity of adolescents to take part in risky ac-
tivities such as unprotected sexual activity, reck-
less driving, and substance use, than at any other 
point in their lives [10-14]. 
 Another important change noted in the ad-
olescent brain is an increase in the activity of nu-
merous neurochemical systems, particularly the 
dopamine system. Dopamine is a chemical mes-
senger (neurotransmitter) that regulates feelings 
of pleasure and aids the brain in creating asso-
ciations between behaviors that lead to positive 
outcomes and the environments in which these 
behaviors occurred. Heightened dopamine activ-
ity during adolescence means that adolescents are 
more sensitive to rewards and more likely to en-
gage in actions that result in pleasure or positive 
outcomes.

Addiction and the Brain
Alcohol, tobacco, and other drugs are used for a 
variety of reasons, including for their pleasurable 
and mind-altering effects, for their ability to en-

hance performance, and to help reduce unpleas-
ant psychological symptoms [15, 16]. Most drugs 
of abuse induce a sense of pleasure or a positive 

emotional state by directly or indirectly 
increasing dopamine levels within 

specific structures of the limbic 
system [15-17]. With continued 
use, drugs alter not only dopa-
mine but in many cases oth-
er neurotransmitter systems, 
such as the serotonin system 

which helps to regulate mood. 
These neurochemical alterations are 

associated with shifts in how brain struc-
tures communicate with one another, in the 

shape and function of neurons, and in the physical 
composition of various areas of the brain; these 
shifts ultimately result in addiction, a condition 
characterized by intense cravings to use a particu-
lar drug and by compulsive drug seeking and drug 
taking even in the face of serious adverse health 
and/or social consequences [15-17]. As men-
tioned above, the brain areas and neurotransmit-
ter systems implicated in addiction are precisely 
those that are still maturing, making them partic-
ularly vulnerable to drug exposure.

Impact of Selected Drugs on the
Adolescent Brain
Most peoples’ first exposure to alcohol, tobacco, 
and other drugs typically occurs at some point 
during adolescence. Data from several sources 
indicate that the rate of substance use begins to 
increase at about the time children enter the 8th 
grade and peaks when they reach their late teens 
or early twenties. Similar to adolescents nation-
ally, Hoosier adolescents most commonly experi-
ment with alcohol, tobacco (primarily in the form 
of cigarettes and e-cigarettes1), and marijuana, 

1 E-Cigarettes are electronic devices that allow users 
to inhale vaporized nicotine.
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with use of these substances increasing from ju-
nior high through high school [1, 18, 19]. 
The following section focuses on the most fre-
quently abused substances among youth.

Alcohol
Alcohol is the most widely used substance by ad-
olescents across Indiana and the nation. In 2016, 
nearly 35% of Indiana’s 12th grade students said 
they were current users of alcohol (U.S.: 33.2%) 
[18, 19], and approximately 18% reported binge 
drinking2  in the past 14 days (U.S.: 15.5%). Binge 
drinking is a pattern of alcohol consumption that 
can result in more serious outcomes. 
 The impact of alcohol on the adult brain 
is well known. Adults who engage in chronic and 
heavy alcohol use show distinct changes in brain 
structure, and these changes can result in condi-
tions such as alcohol-induced amnestic disorder, 
a form of dementia. 
 The impact alcohol has on the 

adolescent brain appears to be 
more subtle than that seen in 
long-term adult users; how-
ever, because of the dynamic 
physiological changes taking 
place in the brain during ad-

olescence and the high rate of 
use within this population, alco-
hol exposure is still a significant 
concern [12]. In studies using 
non-invasive imaging technol-
ogy, the brains of young people 

who were abusing alcohol or who 
had an alcohol use disorder were found to have 
structural differences compared to their  non-us-

2 Binge drinking is defined as consuming five or more 
drinks in a row in the past two weeks. 

ing peers. Alcohol-using youth were most often 
reported to have smaller prefrontal cortices and 
smaller hippocampi. Among its many activities, 
the prefrontal cortex is responsible for planning 
of complex, goal-directed behavior; decision mak-
ing; and impulse control. The hippocampus aids 
in the creation of long-term and spatial memories 
[20-23]. Small reductions were also noted in the 
temporal cortex, which is associated with memory 
formation, and the cingulate cortex, which plays a 
role in reward anticipation, decision-making, and 
impulse control [22]. Alcohol-using youth also 
typically had poorer white matter development in 
several brain areas, the most significant of which 
being the corpus callosum, the large group of ax-
ons that communicate information from one side 
of the brain to the other [22, 24]. Many of these 
structural changes were more pronounced among 
youth with longer histories of excessive use and of 
binge drinking [22].
 In general, the brain changes noted among 
adolescents with higher levels of alcohol use ap-
pear to result in impairments that are cognitive in 
nature, including difficulties with attention, mem-
ory, and response inhibition—all of which could 
negatively affect academic performance [20]. Ad-
ditionally, brain structure alterations among ad-
olescent drinkers may be partly responsible for 
findings that the earlier adolescents begin to use 
alcohol, the more likely they are to develop an al-
cohol use disorder during young adulthood or at 
some point within 10 years of their first drink [25-
27].

Nicotine
Nicotine, mainly in the form of cigarettes and 
e-cigarettes, is used more frequently throughout 
Indiana than it is in the rest of the nation. In 2016, 
nearly 15% of high school seniors indicated that 
they currently used cigarettes with almost 22% 
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reporting use of e-cigarettes [18]. Unlike in many 
other states, Indiana’s adolescents appear to start 
their substance use experimentation with ciga-
rettes, turning to alco-
hol and then poten-
tially to other drugs 
at slightly older ages 
[18]. 
Nicotine affects the 
brain by binding to 
receptor sites along 
cells in various areas 
of the brain called 
nicotinic receptors. 
A large percentage 
of nicotinic receptors 
are located in the lim-
bic system. When stim-
ulated by naturally occurring neurotransmitters, 
these receptors control the release of dopamine 
and serotonin. In the presence of nicotine, nicotin-
ic receptors send messages for the brain to over-
produce dopamine and reduce serotonin produc-
tion while also causing certain limbic structures 
to produce more nicotinic receptors [28, 29]. Not 
only can increased dopamine in the limbic system 
allow this region of the brain to exert greater con-
trol over behavior than the more logical prefrontal 
cortex, it can also lead to long-term changes in the 
organization of cells in brain structures responsi-
ble for processing information regarding rewards 
[30]. In fact, these reward-processing areas show 

higher levels of ac-
tivation in adoles-
cent smokers when 
they are exposed 
to smoking-relat-
ed advertisements 
compared to non-
smokers [31]. 

Unlike in adults, the nicotine-induced increase in 
nicotinic receptors appears to make adolescents 
more sensitive to nicotine, and make it more like-

ly they will continue to 
use products which 
contain it [28]. In 
fact, in one imaging 
study, a nicotinic-rich 
area of the brain be-
lieved to be involved 
in addiction, the in-
sula, was found to 
be thinner in young 
smokers compared to 
nonsmokers; greater 
thinness was associ-
ated with a smoker’s 

self-rated level of nico-
tine dependence and urge to smoke. The nicotinic 
receptor system is also believed to play a role in 
the development of neurons and in myelination. 
Young smokers have greater amounts of white 
matter in areas of the corpus callosum as well as 
other main communication tracts in the brain 
compared to non-smokers. These findings may 
imply compromised development along these 
tracts, although the clinical implications of these 
changes are not clear [28].
Regardless of what specific areas of the brain nic-
otine affects, it is clear that adolescents who begin 
using cigarettes place themselves at very high risk 
for continued use; approximately 90% of adult 
smokers begin smoking before the age of 18 [3], 
and those starting very early in adolescence re-
port the greatest difficulty quitting [32, 33]. There 
is also a strong link between adolescent smoking 
and depression, which may be partially explained 
by the decrease in serotonin caused by cigarette 
use. Although the relationship between cigarette 
use and depression is not entirely clear, there is 

In general, the brain changes
noted among adolescents with higher 
levels of alcohol use appear to result 
in impairments that are cognitive in 

nature, including difficulties with
attention, memory, and response

inhibition—all of which could
negatively affect academic

performance
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evidence that adolescents who suffer from depres-
sion or mood disorders and smoke, generally be-
gan smoking well before the onset of significant 
psychological symptoms [34-36]. Early use of 
cigarettes among adolescents is also tied to use of 
illicit substances particularly marijuana, cocaine, 
and heroin later in life [37, 38]. 

Marijuana
Marijuana is the most widely used illicit drug in the 
U.S. In 2016, 6.6% of Indiana’s 8th graders, 13.7% 
of 10th graders, and 20.3% of 12th graders were 
reported to be current users of marijuana, with 
similar percentages doing so nationally (5.4%, 
6th; 14.0%, 8th; 22.5%, 12th) [18, 19]. Within the 
brain, there exists a neural receptor system known 
as the endocannabinoid system. A significant por-
tion of the endocannabinoid system is located 
within the limbic system and the prefrontal cortex 
[39]. By interacting with various neurotransmit-
ters, endocannabinoid receptors help control 

It stands to reason that as the brain 
is undergoing significant maturation 
during adolescence, the introduction 

of substances of abuse during this 
process can lead to disruptions in its 

pattern of normal development. 

the process of synaptic pruning and myelination, 
processes which are particularly active in adoles-
cence [40]. When marijuana is inhaled, its pri-
mary psychoactive ingredient delta-9-tetrahy-
drocannabinol (THC) binds to endocannabinoid 
receptors, interfering with their normal function-
ing and potentially preventing proper maturation 
of gray and white matter in several developing 

brain regions [39, 41]. 
Imaging studies of adolescents suffering from 
cannabis use disorders reveal that these adoles-
cents have poor gray matter development in their 
prefrontal cortex, hippocampus, and other brain 
structures associated with memory storage. White 
matter development is also affected with regular 
cannabis users showing greater amounts of 
white matter com- pared to non-
users. Additionally, w h e n 
engaging in cognitive 
tasks, functional imagining 
studies show that adolescent users 
of marijuana demonstrate poorer con-
nections between parts of the limbic system and 
prefrontal cortex, whereas non-using adolescents 
demonstrated the reverse pattern [42]. Taken to-
gether, these findings support the view that mari-
juana use in adolescence may result in premature 
or altered tissue development within the brain 
[22, 41, 43-45]. 
The impact of these brain alterations is threefold. 
First, adolescents who use marijuana have diffi-
culties with impulse control, attention, memory, 
learning, and problem solving—activities that are 
controlled by the brain areas found to be affected 
by marijuana [44-46]. These and other cognitive 
deficits have been linked to poorer educational 
and social outcomes among adolescent users com-
pared to their peers [47-49]. Second, marijuana 
use during adolescence, and especially early ado-
lescence, appears to be linked to an increased risk 
for future substance use problems and for devel-
oping a substance use disorder later in life [47-50]. 
Third, correlational and longitudinal studies show 
a clear link between adolescent marijuana use and 
development of mood disorders later in life and 
an even stronger link between adolescent use and 
the development of either psychotic symptoms or 
some form of a psychotic disorder in young adult-
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hood. In both cases, use of marijuana before the 
age of 15 was found to result in the highest level of 
risk for future mental health difficulties [51-55]. 

Thoughts for Policymakers
It stands to reason that as the brain is undergo-
ing significant maturation during adolescence, the 
introduction of substances of abuse during this 
process can lead to disruptions in its pattern of 
normal development. Alcohol, nicotine, and mari-
juana, the most commonly used substances by ad-
olescents, have all been tied to such disruptions, 
particularly in the limbic system and prefrontal 
cortex, the brain areas experiencing the greatest 
amount of change [12]. These structural changes 
are associated with higher rates of cognitive im-
pairments and academic difficulties, higher rates 
of future substance use and substance use dis-
orders, and higher rates of mood and psychotic 
disorders [27, 56-58]. In order to help lower the 
impact substance use has on adolescent brain de-
velopment and associated consequences, policy-
makers could consider the following actions:

Increase prevention efforts that target 
adolescents and preadolescents.
One overall finding related to adolescent sub-
stance use and the brain is that delaying the on-
set of substance use to late adolescence or beyond 
greatly reduces the chances for long-term adverse 
consequences across a number of life domains. 
Policymakers could consider directing additional 
state monies to prevention programming that tar-
gets youth prior to reaching adolescence as well 
as throughout this critical developmental period. 
Because many prevention programs have little 
evidence of effectiveness, policymakers will have 
to carefully review what options are available to 
ensure that some positive benefit will be gained 

[21, 59, 60]. In tandem with expanding preven-
tion programming, policymakers and state agency 
administrators might consider creating funding 
mechanisms that would encourage development 
and evaluation of more effective prevention strat-
egies that take adolescent brain development into 
account; for example, strategies could provide ad-
olescents with new experiences like rock climb-
ing or bmx bicycling, activities that are socially 
acceptable, healthy, provide a sense of risk, and 
would allow for development of positive peer re-
lationships.

Support legislation that limits adoles-
cent access to alcohol, cigarettes, and 
marijuana.
A proven method for reducing alcohol and ciga-
rette consumption among adolescents is to enact 
policies and law enforcement strategies that make 
these products less accessible. Effective approach-
es policymakers might consider would be to fur-
ther raise taxes on alcoholic beverages, cigarettes 
and e-cigarettes; raise the age for purchasing cig-

arettes to 21; and raise funding for law enforce-
ment agencies to increase their alcohol and to-
bacco compliance check efforts. To reduce access 
to marijuana, policymakers could push for keep-
ing marijuana illegal in Indiana; however, should 
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marijuana be legalized, policymakers could insti-
tute similar tax, age, and carding procedures cur-
rently in use for alcohol and nicotine-containing 
products [15, 61].

Increase adolescent-specific treatment 
services.
Although preventing use till after individuals pass 
through adolescence would help ensure healthy 
brain development, expediting adolescents who 
are abusing substances into specialized treatment 
may help mitigate the adverse effects of alcohol, 
tobacco, and other drugs. Within Indiana 69 sub-
stance abuse agencies report offering specialized 
treatment services for adolescents [62]. Lack-
ing specific guidelines to define what specialized 
treatment means, agencies reporting such services 
could be indicating that they offer comprehensive 
programming exclusively for adolescents or sim-
ply that they allow adolescents to be clients of the 
agency. Policymakers could collaborate with state 
agencies that oversee substance use treatment to 
require agencies receiving state dollars to follow 
a specific set of treatment guidelines that would 
ensure that adolescent Hoosiers receive services 
that are effective and appropriate for their unique 
needs.

Provide training to healthcare and 
other professionals on how substance 
use can affect the brain, how to iden-
tify signs of substance use, and how to 
effectively intervene.
Because parents may not always be aware of 
whether or not their adolescent children are us-
ing substances, other professionals who come in 
contact with these young people need to be pre-
pared to address this issue. Directors of train-

ing programs for physicians, nurses, and other 
healthcare professionals could require that their 
students receive enhanced training on substance 
abuse and how it presents in adolescent patients. 
Licensing boards could consider implementing li-
cense renewal guidelines that require healthcare 
professionals to receive training in the screen-
ing, brief intervention, and referral to treatment 
(SBIRT) approach. Knowledge of SBIRT can help 
health professionals identify patients who have or 
are at risk for a substance use disorder and ensure 
that they are connected to appropriate services in 
a timely fashion [63]. 

Increase prevention efforts that target 
pregnant women, expand services for 
pregnant women who have substance 
use problems, and reduce barriers to 
accessing those services.
Alcohol, nicotine, and marijuana are all consid-
ered to be teratogens, or substances that can dis-
rupt the development of a fetus. These and other 
substances of abuse are known to affect prenatal 
brain development to differing degrees. The con-
sequences associated with prenatal substance use 
are variable, ranging from quite severe, such as 
with fetal alcohol syndrome, to more subtle dif-
ficulties associated with learning, attention, and 
behavioral problems [64-71]. More importantly, 
structural brain alternations associated with in 
utero drug exposure may predispose these children 
to substance use. Adolescents with prenatal expo-
sure are more likely to use substances and develop 
substance use disorders compared to their unex-
posed peers [72-75]. These behavioral outcomes 
may then lead to additional brain alterations that 
could further exacerbate drug use. Thirty agencies 
across the state report having specialized services 
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for pregnant women [62]; however, as with ado-
lescents, the nature of these services is not known 
and guidelines are also needed. 
Many pregnant women may choose not to receive 
services due to laws categorizing prenatal sub-
stance use as a form of child abuse, as Indiana 
legislates. Indiana law also requires doctors to 
test a pregnant patient if it is believed she is us-
ing substances. Indiana law does not currently 
protect pregnant women from discrimination in 
publicly-funded drug treatment, nor does it allow 

References

1. Center for Behavioral Health Statistics and Quality, Behavioral health trends in the United States:  Results from the 2014 
National Survey on Drug Use and Health. 2015: Substance Abuse and Mental Health Services Administration - Rockville, 
MD.

2. Sacks, J.J., et al., 2010 national and state costs of excessive alcohol consumption. American Journal of Preventive Medicine, 
2015. 49(5): p. e73-e79.

3. U.S. Department of Health and Human Services, The health consequences of smoking--50 years of progress:  A report of 
the surgeon general. 2014, U.S. Department of Health and Human Services, Centers for Disease Control and Prevention, 
National Center for Chronic Disease Prevention and Health Promotion, Office on Smoking and Health: Atlanta, GA.

4. Office of National Drug Control Policy. How illicit drug use affects business and the economy. 2011; Available from: http://
www.whitehouse.gov/Sites/default/files/ondcp/Fact_Sheets/effects_of_drugs_on_economy_jw_5-24-11_0.pdf.

5. Hansen, R.N., et al., Economic costs of nonmedical use of prescription opioids. The Clinical Journal of Pain, 2011. 27(3): p. 
194-202.

6. National Center for Health Statistics, CDC WONDER Detailed Mortality - 2015. 2017, U.S. Department of Health and Hu-
man Services, Center for Disease Control and Prevention: Atlanta, GA.

7. Campaign for Tobacco Free Kids. The toll of tobacco in Indiana. 2017  6/5/2017]; Available from: https://www.tobaccof-
reekids.org/facts_isues/toll_us/indiana.

8. Duwve, J., et al., Report on the toll of opioid use in Indiana and Marion County. 2016, IU Richard M. Fairbanks School of 
Public Health at Indiana University-Purdue University Indianapolis: Indianapolis, IN.

9. Stiles, J. and T.L. Jernigan, The basics of brain development. Neuropsychological Review, 2010. 20(4): p. 327-348.
10. Bava, S. and S.F. Tapert, Adolescent brain development and the risk for alcohol and other drug problems. Neuropsychologi-

cal Review, 2010. 20: p. 398-413.
11. Casey, B., R.M. Jones, and T.A. Hare, The adolescent brain. Annals of the New York Academy of Sciences, 2008. 1124(1): p. 

pregnant women priority access to substance use 
treatment [76]. To increase the likelihood that a 
pregnant woman receives treatment and to reduce 
the risks to her unborn child, policymakers could 
alter the laws around substance use during preg-
nancy so it is not considered child abuse, increase 
access to treatment services for substance-using 
women who discover they are pregnant, and en-
sure that these women are allowed equal access to 
care.
 



CENTER FOR
HEALTH POLICY
R I C H A R D  M .  FA I R B A N K S  
S C H O O L  O F  P U B L I C  H E A LT H

Indiana University–Purdue University
Indianapolis

10

111-126.
12. Winters, K.C. and A. Arria, Adolescent brain development and drugs. The Prevention Researcher, 2011. 18(2): p. 21.
13. Crews, F. and J.H. Hodge, Adolescent cortical development:  A critical period of vulnerability for addiction. Pharmacology, 

Biochemistry, and Behavior, 2007. 86: p. 189-199.
14. Giedd, J.N., Structural magnetic resonance imaging of the adolescent brain. Annals of the New York Academy of Sciences, 

2004. 101(1): p. 77-85.
15. Volkow, N.D. and T.K. Li, Drug addiction:  The neurobiology of behaviour gone awry. Nature Reviews Neuroscience, 2004. 

5(12): p. 963-970.
16. Volkow, N.D., Drugs, brains, and behavior - the science of addiction. Journal of Drug Addiction, Education and Eradication, 

2010. 7(3): p. 134-155.
17. Leshner, A.I., Addiction is a brain disease and it matters. Focus, 2003. 1(2): p. 19-193.
18. Gassman, R., et al., Indiana Youth Survey - 2016. 2016, Indiana Prevention Resource Center: Bloomington, IN.
19. Miech, R., et al., Monitoring the future national survey results on drug use, 1975-2016:  Volume I, secondary school stu-

dents. 2017, Institute for Social Research, the University of Michigan: Ann Arbor, MI.
20. Lisdahl, K.M., et al., Dare to delay?  The impacts of adolescent alcohol and marijuana use onset on cognition, brain struc-

ture, and function. Frontiers in Psychiatry, 2013. 4(53).
21. Lubman, D.I. and M. Yucel, Substance use and the adolescent brain:  A toxic combination? Journal of Psychopharmacology, 

2007. 21(8): p. 792-794.
22. Silveri, M.M., et al., Neurobiological signatures associated with alcohol and drug use in the human adolescent brain. Neuro-

science & Biobehavioral Reviews, 2016. 70: p. 244-259.
23. Squeglia, L., J. Jacobus, and S.F. Tapert, The influence of substance use on adolescent brain development. Clinical EEG and 

Neuroscience, 2009. 40(1): p. 31-38.
24. Tapert, S.F., L. Caldwell, and C. Burke, Alcohol and the adolescent brain:  Human studies. Alcohol Research & Health, 

2004/2005. 28(4): p. 205-212.
25. Dawson, D.A., et al., Age at first drink and the first incidence of adult-onset DSM-IV alcohol use disorders. Alcohol Clinical 

and Experimental Research, 2008. 32(12): p. 2149-2160.
26. Hingsom, R.W., T. Heeren, and M.R. Winter, Age at drinking onset and alcohol dependence. Archives of Pediatric and Ado-

lescent Medicine, 2006. 160: p. 739-746.
27. Guttmannova, K., et al., Sensitive periods for adolescent alcohol use initiation:  Predicting the lifetime occurrence and chro-

nicity of alcohol problems in adulthood. Journal of Studies on Alcohol and Drugs, 2001. 72: p. 221-231.
28. Gogliettino, A.R., M.N. Potena, and S.W. Yip, White matter development and tobacco smoking in young adults:  A systematic 

review with recommendations for future research. Drug and Alcohol Dependence, 2016. 162: p. 26-33.
29. Yuan, M., et al., Nicotine and the adolescent brain. Journal of Physiology, 2015. 593(163): p. 3397-3412.
30. Lydon, D.M., et al., Adolescent brain maturation and smoking:  What we know and where we’re headed. Neuroscience & 

Biobehavioral Reviews, 2014. 45(32): p. 323-342.
31. Rubinstein, M.L., et al., Smoking-related cue-induced brain activation in adolescent light smokers. Journal of Adolescent 

Health, 2011. 48(1): p. 7-12.
32. Cengelli, S., et al., A systematic review of longitudinal population-based studies on the predictors of smoking cessation in 

adolescent and young adult smokers. Tobacco Control, 2012. 21: p. 355-362.
33. Kendler, K.S., et al., Early smoking onset and risk for subsequent nicotine dependence:  a monozygotic co-twin control study. 

American Journal of Psychiatry, 2014. 170: p. 408-413.
34. Boden, J.M., E. Ferguson, and L.J. Horwood, Cigarette smoking and depression:  tests of causal linkages using a longitudinal 

birth cohort. The British Journal of Psychiatry, 2010. 196: p. 440-446.
35. Choi, W.S., et al., Cigarette smoking predicts development of depressive symptoms among US adolescents. Annals of Behav-

ioral Medicine, 1997. 19(1): p. 42-50.
36. Jamal, M., et al., Age at smoking onset and onset of depression and anxiety disorders. Nicotine and Tobacco Research, 2011. 

13(9): p. 809-819.
37. Biederman, J., et al., Is cigarette smoking a gateway to alcohol and illicit drug use disorders?  A study of youths with and 

without attention deficit hyperactivity disorder. Biological Psychiatry, 2006. 59: p. 258-264.
38. Lai, S., The association between cigarette smoking and drug abuse in the United States. Journal of Addictive Diseases, 2000. 



CENTER FOR
HEALTH POLICY
R I C H A R D  M .  FA I R B A N K S  
S C H O O L  O F  P U B L I C  H E A LT H

Indiana University–Purdue University
Indianapolis

11

19(4): p. 11-24.
39. Lubman, D.I., A. Cheetham, and M. Yucel, Cannabis and adolescent brain development. Pharmacology & Therapeutics, 

2015. 148: p. 1-16.
40. Galve-Roperh, I., et al., The endocannabinoid system and neurogenesis in health and disease. Neuroscientist, 2007. 13(2): p. 

109-114.
41. Jacobus, J. and S.F. Tapert, Effects of cannabis on the adolescent brain. Current Pharmaceutical Design, 2014. 20: p. 2186-

2193.
42. Camchong, J., K.O. Lim, and S. Kumra, Adverse effects of cannabis on adolescent brain development:  A longitudinal study. 

Cerebral Cortex, 2017. 27: p. 1922-1930.
43. Medina, K.L., et al., Prefrontal cortex volumes in adolescents with alcohol use disorders:  Unique gender effects. Alcoholism:  

Clinical and Experimental Research, 2008. 32(3): p. 386-394.
44. Medina, K.L., et al., Effects of alcohol and combined marijuana and alcohol use during adolescence on hippocampal volume 

and asymmetry. Neurotoxicology and Teratology, 2007. 29(1): p. 141-152.
45. Jacobus, J., et al., Functional consequences of marijuana use in adolescents. Pharmacology, Biochemistry, and Behavior, 

2009. 92(4): p. 559-565.
46. Crean, R.D., N.A. Crane, and B.J. Mason, An evidence-based review of acute and long-term effects of cannabis use on execu-

tive cognitive functions. Journal of Addiction Medicine, 2011. 5(1): p. 1.
47. Macleod, J., et al., Psychological and social sequelae of cannabis and other illicit drug use by young people:  A systematic 

review of longitudinal, general population studies. Lancet, 2004. 363(9421): p. 1579-1588.
48. Tucker, J.S., et al., Are drug experimenters better adjusted than abstainers and users?:  A longitudinal study of adolescent 

marijuana use. Journal of Adolescent Health, 2006. 39(4): p. 488-494.
49. Tucker, J.S., et al., Does solitary substance useincrease adolescents’ risk for poor psychosocial and behavioral outcomes?  A 

9-year longitudinal study comparing solitary and social users. Psychology of Addictive Behaviors, 2006. 20(4): p. 363-372.
50. Lynskey, M.T., et al., Escalation of drug use in early-onset cannabis users vs co-twin controls. Journal of the American Medi-

cal Assocation, 2003. 289(4): p. 427-433.
51. Arsenault, L., et al., Cannabis use in adolescence and risk for adult psychosis:  Longitudinal prospective study. British Medi-

cal Journal, 2002. 325(7374): p. 1212-1213.
52. Fergusson, D.M., L.J. Horwood, and N. Swain-Campbell, Cannabis dependence and psychotic symptoms in young people. 

Psychological Medicine, 2003. 33(1): p. 15-21.
53. Stefanis, N.C., et al., Early adolescent cannabis exposure and positive and negative dimensions of psychosis. Addiction, 

2004. 99(10): p. 1333-1341.
54. Van Os, J., et al., Cannabis use and psychosis:  A longitudinal population-based study. American Journal of Epidemiology, 

2002. 156(4): p. 319-327.
55. Hayatbakhsh, M.R., et al., Cannabis and anxiety and depression in young adults:  A large prospective study. Journal of the 

American Academy of Child and Adolescent Psychiatry, 2007. 46(3): p. 408-417.
56. van Winkel, R. and R. Kuepper, Epidemiological, neurobiological, and genetic clues to the mechanisms linking cannabis use 

to risk for nonaffective psychosis. Annual Review of Clinical Psychology, 2014. 10: p. 767-791.
57. Moss, H.B., C.M. Chen, and H. Yi, Early adolescent patterns of alcohol, cigarettes, and marijuana polysubstance use and 

young adult substance use outcomes in a nationally representative sample. Drug and Alcohol Dependence, 2014. 136: p. 51-
62.

58. Nixon, K. and J.A. McClain, Adolescence as a critical window for developing an alcohol use disorder:  Current findings in 
neuroscience. Current Opinion in Psychiatry, 2010. 23(3): p. 227-232.

59. Foxcroft, D.R. and A. Tsertsvadze, Universal school-based prevention programs for alcohol misuse in young people. Co-
chrane Database of Systematic Reviews, 2011. 5: p. 1-123.

60. Chen, C., C.L. Storr, and J.C. Anthony, Early-onset drug use and risk for drug dependence problems. Addictive Behaviors, 
2009. 34: p. 319-322.

61. Bauman, A. and P. Phongsavan, Epidemiology of substance use in adolescence:  prevalence, trends, and policy implications. 
Drug and Alcohol Dependence, 1999. 55(3): p. 187-207.

62. Substance Abuse and Mental Health Services Administration. Behavioral health treatment services locator. 2017; Available 
from: https://findtreatment.samhsa.gov.



CENTER FOR
HEALTH POLICY
R I C H A R D  M .  FA I R B A N K S  
S C H O O L  O F  P U B L I C  H E A LT H

Indiana University–Purdue University
Indianapolis

12

63. Substance Abuse and Mental Health Services Administration. Screening, Brief Intervention, and Referral to Treatment 
(SBIRT). 2017; Available from: https://www.samhsa.gov/sbirt.

64. Lester, B.M. and L.L. LaGasse, Children of addicted women. Journal of Addictive Diseases, 2010. 29(2): p. 259-276.
65. Lewis, B.A., et al., Four-year language outcomes of children exposed to cocaine in utero. Neurotoxicology and Teratology, 

2004. 26: p. 617-627.
66. Mattson, S.N., N. Crocker, and T.T. Nguyen, Fetal alcohol spectrum disorders:  Neuropsychological and behavioral features. 

Neuropsychological Review, 2011. 21: p. 81-101.
67. Noland, J.S., et al., Prenatal drug exposure and selective attention in preschoolers. Neurotoxicology and Teratology, 2005. 

27: p. 429-438.
68. Pauly, J.E. and T.A. Slotkin, Maternal tobacco smoking, nicotine replacement and neurobehavioural development. Acta Pae-

diatrica. 97: p. 1331-1337.
69. Riley, E.P. and C.L. McGee, Fetal alcohol spectrum disorders:  An overview with emphasis on changes in brain and behavior. 

Experimental Biology and Medicine, 2005. 230: p. 357-365.
70. Thompson, B.L., P. Levitt, and G.D. Stanwood, Prental exposure to drugs:  Effects on brain development and implications 

for policy and education. Nature Reviews Neuroscience, 2009. 10: p. 303-312.
71. Ernst, M., E.T. Moolchan, and M.L. Robinson, Behavioral and neural consequences of prenatal exposure to nicotine. Journal 

of the American Academy of Child and Adolescent Psychiatry, 2001. 40(6): p. 630-641.
72. Porath, A.J. and P.A. Fried, Effects of prenatal cigarette and marijuana exposure on drug use among offspring. Neurotoxicol-

ogy and Teratology, 2005. 27: p. 267-277.
73. Hellstrom-Lindahl, E. and A. Nordberg, Smoking during pregnancy:  A way to transfer the addiction to the next generation? 

Respiration, 2002. 69(4): p. 289-293.
74. Kohlmeier, K.A., Nicotine during pregnancy:  changes induced in neurotransmission, which could heighten proclivity to 

addict and induce maladaptive control of attention. Journal of Developmental Origins of Health and Disease, 2015. 6(3): p. 
169-181.

75. Lotfipour, S., et al., Orbitofrontal cortex and drug use during adolescence:  Role of prenatal exposure to maternal smoking 
and BDNF genotype. Archives of General Psychiatry, 2009. 66(11): p. 1244-1252.

76. Guttmacher Institute. Substance abuse during pregnancy. 2017  5/8/2017]; Available from: https://www.guttmacher.org/
state-policy/explore/substance-abuse-during-pregnancy.

The mission of the Center for Health Policy is to conduct research on critical health-related issues and translate data into evidence-based policy 
recommendations to improve community health. The CHP faculty and staff collaborate with public and private partners to conduct quality data 
driven program evaluation and applied research analysis on relevant public health issues. The Center serves as a bridge between academic 
health researchers and federal, state, and local government as well as healthcare and community organizations.

Author: Harold E. Kooreman, MA, MSW

Please direct all correspondence and questions to: Marion Greene, MPH, PhD(c), Center for Health Policy, IU Richard M. Fairbanks School of 
Public Health at IUPUI, 1050 Wishard Blvd, RG5143, Indianapolis, IN 46202; Email: msgreene@iu.edu; Phone: (317)278-3247


