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C
annabis is a complex plant with 

more than 100 types of cannabi-

noids. Its main psychoactive 

compound is į-9-tetrahydrocannabi-

nol (THC), which activates cannabi-

noid receptors to produce its “feeling 

high” effects. Cannabidiol (CBD) is 

another cannabinoid that has attract-

ed growing attention recently. Unlike 

THC, CBD does not bind to cannabi-

noid receptors and has shown differ-

ent, sometimes counteractive, effects. 

Currently, there are more than 100 

clinical trials registered on the Clini-

calTrials.gov website on the potential 

therapeutic effects of CBD.

The FDA has recently approved 

the first cannabis plant-derived med-

ication, Epidiolex (an oral solution of 

pure CBD), for treatment of seizures 

associated with Lennox-Gastaut syn-

drome and Dravet syndrome in pa-

tients aged 2 years and older.1 Conse-

quently, DEA scheduled Epidiolex in 

Schedule V of the Controlled Sub-

stances Act (CSA), the least restric-

tive schedule.2 Though Epidiolex is 

only approved for the above rare sei-

zure disorders, physicians may rec-

ommend it off-label for other condi-

tions, based on their own judgment. It 

is important to note, however, that the 

only approved form of CBD is Epid-

iolex and off-label recommendation 

of other forms of CBD does not fol-

low the same rules.
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M
any have said that truth is the first casualty of war. In the war on drugs, 

truth died before the first shot was fired. In the US, cannabis prohibi-

tion began in 1937 after several years of anti-narcotic propaganda. The 

intellectual low point of the campaign came in 1936, when the notori-

ous exploitation film Reefer Madness was released.

The original title of Reefer Madness was Tell Your Children. This also happens to 

be the name of fiction writer and former journalist Alex Berenson’s new book. No-

where in his book does he acknowledge his title’s irony, yet Berenson’s reference 

to Reefer Madness is appropriate: Like the movie, his book is ripe with hyperbolic 

assertions and biased interpretation of scientific literature.
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Berenson claims that cannabis use 

leads to psychosis and violence. He 

states his thesis just a few pages into 

the book, claiming that “whether 

marijuana is dangerous to the brain 

and can ultimately cause violence is 

a scientific question, with a hard yes 

or no answer. We have that answer.”

This absurd promise is the fatal flaw 

of Berenson’s book. To date, research 

has not demonstrated a simple connec-

tion—let alone a causal connection—

between cannabis and violence.

A disclosure: We are physicians 

who support the legalization and effec-

tive regulation of cannabis, based on 

principles of public health and social 

justice. We strive to follow the science, 

even when the science contradicts our 

conclusion that the harms of cannabis 

prohibition are far worse than the 

harms of cannabis use.

In that spirit, we acknowledge one 

key point of agreement with Beren-

son: Research does show that canna-

bis can trigger or worsen psychosis in 

predisposed individuals. Indeed, we 

have spent years educating the public 

about this risk.

But most of Berenson’s asser-

tions are unsupported by sci-

ence. For example, a recent 

study showed a decrease in do-

mestic violence among canna-

bis-using couples. This doesn’t 

prove that cannabis reduces vio-

lence, but it certainly suggests that any 

relationship between cannabis and vi-

olence is complicated and influenced 

by a host of factors. Berenson conve-

niently dismisses studies like this that 

are in conflict with his narrative.

Reaction to the book has been 

swift. Dr Ziva Cooper, a co-author of 

the 2017 National Academy of Med-

icine report on cannabis upon which 

Berenson relies, tweeted: “[W]e did 

NOT conclude that cannabis causes 

schizophrenia.” RAND Drug Policy 

Research Center co-director Dr Beau 

Kilmer was unequivocal in a recent 

tweet about RAND’s interpretation 

of the literature from 2001 to 2011: 

“Marijuana use does not induce vio-

lent crime.”

Perhaps the greatest tragedy of Tell 

Your Children has nothing to do with 

cannabis. Berenson’s insidious asso-

ciation of psychosis with violence un-

fairly stereotypes people living with 

psychosis, very few of whom are ever 

violent, evoking the bias that has long 

plagued this vulnerable population.

Lest we be misunderstood, we’re 

not claiming cannabis use is risk-free, 

but we believe the book is a distraction 

from a serious discussion of the other 

risks of cannabis use. Studies show that 

you shouldn’t drive a car while under 

the influence, that underage recreation-

al use is harmful, and that some people 

use cannabis problematically. Howev-

er, cannabis use causes no lasting harm 

to most healthy, non-pregnant adults.

Berenson discusses cannabis as if 

it were uniquely dangerous. Many 

foods, drugs, and activities like mo-

torcycle riding carry a risk of injury 

or death to people who indulge in 

them. As Alcohol Prohibition taught 

us, the government must not lightly 

wield the blunt instrument of crimi-

nal justice to stop consenting adults 

from engaging in risky behaviors.

Prohibition has not solved any 

problems of cannabis use, despite 

more arrests annually for cannabis 

possession than for all violent crimes 

combined. In fact, it is a failure of 

historic proportions, documented in 

the government’s own statistics.

Here is where we get into why we 

believe cannabis prohibition creates 

more harm than cannabis use: Black 

people are almost four times more 

likely to be arrested for cannabis pos-

session than whites despite the fact 

that black people and white people use 

cannabis at roughly the same rate. 

This racial disparity worsens the eco-

nomic plight of already struggling 

communities of color. The resulting 

poverty limits access to education, 

jobs, rehabilitation, and health care.

That is only one of the ways cannabis 

prohibition undermines public health. 

With underage use increasing from the 

1960s until legalization began, prohibi-

tion has failed in its most basic intent, 

which was to prevent access to minors.

But far from the apocalyptic pre-

dictions of opponents of legalization, 

underage cannabis use has not in-

creased in states that have legalized 

cannabis. We are not surprised. Reg-

ulation prevents youth access at li-
censed retailers—who check for ID—
and creates a legal distinction between 
underage and adult use that minors can 
understand and respect.

We appeal to government offi-

cials, the public, and our fellow phy-

sicians to support the sensible regula-

tion of adult cannabis use as a more 

humane and cost-effective alternative 

to prohibition. Our nation must em-

brace science, reject misguided mor-

alism around cannabis use, and rec-

ognize that books like Berenson’s are 

exactly what he inadvertently enti-

tled his own: Reefer Madness.

Former Surgeon General Joycelyn Elders 

is an honorary board member of 

Doctors for Cannabis Regulation 

(DFCR.org), which is the first and only 

national physicians’ association dedi-

cated to the legalization and effective 

regulation of cannabis in the United 

States. Dr David L. Nathan and Dr Bryon 
Adinoff are board members of DFCR.

The authors report no conflicts of interest con-

cerning the subject matter of this article. ❒

The evidence for cannabidiol

The association between cannabis 

use and psychosis is well-known in 

epidemiological studies, and a 

dose-response relationship is consist-

ently reported with an odds ratios of 

3.90 (95% CI, 2.84 to 5.34) for the 

risk of schizophrenia in heavy canna-

bis users.3 However, use of cannabis 

strains with high CBD content has 

been associated with fewer psychotic 

symptoms.4 Whereas THC produces 

acute psychotic-like symptoms in 

healthy volunteers, pre-treatment 

with CBD decreases the THC-in-

duced psychotic symptoms and cog-

nitive impairments.5-7

The potential beneficial effects of 

CBD on cognition in patients with 

schizophrenia have critical importance, 

since cognitive deficits are common in 

schizophrenia (up to 75%-85% of pa-

tients), usually precede other symp-

Cannabidiol
Continued from cover
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TABLE.  Studies on the clinical administration of CBD to treat psychosis in individuals with 

schizophrenia or non-affective psychosis

Study N Dose of CBD
Assessments 
of symptoms Findings

Zuardi et 

al.8

1 Up to 1500 mg/d in 2 

divided doses for 26 days

BPRS Improvement of symptoms, no adverse effects

Zuardi et 

al.9

3 Up to 1280 mg/d for 4 

weeks

BPRS Mild improvement only in one subject, no adverse effects

Zuardi et 

al.10

6 Up to 600 mg/d for 4 

weeks

BPRS, PPQ, 

CGI

Improvement of symptoms, no adverse effects

Leweke et 

al.11

42 Up to 800 mg/d for 4 

weeks in 3-4 divided doses

BPRS, PANSS CBD was as effective as amisulpride for improvement of 

symptoms; CBD had superior adverse effect profile

McGuiare 

et al.12

88 1000 mg/d in 2 divided 

doses for 6 weeks

PANSS, BACS, 

GAF, CGI-I, 

CGI-S

CBD group had lower levels of positive psychotic symptoms 

and subjects were more likely to have been rated as improved 

and as not severely unwell by their clinician; they also showed 

greater improvements in their cognitive processing speed and 

in overall functioning; the rate of adverse events was not 

significantly different with placebo

Boggs et 

al.13

36 600 mg/day in 2 divided 

doses for 6 weeks

PANSS, MCCB There was no significant effect of CBD on interaction in either 

cognitive performances or psychotic symptoms; the CBD 

group showed greater sedation compared with placebo

BPRS, Brief Psychiatric Rating Scale; PPQ, Parkinson Psychosis Questionnaire; PANSS, Positive and Negative Syndrome Scale; 

BACS, Brief Assessment of Cognition in Schizophrenia; GAF, Global Assessment of Functioning scale; CGI-I and CGI-S, 

improvement and severity scales of the Clinical Global Impressions Scale; MCCB, MATRICS Consensus Cognitive Battery.

Reefer Madness
Continued from cover
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toms, and respond minimally to the 

available pharmacological treat-

ments.

The very first case report on the 

use of CBD as an antipsychotic 

medication was published by Zuar-

di and colleagues8 (Table). In this 

study, a 19-year-old female patient 

with schizophrenia was treated with 

CBD up to 1500 mg daily for 4 

weeks, which resulted in improve-

ment of acute psychotic symptoms. 

Findings from a study in 2006 that 

looked at the effects of CBD as 

monotherapy for treatment-resist-

ant schizophrenia in three individu-

als show that improvement was 

seen in only one patient.9 A later 

study on the antipsychotic effects of 

CBD (at flexible doses up to 400 

mg/d) on 6 individuals who had 

Parkinson disease showed improve-

ment of psychotic symptoms over 

the course of 4 weeks.10

Since then, the antipsychotic prop-

erties of CBD have been investigated 

in three clinical trials with mixed re-

sults (Table). In 2012, Leweke and 

colleagues11 published the first dou-

ble blind randomized controlled clin-

ical trial on the therapeutic effects of 

CBD (600-800 mg/d for 4 weeks) 

compared with amisulpride on acute 

psychosis in individuals with schizo-

phrenia (N = 42). The study conclud-

ed that CBD is as effective as amisul-

pride in treating psychotic symptoms 

and has fewer adverse effects, includ-

ing less extra pyramidal symptoms 

and weight gain.

More recently, the effects of 

CBD on psychosis were explored in 

two double-blind randomized 

placebo-controlled clinical trials. 

McGuiare and colleagues12 used 

CBD as an adjunctive medication in 

treatment of acute psychosis in indi-

viduals who had schizophrenia or 

other non-affective psychotic disor-

ders. Participants (N = 88) received 

either CBD 1000 mg daily (in two 

divided doses) or placebo in addi-

tion to their routine antipsychotic 

medications (continued unchanged 

during the study) for 6 weeks.

Compared with the placebo 

group, the CBD group showed great-

er improvement of positive psychot-

ic symptoms over the course of the 

treatment. Mean improvement of 

PANSS positive score was 3.2 (SD 

2.60) in the CBD group compared 

with 1.7 (SD 2.76) in the placebo 

group. Moreover, by the end of the 

treatment, more patients in the CBD 

group were rated as “improved” on 

the CGI-I scale compared with those 

in the placebo group (78.6% and 

54.6%, respectively). Patients who 

received CBD also showed a 

trend-level improvement in their 

cognitive functioning, and a signifi-

cant improvement of their motor 

speed compared with controls.

In a similar study, Boggs and col-

leagues13 investigated the therapeutic 

effects of adjunctive CBD 600 mg 

daily (in two divided doses) com-

pared with placebo in a 6-week dou-

ble blind placebo-controlled rand-

omized clinical trial, in individuals 

with chronic schizophrenia (N = 36). 

However, their results showed no 

significant differences between CBD 

and placebo on psychotic symptoms 

or cognitive performances.

Mechanism of action

The exact mechanism of action is 

still unknown for CBD’s potential 

anti-psychotic properties. Unlike 

other antipsychotic medications, 

CBD does not greatly affect dopa-

minergic neurons, and unlike THC, 

it does not bind to cannabinoid re-

ceptors. However, CBD reportedly 

increases the CSF levels of anan-

damide, one of the main endocan-

nabinoid ligands, by blocking its 

degrading enzyme, fatty acid 

amide hydrolase, or by competing 

with anandamide intracellular 

transporters. It is interesting to 

note that anandamide levels are 

negatively correlated with severity 

of psychotic symptoms, whereas 

increased anandamide levels in 

psychotic patients treated with 

CBD are correlated with clinical 

improvement. This may suggest 

that CBD contributes to ameliora-

tion of psychosis by increasing the 

SIGNIFICANCE FOR PRACTICING PSYCHIATRISTS

Natural cannabis contains several different compounds, some such as THC may 

exacerbate psychotic symptoms and some such as cannabidiol (CBD) may have 

therapeutic effects on psychosis.

 ◗ The current available clinical trials on the effects of CBD on psychosis are inconclusive, 

some reported improvement of symptoms, and some did not show any therapeutic

effects.

◗ CBD did not exacerbate psychosis in any of the available studies and did not have

significant adverse effects.

 ◗ Further studies are needed to investigate the potential beneficial effects of CBD on

psychosis.
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endogenous levels of anandamide. 

However, further studies are needed 

to confirm this.

The current pharmacological 

treatment for schizophrenia is only 

partially effective and mainly for 

positive symptoms. This has led in-

vestigators to investigate new phar-

macological targets and the endo-

cannabinoid system has been one of 

the newest ones. Over the past few 

decades, increasing evidence has 

shown the presence of endocannab-

inoid system abnormalities in schiz-

ophrenia.14 However, the current 

studies on the potential therapeutic 

effects of CBD are not conclusive 

and the mechanism of action is 

poorly understood. The discrepan-

cies in clinical results could be relat-

ed to different doses of CBD, stages 

of psychosis, or possibly heteroge-

neity of schizophrenia itself.

Conclusion

In addition to the potential therapeu-

tic effects of CBD for schizophre-

nia, CBD may also have a role in 

preventing or treating the psychosis 

related to recreational use of canna-

bis in vulnerable individuals. Can-

nabis continues to be the most com-

monly used illicit drug in the US, 

and with the spreading legalization 

for medical and recreational purpos-

es, a lower proportion of people per-

ceive the risk associated with regu-

lar cannabis use. At the same time, 

there is a decreasing ratio of CBD-

to-THC in street cannabis from 1:14 

in 1995 to 1:80 in 2014. Low CBD 

content may affect the overall im-

pact of frequent cannabis use on 

mental health, which may become 

evident in the future. When discuss-

ing the medicinal use of cannabis, it 

is important to distinguish CBD, 

with its potential beneficial effects, 

from THC, with its controversial ad-

verse effects, especially on individ-

uals with psychotic disorders.

Dr Bassir Nia is Assistant Professor of 

Psychiatry, Yale University School of 

Medicine, New Haven, CT.

Dr Bassir Nia reports that she has no 

conflicts of interest concerning the 

subject matter of this article.
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In addition to the potential therapeutic
effects of CBD for schizophrenia, CBD may 

also have a role in preventing or treating the 
psychosis related to recreational use of 

cannabis in vulnerable individuals.

MEDICAL LICENSE  

PROCEEDINGS

Separate limits up to $150,000

DATA BREACH

Separate limits up to $30,000

HIPAA VIOLATIONS

Separate limits up to $50,000

ASSAULT BY A PATIENT

Separate limits up to $30,000

(800) 245-3333    PRMS.com/EnhancedPolicy    TheProgram@prms.com

EMERGING RISKS  
REQUIRE ENHANCED COVERAGE 

The dedicated experts at PRMS® are pleased to bring you an enhanced  

psychiatric malpractice insurance policy that protects you from emerging risks.

Actual terms, coverages, conditions and exclusions may vary by state. Insurance coverage provided by Fair American Insurance and Reinsurance Company (NAIC 35157).  

FAIRCO is an authorized carrier in California, ID number 3715-7. www.fairco.com. In California, d/b/a Transatlantic Professional Risk Management and Insurance Services.

More than an insurance policy

These are just a few of our enhanced coverages included at no additional cost.   

Contact us to learn more.

REMY PALMER, RPLU

SENIOR ACCOUNT MANAGER

http://www.psychiatrictimes.com
https://www.fda.gov/newsevents/news-room/pressannouncements/ucm611046.htm
https://www.dea.gov/
mailto:TheProgram@prms.com
http://www.fairco.com
http://www.fairco.com
http://www.fairco.com
https://www.prms.com/
https://www.prms.com/EnhancedPolicy


FROM THE EDITOR

Is It Time to 
Legalize Cannabis?

8
www.psychiatr ic t imes.com

PSYCHIATRIC TIMES APRIL 2019

John J. Miller, MD | Editor in Chief

The controversial question of 

whether to legalize cannabis has 

emerged front and center as an im-

portant issue that deserves a serious 

and thoughtful dialogue. Cannabis 

is the general term for substances 

derived from the plant Cannabis 

sativa, with varying psychoactive 

and pharmacological properties 

that are found in 3 organic prod-

ucts: marijuana, hemp, and canna-

binoids. With each passing year 

more states legalize cannabis—cur-

rently 10 states—and a much larger 

number of states pass legislations 

to decriminalize cannabis, make it 

legal for medical use, or both.

This creates increasing confu-

sion across the country, as the legal 

ramifications of possessing and us-

ing cannabis in each state becomes 

increasingly complex. Thoughtful 

arguments can be made supporting 

or decrying the legalization of can-

nabis based on an array of issues: 

medical risks and benefits, psychi-

atric risks and benefits, the possi-

bility of easier access by vulnerable 

populations, legal consequences, 

strong-held cultural beliefs, politi-

cal ideologies, potential for tax rev-

enue, and the fostering of outdated 

myths about cannabis.

In this month’s issue, Former 

Surgeon General Joycelyn Elders 

and colleagues make yet another 

compelling argument for the legal-

ization of cannabis. Having canna-

bis classified as a Schedule 1 drug 

(classifying cannabis as illegal, 

with no clinical benefits) has sty-

mied research into this complex 

portfolio of over 100 cannabinoid 

molecules—the 2 most common 

being delta-9-tetrahydrocannabinol 

(THC) and cannabidiol (CBD). 

Since cannabis is illegal under fed-

eral law, researchers face signifi-

cant restrictions and regulation. As 

a result, research has been slow, 

and the endogenous presence of a 

cannabinoid receptor in the human 

brain was not confirmed until 1990.

FDA approval of cannabidiol

Significantly, in June 2018 the FDA 

approved one of the primary com-

ponents of cannabis, CBD (brand 

name Epidiolex), for the treatment 

of seizures in Dravet syndrome and 

Lennox-Gastaut syndrome in chil-

dren and adults. As a result of this 

FDA approval, the Drug Enforce-

ment Administration reclassified 

CBD from a Schedule 1 drug (ille-

gal), to a Schedule 5 “controlled 

substance” (in the same class as 

pregabalin).

A rapidly growing body of dou-

ble-blind placebo-controlled stud-

ies are demonstrating clinically ef-

fective properties of CBD. It is not 

euphorogenic and demonstrates 

clinical effects that are opposite to 

THC. CBD has demonstrated anti-

inflammatory and antioxidant ef-

fects, and findings suggest benefits 

of its treatment for seizures, psy-

chosis, anxiety, multiple sclerosis, 

and movement disorders.

The extensive amount of infor-

mation now available on cannabis 

is exemplified by the 2017 publica-

tion The Health Effects of Cannabis 

and Cannabinoids: The Current 

State of Evidence and Recommen-

dations for Research.1 All relevant 

publications on cannabis were re-

viewed for this document and the 

document nicely describes the de-

gree of evidence supporting the 

risks and benefits of cannabis use. 

The following possible or estab-

lished benefits are listed: anti-emet-

ic effect in chemotherapy-induced 

nausea/vomiting; increased appe-

tite and decreased weight loss in 

individuals with HIV/AIDS; im-

proved clinician-measured and pa-

tient-reported spasticity in multiple 

sclerosis; improved short-term 

sleep in individuals with a docu-

mented sleep disturbance; im-

proved symptoms in some anxiety 

EDITORIAL BOARD
Editors in Chief Emeriti

John L. Schwartz, MD | Founder

Ronald Pies, MD

Emeritus Professor of Psychiatry, SUNY Upstate Medical Center, 

Syracuse, and Tufts University School of Medicine

James L. Knoll IV, MD

Director of Forensic Psychiatry, Professor of Psychiatry,

SUNY Upstate Medical University, Syracuse

Allan Tasman, MD

Professor and Emeritus Chair, Department of Psychiatry and 

Behavioral Sciences, University of Louisville School of Medicine

Deputy Editor in Chief Emeritus

Michelle B. Riba, MD, MS

Professor, Integrated Medicine and Psychiatric Services; Associate 

Director, Comprehensive Depression Center; Director, 

PsychOncology Program; Director, Psychosomatic Fellowship 

Program, University of Michigan

John J. Miller, MD | Editor in Chief

Medical Director, Brain Health, Exeter, NH

Staff Psychiatrist, Seacoast Mental Health Center

Renato D. Alarcón, MD, MPH

Emeritus Professor, Mayo Clinic College of Medicine

Richard Balon, MD

Professor of Psychiatry, Wayne State University

Robert J. Boland, MD

Vice Chair for Education, Department of Psychiatry, Brigham 

and Women’s Hospital/Harvard Medical School

Peter F. Buckley, MD

Dean, School of Medicine Virginia Commonwealth University

Raymond Young-Jin Cho, MD

Associate Professor, Department of Psychiatry and Behavioral 

Science Baylor College of Medicine

Gregory Eghigian, PhD

Professor of Modern History, Penn State University

Michael B. First, MD

Professor of Clinical Psychiatry, Columbia University

Tony P. George, MD

Professor of Psychiatry, University of Toronto

Cynthia M. A. Geppert, MD, MA, MPH, MSBE, DPS, FAPM

Professor of Psychiatry, Director of Ethics Education,

University of New Mexico School of Medicine

Thomas G. Gutheil, MD

Professor of Psychiatry, Harvard Medical School

Jerald Kay, MD

Emeritus Professor of Psychiatry, Wright State University

Thomas Kosten, MD

JH Waggoner Chair and Professor of Psychiatry, Neuroscience, 

Pharmacology, Immunology & Pathology, Baylor College of Medicine

Helen Lavretsky, MD, MS

Professor of Psychiatry and Biobehavioral Sciences,

David Geffen School of Medicine at UCLA

Carl P. Malmquist, MD, MS

Professor of Social Psychiatry, University of Minnesota

Brian Miller, MD, PhD, MPH

Associate Professor, Augusta University, Augusta, GA

H. Steven Moffic, MD

Professor of Psychiatry and Behavioral Medicine and 

Family and Community Medicine, Medical College of Wisconsin

Philip Muskin, MD

Chief of Consultation-Liaison Psychiatry at the Columbia University 

Medical Center, New York-Presbyterian Hospital

Professor of Psychiatry, Columbia University Psychoanalytic 

Center for Training and Research

David N. Osser, MD 

Associate Professor of Psychiatry, Harvard Medical School

Katharine A. Phillips, MD

Professor of Psychiatry, DeWitt Wallace Senior Scholar at Weill 

Cornell Medical College and Attending Psychiatrist at New York-

Presbyterian Hospital

Phillip J. Resnick, MD

Professor of Psychiatry and Director, Division of Forensic

Psychiatry, Case Western-Reserve University

Thomas G. Schulze, MD

Professor and Director, Institute of Psychiatric Phenomics and 

Genomics, Ludwig-Maximilian University, Munich, Germany

Phebe M. Tucker, MD, DLFAPA

Professor of Psychiatry, Arnold and Bess Ungerman Endowed Chair in 

Psychiatry, Vice Chair of Education, Department of Psychiatry, 

University of Oklahoma Health Sciences Center

Karen Dineen Wagner, MD, PhD

Titus H. Harris Chair, Harry K. Davis Professor, Professor and Chair of 

Psychiatry and Behavioral Sciences at the University of Texas 

Medical Branch at Galveston

Scott L. Zeller, MD

Vice President Acute Psychiatry, Vituity

ADVISORY BOARD

Awais Aftab, MD

Noel Amaladoss, MD

Kristel Carrington, MD

Ralph de Similien, MD

Jessica Gold, MD, MS  

Desiree Shapiro, MD 

John Torous, MD 

SECTION EDITORS

Bipolar Disorder:  James Phelps, MD

Book Review:  Howard L. Forman, MD

Digital Psychiatry:  John Torous, MD

Ethics:  Cynthia M. A. Geppert, MD, MA, MPH, MSBE, DPS, FAPM

EDITORIAL

Group Content Director ........................................Teresa McNulty

Executive Editor .................................................Natalie Timoshin

Digital Managing Editor ..........................................Laurie Martin

Editor ....................................................... Heidi Anne Duerr, MPH

Editor ....................................................................... Julie Bowen

CREATIVE/PRODUCTION

Group Art Director ..................................................Robert McGarr

Art Director ............................................................. Nicole Slocum

READER’S GUIDE

HOW TO REACH US

Phone: (203) 523-7000

535 Connecticut Avenue, Suite 300 Norwalk, CT 06854

E-mail: Editor@psychiatrictimes.com

Online www.PsychiatricTimes.com

ON THE WEB  www.PsychiatricTimes.com.

SUBSCRIPTION SERVICES

As a practicing psychiatrist in clinical care, you are eligible for 

a complimentary subscription. To qualify, you must be a 

psychiatrist in direct patient care with your specialty registered as 

psychiatry with the American Medical Association. To order your sub-

scription, call 888-527-7008.

Individual Subscription:  One Year: $59  Two Years: $79

International & Canadian Sub scrib ers:

One Year: $120  Two Years: $189

Libraries and Institutions: One Year: $120  Two Years: $200

Your subscription includes 12 exciting issues per year. 

Paid Subscriptions 

Contact Customer Service at

Phone: (952) 844-0512

E-mail: info_advanstar@mmhgroup.com

Privacy

For more information on our privacy policy, please visit

www.UBMMedicaUS.com and click on

“Privacy Statement” at the bottom of the page.

Back Issues Psychiatric Times offers a large selection

of back issues. Contact Customer Service at

Phone: (952) 844-0512

E-mail: info_advanstar@mmhgroup.com

Change of Address Contact Customer Service at: 

Phone: (203) 523-7000

E-mail: info_advanstar@mmhgroup.com

Reprints Please contact Wright’s Media at:

Phone: (877) 652-5295  wrightsmedia.com

Earn Credit Online You can earn category 1 credit 

instantly online at www.PsychiatricTimes.com/cme

EDITORIAL INFORMATION

For comments, suggestions, or questions, contact the 

editorial staff by e-mail at: editor@psychiatrictimes.com

SUBMISSIONS

Articles are invited. If you would like your work to be considered for 

publication, please send an Abstract to editor@psychiatrictimes.com.

ADVERTISING INFORMATION

To receive a complete media kit or additional in formation 

on other MultiMedia Healthcare publications, go to http://mediakit.

ubmmedica.com/home

Group Publisher ..................................................... Aviva Belsky

a.belsky@mmhgroup.com

Associate Publisher ..........................................Diane Carpenteri

d.carpentery@mmhgroup.com

Classified Sales Manager .......................................... Jules Leo

j.leo@mmhgroup.com

http://www.psychiatrictimes.com
mailto:Editor@psychiatrictimes.com
http://www.PsychiatricTimes.com
http://www.PsychiatricTimes.com
mailto:info_advanstar@mmhgroup.com
http://www.UBMMedicaUS.com
mailto:info_advanstar@mmhgroup.com
mailto:info_advanstar@mmhgroup.com
http://www.PsychiatricTimes.com/cme
mailto:editor@psychiatrictimes.com
mailto:editor@psychiatrictimes.com
http://mediakit
mailto:a.belsky@mmhgroup.com
mailto:d.carpentery@mmhgroup.com
mailto:j.leo@mmhgroup.com


APRIL 2019 9PSYCHIATRIC TIMES 

www.psychiatr ic t imes.com

disorders; decrease in some types of 

chronic pain in adults; and improved 

symptoms in Tourette syndrome.

Neurobiology of cannabis

After discovering the cannabinoid 

receptor in 1990, a plethora of basic 

science studies has taught us a great 

deal about the neuropharmacology 

of the two most active ingredients in 

cannabis—THC and CBD—which 

are pharmacologically complemen-

tary. In the early 1960s, when canna-

bis was widely used by our country’s 

youth, the leaves from the marijuana 

plant were derived from the original 

naturally occurring plants that had 

been harvested since approximately 

3000 BC—Cannabis sativa.

In the original cannabis plant, the 

THC content was roughly 2%, with 

relatively equal amounts of CBD. 

Once THC was identified as the can-

nabinoid associated with the “high,” 

marijuana plant breeders genetically 

enriched subsequent generations of 

plants to have increased THC—up to 

30%—and decreased CBD. The 

most potent form of THC is called 

“wax,” which is 50% pure THC. A 

2016 article documented that the ra-

tio of THC to CBD of illegally sold 

cannabis in the US increased from 

14:1 to 80:1 between 1995 and 

2014.2

Following the discovery of the 

first endogenous cannabinoid recep-

tor in 1990, a second receptor was 

found: aptly named cannabinoid 1 

receptor (CB1R) and cannabinoid 2 

receptor (CB2R). CB1R is the pri-

mary receptor in the mammalian 

brain and is present in high concen-

trations in the hippocampus, hypo-

thalamus, amygdala, basal ganglia, 

substantia nigra, and cerebellum. 

There are some CB2Rs in the brain 

as well, although their primary loca-

tions include the gastrointestinal 

system, the spleen, and immune cells 

such as the macrophages.

Two endogenous cannabinoids 

bind to these CB receptors, anan-

damide (AEA) and 2-arachidonoyl-

glycerol (2-AG). Interestingly, un-

like most neurotransmitters in the 

brain, AEA and 2-AG are synthe-

sized postsynaptically “on demand” 

and diffuse upstream, across the syn-

apse, and bind to presynaptic CB1 

and CB2 receptors. This ultimately 

results in inhibition of the presynap-

tic release of glutamate, GABA, do-

pamine, norepinephrine, serotonin, 

and acetylcholine. (For more details 

on this pathway see Atakan,3 and 

Maccarrone et al.4)

Benefits of legalization

One of the most compelling argu-

ments for the legalization of cannabis 

is the ability to regulate its produc-

tion, composition, and distribution. 

Illegally obtained cannabis has un-

predictable content: concentrations 

of THC and CBD can vary widely; 

and there is no quality control to in-

form the user of the potency and ra-

tios of THC to CBD. When pur-

chased illegally, the “cannabis” may 

actually contain “cannabimimetic 

agents.” Two well-known examples 

are K-2 and Spice, which are sprayed 

onto dry plant matter. These synthet-

ic chemicals mimic THC but bind 

much more potently to CB1R and 

can cause serious adverse effects, in-

cluding psychosis.

Cannabis sold at state certified 

dispensaries is quantitatively as-

sayed for contents, including defined 

percentages of CBD versus THC. 

This allows for a high degree of pre-

dictability of the cannabis product 

being purchased, and the possibility 

to titrate the amount to find the opti-

mal dose for a person’s preferred ef-

fect. Dispensaries will also only sell 

cannabis products to individuals 

aged 21 or older. The consumer-dis-

penser interface also allows for accu-

rate information on the risks, bene-

fits, and adverse effects. It also 

provides a venue for educating the 

public about the serious and in some 

cases irreversible brain damage that 

cannabis can cause to the developing 

brains of children, adolescents, and 

young adults as well as the adverse 

effects to the fetus in pregnant wom-

en.

Risks of psychosis and cognitive 

impairment

Although pro-legalization advocates 

tend to tout the safety of cannabis, it 

is well established that there are at 

least 2 potentially serious adverse 

effects from the regular use of can-

nabis (THC) to the developing brain: 

increased incidence and earlier onset 

of psychosis in individuals already at 

risk and cognitive impairments that 

can be irreversible. Ideally, as with 

alcohol and cigarettes, cannabis 

should not be used until the brain is 

fully developed, somewhere be-

tween the ages of 21 and 25. More-

over, based on multiple, large epide-

miological studies, we have learned 

that 10% of THC users will become 

addicted, with a well-defined with-

drawal syndrome upon acute discon-

tinuation.

With our current understanding of 

the neurobiology of the endocanna-

binoid system, it is not surprising 

that constant agonism at the CB1R 

during brain development affects 

brain function in significant ways. 

The brain structures that are rich in 

CB1R, and the impact of CB1R ago-

nism on neurotransmitters are essen-

tial for optimal neuronal circuitry 

function.

THC appears to accelerate the on-

set of a first psychotic episode by 2 

to 3 years in individuals who are at 

risk. In addition, an exposure depen-

dent effect has also been demonstrat-

ed—frequent cannabis use and more 

potent THC levels increase the risk 

of psychosis. Finally, ongoing can-

nabis usage after a first psychotic 

episode is correlated with an in-

creased risk of relapse, as well as a 

higher severity of positive symptoms 

and a greater decline in overall func-

tioning; abstinence reduces the re-

lapse risk.5

A recent study by McGuire and 

colleagues6 demonstrated that indi-

viduals with schizophrenia who 

were maintained on their baseline 

antipsychotic medication while aug-

menting with 1000-mg CBD daily 

experienced improvements. After 6 

weeks of augmentation, the CBD 

group demonstrated significant im-

provement over the placebo group 

on measures of positive psychotic 

symptoms, the clinicians’ impres-

sions of improvement and illness se-

verity, as well as a non-statistically 

significant improvement in cognitive 

and overall functioning.

There is a solid body of prospec-

tive studies that report a significant 

irreversible decline in cognitive 

functioning in adolescents who reg-

ularly use cannabis. In his editorial, 

Harvey7 nicely summarizes our cur-

rent understanding of the effect of 

cannabis on cognition. He references 

a seminal paper by Meier and col-

leagues8 who followed 1037 individ-

uals in Dunedin, New Zealand born 

in 1972 or 1973. This cohort was 

evaluated every 2 years from birth up 

to age 38, with 95% retention. Can-

nabis use was monitored, and IQ 

testing was performed at ages 8, 11, 

13, and 38. Individuals with per-

sistent cannabis use that began 

during the adolescent years lost an 

average of 8 IQ points. In contrast, 

individuals who began using canna-

bis as adults had no decline in their 

IQ score. These data support the 

likelihood of a neurotoxic effect with 

the regular use of cannabis in the de-

veloping brain, resulting in an endur-

ing decline in cognitive function.

Conclusion

So, the debate goes on about whether 

to legalize cannabis nationally. Both 

sides of the debate can present argu-

ments to support their position. As a 

father, psychiatrist, and scientist, in 

my opinion it is time to re-schedule 

cannabis as a legal, but controlled 

substance. This would create in-

creased safety and predictability in 

the production, distribution, and indi-

vidual use of cannabis. And, the legal 

status of cannabis would be national-

ly cohesive. Research on the basic 

science of cannabinoids, as well as 

novel clinical applications would in-

crease, and funding would be more 

available for public education about 

the evidence-based facts of the risks 

and benefits of cannabis use.
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Thoughtful arguments can be made for and against 
the legalization of cannabis based on issues such 

as medical and psychiatric benefits, legal 
consequences, political ideologies, and the 
fostering of outdated myths about cannabis.
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Neurobiology and Clinical Management 
of Childhood Onset Schizophrenia
» Nitin Gogtay, MD

A
lthough psychotic illnesses 

are fortunately rare in chil-

dren, contrary to common be-

lief, psychotic symptoms can be 

fairly common in very young 

healthy children. As a symptomatic 

child grows older, these experiences 

tend to become much less frequent 

but, if symptoms persist, they can 

be indicators of increased risk for 

more serious mental illness and 

poorer outcomes later in life.

Given the reasonably common 

occurrence of hallucinations in oth-

erwise healthy children it is critical-

ly important that the symptoms be 

carefully characterized and a diag-

nosis such as schizophrenia be 

made with extreme caution in chil-

dren. For example, an “imaginary 

friend,” or hallucinations while 

transitioning either into asleep 

(hypnogogic) or wakefulness (hyp-

nopompic) are common and should 

not be considered problematic in 

healthy children. The important 

challenge comes when hallucina-

tions or other psychotic experiences 

are more pervasive, serious, and 

pose a diagnostic and treatment 

challenge.

History of childhood onset 

schizophrenia

Although clinicians were already 

aware by the early 20th century that 

schizophrenia could manifest very 

early in childhood, the diagnostic 

criteria were unclear. This was 

probably because the term “psycho-

sis” was often loosely used in chil-

dren to describe a range of symp-

toms from behavioral disturbances 

to those on the autism spectrum; a 

problem that has continued to date. 

To complicate things further, psy-

chotic disorders in children often 

have a complex and severe pres-

entation that makes it harder to 

tease apart the origins of symptoms.

In 1990, the National Institute of 

Mental Health (NIMH), launched a 

study on childhood onset schizo-

phrenia (COS).1,2 This study, the on-

ly one of its kind in the world, was 

prospective and had a comprehen-

sive design that encompassed clini-

cal diagnosis, risk factors, neuropsy-

chological and brain development, 

and genetic underpinnings. The ef-

fort continued for 25 years and gen-

erated the largest cohort of 

well-characterized children with 

COS in the world. The insights 

gained were critical both for the un-

derstanding of childhood psychotic 

illnesses as well as for schizophre-

nia in general and comprise most of 

the literature in the neurobiology 

and clinical course of COS.

Diagnosis and differential 

diagnoses

For COS diagnosis, the NIMH COS 

study required the onset of psycho-

sis to be before age 13, premorbid 

IQ of 70 or above, and absence of a 

neurological disorder. The screen-

ing process was extremely thor-

ough: it included inpatient observa-

tion with a complete medication 

washout in most cases. A startling 

diagnostic observation was that al-

most 30% of children who met the 

screening criteria for suspicion of 

COS (and who were treated as such) 

had other diagnoses (such as anxie-

ty disorders, mood disorders) after 

careful observation and medication 

washout. The diagnosis remained 

stable at long-term follow up, which 

highlights the importance of spend-

ing the time and effort for diagnos-

tic characterization.

Clinically, COS resembles se-

vere, chronic, poor outcome adult 

onset schizophrenia (AOS) cases. 

However, the psychosis of COS is 

usually severe, pervasive, and re-

markably “non-episodic and unre-

mitting” from the initial presenta-

tion. A detailed history usually 

reveals poorer premorbid function-

ing in social, motor, and language 

domains, learning disabilities, and 

disruptive behavior disorders, 

which suggests widespread brain 

dysfunction from the get-go. Com-

monly associated are transient au-

tistic symptoms such as hand flap-

ping and echolalia and upon careful 

evaluation almost 29% show co-

morbid autism spectrum disorder.2,3

Careful evaluation of differential 

diagnosis is critical because, as 

learned from the imaging analyses 

from the NIMH COS study, the un-

derlying brain pathology is highly 

diagnostically specific. Several 

childhood conditions can manifest 

with psychotic symptoms and/or 

deterioration in function. Pediatric 

mood disorders, such as pediatric 

bipolar disorder or MDD can pres-

ent with psychotic symptoms, al-

though they tend to be mood con-

gruent unlike those in COS where 

the psychosis is much more perva-

sive.

Autism spectrum disorders and 

childhood disintegrative disorder 

have severe impairment in recipro-

cal communication, social interac-

tions, and odd stereotyped behav-

iors and thus can be mistaken for 

the severe psychosis of COS. Be-

havioral disturbances such as con-

duct disorder can be associated with 

hallucinations and psychosis. They 

may also be an outward manifesta-

tion of medical conditions such as 

diseases due to metabolic errors; 

neurological illnesses, such as epi-

lepsy; or substance use disorders. A 

carefully collected patient history 

and good medical and laboratory 

work up as well as observations in a 

neutral setting, and preferably with-

out medications, can usually distin-

guish these other conditions from 

the pervasive psychosis of COS.

A group of unique patients who 

often pose a common diagnostic di-

lemma is worth special mention. In 

the NIMH COS study, a subgroup 

of patients had real but transient 

psychotic symptoms. The main 

presentation for these children was 

severe, daily periods of emotional/

mood lability disproportionate to 

the precipitating triggers. Charac-

teristically these children had diffi-

culty forming relationships and 

multiple developmental deficits (eg, 

ADHD, learning disabilities, audi-

tory processing abnormalities).

A careful interview revealed lack 

of formal thought disorder and the 

psychotic symptoms were transient 

at best. For lack of anything better, 

the DSM diagnosis was multidi-

mensionally impaired (MDI). The 

MDI cohort, not uncommon and of-

ten mislabeled, appeared to have a 

distinct long-term clinical course, 

with none progressing to schizo-

phrenia.1,4

While considering the differen-

tial diagnosis for schizophrenia in a 

child with psychosis, it is important 

to recognize that COS could co-ex-

ist with many comorbid psychiatric 

disorders. Because symptom mani-

festations can also be part of (or 

masked by) the symptoms of schiz-

ophrenia, a diagnosis of an inde-

pendent Axis I condition can often 

be ignored. The most frequent co-

morbid diagnoses in the NIMH 

COS cohort were depression (54%), 

followed by OCD (21%), general-

ized anxiety disorder (15%), and 

ADHD (15%). The rate of any one 

anxiety disorder (generalized anxi-

ety disorder, OCD, separation anxi-

ety, PTSD, panic disorder com-

bined) at screening was 42%. 

Furthermore, comorbid diagnoses 

(particularly depression) correlated 

with poorer overall functioning and 

continued comorbidity, which sug-

gests either a refractory nature of 

these conditions, or a close associa-

tion with core schizophrenia pathol-

ogy. Importantly, there were no sig-

nificant associations between 

comorbid diagnoses and IQ, famili-

arity, medication status, premorbid 

functioning, or age of psychosis 

onset.

Neurobiological underpinnings

The NIMH COS study spent signif-

icant effort in establishing the neu-

robiological continuity of COS and 

KEY POINTS
•  COS presents with profound and early cortical gray matter and white matter deficits 

•  Gray matter loss appears to slow down with age and focalizes to prefrontal and temporal 

regions 

•  Gray and white matter abnormalities are shared by healthy siblings in younger age, which 

suggests age-dependent trait marker 

•  Clinically and neurobiologically, COS is continuous with typical adult onset schizophrenia 

•  Atypical antipsychotics (and/or typical) are first line treatment 

•  Clozapine remains the last resort treatment after at least two antipsychotics have failed 

an adequate trial 

•  Clozapine treatment in children poses unique challenges due to the adverse effect profile
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more typical AOS. All published 

neurobiological risk factors were 

examined carefully in patients with 

COS. As expected, COS showed a 

similar yet exaggerated pattern of 

risk factors that may have reflected 

greater impairment in early brain 

development, but also supported the 

continuity between COS and AOS. 

These observations included higher 

rates of early developmental abnor-

malities (language, social, and mo-

tor domains), larger effect sizes for 

smooth pursuit eye movement ab-

normalities, and higher incidence of 

familial schizophrenia spectrum 

disorders.

Neuropsychological function in 

COS warrants special mention as it 

is commonly evaluated in clinical 

practice. This has been well studied 

in the NIMH COS cohort as well as 

by some other groups studying COS 

or adolescent onset schizophrenia. 

Analyses on the NIMH COS cohort 

showed a clear decline in IQ 

post-onset of psychosis, but more 

importantly, this drop in cognitive 

function did not continue even after 

8 years. The incidence of neuropsy-

chological deficits for COS were 

not significantly higher than for 

AOS per se, but healthy siblings of 

children with COS also shared some 

neuropsychological deficits, sug-

gesting a more salient genetic/

familial link in COS.

Prospective brain imaging stud-

ies in COS patients and their sib-

lings have contributed to the under-

standing of  abnormal brain 

development in COS and have also 

provided critical insights into brain 

development in schizoprehnia in 

general.2,4,5 Most of these studies 

have originated from the NIMH 

COS cohort.

In addition to replicating the 

brain abnormalities seen in AOS 

(eg, large ventricular volumes, 

smaller gray matter volumes), the 

finer brain mapping studies in COS 

showed that there is profound gray 

matter loss in COS during adoles-

cence that mimics the normal corti-

cal gray matter maturation pattern, 

which suggests that the healthy 

pruning process in normal matura-

tion may be exaggerated in COS. 

This gray matter loss, however, sta-

bilizes over time and the pattern 

merges with that seen for AOS, thus 

establishing biological continuity 

between the two.

Young healthy COS siblings 

share this gray matter deficit pattern 

during their younger years, but the 

deficits normalize by late adoles-

cence, which suggests that the gray 

matter loss in COS is an age-de-

pendent trait marker. More impor-

tantly, the profound gray matter ab-

normalities are diagnostically 

specific, unrelated to medication 

exposure, and appear proportional 

to the degree or severity of psycho-

sis. The abnormalities are not limit-

ed either to cortex or only to gray 

matter as white matter and deeper 

cortical structures also share the 

deficits and the deficit pattern. Con-

nectivity analyses using structural, 

functional, and diffusion tensor im-

aging, show specific neurocircuitry 

abnormalities in circuits relevant to 

psychosis.2

As was expected, COS shows 

more salient genetic underpinnings. 

The patients in the NIMH COS 

study had a significantly higher in-

cidence of velocardiofacial syn-

drome (with spontaneous 22q11.2 

deletion) than AOS patients or than 

any clinical population. Patients 

with COS also had a higher inci-

dence of cytogenetic abnormalities 

as well as other common and rare 

variant alleles. None of the genetic 

abnormalities have explained the 

profound brain abnormalities, but 

the obviously higher salience sug-

gests that continued effort will 

eventually provide valuable in-

sights.

Treatment challenges

Childhood-onset schizophrenia is a 

devastating disorder that is treat-

ment-resistant. It is important to re-

alize that the NIMH sample may 

have a referral bias in that patients 

who responded to treatment early 

were unlikely to be referred to the 

NIMH. Thus, in the absence of evi-

dence-based guidelines to specifi-

cally treat children with schizophre-

nia,  t reatment guidance for 

schizophrenia in general should be 

followed. This includes atypical 

(and/or typical) antipsychotic med-

ications as first-line treatment and 

clozapine as the final resort treat-

ment after at least two failed trials 

of adequate antipsychotic treatment 

with two agents. The only two ran-

domized controlled trials (RCTs) 

established superiority of typical 

antipsychotics over placebo in 

COS, and a single trial demonstrat-

ed superiority of clozapine over 

haloperidol. Subsequently, results 

from a relatively small double-blind 

RCT showed that clozapine was 

better than olanzapine in alleviating 

negative symptoms. These data and 

the observations made during the 

NIMH study have led to the under-

standing that clozapine is the best 

option for this extremely ill cohort.

Unfortunately, as anticipated, 

clozapine is associated with more 

adverse effects, including risk of 

agranulocytosis, significant weight 

gain, akathisia, enuresis, tachycar-

dia, orthostatic hypotension, and 

seizures. Managing the adverse ef-

fects when treating with clozapine 

is a major challenge where the ob-

servations from the NIMH COS 

study provide critical insights. 

The most significant adverse ef-

fect is neutropenia that can lead to 

agranulocytosis. The FDA requires 

weekly blood monitoring with neu-

tropenia, often resulting in discon-

tinuation of clozapine with poten-

tially disastrous clinical worsening. 

This can be successfully managed 

by the addition of lithium. 

Weight gain is pronounced with 

clozapine particularly during child-

hood. Along with significant psych-

oeducation for life-style changes, the 

antidiabetic medication metformin 

(which improves peripheral insulin 

sensitivity) showed some success 

when started with clozapine.

Akathisia, seen rarely in adults 

taking clozapine, is surprisingly 

common in children and can mani-

fest as worsening of psychotic 

symptoms or agitation in children. 

This often results in dose incre-

ments that further worsens the aka-

thisia. Akathisia is responsive to 

adjunctive beta blocker (eg, pro-

pranolol) treatment.

Cardiac adverse effects such as 

orthostatic hypotension and tachy-

cardia need regular monitoring and 

can be managed by adjusting the 

dose, fluid intake, activity, or medi-

cations such as beta blockers. In-

continence is not uncommon with 

clozapine but although it is respon-

sive to vasopressin, it also tends to 

be get better with longer treatment. 

Drooling also gets better with time, 

but children need to be taught to 

manage it daily.

Finally, clozapine can lower the 

seizure threshold and can induce 

seizures. Regular EEG monitoring 

and prophylactic antiepileptic med-

ication such as gabapentin has 

helped manage this adverse effect. 

Metabolic changes from chronic 

clozapine use (such as hyperlipi-

demia, hyperglycemia) should be 

monitored regularly so that appro-

priate treatment can be initiated. 

Clozapine may be the best medica-

tion available to treat COS symp-

toms and improve functionality, but 

careful monitoring and managing 

adverse effects is a challenge.

Dr Gogtay is Director, Office of Clinical 

Research, National Institute of Mental 

Health, Rockville, MD.
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The psychosis of COS is usually severe, 
pervasive, and remarkably “non-episodic and 
unremitting” from the initial presentation.
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Recognizing and Treating Trauma 
in the Inpatient Psychiatric Setting
» Rachel B. Nowlin, MS and Sarah K. Brown, DrPH

C
ompared with the general population, patients with 

serious mental illness are more likely to:

�  Experience a traumatic event and have a higher number of overall 

trauma exposures1

�  Meet criteria for a diagnosis of PTSD during their lifetime and in the 

previous 12 months2

�  Report greater impairment in general functioning due to trauma2

�  Have increased use of health care services related to trauma2

Previous research suggests that comorbid mental illness and post-trauma

tic stress interact to produce worse outcomes in patients, making trauma an 

important facet of a patient’s overall psychiatric care. However, diagnosis 

rates of PTSD in psychiatric inpatient treatment settings are consistently low-

er than expected given the rate of trauma exposure. It seems inpatient psychi-

atric treatment may focus more on primary psychiatric symptoms (eg, psy-

chosis) that brought the patient in, while identifying and treating PTSD may 

be secondary.

Identifying trauma symptoms and psychological distress

Inpatient psychiatric outcomes data provide a unique opportunity to examine 

the presence of PTSD symptoms and diagnoses for patients with mental 

illness and how PTSD symptoms are related to overall psychiatric symptoms 

and functioning.

Data were analyzed for 4126 patient records with an Abbreviated PTSD 

Checklist (PCL-C-6) completed at admission to an inpatient psychiatric treat-

ment program. The average admission severity for patients exceeded the sug-

gested cutoff, indicating the likelihood of PTSD (patient average was 17.5 

compared to cutoff of 14). A subset of these patients (29.6%) also had admis-

sion scores on the Behavior and Symptom Identification Scale (BASIS-32®), 

a measure of general functioning useful for monitoring behavioral health 

outcomes. Patients who scored at or above the cutoff on the PTSD screener 

had significantly higher levels of dysfunction on the BASIS-32 compared 

with patients who scored low (below the cutoff) on the screener.

Does routine trauma screening identify trauma in inpatient units?

Although the majority of patients (65.7%) had high scores on the PCL-C-6, 

only 7.6% of these patients also had a primary or secondary PTSD diagnosis. 

Those who were diagnosed may have just been the most severe: patients with 

PTSD diagnoses had higher PCL-C-6 scores and showed greater distress 

overall on the BASIS-32 compared with patients with high PCL-C-6 scores 

but no PTSD diagnosis. These findings suggest PTSD may be underdiag-

nosed in these populations, especially when symptoms of serious mental 

illness are at the forefront.

Clinical lessons

Our data support the presence and role of trauma in this population, and we 

see evidence of the need for trauma-informed care. Regardless of diagnosis, 

patients with serious mental illness and post-traumatic stress symptoms 

would likely experience benefit in both areas from trauma-informed care. 

TRAUMA-INFORMED CARE does not mean only focusing on 

a specific traumatic incident; successful, trauma-informed care 

for patients with serious mental illness requires providers to do 

the following: 

1 
ASSESS TRAUMA: Recognition of a patient’s trauma can be 

achieved during the admission process via trauma screening. In 

fact, the current standards for accreditation by The Joint 

Commission (TJC) in behavioral health already require the use of 

such screeners. Current TJC estimates show roughly 95% of 

patients in accredited inpatient psychiatric programs are screened 

for trauma.3 Thus, many programs already collect these data, which 

should be made accessible and incorporated into treatment 

planning. In addition to admission screening, assessment of trauma 

and PTSD can easily be performed with the addition of a quick 

trauma screener, such as the PCL-C-6.

2    
ACKNOWLEDGE TRAUMA: Once assessed, trauma can be 

addressed with patient psychoeducation and by entering 

diagnoses or progress notes into the medical record. If PTSD is 

present in a reduced form, a remission specifier or “not otherwise 

specified” may also be considered. Inclusion in the medical record 

provides a history of the patient’s experiences and encourages a 

clinical focus on all relevant issues. Moreover, noting PTSD in a chart 

allows the patient a record of his or her history, which encourages 

the continuation of trauma-informed care at follow-up once the 

patient leaves the current facility.4

3    
TREAT TRAUMA: While PTSD can be a recurrent disorder that 

may not be fully treated in one inpatient stay, it is theorized that 

co-occurring PTSD and serious mental illness are best treated in 

conjunction. New evidence suggests popular treatments for PTSD 

can be used with patients with co-occurring serious mental illness, 

including psychosis.5,6 Unfortunately, many clinicians report not 

feeling equipped with the training they need to engage in trauma-

specific treatment. Given the high incidence of trauma exposure 

and PTSD symptoms in the population of patients with serious 

mental illness, we believe continuing education and training in this 

area should be a core component of behavioral health care 

practice.

Ms Nowlin and Dr Brown are data analysts for Mental Health Outcomes, LLC., a 

subsidiary of Universal Health Services, Inc, Lewisville, TX.

The authors report no conflicts of interest concerning the subject matter of this article. The views 
expressed in this article are the authors’ own and do not represent the official position of Universal 
Health Services, Inc. or of its subsidiaries, whose funding supported the data collection and prepa-
ration of the article.
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M
edical school was rough. 

From a young age I always 

knew I would enjoy working 

more than I would enjoy school, and 

that has turned out to be true. The 

confines of exams and deadlines 

were stifling. After an anxious, an-

ticipated beginning in residency 

training, I got used to the scheduling 

demands. Eventually, I would finish 

residency and fellowship and start 

employment as a child psychiatrist.

For many people in medicine, the 

academic and professional journey 

advances in a cookie-cutter fash-

ion—you know what is next and 

what comes after that. I thought life 

would unfold for me in a similar 

fashion. You may struggle, deal with 

rejection, but eventually the fairytale 

ensues. I did not realize how tumul-

tuous the journey would be for me.

I wanted to get married to the 

man of my dreams before my dad 

passed away. That didn't happen. 

The former US Surgeon General Dr 

Vivek Murthy said that loneliness is 

America’s biggest health problem. 

For all intents and purposes, I had 

made it professionally, but it was the 

loneliness that made living in a big 

city daunting, despite being sur-

rounded by millions of people. I 

made friends, but a partnership 

seemed elusive.

Recently, I got married—15 

years later than I had envisioned. 

Being fiercely independent for so 

many years, I no longer feel lonely. 

That juxtaposition of loneliness 

with independence as a single per-

son sometimes can feel both confus-

ing and crushing.

Many professionals envision 

some version of personal goals that 

include financial stability, work-life 

balance, and family. As I started 

writing this, I entered my tenth 

week of pregnancy. At my first pre-

natal appointment, we found out the 

fetus was 2 weeks behind in size and 

the heart rate was low. My husband 

and I were told to wait things out to 

see if the fetus would develop, but 

the doctor explained she was not 

confident about this pregnancy. Af-

ter she left the room, we both cried.

As a child psychiatrist I have 

borne witness to the ramifications of 

abuse, neglect, and genetic/environ-

mental influences on children. I was 

under no illusion of the inherent fal-

lacies of bringing a child into this 

world. Most of us in this field would 

state emphatically that some people 

are not capable of parenting. Wheth-

er it is addiction, mental health is-

sues, or an emotional disconnection 

from their offspring, it is a simple 

fact that not all children are brought 

into this world wanted and loved.

As an older mother, I would like 

my child to have plenty of autono-

my (with appropriate supervision). 

External pressures and expectations 

can kill a child’s curiosity. I have al-

ways felt that a child must develop a 

strong will. Still, you can do 

everything right as a parent, but 

your child may still deal with sui-

cidal thoughts or develop a sub-

stance abuse problem. Your child 

may lose motivation to do some-

thing purposeful. I see all of this in 

my career. So, I decided to approach 

this pregnancy with objectivity.

At 41, I knew the rates of miscar-

riage were higher, so although I was 

disappointed, I was not surprised 

when the obstetrician expressed 

concern about whether this would 

be a viable pregnancy. However, ob-

jectivity went out the window when 

I saw the heartbeat. I felt a deep and 

innate desire to protect this little life 

that was struggling to grow. Until 

then I had been telling myself if this 

baby has a will to live, it has to do so 

of its own accord. I have experi-

enced grief before, and I have shed 

tears over losses. Losses are an inev-

itable part of life and having a part-

ner does soften the blow.

What is the answer in our car cul-

ture isolated environment? Meetup 

groups, rock climbing clubs, or pok-

er tournaments? Reading, writing, 

meditating, and self-care? Network-

ing events can be exhausting and 

seldom result in more than small 

talk. Maybe balance comes with try-

ing to connect, even when your 

heart is not in it. We may look for 

that connection our whole life, 

whether with a family member, a 

partner, or a friend, only to have it 

taken away at the end. There is sim-

ple beauty in appreciating what is 

given to us.

I am grateful for this pregnancy 

and the glimpse of a life beginning 

inside of me.

For centuries, women before me 

have endured slavery, oppression, 

and abuses while going through 

pregnancies and miscarriages. 

Brave women have fought for the 

survival and evolution of the human 

race. When I think about other mi-

nority women and the hardships 

they have faced, it makes my per-

sonal struggle seem more managea-

ble.

We know that other mammals 

such as elephants grieve in an ex-

pressive fashion when they lose 

their young. Is there anything that 

can be learned from this? It is okay 

to be interdependent as a species. I 

used to fault myself for not being 

stronger emotionally when I was 

alone and for not being more posi-

tive and present in the moment. For 

not being able to fix things. For a 

psychiatrist, that lesson poses a tre-

mendous conflict of interest.

On December 27, I learned that 

this pregnancy will not come to fru-

ition with a baby for me. The heal-

ing process begins for me as it has 

for countless women before me.

Dr Narasimhan is in private practice in 

Los Angeles, CA. ❒
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» Jonathan M. Silver, MD

I
n 1994 I wrote an article for Psychiatric Times, “Trau-

matic Brain Injury: Its Psychiatric Manifestations and 

Management.”1 A quarter of a century ago, few clini-

cians, and certainly the public, had little concern or un-

derstanding of the consequences of traumatic brain in-

jury (TBI). That article provided the perspective that 

psychiatrists have an important role in the treatment of 

patients who have had a TBI. Since that time, it is now 

recognized that disorders such as anxiety, depression, 

and posttraumatic stress disorder are significant con-

tributors to increased symptoms and disability. This 

Special Report addresses several specific areas of con-

cern that are of importance to psychiatrists: Can depres-

sion be prevented after TBI? What are the risks of sui-

cide? Are there special issues in the elderly (the most 

rapidly growing population who experiences TBI)? 

What are the guidelines for the use of medications? 

What do we do about the post-TBI psychosis in pa-

tients?

With the increased interest in mild TBI (of which 

concussion is the mildest severity), practitioners are 

seeing many more individuals who have experienced an 

episode. To determine the natural history and conse-

quences of TBI we need long-term prospective studies. 

Several of these are currently underway and comprise 

athletes, individuals who present to emergency depart-

ments, and the military.2-4 Findings from these studies 

will be invaluable in understanding selection bias that 

all studies (and individual practices) have.

The most important development in the treatment of 

individuals with TBI is the recognition that symptoms 

that persist are non-specific, and patients require a tar-

geted and focused physical examination to determine 

etiology and treatment. We cannot adequately assess 

and treat our patients by relying solely on the use of 

rating scales and cognitive tests. This includes evalua-

tion of visual problems (including symptom exacerba-

tion with eye movements and assessment of conver-

gence insufficiency); balance problems; careful 

assessment of neck issues, including manual examina-

tion for trigger points; and assessment of exercise toler-

ance with tests such as the Buffalo Concussion Tread-

mill Test (BCTT).5 It is also apparent that exercise may 

be an effective treatment, and rest (except for decreas-

ing the risk of another TBI) is detrimental.6

Many patients may have depression or anxiety be-

cause no one has ever conducted a proper physical ex-

amination. Having persistent symptoms that have been 

“unexplained” has emotional consequences.

So, I invite you to explore the topics discussed in this 

Special Report, and the others mentioned in this intro-

duction. For those interested, these topics (and many 

others) are discussed in detail in the Textbook of Trau-

matic Brain Injury.7

Dr Silver is Clinical Professor of Psychiatry, New York 

University School of Medicine, New York, NY.

Dr Silver reports that as senior editor he receives royalties for the 3rd 

edition of Textbook of Traumatic Brain Injury.
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Pharmacological Management of the 
Psychiatric Aspects of Traumatic 
Brain Injury

» Vani Rao, MD, and
Sandeep Vaishnavi, MD, PhD

T
raumatic brain injury (TBI) is a 

public health epidemic. Approx-

imately 2.8 million people sus-

tain a TBI annually; of these, approx-

imately 50,000 die, 282,000 are 

hospitalized, and 2.5 million are dis-

charged from an emergency depart-

ment.1 Mild TBI or concussion ac-

counts for the majority of TBIs. Falls 

are the most common cause of TBI, 

followed by assault and motor vehicle 

accidents. According to recent statis-

tics, during a 6-year period from 2007 

to 2013, rates of TBI-related ER visits 

increased by 47%, but rates of hospi-

talization and death decreased by 

2.5% and 5% respectively, underscor-

ing the importance of managing TBI 

morbidity.1

Psychiatric disturbances are the 

most common long-term sequelae of 

TBI. In a recent article on the epide-

miology and natural history of psy-

chiatric disorders after TBI, Ponsford 

and colleagues2 noted that compared 

with the general population, patients 

with TBI have increased incidence of 

depressive disorder, anxiety disorder, 

and PTSD; depressive disorders are 

likely to be chronic and persistent.

In this article, we define TBI psy-

chiatric disturbances as the develop-

ment of psychiatric symptoms (emo-

tional, behavioral, or cognitive) after 

the occurrence of a single or multiple 

TBIs. It may not always be possible to 

establish a causative link between 

TBI and the onset of psychiatric prob-

lems. When not possible, TBI should 

be considered as a treatment-inform-

ing medical comorbidity rather than 

an etiological factor.

Appropriate management of psy-

chiatric disturbances can result in bet-

ter outcomes, improved quality of 

life, and decreased societal impact. 

Management of TBI psychiatric dis-

turbances should always be multidis-

ciplinary and include both pharmaco-

logical and non-pharmacological 

interventions. An extensive arma-

mentarium of pharmacological op-

tions is available, and there have been 

a number of randomized controlled 

trials and meta-analyses (Table).

Emotional problems
TBI-associated depression. TBI-asso-

ciated depression is characterized by 

prolonged, persistent sadness associ-

ated with other symptoms such as an-

hedonia, lack of motivation, de-

creased self-care, variable sleep and/

or appetite pattern, feelings of hope-

lessness, and/or suicidal thoughts. 

These symptoms may last for a cou-

ple of weeks to months (major de-

pressive episode) or persist in a mild-

er form for two or more years 

(dysthymia).

SSRIs are often considered first-

line agents because of their benign 

side effect profile. Sertraline, citalo-

pram, and escitalopram are often fa-

vored because of their limited drug-

drug interaction. Most clinical trials 

have focused on sertraline, but results 

have been inconsistent. In a trial com-

prising 15 patients with mild TBI 

87% had a significant response and 

67% achieved remission with ser-

traline.3 In a follow-up study of pa-

tients with TBI-associated depression 

no significant differences were seen 

between sertraline and placebo in de-

pression severity, response, or remis-

sion rates.4 Similarly, Ashman and 

colleagues5 found no statistically sig-

nificant difference between sertraline 

and placebo in a group of 52 patients 

with TBI-associated depression. 

However, the small sample size 

(N=11) and the high rate of discontin-

uations may have contributed to the 

lack of difference between the medi-

cation and placebo groups.

SNRIs have also been used with 

fair success and no significant ad-

verse effects, but they have not been 

systematically studied. In a small 

study (N=10) the tricyclic antidepres-

sant (TCA) desipramine was shown 

to reduce depressive symptoms.6 

However, because of anticholin-

ergic adverse effects and risk for sei-

zures, TCAs are less favored. Nortrip-

tyline is considered to be the least 

anticholinergic and antihistaminergic 

among the TCAs and has demonstrat-

ed efficacy in the treatment of depres-

sion following stroke.7 However, we 

are not aware of controlled trials of 

nortriptyline in the treatment of TBI 

depression.

Monoamine oxidase inhibitors 

(MAOIs) may also be considered in 

persons with recalcitrant depression. 

However, the need for dietary restric-

tion can be challenging because ad-

herence to a strict diet may be diffi-

cult for patients with TBI who have 

cognitive deficits.

Salter and collegues8 conducted a 

systematic review and meta-analysis 

to determine the effectiveness of 

pharmacotherapy for the treatment of 

TBI depression and found a large, fa-

vorable treatment effect (Hedges g = 

1.169; 95% CI, 0.849-1.489; P<.001) 

on pooled analysis of within-groups 

treatment effect. Even when the anal-

ysis focused on only placebo-con-

trolled trials, treatment with antide-

pressants was associated with a 

statistically significant reduction in 

depressive symptoms.

Methylphenidate and other stimu-

lants may be used to augment the ef-

fect of antidepressants, especially 

when there is evidence of fatigue, ap-

athy, or executive function deficits. 

Lee and colleagues9 compared the 

efficacy of sertraline, methylpheni-

date, and placebo in a study of 30 pa-

tients with mild to moderate TBI. 

Both methylphenidate and sertraline 

significantly improved symptoms of 

depression, but only methylphenidate 

improved cognitive function. Patients 

treated with methylphenidate also 

had diminution in daytime sleepiness.

Electroconvulsive therapy (ECT) 

may be safe and effective in patients 

with TBI. Jorge and Arciniegas10 have 

suggested some common-sense ap-

proaches to using ECT in patients 

with TBI: use low energy levels to 

generate a seizure of about 20 sec-

onds, use pulsatile currents, increase 

between-treatment time intervals to 2 

to 5 days, and keep the number of 

treatments to a minimum. Non-dom-

inant unilateral ECT has a decreased 

risk of cognitive adverse effects com-

pared to bilateral ECT and may be 

preferable in TBI patients.

TBI-associated suicide. In a review of 

48 studies, Simpson and Tate11 con-

cluded that the risk of suicide, suicide 

attempts, and suicidal ideation is in-

creased in TBI survivors compared 

with the general population, even af-

ter adjusting for psychiatric comor-

bidities. Mackelprang and col-

leagues12 also noted that 25% of their 

sample of 560 patients with all sever-

ities of TBI reported suicidal ideation 

during the first year following a TBI, 

a number much higher than 3.7% re-

ported for the general population.

As in other cases of suicidal idea-

tion, the most important factor in the 

management of TBI-associated sui-

cide is to maintain safety. Immediate 

hospitalization should be considered 

for patients with active suicidal 

thoughts with intent or plan to die. 

Management of suicidal thoughts as-

sociated with psychiatric disturbanc-

es after TBI should focus on the psy-

chiatric disturbances themselves. 

Extra caution to maximize safety is 

needed not only in the inpatient set-

ting but also in the outpatient setting, 

SIGNIFICANCE FOR PRACTICING PSYCHIATRISTS

Psychiatric disturbances are the most common cause of morbidity after TBI. Untreated 

psychiatric disturbances can have adverse and sometimes fatal consequences.

 ◗ Treatment should be multipronged, with medications and appropriate therapies.

 ◗ Pharmacological treatment of TBI symptoms is similar to  treatment of symptoms in 

idiopathic psychiatric disorders, but caution should be exercised in dosing and 

monitoring.
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TRAUMATIC BRAIN INJURY

ensuring that the patient has consist-

ent outpatient care and a strong sup-

portive network.

Post-TBI mania. The incidence of bipo-

lar spectrum disorders is low in the 

TBI population, with a range of 2% to 

9% in the first year after injury.2 Find-

ings indicate the estimated lifetime 

relative risk for bipolar and related 

disorders to be 1.1, similar to the life-

time risk of bipolar disorders in the 

general population.13

TBI mania is characterized by 

changes in mood, sleep, and activa-

tion, which may manifest as irritabil-

ity, euphoria, insomnia, agitation, 

aggression, impulsivity, or even vio-

lent behavior. There is scant literature 

on the pharmacological management 

of TBI mania. 

Based on our clinical experience 

and case reports, we recommend use 

of quetiapine as a first-line and risperi-

done as a second-line agent for acute 

mania; we recommend valproate as 

first-line and carbamazepine as a sec-

ond-line agent for maintenance. Al-

though many psychopharmocologists 

might argue that lithium is the gold 

standard for the treatment of idiopath-

ic bipolar disorder, we are concerned 

about the CNS and motor adverse ef-

fects in persons with TBI.

TBI-associated anxiety disorders. A 

wide range of anxiety disorders may 

occur after TBI including generalized 

anxiety disorder, agoraphobia, social 

phobia, panic disorder, and obses-

sive-compulsive disorder. Results 

from a meta-analysis of the preva-

lence of generalized anxiety disorder 

and self-reported anxiety in adults 

with non-penetrating TBI showed 

that 11% had a diagnosis of GAD, 

and 37% reported clinically signifi-

cant levels of anxiety.

Commonly used medications for 

treatment of anxiety include ser-

traline, escitalopram, citalopram, and 

venlafaxine at doses similar to the 

treatment of TBI-associated depres-

sion.

PTSD. In a study of 1084 patients with 

mild TBI, 13% of the patients had 

PTSD.14 Higher incidence has been 

seen in military studies. Carlson and 

colleagues15 found that 64% of 836 

veterans from Iraq/Afghanistan had 

PTSD. A recent review confirmed 

that PTSD occurs after TBI, but is 

more common after mild TBI.16 Al-

though rates of TBI vary in the civil-

ian population, they are higher in the 

military population, and the risk in-

creases with the severity of TBI. The 

researchers concluded that the risk of 

PTSD varies according to the context 

in which the TBI occurred, the psy-

chological trauma experienced at the 

time of TBI, and pre-TBI history of 

trauma or PTSD.

Sertraline is the first-line option 

for treating comorbid PTSD and TBI. 

Citalopram is a second choice, but 

caution is recommended above 40 mg 

daily because of potential cardiac ad-

verse effects. Second-line agents in-

clude fluoxetine and mirtazapine, al-

though the latter may be associated 

with mild anticholinergic adverse ef-

fects. SNRI antidepressants can also 

be used safely. Tricyclic antidepres-

sants are third-line options. Prazosin 

may be used as adjunctive treatment 

for persistent nightmares. However, 

there were no statistically significant 

differences in sleep quality between 

prazosin and placebo in a recent 

10-week study.17

Extreme caution should be used 

with benzodiazepines for treatment of 

anxiety disorders or PTSD. In general 

they should not prescribed for more 

than 2 weeks because longer use in-

creases risk for dependence. TBI pa-

tients may have increased susceptibil-

ity to the adverse effects of 

benzodiazepines, including drowsi-

ness, ataxia, slurred speech, memory 

impairment, psychomotor impair-

ment, and possibly disinhibition. 

Moreover, benzodiazepines may ag-

gravate the fear response in persons 

with PTSD.

TBI-associated psychosis. Psychotic 

symptoms are not uncommon after 

TBI. There are predominantly 2 types 

of TBI-related psychosis: delusional 

disorders and schizophrenia-like psy-

chosis. As far as we know, there are 

no clinical medication trials on the 

management of TBI psychosis. Case 

reports suggest efficacy for sec-

ond-generation antipsychotics.18 

Based on our clinical experience, we 

recommend second-generation antip-

sychotics (risperidone, 0.25-4 mg; 

quetiapine, 25-200 mg; lurasidone, 

20-80 mg) over first-generation antip-

sychotics because the latter may in-

http://www.psychiatrictimes.com
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TRAUMATIC BRAIN INJURY

terfere with neural recovery in TBI. 

When there are concerns about the 

presence of seizures, anticonvulsants 

such as valproate or carbamazepine 

may be preferable.

Behavioral disturbances
Apathy. Apathy refers to a syndrome 

of disinterest, disengagement, inertia, 

lack of motivation, and absence of 

emotional responsivity. Although 

there are also emotional and cognitive 

aspects of apathy, we have chosen to 

include apathy under behavioral dis-

turbance, as the disengagement and 

lack of involvement is most distress-

ing for caregivers. Apathy can be a 

symptom of depression, which is the 

most common presentation, or occur 

as an isolated syndrome. As with 

most psychiatric disturbances in TBI, 

only reviews, anecdotal reports, and 

small case series are available to 

guide management. Most of the liter-

ature favors methylphenidate. Based 

on this and on our clinical experience, 

we recommend methylphenidate as a 

first-line agent.

Sleep disturbances. Sleep disturbances 

are common after TBI and can occur 

in isolation or as a symptom of a psy-

chiatric disorder. Insomnia is the most 

common sleep disturbance, seen in 

about 50% of patients with TBI, al-

though other disturbances such as hy-

persomnia, sleep apnea, and sleep-

walking may also be present. 

Treatment of TBI sleep disturbance 

varies according to the type of sleep 

disorder and related comorbidities. 

Comprehensive medical evaluation 

including an overnight sleep study can 

help with the diagnosis of sleep distur-

bance. Maintenance of sleep hygiene 

is always first in the management of 

sleep disturbances. When sleep distur-

bance is comorbid with a psychiatric 

TABLE.  First-line pharmacological agents in the management of psychiatric aspects of traumatic brain injury

Psychiatric 
problems

Core features First-line 
medications

Mechanism of action Standard 
dosage

Common adverse 
effects

Cautions

Depression Persistent sadness, 

anhedonia, 

vegetative, and 

somatic symptoms

Sertraline Inhibits reuptake of 

serotonin

50-150 mg/d Nausea, diarrhea; 

sexual dysfunction

Activation of mania/

hypomania in patients at 

risk for bipolar disorder

Escitalopram As above 5-20 mg/d As above

Citalopram As above 10-40 mg/d As above In adults >65 not to exceed 

20 mg/d

Mania: acute Elevated mood, 

hyperactivity

Quetiapine Antagonist activity at 

dopamine and serotonin 

receptors

25-200 mg/d Parkinsonism; 

weight gain, 

sedation

Mania: 

maintenance

Valproate Blocks voltage-gated 

sodium channels and 

increased levels of gamma-

aminobutyric acid (GABA)

250-1500 

mg/d; divided 

doses

Nausea, abnormal 

liver functions, 

weight gain, tremor

Valproate is a metabolic 

inhibitor; can increase 

levels of other 

anticonvulsants

Anxiety Free-fl oating anxiety, 

panic attacks

Similar to depression Avoid benzodiazepines

PTSD Increased arousal, 

hypervigilance

Sertraline, 

paroxetine

Similar to depression

Psychosis Schizophrenia-like 

psychosis; delusions

Risperidone; 

quetiapine

Reduces dopaminergic 

neurotransmission in the 

mesolimbic pathway

0.25-4 mg/d Parkinsonism

Lurasidone Central dopamine type 2 (D) 

and serotonin type 2 

(5HT2A) receptor 

antagonism

20-80 mg/d Drowsiness, 

akathisia, 

parkinsonism

To be taken with 360 

calories; avoid grapefruit/

juice

Apathy Lack of motivation; 

disengagement

Methylphenidate Inhibits reuptake of 

dopamine

5-40 mg/d; 

divided doses

Agitation, insomnia, 

palpitations

Second dose to be given 

late afternoon

Insomnia Zolpidem GABA agonist 5-10 mg at 

bedtime

Daytime drowsiness, 

sensory distortion; 

sleep walking

Ensure sleep hygiene; not 

to be given beyond 2 

weeks; treat primary 

psychiatric disorder when 

present

Memory 

deficits

Diffi culty learning 

new information

Donepezil Central reversible acetyl 

cholinesterase inhibitor

5-10 mg at 

night

Nausea, diarrhea, 

poor sleep

Can cause bradycardia 

and syncope

Executive 

function 

deficits

Social 

inappropriateness; 

lack of judgment/

insight

Amantadine Non-competitive 

antagonism at NMDA 

receptor; enhances 

dopaminergic transmission

100-400 mg; 

divided doses

Headache, nausea, 

diarrhea, orthostasis; 

psychosis at high 

doses

Avoid in patients with 

history of seizures

Inattention Difficulty focusing, 

shift setting

Methylphenidate See above

http://www.psychiatrictimes.com
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TRAUMATIC BRAIN INJURY

disorder, it is important to treat the un-

derlying psychiatric disorder.

When insomnia occurs in isola-

tion, consider use of a non-benzodi-

azepine hypnotic such as zolpidem 

for a short period. Other agents such 

as melatonin, amitriptyline, loraze-

pam, and zopiclone may also be con-

sidered. Benzodiazepines should be 

avoided secondary to risk for addic-

tion, motor and cognitive adverse ef-

fects, and paradoxical rage outbursts. 

In patients with TBI who have exces-

sive daytime sleepiness, sleep apnea 

should first be ruled out. Modafinil 

(100-400 mg) or armodafinil (150-

300 mg) can be considered in patients 

with persistent and unexplainable 

daytime sleepiness.

Other behavioral disturbances. Other 

common behavior disturbances in-

clude impulsivity, aggression, and dis-

inhibition. As with other psychiatric 

disturbances, management of post-

TBI behavior problems should always 

be multifaceted. This includes a com-

bination of environmental modifica-

tion strategies, behavioral therapy, 

supportive therapy, family therapy, and 

pharmacotherapy. Medications should 

be based on presence of comorbid neu-

ropsychiatric disturbances.

Cognitive deficits
The constellation of cognitive impair-

ments following TBI is variable and 

depends on the severity of the loca-

tion of the injury on the brain. TBI 

can affect every cognitive domain, 

including attention, memory, 

visual-spatial processing, language, 

social cognition, and executive func-

tioning.

The core intervention for cognitive 

impairments is cognitive rehabilita-

tion, which includes use of remedia-

tion techniques and external strate-

gies to help individuals compensate 

for the deficits. In addition to cogni-

tive rehabilitation, there are some 

pharmacologic options for augment-

ing cognitive functioning. The three 

main classes of pharmacological 

agents utilized to treat the cognitive 

sequelae of TBI are psychostimu-

lants, cholinergics, and NMDA re-

ceptor antagonists.

Psychostimulants. Psychostimulant 

medications are commonly used to 

improve arousal/attention and related 

neurobehavioral symptoms after TBI. 

Methylphenidate is the first-line 

agent and most commonly used (5-40 

mg/d). Methylphenidate may im-

prove arousal, attention, and process-

ing speed and general cognitive func-

tion in the subacute and chronic phase 

of injury. Lee and colleagues9 have 

also noted improvement in cognitive 

function and reduction in daytime 

sleepiness in addition to improve-

ment in depression in persons with 

depression following TBI.

Cholinesterase inhibitors. Donepezil 

and rivastigmine have been studied 

for cholinergic augmentation follow-

ing TBI. Donepezil is a centrally se-

lective acetylcholinesterase inhibitor 

that has been may improve attention 

and memory during the subacute and 

chronic phase of injury and enhance 

sensory gating during the chronic TBI 

period. Rivastigmine, which inhibits 

both acetylcholinesterase and buty-

rylcholinesterase improved scores on 

the Hopkins Verbal Learning Test and 

the Cambridge Neuropsychological 

Test Automated Battery Rapid Visual 

Information Processing mean latency, 

but only in patients with severe mem-

ory impairment at baseline.13

N-methyl-D-aspartate (NMDA) receptor 
antagonists. Amantadine and meman-

tine are non-competitive antagonists 

at the NMDA receptor. They also en-

hance dopamine release, decrease pr-

esynaptic dopamine reuptake, stimu-

late dopamine receptors, and enhance 

postsynaptic dopamine receptor sen-

sitivity. Amantadine was noted to 

help with arousal in the acute TBI 

period and with attention, visuospa-

tial function, and executive functions 

in chronic TBI in persons with mod-

erate to severe TBI.19 In our clinical 

experience, amantadine at dosages of 

100-400 mg daily may be helpful for 

the treatment of executive dysfunc-

tion, more specifically for impulsivi-

ty, disinhibition, and poor motivation.

As far as we know, the efficacy of 

memantine on the psychiatric seque-

lae of TBI has not been studied. How-

ever, a recent prospective randomized 

trial in patients with moderate TBI 

revealed that patients in the meman-

tine group compared with placebo had 

significantly reduced serum neu-

ron-specific enolase levels by day 7 of 

injury, and improved Glasgow Coma 

Scale scores on day 3 of the study, un-

derscoring its neuroprotective effect.20

Another approach is to use cogni-

tive brain training. There are ongoing 

studies to see if intensive cognitive 

games can help in TBI. Elbogen and 

colleagues21 have studied a mobile 

cognitive training app (CALM) in 

TBI; they found that emotional regu-

lation improved; however, executive 

functioning did not.

Conclusion
Psychiatric symptoms after TBI are 

common and troublesome. As TBI 

rates continue to remain high, there 

are many patients with long-term se-

quelae such as mood, behavioral, or 

cognitive symptoms.

Treatment of TBI symptoms is in 

line with treatment of symptoms in 

idiopathic psychiatric disorders; how-

ever, dosing may vary because of the 

potentially heightened sensitivity of 

the traumatized brain. There are also 

some medications used in TBI pa-

tients that are not used very often in 

general psychiatry, such as amanta-

dine. (See Table for a summary of 

suggested agents to use in TBI.)

Unfortunately, there are limited 

studies for psychiatric symptoms af-

ter TBI; thus, there is a need for rand-

omized, controlled trials. Hopefully, 

future treatment will be based on 

more rigorous group data but also 

with more personalized recommen-

dations (based on biomarker or phar-

macogenetic testing results). Optimal 

treatment may involve multimodal 

approaches, with pharmacotherapy, 

behavioral therapy, cognitive brain 

training, and neuromodulation.
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Preventing Suicide When Caring for Patients 
With a History of TBI
The Current State of the Science and Strategies for Intervention

» Lisa A. Brenner, PhD, 
Riley P. Grassmeyer, MS, and 
James P. Kelly, MD

T
he association between traumatic 

brain injury (TBI) and negative 

psychiatric outcomes, including 

suicide, has a relatively long history. 

However, a focus on TBIs sustained 

by patients who served in recent con-

flicts in Iraq and Afghanistan, as well 

as by those who play sports has result-

ed in a resurgence of interest in acute 

and post-acute sequelae. According to 

the Centers for Disease Control and 

Prevention, a TBI is a “disruption” in 

normal brain function secondary to “a 

bump, blow, or jolt to the head.”

The vast majority of TBIs sus-

tained are mild in nature. That is, the 

disruption of brain functioning at the 

time of injury is relatively brief (eg, 

loss of consciousness less than 30 

minutes). The severity of injury (mild 

[concussion], moderate, severe) is de-

termined based on the disruption of 

brain functioning at the time of injury 

and is associated with physical and 

psychological outcomes. Patients 

with more significant disruptions of 

brain functioning at the time of injury 

(eg, loss of consciousness greater than 

24 hours) are at increased risk for 

long-term functional impairment.

Although psychiatrists are inti-

mately familiar with the terms suicid-

al ideation, suicide attempt, and sui-

cide, clinicians, researchers, and 

policy makers have long struggled 

with the lack of universally agreed up-

on definitions. In light of this, both the 

Departments of Veterans Affairs and 

Defense adopted the Self-Directed Vi-

olence Classification System (SD-

VCS).1 Within the system, key terms 

that are related to the basic clinical 

phenomena of suicide and suicide-re-

lated behaviors are defined. The use of 

operationalized systems helps to facil-

itate communication regarding both 

level of risk and treatment planning.

Epidemiology

Seminal epidemiological work in the 

area of suicide and TBI was conduct-

ed by Teasdale and Engberg,2 who 

used a Danish population register of 

hospital admissions to determine rates 

of suicide among those with concus-

sions, cranial fractures, and cerebral 

contusions/traumatic intracranial 

hemorrhages. Their findings suggest 

increased risk among members of all 

three groups, when compared with 

members of the general population 

(3.0, 2.7, 4.1). Of note, the researchers 

did not adjust for history of psychiat-

ric condition.

A similar study found that history 

of TBI was associated with an in-

creased risk for death by suicide; how-

ever, the hazard ratios identified sug-

gest a more modest relationship (any 

TBI 1.55, concussion/fracture 1.98, 

and cerebral contusion/traumatic in-

tracranial hemorrhage 1.34).3 Find-

ings also highlight the key role that 

co-occurring psychiatric conditions 

play in increasing risk for suicide 

among those with a history of TBI.

TABLE 1.  Acute therapeutic risk management

HIGH ACUTE RISK

Essential Features

•  Suicidal ideation with intent to die by suicide

•  Inability to maintain safety, independent of external 

support/help

Common Warning Signs

•  A plan for suicide

•  Recent attempt and/or ongoing preparatory behaviors

•  Acute major mental illness (eg, MDD episode, acute mania, 

acute psychosis, recent/current drug relapse)

•  Exacerbation of personality disorder (eg, increased 

borderline symptomatology)

Common Risk Factors

•  Access to means

•  Acute psychosocial stressors (eg, job loss, relationship 

dissolution, relapse on alcohol)

Action

Typically requires psychiatric hospitalization to 

maintain safety and aggressively target modifiable 

factors.

These individuals need to be directly observed until 

on a secure unit and kept in an environment with 

limited access to lethal means (eg, kept away from 

sharps, cords/tubing, toxic substances).

During hospitalization, co-occurring psychiatric 

symptoms should also be addressed.

INTERMEDIATE ACUTE RISK

Essential Features

•  Suicidal ideation to die by suicide

•  Ability to maintain safety, independent of external 

support/help

These individuals may present similarly to those at high acute 

risk, sharing many of the features.The only difference may be 

lack of intent, based upon an identified reason for living (eg, 

children), and ability to abide by safety plan and maintain their 

own safety. Preparatory behaviors are likely to be absent.

Action

Consider psychiatric hospitalization, if related 

factors driving risk are responsive to inpatient 

treatment (eg, acute psychosis).

Outpatient management of suicidal thoughts and/or 

behaviors should be intensive and include:

•  Frequent contact

•  Regular re-assessment of risk

•  A well-articulated safety plan

Mental health treatment should also address 

co-occurring psychiatric symptoms.

LOW ACUTE RISK

Essential Features

•  No curent suicidal intent AND

•  No specific and current suicidal plan AND

•  No preparatory behaviors AND

•  Collective high confidence (eg, patient, care provider, 

family member) in the ability of the patient to independently 

maintain safety

Individuals may have suicidal ideation, but it will be with little 

or no intent or specific current plan. If a plan is present, the 

plan is general and/or vague, and without any associated 

preparatory behaviors (eg, “I’d shoot myself if things got bad 

enough, but I don’t have a gun”). These patients will be 

capable of engaging appropriate coping strategies, and willing 

and able to utilize a safety plan in a crisis situation.

Action

Can be managed in primary care.

Outpatient mental health treatment may also be 

indicated, particularly if suicidal ideation and 

psychiatric symptoms are co-occurring.

Source: Rocky Mountain MIRECC.

http://www.psychiatrictimes.com
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Using nationwide registries from 

Denmark, Madsen and colleagues4 

found that persons with TBI were at 

increased risk for suicide compared 

with the general population. Having 

access to pre- and post-injury records 

of all individuals living in Denmark 

allowed the researchers to examine 

several key areas. They found that 

those with a history of severe TBI had 

a higher risk for suicide than individu-

als with a mild TBI. In addition, pre- 

and post-history of psychiatric illness 

increased risk for death by suicide af-

ter a TBI.

Fralick and colleagues5 conducted 

a systematic review and meta-analysis 

to examine the risk of post-concussion 

suicide. Their findings suggest that 

compared with persons with no history 

of TBI, sustaining a concussion was 

associated with a two-fold increased 

risk for suicide. The authors also high-

lighted challenges associated with 

quantifying the “typical” time between 

injury and suicide, as well as identify-

ing specific cohorts, among those with 

a history of TBI, who may be at height-

ened risk for death by suicide.

Long-term negative outcomes

Acute sequelae are common among 

patients with a history of all severity 

levels of TBI. Depending on the se-

verity of injury, mechanisms under-

lying symptoms are believed to vary 

and may include inflammation, as 

well as structural damage to the 

brain.6 Most individuals who sustain 

a mild TBI can expect to return to 

baseline functioning. However, those 

with moderate to severe TBIs are 

likely to have long-term impairment, 

which often impacts psychosocial 

functioning.

This simplified explanation of inju-

ry severity and sequelae begins to 

highlight clinical challenges associat-

ed with understanding increased risk 

related to injury history. For example, 

it may be that an injury (exposure) in 

persons with mild TBI results in 

heightened inflammation, and when 

coupled with other exposures known 

to be associated with inflammation 

(eg, poverty, acute stress, cardiovascu-

lar disease), a threshold is reached that 

places individuals at increased risk for 

death by suicide (see Brundin et al7). 

This is consistent with conclusions 

asserted by Teasdale and Engberg, 

who in 2001 wrote “the increased risk 

of suicide among patients who had a 

mild traumatic brain injury may result 

from concomitant risk factors such as 

psychiatric conditions and psychoso-

cial disadvantage.”2

Conceptualizing risk among pa-

tients with more severe injuries also 

requires clinicians to consider multi-

ple factors including neuroanatomic 

and cognitive dysfunction, and psy-

chosocial impairment. In developing a 

neurocognitive model underlying sui-

cidal processes for members of the 

general population, Jollant and col-

leagues8 highlighted several key areas 

of impairment that are frequently ob-

served among those with moderate to 

severe TBI including impaired deci-

sion making and problem-solving 

abilities.

Moreover, findings indicate that 

patients with a history of a suicide at-

tempt and moderate to severe TBI are 

not able to respond to task demands.9 

Based on the results, Brenner and col-

leagues suggest that during a suicidal 

crisis this response pattern may result 

in impulsive decisions aimed at reliev-

ing current distress (ie, engaging in 

suicidal behavior), without consider-

ing alternatives (ie, alternate coping 

strategies).

Work by Simpson and Tate10 has 

focused on increased risk for hope-

lessness among those with moderate 

to severe TBI. In addition to being a 

strong predictor of suicide among 

those without a history of TBI, hope-

lessness has been widely observed 

among patients with histories of TBI, 

with rates of moderate to severe hope-

lessness as high as 35%.10,11

Among patients with more severe 

injuries, such hopelessness is often in 

part related to a loss of sense of self 

and purpose post-injury. For example, 

in qualitative interviews among Veter-

ans with a history of TBI “expressed 

feelings of sadness, anger, frustration, 

and helplessness in regards to this 

loss, particularly when describing 

their decreased sense of masculinity 

and increased sense of burdensome-

ness.”3

Evaluation of suicide risk among 

patients with TBI requires the clini-

cian to consider injury severity and 

the potential impact of multiple ex-

posures as well as psychiatric history 

and past and present psychological 

stressors. Wortzel and colleagues12 

advocate for therapeutic risk man-

agement, a patient-centered approach 

that emphasizes augmenting evalua-

tions with structured instruments, 

stratifying risk in terms of severity 

(high, intermediate, low) and tempo-

rality (acute, chronic) in addition to 

developing and documenting a safety 

plan.

TABLE 2.  Chronic therapeutic risk management

HIGH CHRONIC RISK

Essential Features 

Common Warning Sign 

•  Chronic suicidal ideation 

Common Risk Factors 

•  Chronic major mental illness and/or personality disorder 

•  History of prior suicide attempt(s) 

•  History of substance abuse/dependence 

•  Chronic pain 

•  Chronic medical condition 

•  Limited coping skills 

•  Unstable or turbulent psychosocial status (eg, unstable 

housing, erratic relationships, marginal employment) 

•  Limited ability to identify reasons for living 

Action 

These individuals are considered to be at chronic risk for 

becoming acutely suicidal, often in the context of 

unpredictable situational contingencies (eg, job loss, 

loss of relationships, and relapse on drugs).

These individuals typically require:

•  Routine mental health follow-up

•  A well-articulated safety plan, including means safety 

(eg, no access to guns, limited medication supply)

•  Routine suicide risk screening

•  Coping skills building

•  Management of co-occurring psychiatric symptoms

INTERMEDIATE CHRONIC RISK

Essential Features 

These individuals may feature chronicity similar to those at 

high chronic risk with respect to psychiatric, substance 

abuse, medical, and painful conditions. 

Protective factors, coping skills, reasons for living, and 

relative psychosocial stability suggest enhanced ability to 

endure future crisis without resorting to self-directed 

violence. 

Action 

These individuals typically require: 

•  Routine mental health care to optimize psychiatric 

condition and maintain/enhance coping skills and 

protective factors. 

•  A well-articulated safety plan, including means safety 

(eg, no access to guns, limited medication supply) 

•  Management of co-occurring psychiatric symptoms 

LOW CHRONIC RISK

Essential Features 

These individuals may range from those with little or no 

mental health or substance abuse problems, to those with 

significant mental illness associated with relatively 

abundant strengths/resources.

Stressors historically have typically been endured absent 

suicidal ideation.

The following factors will generally be missing

•  History of self-directed violence 

•  Chronic suicidal ideation 

•  Tendency towards being highly impulsive 

•  Risky behaviors 

•  Marginal psychosocial functioning 

Action 

Appropriate for mental health care on an as-needed 

basis, some may be managed in primary care settings. 

Others may require mental health follow-up to continue 

successful treatments. 

Source: Rocky Mountain MIRECC.

http://www.psychiatrictimes.com
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Stratification of risk by severity 

and temporality facilitates clinical de-

cision making (Tables 1 and 2). Safe-

ty planning, a collaborative process to 

identify coping strategies and sources 

of support for individuals to use dur-

ing a crisis, should be considered a 

best-practice for patients at risk for 

suicide. Findings from Barnes and 

colleagues13 suggest that use of safety 

plans is feasible among those with 

moderate to severe TBIs. Repetition 

of content during sessions, as well as 

inclusion of members of the individu-

al’s support system in the process is 

encouraged (see Department of Veter-

ans Affairs14).

Intervention strategies 

In addition to a source of support dur-

ing times of crisis, a safety plan can be 

used as a starting point for treatment. 

That is, in completing the initial safety 

plan, patients and clinicians can iden-

tify areas for intervention including 

drivers of suicidal thoughts (warning 

signs), as well as internal and external 

sources of support.

Although drivers of suicidal 

thoughts should be addressed (eg, de-

pression) using evidence-based strate-

gies (medications, psychotherapy) the 

clinician and patient should also focus 

on immediate strategies to reduce im-

minent risk. For example, lethal 

means safety counseling is a process 

by which providers engage patients 

and their family members in a discus-

sion regarding ways (eg, firearms, 

medications) that can be used to en-

gage in suicidal self-directed violence, 

as well as strategies to promote safety, 

particularly during periods of in-

creased risk. This includes psychoed-

ucation regarding tangible strategies 

to facilitate safety including firearm 

locking devices and medication dis-

posal kits (see Department of Veterans 

Affairs15).

Although an in-depth discussion of 

psychopharmacologic and psycho-

therapeutic interventions within this 

article is not feasible, it is important to 

note that individuals with moderate to 

severe TBI can benefit from tradition-

al treatments. See Jorge and Arcinie-

gas16 for information regarding pre-

scribing for more severe injuries. In 

addition, the results for Window to 

Hope, an intervention for moderate to 

severe TBI and hopelessness, have 

been positive. The findings show that 

patients with cognitive impairments 

can benefit from psychological inter-

ventions aimed at preventing sui-

cide.17

Conclusions

As with most things involving the 

brain, the relationship between TBI 

and suicide is complicated. Nonethe-

less, it is vital that clinicians, particu-

larly, those who are less familiar with 

working with patients living with TBI, 

increase their level of comfort in terms 

of asking about injury history, and in-

corporating such findings into the 

conceptualization of suicide risk. Do-

ing so requires neither an overempha-

sis on TBI history (eg, promoting the 

connection between chronic traumatic 

encephalopathy and suicide), nor a 

lack of appreciation for how a TBI 

history can influence acute or long-

term factors known to increase death 

by suicide.
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TBI in Older Adults
A Growing Epidemic
» Bharat R. Narapareddy, MD, 
Lisa N. Richey, and 
Matthew E. Peters, MD

T
hrough the diligent work of ma-

ny clinicians, researchers, pa-

tients, and advocates, traumatic 

brain injury (TBI) is increasingly 

recognized as a public health priority. 

Due to improved diagnostic and 

treatment modalities, more individu-

als with TBI are surviving to die of 

other causes later in life. Media atten-

tion has focused on military- and 

sports-related TBI and progress has 

been made in decreasing motor vehi-

cle accident-related TBI.

Despite these advances, a silent ep-

idemic of older adults who sustain a 

TBI remains. These individuals, as 

well as those aging with a TBI from 

earlier in life, warrant a focused ap-

proach to scientific study and treatment 

that is informed by, yet distinct from, 

that of TBI in disparate populations.

Overview of geriatric TBI

Across all age groups, an estimated 

5.3 million Americans are living with 

a TBI-related disability.1 Many of 

these individuals will live to be older 

adults (here defined as ≥65 years of 

age). From 2009 through 2010, ap-

proximately 39 million older adults 

were evaluated for a new TBI in US 

SIGNIFICANCE FOR PRACTICING PSYCHIATRISTS

Because of improved diagnostic and treatment modalities, more individuals with traumatic 

brain injury (TBI) are surviving to die of other causes later in life. Despite these advances, 

a silent epidemic of older adults who sustain a TBI remains.

 ◗ As of 2013, adults aged 75 years and older sustained the highest number of TBIs—

exceeding that of infants.

 ◗ Conceptually and making the assumptions that the brain has a finite capacity for 

recovery and adaptation and that both TBI recovery and aging utilize the same plasticity 

mechanisms, a brain after TBI may have fewer resources to devote to the aging process.

 ◗ On average, older adults with TBI experience higher morbidity and mortality, slower 

recovery trajectories, and worse functional, cognitive, and psychosocial outcomes than 

younger individuals.

emergency departments (EDs). This 

represents a 61% increase from prior 

year estimates.2 In addition to rising 

numbers of ED visits, older adults 

have rising levels of hospitalizations 

and death following TBI. In fact, as 

of 2013, adults 75 years and older 

sustained the highest number of 

TBIs—exceeding that of infants.3

Aging with a TBI

Most research that examines the ef-

fect of TBI on the aging process takes 

a cross-sectional approach; individu-

als of different ages are compared 

rather than following the same indi-

vidual across time. This lack of lon-

gitudinal investigation may be pre-

cluding valuable insights into clinical 

trajectory post-TBI.

In a subset of individuals, it has 

been found that cognitive and other 

neuropsychiatric symptoms mani-

festing acutely after TBI may persist 

throughout life.4 Conceptually, and 

making the assumptions that the 

brain has a finite capacity for recov-

ery and adaptation and that both TBI 

recovery and aging utilize the same 

https://www
https://starttheconversation.veteran-scrisisline.net/pdf/what-is-a-safety-plan
https://www
http://www.psychiatrictimes.com
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plasticity mechanisms, a brain after 

TBI may have fewer resources to de-

vote to the aging process. It is impor-

tant to think of this as an alteration in 

how the brain handles “normal” ag-

ing rather than the onset of a new 

neurodegenerative process.

When conceptualizing TBI in an 

aging individual, one should consider 

how this prior insult may affect the 

development and progression of neu-

rodegenerative processes. In a recent 

study of 350,000 military veterans, 

even mild TBI without loss of con-

sciousness was associated with more 

than a 2-fold increase in the risk of 

dementia diagnosis.5

Data from the National Alzheimer 

Coordinating Center suggest that TBI 

may be a risk factor for early-onset 

(<65 years) Alzheimer disease and 

that disinhibition is more likely to oc-

cur in those with both Alzheimer dis-

ease and a history of TBI.6 Moreover, 

findings from a recent meta-analysis 

suggest an association between TBI 

and Parkinsonian signs or risk for in-

cident Parkinson disease.7

This literature suggests that in a 

subset of individuals with a predispo-

sition to develop a neurodegenerative 

disorder, TBI influences the timing 

and nature of onset and progression. 

Although not discussed here due to 

inconsistencies in the literature, a 

separate neurodegenerative process 

directly related to repetitive TBI—

chronic traumatic encephalopathy—

is also likely to exist.

New onset TBI in the aged

At every point along the arc of a newly 

sustained TBI, from pre-injury risk 

factors to acute symptoms and future 

complications, there exists a nuanced 

set of geriatric-specific factors to con-

sider. Falls, largely from standing 

height, are the leading mechanism of 

TBI in older adults with more women 

affected.8 As even a single fall is a risk 

factor for subsequent falls, older adults 

may be at risk for repetitive TBI. 

TBIs that would otherwise be clas-

sified as mild place older adults at risk 

for intracranial bleeding due to intra-

cranial changes that occur with aging 

(eg, dura adherence to the skull, bridg-

ing vein fragility, cerebrovascular ath-

erosclerosis) and the increased use of 

anticoagulant medication. Following 

a blunt head trauma, older adults may 

produce a completely normal neuro-

logical examination, yet still have ev-

idence of intracranial trauma on head 

computerized tomography.9 Older 

adults are also more likely to have 

pre-existing medical conditions that 

are associated with worse post-TBI 

outcomes.10

The cumulative effect of these fac-

tors is that, on average, older adults 

with TBI experience higher morbidity 

and mortality, slower recovery trajec-

tories, and worse functional, cogni-

tive, and psychosocial outcomes than 

younger individuals. Layering the var-

iable of aging onto the already com-

plex TBI equation makes outcome 

prediction all the more difficult.11

Global outcome measures indi-

cate that older adults have greater 

functional dependence after TBI.8 

Unfortunately, differences in cogni-

tive and other neuropsychiatric 

symptoms between younger and old-

er adults with new onset TBI are vast-

ly understudied. There appears to be 

an increased dementia risk when new 

onset TBI is experienced at an older 

age compared with younger age, par-

ticularly for mild TBI (moder-

ate-to-severe TBI more consistently 

associated at any age).12

Evidence indicates that when it 

comes to preexisting psychiatric di-

agnoses, older adults experiencing 

TBI are less likely to have a previous-

ly diagnosed psychiatric disorder.13 

TBI significantly increases the risk of 

new onset depression, anxiety, and/or 

PTSD in older adults, with evidence 

of under-recognition and under-treat-

ment.14 On a more positive note, 

there appears to be a subset of older 

adults with TBI who achieve out-

comes similar to younger patients, 

which indicates that chronological 

age and TBI severity are not the sole 

determinants of outcome.15

A focused approach to clinical care

In the era of individualized medicine, 

many fields are utilizing patient char-

acteristics and clinically relevant bio-

markers to guide care. The applica-

tion of individualized medicine to the 

treatment of TBI is in its infancy; 

however, some groups are working 

diligently on its development. Recent 

advances include:

�  Trauma-field triage criteria to 

optimally identify older adults with 

TBI who require emergent transfer 

to a trauma center

�  Neurorehabilitation practices 

specific to older adults with a 

focus on removing “excess 

disability”

�  Neurocritical care teams involving 

geriatricians

�  Incorporating accreditation 

standards for geriatric trauma 

care in future editions of 

Resources for Optimal Care of the 

Injured Patient,11 and the 

Textbook of Traumatic Brain 

Injury16

This progress should be viewed as 

a success, although many challenges 

remain. One such limitation is that 

the measures used to diagnose TBI 

and evaluate its outcome were devel-

oped in younger cohorts; this makes 

it difficult to know how applicable 

these clinical practices are to older 

adults. As an example, the commonly 

used Glasgow Coma Scale (GCS) is 

a reliable predictor of morbidity and 

mortality in younger, but not older 

adults who have an abnormal GCS at 

baseline or an intact GCS despite ac-

cumulating intracranial hemorrhage.

Prognostic models for outcome 

prediction after TBI (eg, CRASH CT, 

IMPACT) show poor performance in 

older adults. This could be attributed 

to the models excluding key geriatric 

outcome predictors such as comorbid-

ities, polypharmacy, baseline func-

tion, and frailty. There remains much 

work to be done to implement current 

evidence into widespread practice.

A geriatric approach to TBI clinical 

research

Many clinical studies on TBI imple-

ment upper age limits or exclude pa-

tients with preexisting conditions. 

Although this is done in an effort to 

study true cases of TBI, it excludes 

older adults and limits the generaliz-

ability of a given study. By combin-

ing methods commonly used in geri-

atric research with those already used 

in TBI studies, the challenges of in-

cluding older adults in TBI research 

can be overcome. As an example, in 

the study of neurodegenerative dis-

eases, a battery of neuroimaging- and 

blood-based biomarkers are used to 

supplement clinician evaluations and 

inform on diagnosis in challenging or 

ambiguous cases. More research, 

however, is needed to identify the op-

timal diagnostic biomarkers in TBI. 

To address preexisting conditions, 

geriatric studies often systematically 

measure and study, rather than ex-

clude for, preexisting conditions and 

disability. In this way, real-world 

generalizability can be improved.

Another research barrier is that 

frail older adults may be unable to 

complete outcome assessments. This 

has been overcome in other lines of 

geriatric research through reliance on 

proxy informants and study partners. 

Older adults with TBI are likely to 

have an informant (eg, spouse, care

giver) and a similar approach could 

be utilized.

Although a relatively new focus 

in all types of research, innovative 

follow-up methods, such as home 

and telemedicine visits, have the po-

tential to increase follow-up rates 

and generalizability of results. Older 

adults with TBI may have physical 

disabilities, perhaps even from the 

same fall that led to TBI, and this 

makes involvement in research stud-

ies even more difficult. Only by 

combining methods commonly used 

in geriatric research with those al-

ready used in TBI studies can the 

research community achieve gener-

alizability to real-world older adults 

with TBI, develop better diagnostic 

and prognostic tools to guide care, 

design inclusive trials, and optimize 

outcomes.

Conclusion

Working with older adults with TBI 

is extremely rewarding and is a criti-

cal area of study that will become 

more important as the population ag-

es. That being said, many providers 

don’t know where to begin or how to 

unpack the multitude of medical co-

morbidities existing alongside the 

TBI. Also, many individuals with 

new onset TBI will have a history of 

remote TBI and it can be challenging 

to ascertain how these histories inter-

relate. As a result, it is important to 

distinguish an individual aging with 

a TBI versus an individual with a new 

onset TBI later in life. Add to that the 

variability that occurs with “normal” 

aging, and the possibility that a neu-

rodegenerative process may develop, 

and it’s understandable that this pop-

ulation is viewed as daunting by 

many.

Clinical endeavors, such as com-

prehensive, multidisciplinary fall and 

TBI clinics, are invaluable and in-

creasing in number. Geriatric re-

search, particularly on Alzheimer 

disease and related dementias, has an 

extensive track record and applica-

tion of similar techniques to research 

on older adults with TBI will help 

move the field forward.

(CONTINUED ON PAGE 32)
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E
very year, 1.7 million people in 

the US sustain a traumatic brain 

injury (TBI), and nearly 1.1% of 

Americans live with a disability re-

lated to TBI.1 Psychiatric disorders 

frequently complicate the course of 

recovery from TBI and occur at rates 

exceeding those of the general popu-

lation. Major depression is the most 

common psychiatric disorder follow-

ing TBI, affecting an estimated 

29.4% of patients in the first year 

post-injury alone.2 TBI-associated 

depression contributes to higher sui-

cide risk, altered executive function, 

poorer social reintegration and voca-

tional outcomes, and decreased qual-

ity of life.3

The chronic and relapsing course 

of TBI-associated depression poses a 

challenge to the management of af-

flicted patients. Two-thirds of pa-

tients depressed at 1-year post-injury 

remain so in the second year, and the 

risk of depression remains elevated 

for 20 to 30 years after the injury.3 In 

a small trial (N = 21) of citalopram’s 

efficacy to prevent relapse in patients 

with remitted TBI-associated depres-

sion, over half of the sample relapsed 

at a mean time of 6 months.4 The high 

prevalence, chronicity, and potential-

ly irreversible consequences of post-

TBI depression underscore the im-

portance of developing interventions 

targeting this disorder.

Previous work in the field of 

TBI-associated depression has fo-

cused on treatment strategies. Con-

flicting results have been seen in ran-

domized controlled trials (RCTs) 

examining the efficacy of pharmaco-

therapy for the treatment of TBI-

associated depression. Results from a 

double-blind RCT of patients with 

TBI-associated depression who re-

ceived 25 mg to 200 mg sertraline did 

not show a statistically significant 

difference in the severity of depres-

sive symptoms compared with place-

bo after 12 weeks of treatment.5 

RCTs of non-pharmacologic treat-

ments have also yielded inconsistent 

results regarding their efficacy to 

treat TBI-associated depression.6

In general, preventive strategies 

are more effective than treatment in-

terventions to decrease the burden of 

a disease. Our group published pre-

liminary evidence supporting the ef-

ficacy of sertraline for the prevention 

of TBI-associated depression but pre-

ventive strategies for TBI-associated 

depression remain underdeveloped.7

Defining prevention

Clinicians may be most familiar with 

the concepts of primary, secondary, 

and tertiary prevention. Primary pre-

vention refers to interventions pro-

tecting against a disease before its 

onset, whereas secondary prevention 

refers to early interventions aimed at 

preventing disease progression. Ter-

tiary prevention focuses on strategies 

that reduce the morbidity of a disease 

after its onset.

Because of the challenges of ap-

plying this scheme to the prevention 

of psychiatric disorders, the Institute 

of Medicine Committee on the Pre-

vention of Mental Disorders in 1994 

recommended a new classification 

scheme encompassing universal, se-

lective, and indicated preventive 

strategies. When applied to TBI-

associated depression, this scheme 

emphasizes the prevention of a de-

pressive episode before it begins.

Universal prevention refers to 

strategies targeting the entire popula-

tion; in the case of TBI-associated 

depression, one example would be 

the enforcement of laws against driv-

ing under the influence to reduce the 

incidence of TBI and hence associat-

ed depression. Selective interven-

tions target high-risk groups. Be-

cause patients with TBI are at risk for 

depression, administering an inter-

vention to all patients with a TBI falls 

under this category. Finally, indicat-

ed prevention targets patients with 

early signs of a disorder, such as 

those with TBI who have early signs 

of mood disturbance.

Selective pharmacologic interven-

tions have been shown to prevent de-

pression in patients with other medi-

cal conditions conferring high rates 

of mood disorders. SSRIs have 

demonstrated efficacy in the preven-

tion of depression following acute 

stroke and in patients with hepatitis C 

treated with interferon.7,8

A meta-analysis of 32 randomized 

controlled trials comprising 6214 

participants of diverse age ranges and 

comorbidities found a 21% decrease 

in the incidence of major depression 

for participants exposed to preven-

tive therapies compared with con-

trols.9 Unfortunately, preventive 

strategies for TBI are lagging relative 

to other medical conditions.

Preventive interventions for TBI-

associated depression

Few researchers have examined the 

efficacy of preventive interventions 

for TBI-associated depression as the 

primary outcome. Given the tolera-

bility of sertraline in patients with 

TBI-associated depression, our 

group conducted a double-blind, pla-

cebo-controlled RCT examining the 

efficacy of medication for the selec-

tive prevention of TBI-associated de-

pression.7

A unique feature of our study was 

the administration of a semi-struc-

tured interview to actively exclude 

participants with current depressive, 

anxiety, or psychotic disorders at the 

time of enrollment. Also, participants 

with histories of mood disorders were 

required to have been in remission for 

at least one year. Additional exclusion 

criteria included the use of antide-

pressants within 6 months prior to the 

injury; historical failure of an ade-

quate trial of sertraline; or a history of 

adverse effects from sertraline that 

required its discontinuation.

Participants were randomized with 

a permutated blocks randomization 

scheme to sertraline, titrated over 10 

days to 100 mg daily, or to placebo 

for 24 weeks. Participants were eval-

uated in-person at baseline, 2-weeks, 

4-weeks, and every 4 weeks thereaf-

ter. A semi-structured interview was 

conducted over the phone at 6-, 10-, 

14-, 18-, and 22-weeks. If a partici-

pant reported an anchor symptom for 

a depressive disorder in the previous 

2 weeks, he or she was evaluated 

in-person with the same semi-struc-

tured interview. Participants ascer-

tained to have a mood disorder by 

experienced psychiatrists were dis-

continued from the study and referred 

for routine psychiatric care.

The final randomized sample con-

sisted of 94 participants, approxi-

mately two-thirds of whom had a 

mild-complicated or moderate TBI. 

The most common mechanisms of 

TBI in our sample were falls (48%) 

and car crashes (38%). Participants 

in the sertraline (n = 48) and placebo 

(n = 46) groups were similar in terms 

of demographics, injury severity, 

mechanisms of injury, cognitive 

functioning, disability, exposure to 

rehabilitation interventions, and 

measures of anxiety, apathy, and 

PTSD symptoms.

Over the course of the study, a de-

pressive disorder developed in 3 par-
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TRAUMATIC BRAIN INJURY

ticipants (6.3%) in the sertraline 

group versus 10 participants (21.7%) 

(Figure). Intent-to-treat analysis re-

vealed that the hazard of developing 

depression for participants receiving 

placebo was approximately 4 times 

that participants receiving sertraline 

(HR = 3.6, 95% CI, 1.1-16.2), Likeli-

hood Ratio Test [LRT] �2 (1) = 4.6, P 

= .031). The number needed to treat 

(NNT) to benefit at 24 weeks was 5.9 

(95% CI, 3.1-71.1). The treatment 

effect remained significant after con-

trolling for Glasgow Coma Scale 

score, history of alcohol use disor-

ders, and history of mood disorders 

All incident cases of depression 

had features of major depression. Al-

though concurrent anxiety symptoms 

were common, these participants did 

not meet criteria for an anxiety disor-

der. Only one participant developed 

suicidal ideation in the placebo 

group. The odds of dry mouth (odds 

ratio, 7.2; 90% CI, 1.9-27.6; P = .01) 

and diarrhea (odds ratio, 2.3; 90% 

CI, 1.0-5.5; P = .10) were higher for 

participants receiving sertraline, but 

overall, sertraline was well-tolerated.

In a subgroup analysis of partici-

pants without an identified mood dis-

order (n = 67), sertraline did not sig-

nificantly impact attention, working 

memory, episodic memory, executive 

control, inhibition, or processing 

speed compared to placebo. Interest-

ingly, although SSRIs are thought to 

exacerbate apathy, the sertraline 

group showed a decrease in apathy 

symptoms as measured by the Apa-

thy Evaluation Scale compared with 

the placebo group who showed an 

increase in apathy scores (F [1, 67] = 

4.73; P = .033).

To our knowledge, the only other 

double-blind, placebo-controlled 

RCT of a pharmacologic intervention 

for the prevention of TBI-associated 

depression examined the effect of 

sertraline in a sample of patients with 

mostly severe TBI.10 In this study, 

participants were randomized to ser-

traline 50 mg (n = 49) or placebo (n = 

50) for 3 months and were evaluated 

for depression at 3-, 6-, and 

12-months post-enrollment. Accord-

ing to the intent-to-treat analysis, the 

cumulative incidence of depression 

(defined by a cutoff score of 6 on the 

6-item version of the Hamilton De-

pression Scale) at 3-months fol-

low-up was lower with sertraline 

compared with placebo (�2 5.16, P = 

.024). However, this difference was 

no longer significant at 12-months 

follow-up (�2 3.69; P = .055).

These discrepant findings may be 

explained by several methodological 

differences. For instance, the dose 

and duration of sertraline in the latter 

trial may have been insufficient. It is 

also plausible that the preventive ef-

fect of sertraline only occurs while 

taking the antidepressant. Consistent 

with our findings, however, was the 

lack of significant improvement on 

measures of concentration, process-

ing speed, memory, or executive 

function in the sertraline group com-

pared with placebo at 3 months.11

Prospective, controlled studies of 

non-pharmacological interventions 

are lacking.12 In one study by Bom-

bardier and colleagues,13 7 telephone 

calls from a research care manager 

that addressed client-centered, re-

al-time problems following dis-

charge from inpatient rehabilitation 

significantly reduced depressive 

symptoms at 12-months relative to a 

control group. However, 29% of their 

sample had depression at baseline.13

Scheenen and colleagues14 com-

pared a 5-session, cognitive behavio-

ral therapy intervention to a tele-

phone control in 84 patients with 

mild TBI and at least 3 post-concus-

sive complaints. The intervention did 

not have a statistically significant ef-

fect on the primary outcome of re-

turn-to-work or on the severity of 

depression and anxiety symptoms at 

6 or 12 months. Further studies of 

non-pharmacological interventions 

are warranted.

Potential barriers to prevention

The success of a preventive interven-

tion depends on its ease of adminis-

tration and acceptability to patients 

and clinicians. The acceptability of 

pharmacologic interventions may be 

hindered by concern about adverse 

effects. Results from our sertraline 

study showed modestly increased 

odds of dry mouth and diarrhea com-

pared with placebo.7 However, to our 

knowledge, more serious adverse ef-

fects of SSRIs have not been reported 

in treatment and preventive studies of 

patients with TBI, including hypona-

tremia, gastrointestinal bleeds, falls, 

fractures, hypomania, or mania. The 

risks of SSRIs must still be consid-

ered on an individualized basis.

It is unclear how comorbid psy-

chiatric, neurologic, and other medi-

cal complications may influence the 

safety, tolerability, and overall im-

pact of strategies aimed to prevent 

depression in patients with TBI. In 

our study of sertraline, 16% of poten-

tial participants were ineligible be-

cause of dementia, cerebrovascular 

illness, or a severe complicating 

medical illness. Another 27% of can-

didates were excluded because of a 

recent history of alcohol or drug de-

pendence, even though alcohol and 

premorbid substance are important 

risk factors for TBI and TBI-associ-

ated depression.7 The efficacy of pre-

ventive interventions in these and 

other special TBI populations re-

mains unknown.

The presence of premorbid mood 

disorders and antidepressant expo-

sure may also blur the distinction be-

tween prevention and treatment. In 

our study, 16% of patients screened 

for eligibility were excluded due to 

current mood or anxiety disorders or 

use of antidepressant medications 

within the 6 months prior to injury. 

However, 22% of our randomized 

patients had a remote history of a sin-

gle episode of depression, and they 

too benefited from sertraline. Since 

pre-existing mood and anxiety disor-

ders are risk factors for the develop-

ment of TBI-associated depression, 

future studies must address the effect 

of preventive interventions on the 

course of chronic mood disturbances.

Finally, a proportion of patients 

may decline to add another medica-

tion to their already burdensome reg-

imen. In our study on sertraline, 36% 

of eligible subjects declined to par-

ticipate, because they were unwilling 

to add another medication or thought 

that depression would not occur.7 The 

potential for adverse effects and bur-

densome medication regimens high-

light the need for more effective, 

non-pharmacologic interventions, 

although these interventions require 

the availability of trained personnel.

Conclusion

Can depression following TBI be 

prevented? Our study of sertraline for 

the prevention of TBI-associated de-

pression suggests that it can. Howev-

er, our findings must be replicated in 

larger, more representative samples 

of patients with TBI to ensure the 

safety and efficacy of this or other 

SSRIs. The development of feasible, 

non-pharmacologic interventions is 

greatly needed. At this time, there is 

insufficient evidence to recommend 

the implementation of any pharma-

cologic or non-pharmacologic inter-

vention for the prevention of TBI-as-

sociated depression, and the safety of 

prophylactic SSRI therapy for high-

risk patients must be considered on a 

case-by-case basis.
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Y A Complicated Case 

of Psychiatric Disability
» Barbara Long, MD, PhD, Andrew O. 
Brown, MD, Sean Sassano-Higgins, MD, 
David “Daven” E. Morrison, MD, and Ben 
Hunter, MD, for the Committee on Work and 
Organizations, Group for the Advancement 
of Psychiatry

B
ob, aged 50 years, worked as a factory 

manager for a large corporation but had 

problems getting along with peers and 

managers. Ultimately, he was fired for initiat-

ing safety policies without consulting with his 

supervisor and mandating compliance in his 

subordinates, who complained, leading to his 

termination. In his spare time, Bob renovates 

and sells (ie, flips) houses.

He went to his psychiatrist because of 

PTSD symptoms that he alleged were caused 

by the harassment he was subjected to and to 

wrongful termination by his employer. He 

wants his psychiatrist to complete his forms 

for disability. Bob had been discussing his 

problems about getting along with coworkers 

and superiors but said that he had finally “real-

ized that the issue is my job. I’m always 

stressed and working full time has eliminated 

any space to work on myself and decompress. 

I just found out that I’m eligible for permanent 

disability with full pay based on my tenure—

isn’t that wonderful?”

Countertransference

If this was so wonderful, then why was Bob’s 

psychiatrist filled with countertransferential 

dread? The concept of patient-defined disabil-

ity seemed problematic. Work was indeed a 

source of ongoing angst, but Bob had been 

employed for years. Even if his current work 

environment was truly damaging, he was 

clearly capable of performing another substan-

tial job, if not presently, then at some point in 

the future.

Patients who confess to struggling at work 

feel differently than patients who request dis-

ability. As the psychiatrist’s countertransfer-

ence reaction revealed, the problem is one of 

role reversal between the treater and patient. 

Patients do not make functional assessments 

on themselves, professionals do.

If a psychiatrist determines that a patient is 

profoundly functionally impaired as demon-

strated by the patient’s report of symptoms and 

the manifestations thereof, such as difficulty 

performing job tasks, evaluation for disability 

is the next step. The disability evaluation 

should be performed by a third-party mental 

health professional, as the treating psychiatrist 

has an inherent conflict of interest: his or her 

task is to advocate for the patient’s mental 

health, not disability compensation—to listen 

and understand, to demonstrate empathy, and 

to alleviate suffering. The task is also to instill 

hope and confidence, and to restore function-

ing. In many cases, deeming a patient “disa-

bled” can be highly counter-therapeutic.

Knowing the consequences

But what to do when the patient says that he 

needs disabled status? When, despite your 

professional opinion, the patient is convinced 

that work is not, in fact, a source of meaning 

and value and an excellent venue for working 

through relationship and life issues? When the 

patient believes that he is incapable of work-

ing, but you believe otherwise? Disagree or 

refuse his request, and the therapeutic alliance 

will be severely strained if not broken. The pa-

tient very well may displace his sense of 

work-related victimization, helplessness, and 

rage onto the provider, which can prove dam-

aging for the psychiatrist as well as the patient.

What if a psychiatrist agrees with the pa-

tient’s professed disability and submits the 

required paperwork? This situation is no less 

problematic. Regardless of explanations to the 

contrary, the psychiatrist communicates that 

the patient is sick, ineffective, and at least tem-

porarily broken and that he or she, as the treat-

ing psychiatrist, is incapable of healing the 

patient and therefore has given up. In the case 

of long-term disability, as with the patient 

above, the statement is more profound given 

its implied permanence. Thus, treaters have 

the options of either opposing disability, there-

by damaging the therapeutic alliance, or sup-

porting disability thus professing pessimism 

about the patient’s odds of recovery and re-

moving work and its inherent value from the 

patient’s life.

The only reasonable option, particularly for 

long-term disability assessments, is to refer a 

patient for a third-party assessment. Occupa-

tional or forensic psychiatrists are an excellent 

option because they understand psychopathol-

ogy and the functional and prognostic implica-

tions of disease. Unfortunately, this was not 

possible in the case that led our discussion. 

The paperwork specifically required that the 

treating psychiatrist deem the patient disabled, 

to the point of stating that third-party assess-

ment would not be acceptable. The psychia-

trist was handcuffed.

A quandary resolved

The psychiatrist, who did not agree that PTSD 

was the appropriate diagnosis for the patient, 

elected to provide fair warning, making explic-

it the dangers of filling out the paperwork. He 

warned that he would, in essence, be admitting 

defeat, and that the patient’s sense of trust in his 

psychiatrist and the field would waver. He ex-

plained that the patient’s core sense of broken-

ness and impotence would be confirmed, by a 

professional no less. He told the patient that 

removing work would remove a source of pur-

[The psychiatrist] told the patient 
that removing work would 
remove a source of purpose, half 
of Freud’s “love and work” 
equation for mental health.

This continuing series of 

articles will explore the key 

issues psychiatrists must 

bear in mind when a 

patient requests disability. 

Given the ubiquity and 

complexity of this situation, 

the following topics will be 

explored in future issues

�  The overall concept of disability and definition of its six components

�  Comprehension of the event(s), situation(s), and dynamics that precipitated the disability request in 

addition to any psychiatric diagnosis present in the patient

�  How to perform a functional analysis, which determines, from the psychiatric viewpoint, whether a 

patient is truly limited or disabled from performing a specific job

�  How to develop a plan that therapeutically addresses the problem(s) driving the claim of work 

incapacity, the goal being to facilitate the patient’s return to work

�  An understanding of the risks inherent in assuming dual roles of disability evaluator and treater for 

the same patient; these risks are magnified if disability is denied or reversed and the patient asks the 

treater to assume the role of forensic expert.
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pose, half of Freud’s “love and work” equation for 

mental health. Furthermore, he expressed confi-

dence in his own ability to help the patient heal, his 

hope that this man would improve his maladaptive 

behavioral patterns and improve his ability to work 

effectively. He allowed the patient to make the de-

cision, invoking informed consent.

What ensued was a therapeutic failure. The pa-

tient chose disability, and for 2 weeks, he felt sig-

nificant relief. Shortly thereafter, he became crip-

plingly anxious, unable to plan and utilize his 

newfound free time effectively. Every unfilled 

minute reinforced his avoidance. He felt more bro-

ken than ever, separated from the herd of function-

al peers, a weak man who had admitted defeat, a 

man who no longer contributed to his society, his 

family, or his own well-being. Profound shame 

overcame him, followed by extreme anger misdi-

rected towards the people and system he perceived 

to be driving his pain. Foremost among these abus-

ers? His psychiatrist, who was “fired” less than a 

month later in favor of a “more supportive” physi-

cian down the road. The psychiatrist, viewed by the 

patient as adversarial, now experienced a profound 

feeling of impotence and guilt.

Conclusions

Although in some cases, a determination of dis-

ability is justifiable, necessary, and humanitarian, 

far too often, disability requests end in shared grief 

between patient and treater. This is a cautionary 

tale, but an avoidable one. Treating psychiatrists 

must continue to advocate for boundaries and 

avoid assuming a dual role of treater/evaluator with 

its inherent conflict of interest. Employers and in-

surance companies that insist on treating providers 

serving as disability assessors must be challenged. 

Patients must be encouraged to return to work, to 

have faith in themselves and their ability to recov-

er, and to trust the system.

Dr Long is Committee Chair, Work and Disability 

Consultant Private Industry, the Courts, and the 

Legal Profession; Dr Brown is Department 

Psychiatrist, Boston Police Department, Consulting 

Psychiatrist, Boston Fire Department, Work and 

Disability Consultant, Private Industry and 

Government; Dr Sassano-Higgins is Adjunct 

Professor, Department of Psychiatry, University of 

Southern California; Dr Morrison is Clinical Assistant 

Professor of Psychiatry and Behavioral Sciences, 

Chicago Medical School; Dr Hunter is Cotswold-

Looney Fellow Emeritus, Group for the Advancement 

of Psychiatry. ❒

EXCLUSIVE CLIMATE CHANGE COVERAGE

Divestment in Fossil Fuels 
A Preventive Public Health Strategy
American Psychiatric Association Assembly Passes Action Plan on 

Divestment of Fossil Fuels

» Robin Cooper, MD

T
he profound effects of climate 

change have become increasingly 

more difficult to ignore or com-

partmentalize into the comfortable 

deep recesses of our minds. Whether it 

be the alarming reports of the Inter-

governmental Panel on Climate 

Change, the 4th National Climate As-

sessment, the Lancet Countdown of 

2018, or daily media reports showing 

the horrors of mega-storms, floods, 

wildfires, and droughts, the evidence 

everywhere indicates that climate 

change is happening at a pace and fe-

rocity previously unanticipated.1-3

The American Psychiatric Associa-

tion (APA) has recognized the pro-

found effects of climate change on 

mental health. In March 2017 the APA 

adopted a position paper on Climate 

Change and Mental Health, which is 

the official stance guiding the organi-

zation’s actions and activities.4 The position paper 

underscores APA’s commitment to action on cli-

mate change by stating, “climate change poses a 

threat to public health, including mental health” 

and recommends “support and collaboration with 

patients, communities and other health care organ-

izations engaged in efforts to mitigate adverse 

health and mental health effects of climate change.”

Rapidly growing numbers of health profession-

als have expressed profound concern and are grap-

pling with how to appropriately and effectively 

respond directly with our patients, with the general 

public, and in relation to policy advocacy. Several 

earlier articles in this series have outlined the direct 

and indirect clinical impacts of climate disruption 

on mental health and public health.

The Climate Psychiatry Alliance (CPA) is a 

group of dedicated psychiatrists whose mission is 

to inform the psychiatric profession and the public 

of the severe impacts of climate disruption on men-

tal health and to advocate for actions to mitigate 

and adapt to these impacts. (www.climatepsychia-

try.org).

Building on the APA’s commitment 

to “engage in efforts to mitigate ad-

verse health impacts,” CPA developed 

a proposal for the APA to divest from 

fossil fuel companies. We were in-

spired in part by the successful pas-

sage of a divestment plan by the Amer-

ican Medical Association. With a 

commitment to align APA’s financial 

activities with our mental health pro-

fessions’ stated values and principles, 

the CPA worked with APA assembly 

member, Dr James Fleming (also a 

CPA member) to introduce an Action 

Paper in Fall 2018 that advocates for 

APA divestment from companies with 

substantial assets in fossil fuels.5

Over 125 APA members signed on 

as supporters and several committees 

and caucuses endorsed the Action Pa-

per (a remarkable level of membership 

engagement and support). The Action 

Paper passed with 61% majority, a re-

sult stunning for both the margin of 

victory and speed with which it moved 

through the Assembly’s usually slow process. The 

Action Paper has now been referred for review of 

the financial implications. Hopefully, this will lead 

to approval by the Board of Trustees, which would 

make divestment the official policy of the organi-

zation.

Why divestment?

There is no doubt that fossil fuels are driving cata-

strophic levels of climate change and they are the 

biggest contributors to global warming. Invest-R
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ments in fossil fuel companies contribute to mak-

ing profitable the continuation of reliance on fossil 

fuels and are completely incompatible with the 

clear need to transition to a “clean economy,” an 

economy based on renewable sources of energy.

Divestment of investments in companies that 

operate using morally, ethically, and politically ob-

jectionable activities have historically been impor-

tant and effective strategies to influence policies. 

Most notably, divestment was one tool for progres-

sive change during the period of international ef-

forts against apartheid in South Africa.

Divestment is now a tool in the efforts to miti-

gate climate change. Since climate change is such 

a profound threat to both general health and mental 

health, divestment can be viewed as a preventive 

public health strategy that addresses the root caus-

es of health threats. Divestment operates at multi-

ple levels.

1 
MORAL LEVERAGE: Establishing a moral 

foundation for financial operations, Nobel 

Laureate for Peace and prior UN Secretary 

General Desmond Tutu has said that “people of 

conscience need to break their ties with 

corporations financing the injustice of climate 

change.”6

2 
ECONOMIC LEVERAGE: Although any 

individual groups’ holdings may not 

substantially affect share prices, the collective 

efforts of many groups can influence the vitality 

of the marketplace.

3 POLITICAL LEVERAGE: Growth in collective 

divestment has a political impact on efforts to 

move toward a clean economy. The precedent of 

physician support for divestment from tobacco 

companies was an effective preventive public 

health strategy in thwarting the tobacco industry 

and is a model for action now.

4 
PSYCHIATRIC PRINCIPLE OF FACING THE 

TRUTH: Embedded in our professional being 

is the principle of facing and tolerating the truth. 

Just as with the tobacco industry, the fossil fuel 

industry has perpetrated public misinformation. 

sown seeds of doubt, and contributed to public 

confusion regarding the scientifically based 

evidence for the causes of climate change. The 

fossil fuel industry has used its enormous political 

and economic leverage to influence policies that 

sustain their profitability while undermining public 

interests.7-9 Combined with the unconscious 

processes of psychological denial, the fossil fuel 

industry promotes and contributes to denial and 

psychological retreat.

Divestment is a smart economic strategy

Not only is withdrawal of investments in fossil fuel 

companies the morally right thing to do, it is 

also a wise financial strategy. Christiana 

Figueres, formerly executive secretary of the 

United Nations’ Framework Convention on 

Climate Change was an early advocate of di-

vestment. She believes that investment deci-

sions should reflect the latest scientific evi-

dence for the dangers of climate change to both 

protect health and financial savings of ordinary 

citizens. She has said “The pensions, life insur-

ances, and nest eggs of billions of ordinary peo-

ple depend on the long-term security and stabil-

ity of institutional investment funds,” and that 

“Climate change increasingly poses one of the 

biggest long-term threats to those investments 

and the wealth of the global economy.”10

Figueres’ warning is supported by a number 

of investment advisors who view long-term fos-

sil fuel returns as “risky.” As clean energy be-

comes cheaper and regulatory and governmen-

tal policies support a transition to renewable 

sources of energy, fossil fuel investments are 

unlikely to be smart investments; certainly, 

these are not in the best long-term interests of 

investors. Thus, financial stewards of institu-

tions have a fiduciary responsibility to divest.11

Divestment from fossil fuels is gaining trac-

tion. To name only a few, New York City pen-

sion funds and CalPers and the California 

Teachers’ retirement plans (one of the largest 

public entity retirement plans in the US) have 

declared that investing in fossil fuel companies 

is incompatible with their public mission.12,13 

Medical institutions and professional health or-

ganizations are joining the lead of the Canadian 

Medical Association, American Medical Asso-

ciation, British Medical Association, Royal 

College of General Physicians and numerous 

other medical organizations by adopting divest-

ment plans.14

The recent adoption of the APA Action Paper 

puts our organization in good company. This is just 

the first step in the APA process of adopting divest-

ment as the organization’s guiding investment pol-

icy. The next step will be the approval by the APA 

Board of Trustees to divest from the fossil fuel in-

dustry. If approved, it will be a model for physi-

cians and other health care professionals to align 

their financial practices with the mission to pro-

mote individual and public health and will be a 

small but important step on the path toward pre-

venting, mitigating and reversing the most serious 

health crisis of our time.

Dr Cooper is Steering Committee Member, Climate 

Psychiatry Alliance; Assistant Professor Clinical 

Medicine, Department of Psychiatry, University of 

California, San Francisco, CA.

Dr Cooper reports no conflicts of interest concerning the subject 

matter of this article.
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we fled the computer room like inmates

after lightning fries the prison fence.

Then we rounded with nurses who knew

the doses and what made patients moan,

wrote SOAP notes with pens,

our findings compressed like sonnets.

We sat at bedsides and absorbed each story,

comforted families, took time to teach residents

and share their burdens. Elated to eat lunch,

we compared cases with colleagues and gave

curbside consults. Finished before sunset,

charts and patients tucked in, we cruised home

to partners eager to hear the stories,

their mirrored smiles the notes our progress.

Dr Berlin is Instructor in Psychiatry at the 

University of Massachusetts Medical School, 

Worcester, MA ❒
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Psychosis After Traumatic Brain Injury: 
Conceptual and Clinical Considerations

P
sychosis after trau-

matic brain injury 

(TBI) is a relatively 

uncommon condition 

that presents both clini-

cal and conceptual chal-

lenges. DSM-5 criteria 

for Psychotic Disorder 

due to Another Medical 

Condition define psy-

chotic disorder due to 

TBI as delusions or hal-

lucinations that are di-

rect physiologic conse-

quences of TBI; are not 

better explained by an-

other psychiatric illness 

or delirium; and cause 

clinically significant dis-

tress or impairment. The requirement for attributing psychosis directly to TBI 

is often difficult to meet, as the relationship between psychosis and TBI is often 

multifactorial and rarely permits simple causal attribution.

The cognitive deficits, comorbid medical and neurological problems, and 

complex pharmacotherapeutic needs and sensitivities of persons with TBI fre-

quently complicate evaluation and treatment of psychosis in this population. In 

most cases, the development of psychosis in an individual with a history of TBI 

will be most usefully framed as a psychosis associated with, or after, TBI (ie, 

posttraumatic psychosis) rather than psychosis due to TBI. Framed as such, 

relevant differential diagnostic considerations, neurodiagnostic investigations, 

and evidence-informed management can substantially improve quality of life 

for patients with posttraumatic psychosis and for their families.

Characteristics of posttraumatic psychosis
DSM-5 guidelines suggest that psychosis due to TBI be considered in a patient 

with both a history of TBI and psychosis when there is a temporal association 

between TBI and psychosis and/or when there are atypical features of psycho-

sis present (eg, atypical age of onset or non-auditory hallucinations). In prac-

tice, the sometimes-long latency between TBI and the subsequent development 

of psychosis makes the required temporal association for the diagnosis of psy-

chosis due to TBI difficult to establish. In fact, posttraumatic psychosis demon-

strates a bimodal latency period, with a relative minority of patients developing 

hallucinations and delusions symptoms in the early period after TBI and a 

larger subset first developing such symptoms years—sometimes decades—

after injury, with the mean onset of psychosis after TBI being four to five years.1

Delusions are a core feature of posttraumatic psychosis. The syndrome typ-

ically takes one of two forms: delusional disorder, in which delusions are the 
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sive understanding of the clinical and conceptual 

challenges presented by psychosis that is due to 

traumatic brain injury (TBI).
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sole psychotic feature; and schizophrenia-like psychosis, characterized by de-

lusions and hallucinations. Delusional disorder occurs about twice as often as 

schizophrenia-like psychosis, tends to occur late, and often features misidenti-

fication themes.2,3 Schizophrenia-like psychosis after TBI typically features 

paranoid and persecutory delusions and hallucinations, with grandiose, reli-

gious, and external control-related delusions occurring less often. Hallucina-

tions are usually auditory but can occur in other modalities and do so at rates 

greater than those seen in schizophrenia. Both subtypes are often preceded by 

a prodrome superimposed on other, usually present, sequelae of TBI; that pro-

drome is characterized by affective instability, bizarre behavior, performance 

decline at school or work, social withdrawal, and antisocial behavior. Formal 

thought disorder and negative symptoms such as affective flattening and avoli-

tion are uncommon.

Epidemiology
Epidemiologic data on posttraumatic psychosis are mixed. A landmark 1969 

review concluded the incidence of psychosis after TBI to be two to three times 

that of the general population, and modern estimates suggest rates of 0.9% to 

8.5%.2,4 A large 2011 meta-analysis estimated a 60% increase in the risk of 

schizophrenia after TBI compared with the general population.5

Other large-scale studies, however, have failed to show this association, or 

have shown an increased risk of psychosis that is eliminated after statistically 

controlling for comorbid substance use disorders.6,7 While a 2011 5-year pro-

spective study showed increased rates of schizophrenia in patients with TBI, a 

similar 2016 study did not.8,9 The data are likely confounded by inconsistencies 

across studies with regard to the methods by and rigor with which TBI is as-

sessed:

�  Ascertainment bias, particularly ascertainment in clinical/specialty 

referral populations rather than in community-dwelling populations

�  Whether schizophrenia (rather than individual psychotic symptoms) is 

used as an outcome

�  The latency period of psychosis after TBI, which may evade even 5-year 

observational studies

�  The use of family history of psychotic disorders as an inclusion or 

exclusion criterion

�  The probable bidirectional relationship between TBI and psychosis, 

particularly in multiplex pedigree schizophrenia and bipolar disorder 

samples

Pathophysiology
The nature of the relationship between TBI and psychosis is complex and ap-

pears to be influenced strongly by patient-specific factors. In some cases, TBI 

may act as a stressor in a stress-diathesis model of schizophrenia, interacting 

with underlying genetic susceptibility to produce psychosis. Studies on family 

history of schizophrenia as a risk factor for psychosis after TBI support this 

model.10,11 Findings from other studies suggest that TBI may directly induce 

structural and/or functional brain changes in sensory- and other informa-

tion-processing networks that manifest with hallucinations and delusions, re-

spectively. Data that show lower rates of familial schizophrenia in patients with 

posttraumatic psychosis than among patients with schizophrenia without TBI 

support this model.4,12

Because psychosis itself may engender high-risk behaviors, a “reverse cau-

sality” model suggests that psychosis predisposes to TBI rather than vice versa. 

While pre-TBI rates of psychosis are low—with estimates ranging from 0% to 

4.3% and largely accounted for by substance use disorders13—an increased risk 

of TBI exposure in members of schizophrenia multiplex pedigrees has been 

seen.10 Higher rates of TBI and other accidental injury in the year preceding the 

first lifetime admission for schizophrenia suggest that incipient psychosis might 

predispose to trauma.14

The association between TBI and psychosis may be spurious, driven by in-

dependent “psychosis-proneness” factors (eg, perceptual aberrancies, schizo-

typy, attentional impairments) that increase the likelihood of cerebral trauma 

and schizophrenia spectrum disorders. Subtle neurological abnormalities are 

more common among children and adolescents with or at-risk for schizophre-

nia, even when compared with bipolar controls—potentially predisposing these 

individuals to accidental injury. Childhood head trauma, which occurs more 

frequently in schizophrenic patients than in depressive, bipolar, and non-psy-

chiatric controls could be interpreted as a marker of impaired caretaking, with 

schizophrenic patients placed at higher risk of early TBI merely by virtue of 

being offspring of parents with schizophrenia.15

Risk factors for posttraumatic psychosis
Younger age at the time of TBI may increase risk of schizophrenia, though these 

data are mixed. Among individuals diagnosed with posttraumatic psychosis or 

psychosis due to TBI rather than schizophrenia the age at which TBI occurred 

does not appear to be a relevant risk factor. Men are at higher risk for posttrau-

matic psychosis, even when controlling for the baseline increased risk of TBI 

in men.16 Family history of psychotic disorders is a risk factor for receiving a 

diagnosis of schizophrenia after TBI, with the risk increased almost threefold 

in patients in multiplex schizophrenia pedigrees.11 However, posttraumatic psy-

chosis is frequently observed in individuals without a family history of psychot-

ic disorder.

More severe injuries may confer higher risk of posttraumatic psychosis, al-

though schizophrenia studies generally have not shown an association with 

injury severity. The apparent association of posttraumatic psychosis with more 

severe TBI and schizophrenia with all injury severities may reflect ascertain-

ment biases; researchers may also be more willing to attribute psychosis to TBI 

when the occurrence and severity of injury is unequivocal. Left hemisphere—

particularly left temporal—injuries are more commonly associated with the 

schizophrenia-like psychosis form of posttraumatic psychosis; right-sided in-

juries are more frequently associated with its delusional disorder form. A his-

tory of another pre-TBI neurologic disorder may also increase the risk of post-

traumatic psychosis.
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Table 1. Potential mimics of psychotic 

symptoms in persons with posttraumatic 

psychosis

Symptom Must be distinguished from

Confabulation Delusions (eg, fixed false beliefs); 
confabulated beliefs are not fixed and 
typically occur in the setting of severe 
amnesia

Fluent (Wernicke) 
aphasia

Word salad (nonsensical speech due to 
severe psychosis); fluent aphasia is 
accompanied by impairment in language 
comprehension

Severely slowed 
processing speed

Thought blocking

Severe apathy or 
akinetic mutism 

Catatonia

Severe behavioral 
disinhibition 

Grossly disorganized behavior

Table 2. Considerations in the differential 

diagnosis of posttraumatic psychosis

◗  Posttraumatic confusional state

◗  Delirium due to other causes (eg, substance intoxication or withdrawal, 

adverse effects of medications)

◗  Primary (idiopathic) schizophrenia spectrum disorder

◗  Manic episode with psychotic features

◗  Major depressive episode with psychotic features

◗  Posttraumatic stress disorder with severe intrusive memories, flashbacks, 

and dissociative symptoms

◗  Confabulation in association with severe posttraumatic cognitive 

impairment

◗  Peri-ictal and postictal psychoses
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Nearly 90% of patients with posttraumatic psychosis have cognitive dysfunc-

tion attributable to TBI, most typically impairments of attention, language, 

memory, visuospatial function, and executive function.17,18 Magnetic resonance 

imaging (MRI) or computed tomography (CT) of the brain is typically abnormal 

in individuals with posttraumatic psychosis, with frontal and temporal lesions 

being the most common neuroimaging abnormalities. Electroencephalography 

(EEG) is abnormal in 70% to 87% of cases; focal temporal and/or frontal slow-

ing is the most common finding, with epileptiform discharges occurring in 27% 

of schizophrenia-like psychosis and 14% of delusional disorder cases.2

Approach to evaluation
To establish occurrence of a TBI and gauge its severity, inquiry focuses on 

event-related alterations in consciousness, impaired memory for the injury event 

(posttraumatic amnesia), and related changes in mental state. The DSM-5 de-

scription of Neurocognitive Disorder due to Traumatic Brain Injury provides 

guidance on the information needed to establish the occurrence of a TBI and 

gauge its severity (page 626). Readers are encouraged to review and utilize this 

guidance in their assessment of persons with suspected posttraumatic psychoses.

In addition to determining whether a TBI occurred and, if so, characterizing 

its severity, the evaluation should seek to identify pre-injury risk factors for 

posttraumatic psychosis, including neurodevelopmental and psychiatric histo-

ry, substance use disorders, and family history of psychosis. Careful probing of 

the weeks and months prior to TBI is essential and can reveal prodromal psy-

chotic symptoms that may have gone unrecognized. The presence of delusions, 

hallucinations (auditory and otherwise), and negative symptoms should be eval-

uated, being mindful that negative symptoms may be difficult to parse from 

post-TBI cognitive dysfunction.

Atypical age of onset and a temporal relationship of psychosis to TBI can be 

helpful in establishing posttraumatic psychosis. The illness tempo should be 

elicited, with a paroxysmal course suggesting the possibility of posttraumatic 

epilepsy. Obtaining collateral information from knowledgeable informants and 

from the medical record is essential, as posttraumatic cognitive dysfunction, 

impaired self-awareness, and psychotic symptoms may impede a patient’s abil-

ity to serve as a reliable historian.

Mental status examination should evaluate for hallucinations (without in-

sight) and delusions; the character of these symptoms among persons with 

posttraumatic psychosis is often indistinguishable from those occurring among 

persons with primary psychotic disorders. The evaluation should also seek to 

identify formal thought disorder, affective flattening, and negative symptoms, 

the presence of which is uncommon among individuals with posttraumatic 

psychoses.

Assessment of attention, processing speed, language, memory, and execu-

tive function is essential, and findings must exclude delirium and other potential 

psychosis mimics (Table 1). Elemental neurological exam should seek to iden-

tify focal (especially asymmetric) cranial nerve, motor, sensory, and/or reflex 

findings consistent with structural brain lesions.

Routine serum laboratory testing should be done to exclude metabolic de-

rangements known to produce delirium or psychotic-like symptoms. Structural 

neuroimaging should be obtained in all cases of suspected posttraumatic psycho-

sis. MRI is the preferred modality, with T1, T2, fluid-attenuated inversion recov-

ery (FLAIR), and T2* gradient echo (or susceptibility-weighted) sequences 

(Figures 1 and 2). In most cases, but especially when the history suggests par-

oxysmal events, EEG should be performed, with consideration of prolonged 

and/or video-EEG monitoring if the suspicion for posttraumatic epilepsy is high. 

Neuropsychological testing, which commonly clarifies the nature and extent of 

cognitive impairments, may help to identify patterns of impairment typical for 

TBI versus schizophrenia and should also be part of most evaluations.

Differential diagnosis
Psychosis occurring within days or weeks of injury must be distinguished from 

the posttraumatic confusional state (or delirium), a period of fluctuating disori-

entation, cognitive impairment, psychomotor restlessness, and sleep/wake dis-

turbance that appears early in the TBI recovery course and can involve transient 

psychotic symptoms. Delirium due to other causes as well as substance-use 

disorders (including substance intoxication or withdrawal) must also be exclud-

ed. (See Table 2 for a list of considerations in differential diagnosis.)

If mood symptoms are present, diagnoses of mania or depression with psy-

chotic features should be considered, especially if there is a history of premor-

bid mood disorder. Posttraumatic stress disorder should be considered if the 

content of symptoms is specific to the trauma event, and careful discrimination 

between trauma-related symptoms (eg, intrusive thoughts and memories, flash-

backs, avoidance) and psychotic symptoms (eg, hallucinations without insight, 

delusions) is essential.

Schizophrenia should be considered when negative symptoms or formal 

thought disorder are prominent and when the severity of TBI is mild enough 

(eg, single, uncomplicated, very remote concussion) so that psychosis is im-

plausibly attributable to it. Isolated hallucinations after TBI are rare and their 

presence should prompt consideration of other etiologies such as peduncular 

hallucinosis due to brainstem injury or release phenomena due to vision or 

hearing loss.

Epilepsy, including posttraumatic epilepsy, can present with ictal, post-ictal, 

or interictal psychosis. When psychosis occurs in association with posttraumat-

ic epilepsy, a diagnosis of posttraumatic psychosis should be deferred until it is 

clear that psychotic symptoms persist despite effective seizure control.

Medication-induced psychotic symptoms should also be considered. For 

example, amantadine, commonly prescribed for cognitive enhancement fol-

lowing severe TBI, may produce hallucinations and delusions in some patients, 

as can the anticonvulsants levetiracetam and topiramate. Potent anticholinergic 

and antihistaminergic medications may impair cognition or produce frank de-

lirium, both of which may be mistaken for posttraumatic psychosis. Finally, 

benzodiazepines may induce paradoxical behavioral disinhibition and delirium 

that can be mistaken for posttraumatic psychosis.

Management
When psychosis occurs in the setting of mood disorders, substance use disorders 

(especially substance intoxication or withdrawal), or posttraumatic epilepsy, 

these should be treated first, and the diagnosis of posttraumatic psychosis de-

ferred until these conditions are effectively treated. If cognitive impairment is 

prominent and appears to be contributing to information processing abnormali-

ties (eg, delusions), treatment with a cholinesterase inhibitor may improve cog-

nition and secondarily diminish the severity of psychotic symptoms.

The mainstay of treatment for posttraumatic psychosis, however, is antipsy-

chotic medication. When using antipsychotic medications for this purpose, a 

“start low, go slow—but go” approach is recommended. Initial dosage should be 

one-half to one-third the usual starting dose with longer intervals between dose 

adjustments.

Patients with TBI often experience benefits and adverse effects of medica-

tions at lower doses and progress should be monitored closely. Symptom control 

may be achieved at lower doses than are standard for primary psychotic disor-

ders, although standard therapeutic doses are required to effectively treat post-

traumatic psychosis. Accordingly, it is important that an empiric trial of antipsy-

chotic medication not be terminated prematurely primarily out of fear of using 

usual doses of such agents in a patient with a TBI.

Atypical antipsychotics are the preferred pharmacologic treatment for post-

traumatic psychosis. We recommend initial treatment with quetiapine in patients 

Figure 1. Brain MRI of a 60-year-old man 

presenting with misidentification delusions 

one year after severe TBI. T2/FLAIR 

sequence reveals an area of 

encephalomalacia in the right frontal lobe 

and T2/FLAIR hyperintensities in the bilateral 

frontal lobes and right anterior temporal lobe.
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with movement disorders given its relative-

ly lower likelihood of producing extrapyra-

midal effects and cognitive dysfunction, 

although orthostatic hypotension and, with 

overly rapid dose escalation, sedation can 

be treatment-limiting adverse effects. 

Risperidone is generally effective at doses 

of 2 to 4 mg, and olanzapine and aripipra-

zole are also commonly used at doses of 

2.5 to 10 mg and 6 to 10 mg, respectively. 

Chlorpromazine was reported to worsen 

the condition and produce psychosis after 

TBI in one case, possibly due to its promi-

nent anticholinergic properties.19

Conclusions
Psychosis after TBI has many potential 

causes, and the differential diagnosis must 

be thoroughly considered before attribut-

ing psychotic symptoms to TBI. Pharma-

cotherapy for all forms of psychosis after 

TBI should take cognitive dysfunction, 

comorbid illnesses, and the injured brain’s 

increased sensitivity to medication adverse 

effects into account, following a “start low, 

go slow, but go” approach.
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Figure 2. Brain MRI of a 23-year-old woman presenting with new-

onset paranoia four months after a motor vehicle collision in which she 

suffered significant cervical spinal injury but no obvious head trauma. 

Susceptibility-weighted imaging sequence revealed chronic 

microhemorrhages in the bilateral frontal lobes, bilateral anterior 

temporal lobes, and splenium of the corpus callosum consistent with 

prior trauma with diffuse axonal injury, confirming a diagnosis of 

traumatic brain injury.
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laying the foundation for healthy communities, together
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� 6OJWFSTJUZ�BGGJMJBUJPOT�0QQPSUVOJUJFT�UP�XPSL�XJUI
GPSFOTJD�GFMMPXT�BOE�QTZDIJBUSZ�SFTJEFOUT
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� $PNQFUJUJWF�TBMBSJFT
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QBDLBHFT�GPS�GVMM�UJNF�QPTJUJPOT Hospital Locations:
Greystone Park Psychiatric Hospital 

Morristown, NJ (Northern)

Trenton Psychiatric Hospital 

West Trenton, NJ (Central)

Ann Klein Forensic Center 

Trenton, NJ (Central)

Special Treatment Unit 

Avenel, NJ (Northern) 

Ancora Psychiatric Hospital 

Ancora, NJ (Southern)
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Chief Medical Officer – Community Healthlink

Worcester, MA 

UMass Memorial Health Care’s Department of Psychiatry and its Community 

Healthlink (CHL) member institution is looking for a chief medical officer to 
help lead the largest provider of mental health services in Central Massachusetts. 

The position involves supervision of a large group of professionals and 
participation in the executive team’s strategic, program and organizational 
development efforts. The ideal candidate will have a demonstrated commitment 
and passion for community psychiatry and an interest in a leadership role in 
advocating and promoting the wellbeing of traditionally underserved populations. 

CHL has a long tradition of bringing excellent mental health and substance use 
disorder services to our city and region, from its inception as a community mental 
health agency to its current role as a key member organization at UMMHC. Its 
1300 employees serve over 22,000 individuals each year and its programs assist 
patients across the life span. Medical staff are faculty members of the UMass 
Department of Psychiatry and employees of the medical group practice—they are 
vital contributors to the department’s missions of training, research, and clinical 
excellence. We believe this position will be a terrific opportunity for individuals 
committed to serving their community through the provision of high quality 
psychiatric care as part of mission driven team

To learn more about our Community Healthlink locations, please visit our 
website http://www.communityhealthlink.org/chl/

Interested applicants should submit a letter of interest 

and curriculum vitae addressed to:

Alan P. Brown, MD

Vice Chairman of UMMS Department of Psychiatry for BH Integration 

and Population Health

Clinical Professor of Psychiatry, Family Medicine and Community Health

c/o: Jessica Saintelus, Physician Recruiter

Jessica.Saintelus@umassmemorial.org

As the leading employer in the Worcester area, we seek talent 
and ideas from individuals of varied backgrounds and viewpoints.

Clinical Director of Addictions Care

Cambridge Health Alliance

Cambridge Health Alliance (CHA), a well-respected, nationally recognized and award-winning public healthcare system is recruiting for 

the Clinical Director of Addictions Care. Our system is comprised of three campuses and an integrated network of both primary and 

specialty outpatient care practices in Cambridge, Somerville and Boston’s Metro North Region.

•  Serve as the primary voice and authority for addictions care for CHA

•  Ensure the system of addictions care is state of the art and delivers exceptional outcomes and value to patients, the community, and CHA

•  Achieve outcomes through strategic guidance that are population health focused

•  Facilitate the development of evidence-based approaches to addictions care

•  Provide oversight to clinical programs, guidelines, policies and procedures 

CHA is proud to offer a collaborative practice environment with an innovative clinical model. As a teaching affiliate of Harvard Medical School 

(HMS); academic appointments are available commensurate with medical school criteria.

Qualified candidates be board certified in Addictions Medicine with a minimum of 5 years of progressive clinical leadership experience in 

Addictions Medicine. Possess excellent clinical/communication skills and a strong commitment to and passion for our multicultural, 

underserved patient population. 

Visit www.CHAproviders.org to learn more and apply through our secure candidate portal. CV and cover letter may be sent directly to Melissa 

Kelley, CHA Provider Recruiter via email at makelley@challiance.org. CHA’s Department of Provider Recruitment may be reached by phone 

at (617) 665-3555 or by fax at (617) 665-3553.

CHA is an equal opportunity employer and all qualified applicants will receive consideration for employment without regard to race, color, 

religion, sex, sexual orientation, gender identity, national origin, disability status, protected veteran status, or any other characteristic protected 

by law.

http://www.communityhealthlink.org/chl/
mailto:Jessica.Saintelus@umassmemorial.org
http://www.CHAproviders.org
mailto:makelley@challiance.org
https://www.umassmed.edu/gsn/
https://www.umassmemorialhealthcare.org/
https://statesymbolsusa.org/symbol-official-item/new-jersey/state-seal/seal-new-jersey
https://www.nj.gov/health/
mailto:Evan.Feibusch@doh.nj.gov
https://hms.harvard.edu/
https://www.challiance.org/


RECRUITING�FULL�TIME�&�PER�DIEM�PSYCHIATRISTS�

NEW�YORK�METRO�AREAS

Northwell�Health’s�Behavioral�Health�Service�Line�strives�to�address�the�diverse�mental�health�needs�of�the�communities�we�serve�by�providing�a�

continuum�of�accessible,�high�quality�psychiatric�and�substance�abuse�services�including�emergency,�crisis,�inpatient,�and�outpatient�programs�for�people�

of�all�ages.��Northwell’s clinical�programs�are�complemented�by�a�robust�education,�training,�and�research�enterprise,�including�the�world�renowned�

Psychiatry�Research�Department�at�The�Zucker�Hillside�Hospital,�which�has�led�cutting�edge�investigations�that�have�meaningfully influenced�many�lives.

TO�BOLSTER�OUR�NETWORK�OF�OUTSTANDING�CARE�PROVIDERS,�

WE�ARE�RECRUITING�BOARD�ELIGIBLE/BOARD�CERTIFIED�PSYCHIATRISTS�FOR�THE�FOLLOWING�POSITIONS:

GERIATRIC�OUTPATIENT�PSYCHIATRIST

The�Zucker�Hillside Hospital

Glen�Oaks,�NY

ADULT�INPATIENT�PSYCHIATRIST

South�Oaks�Hospital

Amityville,�NY

Northern�Westchester� Hospital

Mt.�Kisco,�NY

Staten�Island�University�Hospital

Staten�Island,�NY

Huntington�Hospital

Huntington,�NY

DIRECTOR,�OUTPATIENT�MENTAL�

HEALTH�CLINIC

Lenox�Hillside�Hospital�(MEETH)

Manhattan,�NY

Benefits�at�Northwell�Health�include:

9 Nationally�competitive�salaries

9 Comprehensive�benefits�package

9 Four�weeks’�vacation�plus�paid�conference/CME�time

9 Academic�appointment�commensurate�with�experience�

9 Advanced�education�opportunities

9 College�Tuition�reimbursement�for�dependent�children

Qualified�candidates�should�forward�their�CV�to Lan�Ma:�OPR@northwell.edu

TELEPSYCHIATRIST

Greenwich�Village�HealthPlex

Greenwich�Village,�NY

CONSULTATION�LIAISON�PSYCHIATRIST

LIJMC� Forest�Hills�Hospital,�NY

Staten�Island�University�Hospital,�NY

CONSULTATION�LIAISON�PSYCHIATRIST

Phelps�Hospital

Mt.�Kisco,�NY�

HELP BUILD

A GATEWAY FOR

BETTER HEALTH 

Northwest Permanente, P.C. invites you to consider these opportunities 

with our physician-managed, multi-specialty group of over 1,500 

physicians and clinicians who care for over 600,000 members 

throughout Oregon and Southwest Washington.

BC/BE Adult Psychiatrists  Opportunities in the Portland Metro 

area to utilize a combination of face-to-face and the latest virtual 

modalities. Candidates should have experience in evidence-based, 

psychiatric treatments, including primary care consults, crisis 

interventions and medication consultation.

BC/BE Psychiatrist – Virtual Care Lead  Opening in Portland, 

OR to work as our Virtual Care Lead on-site, alongside 12 virtual 

therapists. This team provides initial virtual consultations for patients 

across OR and WA to assist with case closures, triage patients and 

support technical difficulties. All candidates will need a strong interest 

in providing Telepsychiatry services and leadership.

BC/BE Child Psychiatrist  Opening in Portland, OR.

VISIT US AT BOOTH 604 AT THE APA ANNUAL 
MEETING, MAY 18-22, 2019 IN SAN FRANCISCO, CA!

We offer a competitive salary, incentives such as student loan assistance 

and signing bonus, incredible retirement plans, including Defined 

Contribution, 401K, pension & more, annual educational leave and 

long-term, sabbatical benefits.

Apply at: https://nwp.kpphysiciancareers.com. Or call Jason Dulin at 

(503) 813-2242 or email Jason.R.Dulin@kp.org.EOE

Northwest Permanente 
®
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NATIONWIDE

Aligned Telehealth, Inc. – California

Our mission is to be the leader in

innovative, high quality, accessible

behavioral health solutions. Explore

opportunities in multiple states.

Hiring MULTIPLE Psychiatrists for

Telemedicine and Onsite positions in

the following states

CA, TX, NV, AZ, FL, OR, and

Many other states. Full time and Part Time

positions are available.

We offer competitive salaries and

excellent benefits!

Immediate Need for BC Psychiatrist FL

Medical license – Onsite

VERO BEACH, FL

SIGN ON BONUS- RELOCATION

PROVIDED. OUTSTANDING

SALARYAND BENEFITS

Immediate Need for BC Psychiatrist

with CA license for several outpatient

and inpatient sites

Contact Sandra Williams at 818-814-7790

or email me your current CV to

swilliams@alignedth.com

To be considered for these

great opportunities.

ARIZONA

Show Low, AZ!

Come practice in the beautiful White 

Mountains of Arizona! Enjoy a great qual-

ity of life, a thriving practice and a rewarding 

Medical Director position! Once you visit, 

you will want to stay! Horizon Health, in 

partnership with Summit Healthcare Re-

gional Medical Center in Show Low, AZ, 

is seeking a Medical Director for a new 12-

bed geriatric inpatient psychiatric program. 

The Medical Director will provide rounding 

and treatment on patients for the inpatient 

program, as well as program administration 

and oversight services regarding service line 

policies, practice, development, compliance, 

and performance improvement. Position will 

offer a substantial Base Salary, generous 

Medical Director’s Stipend and a full array 

of benefits! 

For more information contact: 

Mark Blakeney, Voice: 972-420-7473, 

Fax: 972-420-8233; 

email: mark.blakeney@horizonhealth.com 

EOE.

CALIFORNIA

Realize Your Dream

Looking for the Freedom & Flexibility

Private Practice

Choose your own hours

Clinical Freedom

Unlimited Vacations

No Calls

100% Outpatient

H1 Visa Welcome

Earn over $350K/Year

Benefits includes:

Malpractice ins, 401K, Medical

Dental, Vision & LTD ins

We are looking for Adult and

Child Psychiatrists in

San Francisco Bay Area

Los Angeles/Orange County Area

Sacramento Area

Comprehensive Psychiatric Services

Mansoor Zuberi, M.D.

P) 925-944-9711 F) 925-944-9709

drzuberi@psych-doctor.com

www.psych-doctor.comThe doctors of 

CALIFORNIA’S NEWEST ACGME

MEDICAL SCHOOL

Arrowhead Regional Medical Center, a uni-

versity affiliated tertiary care center with a 

burn unit and level 2 trauma center is now 

the location of California’s newest ACGME 

accredited medical school, The California 

University of Science and Medicine. We are 

seeking to hire a full time teaching attending 

in the Department of Psychiatry. The hospi-

tal is home to 180 residents from almost ev-

ery specialty and subspecialty including a 

Psychiatry Residency Training Program. All 

faculty are actively involved in the education 

and training of our medical students and 

residents. An interest in research is a strong 

plus as the department is increasingly em-

 
 

Transforming The Way You Practice: 

 

Breakthrough treatment for depression 

 

FOR SALE 

Neurostar Transcranial Magnetic 

Stimulation (TMS) Therapy System 

Purchased 3 years ago 

Like NEW condition, 

with current software 

 

Supported by Neurostar 

 

Contact Us 

shelley@wsmms.net 

Phone: 630.834.1557 

Fax: 630.834.3461 

 

 

 

Department of Psychiatry
With the continued growth of our Department of Psychiatry and our New General Psychiatry Residency Programs at 

Ocean Medical Center and Jersey Shore University Medical Center our vision for Behavioral Health is Bright.

Child and Adolescent Psychiatrist – 
Outpatient Consultation Position
Full Time * Multiple locations in 

New Jersey

Hackensack Meridian Health is seeking a Board Certified/

Board Eligible Child and Adolescent Psychiatrist to join 

this growing team. With 4 hospitals in the top 10 ranking in 

New Jersey, this is an outstanding opportunity to join the 

area’s largest healthcare network. 

Highlights:

  •  Academic Affiliations with the new Hackensack 

Meridian Health School of Medicine at Seton Hall 

University. 

  •  Collaborations among multiple sites (statewide). 

  •  Call is not required. 

  •  Outpatient/Consultative setting.

  •  Competitive Salary. 

  •  Comprehensive Benefits Package.

In addition to our collegial work environment, we offer a highly 

competitive compensation package which includes: medical/dental 

plans, 403(b) retirement plan, and relocation assistance. 

For immediate consideration, please contact Renee Theobald, at: 

Renee.Theobald@hackensackmeridian.org or call: 732 751-3597

HackensackMeridianHealth.org

Hackensack Meridian Health is a leading not-for-profit 

health care network in New Jersey offering a complete 

range of medical services, innovative research, and life  

enhancing care aiming to serve as a national model for 

changing and simplifying health care delivery through 

partnerships with innovative companies and focusing on 

quality and safety. 

Through a partnership between Hackensack Meridian 

Health and Seton Hall University, the School of Medicine will 

re-define graduate medical education, research, and clinical 

practice; reverse the critical physician shortage in both the 

New York/New Jersey metropolitan area and the nation; and 

stimulate economic development in northern New Jersey.

The School of Medicine will be the anchor in the 

development of a comprehensive health sciences campus 

that will also include research facilities and biotechnology 

endeavors – all in service of educating tomorrow’s doctors, 

discovering novel therapies, and facilitating compassionate 

and effective healthcare that will meet the ever-changing 

needs of tomorrow’s patients.

The School of Medicine will be the cornerstone of a dynamic 

venue for the exchange of ideas, the development of 

healthcare and research thought leaders and practitioners, 

and the discovery of novel therapies to meet the medical 

challenges of the future.

“Ocean Medical Center’s psychiatry program will be a 

community-based program,’’ said Ramon Solhkhah, M.D., 

program director for psychiatry as well as  founding Chair of 

Psychiatry & Behavioral Health at the Hackensack Meridian 

School of Medicine at Seton Hall University. “Our new 

psychiatry residency program will improve clinical care and 

ultimately encourage future health care leaders to build 

practices in the Jersey Shore area,’’

MARKETPLACE

http://www.psychiatrictimes.com
mailto:swilliams@alignedth.com
mailto:mark.blakeney@horizonhealth.com
mailto:shelley@wsmms.net
mailto:drzuberi@psych-doctor.com
http://www.psych-doctor.comThe
mailto:Renee.Theobald@hackensackmeridian.org
https://www.hackensackmeridianhealth.org/
https://www.hackensackmeridianhealth.org/
https://www.shu.edu/
https://www.alignedth.com/
https://wsmms.net/
https://www.arrowheadmedcenter.org/
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bracing scholarly activity as we shift from a 

university affiliated hospital to a University 

Medical Center.

Salary is $290,000 with the opportunity for 

additional paid shifts for night and weekend 

coverage. Benefits include a generous con-

tribution of $36,500 per full year to a 401K 

plan plus individual pretax deferrals up to 

$18,500. We offer $300 a month towards 

health insurance and a cafeteria plan that al-

low additional health and dental expenses to 

be pretax. There is also $5,000 in reimburse-

ments for professional expenses.

Please contact Keith Gordon, MD for

additional information at

GordonK@armc.sbcounty.gov

Please include your CV in the inquiry

SAN DIEGO – PsyCare, Inc. is seeking a

P/T or F/T child and adult psychiatrist to

join a thriving group private practice. For

Inquiries, contact Robert A. Friedman,

M.D. at: (858) 279 – 1223 ext. 412; or

email: rfriedman@psycare.org

Department of Psychiatry
With the continued growth of our Department of Psychiatry and our New General Psychiatry Residency Programs at 

Ocean Medical Center and Jersey Shore University Medical Center our vision for Behavioral Health is Bright.

As the area’s premier provider of psychiatric services, Hackensack Meridian Behavioral Health Services has provided comprehensive 

mental health and substance abuse services to the residents of Monmouth, Ocean, Middlesex, and Bergen Counties for over forty years. 

Due to continued growth and expansion, we are currently accepting applications for Psychiatrists to join our Mental Health and Addiction 

Interdisciplinary Teams in the following positions:

•  Consultation Liaison Psychiatrists: Jersey Shore University Medical Center 

(Neptune, NJ) and Riverview Medical Center (Red Bank, NJ) and 

Hackensack University Medical Center (Hackensack, NJ)

•  Staff Psychiatrist for Adult Inpatient Unit: Jersey Shore University Medical 

Center (Neptune, NJ) and Riverview Medical Center (Red Bank, NJ) and 

Hackensack University Medical Center (Hackensack, NJ)

•  Outpatient Child& Adolescent Psychiatrist: Jersey Shore University Medical 

Center (Neptune, NJ) and Hackensack University Medical Center 

(Hackensack, NJ)

•  Medical Director/Section Chief, Child & Adolescent Psychiatry: Jersey 

Shore University Medical Center (Neptune, NJ)

•  Outpatient General Psychiatrist:  Jersey Shore University Medical Center 

(Neptune, NJ), Riverview Medical Center (Red Bank, NJ), and Raritan Bay 

Medical Center (Perth Amboy, NJ)

•  Medical Director of Adult Inpatient Unit Riverview (Red Bank, NJ)

•  Emergency Psychiatry: Raritan Bay Medical Center (Perth Amboy, NJ)

•  Geriatric Psychiatry – Hackensack University Medical Center (Hackensack, 

NJ)

•  Outpatient/Consultation Liaison Psychiatrist – JFK (Edison, NJ)

•  Per Diem/Tele-psychiarty – Hackensack Univertiy Medical Center 

(Hackensack, NJ)

•  Staff Consultation Psychaitry – Bayshore Medical Center, (Holmdel,NJ)

In addition to our collegial work environment, we offer a highly competitive 

compensation package which includes: medical/dental plans, 403(b) 

retirement plan, and relocation assistance. 

For immediate consideration, please contact Renee Theobald, at: 

Renee.Theobald@hackensackmeridian.org or call: 732 751-3597

HackensackMeridianHealth.org

Hackensack Meridian Health is a leading not-for-profit 

health care network in New Jersey offering a complete range 

of medical services, innovative research, and life  enhancing 

care aiming to serve as a national model for changing and 

simplifying health care delivery through partnerships with 

innovative companies and focusing on quality and safety. 

Through a partnership between Hackensack Meridian Health 

and Seton Hall University, the School of Medicine will re-

define graduate medical education, research, and clinical 

practice; reverse the critical physician shortage in both the 

New York/New Jersey metropolitan area and the nation; and 

stimulate economic development in northern New Jersey.

The School of Medicine will be the anchor in the development 

of a comprehensive health sciences campus that will also 

include research facilities and biotechnology endeavors – all 

in service of educating tomorrow’s doctors, discovering novel 

therapies, and facilitating compassionate and effective 

healthcare that will meet the ever-changing needs of 

tomorrow’s patients.

The School of Medicine will be the cornerstone of a dynamic 

venue for the exchange of ideas, the development of 

healthcare and research thought leaders and practitioners, 

and the discovery of novel therapies to meet the medical 

challenges of the future.

“Ocean Medical Center’s psychiatry program will be a 

community-based program,’’ said Ramon Solhkhah, M.D., 

program director for psychiatry as well as  founding Chair of 

Psychiatry & Behavioral Health at the Hackensack Meridian 

School of Medicine at Seton Hall University. “Our new 

psychiatry residency program will improve clinical care and 

ultimately encourage future health care leaders to build 

practices in the Jersey Shore area,’’

Outpatient Adult and Child Psychiatrists are 

needed for Stanislaus County Behavioral 

Health & Recovery Services, in the Central 

Valley less than two hours from San Fran-

cisco and Yosemite. 

Recovery-oriented treatment provided in a 

multidisciplinary setting with friendly and 

dedicated staff members. Recently revised 

rates with full malpractice coverage and pen-

sion plan (PARS) as a Personal Service con-

tractor with an income potential of over 

$325 K per year for adult psychiatrist and 

over $355 K per year for child psychiatrist 

for F/T work.

P/T options and the opportunity to combine 

Tele-Psych with limited onsite work are also 

available. Excellent work environment with 

NO Call Requirement, lower than average 

case load and comprehensive nursing & an-

cillary support makes this a very pleasant 

and rewarding opportunity. J 1 applicants are 

welcome.

Fax CV to Bernardo Mora, MD at

(209) 558-4326 or Email:

bmora@stanbhrs.org

Psychiatrist Position

J-1 Visa Opportunity in California

Imperial County Behavioral Health Services 

is currently recruiting for a full time psy-

chiatrist. Imperial County is located 90 miles 

by freeway to the city of San Diego to the 

west, and 90 miles to Palm Springs to the 

north. Located in a rich farming area, Impe-

rial County has a population of 180,000 and 

borders with Yuma, Arizona and with the 

cosmopolitan city of Mexicali, Mexico pop-

ulation 1.2 million. San Diego State Univer-

sity maintains a satellite campus in Calexico 

and there are a number of private and public 

universities located in Mexicali, the state 

capital of Baja California Norte. Imperial 

County’s location and diversity make it the 

perfect place for a psychiatrist to relocate 

under the J-1 Visa program or for any reason.

The position pays a highly competitive sal-

ary, including health benefits for you and 

your family, and requires no hospital work 

and minimal after hours work freeing you up 

for more leisurely activities. 

The successful candidate diagnoses and 

treats patients with mental, emotional, and 

behavioral disorders. Qualified candidate 

must have CA medical license or ability to 

obtain.

Send CV to Imperial County Behavioral

Health Services, 202 North 8th Street,

El Centro, CA 92243.

J-1 applicants welcome.

For additional information,

please contact:

Kristen Smith (442)265-1606

kristensmith@co.imperial.ca.us

Butte County Behavioral Health Depart-

ment is seeking a Medical Director based in 

Chico, California to manage department 

programs. The incumbent will perform ap-

proximately 50% direct services and 50% 

administration work. In collaboration with 

the Assistant Director – Clinical Services, 

directs, evaluates, plans, establishes, and 

implements the medical services component 

and all clinical services of the department; 

participates in coordination of services 

across county departments and agencies; 

provides medical direction and consultation 

to all mental health programs and consulta-

tion to contracted agencies; particularly in 

the areas of quality improvement, medica-

tion monitoring, and peer review. 

Starting salary is dependent on experience 

and is negotiable. The Department will also 

consider a Medical Director on a contract 

http://www.psychiatrictimes.com
mailto:GordonK@armc.sbcounty.gov
mailto:rfriedman@psycare.org
mailto:Renee.Theobald@hackensackmeridian.org
mailto:bmora@stanbhrs.org
mailto:kristensmith@co.imperial.ca.us
https://www.hackensackmeridianhealth.org/
https://www.shu.edu/
https://www.hackensackmeridianhealth.org/
https://www.vituity.com/
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basis. Salary for a contracted Medical Di-

rector is negotiable. For additional informa-

tion please contact Geoff Davis, at (530) 

891-2986 or gdavis@buttecounty.net for a 

recruitment packet and appointment to 

speak with the Behavioral Health Depart-

ment Director. Please visit the Butte County 

Human Resources Department website for 

more information, to review the recruitment 

packet, and to apply for the opportunity: 

http://www.buttecounty.net/human

resources/Employment.aspx

TRADITIONS BEHAVIORAL HEALTH 

are the largest provider of MD psychiatric 

services to adult populations in institutional 

and community based programs in Califor-

nia. We provide services to the seriously and 

persistently mentally ill and have openings 

in the San Francisco Bay Area, Santa Barba-

ra, San Diego and Los Angeles. Overall we 

plan to add 50 more Fulltime psychiatrists in 

California to bring our medical staff team to 

400 psychiatrists. Our packages vary from 

a minimum of $300,000 per year plus 

$10,000 in bonuses and a benefit package 

valued at approximately $90,000, to up to 

$500,000, for the industrious physician. 

Our generous benefit package includes al-

most 7 weeks paid time off per year. If you 

are creative and think outside the box, if you 

value diversity and cultural competency, if 

you like innovative programs that are patient 

driven, using a rehabilitative, rather than ill-

ness model, if you want more time to work 

with patients, to get the best results, then 

TBH is the company for you. To learn more 

about the specific job openings and salary 

and benefit packages, check out our Website 

at: 

www.tbhcare.com or Email your letter of

interest and CV to our company President,

Gary A. Hayes, Ph.D. at: 

Drhayes3@tbhcare.com 

TBH is an equal opportunity employer

Multidisciplinary telemedicine medical

group looking for additional California

licensed Telepsychiatrists.

Contact us at 661-840-9270 or inquire

with CV at jobs@telehealthdocs.com

Outpatient Psychiatry Opportunity

San Joaquin County Behavioral Health Ser-

vices is seeking to fill Outpatient Adult 

[General], and Sub-Specialty Psychiatry 

(Child Psychiatry, Geriatric, Forensic, Ad-

diction and Psychosomatic Medicine) posi-

tions in a multidisciplinary, recovery-orient-

ed clinical setting. Services are provided 

either on-site or using a hybrid model of on-

site and tele-psychiatry practice. The posi-

tions offer a very competitive salary with a 

guaranteed base, plus incentive opportuni-

ties, board certified Psychiatrists have the 

potential to easily earn over 300K+ a year; 

comprehensive health insurance; up to three 

retirement and pension programs; 35 days of 

vacation and CME time that increase with 

tenure. Signing and moving bonuses are also 

available. 

Interested J-1 and H-1B candidates are 

welcome to apply. 

Contact Khurram Durrani, MD at: 

kdurrani@sjcbhs.org; 

Fax CV to 209-468-2399. EOE.

DELAWARE

PSYCHIATRIST

Since 1952, Horizon House, a non-profit or-

ganization, has been widely recognized as a 

pioneer in the field of community-based re-

habilitation. Horizon House provides a con-

tinuum of innovative services at over 100 

sites to over 4,500 adults with psychiatric, 

developmental disabilities, substance use 

disorders, and/or homelessness, throughout 

Southeastern Pennsylvania and the state of 

Delaware. 

We have immediate openings for full-time 

adult psychiatrists to work with our newly 

established Assertive Community Treatment 

(ACT) teams in Delaware State, with Tele-

Psychiatry options also available.

The ideal candidate will have experience in 

working with people with serious mental ill-

nesses (MH& MH/DA) and their families; 

enjoy collaboration with other professionals 

as a key member of a multi-disciplinary 

team; and embrace recovery-oriented prin-

ciples. Board eligibility and Pennsylvania or 

Delaware licensure required. 

We offer competitive compensation and an 

excellent benefit package. Academic ap-

pointment is possible through agency affili-

ation with the University of Pennsylvania. If 

you are interested in a stimulating and chal-

lenging work environment that serves a 

multi-dimensional population, please send 

your CV with cover letter to:

Lawrence A Real, MD, Medical Director

Horizon House, Inc., 120 S. 30th Street, 

Philadelphia, PA 19104

Fax: 215-386-6886 or 

Email: larry.real@hhinc.org 

(email preferred)

Dr Real will be available for interviews 

during the APA Annual Meeting in May

EOE: M/F/Veteran/Disability/Sexual 

Orientation/Gender Identity

• Annual salaries to the 

high $200,000s

• Flexible workweek 

options may be available

• Voluntary paid on-call 

duty

• Substantial continuing 

medical education

• Generous defined-

benefit pension

• Psychopharmacology 

support by leading 

experts and established 

protocols

• Medical, dental and 

vision benefits

• Private practice 

permitted

• Retiree healthcare

• Psychiatrist-led treatment 

teams

• Patient-centric, treatment 

first environment

• Relocation assistance 

may be available

• Telepsychiatry may 

be available at some 

locations

Practice and Benefits:

Are you a psychiatrist looking for a team-oriented, 

collegial practice supported by leading experts 

in psychopharmacology such as Stephen Stahl, 

MD., Ph.D.? Look no further than the California 

Department of State Hospitals. We operate the 

largest forensic psychiatry hospital system in the 

nation, offering an unparalleled quality of practice 

while providing care to some of the most complex 

patients found anywhere.

Email your curriculum vitae to

DSH.Recruitment@dsh.ca.gov.

To find out more, please contact Juan Arguello, DO. 

(916) 654-2609 • DSH.Recruitment@dsh.ca.gov

www.dsh.ca.gov

We are currently recruiting 

psychiatrists at all five of our 

California locations.

Napa

Coalinga

Atascadero

Patton

Los Angeles

Join our team!

mailto:DSH.Recruitment@dsh.ca.gov
http://www.psychiatrictimes.com
mailto:gdavis@buttecounty.net
http://www.buttecounty.net/human
http://www.tbhcare.com
mailto:Drhayes3@tbhcare.com
mailto:jobs@telehealthdocs.com
mailto:kdurrani@sjcbhs.org
mailto:larry.real@hhinc.org
http://www.dsh.ca.gov
mailto:DSH.Recruitment@dsh.ca.gov
https://tbhcare.com/
https://www.hhinc.org/
https://www.sjgov.org/
http://www.dsh.ca.gov/
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FLORIDA

Be Part of the Most Noble Mission in 

Health Care.

The Bay Pines VA Healthcare System is 
seeking experienced Psychiatrists to join a 
dynamic team of dedicated, hardworking 
professionals in providing services in sup-
port of America’s Veterans. Full-time posi-
tions are available in Geropsychiatry and 
outpatient psychiatry. Locations include Bay 
Pines, Cape Coral, Naples, and Port Char-
lotte.

In addition to giving back to Veterans, 

you could enjoy:

•  Competitive salary
•  Work/Life Balance
•  10 Federal holidays, 13 sick days and 26 

days of annual vacation
•  Education Support
•  Relocation/recruitment incentives
•  Beautiful Southwest Florida location near 

some of the country’s top beaches
•  Education Debt Repayment (for highly 

qualified applicants)
•  No state income tax on earned income
•  Robust benefits package (professional, in-

surance, financial, retirement) 
•  A new, 155,000 square foot, state-of-the-

art mental health center
•  Your current unrestricted license in any 
state allows you to work in any VA

See more reasons why you should choose 

VA for your next career move here: 

www.vacareers.va.gov/why-choose-va/

index.asp.

Come for the career. Stay for the mission. 

Choose VA!

For more information please contact 

Sam Wainscott at 915-238-2168 or 

samuel.wainscott@va.gov

INDIANA

NORTHWEST INDIANA!!

Excellent opportunity for adult psychiatrist 

interested in optimal setting for practice of 

community psychiatry: commutable from 

downtown Chicago.

Regional Mental Health Center is a private 

non-profit mental health center that has suc-

cessfully served Indiana for over 30 years. 

Experienced and collegial group of 12 most-

ly full-time psychiatrists, an extremely fa-

vorable malpractice environment. OP work, 

call q 12 wks. Regional is a leader in psychi-

atrist-directed integrated care services. In-

centive bonus available, full benefits.

Please contact Kobie Douglas, MD:

kobie.douglas@regionalmentalhealth.org

219 736-7232

MICHIGAN

Psychiatry Position with

Sparrow Medical Group

Sparrow Medical Group (SMG), a multi-

specialty physician group and the premier 

physician organization of Sparrow Health 

System (SHS), located in Lansing, Michi-

gan, is seeking a dynamic BC/BE psychi-

atrist for an adult inpatient position. Po-

sition is hospital-employed and offers 

excellent compensation and benefits in-

cluding relocation assistance, 401(k) with 

matching funds, generous CME benefits 

and malpractice insurance that includes tail 

coverage. 

Learn more about this position

by contacting:

Barbara Hilborn, Manager Provider

Recruitment Office: 1.800.968.3225

Email: barbara.hilborn@sparrow.org

Visit our website at www.sparrow.org

More information on the Lansing area

can be obtained at www.lansing.org

MISSOURI

MEDICAL DIRECTOR - BRAND NEW 

ADOLESCENT 15-BED INPATIENT 

PSYCHIATRY UNIT OPENING IN 2019 

– Small Town, Big Opportunity - Be in on 

the beginning of a new unit helping to mold 

and develop the program. Open to employ-

ment, or independent contractor arrange-

ment. Located in southeast MO near Cape 

Girardeau, this is a low cost of living, low 

crime rate area but close to a local airport 

that has direct flights to Chicago. It’s also 

only two hours from Memphis and St. Louis. 

This designated underserved area is also lo-

cated in the Delta Regional Authority so J1 

Waivers can also be obtained through the 

DRA as well as the state. Position can be in-

patient, or inpatient and outpatient. 

Please contact Terry Good, Horizon 

Health, at 804-684-5661; 

terry.good@horizonhealth.com; 

Fax: 1-804-684-5663.

Compass Health Network, is a large non-

profit health system delivering Behavioral 

Health services in multiple settings, both 

inpatient and outpatient in forty-nine Mis-

souri counties. We have immediate open-

ings for full and part-time Psychiatrists in 

multiple locations in Missouri. Candidates 

must have MD or DO degree, be ABPN 

board-certified or eligible in Psychiatry and 

possess or obtain a Missouri license. We of-

fer a competitive compensation and benefit 

plan.

Apply online at 

www.compasshealthnetwork.org

or send your CV to 

cgrigg@compasshn.org.

Candidates with J-1 or H1-b visa status are 

welcome to apply.

EOE

NORTH CAROLINA

We Want You to Join Our Behavioral

Health Team!

Cape Fear Valley Behavioral Health is one of 

the largest comprehensive, multi-tiered be-

havioral health services in North Carolina. 

Behavioral Health Care’s mission is to meet 

and respond to the mental health needs of the 

community. We offer evidence-based, best 

practice treatments. Staffed by psychiatrists, 

psychologists, clinical social workers, psy-

chiatric nurses, licensed professional coun-

selors, and other mental health profession-

als, Cape Fear Valley Behavioral Health 

Care provides a team approach to mental 

wellness. Behavioral Health Care is accred-

ited by The Joint Commission and licensed 

by the State of North Carolina.

The Health System is seeking providers for 

the following due to regional volumes and 

commitment to expand services:

Emergency Opportunity

•  Two BE/BC providers with experience

in ED or trained in ED/Psychiatry.

The Emergency Department maintains

a Psychiatric Unit of 9 beds for patients

in crisis. Support team is specialty

trained. Schedule consists of 16 hour

shifts, approximately 10 shifts per month.

Adult Outpatient Opportunity

•  BE/BC provider with training/experience

in a variety of mental health treatment

conditions as well as Chemical Depen-

dency and Substance Abuse. Candidate

with experience in treatment of Bipolar

Disorder, Borderline Personality Disorder,

and Mood Disorders is preferred. Addi-

tionally, ECT training and experience

is highly desirable. Well established

adult team is flexible and transparent for

either or both inpatient and outpatient

services. Clinic hours are Monday - 

Friday with limited call

Child Outpatient Opportunity

•  BE/BC Child & Adolescent providers.

The current structure is for 90% outpatient 

Monday through Friday work schedule.

We offer best in class compensation plus 

generous benefits including Paid Malprac-

tice, CME Time and Allowance, Accrued 

Paid Time Off, 403(b) match and 457(b), 

Health, Dental, and other desirable benefits.

Please contact Suzy Cobb,

Physician Recruiter for more details

at (910) 615-1889

or scobb2@capefearvalley.com.

PENNSYLVANIA

The Penn State Hershey Medical Center 

Department of Psychiatry is currently re-

cruiting board eligible/certified psychiatrists 

for inpatient and outpatient positions in both 

adult and child psychiatry. We are a growing, 

vibrant department in a strong academic 

medical center. We host specialty clinical 

and research programs, including research 

that crosses the translational spectrum. Our 

educational programs include adult psychia-

try residency, child fellowship, psychology 

internship, externship and postdoctoral fel-

lows. We have a strong collaboration with 

basic and clinical science in other neurosci-

ence disciplines across several Penn State 

campuses. With our clinical partner, the 

Pennsylvania Psychiatric Institute, the De-

partment staffs several outpatient and partial 

hospital programs for children and adults, 89 

J
oin a team of 35, highly qualified behavioral health 
consultants, psychiatric NPs and psychiatrists,  
who offer evidence-based treatment options 

including: DBT, CBT, EMDR and MAT for substance-
abuse disorders. Erie values and promotes the education 
of its staff and includes six behavioral health interns on 
its team. We are a national leader in the full integration 
of behavioral health into the primary care model. All Erie 
sites qualify for NHSC with a HPSA score of 17.

http://bit.ly/erieBHjob
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inpatient beds, ECT and other neuromodula-

tion services, specialty sleep and eating-

disorders programs, and expanding psychi-

atric consultation and integrated care 

programs for Hershey Medical Center. Suc-

cessful candidates should have strong teach-

ing as well as clinical skills and, optimally, 

potential for scientific and scholarly achieve-

ment. We offer an attractive compensation 

package commensurate with qualifications. 

Tenure-track positions are possible.

For consideration, send your CV to:

Jenna Spangler Physician Recruiter

Phone: 717-531-4271 Email:

jspangler2@pennstatehealth.psu.edu

The Penn State Milton S. Hershey Medical

Center is committed to affirmative action,

equal opportunity and the diversity of its

workforce. Equal Opportunity Employer –

M/W/V/D

Penn Medicine Lancaster General Health 

Physicians (LGHP) is actively seeking 

TWO BC/BE Psychiatrists to join our grow-

ing Behavioral Health program. One role is 

100% outpatient-based with no night or 

weekend call responsibilities. Additional 

compensation will be offered for inpatient 

call coverage (if interested). This position 

provides outpatient care exclusively with an 

emphasis on collaborative care with a com-

prehensive team of behavioral health clini-

cians, including Psychiatrists, Psych-Certi-

fied Nurse Practitioners and Licensed 

Clinical Counselors. The Behavioral Health 

team is supported by a large primary care 

network. Experience practicing in an inno-

vative outpatient care model is highly pre-

ferred. Those interested in contributing to 

the strategic growth of this model are en-

couraged to apply. The second position pro-

vides consult liaison duties for the ED and 

general medical/surgical units within the 

hospital. The schedule is Monday – Friday, 

4pm – 12am plus two weekends per year and 

occasional holidays/call responsibilities. 

There will be no inpatient psychiatric unit 

responsibilities since we have relocated our 

mental health unit to the Lancaster Behav-

ioral Health Hospital (joint venture with 

UHS). 

COMMUNITY: Lancaster County is a 

growing and dynamic community. Lancaster 

offers the unique blend of access to major 

East Coast cities while providing a family 

friendly environment with excellent schools 

and easy access to the shore and mountain 

areas. There are five institutions of higher 

learning in the area to meet the needs of you 

and your family. The cities of Baltimore, 

Washington DC, Philadelphia, and New 

York are just 1.5 – 3 hours away.

REQUIRED QUALIFICATIONS:

•  Medical Doctor (MD), Doctor of Osteop-

athy (DO), issued by the Accreditation 

Council on Medical Education.

•  Certified by the American Board of Psy-

chiatry or Board eligible. 

•  Current Medical licensure issued by PA 

State Board of Medicine or the PA State 

Board of Osteopathic Medicine.

•  Successful completion of Residency.

•  A health care provider in good standing 

with Medicare, Medicaid, and other feder-

al and state health insurance programs, i.e. 

not excluded from participation in Medi-

care, Medicaid or any other federal or 

state health insurance program.

To Apply: Contact Stew Sampsel at 

Stewart.Sampsel@pennmedicine.upenn.edu

TENNESSEE

EAST TENNESSEE STATE 

UNIVERSITY

QUILLEN COLLEGE OF MEDICINE

DEPARTMENT OF PSYCHIATRY & 

BEHAVIORAL SCIENCES

ADULT PSYCHIATRISTS, CHILD 

PSYCHIATRISTS

Two full-time positions available for Adult 

Psychiatrists who are BE/BC at time of hire, 

and/or Child Psychiatrists who are BE/BC at 

the time of hire in the subspecialty of Child 

and Adolescent Psychiatry. Positions may 

include inpatient and/or outpatient. Program 

activities include clinical care of patients 

combined with teaching and supervision of 

residents and medical students. Research 

and academic activities are strongly encour-

aged. Salary and academic rank are com-

mensurate with experience and qualifica-

tions. Salary is competitive with funding 

available through the Medical School and 

other sources.

ETSU is located in Johnson City, TN, which 

has the perfect blend of four mild and beauti-

ful seasons, gentle mountains, a local the-

ater, and a symphony orchestra. Come ex-

plore this idea family location with college/

urban sophistication surrounded by national 

forests and beautiful parks. No state income 

tax, low cost-of-living, low crime rate, golf 

courses, and lakes. 

Apply to the position at 

https://jobs.etsu.edu. Telephone inquiries 

should be made at (423) 439-2235 or 

e-mail at lovedayc@etsu.edu. AA/EOE.

VIRGINIA

Psychiatrist Opportunity

Southwestern Virginia Mental Health In-

stitute is located in Marion, Virginia, sitting 

in the heart of the Blue Ridge Mountains. 

Our 179-bed behavioral health facility offers 

an exciting career in a wide range of interest-

ing pathology in psychiatric treatment while 

providing a highly desirable work-life bal-

ance.

We have opportunities in our inpatient set-

ting for Psychiatrists for our Adult Admis-

sions and Geriatric Units. These positions 

are employed positions offering a competi-

tive salary with generous state benefits and 

paid malpractice insurance, loan repayment, 

CME stipend/ leave, sign-on bonus, and re-

location allow-ance. No on-call required, 

with compensated on-call available.

If you are licensed or eligible for licensure in 

Virginia, and have completed a psychiatric 

residency, please send your current CV to 

kim.sayers@dbhds.virginia.gov or you may 

contact a member of our Human Resources 

staff at 276-783-1204 to discuss this oppor-

tunity.

We invite you to join a team of dedicated 

physicians and loyal staff who are commit-

ted to promoting a life of possibilities for all 

Virginians.

For more information, please visit:

www.swvmhi.dbhds.virginia.gov;

www.smythcounty.org;

www.abingdon-va.gov

WISCONSIN

PSYCHIATRIST

Clinical excellence and quality living! Win-

nebago Mental Health Institute (WMHI) is a 

280 bed psychiatric facility associated with 

Medical College of Wisconsin’s North East 

Wisconsin Psychiatry Residency. We are 

seeking a Board Certified/Board Eligible 

Psych-iatrist who wants to work with a 

Multidisciplinary Treatment Team to treat 

acutely ill Civil Patients and/or Forensic Pa-

tients. A strong commitment to excellence in 

clinical care and education of Residents, 

Medical Students and students/ interns of all 

clinical specialties makes WMHI a great 

place to practice. Excellent fringe benefit 

package, strong collegial support, paid call, 

and a beautiful campus enhance your work 

days.

WMHI is located near Oshkosh, Wiscon-sin, 

which is the center of the Fox River Valley, 

one of the fastest developing areas of Wis-

consin. Four seasons with all the outdoor op-

portunities of each, cultural and sports ven-

ues, outstanding public and private schools 

and three universities in the area make this a 

great place to raise a family. In 1 1/2 hours 

you can be in Milwaukee, Madison, the Wis-

consin Dells or “up north”.

Information on WMHI can be found at

http://www.dhs.wisconsin.gov/

MH_Winnebago/.

For application instructions, go to

www.wisc.jobs and search for Psychiatrist

(Job Announcement Code: 17-02966).

EOE

Psychiatrist Opportunities in NYC!

Jacobi Medical Center (JMC) is a modern, state-of-the-art, Level 1 Trauma Center located 
in an attractive and safe residential Bronx neighborhood just 20 minutes north of Manhattan. 
,W�LV�D�1RUWK�%URQ[�+HDOWKFDUH�1HWZRUN�KRVSLWDO�DI¿OLDWHG�ZLWK�1RUWK�&HQWUDO�%URQ[�+RVSLWDO�
DQG�D�WHDFKLQJ�VLWH�DQG�DFDGHPLF�DI¿OLDWH�RI�WKH�$OEHUW�(LQVWHLQ�&ROOHJH�RI�0HGLFLQH��,W�RIIHUV�
D�IXOO�FRQWLQXXP�RI�$FXWH�&DUH�,QSDWLHQW�DQG�2XWSDWLHQW�VHUYLFHV�LQ�GLYHUVH�0HGLFDO�DQG�
6XUJLFDO�6SHFLDOWLHV��LQFOXGLQJ�3V\FKLDWU\��7KH�'HSDUWPHQW�RI�3V\FKLDWU\�KDV����$GXOW�$FXWH�
,QSDWLHQW�EHGV��D�&RPSUHKHQVLYH�3V\FKLDWULF�(PHUJHQF\�3URJUDP��&3(3���D�&RQVXOWDWLRQ�
/LDLVRQ�6HUYLFH��DQ�$GXOW�$PEXODWRU\�3UDFWLFH��DQG�D�&RPPXQLW\�%DVHG�$VVHUWLYH�&RPPXQLW\�
Treatment Program. The department employs evidenced-based best practices in providing 
the highest quality care to its patients, in a patient-centered approach that is respectful of their 
individuality, culture, and community. 

North Central Bronx Hospital (NCB) is a modern, state-of-the-art community hospital located 
in an attractive and safe residential Bronx neighborhood just 20 minutes north of Manhattan. 
,W�LV�D�1RUWK�%URQ[�+HDOWKFDUH�1HWZRUN�KRVSLWDO�DI¿OLDWHG�ZLWK�-DFREL�0HGLFDO�&HQWHU�DQG�D�
WHDFKLQJ�VLWH�DQG�DFDGHPLF�DI¿OLDWH�RI�WKH�$OEHUW�(LQVWHLQ�&ROOHJH�RI�0HGLFLQH��,W�RIIHUV�D�IXOO�
continuum of acute care inpatient and outpatient services in diverse Medical and Surgical 
VSHFLDOWLHV��LQFOXGLQJ�3V\FKLDWU\��7KH�1&%+�'HSDUWPHQW�RI�3V\FKLDWU\�KDV����$GXOW�DQG�
*HULDWULF�$FXWH�,QSDWLHQW�%HGV��D�3DUWLDO�+RVSLWDO�3URJUDP��3V\FKLDWULF�(PHUJHQF\�&RQVXOWDWLRQ�
/LDLVRQ�6HUYLFH��DQ�$GXOW�$PEXODWRU\�3UDFWLFH��DQG�D�FRPPXQLW\�EDVHG�$VVHUWLYH�&RPPXQLW\�
Treatment Program. The department employs evidenced-based best practices in providing 
the highest quality care to its patients, in a patient-centered approach that is respectful of their 
individuality, culture, and community. 

Jacobi Medical Center & North Central Bronx Hospital are currently accepting applications 
and referrals for the following opportunities:

��,QSDWLHQW�$WWHQGLQJV��-0&�DQG�1&%�

��$WWHQGLQJ�3V\FKLDWULVW�(5�&3(3��-0&��

��,QSDWLHQW�8QLW�&KLHI��-0&��

��&KLOG�3V\FKLDWULVW�&3(3

���'LUHFWRU�RI�3V\FKLDWU\�(PHUJHQF\� 
6HUYLFHV��1&%�

��$WWHQGLQJ�3V\FKLDWULVW�(5��1&%�

���&ROODERUDWLYH�&DUH��3V\FKLDWULVW� 
ZLWKLQ�$GXOW�3ULPDU\�&DUH�6HUYLFHV�

•  Moonlighting opportunities also available! 
�-0&�DQG�1&%�

��3DUWLDO�+RVSLWDO�3URJUDP�$WWHQGLQJ��1&%�

$Q�DFDGHPLF�DSSRLQWPHQW�DW�$OEHUW�(LQVWHLQ�&ROOHJH�RI�0HGLFLQH�LV�RIIHUHG��:H�RIIHU�D�JHQHURXV�
LQFRPH�SDFNDJH�DORQJ�ZLWK�RXWVWDQGLQJ�EHQH¿WV��RSSRUWXQLWLHV�IRU�DGYDQFHPHQW��UHWLUHPHQW�

plan, malpractice, and much more!

)RU�LPPHGLDWH�FRQ¿GHQWLDO�FRQVLGHUDWLRQ��SOHDVH�FRQWDFW�� 
&DUPHQ�9HOH]�±�2I¿FH�RI�3K\VLFLDQ�5HFUXLWPHQW��9HOH]F#SDJQ\�RUJ� 

646-494-7559

www.pagny.org

3K\VLFLDQ�$I¿OLDWH�*URXS�RI�1HZ�<RUN�>3$*1<@�LV�FRPSULVHG�RI�RYHU�������SK\VLFLDQV�DQG�KHDOWKFDUH�

SURIHVVLRQDOV�ZKR�SURYLGH�VHUYLFHV�WR�1<&�+HDOWK���+RVSLWDO��WKH�ODUJHVW�SXEOLF�KHDOWKFDUH�V\VWHP�LQ�WKH�8QLWHG�

6WDWHV��2XU�SUDFWLWLRQHUV�DUH�KLJKO\�VNLOOHG�SURIHVVLRQDOV�ZLWK�RXWVWDQGLQJ�FUHGHQWLDOV�ZKR�GHOLYHU�WKH�KLJKHVW�

OHYHO�RI�TXDOLW\�KHDOWKFDUH�WR�SDWLHQWV�WKURXJKRXW�1HZ�<RUN�&LW\��

(2(�0�)�'�9

http://www.psychiatrictimes.com
mailto:jspangler2@pennstatehealth.psu.edu
mailto:Stewart.Sampsel@pennmedicine.upenn.edu
https://jobs.etsu.edu
mailto:lovedayc@etsu.edu
mailto:kim.sayers@dbhds.virginia.gov
http://www.swvmhi.dbhds.virginia.gov
http://www.smythcounty.org
http://www.abingdon-va.gov
http://www.dhs.wisconsin.gov/
http://www.wisc.jobs
http://www.pagny.org
https://www.pennmedicine.org/#
mailto:Velezc@pagny.org
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