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The Movie on Your Patient’s Mind
» Harvey R. Greenberg, MD

I 
thought I’d pondered every possible 

psychological aspect of cinema, 

when it occurred to me that I’ve never 

addressed how to treat a patient’s men-

tioning a movie. Hence the following.

Context would obviously dictate 

your response. Most patients refer to 

a movie in passing (eg, during a short 

medication check appointment). Re-

plying with a companionable mur-

mur usually suffices. However, al-

ways be vigilant when clients 

mention a film during psychotherapy, 

no matter how briefly, especially a 

specific scene, shot, or quote, even a 

musical theme. Here, deeper delv-

ing—free and directed associations, 

etc—may yield useful, even pro-

foundly healing insights.

A flat disclaimer that you’ve al-

ready seen a film can be as off-put-

ting and dismissive as stating you’ve 

already heard a joke. You aren’t per-

forming brain surgery, but primum 

non nocere still pertains—especially 

with new, sensitive patients.

Protect your therapeutic alliance 

by refraining from criticizing or 

praising a film, lest you unintention-

ally give offense. Even when I know 

a patient well, I don’t share my opin-

ion unless it might be helpful.
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PORTRAIT OF A PSYCHIATRIST

A Relay Handoff
From Self-Portrait to Psychiatric 
Malpractice Grand Rounds

H. Steven Moffic, MD | Series Chair

As physicians, the risk of being sued is one of 

our greatest concerns. If we are sued, wheth-

er we are legally responsible or not, it is often 

a major stressor for our self-esteem, sense of 

competence, and projections of future 

well-being. Because of that stress and possi-

ble shame, let alone the advice of attorneys to 

stay quiet, there is usually a reluctance to 

publicly share one’s experience with litigation.

We are indebted to Dr Betwee for self-dis-

closing his excruciating experience in “A 

Malpractice Marathon” in which he tells us 

about a lawsuit that dragged on for years. 

This self-portrait proved to be of such interest 

that Psychiatric Times, with the help and legal 

expertise of Editor in Chief Emeritus, James 

Knoll IV, MD, has decided to launch an entire-

ly new spinoff series, Psychiatric Malpractice 

Grand Rounds. Dr Betwee’s courageous 

piece will thereby provide even more benefits. 

This surely fulfills one of our secondary ethi-

cal priorities, after the primary one of the 

needs of patients, which is to be of help to 

our colleagues. ❒

» Jon Betwee, MD

I 
had been on the staff of our small community 

hospital for 15 years and was tired. Staff mem-

bership meant being on call every few days, 

which entailed being responsible for all emer-

gency department (ED) admissions and all consul-

tation requests for a 24-hour period. It also meant 

numerous department and hospital staff meetings 

and serving on committees. If I had been a surgeon 

and needed the facilities it might have been accept-

able, but it was a high price to pay for admitting 

only two or three of my established patients per 

year. I had considered resigning for several years 

but had a contractual agreement with an HMO.
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John J. Miller, MD | Editor in Chief

I 
am excited and appreciative to be-

gin my new role as Editor in Chief 

of Psychiatric Times. First, I 

would like to thank the Psychiatric 

Times editorial staff, including Ex-

ecutive Editor Natalie Timoshin, 

Editor Heidi Anne Duerr, MPH, and 

Digital Managing Editor Laurie 

Martin, for inviting me to this posi-

tion, and believing in my ability to 

serve in this role. Also, I would like 

to thank Allan Tasman, MD, and 

Michelle Riba, MD for their time, 

efforts, and thoughtfulness during 

their tenure as Editor in Chief and 

Deputy Editor during the past 4 

years.

Since its inception in January 

1985, when it was founded by John 

L. Schwartz, MD, Psychiatric 

Times quickly became the favorite 

and most-read psychiatric publica-

tion for the front-line clinician. Due 

to the wise and insightful guidance 

and stewardship of its first three 

Editors in Chief, John L. Schwartz, 

MD, Ronald W. Pies, MD, and 

James L. Knoll IV, MD, it has con-

tinued to be a monthly refreshing 

source of clinically relevant psychi-

atric information that remains time-

ly, and at the same time enjoyable 

and accessible. As I become the 

fifth Editor in Chief in 34 years, I 

realize I have very big shoes to fill. 

I am up for the challenge. However, 

I encourage feedback and input 

from the editorial board as well as 

readers to assist us in the continu-

ing growth of Psychiatric Times.

I find it cliché to say that we live 

in exciting times of new discovery 

that will transform our practice of 

psychiatry—as this can be said of 

any time in the past. Science is re-

plete with statements of accom-

plishment and mastery, only to be 

upended as new discoveries force us 

to rewrite the old textbooks. The 

first version of the Periodic Table of 

the Elements was attributed in 1869 

to Dimitri Mendeleev, which 

seemed to provide the explanation 

of physical reality. Although a ma-

jor scientific accomplishment, sci-

ence at that time was unaware of the 

existence of electrons and neutrons.

One of the foundations of mod-

ern physics is the electromagnetic 

spectrum of radiation. Before 1800, 

we were only aware of visible 

light—that small part of the spec-

trum you can see when light passes 

through a prism—ranging in color 

from red to purple. It was only in 

1800 and 1801 that the spectrum 

was found to be broader, to include 

the infrared and ultraviolet. Finally, 

in 1895 the German physicist Wil-

helm Röntgen “stumbled on X-rays 

while experimenting with Lenard 

tubes and Crookes tubes.” Subse-

quently, the entire electromagnetic 

spectrum was established, which 

ranges from gamma rays to radio 

waves. At the time of each of those 

monumental discoveries, scientists 

believed that they had finally figured 

out the nature of reality.

More pertinent to the present 

time is the continuing unravelling 

of the relationship between genes 

and disease. In 1953 James Watson 

and Francis Crick proposed that the 

structure of DNA was a double-he-

lix, and a few years later correctly 

predicted the information flow from 

DNA to RNA to proteins. Biolo-

gists and chemists celebrated this 

(CONTINUED ON PAGE 24)
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On the afternoon of June 1, “Mr 

S” was brought to the ED. A divorced 

man in his forties previously un-

known to me, he had had earlier ad-

missions, including at least one to the 

state hospital. Unfortunately, he had 

never pursued the necessary interim 

treatment. Aware that he was becom-

ing ill, he went to his sister’s house 

where his behavior became erratic 

and violent, ending in his breaking a 

window. He was taken to the hospital 

by ambulance.

In the ED, he was combative, re-

quiring physical restraint and repeated 

injections of haloperidol. After he was 

admitted to the psychiatric ward, I was 

called as the attending physician.

He was quite sedated and unable 

to converse coherently when I saw 

him the next day. Laboratory results 

taken on admission showed a high 

creatine kinase (CK) level but were 

otherwise unremarkable. He also in-

termittently exhibited muscular stiff-

ness and mutism. His physical exam-

ination revealed a loud, strange sound 

in his chest that I could not identify, 

and I requested an internal medicine 

consultation.

Mr S was transferred to a medical 

ward. After a neurology consultation 

the next day, he was returned to psy-

chiatry on the assumption that he was 

experiencing extrapyramidal symp-

toms. The consultant also mentioned 

that the clinical picture was “some-

what suggestive of neuroleptic malig-

nant syndrome” (NMS). A then-re-

cent journal had devoted an entire 

issue to NMS with a cover drawing of 

a patient in flames, encased in wood. 

Certainly dramatic but nothing like 

Mr S, who didn’t have severe muscle 

rigidity or a temperature higher than 

101.

The high CK level was not fully 

explained, but he had struggled 

against the restraints in the ED and 

had received several intramuscular 

injections, which could account for 

this. He had also cut his hand while 

breaking the window. Blood levels 

were measured daily and fell to a nor-

mal range over several days. Medica-

tions were initially withheld to allow 

him to be more engaging and able to 

respond during the interview.

My partner was taking over next 

month, and I would be leaving. This 

looked like my last big case, and I 

was determined to do this properly, 

without the usual time pressures. I 

obtained as many medical records as 

possible, interviewed family mem-

bers, and spent time every day—

sometimes twice daily—speaking 

with Mr S as he became less sedated 

from the medication administered in 

the ED. With the information ob-

tained, his diagnosis appeared to be 

psychotic mania.

Unfortunately, without antipsy-

chotic medication, Mr S became in-

creasingly delusional, fearful, and 

uncooperative. A series of medica-

tions was tried over the initial 2 weeks 

but were either poorly tolerated or in-

effective. On the third hospital day, he 

expressed the belief that he was pos-

sessed by the devil and was being vis-

ited by his dead grandfather. On day 4 

he said he felt fine and wanted to go 

home but then wondered aloud if he 

was alive. On day 8 he loudly an-

nounced that he was the “Second 

Coming” and made numerous calls to 

the police on the patient phone. He se-

questered himself in the bathroom and 

had to be physically extracted when 

he refused to come out.

Hearing airplanes in the glide path 

to the airport near the hospital, he 

thought the sound heralded the end of 

the world. He was found alone in his 

room at one point with his arms out-

stretched against the wall in the form 

of a cross, whispering, “Jesus.” At 2 

am on the 9th day, the patient was in 

the shower screaming, “F** the dev-

il,” refused to come out, and was 

physically removed and placed in a 

seclusion room.

After 2 difficult weeks, Mr S be-

gan to improve with chlorpromazine 

without significant adverse effects. 

When seen on the 15th day, he was 

calmer, less suspicious, and more ac-

cessible. On the 16th day, as I sat at 

my office desk doing administrative 

work, I received a phone call from 

the ward reporting that Mr S had 

been found dead in his bed an hour 

after he was last checked. My initial 

reaction was disbelief and shock, and 

I thought they were speaking about 

another patient or to the wrong doc-

tor.

His sister, the head of the family, 

was the office manager of a surgical 

colleague. As soon as the office 

opened, I went to inform her, not 

wanting some impersonal clerk to 

deliver the news. I later met with Mr 

S’s brothers, but it was difficult to ex-

plain that I had no idea why he had 

died—this, they could not accept.

Life went back to normal and I left 

the hospital, as planned, shortly 

thereafter. Eighteen months later, a 

lawsuit was filed. I learned of it on 

the radio driving home from work 

and was soon contacted by the news-

paper for which I had no comment. 

The contention was that the death 

had been caused by NMS. This made 

no sense as patients with NMS do not 

die quietly in their sleep; they die in 

extremis in the ICU. I was assigned 

an attorney by my insurance carrier, 

and we went to work.

The next step was the medical 

claim conciliation panel, a procedure 

designed to discourage spurious mal-

practice suits consisting of an attorney 

and two physicians in a kind of casual 

trial-like atmosphere to determine if 

there was merit to the suit. Their con-

clusion was that there was not—but 

this was advisory only, not binding on 

either side and could not be mentioned 

in subsequent proceedings.

This did not deter the plaintiff and 

a trial date was set. The plaintiff’s at-

torney was a young, “cocky” person-

al injury lawyer who was eager for 

his first big win in what he would 

term at trial, “a death case.” Then 

came interrogatories, written ques-

tions from the plaintiff’s attorney re-

questing answers to a wide variety of 

questions and very time consuming, 

one of which was to list every book in 

my professional library, which cov-

ered an entire wall of my office. For-

tunately, my lawyer replied that we 

would not respond to that.

It was then time for my deposi-

tion, based partly on earlier interrog-

atories. The plaintiff’s attorney was 

eager, inexperienced, and animated, 

and the deposition was, at best, disor-

ganized and took the better part of the 

day. There seemed to be no clear 

structure or goal, just a series of ran-

dom questions, many of which 

demonstrated a lack of knowledge on 

the subject. I was exhausted.

Four years later, the trial was held. 

Malpractice cases are not easy to win 

and depend heavily on expert testimo-

ny. Physicians are at something of an 

advantage in that they know who the 

real experts are, even if they are not 

full-time forensic practitioners, while 

inexperienced plaintiff’s attorneys do 

not. It could not have been truer in my 

case. I was able to find and hire an ac-

ademic psychiatrist engaged in NMS 

research who had written the only 

book on the subject. His opinion was 

that Mr S indeed had early NMS but 

that it had quickly dissipated and it 

certainly had not caused his death. 

NMS typically leaves no identifying 

evidence at autopsy. As in any field, 

experienced experts can identify early, 

partial signs of problems undetected 

by the inexperienced and, given the 

moment in history, I doubt one in a 

hundred competent psychiatrists 

would have been able to make the di-

agnosis at the time.

The trial took just over 3 weeks, 

punctuated by the judge’s need to 

take a week off for personal matters. 

Late in the trial, we were required to 

attend a settlement conference with a 

very pleasant, retired judge but with-

out the plaintiffs, who had generous-

ly offered to accept the $2 million 

limits of my malpractice insurance. 

The judge urged us to do so. We de-

clined.

Deliberation took several days, 

marked by numerous additional 

questions by the jurors before a deci-

sion in my favor. I bought my attor-

neys some expensive wine and went 

home. Life returned to normal.

Unbeknownst to me, the plaintiffs 

were dissatisfied with the verdict and 

had appealed the case. Thirteen items 

were submitted, one was upheld, 

“failure to provide informed con-

sent.” Instructions as to how to do 

this with a disorganized, delusional 

person were not included.

A new deposition was based 

largely on the extensive list of inter-

rogatories I had answered 13 years 

earlier but had not reviewed since. 

Running through the list, the plain-

tiff’s attorney had certainly climbed 

the learning curve, but there seemed 

to be nothing new until the question 

of how informed consent had been 

determined. Thirteen years ago, I had 

answered the question: “Absent re-

fusal, consent is assumed.” It literally 

took my breath away, and I had to 

call for a recess.

Seven years to the month after the 

first, the second trial began. I had a 

new lawyer because the first lawyer 

had retired; and they had a new ex-

pert. The nature of the complaint at 

issue meant that the entire case would 

need to be re-tried. The new expert 

was an academic forensic psychia-

trist who had never seen a case of 

NMS but whose expertise lay in the 

area of informed consent.

This trial, also lasted just over 3 

weeks, but the jury took less than an 

hour to decide in my favor. Later, 

several jurors reported that they 

would have announced the verdict 

sooner but had not wanted to appear 

cavalier. On this occasion there was a 

nice, relaxed dinner with my wife 

and attorneys. There would be no fur-

ther appeals. 

Dr Betwee is a retired psychiatrist. ❒

Malpractice Marathon
Continued from cover
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Duty of Care and 
Informed Consent
» James L. Knoll IV, MD

M
edical malpractice, a form of 

professional negligence, re-

mains a heavily criticized 

legal solution for ensuring patient 

autonomy and competent health 

care. From caps on damages, to al-

ternative dispute resolution, to so-

called “communication and resolu-

tion programs,” the main concerns 

have included: unfairly exposing 

physicians to hindsight bias, stifling 

medical progress, and encouraging 

“defensive medicine.” Psychia-

trists’ concerns about medical mal-

practice claims can affect the way in 

which they deliver care. When a 

psychiatrist is the target of a mal-

practice claim, the stress involved 

may produce intense feelings of 

shame, anxiety, and depression. Al-

though only 2.6% of psychiatrists 

face a malpractice claim each year 

(the lowest among medical special-

ties), about 16% will be sued for 

malpractice at some point in their 

careers.1,2

With the series Psychiatric Mal-

practice Grand Rounds, our objec-

tive is to provide constructive, edu-

cative, and pragmatic pieces on the 

subject of psychiatric malpractice. 

Readers should feel free to submit 

their cases and/or questions with the 

expectation of collegial and respect-

ful responses. Those who submit 

are welcome to use their own name 

or submit with a request of confi-

dentiality. Our goals are to reduce 

stress by offering psychiatrists 

knowledge about a typically unfa-

miliar subject, and exploring the 

limits of psychiatric standards and 

certainty. Our responses cannot be 

considered legal advice or a com-

plete analysis of any case. Rather, 

we hope to choose cases that pres-

ent common themes seen in psychi-

atric malpractice cases that allow 

for optimal learning.

Duty of care
In his Portrait of a Psychiatrist 

piece, Dr Jon Betwee graciously 

allows us to learn from his lamen-

table experience of back-to-back 

malpractice cases, which initially 

raised the specter of neuroleptic 

malignant syndrome (NMS). 

In a medical malpractice case, 

to prevail a plaintiff must prove by 

a preponderance of evidence the 

four “Ds”: Duty of care to the pa-

tient, but Deviated from the stand-

ard of care—which Directly caused 

the patient’s Damages. Thus, even 

if we assume that NMS “caused” 

the patient’s death, the plaintiff 

would still need to prove that this 

directly resulted from Dr Betwee’s 

deviation from acceptable stand-

ards of care. Based on the author’s 

description, it appears that evi-

dence was insufficient to prove that 

NMS played a causal role in the 

patient’s death.

Neuroleptic malignant syndrome
NMS is typically characterized by 

the tetrad of fever, mental status 

change, rigidity, and dysautonomia. 

Ever a fan of medical mnemonics, I 

like to remember the acronym 

“RAD” for NMS symptoms:

�  Rigidity: “lead-pipe” rigidity or 

cogwheel rigidity

�  Autonomic instability: 

tachycardia, labile or high blood 

pressure, fever (typically higher 

than 100.4°F [38.0°C], although 

fever may be delayed or 

sometimes absent)

�  Delirium: reduced or fluctuating 

level of consciousness

It is important to keep in mind 

that the presentation of NMS can 

vary substantially. The incidence of 

NMS is approximately 3% or less 

among patients taking antipsychot-

ic medications.3 Mortality due to 

NMS is usually a result of the auto-

nomic instability and related co-

morbid medical problems. The 

mortality rate is about 5% to 20%. 

This represents a substantial de-

crease from early NMS reports in 

the 1960s when the rate was as high 

as 76%.4 It seems likely that greater 

awareness, earlier identification, 

and more aggressive treatment are 

responsible for reduced mortality 

rates.

Symptoms of NMS may occur 

after a single dose of antipsychotic 

or after many years of treatment. 

Most research suggests a recent or 

rapid dose escalation, or an abrupt 

switch from one medication to an-

other, can increase the risk of NMS.5 

Other risk factors associated with 

NMS are acute catatonia, extreme 

agitation, use of lithium plus an an-

tipsychotic, higher potency antipsy-
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chotics, depot antipsychotics, and 

dehydration.

Successful treatment of NMS re-

quires identifying and stopping the 

causative agent and implementing 

supportive care (eg, rehydration, 

ICU level care if necessary). In se-

vere cases, the use of dantrolene, 

bromocriptine, or amantadine may 

be warranted. It is also reasonable to 

treat NMS emergently with a benzo-

diazepine along with dantrolene or 

bromocriptine.6 ECT is also a rea-

sonable treatment consideration, yet 

prospective, randomized controlled 

studies are lacking. While most epi-

sodes of NMS resolve within 2 

weeks, negative prognostic risk fac-

tors can include depot antipsychotic 

use and underlying structural brain 

disease. Nevertheless, most patients 

recover without sequelae if there has 

been an absence of significant hy-

poxia or hyperthermia for extended 

periods.

Analysis
Returning to Dr Betwee’s case, it is a 

fact that the vast majority of malprac-

tice cases settle or resolve before a 

trial, and the deposition of the de-

fendant doctor can play a key role in 

the outcome. Dr Betwee raises two 

points regarding malpractice deposi-

tions I would like to address. First, he 

notes that plaintiff’s attorney seemed 

eager, inexperienced, and animated, 

and the deposition was, at best, disor-

ganized and took the better part of the 

day.” This may indeed be the case; 

however, I would humbly offer that 

my psychiatric colleagues not be too 

quick in dismissing similar circum-

stances. Skilled attorneys have differ-

ent styles and strategies. The clue-

less, eager presentation may merely 

disguise a well-planned strategy to 

lower the defendant’s guard, thereby 

encouraging him or her to offer up 

more information than was request-

ed. A seemingly random or unstruc-

tured approach to questioning may 

conceal a similar effort to intention-

ally keep the defendant psychiatrist 

off balance and confused. Good 

preparation and productive meetings 

with one’s defense attorney will go a 

long way toward defeating these 

strategies.

Furthermore, Dr Betwee notes 

that the plaintiff’s attorney requested, 

among other things, a list of every 

book in his professional library. His 

defense attorney declined, likely ar-

guing this was too expansive a re-

quest. Such “fishing” strategies serve 

to remind that, in general, defendant 

psychiatrists should decline to be de-

posed in their own offices. The prob-

lem here is that every book, picture, 

plaque, and so on is fair game for 

plaintiff’s attorney to begin asking 

questions about. Instead, the defend-

ant psychiatrist should seek to have 

the deposition somewhere else, such 

as an attorney’s conference room, a 

hotel conference room, or some other 

neutral venue.

Informed consent
Dr Betwee’s second suit focused on 

the important issue of informed con-

sent. Breach of informed consent 

may be actionable as battery or as 

malpractice.

The legal development of in-

formed consent has stressed the func-

tionalist model of competence, which 

holds that the individual’s capacity is 

determined by demonstrable abilities 

as opposed to diagnoses or psychiat-

ric labels. In obtaining authentic in-

formed consent from patients, it is 

important to assess whether they pos-

sess the following : the ability to un-

derstand information relevant to the 

decision; the ability to appreciate the 

situation and its consequences; the 

ability to apply the relevant informa-

tion rationally; the ability to commu-

nicate a stable, voluntary choice.

Guidelines have been developed 

for assessing a patient’s competence 

to make treatment decisions, al-

though currently, use of such tools in 

most clinical practice would exceed 

the standard of care. The MacArthur 

Competence Assessment Tool (Mac-

CAT-T) is one of the most recognized 

guidelines and contains standard 

questions that focus on the four main 

areas of treatment capacity.7 The pre-

scribing clinician should first strive 

to approach a patient’s medication 

refusal as a clinical problem. Many 

incidents of treatment refusal are not 

due to a lack of treatment capacity, 

but rather to a host of other clinical 

factors such as poor therapeutic alli-

ance, inadequate time spent with the 

patient, objection to specific medica-

tion adverse effects, previous bad ex-

periences with treatment, and fear of 

the stigma of receiving psychiatric 

treatment.

Dr Betwee faced a perplexing 

challenge—how to obtain informed 

consent “with a disorganized, delu-

sional person”? Depending upon the 

severity and nature of the symptoms, 

it may be more helpful to reframe the 

question as how can one ascertain, 

via evaluation, whether the patient’s 

symptoms preclude him or her from 

demonstrating competence to make 

treatment decisions? Although Dr 

Betwee assumed consent because 

“absent refusal, consent is assumed,” 

there was enough supporting evi-

dence to allow the jurors to find in Dr 

Betwee’s favor. In general, however, 

the mere absence of a patient’s refus-

al on its own, does not allow the psy-

chiatrist to conclude “consent is as-

sumed.”

Legal perspective
It is important to distinguish between 

assent to treatment and informed 

consent. Assent merely means will-

ingness to accept treatment—the pa-

tient may or may not have the capac-

ity to make a decision about the type 

of treatment. In other words, the pa-

tient acquiesces to treatment without 

having true legal capacity. In con-

trast, informed consent means that 

the patient has legal capacity to make 

a decision about treatment. The US 

Supreme Court addressed the issue 

of consent versus assent in Zinermon 

v Burch when it held that a psychiat-

ric patient’s constitutional rights 

were violated when he was allowed 

to sign into the hospital voluntarily—

yet was incompetent to give informed 

consent to do so.8

Some further details about Ziner-

mon v Burch may be enlightening. 

Darrell Burch was found by police 

wandering along a Florida highway 

in bad shape. He was taken to a men-

tal health facility where he was found 

to be bloodied, bruised, hallucinat-

ing, confused, and believed he was 

“in heaven.” Burch was asked to sign 

forms giving his consent to admis-

sion and treatment, which he did. He 

remained at the facility 3 days, and 

received a diagnosis of paranoid 

schizophrenia and was treated with 

antipsychotic medication.

It was later determined that Burch 

needed continued hospitalization, 

and he was referred to Florida State 

Hospital (FSH). Upon referral, he 

signed forms requesting voluntary 

admission. Once at FSH, under Dr 

Zinermon’s care, Burch signed addi-

tional forms for voluntary admission 

and treatment. The forms contained 

the proviso that his voluntary admis-

sion would be “in accordance with 

the provisions of expressed and in-

formed consent.”

At FSH Burch was confused, una-

ble to state the reason for his hospi-

talization and still believed that he 

was “in heaven.” Subsequent records 

describe Burch as extremely psy-

chotic, paranoid, and hallucinating. 

After 5 months of treatment, his 

symptoms improved. However, there 

was never a hearing regarding his 

hospitalization and treatment.

After his release, he complained 

that he had been admitted inappropri-

ately and did not remember signing 

voluntary admission forms. Burch 

filed a civil rights suit alleging that he 

was incompetent to give informed 

consent, and the failure to initiate 

Florida’s involuntary commitment 

procedure denied him constitutional-

ly guaranteed procedural safeguards. 

Ultimately, the Supreme Court held 

that it was foreseeable that persons 

requesting treatment might be inca-

pable of informed consent, and only 

hospital staff are in a position to en-

sure that proper procedures and safe-

guards are afforded to those unable to 

give consent.

In a scholarly critique of Ziner-

mon, Winick9 believes the decision 

was correct; however, the opinion 

contains broad dicta that, if followed 

stringently, could undermine the 

therapeutic advantages of voluntary 

admission and convert the voluntary 

admission process into a form of in-

voluntary commitment. Winick ar-

gues that the need for a hearing 

should be limited to facts similar to 

Zinermon—a grossly incompetent 

patient seeking admission. That is to 

say, the mere fact that an individual 

seeking voluntary admission is men-

tally ill and in need of hospitalization 

should not rebut the presumption of 

competence. Research on decision- 

making capacity has suggested that 

many individuals hospitalized with 

mental illness do possess compe-

tence.10,11

Dr Knoll is Director of Forensic 

Psychiatry and Professor of Psychiatry, 

SUNY Upstate Medical University, 

Syracuse, NY.
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The Complexities Behind the Act of Suicide
» Andrew Campbell-Watt

I 
am a 78-year-old retiree, living in 

Australia. I notice that there have 

recently been a few articles about 

the contentious subject of suicide in 

Psychiatric Times. My first wife 

died from suicide about 40 years 

ago, and my second wife died 3 

years ago after a short illness.

Some people do commit suicide, 

and this has surely happened since 

humans first walked the earth. This 

is not a treatise on the causes or 

possible reasons for suicide, but the 

complexities behind the act have 

puzzled me for many years. In par-

ticular our seeming abhorrence and 

our obvious dismay, regret, and 

great sadness that anyone should 

even contemplate the need to end 

their life, by whatever means has 

taxed my understanding and the 

meaning of my life.

What follows below is my con-

sidered opinion.

I ask the question—why is sui-

cide considered such a bad thing? 

Now I am not advocating that any-

one should commit suicide. I am 

just trying to pick apart the emo-

tional clutter that accompanies this 

very personal and private act. The 

only answers I get are that it is a 

waste of a (usually) young person’s 

life; that they were loved; that they 

had unlimited potential, now never 

to be realized; that they had a future 

to live for . . . etc, etc.

This is partially correct but is not 

a real answer. The person con-

cerned—the person now de-

ceased—obviously had a different 

view of life. I am not discussing his 

or her view—I have no idea what 

that was. I am discussing our 

view—that of the outsider—the 

ones left behind.

Why are we “outsiders” (I delib-

erately use this word because we 

are “outside” that person’s inner 

world) affronted because someone 

considers living—in their current 

situation—to be so bad, so threat-

ening, so limiting as to be not 

worthwhile continuing? Are we 

discomforted because this rejec-

tion, this dismissal of all we have 

striven for (in “our” world), may 

reflect poorly on us, those left be-

hind, regarding the way we have 

organized the world? Are we dis-

turbed by the confronting prospect 

of having to admit that we make 

mistakes and that the way in which 

the economy, our legal, welfare, 

and education systems are set up 

may actually cause distress, that we 

are not always fair or just in our 

dealings? Do we feel guilty that we 

have developed a financial system 

that promotes the massive imbal-

ance between the very wealthy and 

the very poor and the disadvan-

taged?

We have to recognize that we are 

all, all, party to the ills of the world. 

We created them. If we look with 

even a modicum of insight, we 

should see in ourselves the cause of 

these short-comings and see our-

selves reflected in the eyes of the 

distressed. And we should be dis-

mayed.

Is this why we consider suicide a 

“bad thing” and are so shocked 

when it occurs?

It is needful to remember that 

we, each one of us, have our own 

experiences of life. These are our 

own. No one can see the world 

through our eyes with the same im-

agery and emotional response. No 

one can see the world through our 

eyes with our life experiences and 

our interpretations of those experi-

ences—these are our own.

So, I ask the question again—

why is suicide considered such a 

bad thing? Obviously for the person 

concerned the prospect of death is 

more alluring than continuing liv-

ing as currently experienced. What 

is “wrong” with that? It is their 

choice.

Then, for some to say that only 

God can decide when or where a per-

son dies is surely a gross over as-

sumption—how do they know? What 

special insight do they possess? Is it 

not possible, because (I assume) God 

gave us free will that God may have 

already decided to allow a person 

who wants to die, to die?

Furthermore, to declare (as 

some authority figures do) that 

most people who commit suicide 

suffer from a mental “illness” or 

disorder is surely wrong. It is also 

highly presumptuous on the part of 

the person making such a declara-

tion—how do they ACTUALLY 

know! This is categorizing a per-

son, who now has no recourse or 

ability to refute the presumption. 

This is putting a label on someone. 

And what about those “outsiders” 

left behind to live with the event—

the family and friends?

Are they to be made to suffer 

further pain with the stigma provid-

ed by so called experts who provide 

the “knowledge” that their son, 

daughter, friend, brother, sister 

“must have been mentally de-

ranged” to have committed such an 

act. This implies that no “normal” 

person would ever do such a thing! 

What about self-sacrifice when 

there is loss of life? Isn’t this an act 

of suicide? But if it saves the life of 

others it is considered “noble”! 

(“There is no greater love than this, 

that a man should lay down his life 

for his friends,” English King 

James Bible: John 15:13).

Research on completed suicides 

is notoriously difficult. It is always 

referring to an historic act—some-

thing that has already happened. 

Police, the coroner’s, autopsy, psy-

chiatric and psychological, and 

counselling reports are analyzed 

and carefully combed through to 

try and establish some reason or 

motive for the suicide. This is 

fraught as it is impossible to know 

what was actually going through a 

person’s mind at the precise mo-

ment they took their own life. At 

that moment they made a choice. 

Why? We can never know.

Shall we now look at what sui-

cide actually is? Someone taking 

his or her own life—right? It seems 

that the “act” is only considered 

suicide if it results in the quick 

death of the person concerned. But 

what about those who commit sui-

cide in the “long term”? Those 

who drink or drug themselves to 

death over a number of years, what 

about them? They may suffer from 

abuse, or from unbearable pres-

sures associated with their domes-

tic arrangements or at work. They 

may determine that the easiest and 

most “socially acceptable” way of 

easing this pressure or pain, is to 

get drunk or to get “stoned” on a 

regular basis. It may take some 

time but in possibly 5 or 10 years 

they will be dead. The emotional 

(and economic) “cost” of this 

(“long-term suicide”) far exceeds 

that of any number of “quick” sui-

cides.

To get back to the “mental 

illness or disorder” accusation. 

Disordered from what? What are 

these people supposed to be disor-

dered from? From “normal”? As 

far as I can discover, there is no ac-

cepted definition of “normal.” Pos-

sibly those considered “disor-

dered” react to life’s trials and 

tribulations differently from those 

around them. Are they wrong? Or 

are we “outsiders” just being intol-

erant and lacking in understanding 

or compassion? Maybe these peo-

ple are just eccentric—God knows 

there are enough odd-ball people in 

the community! Some behavior 

may be considered maladaptive or 

possibly antisocial by “outsiders” 

but not by the people concerned—

otherwise they wouldn’t act the 

way they do!
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» Burns Woodward, MD

S
torms, floods, and fires caused 

by human-generated global 

warming correlate with elevat-

ed rates of anxiety, depression, and 

suicide.1 In the longer term, stress- 

and loss-related psychiatric disorders 

result from climate-related physical 

illness, economic disruption, migra-

tion, and violence. Limited coping 

skills and reduced socioeconomic 

resources make psychiatric patients 

especially vulnerable to these effects. 

In day-to-day practice, however, it 

can be difficult to connect these 

large-scale events with the treatment 

of individual patients. Identifying pa-

tients at risk for the psychiatric ef-

fects of climate disruption provides 

guidance to clinicians as they address 

these issues in treatment.

Differences in exposure and coping
The impact of climate disruption on a 

patient’s treatment is determined by 

the individual’s exposure to cli-

mate-related problems, psychiatric 

symptoms, resources, coping skills, 

and readiness to address the risks he 

or she faces.

Patients who experience distress-

ing or disabling anxiety, depressive 

rumination, or delusions about cli-

mate disruption have diagnosable 

psychiatric disorders. Such patients 

need treatment with psychotherapy 

and/or medication. But some patients 

with such symptoms also face actual 

dangers, and treatment is likely to be 

more effective when the risks they 

face are considered. Cognitive thera-

py can distinguish realistic dangers 

from the catastrophic thinking asso-

ciated with pathological anxiety and 

depression. Behavioral interventions 

to curb internet searches, calls to 

public officials, and hounding of 

family members about energy usage 

can limit symptom aggravation.

Symptom management alone, 

however, can be maladaptive when 

there is actual danger. A patient with 

obsessive-compulsive disorder may 

need to limit exposure to climate-

related news and manage his anxiety 

about CO2 emissions enough to keep 

his home warm. But acknowledging 

his children’s vulnerability to wild-

fire-associated respiratory illness 

might motivate him to participate in 

an advocacy group where social 

feedback could channel his anxieties 

toward meaningful steps to reduce 

his family’s risk.

Patients who have experienced 

heat waves, wildfires, floods, or other 

climate-related emergencies may, as 

the first priority, need guidance about 

dangers they continue to face. The US 

Centers for Disease Control and Pre-

vention (CDC) provides information 

about reducing harm from heat, 

smoke, and water pollution.2-4 Patients 

with severe and persistent psychiatric 

illness are especially vulnerable to 

these risks because of poor self-care, 

medical conditions, and medication.

After such disasters, psychiatrists 

are also likely to see patients suffer-

ing from trauma-related disorders 

and depression as well as exacerba-

tions of pre-existing mental and ad-

dictive disorders. After the acute 

trauma is addressed, clarifying the 

connection between the patient’s 

symptoms and weather-related 

events can lay the groundwork for 

anticipating and preparing for the 

next emergency. Moving from view-

ing the disaster as an unpredictable 

act of God, for example, to an expect-

ed consequence of global warming 

may free the patient to plan for future 

disruptions of access to food, water, 

medication, and treatment, as well as 

the possible need to evacuate. This 

can be a step on the path from help-

less vulnerability to self-efficacy.

Those living or working in areas 

at risk for climate-related disasters 

also benefit from emergency plan-

ning, but clinicians may first need to 

address their patients’ apathy. This 

appears in many forms—outright de-

nial of risk, belief one is invulnera-

ble, projection of responsibility onto 

government officials or corporations, 

exaggerating the efficacy of amelio-

rative measures, “traditionalist” re-

fusal to change, focusing on immedi-

ate problems, or fatalistic passivity.5 

When these resistances are ad-

dressed, patients will be more able to 

face the tragedy of their situations.

No region is free from risk—resi-

dents of non-coastal New England, 

for example, may feel complacent in 

their low vulnerability to wildfires 

and storm surges but ignore dangers 

from heat waves, inland flooding, 

and vector-borne diseases.6 Patients 

may be open to discussing these risks 

during periods of severe local weath-

er or news of climate-related events 

elsewhere.

Warning about danger, however, 

can be counterproductive when it 

elicits defensiveness, guilt, or anger.5

In the words of the climate scientist 

Susanne Moser:

People need a minimum 

amount of information, a 

realistic assessment of the 

threat or diagnosis, a sense of 

personal control over their 

circumstances, a clear goal, a 

clear understanding of the 

strategies to reach that goal 

(including the possible 

setbacks along the way), a 

sense of support, and frequent 

feedback that allows them to 

see that they are moving in the 

right direction.5p73

This is clearly more than can be ac-

complished in a single interview; cli-

nicians may need to view their work 

as a series of steps to help patients 

change. Motivational interviewing 

techniques—open-ended questions, 

reflective listening, summarizing 

statements, and supportive com-

ments—facilitate collaborative evalu-

ation of risk and planning for safety.

Some patients experience deeper 

anxieties related to loss of an expect-

ed future for themselves, their proge-

ny, or the human species. Others 

grieve for familiar natural environ-

ments or for nature in its sense of an 

ultimate home.7 Especially vulnera-

ble are those who have devoted per-

sonal or career resources to fighting 

climate change. Such “climate activ-

ists” may become despondent with 

news of further climate degradation 

or political events that threaten the 

environment. While some such pa-

tients are depressed, others are better 

characterized as suffering from a 

form of existential despair. A related 

issue is psychic numbing. This dif-

fers from the apathy associated with 

failure to understand climate disrup-

tion. Numbing occurs when the indi-

vidual perceives the threat but feels 

powerless and gives up.

Climate Disruption and 
the Psychiatric Patient

EXCLUSIVE CLIMATE CHANGE COVERAGE
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While symptoms of climate-relat-

ed despair overlap with those of de-

pression, the distinction is worth 

making, since treatment may differ. 

DSM-5 provides some guidance in a 

footnote about the differences be-

tween grief and depression.8p126 Ex-

trapolating from this to climate-relat-

ed dysphoria generates several 

distinguishing features, which are 

summarized in the Table.

Affect in climate-related despair 

comprises feelings of emptiness, 

loss, and meaninglessness, while 

clinically depressed patients are de-

pressed and anhedonic. Climate-

related despair may be limited in 

scope: patients may still experience 

humor and joy about other subjects. 

Depression, on the other hand, tends 

to be persistent and pervasive. Indi-

viduals suffering from climate-relat-

ed despair are preoccupied with cli-

mate issues and ideas of a diminished 

future, while in depression thoughts 

tend toward guilt and hopelessness 

about one’s own life. Self-critical 

thoughts in climate-related despair 

usually involve failure to achieve cli-

mate-related goals (eg, passing a car-

bon tax bill). Self-esteem is general-

ly preserved in climate-related 

despair, while depressed patients 

experience self-loathing and worth-

lessness.

There is no research to support 

pharmacological treatment of cli-

mate-related despair. When clinical 

depression is present, antidepressants 

are likely to be useful, since they can 

be effective for depression in other 

situations of danger and loss, such as 

palliative care.

We have no treatment manuals or 

clinical trials to guide psychotherapy 

of climate-related despair, but a 

growing body of evidence supports 

meaning-based psychotherapy in 

other tragic situations.9 Such thera-

pies typically combine various tech-

niques, including mindfulness and 

cognitive-behavioral therapy, to help 

patients accept difficult situations 

and unpleasant emotions and to en-

gage in activities that promote their 

personal values. One such approach, 

Transformational Resilience, ad-

dresses the psychosocial effects of 

climate disruption at both individual 

and community levels.10

The challenges for therapists in-

clude hearing, containing, and work-

ing through patients’ despondency 

while monitoring for depression, 

which might require additional treat-

ment. The goal is to convert such de-

spair to what has been called tragic, 

or active, hope—a positive orienta-

tion toward the future despite ongo-

ing recognition of danger and loss.

A key element in such psychother-

apy may be the clinician’s role in 

containing the patient’s dysphoria, 

anxiety, and trauma symptoms dur-

ing the search for a path toward 

meaning and hope. Moving beyond 

grief to behavior that furthers person-

al values is likely to promote healing. 

Some patients may progress from 

acknowledging danger and loss di-

rectly to action without explicit 

grieving, but therapists are wise to 

keep in mind their possible need to 

express unacknowledged dysphoria. 

Some patients may benefit further 

when they go beyond individual en-

ergy conservation and personal risk 

reduction to engage with others—by 

discussing climate issues, participat-

ing in community groups, advocating 

for governmental action, and sup-

porting businesses and organizations 

that take constructive measures.

Clinicians’ reluctance
Psychiatrists may doubt the connec-

tion between climate disruption and 

psychiatric disorders. The evidence 

is increasingly strong, and Hayes and 

colleagues1 have recently published 

an excellent critical review that is 

free on PubMed.

Others may view climate-related 

mental health issues as beyond the 

scope of psychiatric practice. Mak-

ing climate disruption the focus of 

every patient’s treatment would be 

highly inappropriate, but for many 

patients, addressing these issues is 

likely to save lives and improve treat-

ment responses.

Climate disruption is now so polit-

icized that clinicians may fear they 

will be viewed as advocates or offend 

patients. While political campaign-

ing in the psychiatric office is inap-

propriate, effective treatment in-

cludes addressing public issues that 

impact patients’ treatment in clinical 

terms that emerge from patients’ 

needs and goals. We address contro-

versial topics such as gun ownership 

as they relate to patients’ mental 

health, and we can do the same for 

climate-related issues.

Psychiatrists may need to address 

their own fears and despair about cli-

mate disruption. Such emotions can 

lead to avoiding discussion of cli-

mate-related issues or approaching 

the subject in ways that elicit fear or 

guilt. Recognizing that climate dis-

ruption is already occurring, future 

problems are inevitable, and the 

problem is global, psychiatrists may 

believe their own and their patients’ 

efforts are insignificant. In the end, 

however, climate problems will be 

addressed by individual human be-

ings becoming educated and making 

decisions to act within their areas of 

influence—at the individual, com-

munity, corporate, governmental, 

and global levels. Addressing climate 

issues as they affect psychiatric pa-

tients advances global change, one 

patient at a time.

Conclusion
Like other citizens, psychiatrists can 

educate themselves about climate 

problems and reduce their carbon foot-

prints. They can prepare their practices 

for climate-related events by arranging 

secure and accessible storage of re-

cords and making plans for communi-

cation with patients during emergen-

cies. They can advocate for similar 

actions by hospitals, mental health 

agencies, and professional organiza-

tions. They can participate in APA Dis-

trict Branch disaster preparedness 

committees, the APA Caucus on Men-

tal Health and Climate Change, and the 

Climate Psychiatry Alliance.

Discussing relevant aspects of cli-

mate disruption with individual pa-

tients can reduce their exposure to 

harm. In some cases, it will improve 

treatment responses. Addressing the 

paralysis associated with climate-

related despair can increase both cli-

nicians’ and patients’ sense of agen-

cy in dealing with problems they per-

ceive as out of their control. I have a 

mental checklist I review annually 

with each of my patients, which in-

cludes screening for tardive dyskine-

sia, laboratory monitoring for medi-

cation adverse effects, smoking 

status, firearm safety, and contracep-

tion. Climate disruption is now on 

that list.

Dr Woodward is a psychiatrist in private 

practice in Waban, MA.

Dr Woodward reports no conflicts of interest 

concerning the subject matter of this article.
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TABLE.  Distinguishing climate-related despair from 

clinical depression

Climate-related 
despair

Depression

Affect Emptiness and loss Depression and 

anhedonia

Affect responsiveness Responsive to positive 

events

Persistent unhappiness

Positive emotions Present Diminished

Thought content External (climate-

related) problems; 

diminished future for 

self and progeny

Personal guilt and 

failure

Self-esteem Preserved Worthlessness, self-

loathing

Adapted from DSM-5 distinction of grief from depression.
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1Current research indicates 

approximately what percentage 

of people who suffer TBI develop 

chronic pain?

A.  Fewer than 25%

B.  25% to 40%

C.  40% to 60%

D.  More than 60%

2The more severe the TBI, the 

more likely chronic pain will 

result.

A. True           B. False

3No predictive factors have been 

identified for determining which 

people who experience TBI are 

most likely to develop chronic pain.

A. True           B. False

4Headaches are the most 

common type of pain 

experienced by people who suffer 

with TBI. Which types of headache 

are most likely to occur?

A.  Migraine

B.  Tension-type

C.  Mixed headaches with symptoms 

of both migraines and tension-type

D.  Cluster

E.  A,B, and C

F.  All of the above

5After headaches, the most 

common sites of chronic pain 

that develop as the result of TBI 

are:

A.  Neck and back

B.  Shoulders

C.  Upper extremities

D.  Lower extremities

E.  All of the above

F.  A, B, and C

6Regarding recommendations for 

treatment of chronic pain after 

TBI, which of the following is most 

accurate?

A.  The current recommendation for 

headaches is to be treat them as you 

would treat headaches without an 

association with TBI.

B.  As yet, there are no clear 

recommendations for the treatment 

of  non-headache post-TBI pain.

C.  Post-TBI non-headache pain is best 

treated the same as neuropathic 

pain conditions.

D.  A and B

C.  A and C

7Findings indicate that if chronic 

pain related to TBI does not 

resolve after one year, there is 

virtually no chance it will ever 

resolve.

A. True           B. False

8TBI sufferers with PTSD also 

appear to be more likely to have 

chronic pain.

A. True           B. False

9The mechanisms for chronic 

pain following TBI have been 

identified.

A. True           B. False

10Which of the following may 

be possible explanations for 

post-TBI pain?

A.  Disruption in dopamine signaling 

due to injury to the dopaminergic 

centers in the brain

B.  An inflammatory process involving 

the nervous system

C.  Damage to neurons

D.  Alterations in immune function

E.  All of the above

THE QUIZ/Chronic Pain and Traumatic Brain Injuries
» Steven A. King, MD, MS

Dr King is in private practice in 

Philadelphia.
FOR ANSWERS TO THIS QUIZ, PLEASE SEE PAGE 23.

Traumatic brain injuries (TBI) and their resultant effects on cognitive function and mental health have been the focus of a great 

deal of attention recently as a result of increasing recognition of them among the military and athletes, especially football and 

hockey players. However, there has been much less awareness of chronic pain developing as a result of TBI.

Cariprazine May Decrease Substance Abuse 
in Patients With Bipolar I Disorder

CASE REPORT

» Larry O. Sanders, MD, and 
John J. Miller, MD

C
ariprazine (Vraylar) is the 

most recently approved atypi-

cal antipsychotic with indica-

tions for the treatment of adults 

with acute mania/mixed mania in 

bipolar I disorder and schizophre-

nia.1 The atypical antipsychotics are 

a heterogeneous group of medica-

tions that like typical antipsychotics 

all have antagonistic activity on the 

dopamine-2 receptors (either 

through pure antagonism or antago-

nism/partial agonism). While all 

atypical antipsychotics share 2 

properties, dopamine-2 antagonism 

and various activities at a wide 

range of serotonin receptors, each 

atypical antipsychotic has a unique 

overall receptor binding profile that 

provides a variety of diverse bene-

fits and/or adverse effects.

Among the atypical antipsychot-

ics, cariprazine is unique in its high 

potency as an antagonist/partial ag-

onist at the dopamine-3 receptor. 

Although other atypical antipsy-

chotics have significant activity at 

the dopamine-3 receptor, caripra-

zine is uniquely more potent at an-

tagonizing dopamine-3 than dopa-

mine-2, which it does by a factor of 

6 to 8 times. Moreover, and possibly 

more significant, while structurally 

it is an extremely potent antagonist 

at the dopamine-3 receptor, func-

tionally it serves as a partial agonist 

with approximately 70% intrinsic 

activity (agonism).2 While the sig-

nificance of potent antagonism/par-

tial agonism at the dopamine-3 re-

ceptor is not fully understood, it is 

hypothesized to play a role in moti-

vation, reward and depression.3

Substance use disorders are a 

common comorbidity in individuals 

with bipolar disorder—DSM-5 re-

ports comorbidities of over 50%. 

During the course of treatment of 

several patients with comorbid bipo-

lar I disorder and a substance use 

disorder (primarily alcohol use dis-

orders, but other substances as well) 

with cariprazine, it was observed 

that some patients with longstand-

ing and refractory substance use dis-

orders reported a rapid and dramatic 

decrease in substance use. Follow-

ing are 3 case reports from clinical 

practice. Although based on actual 

patients, the details have been mod-

ified to protect patients’ identities.

CASE 1
Tony is a 51-year-old stay at home 

father with a long history of bipolar 

I disorder and alcohol use disorder, 

both well-established before he had 

children. He is the primary care 

provider for his two very active 

children while his wife works at 

home. He does not drink alcohol 

while parenting, but as soon as his 

wife relieves him in the evening, he 

will consume “9 to 12 beers to set-

tle down.” After Tony posted on a 

public media site how much he 

missed cocaine, his wife, under-

standably concerned about his sig-

nificant substance use issues, 

brought him in for an early fol-

low-up appointment.

Tony had failed multiple medica-

(CONTINUED ON PAGE 13)
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Sorting Out the Antidepressant 

“Withdrawal” Controversy
» Ronald W. Pies, MD and David Osser, MD

Consider the following vignettes and what they might teach us 

regarding so-called “antidepressant withdrawal.”

CASE VIGNETTE

Mr A is a 40-year-old technician who has a diagnosis of MDD. He has been 

successfully treated with supportive therapy and 75-mg sertraline daily for 

the past 9 months. He has been in full remission for the past 6 months and 

asks his psychiatrist about “getting off the meds.” Since this is Mr A’s first 

episode of MDD, he and his psychiatrist decide that a cautious trial off the 

sertraline is reasonable.

The dose is reduced to 50 mg daily for 2 weeks; then 25 mg daily for 2 

weeks; then 12.5 mg daily (1/2 of a scored 25-mg tablet) for 2 weeks. The 

patient is seen twice during this period and monitored carefully for any 

discomfort. Mr A tolerates the taper well, although he does report some 

mild nausea, occasional headaches, and hypersensitivity to sound, on 12.5 

mg daily. Accordingly, the tapering is extended another 2 weeks (for a total 

of 8 weeks). The medication is then discontinued without difficulty.

Ms B is a 30-year-old financial manager with a history of three epi-

sodes of severe MDD over the past 10 years. She has been stable and 

doing well on paroxetine (60 mg/d) for the past 3 years, prescribed by her 

family physician, and is now strongly considering having a child. After 

discussing the risks of continuing an antidepressant during pregnancy, she 

and her doctor decide to discontinue the paroxetine. The dose is decreased 

to 40 mg daily for 2 weeks; then 20 mg daily for 1 week; then discontinued. 

During the first 2 weeks, the patient complains of occasional mild nausea, 

occasional abdominal cramping, and mild dizziness. However, Ms B is de-

termined to “push ahead” with the tapering process and the schedule is 

maintained. On 20 mg daily, the patient reports no new or bothersome 

symptoms, and the paroxetine is stopped after a week.

Within 3 days, the patient calls her physician and complains of intense 

anxiety, insomnia, restless legs, diarrhea, dizziness, and what she de-

scribes as “brain zaps” (“like an electric shock to my head”). The paroxe-

tine is immediately re-started at 20 mg daily, and the patient’s symptoms 

abated slowly over the next month.

T
hese two vignettes—based on ma-

ny patients we have encountered 

over a combined 70+ years of clin-

ical experience—represent two possible 

outcomes of discontinuing serotonergic 

antidepressants (SSRIs and SNRIs). In 

our experience, the first scenario is far 

more common, and represents sound 

medical management of the tapering 

process. The second scenario is not one 

we have seen in our practice but is com-

monly reported among the “layperson 

withdrawal community.”1 Anecdotal 

reports of the second type—some with 

much worse outcomes—have led to ex-

treme claims in the lay media that SSRIs 

and SNRIs are addictive, and ought to 

be grouped with known drugs of abuse.2 

One website run by a psychiatrist (who 

will not prescribe antidepressants) de-

clares that these medications “. . . are 

habit forming, so withdrawal can be ex-

cruciating.”3

While we do not deny that severe 

reactions can and do occur when anti-

depressants are stopped suddenly (or 

the dose reduced too rapidly), we also 

believe that fears of such “excruciat-

ing” experiences are greatly overstat-

ed, in the context of proper psychiatric 

care. At the same time, we acknowl-

edge that many “prescribers” of anti-

depressants—nearly 80% of whom 

are primary care physicians—discon-

tinue antidepressants much too rapid-

ly.4 Moreover, as critics of these drugs 

rightly point out, it is very hard to find 

detailed, professionally approved 

guidelines for tapering and discontin-

uation of antidepressants.1

What do we know about 
antidepressant withdrawal 
syndromes?
Among the most thorough recent re-

views of antidepressant discontinua-

tion is that of Jha and colleagues,5 who 

comprehensively analyzed 18 clinical 

trials of SSRI discontinuation. (Note 

that these authors consistently use the 

term “discontinuation symptoms” rath-

er than “withdrawal symptoms”—a 

point of great contention within the 

“layperson withdrawal community”1 

but consistent with DSM-5, which de-

scribes “Antidepressant Discontinua-

tion Syndrome” in terms quite similar 

to those of Jha and colleagues.) We 

would summarize the main conclu-

sions of Jha and colleagues as follows:

1 SSRI discontinuation can lead to a 

wide variety of systemic and 

neuropsychiatric manifestations, 

including but not limited to flu-like 

symptoms; cardiovascular, 

gastrointestinal, and musculoskeletal 

complaints; worsening of mood, 

exacerbation of anxiety, perceptual 

abnormalities; and insomnia/

nightmares.

2 SSRI discontinuation typically has 

its onset 1 to 10 days after drug 

discontinuation, and typically 

resolves spontaneously within 2 to 3 

weeks. However, some reports 

document persistence of SSRI 

discontinuation (“withdrawal”) 

symptoms for up to 1 year.

3 The actual incidence of SSRI 

discontinuation symptoms is 

difficult to ascertain, because they 

are not systematically assessed in 

clinical practice; however, Fava and 

colleagues6 found that up to 40% of 

patients reported new-onset of 

untoward symptoms after abrupt 

discontinuation of SSRIs (note the 

key term: abrupt).

4 For more than 60% of patients, 

SSRI discontinuation will not be 

associated with any significant 

symptoms. When present, 

symptoms range from mild to 

moderate-to-severe in intensity and, 

in some cases, may affect multiple 

organ systems.

5 Paroxetine has a short half-life 

(approximately 21-24 h), has the 

highest rates of discontinuation 

symptoms, compared with other 

SSRIs.7 Paroxetine is also 

moderately anticholinergic; has no 

active metabolites; and undergoes 

non-linear pharmacokinetics, all of 

which may contribute to its 

propensity for discontinuation/

withdrawal effects. Fluoxetine has a 

long half-life and probably has the 

lowest rates. Although not reviewed 

by Jha and colleagues, the short 

half-life SNRI, venlafaxine, is also 

frequently implicated in 

discontinuation syndromes, 

apparently more so than other 

SNRIs.8

6 The differential diagnosis of 

apparent SSRI discontinuation/

withdrawal symptoms includes 

various medical conditions; 

discontinuation of other 

psychotropic medications; and, 

importantly, re-emergence of the 

initial depressive episode. Other 

research suggests that gradual 

tapering of the antidepressant does 

not seem to lower relapse rates, and 

patients with three or more prior 

episodes or a chronic course have a 

much higher relapse risk, after 

discontinuation of antidepressants.9

7 The pathophysiology of SSRI 

discontinuation/withdrawal is not 

completely understood, but probably 

involves (among other mechanisms) 

reduced levels of serotonin in the 

CNS.

8 SSRI discontinuation/withdrawal 

can usually be resolved within 2 to 

3 days by re-institution of the 

discontinued agent, or introduction of 

another SSRI. Substituting fluoxetine 

as a long-acting “buffering” agent is 

often recommended.

9 Antidepressants may need to be 

taken for at least 4 to 6 weeks, 

before the development of SSRI 

discontinuation/withdrawal becomes 

a serious concern. There is a general 

consensus that the longer the patient 

has taken an SSRI, the more likely or 

more serious the syndrome, 

following abrupt discontinuation.

10 SSRI discontinuation/with-

drawal can be managed via 

prevention and treatment strategies, 

including educating patients regard-

ing risk of discontinuation, using 

gradual discontinuation, and by re-

sumption of an SSRI for burdensome 

symptoms.

Dissenting voices
Fava and colleagues disagree with the 

“mainstream” view of Jha and col-

leagues.

Clinicians are familiar with the 

withdrawal phenomena that 

may occur from alcohol, benzo-

diazepines, barbiturates, opi-

oids, and stimulants. The re-

sults of this review indicate that 

they need to add SSRI to the 

list of drugs potentially induc-

ing withdrawal phenomena. 

The term “discontinuation syn-
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drome” minimizes the vulnera-

bilities induced by SSRI and 

should be replaced by “with-

drawal syndrome.”6p79 

Furthermore, they dispute the of-

ten-repeated claim that gradual taper-

ing of SSRIs and SNRIs greatly re-

duces the likelihood and/or severity 

of withdrawal syndromes. They state, 

“Gradual tapering does not eliminate 

the risk of withdrawal reactions. In-

deed, a significant advantage of grad-

ual tapering compared to abrupt dis-

continuation did not emerge.”6

We agree with Fava and colleagues 

that many clinicians—including some 

psychiatrists—have underestimated 

the potential severity and duration of 

antidepressant discontinuation/with-

drawal syndromes. A widely publi-

cized study generally supported this 

view, finding that an average of 56.4% 

of people said they had antidepressant 

withdrawal symptoms; and of these 

people, about 46% rated their symp-

toms as severe.10 The duration of these 

symptoms ranged from a few days to 

several months.

However, a commentary on this 

study by the British National Health 

Service (NHS) pointed out that “. . . 

the study’s limitations mean we can’t 

be sure these figures are accurate.”11 

For example, the three largest studies 

used to calculate the percentage of 

people experiencing withdrawal 

symptoms utilized self-reports drawn 

from online surveys. As the NHS 

commentary pointed out, 

Online surveys are prone to se-

lection bias, as people are more 

likely to respond to a survey if 

they have experienced a prob-

lem than if they haven’t. This 

means the results [of the 

Davies and Read study] may 

overestimate the proportion of 

people who experience antide-

pressant withdrawal.

Antidepressants are not addictive
The publication of the Davies and 

Read paper spurred some alarming 

reports in the lay press, which pro-

claimed, for example, that “Antide-

pressant withdrawal hits millions” and 

implying that antidepressants are ad-

dictive drugs.12 We strongly disagree 

with that characterization and do not 

believe that SSRI/SNRI discontinua-

tion/withdrawal symptoms should be 

lumped together with those of clear-

cut drugs of abuse, such as alcohol, 

opioids, and barbiturates.

First of all, there is no conclusive 

evidence showing that the pathophys-

iological mechanisms underlying 

SSRI/SNRI withdrawal symptoms are 

similar to those in, for example, alco-

hol, opioid, barbiturate, or benzodiaz-

epine withdrawal. In addition, the usu-

al hallmarks of “addictive” drugs—such 

as craving for the drug, compulsive 

use, intentional overuse, “getting 

high,” diversion for illicit use, etc—

are not characteristic of SSRI/SNRI 

antidepressants as a class.

Furthermore, the claim by some 

groups that antidepressants are associ-

ated with the development of tolerance 

requires context and clarification. Un-

like genuine substances of abuse, such 

as alcohol or barbiturates, true toler-

ance is not commonly observed with 

antidepressants. The related phenome-

non of tachyphylaxis—defined as loss 

of a previously effective antidepres-

sant treatment response despite stay-

ing on the same drug and dosage—is 

observed in only about 25% of unipo-

lar depressed patients.13,14 Results from 

a study by Zimmerman and col-

leagues15 show that the great majority 

of relapses attributed to so-called 

“poop out” of the antidepressant are 

actually due to the initial response hav-

ing been a placebo response.

Viewed clinically, there are impor-

tant, substantial differences between 

SSRI/SNRI withdrawal symptoms 

and the syndromes that follow abrupt 

discontinuation of drugs of abuse. For 

example, the mortality rate among pa-

tients exhibiting delirium tremens 

during withdrawal from alcohol is 5% 

to 25%.16 Barbiturate withdrawal may 

be accompanied by seizures in up to 

75% of subjects, and about 66% may 

develop a delirium lasting several 

days. In this context, delirium-related 

agitation and hyperthermia can lead to 

exhaustion, cardiovascular collapse, 

and death.

Potentially lethal withdrawal reac-

tions appear to be exceedingly rare, or 

non-existent, when SSRI/SNRI anti-

depressants prescribed in therapeutic 

doses are abruptly stopped and are 

virtually unheard of when these anti-

depressants are tapered gradually. In-

deed, we are unaware of any reports of 

lethal withdrawal reactions when 

SSRIs/SNRIs are rapidly or even sud-

denly discontinued. Similarly, sei-

zures following abrupt discontinua-

tion of SSRIs/SNRIs appear to be 

exceedingly rare, unlike, say, with 

sudden discontinuation of barbitu-

rates. In fact, we could find only one 

case report of an SNRI withdrawal-re-

lated seizure, in the context of severe 

hypokalemia due to vomiting.17

The need for a longer tapering 
period
The vast majority of serious with-

drawal symptoms following discon-

tinuation of SSRIs/SNRIs occur when 

the tapering period is less than 1 to 2 

months. This may be particularly the 

case when the patient has taken the 

medication for a year or longer.

Based on our extensive experience 

with antidepressants, we believe that 

serious withdrawal symptoms are ex-

tremely rare when tapering periods of 

2 to 6 months are used.18 However, we 

acknowledge that such long tapering 

periods are probably uncommon in 

general medical practice, and even in 

most psychiatric settings. Indeed, our 

second vignette, involving a rapid, 

3-week taper of high-dose (60 mg/d) 

paroxetine, is an illustration of poor 

medical management that may be 

common in some practice settings. A 

much slower tapering rate would have 

been appropriate in the case of Ms B.

In contrast, the first vignette illus-

trates how judicious and extended ta-

pering of SSRIs/SNRIs (over 8 weeks 

and longer) can avoid serious with-

drawal syndromes. Factors associated 

with higher risk of serious reactions 

are shown in the Table.

Even more important than a specif-

ic timetable for tapering is the need for 

careful, systematic, individualized as-

sessment of the patient. Similarly, 

strategies for cross tapering from one 

antidepressant to another must be in-

dividualized, based on the particular 

switch that is planned. While attend-

ing carefully to the patient’s reported 

response to treatment is always im-

portant, it is especially critical during 

the vulnerable period of antidepres-

sant tapering. 

When well-managed, discontinua-

tion of antidepressants need not pose 

a significant clinical problem and 

should not discourage depressed pa-

tients from using these beneficial 

medications.
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TABLE.  Factors associated 

with high risk of SSRI/SNRI 

withdrawal symptoms

•  Short half-life drug 
(paroxetine, venlafaxine)

•  Anticholinergic effects of drug 
(paroxetine)

•  Drug has no active 
metabolites (paroxetine)

•  Exposure to drug > 1 year

•  Rapid tapering (< 1-2 months) 
or sudden discontinuation of 
antidepressant
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tion trials (including risperidone, 

paliperidone, aripiprazole, bupropion 

SR, carbamazepine, lamotrigine, and 

lithium) for treatment of bipolar I 

disorder symptoms, so a trial of the 

novel drug cariprazine was begun as 

monotherapy. At the next visit the 

transformation in his appearance and 

presentation was remarkable. Tony 

routinely appeared for his appoint-

ments quite disheveled. Now, Tony 

was well-groomed and appeared well 

rested. He reported that not only was 

his mood stable, but that he had no 

urge to drink excessively or use 

drugs. Over the course of the next 12 

months, Tony reduced his consump-

tion of alcohol to “3 beers per night” 

and he stopped using illicit drugs. 

His alcohol use continued to decline, 

and as of the time of this writing he 

has been abstinent for the past 5 

months.

CASE 2
Nora is a 20-year-old self-described 

“hot mess.” She has bipolar I disor-

der and ADHD as well as alcohol 

and cannabis use disorders. She 

failed out of college and was kicked 

out of her family home. Upon pre-

sentation for her first office visit ac-

companied by her mother, she was 

restless, had poor eye contact, and 

had difficulty communicating a co-

herent history. When her mother at-

tempted to clarify the history, Nora 

yelled at her and became very agitat-

ed. Several medications, including 

aripiprazole, were tried to target her 

symptoms of depression, irritability, 

distractibility, and agitation with lit-

tle success.

Cariprazine was started at 1.5 mg 

daily for 3 weeks without improve-

ment; it was subsequently increased 

to 3 mg. Her medication regimen at 

that time also included quetiapine 

25 mg daily at bedtime, clonazepam 

0.5 mg twice daily at bedtime, and 

methylphenidate XR 72 mg daily. 

After 3 weeks on 3-mg cariprazine 

she presented with significant im-

provement—no restlessness, good 

eye contact, organized thought pro-

cesses, respectful of her mother’s 

input, and most remarkably she was 

substance free. Nora agreed to ran-

dom urine toxicology screens, both 

of which were negative.

Following several months of sub-

stance abstinence and respectful be-

havior towards her family, her par-

ents allowed her to return to live at 

their home. At the time of this writ-

ing she has been free of substance 

abuse for 27 months. She continues 

to function well, her symptoms re-

main improved, and she recently 

graduated at the top of her class in 

an aesthetician training program and 

has passed all of her state boards.

CASE 3
Now 54 years old, Matt had early on-

set manic and depressive symptoms, 

which began during his teenage 

years. For decades he had been 

self-medicating with alcohol to man-

age both manic and depressive symp-

toms. He has had a stormy life course, 

including several suicide attempts. 

His psychiatric medication treatment 

history over the previous 30 years 

was minimally effective, and al-

though he could not recall the names 

of specific medications, he reports 

having not responded to several anti-

depressants and several medications 

for his manic symptoms.

He ultimately married, and al-

though he and his wife own and run 

their own business, he was function-

ally disabled by his comorbid bipo-

lar I disorder and alcohol use disor-

der. At the time of his initial 

presentation he was taking quetia-

pine, lithium, lamotrigine, bupropi-

on, duloxetine, omega-3 fatty acids, 

and gabapentin. Subsequent medi-

cation trials included various combi-

nations of lurasidone, olanzapine, 

methylphenidate, and asenapine, 

which provided some benefit for his 

depression, but his excessive alco-

hol use persisted.

After adding cariprazine to his 

medication regimen he reported a 

dramatic decline in his craving for 

alcohol, ultimately limiting his alco-

hol use to 1 or 2 drinks on holidays 

or special occasions. Subsequently, 

he was tapered off his previous med-

ications and achieved stability on 

cariprazine and quetiapine. Matt 

continues on these two drugs and 

has now been stable and functioning 

well for 18 months. His wife stated, 

“You have not given him his life 

back, because he never had one. You 

have given him a life.”

Discussion
These three cases suggest that add-

ing cariprazine to the medication 

regimen of individuals with comor-

bid bipolar I disorder and a sub-

stance use disorder may improve 

symptoms of both disorders. Nota-

bly, these three individuals reported 

an abrupt decrease in substance 

craving and use, which accompa-

nied their improvements in mood 

symptoms. In our conversations 

with other psychiatric providers, 

similar outcomes have been ob-

served.

Bipolar I disorder affects approx-

imately 1% of the general popula-

tion, and is complicated by sub-

stance use disorders. The substance 

abuse commonly is initially an at-

tempt to self-medicate mood symp-

toms. After chronic use, substance 

craving/dependence/withdrawal be-

come additional primary symptoms, 

further complicating treatment. Ep-

idemiologists report that 10% to 

15% of individuals with bipolar I 

disorder will commit suicide.4 It has 

previously been established that su-

icidal behavior is increased in indi-

viduals who have comorbid bipolar 

disorder and alcohol use disorder.5 

Patients with dual diagnoses are his-

torically very challenging to treat. 

The novel agent cariprazine, as 

monotherapy or in combination with 

other medications for bipolar disor-

der, may be effective in reducing 

both mood symptoms and substance 

craving.

Findings from animal models in-

dicate that cariprazine improves cog-

nition, increases pro-social behavior, 

and decreases the rewarding effect of 

cocaine.6 It has been hypothesized 

that these effects are due to the potent 

intrinsic activity at the dopamine-3 

receptor. Dopamine-3 receptors are 

found in regions of the brain that af-

fect motivation and reward-related 

behavior, including the nucleus ac-

cumbens. When the dopamine-3 re-

ceptors were “knocked out” in mice, 

the mice became depressed.7

One possibility for these effects 

is that the very potent dopamine-3 

receptor antagonism with accompa-

nying intrinsic activity (partial ago-

nism) of approximately 70% may 

contribute to the decreased craving 

of substances in patients on caripra-

zine while simultaneously improv-

ing their mood and cognition. How-

ever, more research is needed to 

investigate this possibility.

Randomized, double-blind, pla-

cebo-controlled studies are needed 

before clinicians can confidently 

prescribe cariprazine for comorbid 

bipolar I disorder and a substance 

use disorder. In the three cases pre-

sented, cariprazine was prescribed 

as monotherapy in one case, and in 

combination with other psycho-

tropic medications in the other two 

cases.

Caution should always be applied 

when adding a new medication to an 

existing regimen, as the possibility 

always exists of synergistic adverse 

effects, oppositional pharmacody-

namics, drug-drug interactions, and 

unpredictable unintended outcomes. 

Treatment should ideally also in-

clude structured substance abuse 

therapy and participation in a 

12-step program.
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A 
global health crisis is emerging because of the 

changing demographics and care of older adults 

with schizophrenia. Individuals aged 55 years and 

older will soon account for 25% or more of the total 

population of patients with schizophrenia worldwide.1 

Among persons aged 60 years and older with mental 

and substance-use disorders, schizophrenia ranks third 

in causes of disability-adjusted life-years.2 Older adults 

with schizophrenia also have a substantial impact on 

health care costs, with an estimated greater expenditure 

per person compared with most other medical and psy-

chiatric disorders.

Research on older patients with schizophrenia has 

been neglected; roughly 1% of the schizophrenia litera-

ture focuses on this population.2 With the prevalence of 

schizophrenia in older adults set to double and reach 1.1 

million people in the US by 2025 and 10 million world-

wide by 2050, greater attention to research and policy 

regarding this population is needed.

Morbidity and mortality
Older patients with schizophrenia include individuals 

with an early-onset that persists into later life and those 

with a late onset of this condition. There are currently 

two generations of older adults with schizophrenia: the 

“old-old” (those 75 years and older) and “young-old” 

(aged 55 to 74 years).2 Although more adults with schiz-

ophrenia are living longer, their life expectancy is still 

shorter than that of unaffected individuals. The risk of 

mortality is two to three times greater in patients with 

schizophrenia than in the general population, and this 

gap has been increasing over the past decades.2 In older 

adults with schizophrenia, the mortality rate and deaths 

caused by suicide and accidents are higher than in 

healthy peers.

Older persons with schizophrenia also have higher 

rates of congestive heart failure, chronic obstructive pul-

monary disease, and hypothyroidism than unaffected 

peers. This is partially due to lifestyle factors such as 

poor diet, smoking, and physical inactivity as well as 

antipsychotic drug effects. Given the limited knowledge 

of the mechanisms underlying the increased morbidity 

and mortality in elderly patients with schizophrenia, fur-

ther research is needed to identify modifiable clinical 

and social risk factors.

Positive and negative symptoms 
It has been commonly understood that positive symptoms 

of schizophrenia decline in later life, while negative 

symptoms dominate the presentation in older age. How-

ever, findings from several studies have invalidated this 

notion. The International Study of Schizophrenia (ISoS) 

assessed 18 global cohorts over 15- and 25-year periods 

and found 77% of patients had no evidence of significant 

negative symptoms over the course of their illness.3 Sim-

ilarly, a longitudinal study of institutionalized geriatric 

patients with schizophrenia showed no significant chang-

es in negative symptoms over time.4 From a clinical per-

spective, negative symptoms do not dominate in older 

adults with schizophrenia and are often expressed in a 

similar magnitude seen in younger patients.

Cognition
Cognitive deficits are a fundamental feature of schizo-

phrenia; they are observed across the life span of affect-

ed individuals and are among the strongest predictors of 

functional disability. Functional disability accounts for 

roughly half of schizophrenia treatment costs, which 

increase substantially later in life. Older adults with 

schizophrenia have significant cognitive deficits in ex-

ecutive functioning, speed of processing, attention/vig-

ilance, working memory, verbal learning, visual learn-

ing, reasoning, and problem-solving.
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SCHIZOPHRENIA: PART 2

Research has shown a heterogene-

ity in the trajectory of cognitive func-

tion in older patients with schizo-

phrenia based on residential status.5,6 

Cognitive decline in communi-

ty-dwelling patients with schizophre-

nia is similar to that in unaffected 

individuals until the age of 65 to 70 

years. After 70 years of age, an accel-

erated cognitive decline in older 

adults with schizophrenia cannot be 

ruled out. Cognitive decline is also 

greater in older adults with schizo-

phrenia who had long periods of in-

stitutionalization, especially those 

over 65 years of age.5

In a longitudinal study, three cog-

nitive function trajectories in patients 

with schizophrenia were identified. 

They included stable cognition ob-

served in 50% of the cohort, a slight 

decline in 40%, and a rapid decline in 

10%. The course of cognitive decline 

for healthy peers is similar to the sta-

ble schizophrenia group.7

Because most studies found no 

significant decline in cognitive func-

tion in older patients with schizo-

phrenia compared with their healthy 

peers, it is believed that schizophre-

nia is a syndrome of premature ag-

ing. Preserving and improving cogni-

tive function in older adults with 

schizophrenia are thus important ob-

jectives with significant individual 

and public health benefits.

Dementia
Differentiating between schizophre-

nia and Alzheimer disease with psy-

chosis in older adults can be diffi-

cult, but there are distinguishing 

features (Table 1). The prevalence of 

dementia in older adults with schiz-

ophrenia is expected to increase sig-

nificantly. Older individuals with 

schizophrenia have a two-fold in-

creased risk of developing dementia 

before the age of 80 years when 

compared with the general popula-

tion. Several factors associated with 

the increased risk of dementia in-

clude age, low educational attain-

ment, premorbid cognitive dysfunc-

tion, cardiovascular disease, 

polypharmacy, and a history of alco-

hol and/or substance abuse.

The etiology of dementia in older 

adults with schizophrenia remains 

unknown. However, long-term expo-

sure to a high anticholinergic burden 

is associated with cognitive deficits 

in individuals with and without 

schizophrenia. It is interesting to note 

that older adults with schizophrenia 

and a high anticholinergic burden 

have a cognitive impairment profile 

consistent with that observed in 

Alzheimer dementia.

The Anticholinergic Cognitive 

Burden scale is a useful tool to iden-

tify patients at risk for anticholiner-

gic-related cognitive impairment.8 In 

older adults with schizophrenia, the 

anticholinergic burden should be as-

sessed before additional medication 

is prescribed.

Insight
A common feature in schizophrenia 

is impaired insight—more than 50% 

of individuals have moderate to se-

vere deficits.9 Impaired insight sig-

nificantly affects health outcomes by 

reducing patients’ awareness of their 

mental disorder, its symptoms and 

implications, and treatment adher-

ence. In a review that examined the 

effects of aging on insight into illness 

in adults with schizophrenia, im-

paired insight followed a U-shaped 

trajectory.10 More specifically, in-

sight is severely impaired during the 

first episode of psychosis, modestly 

improves during midlife, and de-

clines again in later life. The associa-

tion between impaired insight and 

illness severity, as well as cognition, 

is stronger in older adults with schiz-

ophrenia than in younger patients. 

Noninvasive neurostimulation tech-

niques, cognitive-enhancing medica-

tions, and early intervention to im-

prove insight into illness should be 

considered for older individuals with 

schizophrenia.

Pharmacotherapy
Older adults are more susceptible 

than younger individuals to the ad-

verse effects of antipsychotics. This 

is because of age-related pharma-

cokinetic changes that increase the 

distributed volume and elimination 

half-life of antipsychotic drugs, 

changes in the permeability of the 

blood-brain barrier that increase drug 

availability in the brain, and pharma-

codynamic changes that decrease the 

absolute number of dopaminergic 

neurons and D2 receptor density in 

the brain. In older adults with schizo-

phrenia, extrapyramidal symptoms 

occur at lower D2 receptor occupan-

cies than in younger patients. Older 

age is also a risk factor for antipsy-

chotic adverse effects such as parkin-

sonism, tardive dyskinesia, falls, and 

metabolic syndrome. These drug ef-

fects can further impair cognitive and 

functional capacity in older patients 

with schizophrenia.

Despite the limited research and 

challenges in using antipsychotics to 

treat older adults with schizophrenia, 

these drugs are effective in con-

trolling psychotic symptoms. Olan-

zapine and risperidone are effica-

cious in treating older patients with 

non-resistant schizophrenia. We rec-

ommend risperidone as the first-line 

treatment in this population because 

olanzapine has a high anticholiner-

gic burden. Other second-generation 

antipsychotics with a low anticholin-

ergic burden should also be consid-

ered, such as aripiprazole and 

ziprasidone.

Because of the risk of agranulocy-

tosis, few studies have examined the 

efficacy of clozapine in older patients 

with treatment-resistant schizophre-

nia. Nevertheless, we believe it is 

worth considering over other anti-

psychotic medications that have an 

equally high anticholinergic burden, 

such as olanzapine.

In view of their adverse effects, 

antipsychotic drugs should be pre-

scribed with care and at the lowest 

therapeutic dose. Table 2 lists anti-

psychotic dosing regimens for older 

adults with schizophrenia. A helpful 

method to determine the appropriate 

dosage and minimize adverse effects 

is to measure a patient’s serum prol-

actin levels.

A longitudinal positron emission 

tomography study found the antipsy-

chotic dosage can be successfully 

reduced in over 80% of patients with 

stable late-life schizophrenia.11

Moreover, a lower dosage led to few-

er adverse effects and extrapyramidal 

symptoms, less hyperprolactinemia, 

and improved clinical symptoms 

through reduced D2/3 receptor occu-

pancy.

A follow-up study found that re-

ducing antipsychotic dosages by up 

to 40% increased D2 receptor availa-

bility in the striatum.12 This increase 

allows the striatum D2 receptors to 

contribute more significantly to cog-

nitive function, and it can be targeted 

by interventions that promote cogni-

tive enhancement in late-life schizo-

phrenia.

The decision to start a second-gen-

eration antipsychotic in an elderly 

patient with dementia is not to be tak-

en lightly. In April 2005, the FDA 

asked manufacturers of second-gen-

eration antipsychotics to include a 

“black box” warning in their label. 

Using clinical data, the FDA deter-

mined that elderly patients with de-

mentia who were treated with sec-

ond-generation antipsychotics for 

behavioral disorders had an increased 

risk of mortality. In June 2008, the 

FDA extended this warning to include 

first-generation antipsychotics.13

Nonpharmacologic psychosocial 
interventions
Nonpharmacologic interventions 

help reduce psychotic symptoms and 

augment pharmacotherapy. Cogni-

tive remediation is a behavioral inter-

vention developed to improve cogni-

tive deficits by repeated task practice 

and/or strategy acquisition. Although 

patients with early-stage and ear-

ly-chronic schizophrenia have great-

er improvement in their working 

TABLE 1.  Characteristics of Alzheimer disease with 

psychosis compared with those of schizophrenia in older 

adults15,16

Symptom Alzheimer disease Schizophrenia

Delusions Persecutory, theft, and 

infidelity

Persecutory and thought 

control

Hallucinations Visual more common Auditory more common

Presentation Flattened affect, avolition, 

apathy, poverty of speech 

and thought

Disengagement and apathy

Family history Alzheimer disease Major mental illness

Trajectory Progressive decline with 

aging

Fluctuates

SIGNIFICANCE FOR PRACTICING PSYCHIATRISTS

This article provides relevant current medical information on the health outcomes and 

management options for older adults who have schizophrenia.

 ◗ The population of older adults with schizophrenia is growing around the world but is 

poorly understood and underrepresented in the literature.

 ◗ Greater understanding and more research are needed regarding older adults with 

schizophrenia

https://www.psychiatrictimes.com/
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memory after receiving cognitive re-

mediation than older patients, adap-

tations in existing programs can ad-

dress the cognitive needs of older 

individuals.

Cognitive-behavioral therapy is 

another nonpharmacologic interven-

tion widely used to resolve problems 

with social relatedness, positive and 

negative symptoms, and mood in old-

er adults with schizophrenia. Social 

skills therapy has also been used in 

this population to treat difficulties 

with social interaction, while exer-

cise programs help reduce declines in 

cognition and activities of daily liv-

ing. The use of mobile devices to fa-

cilitate these psychosocial interven-

tions can improve the dissemination 

of psychosocial interventions in the 

community setting.

Neurostimulation
Given the adverse effects of antipsy-

chotic drugs in older adults with 

schizophrenia, alternative treatments 

are needed. Brain stimulation in the 

form of electroconvulsive therapy, 

transcranial magnetic stimulation, 

and deep brain stimulation offer via-

ble solutions, especially in the con-

text of medication resistance. Bilater-

al electroconvulsive therapy has been 

effective for both acute and mainte-

nance treatment of older adults with 

early-onset schizophrenia, but not for 

older patients with late-onset schizo-

phrenia. A pilot study of magnetic 

seizure therapy in patients with treat-

ment-resistant schizophrenia showed 

significant clinical and quality-of-life 

improvement, but more trials with 

larger cohorts are needed.14 Unfortu-

nately, transcranial magnetic stimu-

lation and deep brain stimulation 

have not been evaluated in older 

adults with schizophrenia.

Conclusion
The current knowledge of schizo-

phrenia in older adults reveals a dif-

ferent state of health compared with 

younger affected individuals. More 

research to understand the neurology 

underlying its clinical features, along 

with the development of novel 

age-appropriate services and treat-

ments to improve impairments in 

older adults with schizophrenia, 

should be prioritized.
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TABLE 2.  Common antipsychotic dosing regimens and 

black box warnings for older adults with schizophrenia13,15

Medication Initial dose 
(mg)

Titration 
(mg)

TMD (mg) Half-life 
(hours)

Second-generation antipsychotics

Aripiprazole 2 to 5 2 to 5 10 to 15 75

Clozapine 6.24 to 12.5 12.5 to 25 100 to 200 4 to 66

Olanzapine 2.5 to 5.0 2.5 to 5.0 5 to 20 21 to 54

Paliperidone 3.0 to 12.0 3.0 6 23

Quetiapine 12.5 to 50.0 25 to 50 100 to 450 6

Risperidone 0.25 to 0.5 0.25 to 0.5 1 to 4 3 to 20

Ziprasidone 20 20 to 40 20 to 80 7

First-generation antipsychotics

Haloperidol 0.25 to 0.5 0.25 to 0.5 0.25 to 2.0 12 to 22

TMD, target maintenance dose.

Note: All of the listed antipsychotics carry an FDA black box warning increased risk of 

mortality for older adults with dementia.

Cognitive Training for Neural System 

Dysfunction in Psychotic Disorders

» Sophia Vinogradov, MD

O
ver the last decade or so, our 

field has experienced a radical 

shift in our understanding of 

schizophrenia and other serious psy-

chotic disorders, such as schizoaffec-

tive disorder and bipolar disorder 

with psychosis. We now understand 

that these are neurocognitive disor-

ders (ie, how neural systems in the 

brain represent and process informa-

tion). We also understand that they 

are neurodevelopmental disorders 

with genetic components and an-

tecedents during gestation. The de-

velopmental course unfolds with in-

creasing signs, symptoms, and 

cognitive dysfunction, until the onset 

of the first episode of psychosis 

during adolescence or early adult-

hood. Cognitive deficits are more 

significant determinants of function-

al outcome than are symptoms, al-

though most current psychiatric 

treatments focus only (or mostly) on 

symptom management.

Accumulating evidence indicates 

that psychotic disorders constitute 

syndromes rather than diseases per 

se. Groups of patients can show a 

common clinical phenotype with 

multiple different etio-pathogenic 

factors that contribute to illness onset 

and expression. Patients with differ-

ent clinical diagnostic phenotypes 

(such as schizophrenia rather than 

bipolar disorder with psychosis) can 

show similar underlying patterns of 

cognitive dysfunction and neurobio-

logical abnormalities. New insights 

into the pathogenesis of psychotic 

disorders has spurred research fo-

cused on key domains of neural sys-

tem dysfunction and on how brain 

plasticity mechanisms can be har-

nessed to drive healthier neural sys-

https://www.psychiatrictimes.com/
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tem functioning, improve cognition, 

and support functional recovery.

Cognitive and neural system 
dysfunction in psychotic disorders
Although the clinical symptoms of 

psychotic disorders are dramatic and 

are what most clinicians focus on as 

their treatment targets, impairments 

in a wide range of cognitive function 

are observed in these illnesses, rang-

ing from the earliest stages of infor-

mation processing in the brain, to 

higher-level abilities to abstract, to 

read social cues, to self-reflect, and 

to engage in meta-cognition. These 

various areas of cognitive dysfunc-

tion are accompanied by abnormali-

ties in their neural system correlates. 

Moreover, patients exhibit a fair 

amount of cognitive and neural sys-

tem heterogeneity, both within and 

across traditional diagnostic group-

ings—different patients will often 

have different patterns of impair-

ment. Nonetheless, the following 

general categories of findings are 

commonly observed:

�  Sensory and perceptual 

processing abnormalities: A range 

of subtle deficiencies in 

representing and processing 

auditory and visual information, 

including socially relevant 

information, that can show 

functional consequences.

�  Learning and memory deficits: 

Impairments in how the brain 

encodes, learns, and makes 

decisions based on new 

information, including socially 

relevant information; responds to 

changes in rewarding or 

punishing contingencies in the 

environment; encodes and 

remembers autobiographical 

events (episodic memory); and 

learns associations and meanings 

(semantic memory).

�  Executive dysfunction (ie, 

impaired cognitive control): 

Deficits in attention and working 

memory; problems with inhibitory 

control; impaired abstraction, 

reasoning, planning, sequencing.

In psychotic disorders, the emer-

gent picture is one of a brain that has 

undergone aberrant patterns of neu-

rodevelopment, with reduced func-

tional connectivity among key neural 

systems and reduced efficiency in its 

cognitive and socio-affective opera-

tions.1 This suggests that to improve 

cognition and functioning, it is essen-

tial to begin treatment as early as pos-

sible in the course of illness. Inter-

ventions designed to correct or 

compensate for abnormal neural sys-

tem functioning must be started be-

fore irreversible maladaptive chang-

es in the cortical and subcortical 

representational systems have taken 

root. Cognitive remediation and cog-

nitive training approaches are used to 

improve cognition and are increas-

SCHIZOPHRENIA: PART 2

Key Take Home Points
•  Schizophrenia, schizoaffective disorders, and bipolar disorder with 

psychosis are disorders of how neural systems in the brain represent and 

process information (neurocognitive disorders).

•  Cognitive dysfunction in these disorders ranges from the earliest stages of 

auditory and visual information processing in the brain, to higher-level 

abilities to learn and encode new information, to read social cues, and 

engage in meta-cognition.

•  Cognitive dysfunction is a more significant determinant of functional 

outcome than are symptoms, although most current psychiatric treatments 

focus only (or mostly) on symptom management.

•  Cognitive remediation and cognitive training explicitly seek to improve 

cognition by improving brain information processing.

•  Research is needed to identify “which specific program?” “at what specific 

dose?” for “which specific patterns of cognitive dysfunction?” and in “which 

specific individual?”

•  Interested clinicians and consumers can consult PsyberGuide.org, a 

non-profit organization whose mission is to help consumers choose 

effective and accessible mobile health technologies, including cognitive 

training programs.

 

Hope begins with a call 713-275-5400

Visit us at MenningerClinic.com

At Menninger, we understand the commitment and difficulty involved in treating 

complex mental health disorders. We’re here to help. Our teams of physician-led 

specialists will work with you to provide assessments and recommendations on 

an inpatient or outpatient basis—providing hope and life-changing care. 

Outpatient assessment results are ready in just five days.

https://www.psychiatrictimes.com/
https://www.menningerclinic.com/
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ingly being studied in individuals 

who are in the early phases of illness.

Cognitive remediation vs cognitive 
training
Findings from meta-analyses indi-

cate that a large variety of cognitive 

remediation protocols result in mod-

est gains in overall cognitive func-

tioning (effect sizes of about 0.4).2-4 

No specific cognitive remediation 

method has been proved to be most 

effective.

The term “cognitive remediation” 

is a good descriptor for an interven-

tion that is often multi-modal, using 

several approaches simultaneously 

(Table). It can be conceptualized as a 

set of rehabilitative psychological 

treatments aimed at improving as-

pects of cognitive performance and 

behavior, which can of course also 

have effects on brain function and 

structure.

In contrast, the term “cognitive 

training” describes an explicitly neu-

roscience-informed approach to driv-

ing neural system plasticity in a 

well-defined neurocognitive opera-

tion or set of operations that may then 

generalize to other cognitive, behav-

ioral, and functional domains. One of 

the best-studied examples of this 

kind of cognitive training utilizes ap-

proximately 10 hours of computer-

ized visual speed-of-processing 

training in older adults. It has been 

associated with significantly im-

proved cognition, lower rates of de-

pression, and lower medical expendi-

tures up to 10 years after the 

intervention.5

In our own research, we often go 

one step further and use the term “tar-

geted cognitive training” when de-

scribing cognitive training exercises 

that are defined in terms of specific 

neurocognitive target(s). Examples 

of specific neurocognitive targets in-

clude auditory processing abnormal-

ities or social cognitive impairments 

(eg, eye gaze detection, facial emo-

tion recognition, vocal prosody rec-

ognition). This approach is best con-

ceptualized as a neurological 

treatment aimed at driving brain 

changes in neural systems that will 

generalize to improvements in cogni-

tive performance and behavior (Ta-

ble). It can be delivered alone or as 

part of a larger treatment package.

A cognitive remediation approach
Eack and colleagues6 studied cogni-

tive enhancement therapy (CET) vs 

enriched supportive therapy (EST) in 

58 young individuals with prodromal 

schizophrenia; their average age was 

26 years. CET combined 60 hours of 

computerized cognitive exercises us-

ing CogRehab software over 2 years 

in a specialized outpatient setting in 

conjunction with 45 sessions (90 min-

utes each) of social skills group exer-

cises.

After 1 year of treatment, im-

provements on cognitive measures 

were not observed in CET partici-

pants compared with EST. After 2 

years, moderate cognitive improve-

ment was observable. Gains on 

measures of social cognition, cogni-

tive style, social adjustment and 

symptoms were evident. At 1-year 

follow-up, gains on social and symp-

tom measures were maintained and 

cognitive gains made during active 

training were significantly associated 

with improvement in functional out-

come.7

It is interesting to note that corti-

cal surface area and gray matter vol-

ume at baseline, especially in tempo-

ral cortex, moderated the effects of 

CET on social cognitive outcomes. 

Compared with the EST group, the 

CET group had greater gray matter 

preservation in the left hippocampus, 

the parahippocampal gyrus, and the 

fusiform gyrus as well as gray matter 

increases in the left amygdala. These 

findings were related to improved 

cognition.8 The EST group also had 

improved resting-state and task-relat-

ed functional connectivity in the pre-

frontal cortical regions; these find-

ings were also associated with 

improved cognition.9,10

A targeted cognitive training 
approach
The effects of mobile targeted cogni-

tive training of auditory processing 

(TCT) versus control condition com-

puter games (CG) were studied in a 

double-blind randomized trial.11 The 

study comprised y 147 young adults 

with recent-onset schizophrenia (av-

erage age of 21 years) treated in two 

university-based first-episode clinics. 

Participants received laptop comput-

ers and instructions to complete 40 

hours of training or the control condi-

tion games over approximately 8 

weeks, performed on their own 

schedule at home. Check-ins and sup-

port were provided by the research 

TABLE.  Proposed conceptualization of cognitive remediation vs targeted cognitive training

COGNITIVE REMEDIATION PROGRAMS TARGETED COGNITIVE TRAINING APPROACHES

Neuropsychological rehabilitation approach often focused on 

remediation of a wide array of deficits; rooted in several decades of 

cognitive psychology and neuropsychology research; sometimes 

referred to as a “top-down” approach

Focused on inducing neuroplasticity in specific distributed neural 

systems; based on integrative neuroscience research; sometimes 

(inaccurately) referred to as a bottom-up approach

Often viewed as a psychological treatment that can also generate 

neural system change; research has been dominated by a treatment 

development paradigm

Viewed primarily as a “neurological” treatment that drives neural 

system change and thus behavior change; research has been 

dominated by a mechanistic experimental medicine paradigm

Multiple active ingredients often embedded together in real-world 

settings to maximize behavioral change; eg, programs often use 

explicit instruction on transfer of skills to real-world situations, group 

skills training and support, compensatory behavioral strategies, etc

Specific drivers of cognitive change are targeted, based on 

hypotheses about underlying pathophysiology; mechanisms and 

biomarkers of response to intervention are identified

Treatment may (but does not always) include computerized exercises 

providing graduated repetitive practice across a wide range of 

higher-order cognitive domains, usually using the visual modality

Training makes use of computerized exercises that are individually 

adaptive to drive learners to their threshold at a high reward 

schedule; exercises focus intensively, in a targeted manner, on 

relevant component cognitive and social cognitive operations, 

concomitant with domain-specific attention and working-memory 

operations

Training often delivered at a rate of 2-3 sessions per week for a total 

of approximately 20-30 h; however, both lower and higher numbers 

of sessions over different time spans have been studied

Training has generally aimed to be delivered at a rate of 4-5 sessions 

per week for a total of 20-40 h in a given cognitive domain; however, 

less intensive regimens of training have been studied as well

Examples of available software programs that have been studied as 

part of cognitive remediation programs include Cogpack, CogRehab, 

RehaCom, Happy Neuron, and a range of educational software

Examples of available software programs that have been studied in 

cognitive training research include Happy Neuron and Brain HQ 

(Posit Science) exercises

(CONTINUED ON PAGE 25)
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Using Pharmacogenetics in Making Treatment 

Decisions for Schizophrenia

» Kazunari Yoshida, MD, PhD and 
Daniel J. Müller, MD, PhD

T
he term “pharmacogenetics 

(PGx)” was first coined in 1959 

with the aim of identifying clini-

cally meaningful genetic predictors of 

responses to drug treatments and their 

adverse effects. PGx addresses the 

limitations of the traditional non-bio-

marker based “trial-and-error” proce-

dure in selecting psychotropic drugs 

for patients with psychiatric disorders, 

including schizophrenia. A combina-

tion of pharmacokinetics and pharma-

codynamics underlie interindividual 

differences in drug responses and ad-

verse effects; therefore, PGx focuses 

on genetic variants involved in phar-

macokinetics and pharmacodynamics 

(Table).

Numerous genetic variants associ-

ated with antipsychotic responses 

and adverse effects in the treatment 

of schizophrenia have been identi-

fied. Based on such genetic informa-

tion, specific recommendations for 

treatment with psychotropic drugs, 

including antipsychotics, have been 

proposed for clinical practice.

Clinical availability of PGx 
information
Most antipsychotics are metabolized 

by cytochrome P450 (CYP) enzymes, 

(primarily CYP1A2, CYP2D6, and 

CYP3A4), while other CYP enzymes 

such as CYP3A5 and CYP2C19 are 

involved in the metabolism of only a 

few antipsychotics. The genes encod-

ing these CYP enzymes are polymor-

phic, resulting in interindividual dif-

ferences in antipsychotic metabolic 

abilities.

Four classes of CYP metabolizer 

profiles have been established ac-

cording to the multiallelic nature of 

the CYP enzyme genetic construct: 

poor, intermediate, normal (exten-

sive), and ultra-rapid metabolizers. 

Most of the currently available clini-

cal recommendations are based on 

gene variants that affect CYP enzyme 

activity.

Based on the CYP2D6 phenotype, 

the FDA provides information on PGx 

biomarkers in the drug labeling for 

nine antipsychotics (aripiprazole, 

aripiprazole lauroxil, brexpiprazole, 

clozapine, iloperidone, perphenazine, 

pimozide, risperidone, and thiori-

dazine). For seven of these nine anti

psychotics (aripiprazole, aripiprazole 

lauroxil, brexpiprazole, clozapine, il-

operidone, pimozide, and thiori-

dazine), dose adjustment recommen-

dations are provided for individuals 

identified as CYP2D6 poor metaboliz-

er. For example, it is recommended to 

administer half of the usual dose of 

aripiprazole to patients who are 

known to be CYP2D6 poor metaboliz-

ers because at standard doses the risk 

of adverse effects is increased with 

higher drug plasma levels.

The Pharmacogenomics Knowl-

edgebase (PharmGKB), an NIH-fund-

ed resource, provides clinically rele-

vant PGx information, including 

dosing guidelines and drug labels. In 

addition, drug labels or expert recom-

mendations provided by several re-

sources are summarized on the 

PharmGKB website (www.pharmgkb.

org).

Using these resources, Bousman 

and colleagues1 summarized the cur-

rent gene-drug interaction informa-

tion and proposed a minimum testing 

panel that can serve as a primer for 

clinical implementation. A total of 

448 gene-drug interactions were 

identified in psychiatry: only 31 (7%) 

of them satisfied the criteria for the 

highest level of evidence from 

PharmGKB (level 1A or 1B), drug 

labels (testing recommended or re-

quired), and clinical guidelines (Clin-

ical Pharmacogenetics Implementa-

tion Consortium [CPIC] or Royal 

Dutch Association for the Advance-

ment of Pharmacy-Pharmacogenet-

ics Working Group [DPWG]). 

Among those, with the highest level 

of evidence, 59% involved the 

CYP2D6/CYP2C19 genes and anti-

depressant medications (eg, SSRIs 

and tricyclic antidepressants).

Several gene-drug interactions 

with high-level evidence were identi-

fied between 2 human leukocyte an-

tigen genes (HLA-A and HLA-B) and 

three anticonvulsants and/or mood 

stabilizers (carbamazepine, oxcarba-

zepine, and phenytoin). High-level 

evidence interactions involving the 

CYP2C9 and POLG genes were re-

ported to phenytoin and valproic ac-

id, respectively. Regarding antipsy-

chotics, the following five gene-drug 

interactions satisfied the criteria for 

the highest level of evidence: 

CYP2D6 and aripiprazole, haloperi-

dol, pimozide, risperidone, and zu-

clopenthixol.

Based on the gene-drug interac-

tion evidence, a minimum PGx test-

ing panel for psychiatry was pro-

posed, in which 16 variant alleles 

within the CYP2C9, CYP2C19, 

CYP2D6, HLA-A, and HLA-B genes 

were included. 

This proposed panel is clinically 

relevant; however, readers should 

consider certain limitations, 

including:

1 
The proposed panel does not 

address gene-gene interactions.

2 
The proposed minimum panel 

requires regular updates in line 

with PGx resource updates (eg, 

CPIC).

3 
PGx testing should be used as a 

support tool, along with other 

information (eg, age, sex, ethnicity, 

and concomitant medications), and 

should be applied in line with other 

clinical treatment guidelines. While 

recommendations exist on how to 

use pharmacokinetics variants for 

some antipsychotics, no 

pharmacodynamics gene variants 

for antipsychotics have been 

proposed for clinical practice to 

date.

A number of commercial PGx 

testing tools including pharmacody-

namics gene variants are being of-

fered by several commercial compa-

nies for use in clinical practice. A 

recent survey evaluated physicians’ 

opinions of PGx testing and their ex-

periences using such tests for pre-

scribing psychotropics through the 

The Individualized Medicine: Phar-

macogenetic Assessment and Clini-

cal Treatment (IMPACT) study.2 Of 

the 168 clinicians surveyed, 80% be-

lieved that PGx testing will become a 

common standard in psychiatric drug 

treatment; moreover, these respond-

ers were satisfied or very satisfied 

with the genetic information provid-

ed. These findings indicate the feasi-

bility and suggested clinical utility of 

PGx testing.

In several studies, including rand-

omized controlled trials, the clinical 

utility of PGx testing for antidepres-

sants has been investigated. A recent 

meta-analysis included four rand-

omized controlled trials and two 

open-label controlled cohort studies.3 

The findings indicate that treatment 

guided by PGx testing, including 

combinatorial testing, is superior to 

treatment as usual in response and/or 

remission rates in the acute treatment 

of depression.

However, further investigation fo-

cusing on the clinical validity and effi-

cacy of single and combinatorial PGx 

testing for antipsychotic treatment re-

sponses is warranted. Currently, some 

randomized controlled trials evaluat-

ing the clinical utility of PGx testing 

on antipsychotics in patients with 

schizophrenia are underway (eg, 

NCT02573168 and NCT02566057), 

which should contribute to important 

advances in this field.

Precautions for implementation of 
PGx in clinical practice
While PGx testing, is promising in 

the treatment of schizophrenia, cer-

tain limitations should be considered 

when clinicians rely on PGx tests 

without knowing their limitations. 

For example, a clinical case report 

published in the American Journal of 

Psychiatry provided a warning re-

garding the potential warrant of im-

plementation of PGx testing in clini-

cal practice.4 It described a male 

patient with treatment-resistant 

schizophrenia, aged 25 years, who 

showed rapid improvement follow-

ing clozapine administration despite 

the fact that the PGx test used for the 

patient did not recommend clozapine 

for his treatment. He was judged to 

be a poor responder to clozapine 

based on the assessment of several 

SIGNIFICANCE FOR PRACTICING PSYCHIATRISTS

This article provides a succinct summary of the current knowledge related to the 

pharmacogenetics of antipsychotics and reviews its clinical application.

 ◗ Pharmacogenetics has the potential to optimize antipsychotic treatments and overcome 

conventional “trial and error” approaches

 ◗ Several antipsychotics (aripiprazole, haloperidol, pimozide, suclopenthixol) have the 

highest levels of clinical validity to support implementing the assessment of CYP2D6 

metabolizer status in clinical practice

http://www.pharmgkb.org
http://www.pharmgkb.org
https://www.psychiatrictimes.com/
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genetic variants, including the 

DRD2 ,  UGT2B15 ,  CYP2C19 , 

CYP2D6, HLA-B15.02, HTR2C, and 

MTHFR genes.

However, it should be noted that 

none of these genes reached Level 

1A or 1B based on PharmGKB eval-

uations. Thus, most of the genetic 

information collected in this case 

was of limited use regarding predic-

tion of clozapine response while oth-

er clinical factors were not consid-

ered. Consequently, PGx testing 

should be seen as a companion deci-

sion-support tool, under considera-

tion of all available individual clini-

cal and demographic information 

available, and not be interpreted as an 

alternative or substitute to proto-

col-based care for clinicians in their 

attempt to optimize pharmacological 

treatment.

That availability of commercial 

PGx tests is increasing at a rapid 

pace. However, it is also important to 

consider that tests are not standard-

ized for gene and alleles and the in-

terpretation is therefore inconsistent 

across the available PGx tests. Con-

sistent with this notion, a recent study 

reported on the level of agreement in 

psychotropic medication recommen-

dations across four PGx tests (CNS-

Dose®, Genecept®, GeneSight®, and 

Neuropharmagen®).5 The agreement 

was generally modest (eg, antide-

pressants, 56%; anxiolytics/hypnot-

ics, 56%; antipsychotics, 55%), 

which indicates that PGx tests are not 

interchangeable and that standardiza-

tion across these tests is warranted. 

Taken together, these findings reflect 

the need for further standardization 

of genetic-based phenotyping across 

PGx tests.

PGx of antipsychotic treatment 
response and specific adverse 
effects
A number of genetic variants associat-

ed with antipsychotic response and 

adverse effects (eg, tardive dyskinesia, 

antipsychotic-induced weight gain, 

and clozapine-induced agranulocyto-

sis) have been found.6,7 For example, 

among several gene variants associat-

ed with tardive dyskinesia, the associ-

ation of the vesicular monoamine 

transporter 2 (VMAT2) gene with tar-

dive dyskinesia is consistent with re-

cent clinical evidence that showed that 

a novel selective VMAT2 inhibitor, 

valbenazine, improved tardive dyski-

nesia.8

Other findings from research that 

focused on antipsychotic-induced 

weight suggest consistent results for 

several genes implicated in appetite/

satiety regulation.9 Our group is cur-

rently developing a multi-gene panel 

to assess individual risk of antipsy-

chotic-induced weight gain, and the 

preliminary results have been promis-

ing.10 Nevertheless, further research 

is needed to apply recommendations 

based on pharmacodynamic variants 

for antipsychotics to clinical practice. 

Notably, polygenic risk scores, which 

represent the total number of risk al-

leles carried by an individual, weight-

ed by the effect size from the ge-

nome-wide association studies, have 

been suggested to be associated with 

antipsychotic treatment response in 

patients with schizophrenia.11,12

However, to date, these PGx mark-

ers for antipsychotic response and 

adverse effects are not sufficiently 

validated to be used in clinical prac-

tice yet. Nevertheless, given the rapid 

advance in the genomic field, future 

research will find clinically actiona-

ble PGx markers to predict antipsy-

chotic response and adverse effects 

by incorporating identified genetic 

variants and non-genetic factors.

Conclusion
In summary, PGx has the potential to 

optimize antipsychotic treatments 

and overcome conventional “tri-

al-and-error” approaches. PGx test-

ing has already been implemented in 

clinical practice. In fact, at least five 

major US medical centers (St. Jude 

Children’s Research Hospital, Van-

derbilt University Medical Center, 

University of Florida Health Shands 

Hospital, Mayo Clinic, and Mount 

Sinai Medical Center) have imple-

mented PGx testing into clinical care 

based on available expert consensus 

recommendations.13 For the time be-

ing, only recommendations for 

CYP2D6 metabolizer status and sev-

eral antipsychotics (eg, aripiprazole, 

haloperidol, pimozide, risperidone, 

and zuclopenthixol) would meet suf-

ficient evidence-based criteria for 

clinical utility (Table).

With advancements in the availa-

ble technology and applied methods, 

including genome-wide association 

studies and targeted gene approaches, 

a number of new gene variants associ-

ated with antipsychotic responses and 

adverse effects have been identified 

and may be associated with clinical 

efficacy to predict clinical pheno-

types.6,7 Additional well-designed ran-

domized controlled trials with large 

sample sizes of patients from a variety 

of ethnicity groups, standardized clin-

ical PGx guidelines, and increased 

SCHIZOPHRENIA: PART 2

TABLE.  Recommendations for CYP2D6 metabolizer status and five antipsychotics 

Drug
Drug labels14

CPIC 
level15 PharmGKB14,16 Dosing guidelines17

FDA EMA HCSC PMDA

Aripiprazole Actionable PGx Actionable PGx Actionable PGx N/A B 3 Reduce maximum dose to 10 mg/d for 

PM genotype patients

Haloperidol N/A N/A N/A N/A C 3 Reduce dose by 50% or select an 

alternative drug for PM genotype patients

Pimozide Testing required N/A N/A N/A B 4 N/A

Risperidone Informative PGx N/A Informative PGx N/A B 2A Select an alternative drug or be extra 

alert to adverse drug events in PM, IM, or 

UM genotype patients; adjust dose to 

clinical response

Zuclopenthixol N/A N/A N/A N/A C 3 Reduce dose or select an alternative 

drug for PM and IM genotype patients; 

be alert to low plasma concentrations or 

select an alternative drug for UM 

genotype patients

Notes: “Testing required” states or implies that some sort of genetic testing should be conducted; actionable PGx does not discuss genetic testing for gene variants, but contains 

information regarding changes in efficacy, dosage, or toxicity due to such variants; informative PGx mentions gene involvement in the metabolism or pharmacodynamics of the 

drug, but there is no information to suggest that variation in these genes leads to a different response. CPIC levels are as follows: A, genetic information should be used to 

change prescribing of affected drug; B, genetic information could be used to change prescribing of the affected drug; C, no prescribing actions are recommended; D, there are 

few data. The PharmGKB clinical annotation levels of evidence are as follows: level 1A and level 1B = high; level 2A and level 2B = moderate; level 3 = low; level 4; preliminary.

FDA, Food and Drug Administration; EMA, European Medicines Agency; HCSC, Health Canada (Santé Canada); PMDA, Pharmaceuticals and Medical Devices Agency, Japan; 

PGx, pharmacogenetics; N/A, not applicable; PM, poor metabolizers; IM, intermediate metabolizers; UM, ultra-rapid metabolizers.

(KPFKPIU�KPFKECVG�VJCV�VTGCVOGPV�

IWKFGF�D[�RJCTOCEQIGPGVKE�VGUVKPI�

OC[�DG�UWRGTKQT�VQ�VTGCVOGPV�CU�

WUWCN�KP�TGURQPUG�CPF�QT�TGOKUUKQP�

TCVGU�KP�VJG�CEWVG�VTGCVOGPV�QH�

FGRTGUUKQP�
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awareness of the benefit and limita-

tions of PGx will be needed to imple-

ment fully in clinical practice.
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ICU
Richard M. Berlin, MD

-from a Line by Roberto Bolaño

I am dying with many things to say.

Do I have to speak? I know you know

My love was like mist thrown from the waves.

When I die, you will have many things to say.

Once more, my love, I will not obey.

March can be hushed and covered with snow.

I am dying with many things to say.

Do I have to speak? You know what you know. ❒

Dr Berlin is Instructor in Psychiatry, University of 

Massachusetts Medical School, Worcester, MA.
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A Call for Articles 

Psychiatric Malpractice 
Grand Rounds

With the help of Editor in Chief Emeritus James L. Knoll IV, 

MD, the editors at Psychiatric Times cordially invite you to 

submit an article about a “what if” legal dilemma for a series of 

online articles about psychiatry and the law. 

The goal of the series is to provide real-world reflections by 

psychiatrists facing a possible malpractice issue. Dr Knoll will 

follow up with reflections, information, and resources, offering 

context and perspectives to our readers who may be experienc-

ing a similar situation. The follow-up analysis should by no 

means be considered professional advice.

Please submit your 1200-word manuscript and CV by 

May 1, 2019, for consideration to editor@psychiatrictimes.

com, with “Grand Rounds: Malpractice” in 

the subject line. Of course, we always 

need to be careful about confidentiality. 

If you are submitting a real-life case, all 

identifiers should be obscured. 

Note: This is not a contest and selection will be 

at the sole discretion of the editors. We cannot 

promise print publication, but if selected, your 

article will appear on our website. Only sub-

missions by psychiatrists will be considered.

https://www.psychiatrictimes.com/
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THE QUIZ/Chronic Pain and Traumatic Brain Injuries (continued from page 10)

1. Answer: C. 40% to 60%

Studies indicate approximately 52% of civilian patients 
with TBI will have chronic pain, and 43% of military 
veterans have chronic pain as a result of service related 
TBI.1

2. Answer: B. False

Up to now, there have been no research findings indicat-
ing that the development of chronic pain is correlated 
with the severity of the TBI.2

3. Answer: A. True

Predictive factors have yet to be identified. A variety of 
such factors have been proposed, but none has been 
found to be consistently predictive.2

4. Answer: E. A, B, and C

Migraine, tension-type, and mixed headaches appear to 
be the most common to develop as the result of TBI.3

5. Answer: E. All of the above.

Although it is commonly thought that the pain secondary 
to TBI is limited to the head and neck, research has shown 
that it can also be in the upper and lower extremities. 
Thus, any pain that develops after a TBI, no matter where 
the location of the pain is, should be considered as poten-
tially resulting from the TBI.2

6. Answer: D. A and B

At present, it is recommended that post-TBI headaches 
be treated as one would treat the same types of headache 
without the occurrence of TBI. With regard to non-head-
ache chronic pain following TBI, there is little research 
indicating the best treatment approaches.2

7. Answer: B. False

Longitudinal studies indicate that post-TBI pain can re-
solve even several years after its onset. As of yet, no fac-
tors that would predict which person’s pain is likely to 
resolve have been identified. Thus, there is always some 
possibility the pain will resolve but there is no guarantee 
of this, and it should not be depended on as likely to oc-
cur.2

8. Answer: A. True

There appears to be an association between the develop-
ment of post-TBI chronic pain and of PTSD. However, 
whether this indicates that there may be some underlying 
mechanism of development shared by pain and PTSD or 
whether one might make the TBI patient more suscepti-
ble to developing the other is still unclear.3

9. Answer: B. False

Although multiple theories have been proposed, the 
mechanisms for the development of post-TBI pain have 
yet to be identified.2

10. Answer: E. All of the above

All of these have been proposed as possible mechanisms 
for the development of pain following TBI. As these are 
not mutually exclusive, it is quite possible that multiple 
mechanisms may be involved and that the importance of 
each may vary from patient to patient.2,4,5
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Reviewed by Kavita Khajuria, MD

O
ne needs resilience in order to withstand un-

certainty and whirlwinds, and to achieve life-

long happiness. In his latest book, Resilient: 

How to Grow an Unshakable Core of Calm, 

Strength, and Happiness, Dr Hanson discusses the 

scientifically grounded foundation for lasting well-

being. He cites inner strengths including grit, grat-

itude, compassion, and courage, that can fortify 

resilience to help overcome life’s inevitable adver-

sities.

With a blend of mindfulness, neuroscience, and 

practical positive psychology, he discusses general 

themes of recognizing, resourcing, regulating, and 

relating. Suggestions, experiential practices, and 

personal experiences are conveyed in an easy to 

read and informative manner. Each chapter con-

tains experiential exercises and concludes with key 

take away points.

Wellbeing is examined, those experiences that 

subsequently hardwire into the nervous system and 

embed into traits. Citing three basic needs of all 

humans: safety, satisfaction, and connection, Dr 

Hanson outlines responses and reactive modes. 

Mindfulness is referred to as “coming home,” a 

practice that enables one to become grounded and 

unwavering. Negative distortions are encouraged 

to be challenged. The importance of learning from 

positive opportunities that he terms “jewels,” is 

stressed—no matter how simple, given the poten-

tial benefits derived from their accumulation. The 

relationship between positive and negative experi-

ences is described, as well as the release of bias by 

the use of positive practices.

Other topics include determination, attach-

ments, unlearning helplessness, gratitude, “altruis-

tic joy,” and the relation of thankfulness to resil-

ience. Liking and wanting are compared and 

contrasted. Readers are encouraged to find the 

“sweet spot” and to cultivate the “Inner Nurturer.” 

Various aspects of intimacy, temperamental differ-

ences, and interpersonal relations are explored, 

including personal autonomy, empathy, forgive-

ness, and the need to seek and understand our com-

mon humanity. The concluding section addresses 

courage, aspiration, and generosity. Readers are 

encouraged to seek outlets for gifts and talents, 

know what one wants from life, and to honor this 

with a growth mindset.

Dr Khajuria is a Practicing Psychiatrist and Adjunct 

Faculty, Wright Institute, Berkeley, CA. ❒
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Case in point: a woman with ruin-

ous self-esteem was devastated when 

would-be cognoscenti at a Gotham 

dinner party savaged her because she 

found The English Patient a terminal 

bore. Wasn’t she aware that the best 

critics, as well as Manhattan at large, 

were certain it was Oscar-bound?

She was comforted when I said 

that I, too, thought the picture a bloat-

ed bore. My agreement strengthened 

a dawning recognition spurred by our 

work that she wasn’t a socially inept 

utter boob—her rancorous husband’s 

default perception. (Of course, I de-

fend to the death your right to admire 

The English Patient. Even profes-

sional film criticism may rationalize 

private taste into the public area.)

Patients in therapy frequently 

worry that speaking about a film I ha-

ven’t seen will ruin it for me. I em-

phasize they needn’t be concerned. 

Knowing in advance that Russell 

Crowe’s gladiator or the semi-toasted 

English Patient expires before the 

credits roll comprises yet another ex-

ample of the frustrations Freud said 

came with the job. If a patient’s con-

cern stems from an irrational fear of 

my disapproval, that’s another mat-

ter, calling for exploration.

Hearing about a film is never the 

same as seeing it. I watch movies 

many times, including those I review 

and dislike (I’ve occasionally 

changed my mind the second time 

around). Viewing a film or other art 

work again can enhance insight; so 

can watching a new film or reading a 

book that is significant to your pa-

tient. And, it may enrich your insight 

beyond the current treatment.

I often use film as an inexpensive 

Rorschach during an initial mental 

status evaluation or later in therapy. 

The result usually doesn’t indicate 

much that you didn’t already know. 

But inquiring about a patient’s fa-

vorite movie sometimes proves unex-

pectedly revealing.

Case in point: the prized movie of 

a 17-year-old youngster crippled by 

OCD was The Wizard of Oz. I expect-

ed her favorite character would be 

plucky Dorothy, but instead it was 

the Tin Man, “My obsessions make 

me feel just as frozen in place—until 

Dorothy comes along with that oil-

can. Maybe you have one!”

I’m wary of using cinema to teach 

psychiatric diagnosis or treatment. 

With rare exceptions, movies aren’t 

deliberately produced to teach audi-

ences about anything: psychiatry, si-

nus lifts, or rose gardening. Educa-

tion may happen, but chiefly it’s a 

byproduct of telling a riveting tale in 

aid of boffo box-office. If clinical ac-

curacy has to be sacrificed for mov-

ing the plot along, so be it.

A few studies claim benefits from 

showing a movie to an individual or 

group of patients suffering from one 

or another disorder. This probably 

affords temporary relief to some suf-

ferers, but I’m dubious about long-

term relief. I have, however, recom-

mended a film when I think it might 

energize insight, but not often, and 

only when I know the client well.

I once treated a gifted young writer 

who developed a catastrophic depres-

sion when his wealthy fiancée sud-

denly broke off their engagement. Her 

tycoon father witheringly criticized 

my patient’s working-class back-

ground and occupation. She had fled 

the lash of his iron will to marry my 

patient, only to quail before her father 

when he threatened to disinherit her.

Several months later my patient 

met another woman with a striking 

physical resemblance to his former 

fiancée but a totally dissimilar per-

sonality. No fool, she had begun to 

suss out the distorted basis for their 

relationship and was backing off. 

When his desolation bred suicidal 

fantasies, I recommended Alfred 

Hitchcock’s Vertigo (1958).

Hitchcock’s masterpiece devolves 

around a retired detective’s (James 

Stewart) desperate attempt to re-

make—Pygmalian-like—a shop-girl 

(Kim Novak) into a simulacrum of 

the beguiling, supposedly suicidal 

high-society wife he had been asked 

to protect by her (unknown to him) 

murderous husband.

Stewart’s character had fallen in 

love with her, then suffered a devas-

tating depression after being unable 

to save her from jumping to her death, 

due to the acrophobia that had com-

pelled his retirement. The detective 

eventually discovers he’s been cruelly 

hoaxed: the socialite he knew and the 

shopgirl are the same woman; the lat-

ter used, then discarded by the hus-

band after he killed the “original.”

Exploring my patient’s reaction to 

Vertigo was crucial in grieving his 

loss. He eventually recognized that 

long-standing irrational feelings of 

not being “good enough” had en-

forced his conviction he had been 

responsible for his fiancée’s feckless 

abandonment. “Just like Stewart, I 

fooled myself trying to make a new 

lover into a mirror of my fiancee,” he 

concluded, “it was like trying to fix 

an amputated arm by shoving a pros- 

thesis into a bloody socket.”

My most memorable case in 

which probing a film was central to 

effective psychotherapy was that of a 

35-year-old Vietnam vet. Despite an 

apparently healthy return to civilian 

life, he was increasingly savaged by 

long-disavowed post-traumatic psy-

chopathology.

He came from a tough urban ghetto. 

When he was arrested for petty theft at 

18, the judge offered him enlistment as 

an alternative to jail. He turned out to 

be an exemplary soldier, rose quickly 

through the ranks, and eventually com-

manded a platoon in Viet Nam.

He was a huge fan of war movies, 

particularly Objective, Burma! (1945), 

in which Errol Flynn headed a daredev-

il commando team. Identifying strong-

ly with the hero’s unflagging compe-

tence and love for his men, he was 

certain he could bring his “guys” back 

home safely.

He nearly did, until an ambush 

during their last week of active duty, 

killed or grievously wounded most of 

his outfit. He escaped harm, render-

ing his guilt even more intolerable. 

He finally entered treatment, 

convinced that “a man like Errol 

Flynn would have gotten us through—

and I wasn’t that man.” Over several 

years of psychotherapy, my patient 

discovered that Flynn’s unfailingly 

resourceful captain represented a 

neurotic ego-ideal, woven from ado-

lescent omnipotent fantasies.

Like any therapist, I’m not immune 

to the pitfalls of countertransference. 

It’s especially difficult to avoid gabbing 

about movies with a fellow addict who 

just happens to be my patient. He or she 

may be creating a diversion so as not to 

deal with the headier stuff. But I admit 

to having taken the bait on occasion, at 

least temporarily.

I acknowledge this ad hominem 

rationalization, but I suspect the 

Founding Father himself went on and 

on about some item from his enor-

mous collection of antiquities with 

the Wolf Man, Rat Man, and compa-

ny, beyond the object’s therapeutic 

merit. As far as I know, neither the 

earlier hagiographers nor acrimoni-

ous bashers from the Freud wars have 

had anything to say on that subject.

Dr Greenberg practices psychiatry in 
Manhattan, New York. He continues to 
publish frequently on film, media, and 
popular culture. For many years, his cin-
ema column appeared in Psychiatric 
Times. He has appeared frequently on 
national and international network 
and cable television programs includ-
ing Good Morning America, Today, 
CBS Evening and Sunday News, PBS, 
CNN, Showtime, and BBC-TV. Please ad-
dress communications to Dr. Greenberg 
at HRGSMES@AOL.COM. ❒

new discovery as the answer to the 

mystery of life, and all that was left to 

do was fill in some of the details. To-

day, there are more questions than 

answers as to how the human ge-

nome of 3 billion base pairs produces 

a living, breathing, and conscious 

person. Many mysteries wait to be 

solved, including the answer to why 

only 2% of the human genome codes 

for proteins—the rest codes for small 

RNAs whose roles we are just begin-

ning to glimpse. Layer on to this the 

evolving field of epigenetics, and 

your mind will truly be blown (more 

on this in future editorials).

For us in psychiatry, it has been a 

mere 30 years since we have redefined 

the human brain from being a “black 

box” to a structure of circuits contain-

ing 80 billion neurons and approxi-

mately 100 trillion synapses—fondly 

named the connectome—which 

makes each person beautifully unique. 

So yes, we have come a long way in 

psychiatry, but we are still at the be-

ginning of the story of understanding 

the human brain. Trained initially as a 

biochemist, I have reveled in the sig-

nificant advances in understanding 

brain structure and function, and in 

our ever-evolving armamentarium of 

psychiatric treatments—medications, 

evidence-based psychotherapies, neu-

romodulation, vocational support, 

psychoeducation, and preventive 

health. Equally important are the clear 

brain and body benefits of a good 

night’s sleep, exercise, healthy social 

relationships, good nutrition, stress 

reduction, laughter, lifelong learning, 

employment, and feeling connected to 

something greater than oneself.

However, as history has taught us, 

the discoveries of today will become 

the fossils of tomorrow. I do not say 

this to be bleak, but rather to remind 

us that our creative minds must al-

ways be open to new treatments that 

result from a new understanding. 

Each issue of Psychiatric Times 

serves as a bookmark in time to de-

clare where we are and some day to 

reflect back on where we have been. 

Finally, we must continue to advo-

cate for our patients, support our col-

leagues, erase stigma, and educate 

politicians/insurers/policy makers 

about the primal necessity of global 

mental health. ❒

From the Editor
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team, but no other specific rehabilita-

tion was provided beyond that which 

occurred as part of coordinated spe-

cialty care in the clinics.

Global cognition improvement 

was seen in the TCT group at imme-

diate post-training assessments. Par-

ticipants who completed at least 20 

hours of TCT showed significant im-

provement in positive symptoms at 

6-month follow-up compared with 

CG completers. Modeling of out-

comes revealed that lower baseline 

global cognition and a higher level of 

education predicted greater improve-

ment in global cognition after TCT.12

In a subgroup of participants who 

agreed to undergo serial imaging, 

Ramsay and colleagues13 saw a sig-

nificant positive correlation between 

left thalamic volume and increased 

global cognition in the TCT group (n 

= 22) and a negative trend in the com-

puter games CG group (n = 22). 

Lower baseline symptoms were re-

lated to both left thalamic volume 

preservation and improvements in 

global cognition following the train-

ing.

This intervention was also studied 

in adults with persistent illness (aver-

age age, 40 years) and demonstrated 

improved cognition in the TCT group 

and higher serum brain-derived neu-

rotrophic factor (BDNF) levels. 

Moreover, magneto-encephalo-

graphic and fMRI findings were con-

sistent with enhanced cortical activa-

tion patterns during early sensory 

processing and prefrontal executive 

functions. Patterns of association 

were seen between enhanced cogni-

tion and/or cortical functioning and 

longer-term functional gains.14-18

Future directions
Are we ready to prescribe cognitive 

training to patients? It is one thing to 

have a highly promising evidence 

base emerging from clinical trials; it 

is another to know how to translate 

those findings into real-world treat-

ment settings where models of im-

plementation and reimbursement for 

cognitive remediation and/or cogni-

tive training approaches are few and 

far between. Tools and education for 

clinicians that can allow them to as-

sess and understand patterns of cog-

nitive dysfunction in their patients 

are needed.

Cognitive training is a highly scal-

able and low-cost intervention, pro-

vided knowledgeable clinicians and 

staff can offer the necessary degree 

of support and guidance to patients. 

Ideally, cognitive training can be of-

fered either as stand-alone cognitive 

treatment or as part of a broader en-

riched “remediation” program, de-

pending on the needs of the individu-

al; some individuals will be highly 

reliant on the structure and support of 

a formal multi-modal program and 

require group support, skills-build-

ing, etc, while others will be able to 

engage remotely, perhaps assisted 

only by an app that provides remote 

coaching (currently under study in 

our clinical trial NCT02782442).

Interested clinicians and consum-

ers can consult PsyberGuide.org, a 

non-profit organization whose mis-

sion is to help consumers choose ef-

fective and accessible mobile health 

technologies, including cognitive 

training programs (Psyberguide.org 

offers ratings on credibility, user ex-

perience, and the clarity of an app’s 

privacy policy). As we continue to 

refine our scientific understanding of 

cognitive training interventions for 

people with psychotic disorders, it 

may behoove us to begin to develop 

the programmatic infrastructure that 

allows us to assess cognition as a key 

treatment target for our patients.

Dr Vinogradov is Professor and 

Department Head, Donald W. 

Hastings Endowed Chair, Department 

of Psychiatry, University of Minnesota 

Medical School, Minneapolis, MN.

Dr Vinogradov reports that she is on the 

Speakers’ Bureau for Alkermes and Mindstrong.
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Similarly, why should anyone 

“live” according to another’s ex-

pectations?

The Scottish philosopher David 

Hume (1711-1776) wrote the es-

say, “Suicide,” wherein he said, “I 

believe that no man ever threw 

away Life while it was worth keep-

ing.”

What follows is a warning relat-

ing to anti-depressant drugs, with 

which you will be familiar:

US FOOD AND DRUG 
ADMINISTRATION PRODUCT 
INFORMATION WARNING

Patients with major depressive disor-

der, both adult and pediatric, may ex-

perience worsening of their depression 

and/or the emergence of suicidal idea-

tion and behavior (suicidality), whether 

or not they are taking antidepressant 

medications, and this risk may persist 

until significant remission occurs. Al-

though there has been a long-standing 

concern that antidepressants may 

have a role in inducing worsening of 

depression and the emergence of sui-

cidality in certain patients, a causal 

role for antidepressants in inducing 

such behaviors has not been estab-

lished. Nevertheless, patients being 

treated with antidepressants should be 

observed closely for clinical worsening 

and suicidality, especially at the begin-

ning of a course of drug therapy, or at 

the time of dose changes, either in-

creases or decreases.

Consideration should be given to 

changing the therapeutic regimen, in-

cluding possibly discontinuing the 

medication, in patients whose depres-

sion is persistently worse or whose 

emergent suicidality is severe, abrupt 

in onset, or was not part of the patient’s 

presenting symptoms.

From the above it is apparent 

that psychopharmaceutical medica-

tions are not always the answer! 

Finally, I give you a quote from the 

Indian sage Jiddu Krishnamurti 

(1895-1986), who said, “It is no 

measure of health to be well adjust-

ed to a profoundly sick society.”

There we have it—in a nutshell!

Mr Campbell-Watt reports no conflicts of in-

terest concerning the subject matter of this 

article. ❒

The Act of Suicide
Continued from page 7

Cognitive training is a highly scalable
and low-cost intervention provided
clinicians can offer the necessary degree
of support.
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T
he serendipitous discovery of ketamine’s rapid-acting and robust anti-

depressant effects has been hailed as “arguably the most important dis-

covery [in neuropsychiatric research] in half a century.”1 However, the 

optimism regarding ketamine’s rapid-acting antidepressant (RAAD) effects 

in stress-related psychopathology, including suicidality, is tempered by con-

cerns about long-term safety; the lack of a reproducible biomarker of target 

engagement/validation; and the need to extend the durability of clinical ben-

efits, reduce adverse effects, and limit abuse potential. Nonetheless, the dis-

covery—and replication—of ketamine’s antidepressant effects has prompt-

ed a paradigm shift in our understanding of the neurobiology underlying 

stress-related psychopathology and in our approach to drug development for 

associated symptom constellations.

The bleak landscape of traditional antidepressants
Since the early 1950s, tricyclics, monoamine oxidase inhibitors, and SSRIs 

have been used to treat depression and other stress-related disorders. These 

drugs were developed under a monoaminergic hypothesis that postulates 

psychopathology is due to a functional deficiency in monoaminergic neu-

rotransmitters (eg, serotonin, dopamine, norepinephrine). Thus, the mecha-

nism of action for traditional antidepressants is to elevate synaptic availabil-

ity of these neurotransmitters.
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Although these drugs work 

very well for some patients, they 

have limitations. Approximately 

two-thirds of patients do not 

achieve symptom remission with 

a single medication trial, and 

among the one-third who do, rates 

of sustained remission are low. 

Furthermore, even when these 

agents are effective, they are 

slow-acting antidepressants 

(SAADs) with a delayed onset of 

action; thus, it can take weeks to 

months before patients experi-

ence clinical benefit.

This latency period signifi-

cantly increases the risk of suicide 

and self-harm as well as other de-

structive behaviors, including 

self-medication with drugs and 

alcohol. With each failed medica-

tion trial, the likelihood of finding 

an effective treatment declines, 

further increasing risk. Moreover, 

SAADs often fall short of treating 

the full spectrum of symptoms for 

many patients; consequently, even 

when some improvement is noted, 

refractory symptoms persist, in-

cluding suicidal ideation and cog-

nitive impairment.

The landscape is perhaps even 

bleaker for bipolar disorder or 

PTSD because there are significantly fewer FDA-approved pharmacologic 

options for these disorders. With the exception of clozapine, which is ap-

proved by the FDA to target suicide risk in patients with schizophrenia, no 

medications are specifically indicated for suicidality.

Ketamine’s RAAD effects in stress-related symptoms and 
suicidality
Multiple studies have supported the short-term efficacy of ketamine—and 

more recently, one of its two enantiomers, S+ (esketamine)—for stress-relat-

ed psychopathology. Significant benefits have been demonstrated for suicid-

al ideation and PTSD, even after adjusting for simultaneous reductions in 

depressive symptoms. Ketamine was associated with increased clinical re-

sponse and remission relative to comparators (eg, saline/placebo, midazolam) 

in individuals with either MDD or bipolar depression, suicidality, and PTSD, 

regardless of treatment-resistant status and of whether study participants were 

medicated.2-4 In addition, the suspected neurobiological effects of ketamine 

were further supported by the relatively consistent response across studies: 

improvement within 4 hours, peak response at about 24 hours, and efficacy 

for approximately 7 to 10 days, as well as the maintenance of efficacy through 

repeated treatment (Figure 1).5,6

Similar onset and duration of clinical benefit have been shown for suicid-

al ideation: rapid-acting antisuicidal (RAAS) effects occurred within 24 

hours and persisted approximately 1 week.7 A recent trial that compared the 

RAAS effects of ketamine with those of the active comparator midazolam 

found ketamine was superior in promoting rapid and robust improvements in 

suicidal ideation. These improvements were maintained for up to 6 weeks 

with an additional optimized standard pharmacologic intervention.8

Based on the promising results of intranasal esketamine trials the FDA has 

designated it as a “breakthrough therapy.”2 While these results are encourag-

ing, further investigation will be required to establish ketamine’s efficacy and 

safety as well as to determine how best to extend the durability of effects and 

to reduce adverse effects and risk of abuse.

Clinical anecdotes from subjective reports
Findings indicate that ketamine’s robust RAAD and RAAS effects have a 

positive downstream effect in which the improvement in symptoms, especial-

ly in lassitude and negative mood and cognitions, kick-starts therapeutically 

beneficial practices. In addition to self-initiated engagement outside the 

study, the behavioral activation of participating in a clinical trial (eg, the struc-

ture provided by study visits, required outing, engaging with research staff) 

seems to be highly therapeutic as well.

CASE VIGNETTES

One man in his early 50s who had struggled with treatment-resistant MDD 

for several decades reported a single infusion of ketamine gave him the 

boost he needed to re-engage in hobbies and to feel invigorated for both 

work and family life. The day after his infusion, he reported that he had slept 

well, cooked his family breakfast, practiced an instrument, and planned to 

walk his dog in the evening—all of which he enjoys but has not had the 

motivation for recently. Although he reported a re-emergence in some 

symptoms at 2-week and 4-week follow-up, he experienced ketamine-

promoted re-engagement in mood-enhancing activities, which helped extend 

the effects.

A Vietnam Veteran with treatment-resistant PTSD and chronic suicidal 

ideation, said he had attempted to take his own life on three occasions since 

the late 1960s, when he experienced significant trauma in combat. Following 

the ketamine infusion, he was “totally stunned to wake up without a single 

idea about suicide” and reported a significant reduction in negative mood 

and cognitions, specifically guilt, shame, and related self-talk. He was able to 

talk with his spouse about things he had never discussed previously, which 

not only was cathartic for him, but also brought them closer together. He 

reported a slight re-emergence in overall symptoms, including suicidal 

ideation at the 4-week follow-up visit, but noted the “memory of hope and 

better days” kept him pushing forward.

Figure 1. Ketamine administration considerations, time course, and 

suspected neurobiological mechanisms of action

BP, blood pressure; HR, heart rate; IV, intravenous; PFC, prefrontal cortex; BDNF, brain-derived neurotrophic factor; mTOR, mammalian 

target of rapamycin; GBC, global brain connectivity; GMV, gray matter volume; HPC, hippocampus; NAC, nucleus accumbens; RAAD, rapid-

acting antidepressant; RAAS, rapid-acting anti-suicidal; SAAD, slow-acting antidepressant; SI, suicidal ideation.

Figure used with permission from the Emerge Research Program (emerge.care).
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An Army Veteran in his mid-40s endorsed only relatively minor improvements on 

formalized measures of PTSD symptoms. However, he noted that his quality of 

life and level of irritability improved significantly after he received a single open-

label dose of ketamine (0.5 mg/kg). The treatment increased his cognitive 

flexibility, reduced his rigidity, and diminished the sense that any minor 

disruption in his plans was “catastrophic” and would throw his entire day 

(sometimes up to a week) into unrest. He reported that following the infusion, he 

was much more able to “roll with the punches” and “take things as they come.” 

At a 4-week follow-up visit, he indicated this change in emotion, cognition, and 

behavior had been maintained despite other symptoms that resurfaced.

As in the last vignette, some of the meaningful improvements reported by 

participants are not necessarily captured by routinely used clinician-admin-

istered or self-report measures. For example, another interesting, and chal-

lenging, phenomenon is that sometimes patients report guilt, shame, and/or 

frustration that their symptoms improved so dramatically in such a brief pe-

riod. They feel something must be wrong with them if they can feel so much 

better, if it is this “easy.” Some patients report they unintentionally “blunt” the 

clinical benefit of ketamine because they are worried about when it will end 

and are “waiting for the other shoe to drop.”

A clear informed consent process is paramount, for both research and 

clinical settings. Ideally, the participant’s mental health care provider should 

be involved early, and patients should be encouraged to discuss the pros and 

cons of ketamine with family members or other close confidants. Overall, we 

have found that patients are glad they participated and are willing to seek out 

alternative routes for additional doses, either through research or clinical set-

tings, or to explore other treatment options. We have not had patients who 

reported seeking out illegal means of obtaining ketamine.

Common questions and challenges
One of the most common questions asked by potential study participants and 

treatment providers is, “What do we do if ketamine works—what’s next?” 

Until recently, ketamine has been given only in the context of research studies. 

However, as evidence of its effects has continued to build along with data that 

suggest the drug is well-tolerated—despite concerns about unknown long-

term effects, short duration of effects, and abuse potential—medical profes-

sionals with prescribing privileges have started offering the drug as an off-label 

treatment. Ketamine “boutique” clinics are opening across the country.

A current challenge is that most health insurance companies do not cover 

the high costs of off-label ketamine dosing. Patients for whom the medication 

is effective are concerned about how to continue treatment, especially if they 

do not have the finances for private-pay options. Similarly, health care pro-

viders are concerned about the options for those who respond to ketamine as 

well as for those who do not.

A consensus statement from the American Psychiatric Association Re-

search Task Force on Novel Biomarkers and Treatments provides a good 

summary of the promise and limitations of off-label ketamine treatment.7 

Although no clinical practice guidelines exist for the off-label administration 

of ketamine, the consensus statement offers an overview of appropriate train-

ing for prescribers, treatment setting and available facilities and resources (eg, 

blood pressure monitor, crash cart), and patient considerations (eg, safety 

eligibility such as cardiovascular risk factors or history of psychosis) as well 

as the challenges and limitations of the drug, including abuse potential, ad-

verse-effect profile, and limited durability of effect (Figure 1).

A synaptic model of chronic stress pathology
Psychopharmacologic drug development and neuropsychiatry are undergo-

ing a paradigm shift from the monoamine neurotransmitter systems toward 

the glutamatergic system and glutamate modulators for the treatment of 

stress-related psychopathology. Ketamine, a noncompetitive, high-affinity, 

N-methyl-d-aspartate receptor (NMDAR) antagonist, has served as the post-

er child for this new generation of research and drug development. Landmark 

preclinical and clinical studies that provided the first solid evidence of 

RAAD-like effects began an avalanche of research, including trials of ket-

amine and other glutamatergic drugs as well as those that support a gluta-

mate- or synaptic-based hypothesis of chronic stress pathology (CSP).9-11

Early studies of SAADs altering NMDAR binding led to the hypothesis 

that the downregulation of NMDAR function may be a common pathway of 

antidepressant action.12 At the same time, we had the first evidence of gray 

matter volume loss in stress-related psychopathology, which appeared to par-

allel dendritic atrophy observed with chronic stress in rodents.13 These con-

verging data suggested that downregulation of excess glutamate may exert 

antidepressant effects, which led to the question of whether ketamine’s 

RAAD effects may be due to the blockage of NMDARs and subsequent in-

hibition of glutamate neurotransmission.

In contrast to this inhibition model, mounting evidence also hinted at a 

neurotrophic hypothesis of stress-related psychopathology, in which chronic 

stress and depression are associated with a deficit in brain-derived neuro-

trophic factor (BDNF).14 Other findings suggested that administration of sub-

anesthetic ketamine produces transient activation of glutamate neurotrans-

mission. This Į-amino-3-hydroxy-5-methyl-4-isoxazolepropionic acid 

(AMPA) receptor–dependent activation was found to increase BDNF levels 

and promote RAAD-like effects in rodent models.

It makes sense to consider psychopathology through the lens of the glutama-

tergic system because glutamate is the most prevalent excitatory neurotransmit-

ter in the brain. Furthermore, synaptic glutamate neurotransmission is cardinal 

in emotion, cognition, and behavior—all phenomena inextricably linked to 

psychopathology. Clinical findings support dysregulated glutamate neurotrans-

mission in cortical and limbic areas as well as variance in glutamate content in 

individuals with stress-related psychopathology relative to those who are psy-

chiatrically healthy.14 It is hypothesized that the pattern and location of these 

synaptic alterations interact with individual and environmental characteristics 

to affect the clinical presentation and constellation of symptoms. Focus on 

glutamate-related neural remodeling and synaptic plasticity has led to a synap-

tic hypothesis of CSP.

Chronic stress has been associated with both synaptic potentiation and 

neuronal hypertrophy in brain regions including the amygdala and nucleus 

accumbens, as well as synaptic depression and neuronal atrophy in the pre-

frontal cortex, and hippocampus. The synaptic alterations in the hippocampus 

and prefrontal cortex are thought to be secondary to stress-induced changes 

in glutamate release and reuptake and astroglial loss, resulting in sustained 

Figure 2. The cyclical effects of chronic 

stress pathology in stress-related 

psychopathology and suicidality

Figure used with permission from the Emerge Research Program (emerge.care).
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elevations in extracellular glutamate. This precipitates reduced spine density, 

dendritic retraction, and branching in the prefrontal cortex as well as altered 

synaptic strength and excitotoxicity. The dysregulation in glutamate release 

and glucocorticoid signaling, together with reduced glutamate uptake and 

astroglial deficits, are suspected to paradoxically maintain elevated levels of 

extracellular glutamate despite chronic stress-

induced reductions in synaptic glutamate neuro-

transmission.

Stress-induced synaptic hyperconnectivity in 

the nucleus accumbens is associated with dysreg-

ulation in monoaminergic neurotransmitters, 

whereas hypoconnectivity in the prefrontal cortex 

is associated with glutamate excitotoxicity and 

dysregulation. MRI studies have demonstrated 

that the reversal of synaptic deficits produces anti-

depressant-like effects and both RAADs and 

SAADs can reduce synaptic connectivity in the 

nucleus accumbens while alternately increasing 

connectivity in the prefrontal cortex. MRI findings 

have also shown reduced volume in the hippocampus and prefrontal cortex of 

individuals with SAAD/monoaminergic treatment-resistant depression, par-

ticularly those with impaired glutamate and Ȗ-aminobutyric acid levels.14,15

The synaptic model of CSP has some important components:

1. The duration of stress response—as opposed to the duration of stress ex-

posure—is critical, and the distinction between acute and chronic stress is 

paramount. Although there is significant individual variability in stress re-

sponse and resilience, exposure to a single extreme stressor or trauma may 

lead to a sustained or “chronic” threat response, whereas ongoing or repeated 

escapable, manageable, or predictable stress exposure may lead to acute tran-

sient responses.

It is thought that acute stress exposure triggers a glutamate surge in the 

prefrontal cortex that results in a brief elevation in extracellular glutamate and 

sustained elevations in synaptic strength and NMDA and AMPA receptors. 

Chronic stress exposure, on the other hand, promotes reductions in prefrontal 

glutamate levels, synaptic strength, and NMDA and AMPA receptors with 

sustained elevations in extracellular glutamate.

2. Two independent pathways—hyperconnectivity in the nucleus accumbens 

and hypoconnectivity in the prefrontal cortex and hippocampus—may con-

tribute to stress-related psychopathology. Patients with monoamine-based 

pathology show localized nucleus accumbens elevations in synaptic gain and 

BDNF, lack of amino acid impairment, enhanced response to monoaminergic 

SAADs, and increased volume in the nucleus accumbens. Patients with 

amino acid–based pathology demonstrate prefrontal cortex synaptic loss and 

excitotoxicity, amino acid impairment, and resistance to monoaminergic 

SAADs and have gray matter deficits in the hippocampus and prefrontal cor-

tex (Figure 2).

Research on glutamate release inhibitors, NMDAR antagonism, and glu-

tamate neurotransmission activation has yielded promising results, yet ket-

amine and other glutamatergic drugs have notable limitations for mainstream 

use that require further study. Moreover, it is yet to be determined whether 

synaptic loss and dysconnectivity represent predisposing risk factors, an out-

come of stress exposure, or factors that perpetuate psychopathology. The 

synaptic model posits that CSP is a common pathway across many psycho-

pathologies and that targeting synaptic loss and dysconnectivity may provide 

mechanistically novel RAADs with the potential to improve the lives of pa-

tients with stress-related psychopathology, including suicidality.

Ketamine as a treatment and a tool
Based on this synaptic model of CSP, ketamine’s suspected mecha-

nism of action provides a unique opportunity to:

�  Advance our understanding of CSP

�  Investigate our ability to reverse neural alterations in CSP and the cognitive, 

emotional, and behavioral implications of doing so

�  Explore ketamine-affected biomarkers of CSP

�  Inform novel drug development.

Two ketamine-induced alterations in glutamate neurotransmission may 

underlie its RAAD effects: (1) an acute burst of glutamate leading to transient 

prefrontal activation of glutamate neurotransmission and (2) a sustained in-

crease in prefrontal synaptic connectivity. Brief surges of prefrontal gluta-

mate precipitate multiple intracellular processes that ultimately lead to in-

creased synaptic connectivity in the prefrontal cortex approximately 24 hours 

after a subanesthetic dose of ketamine. Figure 1 shows the suspected path-

way of ketamine’s action beginning with postsyn-

aptic activation leading to a glutamate surge and 

BDNF release, activation of mammalian target of 

rapamycin signaling, and elevations in synaptic 

strength and protein synthesis. 

Evidence from MRI studies has repeatedly 

demonstrated reduced prefrontal cortex global 

brain connectivity in stress-related disorders and 

suicidality, which suggests that this may be a via-

ble biomarker of CSP.15-17 Human mechanistic 

studies further support this notion by directly cou-

pling prefrontal cortex global brain connectivity to 

glutamate neurotransmission, ketamine adminis-

tration to increased prefrontal cortex global brain 

connectivity, and this ketamine-induced normalization in connectivity to the 

RAAD effects and treatment response.14,18 Ketamine has been seen to influ-

ence gray matter volume—with increases in the hippocampus and decreases 

in the nucleus accumbens—at the peak of treatment response.14,15 These ket-

amine-induced neural alterations in glutamate neurotransmission, global 

brain connectivity, and gray matter volume provide the opportunity to exam-

ine putative biomarkers underlying CSP and RAAD treatment response.
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Psychiatrist Opportunities
Cambridge Health Alliance

Cambridge Health Alliance (CHA), a well-respected, nationally
recognized and award-winning public healthcare system is
seeking Psychiatrists in our Inpatient and Outpatient services.
CHA offers a wide variety of Psychiatry services for all ages. Our
system is comprised of three hospital campuses and an
integrated network of both primary and specialty outpatient care
practices in Cambridge, Somerville and Boston’s Metro North
Region. Exciting opportunities are available in our Adult,
Child/Adolescent and Consultation-Liaison services. We
are proud to offer a collaborative practice environment with an
innovative clinical model. CHA is a teaching affiliate of Harvard
Medical School (HMS) and academic appointments are
available commensurate with medical school criteria. CHA offers
competitive compensation and a comprehensive benefits
package.

Qualified candidates may submit their CV through our website
at www.CHAproviders.org, or by email to Melissa Kelley at
makelley@challiance.org. The Department of Provider
Recruitment may be reached by phone at (617) 665-3555 or by
fax (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.CHAproviders.org
mailto:makelley@challiance.org
https://www.challiance.org/
www.pagny.org
www.pagny.org
www.psychiatristjobs.la
www.Evan.Feibusch@doh.nj.gov
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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

SALARY AND 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 reward-
ing Medical Director position! Once you
visit, you will want to stay! Horizon
Health, in partnership with Summit
Healthcare Regional Medical Center in
Show Low, AZ, is seeking a Medical
Director for a new 12-bed geriatric inpa-
tient psychiatric program. The Medical
Director will provide rounding and treat-
ment on patients for the inpatient program,
as well as program administration and over-
sight services regarding service line poli-
cies, practice, development, compliance,
and performance improvement. Position
will offer a substantial Base Salary, gener-
ous Medical Director’s Stipend and a full
array of benefits! For more information con-
tact: Mark Blakeney, Voice: 972-420-7473,
Fax: 972-420-8233; email: mark.blak-
eney@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.com

The doctors of TRADITIONS BEHAV-
IORAL HEALTH are the largest provider
of MD psychiatric services to adult popula-
tions in institutional and community based
programs in California. We provide services
to the seriously and persistently mentally ill
and have openings in the San Francisco Bay
Area, Santa Barbara, 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 bonus-
es and a benefit package valued at
approximately $90,000, to up to $500,000,
for the industrious physician. Our gener-
ous benefit package includes almost 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 illness 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

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 expan-

sion, 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 compensa-
tion package which includes: medical/dental plans, 403(b) retirement plan, and reloca-
tion assistance.

For immediate consideration, please contact Renee Theobald, at: 

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

HackensackMeridianHealth.org

Department of Psychiatry

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 part-
nerships 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 develop-
ment 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 tomor-
row’s patients.

The School of Medicine will be the cornerstone of a dynamic
venue for the exchange of ideas, the development of health-
care 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 com-
munity-based program,’’ said Ramon Solhkhah, M.D., pro-
gram 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 psy-
chiatry residency program will improve clinical care and ulti-
mately encourage future health care leaders to build prac-
tices in the Jersey Shore area,’’

CALL TODAY

203 523-7026

Find What You’re
Looking For Now

Log on to:
www.PsychiatricTimes.com/

classifieds
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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 hospital is home to 180 residents from
almost every 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 embracing scholarly activity
as we shift from a university affiliated hos-

pital 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
allow additional health and dental expenses
to be pretax.  There is also $5,000 in reim-
bursements 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

Outpatient Adult and Child Psychiatrists
are needed for Stanislaus County Behav-
ioral Health & Recovery Services, in the
Central Valley less than two hours from San
Francisco and Yosemite.

Recovery-oriented treatment provided in a
multidisciplinary setting with friendly and
dedicated staff members.  Recently revised
rates with full malpractice coverage and
pension plan (PARS) as a Personal Service
contractor with an income potential of over
$ 325 K per year for adult psychiatrist
and over $355 K per year for child psy-
chiatrist 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 nurs-
ing & ancillary 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 psychi-
atrist. 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,
Imperial County has a population of
180,000 and borders with Yuma, Arizona
and with the cosmopolitan city of Mexicali,
Mexico population 1.2 million. San Diego
State University maintains a satellite cam-
pus 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 diver-
sity make it the perfect place for a psychia-
trist to relocate under the J-1 Visa program
or for any reason.

The position pays a highly competitive
salary, 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 behav-
ioral disorders. Qualified candidate must have
CAmedical 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

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 offer-
ing a complete range of medical services, innova-
tive research, and life? enhancing care aiming to
serve as a national model for changing and sim-
plifying 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 med-
ical 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 dis-
covery 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,’

Department of Psychiatry

Be The Psychiatrist You
Are Meant To Be

Vituity is changing lives with innovative
new programs. We are hiring part-time
and full-time Emergency & Inpatient
Psychiatrists in California:
• Greater Los Angeles Area
• San Francisco Bay Area
• Sacramento Area

Compensation

You become an equal and valued part-
ner when you join the Vituity Partner-
ship. We offer high compensation
packages in addition to annual partner
bonuses.

vituity.com/careers
Visit us online for a full list of 
opportunities or email us at 

careers@vituity.com.
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BE or BC psychiatrist needed. Following
locations have immediate openings:

• Modesto/Ceres, CA: Schedule: 40hrs
per week. Pay Rate: $291,200 -
$364,000

• Modesto/Ceres, CA: Schedule:
Weekends (Saturday/Sunday). Pay Rate:
$2,978 per weekend!

• Oakland, CA: Schedule: 20 hours per
week Pay Rate: $140 - $150 per hour 

• Oakland, CA: Schedule: 40 hours per
week Pay Rate: $319,000 - 360,000 per
year. Medical Director Duties

• Herald, CA (South of Sacramento):
Schedule: 15 hours per Month. Pay
Rate: $140 - $150 per hour 

• For additional listings, please visit:
www.telecarecorp.com/physician-jobs/ 

You will work as part of a multidisciplinary
team. The staff is all very friendly and it is
a supportive working environment.

Please email your resume to 
tlcrecruiting@telecarecorp.com 

EOE M/F/V/Disability

Butte County Behavioral Health Depart-
ment is seeking a Medical Director based in
Chico, California to manage department
programs. The incumbent will perform
approximately 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
basis. Salary for a contracted Medical
Director is negotiable. For additional
information please contact Geoff Davis, at
(530) 891-2986 gdavis@buttecounty.net
for a recruitment packet and appointment
to speak with the Behavioral Health
Department 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

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 tradition-
ally 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.

Find What You’re Looking For Now

Log on to
www.PsychiatricTimes.com/classifieds 

to view our extensive list of jobs.

Contact: 
(203) 523-7026

http://www.psychiatrictimes.com
http://www.telecarecorp.com/physician-jobs/
mailto:tlcrecruiting@telecarecorp.com
mailto:gdavis@buttecounty.net
http://www.buttecounty.net/human
http://www.communityhealthlink.org/chl/
mailto:Jessica.Saintelus@umassmemorial.org
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Multidisciplinary telemedicine medical
group looking for additional California

licensed Telepsychiatrists.
Contact us at 661-840-9270 or inquire
with CV at jobs@telehealthdocs.com

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 pri-
vate non-profit mental health center that has
successfully served Indiana for over 30
years. Experienced and collegial group of
12 mostly full-time psychiatrists, an
extremely favorable malpractice environ-
ment. OPwork, call q 12 wks. Regional is a
leader in psychiatrist-directed integrated
care services. Incentive 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,

Michigan, is seeking a dynamic BC/BE
psychiatrist for an adult inpatient posi-
tion. Position is hospital-employed and
offers excellent compensation and benefits
including 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

NEW JERSEY

Northern NJ –Several Openings: HOBO-
KEN:  Outpatient position with some work
on Dual Diagnosis program. JERSEY
CITY:  Outpatient position. BAYONNE:
Outpatient position and ECT work. All are
full-time employment with benefits. Please
call for details.

Terry Good, 804-684-5661;
terry.good@horizonhealth.com; 

Fax #: 1-804-684-5663.   

Stress Care of NJ, licensed and 
accredited outpatient mental health 

center located in Matawan and
Manalapan, NJ is seeking FT or PT

Psychiatrists. Comprehensive Benefits
Packages available. Fax CV to 

(732) 679-4549 or email to
alex.smuklavskiy@stresscareclinic.com.

Visit our website at 
www.stresscareclinic.com

NEW YORK

Inpatient Psychiatrist at Attractive
Community Hospital Setting – 

Huntington Hospital

Huntington Hospital, an award-winning
community hospital that serves as one of
Northwell Health’s western Suffolk County
anchors on Long Island, NY, is seeking an
inpatient psychiatrist for its 21-bed general
psychiatry unit.  Known for its friendliness
and commitment to excellent care,
Huntington Hospital enjoys a high degree
of staff satisfaction and collegiality.  The
inpatient psychiatry unit’s multidisciplinary
team serves a heterogeneous population of
general psychiatry patients, and is com-
prised of psychiatrists, nurse practitioners,
nurses, and social workers.  In addition to a
manageable inpatient caseload and con-
tributing to the life of the hospital through
voluntary participation in committee-work;
the successful candidate will also have the
opportunity to engage in the diverse and
innovative activities of Northwell’s
Behavioral Health Service Line, including
system-wide quality and performance
improvement initiatives, telepsychiatry,
emerging digital psychiatry applications,
development of data-driven dashboards,
refinement of a behavioral health EHR, and
medical student and allied health profes-
sional trainee supervision and education.

Graduating residents and fellows are wel-
come.  Employment package includes aca-
demic appointment at the Donald and
Barbara Zucker School of Medicine at
Hofstra/Northwell; a highly competitive
salary; perquisites that include academic
conference and organization dues cost
reimbursement, college and graduate
school contributions for eligible depend-
ents, and comprehensive benefits, generous
paid time off, and retirement plans.
Additional earning potential exists via fac-
ulty practice and internal moonlighting
opportunities.

Huntington Hospital is located approxi-
mately 40 miles from Manhattan.  The area
offers affordable housing options in the
desirable hamlet of Huntington and in near-
by other highly-regarded suburban commu-
nities with excellent school systems and
access to many community resources (e.g.
parks, beaches, museums) and appealing
shopping and restaurant choices.

Northwell Health is New York State’s
largest health care provider and private
employer, with 23 hospitals, about 650 out-
patient facilities and nearly 15,000 affiliat-

ed physicians. We care for over two million
people annually in the New York metro area
and beyond, thanks to philanthropic support
from our communities. Our 66,000 employ-
ees – 15,000-plus nurses and 4,000
employed doctors, including members of
Northwell Health Physician Partners – are
working to change health care for the better.
We’re making breakthroughs in medicine at
the Feinstein Institute for Medical
Research. We're training the next genera-
tion of medical professionals at the vision-
ary Donald and Barbara Zucker School of
Medicine at Hofstra/Northwell and the
Hofstra Northwell School of Graduate
Nursing and Physician Assistant Studies.
For information on our more than 100 med-
ical specialties, visit Northwell.edu.

For further information please contact the

Office of Physician Recruitment at

OPR@northwell.edu.

HEALTHY WORK-LIFE BALANCE OPPORTUNITIES

Never be late to work, ever!

TAILOR YOUR SCHEDULE
NO CALL RESPONSIBILITIES

CHOOSE THE BEST TIME TO COMMUTE
CONVENIENCE TO WRITING NOTES OFF-SITE

EXCELLENT PAY - COMPREHENSIVE BENEFITS
MINIMAL ADMINISTRATIVE WORK

YEARLY BONUS

PSYCHIATRISTS

&

PSYCH NURSE PRACTITIONERS

for

CONSULTATION SERVICES

New York City, Long Island,
Westchester, Orange & Dutchess counties

Send your CV to recruitment@medcarepc.com

Fax (718) 239-0032
medcarepc.com

MEDICAL HEALTHCARE SERVICES P.C.

CALL FOR MORE
INFORMATION

(203) 523-7026  

www.psychiatrictimes.com
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NORTH CAROLINA

We Want You to Join Our Behavioral
Health Team!

Cape Fear Valley Behavioral Health is one
of the largest comprehensive, multi-tiered
behavioral 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 professionals,
Cape Fear Valley Behavioral Health Care
provides a team approach to mental well-
ness. Behavioral Health Care is accredited
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 Depend-
ency and Substance Abuse. Candidate
with experience in treatment of Bipolar
Disorder, Borderline Personality Dis-
order, and Mood Disorders is preferred.
Additionally, ECT training and experi-
ence 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
recruiting board eligible/certified psychia-
trists for inpatient and outpatient positions in
both adult and child psychiatry. We are a
growing, vibrant department in a strong aca-
demic medical center. We host specialty

clinical and research programs, including
research that crosses the translational spec-
trum. Our educational programs include
adult psychiatry residency, child fellowship,
psychology internship, externship and post-
doctoral fellows. We have a strong collabo-
ration with basic and clinical science in other
neuroscience disciplines across several Penn
State campuses. With our clinical partner,
the Pennsylvania Psychiatric Institute, the
Department staffs several outpatient and par-
tial hospital programs for children and
adults, 89 inpatient beds, ECT and other neu-
romodulation services, specialty sleep and
eating-disorders programs, and expanding
psychiatric consultation and integrated care
programs for Hershey Medical Center.
Successful candidates should have strong
teaching as well as clinical skills and, opti-
mally, potential for scientific and scholarly
achievement. We offer an attractive compen-
sation package commensurate with qualifi-
cations. 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

VIRGINIA
Psychiatrist Opportunity

Southwestern Virginia Mental Health
Institute is located in Marion, Virginia, sit-
ting in the heart of the Blue Ridge
Mountains. Our 179-bed behavioral health
facility offers an exciting career in a wide
range of interesting pathology in psychi-
atric treatment while providing a highly
desirable work-life balance. 

We have opportunities in our inpatient setting
for Psychiatrists for our Adult Admissions
and Geriatric Units. These positions are
employed positions offering a competitive
salary with generous state benefits and paid
malpractice insurance, loan repayment, CME
stipend/ leave, sign-on bonus, and relocation
allow-ance. No on-call required, with com-
pensated on-call available.

If you are licensed or eligible for licensure
in Virginia, and have completed a psychi-
atric 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 opportunity. 

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

WASHINGTON

Overlake Psychiatry is a 5 person office
located in Bellefield Office Park in Bellevue,
WA, that has been in existence since 1989.
Bellevue is a convenient location with
potential for a large number of new patients.
We are 5 solo providers who share overhead
and staff expenses. All of us are either retir-
ing or moving by the end of October 2019.
We receive many more new patient referrals
than we are capable of seeing.

We all have busy practices and are offering
a turnkey operation of patients (assuming it
is a mutual fit), waiting room furniture,
equipment including phones, printer, fax,
computer, supplies, etc. Our current lease
runs through October 31, 2019, but it cur-
rently can be renewed close to mid April.

If interested, please contact us at 425-454-
0255 or email at ziggyweil@gmail.com

WISCONSIN

PSYCHIATRIST

Clinical excellence and quality living!
Winnebago Mental Health Institute
(WMHI) is a 280 bed psychiatric facility
associated with Medical College of
Wisconsin’s North East Wisconsin Psych-
iatry 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 Patients. 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, Wisconsin,
which is the center of the Fox River Valley,
one of the fastest developing areas of
Wisconsin. Four seasons with all the outdoor
opportunities of each, cultural and sports
venues, 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 Wisconsin 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

(203) 523-7026

Find What You’re
Looking For Now

Log on to:
www.PsychiatricTimes.com/

classifieds 
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Start earning your CME credits today!

psychiatrictimes.com/cme

CME with the 
#1 psychiatry journal.

We’re psychiatrists’ fi rst choice for news and commentary. We’re also your source for 30 free Category 1 

continuing medical education credits. Improve the care you deliver to patients, meet new licensing or 

certifi cation requirements, and build knowledge you need for career growth — right here, at no cost.

New courses available now:

 » Suicide Risk and Sleep: What’s the Link?

 » Physician Work Associated Trauma

 » Addressing ADHD in Adults

 » Expanding Access to Opioid Addiction Treatment

 » Lifeline for Pregnant and Postpartum Women

 » Traumatic Brain Injury and Psychosis

https://www.psychiatrictimes.com/cme


<<
  /ASCII85EncodePages false
  /AllowTransparency false
  /AutoPositionEPSFiles true
  /AutoRotatePages /All
  /Binding /Left
  /CalGrayProfile (Dot Gain 20%)
  /CalRGBProfile (sRGB IEC61966-2.1)
  /CalCMYKProfile (Coated FOGRA27 \050ISO 12647-2:2004\051)
  /sRGBProfile (sRGB IEC61966-2.1)
  /CannotEmbedFontPolicy /Warning
  /CompatibilityLevel 1.5
  /CompressObjects /Tags
  /CompressPages true
  /ConvertImagesToIndexed true
  /PassThroughJPEGImages true
  /CreateJobTicket false
  /DefaultRenderingIntent /Default
  /DetectBlends true
  /DetectCurves 0.1000
  /ColorConversionStrategy /LeaveColorUnchanged
  /DoThumbnails false
  /EmbedAllFonts true
  /EmbedOpenType false
  /ParseICCProfilesInComments true
  /EmbedJobOptions true
  /DSCReportingLevel 0
  /EmitDSCWarnings false
  /EndPage -1
  /ImageMemory 1048576
  /LockDistillerParams false
  /MaxSubsetPct 100
  /Optimize true
  /OPM 1
  /ParseDSCComments true
  /ParseDSCCommentsForDocInfo false
  /PreserveCopyPage true
  /PreserveDICMYKValues true
  /PreserveEPSInfo false
  /PreserveFlatness false
  /PreserveHalftoneInfo false
  /PreserveOPIComments false
  /PreserveOverprintSettings true
  /StartPage 1
  /SubsetFonts true
  /TransferFunctionInfo /Apply
  /UCRandBGInfo /Remove
  /UsePrologue false
  /ColorSettingsFile (None)
  /AlwaysEmbed [ true
  ]
  /NeverEmbed [ true
  ]
  /AntiAliasColorImages false
  /CropColorImages false
  /ColorImageMinResolution 300
  /ColorImageMinResolutionPolicy /OK
  /DownsampleColorImages true
  /ColorImageDownsampleType /Bicubic
  /ColorImageResolution 150
  /ColorImageDepth -1
  /ColorImageMinDownsampleDepth 1
  /ColorImageDownsampleThreshold 1.40000
  /EncodeColorImages true
  /ColorImageFilter /DCTEncode
  /AutoFilterColorImages true
  /ColorImageAutoFilterStrategy /JPEG
  /ColorACSImageDict <<
    /QFactor 0.40
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /ColorImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000ColorACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000ColorImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasGrayImages false
  /CropGrayImages false
  /GrayImageMinResolution 300
  /GrayImageMinResolutionPolicy /OK
  /DownsampleGrayImages true
  /GrayImageDownsampleType /Bicubic
  /GrayImageResolution 150
  /GrayImageDepth -1
  /GrayImageMinDownsampleDepth 2
  /GrayImageDownsampleThreshold 1.42667
  /EncodeGrayImages true
  /GrayImageFilter /DCTEncode
  /AutoFilterGrayImages true
  /GrayImageAutoFilterStrategy /JPEG
  /GrayACSImageDict <<
    /QFactor 0.40
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /GrayImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000GrayACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000GrayImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasMonoImages false
  /CropMonoImages false
  /MonoImageMinResolution 1200
  /MonoImageMinResolutionPolicy /OK
  /DownsampleMonoImages true
  /MonoImageDownsampleType /Bicubic
  /MonoImageResolution 300
  /MonoImageDepth -1
  /MonoImageDownsampleThreshold 1.49000
  /EncodeMonoImages true
  /MonoImageFilter /CCITTFaxEncode
  /MonoImageDict <<
    /K -1
  >>
  /AllowPSXObjects true
  /CheckCompliance [
    /None
  ]
  /PDFX1aCheck false
  /PDFX3Check false
  /PDFXCompliantPDFOnly true
  /PDFXNoTrimBoxError false
  /PDFXTrimBoxToMediaBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXSetBleedBoxToMediaBox true
  /PDFXBleedBoxToTrimBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXOutputIntentProfile (None)
  /PDFXOutputConditionIdentifier (CGATS TR 001)
  /PDFXOutputCondition ()
  /PDFXRegistryName (http://www.color.org)
  /PDFXTrapped /False

  /CreateJDFFile false
  /Description <<
    /ENU ([Based on '[PDF/X-1a:2001]'] Use these settings to create Adobe PDF documents that are to be checked or must conform to PDF/X-1a:2001, an ISO standard for graphic content exchange.  For more information on creating PDF/X-1a compliant PDF documents, please refer to the Acrobat User Guide.  Created PDF documents can be opened with Acrobat and Adobe Reader 4.0 and later.)
  >>
  /Namespace [
    (Adobe)
    (Common)
    (1.0)
  ]
  /OtherNamespaces [
    <<
      /AsReaderSpreads false
      /CropImagesToFrames true
      /ErrorControl /WarnAndContinue
      /FlattenerIgnoreSpreadOverrides false
      /IncludeGuidesGrids false
      /IncludeNonPrinting false
      /IncludeSlug false
      /Namespace [
        (Adobe)
        (InDesign)
        (4.0)
      ]
      /OmitPlacedBitmaps false
      /OmitPlacedEPS false
      /OmitPlacedPDF false
      /SimulateOverprint /Legacy
    >>
    <<
      /AddBleedMarks false
      /AddColorBars false
      /AddCropMarks false
      /AddPageInfo false
      /AddRegMarks false
      /BleedOffset [
        9
        9
        9
        9
      ]
      /ConvertColors /NoConversion
      /DestinationProfileName ()
      /DestinationProfileSelector /DocumentCMYK
      /Downsample16BitImages true
      /FlattenerPreset <<
        /PresetSelector /HighResolution
      >>
      /FormElements false
      /GenerateStructure false
      /IncludeBookmarks false
      /IncludeHyperlinks false
      /IncludeInteractive false
      /IncludeLayers false
      /IncludeProfiles false
      /MarksOffset 6
      /MarksWeight 0.250000
      /MultimediaHandling /UseObjectSettings
      /Namespace [
        (Adobe)
        (CreativeSuite)
        (2.0)
      ]
      /PDFXOutputIntentProfileSelector /DocumentCMYK
      /PageMarksFile /RomanDefault
      /PreserveEditing true
      /UntaggedCMYKHandling /LeaveUntagged
      /UntaggedRGBHandling /UseDocumentProfile
      /UseDocumentBleed false
    >>
    <<
      /AllowImageBreaks true
      /AllowTableBreaks true
      /ExpandPage false
      /HonorBaseURL true
      /HonorRolloverEffect false
      /IgnoreHTMLPageBreaks false
      /IncludeHeaderFooter false
      /MarginOffset [
        0
        0
        0
        0
      ]
      /MetadataAuthor ()
      /MetadataKeywords ()
      /MetadataSubject ()
      /MetadataTitle ()
      /MetricPageSize [
        0
        0
      ]
      /MetricUnit /inch
      /MobileCompatible 0
      /Namespace [
        (Adobe)
        (GoLive)
        (8.0)
      ]
      /OpenZoomToHTMLFontSize false
      /PageOrientation /Portrait
      /RemoveBackground false
      /ShrinkContent true
      /TreatColorsAs /MainMonitorColors
      /UseEmbeddedProfiles false
      /UseHTMLTitleAsMetadata true
    >>
  ]
>> setdistillerparams
<<
  /HWResolution [300 300]
  /PageSize [612.000 792.000]
>> setpagedevice




