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Learning Objectives 

1. Definitions of Insomnia and sleep problems in 

early recovery 

 

2. Pros and Cons of various medications in 

treatment of sleeping problems in addictions 

recovery. 
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Table 1. Criteria for the Diagnosis of 

Insomnia 

At least one of the following complaints: 

 
Difficulty initiating and/or maintaining sleep; sleep that is poor in 

quality; trouble sleeping despite adequate opportunity and 

circumstances for sleep; waking up too early 

 

At least one of the following types of daytime impairment 

related to sleep difficulty: 

 
Attention, concentration, or memory impairment; concerns or 

worries about sleep; daytime sleepiness; errors or accidents at 

work or while driving; fatigue or malaise; gastrointestinal 

symptoms; lack of motivation; mood disturbance or irritability; 

social or vocational dysfunction or poor school performance; 

tension headaches 

 
Am Fam Physician. 2007 Aug 15;76(4):517-26 
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Table 2. Types and Causes of Insomnia 

Selected causes of acute insomnia (< 30 days)* 
Situational stress (e.g., occupational, interpersonal, financial, academic, medical) 

Environmental stressors (e.g., noise) 

Death or illness of a loved one 

 

Selected causes of chronic insomnia (>= 30 days) 
--Medical disorders 

Arthropathies, cancer, chronic pain, congestive heart failure, COPD, end-stage 

renal disease, gastroesophageal reflux disease, HIV/AIDS, hyperthyroidism, 

nocturia caused by prostatic hypertrophy, stroke 

--Medications 

Anticholinergic agents; antidepressants (SSRIs, bupropion [Wellbutrin]), MAOIs; 

antiepileptics (lamotrigine [Lamictal], phenytoin [Dilantin]); antineoplastics; beta 

blockers; bronchodilators (beta agonists); CNS stimulants (methylphenidate 

[Ritalin], dextroamphetamine [Dextrostat], nicotine [Nicotrol]); interferon alfa; 

miscellaneous (diuretics, atorvastatin [Lipitor], levodopa, quinidine); steroids, oral 

contraceptives, progesterone, thyroid hormone 

 
Am Fam Physician. 2007 Aug 15;76(4):517-26. 
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Table 2. Types and Causes of 

Insomnia….continued 

 

Primary sleep disorder 
Periodic limb movement disorder, restless legs syndrome, sleep apnea 

 

Psychiatric disorders 
Anxiety disorders, bipolar disorder or schizophrenia, major depressive 

or dysthymic disorders, personality disorders, post-traumatic stress 

disorder 

 

Sleep-wake schedule disorder 
Irregular sleep-wake cycle, jet lag, shift work 

 

Substance abuse 
Alcohol, caffeine, drug withdrawal, stimulants (e.g., amphetamines, 

methamphetamines) 

 

Am Fam Physician. 2007 Aug 15;76(4):517-26. 
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Table 3. Evaluation of Insomnia 

History and examination 

Helps detect any coexisting medical or psychiatric illness 

 

Sleep history must span the entire day and should include an interview with 

the partner or caregiver 

Interview partner or caregiver about patient's sleep habits, daytime 

functioning, substance use (e.g., alcohol, tobacco, caffeine), snoring, apnea, 

and unusual limb movement 

 

Take medication history; physical examination should include neurologic 

examination, Mini-Mental State Examination 

 

Sleep diary 

A two-week sleep diary should record information on bedtime, rising time, 

daytime naps, sleep-onset latency, number of nighttime awakenings, total 

sleep time, and the patient's mood on arousal 

Questions should include daytime symptoms such as somnolence and 

frequency of napping 

 
Am Fam Physician. 2007 Aug 15;76(4):517-26. 
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Table 3. Evaluation of Insomnia…continued 
 

Polysomnography, multiple sleep latency testing  

Useful if sleep apnea or periodic limb movement disorder is suspected 

Use when behavioral and psychopharmacologic treatments are 

unsuccessful 

 

Actigraphy 
An activity monitor or motion detector, typically worn on the wrist, 

records movement; the absence of movement for a given continuous 

period is consistent with sleep 

Useful in evaluating sleep patterns in patients with insomnia, analyzing 

the beneficial effects of treatment measures, diagnosing circadian 

rhythm disorders, and evaluating sleep in patients unable to tolerate 

polysomnography 

 

Neuroimaging 
Use if a structural lesion (e.g., mass lesion, arteriovenous malformation) 

is suspected on history and examination 

 

Am Fam Physician. 2007 Aug 15;76(4):517-26 

 



Ries 2011 

Table 4. Nonpharmacologic Treatments for Insomnia 
                  Am Fam Physician. 2007 Aug 15;76(4):517-26 

 

Tx Description 

CBT Helps change incorrect beliefs and attitudes about sleep (e.g., 

unrealistic expectations, misconceptions, amplifying 

consequences of sleeplessness); techniques include 

reattribution training (i.e., goal setting and planning coping 

responses), decatastrophizing (aimed at balancing anxious 

automatic thoughts), reappraisal, and attention shifting 

Exercise Moderate-intensity exercise (should not occur just before 

bedtime) 

Relax-

ation 

therapy 

Tensing and relaxing different muscle groups; biofeedback or 

imagery (visual and auditory feedback) to reduce somatic 

arousal; meditation; hypnosis 



KEY RECOMMENDATIONS FOR PRACTICE 
Am Fam Physician. 2007 Aug 15;76(4):517-26 

Clinical recommendation 

Evidence 

rating 

Exercise, cognitive behavior therapy, and relaxation therapy are 

recommended as effective, nonpharmacologic treatments for chronic 

insomnia. 

A 

Melatonin is effective in patients with circadian rhythm sleep disorders and 

is safe when used in the short term. 

B 

Benzodiazepines are effective for treating chronic insomnia but have 

significant adverse effects and the risk of dependency. 

B 

Nonbenzodiazepines (e.g., eszopiclone [Lunesta], zaleplon [Sonata], 

zolpidem [Ambien]) are effective treatments for chronic insomnia and, 

based on indirect comparisons, appear to have fewer adverse effects than 

benzodiazepines. 

B 

A = consistent, good-quality patient-oriented evidence; B = inconsistent or limited 
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Keep it Simple Stupid 

Any history of chronic sleep problems ? 

Any linkage to type/amt of Substances? 

Withdrawal ? 

Any linkage to major psych disorder ? 

Or psych meds? 

Detail of Sleep Habits 

  What time for sleep and wake? 

Naps ? 
Coffee, other stims after mid PM? 

Coffee, tea, chocolate, other? 
Room, TV, etc living in Shelter? 

Vulnerablility ? 
Exercise? 

Ries 2011 
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Arch Intern Med. 2004 Sep 27;164(17):1888-96.  

 

Cognitive behavior therapy and 

pharmacotherapy for insomnia: a randomized 

controlled trial and direct comparison. Jacobs GD, 

Pace-Schott EF, Stickgold R, Otto MW. Sleep Disorders Center, Beth 

Israel Deaconess  

 

METHODS: This was a randomized, placebo-controlled clinical trial that 

involved 63 young and middle-aged adults with chronic sleep-onset 

insomnia.  

 

RESULTS: In most measures, CBT was the most sleep effective 

intervention; it produced the greatest changes in sleep-onset latency and 

sleep efficiency, yielded the largest number of normal sleepers after 

treatment, and maintained therapeutic gains at long-term follow-up.  

 

The combined treatment provided no advantage over CBT alone, 

whereas pharmacotherapy produced only moderate improvements during 

drug administration and returned measures toward baseline after drug 

use discontinuation.  
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Sleep Med. 2007 Mar;8(2):176-80. . 

 

 An open trial of cognitive-behavioral 

treatment for insomnia comorbid with alcohol 

dependence. Arnedt JT, Conroy D, Rutt J, Aloia MS, Brower KJ 

 

METHODS: Seven abstinent alcoholic patients (3 women, 

mean age 38.6+/-10.8 years) recruited from outpatient and 

residential treatment facilities  

 

RESULTS:  

>Diary-rated sleep latency [F(2,10)=14.4, p<.001],  

>wake after sleep onset [F(2,10)=7.7, p=.009], and  

>sleep efficiency [F(2,10)=28.3, p<.001] improved  

 

as did patient-rated and clinician-rated Insomnia Severity Index 

(ISI) and the Dysfunctional Beliefs and Attitudes about Sleep - 

Short Form (DBAS-SF).  
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Am J Psychiatry. 2001 Mar;158(3):399-404.  

 

Insomnia, self-medication, and relapse  to 

alcoholism. Brower KJ, Aldrich MS, Robinson EA, Zucker RA, 

Greden JF.  

 

 

METHOD: The subjects were 172 men and women receiving 

treatment for alcohol dependence. They completed a sleep 

questionnaire, measures of alcohol problem severity and 

depression severity, and polysomnography after at least 2 

weeks of abstinence. 

 

RESULTS: On the basis of eight items from the Sleep 

Disorders Questionnaire, 61% of the subjects were classified 

as having symptomatic insomnia during the 6 months before 

treatment entry. 
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Am J Psychiatry. 2001 Mar;158(3):399-404.  

 

Insomnia, self-medication, and relapse to 

alcoholism.   Continued 

Brower KJ, Aldrich MS, Robinson EA, Zucker RA, Greden JF.  

 

Compared to patients without insomnia, patients with insomnia 

were more likely to report frequent alcohol use for sleep (55% 

versus 28%), had significantly worse polysomnographic 

measures of sleep continuity, and had more severe alcohol 

dependence and depression.  

 

Among 74 alcoholics who were followed a mean of 5 

months after treatment, 60% with baseline insomnia versus 

30% without baseline insomnia relapsed to any use of 

alcohol, a significant difference. Insomnia remained a robust 

predictor of relapse after application of logistic regression analysis 

to control for other variables. A history of self-medicating 

insomnia with alcohol did not significantly predict subsequent 

relapse.  
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Alcohol Clin Exp Res. 2008 Aug;32(8):1429-38.  

A randomized double-blind pilot trial of 

gabapentin versus placebo to treat alcohol 

dependence and comorbid insomnia. Brower KJ, Myra 

Kim H, Strobbe.  

 

Subjects were then randomized to either placebo (n = 11) or 

gabapentin (n = 10) for 6 weeks and titrated over a 10-day period 

to 1,500 mg or 5 pills at bedtime. After a 4-day taper, subjects were 

reassessed 6 weeks after ending treatment.  

 

RESULTS: Gabapentin significantly delayed the onset to heavy 

drinking, an effect which persisted for 6 weeks after treatment 

ended. Insomnia improved in both treatment groups during the 

medication phase, but gabapentin had no differential effects on 

sleep as measured by either subjective report or polysomnography. 
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J Clin Sleep Med. 2007 Feb 15;3(1):24-32.  

Self-reported sleep, sleepiness, and repeated 

alcohol withdrawals: a randomized, double 

blind, controlled comparison of lorazepam vs 

gabapentin. Malcolm R, Myrick LH, Veatch LM,.  

 

METHODS: Outpatients in treatment for alcohol withdrawal 

received a 4-day fixed-dose taper of gabapentin or lorazepam in 

a double-blind, randomized, controlled trial with an 8-day follow-

up. Daily across a 5 day outpatient treatment and Days 7 and 12 

post-treatment, patients self-reported daytime sleepiness  

 

CONCLUSIONS: During treatment for alcohol withdrawal, 

gabapentin as compared to standard therapy with lorazepam, 

was superior on multiple sleep measures, in patients who had 

previous withdrawals. Lorazepam subjects experienced rebound 

symptoms. Early drinking was related to persisting insomnia with 

both drugs.  
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Pharmacopsychiatry. 2004 Sep;37(5):228-35.  

 

Polysomnography during withdrawal with 

clomethiazole or placebo in alcohol 

dependent patients--a double-blind and 

randomized study. Gann H, Feige B, Cloot O, Van Wasen H, 

Zinzgraf D, Hohagen F, Riemann D. 

  

RESULTS: During the first two weeks of abstinence, the analysis of 

variance demonstrated a significant variation of Rapid Eye Movement 

(REM) sleep variables in the clomethiazole group. The placebo group 

showed no such variation.  

 

CONCLUSIONS: Our findings indicate that drugs enforcing 

GABAergic neurotransmission may perpetuate the 

neuroadaptative effects caused by chronic alcohol 

consumption.  
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J Clin Psychiatry. 2007 Nov;68(11):1691-700.  

Gabapentin reduces alcohol consumption 

and craving: a randomized, double-blind, 

placebo-controlled trial.  

 
RESULTS: After 28 days of treatment, the gabapentin group 

showed a significant reduction in both number of drinks per day 

and mean percentage of heavy drinking days (p = .02 for both), 

and an increase in the percentage of days of abstinence (p = 

.008), compared to the placebo group.  

 

CONCLUSION: Gabapentin reduces alcohol consumption and 

craving, which may help patients to maintain abstinence. These 

results, together with the virtual absence of side effects and a 

favorable safety profile, support gabapentin as a potential drug 

for the treatment of alcohol withdrawal and dependence.  
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J Clin Sleep Med. 2005 Jul 15;1(3):284-7.  

 

Gabapentin improves sleep in the presence of 

alcohol. Bazil CW, Battista J, Basner RC. OBJECTIVES: To evaluate 

the ability of a single dose of gabapentin to improve sleep disruption 

caused by alcohol consumption.  

 

RESULTS: .Gabapentin (300 or 600 mg) showed a significant 

decrease in stage 1 (9.3% vs 5.5%) and number of awakenings (11 vs 6) 

with increased sleep efficiency (93% vs 96.2%). Subjects receiving 600 

mg also showed increased slow wave sleep, decreased rapid eye 

movement sleep, and decreased arousals. No differences were seen in 

any of the subjective tests of drowsiness and performance.  

 

CONCLUSIONS: Single-dose gabapentin at bedtime can improve 

sleep through decreased stage 1 sleep, increased slow-wave 

sleep, increased sleep efficiency, and decreased arousals. 

Gabapentin may be useful in the treatment of conditions in which 

frequent awakenings and decreased sleep efficiency are seen.  
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Addiction. 2004 Sep;99(9):1121-32. 

Randomized controlled trial of brief cognitive-

behavioural interventions for insomnia in recovering 

alcoholics. Currie SR, Clark S, Hodgins DC, El-Guebaly N. 

  

DESIGN: Sixty recovering alcoholics with insomnia were assigned 

randomly to individual therapy, self-help with telephone support or waiting-

list control.  

 

FINDINGS: Treated participants were significantly more improved than 

control participants on diary measures of sleep quality, sleep efficiency, 

awakenings and time to fall asleep. No significant differences between 

the individual therapy and self-help treatment conditions on 

measures of insomnia severity were evident at post-treatment. 

Self-reported improvement in sleep was corroborated by clinician 

and spousal ratings of insomnia severity, but not by actigraph 

recordings of nocturnal activity. .At the 6-month follow-up, 60% 

participants who were regular users of sedative medication at 

baseline discontinued the use of their medication. Treatment 

appeared to have little impact in preventing relapses to alcohol. 
CONCLUSIONS: Recovering alcoholics with insomnia can achieve better 

sleep by applying cognitive-behavioural strategies.  
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J Addict Dis. 2003;22(2):91-103. Treatment of sleep 

disturbance in alcohol recovery: a national 

survey of addiction medicine physicians. Friedmann 

PD, Herman DS, Freedman S, Lemon SC, Ramsey S, Stein MD.  

 

Method: random systematic sample of 503 members of the 

American Society of Addiction Medicine (ASAM 64% have offered 

pharmacological treatment to an insomniac, alcoholic patient in 

the first 3 months after detoxification, but only 22% offered 

medication to more than half of such patients.  

 

Trazodone  38% of respondents,  

sedating antidepressants (12%),  

antihistamines (12%).  

 

The mean duration of therapy for trazodone and other 

sedating antidepressants exceeded one month. Experts in 

addiction medicine appear reluctant to prescribe 

medication to sleep-disturbed patients in early recovery 

from alcoholism.  
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J Clin Psychiatry. 2005 Apr;66(4):469-76.  

 

A review of the evidence for the efficacy and safety of 

trazodone in insomnia. Mendelson WB. University of Chicago, 

Chicago, IL, USA. Drmendelson@wmendelson.com OBJECTIVE:  

 

Trazodone, a triazolopyridine antidepressant, is currently the second 

most commonly prescribed agent for the treatment of insomnia due to its 

sedating qualities. Given trazodone's widespread use, a careful review of 

the literature was conducted to assess its efficacy and side effects when 

given for treatment of insomnia.  

 

DATA SYNTHESIS: Evidence for the efficacy of trazodone in 

treating insomnia is very limited; most studies are small, 

conducted in populations of depressed patients, raise issues of 

design, and often lack objective efficacy measures. Side effects 

associated with trazodone are not inconsequential, with a high incidence 

of discontinuation due to side effects, such as sedation, dizziness, and 

psychomotor impairment, which raise particular concern regarding its use 

in the elderly. There is also some evidence of tolerance related to use of 

trazodone.  
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Alcohol Clin Exp Res. 2001 Sep;25(9):1324-9. Divalproex sodium in 

alcohol withdrawal: a randomized double-blind placebo-

controlled clinical trial. Reoux JP, Saxon AJ, Malte CA, Baer JS, 

Sloan KL. Veterans Affairs Puget  

 

RESULTS: Use of divalproex sodium resulted in less use of 

oxazepam (p < 0.033). Group differences seemed primarily driven 

by those subjects who experienced symptoms above threshold 

level (CIWA-Ar >or=10) after 12 hr. The progression in severity of 

withdrawal symptoms (increase in CIWA-Ar above baseline) was 

also significantly greater in the placebo group (p < 0.05).  

 

CONCLUSIONS: This placebo-controlled pilot study suggests that 

divalproex sodium significantly affects the course of acute alcohol 

withdrawal and reduces the need for treatment with a 

benzodiazepine. A more aggressive loading dose strategy may 

demonstrate a more robust or earlier response.  
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Arch Intern Med. 2008 Jun 9;168(11):1188-99.  

Improvement of physical health and quality of life of 

alcohol-dependent individuals with topiramate 

treatment: US multisite randomized controlled trial. 
Johnson BA, Rosenthal N, METHODS: In a 17-site, 14-week, double-

blind, randomized controlled trial, we compared the effects of 

topiramate (up to 300 mg/d) vs placebo  

 

RESULTS: Topiramate was more efficacious than placebo in  

 

Ą reducing body mass index P < .001)  

>  all liver enzyme levels (P < .01 )  

>  plasma cholesterol level; P = .002) 

>  systolic  (P < .001) and diastolic  (P < .001) blood pressure 

 
to about prehypertension levels-effects that might lower the risk of fatty 

liver degeneration and cirrhosis as well as cardiovascular disease.  
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Arch Intern Med. 2008 Jun 9;168(11):1188-99.  

Improvement of physical health and quality of life of 

alcohol-dependent individuals with topiramate 

treatment: US multisite randomized controlled trial. 
Johnson BA, Rosenthal N, Capece  

 

Topiramate compared with placebo significantly (P < .05 for all 

comparisons) decreased  

 

obsessional thoughts and compulsions about using alcohol,  

increased subjects' psychosocial well-being, and  

improved some aspects of quality of life,  

 
thereby diminishing the risk of relapse and longer-term negative 

outcomes. Paresthesia, taste perversion, anorexia, and difficulty with 

concentration were reported more frequently for topiramate than for 

placebo.  
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JAMA. 2007 Oct 10;298(14):1641-51. 

Topiramate for treating alcohol dependence: a 

randomized controlled trial. Johnson BA, Rosenthal N, Capece JA, 

Wiegand F, Mao L, 

  

CONTEXT: Hypothetically, topiramate can improve drinking 

outcomes among alcohol-dependent individuals by reducing 

alcohol's reinforcing effects through facilitation of gamma-

aminobutyric acid function and inhibition of glutaminergic pathways 

in the corticomesolimbic system.  

 

DESIGN, SETTING, AND PARTICIPANTS: Double-blind, 

randomized, placebo-controlled, 14-week trial of 371 men and 

women aged 18 to 65 years diagnosed with alcohol dependence, 

conducted between January 27, 2004, and August 4, 2006, at 17 

US sites.  

 

INTERVENTIONS: Up to 300 mg/d of topiramate (n = 183) or 

placebo (n = 188), along with a weekly compliance enhancement 

intervention. MAIN 
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JAMA. 2007 Oct 10;298(14):1641-51. 

Topiramate for treating alcohol dependence: a 

randomized controlled trial. Johnson BA, Rosenthal N, Capece 

JA, Wiegand F, Mao L, 

 

RESULTS: Treating all dropouts as relapse to baseline, topiramate was 

more efficacious than placebo at 

 

 

decreased the percentage of heavy drinking days ( P < .001)  

other drinking outcomes (P < .001 for all comparisons).  

 
Adverse events that were more common with topiramate vs placebo, 

respectively, included paresthesia (50.8% vs 10.6%), taste perversion 

(23.0% vs 4.8%), anorexia (19.7% vs 6.9%), and difficulty with 

concentration (14.8% vs 3.2%). CONCLUSION: Topiramate is a 

promising treatment for alcohol dependence.  
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Alcohol Clin Exp Res. 2006 Sep;30(9):1492-9.  

Effects of acamprosate on sleep during alcohol 

withdrawal: A double-blind placebo-controlled 

polysomnographic study in alcohol-dependent 

subjects. Staner  

 

Results show that, compared with placebo, acamprosate 

>decreased wake time after sleep onset and  

>increased stage 3 and REM sleep latency  

(all treatment effects with a p < 0.05 significance).  

 

Withdrawal effects themselves were also demonstrated as sleep 

efficiency (p < 0.01) and total sleep time (p < 0.05) were lower in 

abstinence nights versus withdrawal nights, whereas no 

significant treatment x withdrawal effect could be evidenced.  

 



Ries 2011 

 

 

Am J Addict 2002 

Spring;11(2):141-50 
 

             

The differential effects of medication on mood, 

sleep disturbance, and work ability in outpatient 

alcohol detoxification. 
Malcolm R, Myrick H, Roberts J, Wang W, Anton RF. 

 

A double-blind, randomized controlled trial of patients (n = 136) meeting DSM-IV 

criteria for alcohol withdrawal and stratified based on detoxification history were 

treated with carbamazepine or lorazepam for 5 days on a fixed dose tapering 

schedule. Mood symptoms improved for all subjects regardless of medication or 

detoxification history. 

  

•main effect favoring carbamazepine in reducing anxiety (p = 0.0007). 

 

•main effect of medication on sleep that again favored carbamazepine  

 (p = 0.0186). 

 
 In this study of outpatients with mild to moderate alcohol withdrawal, 

carbamazepine was superior to lorazepam in reducing anxiety and 

improving sleep. 

 

 

http://www.ncbi.nlm.nih.gov/entrez/utils/fref.fcgi?http://www.catchword.com/rpsv/cgi-bin/cgi?body=linker&ini=nlm&reqidx=issn=1055-0496vl=11is=2yr=2002mn=Janpg=141


Alcohol Clin Exp Res. 2011 Sep 26. doi: 10.1111/j.1530-0277.2011.01649.x. [Epub ahead of 

print] 

A Double-Blind, Placebo-Controlled Trial 

to Assess the Efficacy of Quetiapine 

Fumarate XR in Very Heavy-Drinking 

Alcohol-Dependent Patients. 
Litten RZ, Fertig JB, Falk DE, Ryan ML, Mattson ME, Collins JF, Murtaugh C, Ciraulo D, 

Green AI, Johnson B, Pettinati H, Swift R, Afshar M, Brunette MF, Tiouririne NA, Kampman 

K, Stout R; the NCIG 001 Study Group. 

 Methods:  In this double-blind, placebo-controlled trial, 224 alcohol-dependent patients 

who reported very heavy drinking were recruited across 5 clinical sites. Patients received 

either quetiapine or placebo and Medical Management behavioral intervention.  

 

Results:   

 

No differences between the quetiapine and placebo groups were 

detected in the primary outcome, percentage heavy-drinking 

days, or other drinking outcomes.  

 

Quetiapine significantly reduced depressive symptoms and 

improved sleep but had no effect on other nondrinking outcomes. 

 

http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed/21950727
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Litten%20RZ%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Fertig%20JB%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Falk%20DE%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Ryan%20ML%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Mattson%20ME%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Collins%20JF%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Murtaugh%20C%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Ciraulo%20D%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Green%20AI%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Johnson%20B%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Pettinati%20H%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Swift%20R%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Afshar%20M%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Brunette%20MF%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Tiouririne%20NA%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Kampman%20K%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Kampman%20K%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22Stout%20R%22%5BAuthor%5D
http://www.ncbi.nlm.nih.gov.offcampus.lib.washington.edu/pubmed?term=%22the%20NCIG%20001%20Study%20Group%22%5BCorporate%20Author%5D
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Your Case Examples: 

1. 

 

2. 

 

3. 
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