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America’s Mental Health Crisis: 
Are We Willing to Do What Is Required to Fix It?
Garrett Rossi, MD

Every day, I wake up and go to work in a com-
munity-based, short-term care facility, where I 
provide psychiatric care to the most vulnerable 

members of our society. These are individuals with 
serious mental illnesses—most with unstable 
housing situations and a general lack of basic 
resources that most take for granted. They cycle 
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Every day, I wake up and go to work in a com-
munity-based, short-term care facility, where I 
provide psychiatric care to the most vulnerable 

members of our society. These are individu-
als with serious mental illnesses—most with 
unstable housing situations and a general lack 
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attempts to create a 
unified pathophysiological 
model of a unipolar major 
depressive episode, most 
experienced and sophisticated 
clinicians and researchers have 
concluded that depression is not 
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The Valentine’s Day of our youth was a fun holiday. 
In elementary school, all the kids in the class would 
exchange cards, and the teachers would allow us to 
eat sweets and play games. As adults, it is tempting 
to dismiss the occasion as a commercialized one. 
Perhaps, instead, we should consider this holiday as 
an opportunity to show appreciation for others. 

In lieu of fl owers and chocolates, Psychiatric 
TimesTM is off ering you, our reader, clinical articles, 
features, and news. For instance, jump in with both 
feet as John J. Miller, MD, explores what’s new, 
what’s working, and what’s not in his article on 
depression psychopharmacology. He further empha-
sizes the need to evolve and grow to better support 
and care for patients. This issue also features our 

Eating Disorders Special Report, which delves into 
the topics that most aff ect your patients. In fact, 
from cover to cover, you will fi nd clinical tips and 
insights to support you and your practice.

But it does not stop there. In addition to a packed print 
issue, we aim to woo you, our dear reader, with top-
notch clinical content, breaking news, commentaries, 
and updates on our website (PsychiatricTimes.com) as 
well as on all our social media channels. As we 
shower you with the gifts of knowledge, we hope 
that you will continue to be our valentine. 

Mike Hennessy Jr
President and CEO, MJH Life Sciences®

Will You Be Our Valentine?
Publisher’s Note
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A s novel treatments emerge for clinical 
treatment of various psychiatric disor-
ders, the goal is a faster onset and greater 
degree of symptom improvement with good 
tolerability. However, below the surface is a 

question that I often ask myself: Why do we label treatment 
nonresponders as treatment resistant? 

The truth of the matter is that we simply have not yet 
developed a comprehensive and detailed understanding of the 
variables that converge to create the disorder we are trying to 
treat. The history of medicine is rich in blaming the disease 
or the patient for “untreatable” symptoms, until we stumble 
upon or develop a treatment that is, in fact, eff ective.

Much of drug development in psychiatry evolved seren-
dipitously or through a process of distilling an active ingre-
dient out of a naturally occurring substance. Serendipity led 
to the development of chlorpromazine to treat psychosis and 
monoamine oxidase inhibitors to treat depression. In both 
cases, an unfortunate consequence of these discoveries was 
ultimately a stagnation in development of treatments with 
entirely diff erent mechanisms of action (MOAs). 

As the cover stories in this year’s January and February 
issues of Psychiatric Times™ note, it has only been in the 
past 2 decades that truly novel MOAs have entered or may 
soon enter our pharmacopeia for the treatment of schizo-
phrenia and unipolar major depressive disorder.

Both disorders have expansive heterogeneities of etiologies 
that can diff er remarkably from one person to another. At 
least one-third of patients with schizophrenia do not improve 
with our current armamentarium of dopamine-2 recep-
tor-blocking drugs,1 and one-third of patients with a unipolar 
major depressive episode do not improve despite numerous 
treatments based on all iterations of modulating neuronal 
serotonin, norepinephrine, and/or dopamine.2,3 In fact, it is 
remarkable that the number of nonresponders is not higher.

My vote is to eliminate the term treatment resistant
and change it to something such as nonresponsive to 
currently available treatments. As novel treatments 
emerge, after 2 trials on a drug class of 1 MOA, it would 
be prudent to switch to an entirely diff erent MOA. If some 
improvement has occurred, augmenting with a diff erent 
MOA agent may provide further symptom improvement. 
We are already doing this with some patients by adding 
intranasal esketamine (glutamate MOA) to a traditional 
antidepressant (monoamine MOA) or adding an atypical 
antipsychotic to lithium in bipolar disorder. Ideally, having 
a menu of numerous classes of drugs with diff erent MOAs 
would allow us to fi nd the MOA that helps a particular 
patient the most, or to combine drugs to maximize ben-
efi t by modulating diff erent mechanisms that synergize 

symptom improvement.
Given the complexities of the brain, it is likely that we 

will be adding novel MOA drugs for decades to come. 
Hence there is optimism in psychiatry that our armamen-
tarium of treatments will continue to expand, with an 
accompanying increased ability to manage, improve, or 
possibly totally remit psychiatric symptoms in some cases. 
An analogy from primary care is the current approach 
to treating hypertension—a much simpler disorder than 
depression and psychosis. The current approach is to start 
with 1 of 5 drug classes: diuretics, β-blockers, calcium 
channel blockers, angiotensin II receptor blockers, or 
angiotensin-converting enzyme inhibitors. Some patients 
may have an excellent response to 1 of these drug classes, 
but a more modest or no response to another. If there 
is no improvement on the fi rst treatment, the patient’s 
hypertension is not deemed treatment resistant, but rather 
nonresponsive to that class of drugs. It is not uncommon 
for some patients to be on 2 or 3 diff erent classes of drugs 
simultaneously to optimally manage their hypertension.

Our challenge in psychiatry is to dismiss our tendency 
to project frustration over our inability to cure psychiatric 
disorders or to achieve larger degrees of improvement in our 
patients’ symptoms. Instead, we need to ensure that we are 
using all the available tools to maximize clinical improve-
ment while accepting the fact that psychiatry is a young 
specialty and we still have a great deal to learn. To call out 
one of the elephants in the treatment room, having signifi -
cantly more time to spend with our patients would allow us 
to provide more comprehensive evaluations, establish the 
full range of target symptoms and behaviors contributing to 
their distress, and more thoroughly discuss the many life-
style changes and treatment options that could improve their 
symptoms and functioning. This could lead to improved out-
comes while the wheels of science and innovation continue 
to grind forward to enhance our treatment paradigms.

This may sound fanciful, but if we refl ect on the history 
of medicine over the past century, this defi nes the path 
we have been traveling on. What concerns me most is the 
steady decrease in time we are spending with our patients 
as administrators and insurance companies puppeteer our 
schedules and treatment choices.

References
1. Potkin SG, Kane JM, Correll CU, et al. The neurobiology of treatment-resis-
tant schizophrenia: paths to antipsychotic resistance and a roadmap for future 
research. NPJ Schizophr. 2020;6(1):1.
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Rather, depression is an emotional state with 
extensive heterogeneous factors that can either 
contribute to or protect against a depressive 
episode when a person is confronted with signif-
icant life stressors or biological perturbations. 
The coauthors Maletic and Raison provide an 
outstanding review of the wide-ranging factors that 
have been implicated in depression.1 Adapted from 
the information in their textbook, Table 1 lists a 
subset of the extensive and diverse evidence to 
date that adds to the ever-growing mosaic of pos-
sible contributors to a depressive episode.1

Before delving into the evolving pharmacolog-
ical treatments for depression, I would be remiss 
to bypass the numerous evidence-based non-
pharmacological treatments that currently exist 
and should always be considered as a primary or 
combination treatment (Table 2).2 Additionally, 
prior to concluding that an indvidual’s diagno-
sis is a major depressive episode, other possible 
diagnoses should be ruled out, including medical 
etiology, medication-induced etiology, sub-
stance-related etiology, bereavement, and other 
primary psychiatric diagnoses.

The Birth of Psychopharmacology 
for Depression
The 1950s was an exciting decade of pharma-
cological advances in psychiatry for both the 
treatment of psychosis and depression. The 
introduction of chlorpromazine into the US in the 
early 1950s launched our fi rst pharmacological 
treatment for psychosis, which led to a major 

deinstitutionalization of previously “untreat-
able” individuals with various psychotic disor-
ders. Also in the early 1950s, isoniazid and iproni-
azid—2 newly discovered drugs that successfully 
treated tuberculosis—were serendipitously dis-
covered to improve depression. Further research 
demonstrated that both drugs functioned as 
cytoplasmic monoamine oxidase inhibitors and 
had the eff ect of increasing neuronal levels of 
serotonin, norepinephrine, and dopamine in the 
human brain. In the 1952 publication written by 
tuberculosis researchers Robitzek and Selikoff , 
they observed the following in patients with 
tuberculosis that they were treating3:

“So accentuated has been the 
feeling of the sense of well-being, 
that disciplinary measures have 
been necessary; the feeling of well-
being may be due to a ‘resurgent 
animal [vigor].’ Patients usually 
feel better before any objective 
measurements of improvement 
can be made.” 

In 1957, imipramine—derived chemically from 
chlorpromazine—was shown to have signifi cant 
antidepressant properties and subsequent studies 
demonstrated it inhibited the neuronal reuptake 
of serotonin and norepinephrine. It was the FDA 
approval of iproniazid in 1958 and imipramine in 
1959 that unfortunately edifi ed the monoamine 
hypothesis of depression into the mainstream of 
pharmacological research for depression for the 
next 60 years. All 29 FDA-approved monothera-
pies for the treatment of a unipolar major depres-
sive episode had their primary mechanism of 
action (MOA) directly related to the monoamines 
serotonin, norepinephrine, and/or dopamine 
until August 2022.

The fi eld of neuropsychopharmacology 
has learned a great deal during these past 60 
years. For the interested reader, these les-
sons are expanded upon in previous issues of 
Psychiatric TimesTM.2,4,5

One of the most frustrating clinical challenges 
of our monoamine antidepressant armamentar-
ium is the delayed onset of action ranging from 
4 to 8 weeks. Even when we start to see effi  cacy, 
only 50% of patients will experience a response 
and roughly only 37% remission with their fi rst 
antidepressant, based on fi ndings from the highly 
referenced STAR*D study funded by the National 
Institute of Mental Health.6,7

Over the decades, many augmentation strate-
gies have been—and continue to be—utilized to 
further improve depressive symptoms. In 2007, 
the fi rst augmenting agent, aripiprazole (Abilify), 
was FDA approved, followed by the 2009 FDA 
approvals of quetiapine XR (Seroquel XR) and of 
the olanzapine/fl uoxetine combination (Sym-
byax), the 2015 FDA approval of brexpiprazole 
(Rexulti), and the 2022 approval of cariprazine 
(Vraylar). All 5 FDA-approved antidepressant 
augmenting agents are atypical antipsychotics, 
which continue to modulate receptors in the 
monoamine system. Non–FDA-approved aug-
menting agents have included lithium (Litho-
BID), thyroid hormone, buspirone (BuSpar), 
adding 2 antidepressants, modafi nil (Provigil), 
armodafi nil (Nuvigil), methylphenidate (Ritalin), 
dextroamphetamine (Dexedrine), mixed amphet-
amine salts, pramipexole (Mirapex), and ropini-
role (Requip), to list a few.

Nonpharmacological FDA-Approved 
Treatments
Alongside drug development for depression 
has been a steady advance in neuromodulatory 
treatments, including electroconvulsive therapy 
(ECT), repetitive transcranial magnetic stimula-
tion (rTMS), and vagus nerve stimulation. Ugo 
Cerletti, an Italian psychiatrist, fi rst performed 

ECT in 1938, and the treatment rapidly grew in 
popularity. Because of US psychiatrists’ extensive 
clinical experience with ECT, in 1976, the FDA 
grandfathered the approval of ECT technology as 
class III devices. To eliminate the need for addi-
tional clinical trials to demonstrate effi  cacy and 
safety, the FDA reclassifi ed ECT in 2018 as a class 
II device but limited its offi  cial approval to the 
treatment of unipolar depression, bipolar depres-
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From the Cover

MDD: Rx Evolution

TABLE 1. Example Biological Factors and 
Their Role in Depressive Episodes1 

Neurotransmitters/
related receptors
(Active at neurons and glial cells)

  Serotonin
  Norepinephrine
  Dopamine
  Glutamate
  GABA
  Acetylcholine
  Anandamide

Neurotransmitter 
transport pumps

  Neurons
  Astrocytes
  Microglia
  Oligodendrocytes

Hypothalamic-
pituitary-adrenal 
axis

  Cortisol levels
  Cortisol receptors
  Corticotropin-
releasing hormone

Genetics/
epigenetics

  Genome-wide 
association

  Gene polymorphism
  Gene duplication
  Methylation 
gene-promoter 
sequences

  Methylation/
acetylation of 
histones

  Time-sensitive 
developmental gene 
expression

Substance-related 
e� ects on brain 
development

  Nicotine
  THC
  Alcohol
  Other substances

Brain structural 
changes

  Amygdala
  Nucleus accumbens
  Hippocampus
  Hypothalamus
  Thalamus
  Basal ganglia
  Anterior cingulate 
cortex

  Dorsolateral 
prefrontal cortex

  Suprachiasmatic 
nucleus

Environment/
individual

  Stressful life events
  Perception of 
adversity

  Threat to overall 
fi tness

  Environmental toxins
  Socioeconomic 
status

  Chronic medical 
illness

Immune system
  Infl ammation
  IL-1
  IL-6
  Tumor necrosis 
factor α

  Interferon-α

Organism-wide 
interconnections

  Neurons
  Microglia
  Astrocytes
  Oligodendrocytes
  Cytokines
  Neurotransmitters
  Blood-brain barrier
  Vagal nerve
  Gut microbiome
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sion, and catatonia. ECT remains a safe and effec-
tive treatment in use throughout the US.8

rTMS is a noninvasive treatment for depres-
sion that most commonly delivers a magnetic 
field to stimulate the left dorsolateral prefrontal 
cortex. Initially, a course of treatment involved 30 
minutes of stimulation 5 days per week for 4 to 6 
weeks. In 2008, the FDA approved rTMS for the 
treatment of major depressive disorder (MDD) 
in adults who had not responded to prior antide-
pressant medication trials. Since that time, major 
advances have been made in this neuromodula-
tory technology, and in 2018, the FDA approved 
intermittent theta-burst stimulation (iTBS).9

Most recently, an accelerated course of treat-
ment developed at Stanford University delivers 
10 iTBS treatments per day over 5 consecutive 
days—a protocol named SAINT (Stanford Accel-
erated Intelligent Neuromodulation Therapy). 
The protocol was studied in an open-label trial of 
21 patients with treatment-resistant depression. 
Nineteen of the 21 participants achieved remis-
sion (Montgomery Äsberg Depression Rating 
Scale [MADRS] score < 11). Neuropsychological 
testing performed before and after treatment 
found no negative cognitive adverse effects. 
The SAINT protocol was FDA approved on 
September 6, 2022.10

Beyond Monoamines:  
The Ketamine Story
Ketamine, a dissociative anesthetic, was FDA 
approved in 1970 and remains FDA approved for 
general anesthesia and the treatment of moderate 
to severe pain. During the 1990s, researchers at 
Yale University observed a rapid antidepressant 
effect following the intravenous (IV) admin-
istration of ketamine to patients who had not 
responded to traditional antidepressants. This 
research ultimately led to a publication in 2000 
reporting on 7 patients with MDD who had a 
significant antidepressant effect within 72 hours of 
receiving IV ketamine.11 The benefit was transitory 
but began a plethora of research into ketamine as a 
treatment for depression, as well as an attempt to 
understand its possible MOA in treating depres-
sion. Currently, ketamine’s MOA is believed to be a 
result of its noncompetitive N-methyl D-aspartate 
(NMDA) receptor antagonism and likely resulting 
downstream effects that ultimately improve syn-
aptogenesis, strengthening connections between 
neurons, especially in the prefrontal cortex.

Ketamine is a racemic mixture with 2 active 
isomers: esketamine and arketamine. Esket-
amine has a stronger binding affinity to the 
NMDA-glutamate receptor than arketamine. Both 
isomers have clinically relevant activity, but the 
similarities and differences remain to be eluci-
dated. Janssen Pharmaceuticals, Inc developed 
an intranasal delivery system for esketamine, 
which was extensively studied in clinical trials 
in which it was used in conjunction with an oral 
antidepressant. In March 2019, intranasal esket-

amine (Spravato) in combination with an oral 
antidepressant received FDA approval for MDD 
treatment-resistant depression and subsequently 
received FDA approval for the treatment of 
depressive symptoms in adults with MDD with 
acute suicidal ideation or behavior. No head-to-
head studies have compared IV ketamine with 
intranasal esketamine, and published literature 
supports similar efficacy for both formulations.12,13

Rapid-Acting Antidepressants 
Recognizing the likely role that NMDA-glutamate 
antagonism plays in the rapid antidepressant 
effects of both ketamine and esketamine—with 
clinical improvement observed in as little as 4 
hours and lasting up to 72 hours—a tremendous 
amount of preclinical and clinical research has 
attempted to piece together how this clinical 
observation of rapid symptom improvement, 
albeit short-lived, occurs. The Figure depicts a 
putative model of how NMDA-glutamate antag-
onism may initiate a cascade of molecular events 
that travels through a neuronal circuit, which 
concludes with the activation of mTOR.14 

Activated mTOR orchestrates the production 
of scaffolding proteins and directs the strength-
ening of synaptic connections. This increased 
plasticity may allow the brain to better utilize 
additional resources (psychotherapy, nutrition, 
social connectedness, quality sleep, stress reduc-
tion, anti-inflammation, and physical activity) to 
increase the likelihood of emotional wellness and 
improved function. Antidepressants with other 
MOAs may provide additional benefits at other 
circuits that may synergize with the mTOR acti-
vation, resulting in additional improvement. This 
model provides a template that is consistent with 
depression as a heterogeneous condition.

NMDA-Glutamate Antagonism/
Sigma-1 Agonism
In August 2022, the FDA approved the combina-
tion drug dextromethorphan/bupropion (Auvel-
ity) as the first oral NMDA-glutamate receptor 
antagonist to treat MDD. At first glance, it may 
seem that the antidepressant effect must come 
from bupropion. However, this drug combination 
provides a good example of pharmacodynamics 
and pharmacokinetics in action.

In 1949, dextromethorphan (DM) was patented 
after its development by researchers funded by 
the US Navy and Central Intelligence Agency 
who were seeking a nonaddictive codeine analog 
cough suppressant. DM was FDA approved in 
1953 as a prescription antitussive medication 
and was approved as an OTC medication 5 years 
later.15 DM has a short half-life of approximately 
7 hours and is rapidly metabolized by CYP2D6 to 
the active metabolite dextrorphan. DM is known 
to have NMDA-glutamate receptor uncompet-
itive antagonism, sigma-1 receptor agonism, 
and a tincture of serotonin reuptake inhibition. 
Its rapid metabolism as a monotherapy would 
require high doses at frequent intervals through-
out the day.

Bupropion was specifically added due to its 
potent inhibition of CYP2D6, which prolongs 
the DM half-life to approximately 22 hours and 
allows for BID dosing to achieve steady-state 
kinetics. Bupropion also inhibits the reuptake 
pumps of both norepinephrine and dopamine. 
As with all antidepressants, the MOA of this 
combination drug is unknown but appears to be 
in some way due to the NMDA-glutamate and 
sigma-1 activity. 

The phase 2 study of the combination drug 
randomly assigned patients with MDD to receive 
either the DM/bupropion extended-release 
(45 mg/105 mg) combination or the equivalent 
dosage of bupropion sustained release (105 mg) 
orally BID for 6 weeks. The primary outcome 
was change in MADRS scores over 6 weeks. The 
combination drug was found to be superior to 
bupropion monotherapy, demonstrating that DM 
contributed to the antidepressant effect.

The phase 3 study compared the change in 
MADRS score in patients with MDD on DM/
bupropion extended-release (45 mg/105 mg) 
combination versus placebo orally BID for a dura-
tion of 6 weeks. The combination drug demon-
strated a statistically significant improvement 
versus the placebo group at week 1 and week 2, 
and this improvement continued to the primary 
outcome measure at week 6, when it improved 
the MADRS score 3.9 points more than placebo.16

There are a lot of moving parts with this drug 
combination. DM demonstrated in the phase 2 
study that it plays a significant role in the anti-
depressant effect, which emerged as early as 
week 1. Like ketamine/esketamine, DM binds to 
the NMDA-glutamate receptor as an antagonist, 
albeit uncompetitive rather than noncompeti-
tive. Additionally, the FDA-approved product 
insert calls out the sigma-1 agonism as a possible 
contributor to its MOA. There is no clear under-
standing of the function of the sigma-1 receptor; 
however, it is known to reside in the endoplasmic 
reticulum, and it is speculated to have a role in 
monoamine and glutamate modulation. Finally, 
the serotonin (DM) and norepinephrine/dopa-
mine (bupropion) reuptake inhibition may also 
contribute to the antidepressant effect.

TABLE 2. Nonpharmacological Treatment 
Modalities for Depression2

  Quality sleep
  Good nutrition
  Regular aerobic  
exercise
  Good social supports
  Mindfulness  
meditation
  Relaxation training
  Spiritual support

  Light therapy
  Cognitive behavioral 
psychotherapy
  Interpersonal  
psychotherapy
  Supportive 
 psychotherapy
  Group psychotherapy
  Other psychotherapy
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Esmethadone 
Like many biologically active drugs, methadone 
is a racemic mixture containing equal concen-
trations of dextromethadone (esmethadone) and 
levomethadone. Esmethadone has considerably 
less affi  nity at the µ-opioid receptor than levo-
methadone. Rather, esmethadone is a noncom-
petitive NMDA-glutamate receptor antagonist 
and is believed to activate the glutamate system 
in a similar manner as ketamine, esketamine, and 
DM. Preclinical animal studies demonstrated no 
opioid eff ect but did demonstrate an antidepres-
sant response associated with increased synaptic 
proteins in the medial prefrontal cortex of mice, 
along with increased levels of BDNF and mTOR.17

Once this was established, a phase 2A 7-day, 
double-blind, placebo-controlled, randomized 
study enrolled psychiatric inpatients with MDD 
who had inadequate response to 1 to 3 courses of 
antidepressants during the current major depres-
sive episode, which had been present for 8 weeks 
to 36 months. All patients were continued on 
their baseline selective serotonin reuptake inhibi-
tor, serotonin-norepinephrine reuptake inhibitor, 
or bupropion. Daily doses of esmethadone (25 
mg or 50 mg) or placebo were administered for 7 
days. Depression scores were assessed using the 
MADRS on days 2, 4, 7, and 14. Both esmetha-
done doses signifi cantly outperformed placebo on 
day 7, and this benefi t persisted to day 14. Further 
studies are underway.17

GABA-A–Positive 
Allosteric Modulators
Pharmacologically, γ-aminobutyric acid type A 
(GABA-A)–receptor-positive allosteric modula-
tors are commonly prescribed or used recreation-
ally (benzodiazepines, barbiturates, and alcohol). 
These molecules bind to their own receptors, 
and when a GABA molecule agonizes a GABA-A 
receptor, the opening of the GABA-A ion channel 
is enhanced by these other drug-receptor com-
plexes, resulting in an increased inhibitory eff ect. 
Because of heterogeneity of the GABA-A recep-
tors (due to a diversity of subunits) and diff erent 
binding sites of these 3 positive allosteric modu-
lators, they each have a range of eff ects on 4 pri-
mary GABA-A–mediated processes: antianxiety, 
sedation, muscle relaxation, and antiseizure.

A fourth class of GABA-A–positive allosteric 
modulators, neurosteroids, have taught us about 
yet another eff ect: successfully treating post-
partum depression and appearing to provide a 
rapid antidepressant eff ect that endures beyond 
14 days of treatment either as a monotherapy 
or as an adjunct to a traditional antidepressant. 
This story begins with the endogenous neuro-
active steroid allopregnanolone, a progesterone 
metabolite, which is a GABA-A–receptor-positive 
allosteric modulator. As pregnancy progresses, 
serum levels of allopregnanolone increase and 
peak in the third trimester. Following delivery, 
allopregnanolone levels drop, and this drop is 

more precipitous in women who develop post-
partum depression. Brexanolone (Zulresso), a 
formulation of allopregnanolone that is adminis-
tered intravenously, was FDA approved in 2019 
as the fi rst specifi c pharmacological treatment of 
postpartum depression. It is administered as a 
continuous IV infusion over 60 hours under the 
supervision of a health care provider who must be 
available on site. Improvement occurred in 2 to 3 
days of treatment, and the improvement persisted 
at least 30 days.

It was discovered that pregnancy reduces 
GABA-A γ- and δ-containing subunits and that 
allopregnanolone enhances tonic inhibition in 

GABA-A receptors containing δ subunits. These 
and other fi ndings prompted clinical trials that 
demonstrated the effi  cacy of IV allopregnanolone 
in postpartum depression with a rapid-acting 
eff ect.18

GABA-A receptors are a complex family of pen-
tameric chloride ion channels that are opened by 
GABA, resulting in an infl ux of negatively charged 
chloride that hyperpolarizes the cell. Currently, 19 
diff erent subunits have been characterized, with 
most GABA-A receptors containing 2 α, 2 β, and a 
third subunit. At synapses, γ is the most common 
third subunit, and in extrasynaptic locations, δ 
is more commonly found. Consequently, signif-
icant heterogeneity exists among the structures 
of GABA-A receptors, which would explain how 
diff erent drugs that share the property of positive 
allosteric modulation can have diff erent clini-
cal responses. For example, benzodiazepines, 
barbiturates, and alcohol do not treat depression. 
Allopregnanolone acts as a positive allosteric 
modulator of GABA-A receptors located both 
synaptically and extrasynaptically, which may 
explain its antidepressant activity.19,20

Zuranolone is an oral formulation of allopreg-
nanolone that is administered once daily for 14 
days and has been studied extensively either 
as a monotherapy or adjunctive to a traditional 
antidepressant in doses of either 30 or 50 mg. 
Sage Therapeutics designed 2 separate clini-
cal development programs, NEST (2 studies 
assessing effi  cacy in postpartum depression) 
and LANDSCAPE (5 studies assessing effi  cacy in 
MDD in men and women). In an analysis of the 
4 completed placebo-controlled studies (ROBIN, 
MDD-201B, MOUNTAIN, and WATERFALL), 
improvement of depression was seen by day 15 
and was sustained at time points ranging from 42 
to 70 days, depending on the study. Most com-
mon adverse eff ects of brexanolone and zurano-
lone are sedation and dizziness.21

5-HT2A Agonists
Psilocybin is a naturally occurring molecule that 
exists in more than 200 species of Basidiomycota
mushrooms found throughout the world. Over 
the past 10 years, there has been an explosion of 
research into the antidepressant eff ects of psilo-
cybin, which, like lysergic acid diethylamide and 
mescaline, is an agonist at the 5-HT2A receptor. 
These 3 hallucinogens are classifi ed by the US 
Drug Enforcement Administration as Schedule I 
drugs, but this status may change if they receive 
FDA approval; psilocybin and LSD are currently 
being studied in numerous investigational clinical 
trials registered with the FDA for a wide range of 
psychiatric and nonpsychiatric diagnoses.

 Most of the phase 2 and phase 3 clinical trials 
involve an integrated treatment protocol with 
either 1 or 2 doses of psilocybin—administered by 
therapists specifi cally trained for this treatment—
nested in a comprehensive psychotherapy model. 
The initial results are positive.22 Psychiatric Times™
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FIGURE. 

Putative Mechanism of NMDA-Glutamate 
Receptor Antagonism Rapidly Increasing 

Synaptogenesis for Some RAADs14

NMDA-glutamate receptor antagonist
(ketamine, esketamine, dextromethorphan, 

or esmethadone)

Antagonizes NMDA-glutamate receptor 
on GABAergic interneurons

Decreased GABA release disinhibits 
postsynaptic glutamate

Results in a glutamate surge in the PFC with 
agonism of AMPA-glutamate receptors

Facilitates increased expression 
of BDNF and VEGF

Activates downstream cascade, ultimately 
increasing levels of mTOR

mTOR induces production of sca� olding 
proteins and synaptogenesis

Synaptic strengthening increases global 
brain connectivity in the PFC

Decrease in depressive symptoms
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reported on psilocybin extensively in 2022, and 
the interested reader is encouraged to explore 
these articles on the website.

Concluding Thoughts
A simple review of the many depressive disorders 
with unrelated or barely overlapping etiologies is 
evidence enough that depression is a syndrome 
of significant heterogeneity. It is refreshing to see 
the explosion of basic science, clinical observa-
tions, and studies that are forcing the field of 
psychiatry to move beyond our affinity to limit 
frontline pharmacotherapy to drugs that interface 
with only the serotonin, norepinephrine, and 
dopamine neurotransmitter systems. 

Specific to pharmacological treatments for 
depression, drugs that modulate the glutamate 
system are now part of our FDA-approved arma-
mentarium for both monotherapy and adjunctive 
treatment of MDD. GABAergic-modulating drugs 
appear to be close behind. 

Targeting glutamate and GABA receptors to 
change the neurophysiology of the depressed 
brain should not be a surprise. Glutamate is the 
primary excitatory neurotransmitter, and GABA 
is the primary inhibitory neurotransmitter in the 
human brain; they are responsible either directly 
or through interneurons for bringing balance to 
systems that are dysregulated.

Untraditional treatments such as psilocybin 
combined with comprehensive psychotherapy 

protocols are challenging our models of delayed 
response of serotonergic treatments. The dizzying 
number of factors associated with MDD (Table 
1) shines light on 2 interrelated concepts: (1) 
Many novel treatments remain to be identified 
and developed to improve our success in treating 
MDD to remission, and (2) MDD is a heteroge-
neous disorder that deserves a radical revision 
in how we characterize, diagnose, treat, define, 
educate about, and understand it.

Dr Miller is Medical Director, Brain Health, Exeter, 
New Hampshire; Editor in Chief, Psychiatric TimesTM; 
Staff Psychiatrist, Seacoast Mental Health Center, 
Exeter; Consulting Psychiatrist, Exeter Hospital, Exeter; 
Consulting Psychiatrist, Insight Meditation Society, Barre 
Massachusetts.  
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Lawmakers Support CMS Rules to  
Streamline Prior Authorizations Richard Payerchin

SENATORS ARE SUPPORTING pro-

posed regulations that would stream-

line the prior authorization process for 

physicians and patients using Medicare 

Advantage plans.

The Centers for Medicare & Med-

icaid Services (CMS) announced the 

draft rule in December 2022 with 5 key 

provisions and 5 requests for informa-

tion. If implemented, CMS estimated 

the changes would save physicians and 

hospitals more than $15 billion over a 

10-year period.

Medical organizations hammered 

Congress in the fall of 2022 to pass the 

Improving Seniors’ Timely Access to 

Care Act, a bill that would make it easier 

for older patients to get care by mod-

ernizing the prior authorization process. 

The US House of Representatives 

passed the legislation in September 

2022, and as of press time, it remained 

pending in the Senate.

The CMS action would bring that 

legislation closer to reality, bill cospon-

sor Republican Senator Roger “Doc” 

Marshall, MD, of Kansas, said. He 

announced his support of the CMS 

action and noted the bill has bipartisan 

support in the House and Senate, along 

with backing by 500 organizations 

representing patients, physicians, 

hospitals, and other stakeholders in the 

health care industry.

In a published statement, Marshall 

called the CMS proposal “proof that this 

is truly a good faith effort to make health 

care better for America’s seniors.”

Marshall, an obstetrician-gynecolo-

gist, cited his experiences and chal-

lenges to patient care as a physician 

and hospital manager when waiting for 

prior authorizations.

“There’s a reason why the Improving 

Seniors’ Timely Access to Care Act 

is one of the most popular bills this 

Congress,” Marshall said in his state-

ment. “I’m grateful for all the hard work 

that has gone into creating significant 

momentum for this bill—for it is this hard 

work that brings us closer to getting 

this over the finish line before the 

new Congress.”

Marshall’s statement also had com-

ments from House and Senate cospon-

sors including Representatives Suzan 

DelBene (D, Washington); Ami Bera, MD 

(D, California); Larry Bucshon, MD (R, 

Indiana); and Mike Kelly (R, Pennsylva-

nia) and Senators Kyrsten Sinema (I, 

Arizona); John Thune (R, South Dakota), 

and Sherrod Brown (D, Ohio).   

Read more from  
Medical Economics®:  
https://bit.ly/3EZgyBc

Even when we start to see efficacy, only 50% of patients will experience a 
response and roughly only 37% remission with their first antidepressant.



8 Psychiatry & Society
F

E
B

R
U

A
R

Y
 2

0
2

3

through homeless shelters, jails, and short-
term care facilities, often multiple times 
within the same month. The prison system in 
the United States may be the largest provider 
of mental health treatment, but this was 
not by choice. Although the mental health 
system lacks the necessary resources to 
support these patients’ needs, these patients 
are more so victims of a society that does not 
value proper humane treatment of those with 
serious mental illness. 

The reason so few patients with serious mental 
illness in the United States are receiving adequate 
mental health care is complex and multifactorial. 
Insurance is an obvious reason, and so is access 
to care. What is not talked about nearly enough 
is the impact of unstable housing and food 
insecurity. It is hard to focus on mental health 
treatment when you have no idea where you will 
sleep at night or how you will get your next meal. 
Having a great psychotherapy session or starting 
a medication will not solve these problems. There 
are real limitations to what psychotherapy and 
medication management can off er. 

This is hard to understand if you are not 
working on the front lines, treating patients 
with serious mental illness. Many patients 
brought to the inpatient unit for mental health 
treatment are there involuntarily for being a 
danger either to themselves or to others. A good 
portion of these individuals lack the insight and 
judgment to engage in proper mental health 
treatment and are therefore not agreeable to 
starting evidence-based treatments. Those who 
do start treatment are often lost to follow-up 
shortly after discharge, or they discontinue 
medication once discharged. 

Although money may be the obvious reason 
that community-based mental health care clinics 
are not meeting the needs of the patients, it is 
also about appropriate allocation of the funds 
that are available. It is a given that these clinics 
are going to operate at a defi cit; providing care to 
vulnerable populations should not be for profi t. 
With such poor reimbursement rates and poor 
patient outcomes, many well-meaning physi-
cians will avoid working in community mental 
health. This is also true for other members of 
the treatment team, including nurses and social 
workers, resulting in poor staffi  ng and less access 
to services. We want to feel like we are making a 
diff erence and helping people—but the current 
practice can make you feel inadequate and useless 
to meet patients’ needs. 

Although the criminal justice system is now 
the largest supplier of mental health treatment, 
this was not by choice.1 When community mental 

health care was introduced, the number of state 
psychiatric hospital beds decreased substan-
tially and continues to do so. This relationship is 
known as Penrose’s law, which states that as the 
number of mental health hospital beds decreases, 
the number of incarcerated individuals with seri-
ous mental illness increases.2

I had a case in which a patient waited 60 
days for a state hospital bed and eventually 
no longer met commitment criteria. He was 

discharged to a homeless shelter and sub-
sequently incarcerated with serious charges 
within weeks of discharge. All I could think to 
myself was, “At least he is safe and will receive 
treatment in prison—something the community 
failed to provide him.” Although the policies 
and programs to avoid these circumstances 
theoretically exist, they are poorly executed and 
operate on limited budgets. 

I do not believe this is what former Presi-
dent of the United States John F. Kennedy had 
in mind in 1963, when he envisioned a new 
approach to caring for our nation’s mentally 
ill.3 The vision of a network of well-organized 
community mental health centers to keep 
individuals out of state hospitals sadly never 
came to fruition. Now we are left with nothing 
to help these individuals. What Kennedy did 
not understand, because he never worked with 
individuals with serious mental illness, is that 
not all these patients can live independently 
in the community. The level of support they 
require to live independently is far more than 
the community can supply, and now the safety 
net of the state hospital is gone. 

There are real limits to what psychopharma-
cology can do for patients with serious mental 
illness. The idea that a person with decades of 
damage from untreated serious mental illness 
will start taking antipsychotic medication and 
suddenly be capable of meeting all their needs is 
ridiculous. These patients can recover and go on 
to live productive lives, but it will take a lot more 
than 3 to 5 days of short-term inpatient care 
followed by community mental health treat-
ment that is not designed to meet their needs. 
You will only know this if you are treating and 
working with these individuals daily. In theory, 

it is possible to treat individuals with serious 
mental illness in the community, but we must 
get serious about the true level of support and 
funding that is required to do so. 

Although the dream of community mental 
health centers across the country can still be 
achieved, long-term funding to sustain these proj-
ects remains a barrier. The money that was saved 
by the reduction in state hospital beds was not 
allocated to mental health treatment and went on 
to fund things that had nothing to do with mental 
health. Individuals with serious mental illness are 
now relegated to a revolving door of short-term 
hospitalizations with no meaningful safety net or 
way out. It is not a surprise that many of these 

individuals fi nd themselves in homeless shelters 
and prisons across the country. 

A comprehensive community mental health 
treatment plan will require the coordination of 
hospitals, police departments, homeless shelters, 
and community mental health centers. We will 
need to educate the community about how to 
work with individuals with serious mental illness. 
We must continue to work on reducing the stigma 
that is associated with serious mental illness and 
the treatment of these disorders. Individuals 
should want to receive treatment at community 
mental health centers. 

We need outpatient services, short-term 
inpatient facilities, and even long-term care 
facilities that all communicate effectively, 
allowing for soft transitions to each level of 
care. We need to track the data and outcomes 
so science can guide which parts are work-
ing effectively and which parts need revision. 
All this takes is the proper investment in the 
individuals of our population who have been 
neglected for far too long. 

Dr Rossi is an inpatient and consultation liaison psy-
chiatrist who also performs electroconvulsive therapy 
services at AtlantiCare Regional Medical Center in Po-
mona, New Jersey. He currently serves on the board 
of the New Jersey Psychiatric Association, where he 
worked on advocacy projects, including enhancing 
access to collaborative care in New Jersey.
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The Status of Neuromodulation 
Trials in Eating Disorders 

Ulrike Schmidt, PhD, MRCPsych; and Iain C. Campbell, PhD

The classical eating disorders (EDs), anorexia nervosa 
(AN) and bulimia nervosa (BN), and their newer DSM-5 
cousins—binge-eating disorder (BED), other specifi ed 
feeding and eating disorder, and avoidant restrictive food 
intake disorder—are serious and 
common mental disorders with a 
high disease burden and a devastat-
ing impact on patients’ and families’ 
lives. Their etiology is complex, 
involving an interplay of genetic, 
environmental, psychosocial, 
psychological, and neurobiological 
factors.1,2 Available fi rst-line treat-
ments (ie, mainly psychotherapies) are only moderately 
eff ective.1-3 It is estimated that 20% to 30% of patients 
develop a persistent, hard-to-treat illness. Little is known 
about how to sequence or combine treatments if fi rst-line 
interventions are unsuccessful. Thus, novel interventions 
are needed. 

Recent years have seen a “renaissance” of interest 

in neuromodulatory treatments of psychiatric disor-
ders, driven by improved understanding of the neural 
substrates involved.4 Neuromodulation encompasses 
targeted modulation of specifi c brain structures through 
invasive or noninvasive procedures that can be used to 
inhibit, stimulate, modify, or regulate central nervous 

system function. Clinical trials 
focus mainly on reversible nonin-
vasive interventions like repetitive 
transcranial magnetic stimulation 
(rTMS), most commonly in depres-
sion, with the dorsolateral prefrontal 
cortex (DLPFC) being a popular 
stimulation target for both theoreti-
cal and practical reasons.4,5

Neurobiological models of EDs propose that diff erent 
EDs have distinct and overlapping neural signatures, 
including aberrant functioning in “bottom up” subcortical 
mesolimbic and reward-related regions and/or in “top 
down” prefrontal regions. Altered functioning of these 
neural systems is associated with impairments or ineffi  -
ciencies in cognitive, reward, and emotional processes, 
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and these may drive or maintain illness-related 
behaviors.6 

Here we provide information about the 
clinical use of neuromodulation in EDs. We 
focus on modern noninvasive neurostimulation 
approaches, such as rTMS and transcranial direct 
current stimulation (tDCS) as well as invasive 
surgical methods like deep brain stimulation 
(DBS). In TMS, a current is passed through an 
electromagnetic coil to induce an increase or 
decrease in cortical excitability in target brain 
regions. In tDCS, a constant weak direct current 
is applied via electrodes placed on the scalp to 
increase (anodal tDCS) or decrease (cathodal 
tDCS) cortical excitability. DBS involves sur-
gical implantation of electrodes into key brain 
structures implicated in ED pathology. Evidence 
relating to these techniques in EDs is reviewed in 
this article.

TMS
For AN: Use of rTMS and its vari-
ants (eg, theta burst stimulation, 
insula H-coil) and different stimu-
lation protocols or sites (eg, DLPFC, 
dorsomedial prefrontal cortex, 
insula) have been piloted in patients 
with AN in several case series and 
proof-of-concept studies.6-8

We completed the first (and, as yet, 
only) feasibility randomized controlled 
trial (RCT) of 20 sessions of real or 
sham high-frequency rTMS applied to 
the left DLPFC in 34 individuals with 
severe and enduring AN.9,10 Partici-
pants had an average illness duration 
of approximately 14 years, and all had 
received multiple previous treatments, 
including spending on average 10.5 
months in the hospital for treatment of 
AN. Approximately 60% were currently 
on an antidepressant. Thus, this was a 
highly treatment-refractory group. At the end of 
treatment (1-month postrandomization), there 
were few clinical differences between groups. 
However, on a food choice task, participants 
who received real rTMS showed an increase in 
the selection of tastier and more calorific foods 
posttreatment, relative to baseline.11 In parallel, 
arterial spin labeling data found greater reduc-
tions in amygdala cerebral blood flow following 
real rTMS compared with sham.12

By the end of the trial (4-months postran-
domization follow-up), large between-group 
effect sizes in mood and medium-sized between-
group effect sizes for quality of life had emerged, 
favoring real rTMS. However, there were only 
small between-group differences for body mass 
index (BMI), again favoring real rTMS. At this 
time point and prior to being unblinded, all 
participants had an in-depth qualitative inter-
view inquiring about their experience. Those 
who had received real rTMS reported a growing 

flexibility and relaxation around eating and food 
choices, along with improvements in mood and 
an increasing ability to enjoy their lives.13

In an 18-month open follow-up of this trial, 
mood improvements remained broadly stable 
in the real rTMS group, and there was a “mood 
improvement catch-up” in the sham group, as 
most of these participants subsequently took the 
opportunity to receive real rTMS treatment.14 With 
regard to BMI score changes, by 18 months, there 
was a medium between-group effect, along with a 
higher rate of weight recovery in the original real 
rTMS group compared with sham (BMI > 18.5 
kg/m2: 46% versus 9%).14 Importantly, greater 
reductions in amygdala cerebral blood flow post-
treatment were associated with greater weight gain 
at 18 months.14 These findings suggest that rTMS 
led to (1) early neural changes in the amygdala 
that may have facilitated greater flexibility in food 
choices, and (2) improvements in mood that were 
durable and preceded changes in BMI. 

For BN and BED: Two small RCTs used rTMS 
in BN; both had negative findings, possibly 
due to being underpowered and having a low 
treatment session number. However, a study of 
individuals with BN or AN (binge-purge sub-
type) that involved 20 to 30 sessions of rTMS 
(10 Hz) applied to the dorsomedial prefrontal 
cortex reported that the intervention resulted 
in increased frontostriatal connectivity that was 
associated with positive clinical responses.15 For 
BED, outcomes from a sham-controlled RCT 
of rTMS are awaited,6 but a recent review has 
concluded that rTMS has treatment potential for 
both BED and obesity.16

tDCS
For AN: Case series and nonrandomized stud-
ies of tDCS in AN have shown promise.6 In the 
only double-blind RCT, 43 inpatients with AN 
were randomized to receive 10 sessions of real 
or sham tDCS over the left DLPFC, with a final 

follow-up at 4 weeks posttreatment.17 There were 
no between-group differences on ED symptoms 
(the primary outcome measure) either at the end 
of treatment or at follow-up.17  As the trial was 
conducted in an inpatient setting, it is possible 
that a ceiling effect occurred. However, secondary 
analysis revealed that active tDCS significantly 
improved self-evaluation based on body shape 
and decreased the need for excessive control over 
calorie intake at the 4-week follow-up.17 These 
results indicate parallels with findings from 
the only rTMS RCT in AN, in which a similar 
relaxation of self-regulatory control around food 
choices was identified.11 

For BN and BED: Promising case series and proof-
of-concept studies are available.6 Two currently 
unpublished RCTs from our group have used 
tDCS for BED combined with different types of 
cognitive training.18-20 These trainings, specifi-
cally approach or attention bias modification, are 

designed to teach individuals greater 
control over appetizing high-calorie 
food stimuli (eg, by learning not to 
approach them or directing attention 
away from them). Such combination 
treatments are of interest because 
evidence suggests that the clinical 
efficacy of tDCS could be enhanced if 
it is applied during learning designed 
to promote symptom change (so-called 
functional targeting).5 Preliminary 
outcomes in both currently unpublished 
RCTs are encouraging, suggesting that 
combination treatments hold significant 
promise and deserve investigation in 
large-scale trials. 

DBS
To date, only case reports and case 
series in patients with treatment- 
refractory AN have been conducted. 

Two systematic reviews have summarized the 
findings.21,22 One of these included 17 studies (n = 
118 patients with AN; mean age, 30 years; mean 
illness duration, 16 years). In more than half of 
the patients, the subcallosal cingulate (SCC) was 
the stimulation target; in a third of patients, the 
nucleus accumbens (NAcc) was the target. The 
AN cohort had an average BMI improvement 
of approximately 25% at a follow-up period 
of approximately 17 months. Complications 
included postoperative and poststimulative 
seizures, electrolyte disturbances, and infections 
(9%, 5%, and 1%, respectively).21 

The second review performed a meta-analysis 
of DBS BMI outcomes across 4 nonrandom-
ized studies involving 56 patients with AN. All 
were defined as treatment refractory (ie, had 
long-standing illness with multiple previous 
treatments). Thirty-two participants received 
DBS to the NAcc, 20 patients received DBS to 
the SCC, and 4 to the ventral anterior limb of 
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YEARS OFPoetry 
 of the Times

What a Psychiatrist 
Remembers
Richard M. Berlin, MD

I remember rain hammering a green tin roof,
the light at each prescribed hour.

I remember perfumes and anxious sweat,
who preferred the big leather chair

and who liked to hide in the sofa’s corner.
I remember watching hairlines recede,

weight gained and lost from faces
like snow drifted high and melted by sunlight.

I remember empty men who devoured my words
and those too full of themselves.

I remember invisible families
I could describe as if gazing at an old photo,

how people rehearsed new lines
as if I was a stage in a foreign city.

I remember women and men on fi re
and the frozen who needed me for kindling.

I remember forgetting 
a session with a man whose words 

whipped me like his father’s belt, 
my small amnesias for anniversaries, 

who said what when,
and how much my lapses hurt them.

I remember sitting like my patients
when time expired, 

entire lives grasped in a 50 minute hour, 
how at ba�  ed moments

I leaned too far back in my rocker
and knew the fear of falling. 

Dr Berlin has been writing a poem about his 
experience of being a doctor every month for the 
past 25 years in Psychiatric Times™ in a column 
called “Poetry of the Times.” He is instructor 
in psychiatry, University of Massachusetts 
Medical School, Worcester, Massachusetts. 
His latest book is Freud on My Couch. 

the internal capsule (vALIC). Meta-analysis 
showed improvements of a large eff ect size in 
BMI; mood, anxiety, and OCD symptoms; ED 
symptoms; general psychiatric symptoms; and 
quality of life at follow-up time points ranging 
from 6 to 24 months. Adverse eff ects related 
to stimulation procedures occurred in 9 cases 
(hypomanic symptoms, seizure, and autoin-
toxication).22

To our knowledge, trials that include a sham 
phase has not yet been done with DBS in AN, 
and due to the invasiveness of the procedure, 
this is likely to require some thought in terms 
of ethics and design. 

Gaps in Understanding
There are many uncertainties in our under-
standing of the pathophysiology of EDs and 
the mechanisms underpinning diff erent 
neuromodulation approaches and their 
eff ects on diff erent stimulation targets. In this 
context, the authors of the DBS meta-anal-
ysis22 pointed to evidence suggesting that 
DBS modulates widespread brain network 
activity (eg, normalizing neuronal fi ring in 
reward circuitry). While the trials included 
in the meta-analysis used diverse stimulation 
sites (including the NAcc, SCC, and vALIC), 
their eff ects were comparable. The authors 
conclude fi rstly that “DBS may be eff ective 
at diverse targets, suggesting diverse inroads 
to [normalize] aberrant activity in compara-
ble brain circuits” and secondly that “these 
eff ects may be shared with other psychiatric 
disorders, where similar targets resulted in 
transdiagnostic benefi cial eff ects.”22

Of further note, across neuromodulation 
modalities, there seem to be delays before 
full therapeutic changes emerge. Such delays 
may be associated with the time required for 
neuroplastic changes to occur (ie, changes that 
have been proposed to be associated with the 
therapeutic potential of neuromodulation).

Concluding Thoughts
Much of the work on rTMS and DBS focuses 
on AN, whereas tDCS is also increasingly 
being applied to BED. Neuromodulation 
techniques are not yet being used in routine 
clinical treatment of EDs. Emerging find-
ings suggest that they may have potential as 
treatments, either alone or in combination 
with other (eg, cognitive) interventions, 
especially where other interventions have 
been unsuccessful. There is notable hetero-
geneity in response, and this will only be 
reduced when we are able to select optimal 
parameters based on individual biological, 
cognitive, and clinical markers based on 
available evidence. This will require larger 
trials that incorporate multimodal neuroim-
aging, plus a range of neurocognitive tasks 
and clinical measures.

Dr Schmidt is professor of eating disorders at the 
Institute of Psychiatry, Psychology, and Neurosci-
ence at King’s College London, UK. Dr Campbell is 
a senior research fellow in the Centre for Research 
in Eating and Weight Disorders at the Institute of 
Psychiatry, Psychology and Neuroscience at King’s 
College London, UK.
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Ronnie Lee, PsyD;  
Jonathan C. Blassingame III, PhD

O ver the past decade, continued 
research and insight into eating 
disorders (EDs) have furthered our 
understanding of the prevalence, 

course, and severity of various ED diagnoses. One 
literature review puts lifetime ED prevalence at 
8.4% for women and 2.2% for men, 12-month 
prevalence at 2.2% for women and 0.7% for 
men, and point prevalence at 5.7% for women 
and 2.2% for men (Figure).1 In addition, the 
National Association of Anorexia Nervosa and 
Associated Disorders estimates approximately 
30 million individuals will be diagnosed with 
an ED in the United States during their lifetime.1 
Although staggering, data may be blunted by 
the number of underdiagnosed (or incorrectly 
diagnosed) individuals demonstrating food/gas-
tric-related symptomatology without proper 
diagnostic classification. 

Santomauro and colleagues sourced various 
epidemiological databases to conclude nearly 
41.9 million cases of EDs globally may have been 
improperly diagnosed in 2019.2 Similar studies 
indicate the elusiveness of accurately identify-
ing/screening ED symptoms, correctly diagnos-
ing, and initiating treatment. These missteps are 
commonplace, but not for a lack of competence; 
the matter of ED diagnosis and treatment is 
historically challenging due to the underreport-
ing and secretive nature that occur within this 
population. Moreover, although beneficial, the 
recent increase in media coverage and research 
aimed at avoidant restrictive food intake dis-
order (ARFID; restriction not related to body 
distress), other specified feeding or eating 
disorder (OSFED; do not meet strict diagnostic 
criteria), and “orthorexia” (unhealthy focus on 
eating/dieting) may create further challenges 
among practitioners new to the ED population.3,4 
Although consideration must be given to each 
of the diagnoses and presentations mentioned 
above, this article will specifically address diag-
nostic clarification of bulimia nervosa (BN) and 
provide treatment initiation recommendations 
for adults, including levels of care. 

Prevalence and  
Diagnostic Clarification
BN diagnoses in general have trended upward 
over the past decade, contributing to an esti-
mated 6.3 million Americans currently meeting 
criteria. However, it is known that BN (similar to 
other EDs) is underdiagnosed in the community. 
Concurrent with patient underreporting and lack 

of insight, research indicates that initial screening 
may be too rigid to accurately identify compensa-
tory strategies, medical complications secondary 
to EDs, and differences in presentation (child/
adolescent/adult). More specifically, studies 
demonstrate that weight change may prove to be 
insignificant, which can allow BN to go undiag-
nosed for longer periods of time when compared 
with anorexia nervosa, ARFID, and binge-eating 
disorder, among others.5,6

Identification of BN begins with utilization of 
active listening and observation of cues that may 
indicate underlying symptoms (Table 1). Patients 
may very well verbalize a cycle of consuming large 
quantities of foods in an uncontrollable manner 
(binging) and partaking in compensatory behav-
iors (ie, self-induced vomiting; misuse of laxa-
tives, diuretics, or other medications; fasting; or 
excessive exercise)7; however, most presentations 
are more covert. Having a keen sense for the fol-
lowing psychological and physiological signs may 
be useful: concern about weight or body image, 
persistent gastrointestinal distress, parotid gland 
swelling, swollen throat, dental erosion, and 
scarring on the hands.8-10 If any of these signs are 
observed, it is recommended to utilize screening 
tools to assist in diagnosis.11 It is also encouraged 
to directly follow the diagnostic criteria accepted 
by the American Psychiatric Association.7

Levels of Care 
Similar to other EDs, BN can be treated either 
outpatient or inpatient (differing levels of care 
within each), depending on the severity and 
duration of the patient’s current presentation. 
Hospitalization should be considered if any of the 
items in Table 2 are observed with confirmation 
of diagnosis. Hospitalization typically does not 
occur for long periods of time, as a step down in 
care to programs with an ED focus is most effec-
tive for long-term treatment. 

Residential treatment is an effective alternative 
for patients who do not have an immediate medi-
cal risk but whose daily engagement in maladap-
tive ED behaviors does not rule out the possi-
bility of acute medical comorbidities. Moreover, 
residential treatment is an appropriate option 
for those who simply do not have the capacity to 
fulfill day-to-day functions due to the presence of 

Bulimia Nervosa: Diagnostic  
Clarification and Determining Levels of Care 

FIGURE. Lifetime ED Prevalence Rates1

One literature search puts lifetime ED prevalence at 8.4% for women and 

2.2% for men, 12-month prevalence at 2.2% for women and 0.7% for men, 

and point prevalence at 5.7% for women and 2.2% for men.
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Estimates suggest  
6.3 million Americans 
currently meet the 
criteria for bulimia 
nervosa, contributing to 
a general upward trend. 
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ED behaviors and persistent intrusive thoughts 
related to compensatory behaviors. Furthermore, 
this level of care is most appropriate for main-
taining structure and supervision of meals, caloric 
intake, and prevention/reduction of compensa-
tory behaviors. Intensity of comorbid psychiatric 
diagnoses may also impact the decision to recom-
mend residential care versus outpatient care.12

Generally, outpatient treatment can be catego-
rized into the following: partial hospitalization 
programming (PHP), intensive outpatient (IOP), 
and routine outpatient care. PHP is one of the 
most popular options for patients because of the 
structure it provides and the flexibility in main-
taining personal commitments (ie, work, family 
care, financial responsibilities). PHP is usually 
described as a subacute treatment setting and can 
be utilized as a step-down option for patients who 
recently completed residential care. Length of 
stay is determined by the severity of presentation 
but typically lasts from 4 to 12 weeks, averaging 5 
to 8 hours of programming per day. Stable medi-
cal presentation, acceptance of support, improved 
cooperation, and fair motivation are all hallmarks 
of PHP care. Although most patients continue to 
struggle with intrusive compensatory thoughts 
and behaviors, they are able to adequately engage 
in the treatment process with multiple members 
of their care team. 

IOP treatment traditionally lasts 2 to 5 hours 
per day (specific to the needs of each patient) 
up to 5 days a week. This level of care typically 
is deemed appropriate for patients who are 
medically stable, display improved motivation, 
display increased autonomy and confidence, and 
can reduce compensatory behaviors without the 
assistance of constant supervision. 

Lastly, routine outpatient care is most always 
recommended following any treatment dis-
cussed previously and can be utilized for much 
longer periods of time. Outpatient care typically 
includes a mental health professional, medical 
professional, and dietician/
nutritionist. The recent 
uptrend in telehealth/vir-
tual treatment settings also 
allows for more flexibility 
regarding patient care 
and willingness.

Due to the pervasive-
ness and intrusiveness of 
EDs, it is most common to 
complete care in a step-
wise fashion, beginning 
with higher levels of care 
and methodically “stepping down” in care after 
treatment goals have been met. If feasible, care 
coordination is encouraged to continue through 
outpatient providers during the patient’s treat-
ment stay. Consistent communication and track-
ing may prove advantageous for coordination 

when outpatient treatment is resumed following 
inpatient, residential, or PHP/IOP treatment.

When the discussion of treatment initiation 
occurs, it is imperative to provide a sense of 
validation and support to the patient, as treat-
ment for EDs can elicit feelings of fear or failure, 
which have been shown to intensify comorbid 
symptoms. Although we would like each patient 
to maintain a sense of control over their care 
options, it is also important to keep in mind other 

factors such as severity and 
duration of their presenta-
tion, comorbidities (both 
medical and psychiatric), 
readiness, and financial 
responsibility/insurance 
coverages. These consid-
erations, among others, 
encompass treatment cri-
teria that can be specific to 
each institution and insur-
ance company. To reduce 
arbitrary guidelines, the 

American Psychiatric Association developed thor-
ough level-of-care guidelines for practitioners.13 

Concluding Thoughts
Many patients diagnosed with BN will require 
some combination of treatment and would benefit 

from ongoing subacute care with a well-estab-
lished interdisciplinary team (ie, psychiatric, 
therapeutic, medical, and dietary professionals). 
Research demonstrates that prognosis improves 
greatly when practitioners can diagnose and treat 
promptly—at the first signs of BN. Longitudinal 
outcome data indicate 45% to 50% of patients 
show full recovery from BN, with patients diag-
nosed during the first 4 years of their symp-
tomatology achieving better results. Moreover, 
recovery from BN does not typically occur in a 
linear fashion, with longitudinal studies reporting 
multiple treatment initiations being common-
place.14,15 Consistent communication and treat-
ment planning can bolster a sense of support and 
provide a stable foundation to treat BN. 

Dr Lee is a licensed clinical psychologist working at a 
residential eating disorder center. Dr Blassingame is an 
assistant professor and licensed clinical psychologist at 
Harris Health System in the Menninger Department of 
Psychiatry and Behavioral Sciences at Baylor College of 
Medicine in Houston, Texas.
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TABLE 2. When to Consider 
Hospitalization 

   Blood test abnormalities
   Electrolyte imbalance
   Severe gastrointestinal distress
   Irregular heartbeat
   Severe dehydration
   Suicidality/self-injurious behaviors

TABLE 1. Psychological and Physiological  
Signs of BN

Sign
Definitions and 
underlying causes  

Bingeing Consuming large 
amounts at a sitting 

Purging Self-induced vomiting 

Misuse of laxatives, 
diuretics, medications

Utilizing in attempt to 
remove excess calories

Fasting Utilizing to control 
weight and urges

Excessive exercise Exercising to 
exhaustion/injury

Ritualistic food rules Rigid beliefs about food 
order or nutrition

Gastrointestinal 
distress  

Recurrent compensatory 
behaviors 

Parotid gland swelling Acid buildup secondary 
to vomiting 

Swollen throat Binge/purge cycle 

Dental erosion Stripping of enamel 
secondary to vomiting 

Scarring on hand Aggressive self-induced 
vomiting 
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Jasmine Reese, MD, MPH

A pediatrician is seeing 
“Allison,” a 15-year-
old female patient 
with anorexia nervosa 

(AN) and a cooccurring diagnosis 
of generalized anxiety disorder. 
Her eating disorder behaviors 
began 2 years ago when she began 
having negative thoughts about 
her body. Fear of weight gain led 
her to begin skipping breakfast 
and lunch every day and purging 
after dinner. Noticing that her 
weight dropped, she decided to 
continue these behaviors to lose 
more weight. After 6 months of 
restricted intake and purging, she 
dropped from 135 pounds to 95 
pounds. It took her parents sev-
eral months to notice the physi-
cal changes; once they did, they 
enrolled Allison in a residential 
eating disorder program. 

After 2 months of treatment, 
she was stepped down to weekly 
outpatient therapy, which she has been engaged 
in for several months. She has restored to a 
healthy weight and has normal vital signs and 
blood work. Still, she continues to be challenged 
with constant anxiety and continues to need close 
monitoring to be sure she eats her meals. She 
currently denies fear of weight gain and seems 
to have an improved body image; however, she 
admits to purging 1 to 2 times per week. When 
asked what triggers her purging behaviors, she 
cites worry about school deadlines and about her 
future, as well as stress in social settings. Because 
Allison is already engaged in routine therapy, she 
and her parents are asking about other treatment 
options. The pediatrician is talking with them 
about referring Allison to a psychiatrist who can 
treat Allison for her cooccurring anxiety disorder.

This scenario provides an example of the 
circumstances in which a primary care provider 
would consider referring a patient with an eating 
disorder to a psychiatrist. Patients may present 
to the psychiatrist at different levels of severity. 
They are likely to benefit from a thorough psychi-
atric evaluation to assess for any comorbid mood 
disorder or disease process that may require 
psychopharmacologic treatment. 

The DSM-5 defines 4 main categories of eating 
disorders—AN, bulimia nervosa (BN), binge-eat-
ing disorder (BED), and avoidant/restrictive food 
intake disorder (ARFID)—along with several 

eating disorders noted as “other” or “atypical 
disorders.”1 Body weight is among the diagnostic 
criteria for AN only. Patients with eating disor-
ders may be underweight, within normal range, 
or overweight. 

Prevalence and Mortality
Analyses of prevalence and mortality rates vary 
widely in their findings due to differences in 
study methodologies, populations, definitions, 
and severity of illness.1 One meta-analysis found 
lifetime prevalence of eating disorders ranging 
from 1.0% to 22.7% for women and 0.3% to 0.6% 
for men.2 Among adolescents aged 13 to 18 years, 
one study found prevalence rates of 0.3% for AN, 
0.9% for BN, and 1.6% for BED; the average age 
of onset was 12.5 years.3 A study of diagnoses in 
adolescent eating disorder treatment programs 
showed a markedly different distribution: 32% AN, 
30% atypical AN, 9% BN, 19% ARFID, 6% purging 
disorder, and 4% others.4 Although estimates of 
prevalence may vary, researchers find that eating 
disorders typically begin in adolescence.1,3,5

AN has an estimated adult mortality rate of 5% 
per decade, one of the highest of all mental health 
conditions6; both suicide and the physical effects 
of nutritional deficit are implicated.7 A meta-anal-
ysis of mortality rates for eating disorders found 
that patients with AN had a standardized mortal-
ity ratio of 5.9 and patients with BN had a ratio 

of 1.9 compared with the average 
population.7  

Long characterized as affecting 
primarily affluent white adoles-
cent girls, eating disorders have 
in the past decade been found to 
also affect individuals from lower 
socioeconomic groups, mem-
bers of nonwhite ethnic groups, 
preteen children, and boys.1 A 
2020 study found no difference 
in rates of either onset of eating 
disorders or risk factors among 
ethnic groups.8 Another study 
found a higher incidence of BN 
among Hispanic youth, although 
the researchers urge caution in 
interpreting results influenced in 
unknown ways by treatment-seek-
ing behaviors and social determi-
nants of health, including immi-
gration status.3 Research suggests 
that LGBTQ+ young people may 
be at particular risk.9 

During the early months of the 
COVID-19 pandemic, hospitaliza-
tions for eating disorders dou-

bled,10 and patients with these diagnoses reported 
significant increases in unhealthy behaviors.11 
Data are not yet available on changes in preva-
lence as pandemic restrictions have eased.

Screening
Validated screening instruments for eating 
disorders include the following:

  The Eating Disorder Examination Questionnaire, 
which can be used with any patient older than 14 
years, and the Eating Disorder Examination for 
Adolescents, recommended for children aged 12 to 
14 years.12,13

  The 26-item Eating Attitudes Test, a screening tool 
originally validated with female adolescents with AN 
and since studied in broader populations.14

  The Silhouette Rating Scale, which assesses body 
size evaluation and dissatisfaction. Its advantage 
is that the silhouettes are devoid of ethnic and 
cultural details.15

Because early detection of eating disorders 
can lead to better patient outcomes, psychiatrists 
should be alert to the possibility that patients they 
are seeing for depression, anxiety, or other mental 
health concerns are also suffering from an eating 
disorder. In addition to conducting routine screen-
ing for early detection, psychiatrists can perform 
thorough psychiatric evaluations and motivational 
interviews to assess patients’ readiness to change 
and to encourage treatment. They can also monitor 
patients’ weight as a step toward identifying AN. 

The Psychiatrist’s Role in Caring for 
Adolescents With Eating Disorders 
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Eating disorders are often comorbid with 
anxiety and mood disorders,1,16 so screening for 
these conditions is also important, as is screening 
for suicidal ideation. For patients with AN, one 
study suggests that lifetime suicide-attempt rates 
may be as high as 29.7%.7 Another study found 
suicidal ideation in 31.4% of adolescents with 
AN, 53.0% of those with BN, and 34.4% of those 
with BED.3

Patient Medical History
Because secrecy and denial characterize eating 
disorders, adolescents should be questioned 
alone, away from their caregivers, to encour-
age honesty. Questions should be specific and 
pointed—not just, “Do you exercise?” but rather, 
“What kinds of exercise do you do? How many 
times per week? For how many minutes? How 
many [miles, reps, laps]?” Similarly, a detailed 
24-hour diet history should be taken. Does the 
patient count calories, carbohydrates, fats, or 
other nutrients or ever eat in secret? Along with 
general intake items, clinicians should ask about 
body image and reproductive health (eg, date of 
last menstruation, length of cycle, etc). 

The difference between typical adolescent eat-
ing behaviors and disordered eating may be sub-
tle. Many teens skip meals (especially breakfast), 
occasionally binge, or sometimes feel dissatisfied 
with their bodies. Frequent deprivation, bingeing, 
and dissatisfaction, along with purging behaviors 
or secrecy around eating, are danger signs.

Physical Impact
Imbalance between the body’s needs and nutritional 
intake affects nearly all body systems. Table 1 
highlights a few of the physical effects of eating dis-
orders.1 Heart health is a significant factor because 
bradycardia is the most common arrhythmia and 
finding in patients with AN, affecting up to 95% of 
patients.17,18 Any health care provider who is rou-
tinely checking vital signs during a clinical visit and 
identifies a patient with a heart rate less than 60 

beats per minute should consider ordering an elec-
trocardiogram (ECG). Clinicians may be inclined to 
attribute a low heart rate to an “athletic heart,” but 
bradycardia due to starvation can be lethal.

Laboratory tests are performed to screen for 
medical complications of eating disorders and 
to rule out alternate diagnoses, such as gastroin-
testinal disease in a patient with weight loss and 
vomiting. Cardiac arrest can occur due to elec-
trolyte disturbances, particularly in relation to 
refeeding syndrome. One of the most important 
levels to check is the phosphorus level. Medical 
complications can include depleted adenosine 
triphosphate, which affects cardiac function and 
can lead to sudden death.19,20 Levels of phospho-
rus and other electrolytes are routinely monitored 
while patients are being treated or medically 
stabilized in an inpatient hospitalization setting. 
Once patients are receiving outpatient medical 
care, electrolytes are checked periodically by their 
primary care provider as needed.

Emergency Hospitalization
The first stage of recovery for patients with low 
body weight may involve hospitalization for medi-
cal stabilization. Presence of any symptoms noted 
in Table 2 often indicates the need for immedi-
ate medical hospitalization for refeeding.1,21 Med-
ical complications of reintroducing appropriate 
nutrition in patients experiencing self-induced 
starvation, which include refeeding syndrome 
and hypermetabolism,1 must be handled in an 
inpatient medical setting.

Outpatient Treatment
Psychiatrists may be in a unique position to offer 
access to evidence-based treatment for eating dis-
orders, particularly if they work in an integrated 
setting that offers both psychiatry and psycholog-
ical therapy. 

Treatment of eating disorders requires a care team 
consisting of, at minimum, 3 to 5 professionals:

  A psychiatrist can complete a thorough evaluation 
for eating disorders and confirm the diagnosis using 
DSM-5 criteria. The psychiatrist may also complete 
screening and evaluation for comorbid mood and 
other mental health disorders.

  A psychologist can engage the patient in routine 
therapy, ie, family-based therapy, the first-line 
treatment for patients with AN,1,22 or other therapy 
modalities such as cognitive behavioral therapy or 
dialectical behavioral therapy.

  A primary care provider (pediatrician, adolescent 
medicine specialist, or other health care provider) can 
complete a medical evaluation, including weight and 
vital sign assessments and laboratory evaluations, 
and can order additional testing, such as ECGs and 
bone density scans, as needed.

  A dietitian can assess the patient’s nutritional 
requirements for growth, development, and weight 
restoration and develop an individualized meal plan to 
meet those needs. 

  A social worker or case manager can help with 
multidisciplinary care planning and with linking the 
patient to a higher level of care services as needed.

To share notes and personal health informa-
tion, providers need to secure permission through 
a release-of-information document signed by the 
patient if they are older than 18 years or by the 
legal guardian of a minor. 

Outpatient treatment consisting of weekly 
therapy care and regular pediatric visits, with 
psychiatric intervention for comorbid conditions, 
is appropriate only for patients whose condition 
has been caught early or has been brought under 
control through more intensive intervention, as in 
Allison’s case. Most patients need more support. 

Apart from medical hospitalization for safe 
refeeding, treatment options include the following:

  Intensive outpatient program: 3 to 5 hours, 3 to 5 
days per week

  Partial hospitalization: 6 to 10 hours, 5 to 7 days 
per week

  Residential treatment: 24-hour supervision 

The care team should collaborate to decide 
on the level of care based on the progress and 
severity of the disease. There is no evidence to 
suggest that one treatment modality is better than 
another for specific eating disorders.1 If residen-
tial treatment is indicated and a bed is available, 
the clinician team should talk with the parents 
about the severity of the disease and the impor-
tance of 24-hour support. 

Beyond any medical stabilization that requires 
immediate hospitalization, treatment goals for the 
outpatient care team include the following23,24: 

  Restore the patient to a healthy weight.
  Restore healthy eating patterns.
  Treat physical complications.
  Address dysfunctional thoughts, feelings, and beliefs.
  Address affect and behavioral regulation.
  Enlist family support.
  Prevent relapse.

TABLE 1. Physical Indicators of Eating Disorders1

Vital signs Bradycardia, hypotension, 
orthostatic hypotension, 
hypothermia

Weight and 
growth

Body mass index, body weight 
percentile, growth trajectory 
changes

Head Parotid gland swelling, enamel 
erosion, dental caries

Chest Arrhythmia

Abdomen Palpable stool, bloating, abdominal 
pain

Extremities Edema, muscle atrophy, weakness

Skin Dry skin, hair loss, lanugo, 
acrocyanosis

 
TABLE 2. Symptoms That Indicate Need for 
Medical Hospitalization/Refeeding1,21

  Heart rate less than 50 bpm while awake, less 
than 45 bpm while asleep 

  Systolic pressure less than 90/45 mm Hg

  Orthostatic changes: decrease in blood 
pressure of more than 20 mm Hg systolic or 10 
mm Hg diastolic; heart rate increase of more 
than 20 bpm

  ECG abnormalities: prolonged corrected QT 
interval or other arrhythmia

 Syncope

 Temperature less than 96 °F (35.6 °C)

 Electrolyte abnormalities

 Uncontrollable binge eating and purging

 Dehydration

 Suicide risk

 Less than 75% of expected body weight

 Failed outpatient management

 Acute weight loss and food refusal
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As part of the care team, the psychiatrist could: 
  Confirm the eating disorder diagnosis using 
DSM-5 criteria.

  Collaborate with the medical team on the physical/
medical assessment: vitals, lab work, ECG, etc.

  Screen for suicidal ideation and potential 
comorbid diagnoses of depression, anxiety, and 
other disorders.

  Assess severity and initiate medication if indicated.

  Educate the family and enlist their support.

  Connect the patient and family to a dietician and a 
therapist experienced with eating disorders who can 
provide family-based therapy, cognitive behavioral 
therapy, and/or dialectical behavioral therapy.

The FDA has approved 2 medications for treat-
ing eating disorders in adults: fluoxetine (Prozac) 
for treating BN and lisdexamfetamine (Vyvanse) 
for BED.1 A study of fluoxetine in adult women 
with BN showed a decrease in binge-eating 
behaviors and vomiting, as well as improvement 
of any depressive symptoms.25 Many studies have 
been conducted on the use of psychotropic medi-
cations to treat eating disorders (particularly AN). 
Results have been mixed, and nearly all studies 
have focused on adults rather than adolescents.1 

Where psychopharmacology can be most 
helpful is in treating comorbid anxiety and mood 
disorders. Comorbidity of eating disorders with 
other psychiatric disorders is high.1,16 For exam-
ple, study of a large, nationally representative 
sample of 10,123 adolescents aged 13 to 18 years 
found comorbid mental health conditions among 
55.2% of adolescents with AN, 88.0% of those 
with BN, and 83.5% of those with BED.3 A study 
of female patients aged 15 to 25 years found that 
those with major depressive disorder or any anx-
iety disorder were 4 times more likely than those 
without those conditions to suffer from an eating 
disorder.26 Evidence suggests that symptoms of 
mood and anxiety disorders often predate onset 
of eating disorders.26,27 However, physiological 
changes brought about by disordered eating also 
are likely to cause or exacerbate depression and 
anxiety.6 Reestablishing healthy eating habits and 
normal weight are likely in and of themselves to 
improve symptoms of depression and anxiety.6,28  

Although psychotropic drugs are generally 
not recommended for treating adolescent eating 
disorders, antidepressants are often effective 
in treating the depression and anxiety that may 
accompany eating disorders. For example, treat-
ing depression or anxiety may help patients be 
more receptive to the skills and behavior changes 
to which they are introduced during therapy. A 
literature review in adult women with AN found 
that selective serotonin reuptake inhibitors, 
although not effective in treating AN itself, can 
improve symptoms of cooccurring depression and 
help prevent relapse in some patients who have 
restored their weight.28 

The best evidence supports use of fluoxetine; 
citalopram (Celexa), sertraline (Zoloft), or mir-
tazapine (Remeron) may also be effective. Use of 
tricyclic antidepressants and monoamine oxidase 

inhibitors is not recommended in patients recov-
ering from AN because of safety concerns, and 
bupropion is contraindicated by the FDA.28 

Patient and Family Communication
Caregivers are key partners, and their help, 
should be enlisted. Patients who are severely mal-
nourished or underweight or have severe restrict-
ing or purging behaviors often need to suspend 
exercise until they have developed a healthier 
relationship with food. Parents may need to take 
the lead on preparing meals, and they should 
closely monitor consumption. 

Shared and unified messaging from the entire 
treatment team can help build trust with the 
family. For example, if all team members agree 
that the patient meets criteria for a diagnosis of 
AN, they will engender more trust with the family 
than if the psychiatrist diagnoses AN and the 
pediatrician diagnoses ARFID. Families who trust 
their child’s treatment team are more likely to 
engage in recommended behavioral treatments. 

Lifelong Recovery
Short-term recovery from restrictive eating dis-
orders typically includes achieving at least 90% 
of median body weight for the patient’s age and 
height.1 Other markers of recovery, such as a real-
istic body image and healthy relationship to food, 
are more difficult to measure but equally import-
ant for the long-term prognosis. Adolescents may 
be more likely to achieve this level of recovery than 
adults; one study put the adolescent recovery rate 
at 70%.29 Another study put the adolescent recov-
ery rates, defined by median body weight, at 64% 
for patients with AN, 82% for patients with atypi-
cal AN, and only 43% for patients with ARFID.30 In 
a study of adolescents who underwent a year-long 
treatment program for AN, only one-third were in 
full remission after 1 year.31

There is limited evidence of recovery from BN, 
BED, and purging disorder. This suggests that 
both short-term and long-term recovery rates are 
even lower than for AN and ARFID.1

For most patients, guarding against relapse 
is a lifelong task. Early diagnosis and treatment 
are keys to success.1 Psychiatrists can collaborate 
within the treatment team to help patients and 
caregivers on the path to ongoing recovery.

Dr Reese is director of the Adolescent and Young Adult 
Specialty Clinic at Johns Hopkins All Children’s Hospital 
in St Petersburg, Florida. As a member of the faculty of 
The REACH Institute, she teaches pediatric primary care 
providers to diagnose and treat common mental health 
conditions. 
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Series Editor Nidal Moukaddam, MD, PhD
Tales From the Clinic The Art of Psychiatry

In this installment of Tales From the Clinic: The Art of Psychiatry, we visit the addiction clinic to discuss accidental overdose deaths. Although 

death by suicide is known to greatly affect psychiatrists, the impact of patients’ overdose deaths on physicians is not well studied. Despite 

physicians’ best efforts in treatment, patients on medications for opioid use disorder may die of accidental opioid overdoses from having 

misestimated their current opioid tolerance or overdosing on other substances such as sedatives/hypnotics and stimulants. This  

article is dedicated to 3 patients lost in this past year—AK, EG, and AW—with heartfelt wishes to their families. 

Benjamin Li, MD; Burhan Khan, MBBS;  
and Nidal Moukaddam, MD, PhD

CASE STUDY  “Ms Verona” was a 45-year-
old woman with an opioid addiction and anxiety 
who was enrolled in an addictions treatment 
program. She had 7 children and was motivated 
to stop her opioid use because it was taking a toll 
on her health and her family. Ms Verona’s chil-
dren sensed their mother’s lack of engagement 
with them; she was constantly preoccupied with 
how to mitigate the inevitable opioid withdrawal 
symptoms. Because she met criteria for severe 
opioid use disorder, she was a good candidate for 
buprenorphine therapy. She preferred partial 
agonist therapy as opposed to naltrexone and 
methadone. Ms Verona was inducted onto 
buprenorphine, and her dose subsequently 
increased to 16 mg daily to adequately address 
her opioid cravings.   

As treatment progressed, Ms Verona chronically 
arrived more than an hour late to appointments. 
Despite her tardiness, she would plead to still 
be seen, often citing traffic or lack of child care 
arrangements. Her psychiatrist, Dr Smith, would 
attempt to be flexible, given the understanding of 
treatment barriers stemming from social de-
terminants of health, as well as recognizing the 
time-sensitive nature of buprenorphine refills; 
however, these accommodations placed Dr Smith 
and the treatment team under time constraints 
in the busy clinic. Such accommodation would 
either cause the psychiatrist to be late for other 
appointments or would lead to the appointment 
with Ms Verona feeling rushed. After a few late 
visits, Dr Smith became aware of his growing 
countertransference toward Ms Verona.  

Dr Smith also questioned whether atten-
tion-deficit/hyperactivity disorder (ADHD) was 
affecting her presentation. Ms Verona was notice-
ably circumstantial during sessions and required 
frequent redirection. She described a childhood 

history with symptoms of difficulty concentrat-
ing. They explored whether her lateness was a 
manifestation of her inability to focus, organize, 
and prioritize. She often talked about having 
received Adderall “but not recently, Doctor; I know 
you would not let me.” Dr Smith worked with Ms 
Verona in problem-solving therapy to reduce 
treatment-interfering behaviors and promote 
punctuality. Ms Verona was started on bupropi-
on to target ongoing depressive symptoms and 
simultaneously provide a nonnarcotic option to 
treat attention-deficit symptoms. There was a 
concern for her using stimulants or other sub-
stances between appointments. Despite these 
treatment approaches, her tardiness continued 
and she appeared even sedated at times, despite 
negative urine drug screens. 

One day, Ms Verona was more than an hour late. 
She was informed that she could not be seen and 
had to be rescheduled. She was visibly upset and 
opted, likely due to splitting defense mechanism, 
to reschedule to see a different provider in the 
clinic when this boundary was set. After this, Ms 
Verona saw a different psychiatrist for the next 
6 months. 

One day, Ms Verona’s former psychiatrist,  
Dr Smith, met with one of his active patients,  
Mr Kim, and the following dialog ensued: 

Dr Smith: “How are you doing today?”

Mr Kim: “One of my friends passed away, and I’m 
attending the funeral. I think you actually used to 
treat her before.”

Dr Smith: (somewhat surprised) “I’m sorry to hear 
about the loss of your friend.”

Mr Kim: “Yes, it was sad….She [Ms Verona] said she 
used to see you. She was still on buprenorphine, 
but the suspicion was that she was taking alpra-
zolam the whole time she was in treatment and did 
not tell anybody, and it is a suspected unintentional 
overdose. I used to see her all the time, and she 
would be nodding off. You didn’t hear about this?”

The Overdose Conundrum How Do Physicians Cope With Patient 
Suicide or Overdose?
Dealing with the loss of a patient due to suicide or 
overdose has a significant impact on the treating 
physician and is not often talked about. There are 
a variety of factors that determine how a psychia-
trist will be affected in such a situation. Younger 
clinicians and trainees are often affected more 
adversely because they may feel more vulnerable 
in terms of their experience and knowledge base.1 
According to literature, about 25% to 60% of psy-
chiatrists will report having a patient who died by 
suicide during their career.2 The number of physi-
cians who have patients who died from an over-
dose is not known. However, the rate of overdoses 
involving opioids jumped by 200% from 2000 
to 2014, and between 2013 to 2019, the synthetic 
opioid-involved death rate increased 1040%.3,4 The 
sheer magnitude of these numbers suggests that 
most physicians dealing with addiction must have 
been exposed to patient death by overdose. 

With these figures in mind, as well as the 
significant amount of perceived stigma and guilt 
surrounding disclosure of these outcomes and the 
fear of lawsuits that may occur in these situations, 
the overall emotional toll on a clinician can be 
quite intense. The psychiatrist in this scenario 
was flooded with feelings of guilt related to poten-
tial responsibility for the outcome. In addition, 
there is a possibility of additional emotions of 
anger toward the now-deceased patient. We often 
hear team members say, “Oh, but they were doing 
so well,” or “So sad—they stayed off heroin but 
could not keep off meth.”

Physicians processing the suicide of a patient 
should be mindful to not isolate. Efforts should be 
conducted to reach out to colleagues, as it is likely 
they have dealt with similar experiences in the 
past and can normalize and validate the experi-
ence. Discussing experiences and coping mecha-
nisms may have therapeutic effects for physicians 
going through such experiences. Clinicians, as 
part of an organization or a group practice, can 
utilize case conferences—a pragmatic, system-
atic, and therapeutic approach to exploring the 
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case outcome in more detail. Risk management 
reviews or meetings may help with apprehension 
about any impending or perceived lawsuits. This 
is especially important for clinicians in private 
practice, who may be more isolated because of 
their work environment structure. The message 
we need to hear is that a patient loss does not 
undo or discard the multitude of meaningful 
life-changing and life-preserving work done. Sup-
port and validation go a long way in reminding us 
why we do what we do.

How Can We Promote Honesty About 
Recurrence of Substance Use?
When treating substance use disorders (SUDs), 
it may be helpful to acknowledge and normalize 
the fear of disclosure of relapses, as well as to 
emphasize the importance of honesty in recovery 
from the very beginning of treatment. Although 
feelings of guilt and internal shame are common, 
patients do not fi nd it easy to talk about them. 
Whereas the patient may perceive recurrence of 
use as “starting from scratch,” the clinician can 
reframe a recurrence of use as a learning point 
and a way to troubleshoot the circumstances sur-
rounding the use. Being too harsh or strict with 
the patient may backfi re, lead to sustain-talk, 
erode the therapeutic alliance, and provoke even 
more feelings of guilt or shame. Relapses some-
times occur because being off  substances uncov-
ers a cooccurring mental illness, or they may be 
due to stress in real life, to which patients with 
SUDs are more susceptible. 

 By defi nition, addiction is a relapsing and 
remitting illness. Similarly, depression is also 
a relapsing and remitting illness, but no one 
benefi ts from being kicked out of treatment for 
having a recurrent depressive episode. Thus, 
patients should not be terminated from treat-
ment for recurrence of use, as if often done—they 
should actually receive more intense care when 
in a greater time of need. Although recurrence of 

use might have clinical signifi cance on modifying 
treatment plans, patients should be informed that 
using is only a setback if they do not seek further 
treatment to address it. Patients may be relieved 
if asked about any internalized and unfounded 
fear they may have about being terminated from 
treatment if they divulge recurrence of use.  

If a patient states that they are feeling punished 
for having more frequent visits during recurrence 
of use, it may help to fi rst empathize with con-
cerns and then reframe the change in treatment 
plans as a goal toward well-being, as opposed 
to punishment. Motivational interviewing may 
be helpful if the patient is still ambivalent about 
recovery. It is crucial for a provider to have a non-
judgmental approach toward relapses, both past 
and present. Subconscious criticism, even in the 
form of subtle body language, can promote denial 
or reliance on more primitive defense mecha-
nisms in a patient and lead to poorer treatment 
outcomes, especially if the patient has a harsh 
superego or diffi  culty trusting others. 

Previous recurrence of use may lead some 
patients to think they are a lost cause and lack the 
willpower and discipline that might be needed for 
recovery. Internalizing this belief is characteristic 
of patients with complicated SUD histories. It is 
important to modify a patient’s internal process 
and remind them that it is not solely willpower or 
motivation that determines the ability to improve, 
but also coping and relapse prevention skills, 
which can be taught through any type of therapy, 
but especially cognitive-behavioral therapy.5

How Do You Find a Balance of 
Boundaries? 
Finding the right balance in setting boundar-
ies can be a challenge in a busy schedule, and 
it requires being mindful of the patient’s per-
spective while simultaneously acknowledging a 
patient’s subconscious need for structure to meet 
treatment goals. 

It was important in Ms Verona’s case to vali-
date her struggle with circumstances in her life. 
After all, the social determinants of health (ie, 
social, behavioral, and environmental factors) are 
a predominant infl uence on treatment outcomes.6

In addition, it is important to acknowledge the 
role of untreated ADHD (as in Ms Verona’s case) 
in reducing recovery success.7 At the same time, 
the medical ethics concept of justice should also 
be considered. Although justice in this situation 
may apply to acknowledging Ms Verona’s barriers 
to care, it may also expose the caveats of this 
approach because other waiting patients were 
aff ected by the patient’s tardiness. A provider 
is tasked with collectively benefi ting all of their 
patients, treating all with equity and making 
accommodations where necessary, without put-
ting 1 patient at risk at expense of another. 

In this case, did the boundary setting change 
the course of Ms Verona’s clinical treatment? 
Yes. Would it have been better without it? Not 
necessarily. Part of the treatment frame is for 
both physician and patient to be accessible, at a 
mutually convenient time. Reneging on appro-
priate boundaries may distort or enable certain 
expectations of the patient, which can undermine 
the patient’s perceived responsibility in treat-
ment, reduce the patient’s ability to problem 
solve, and lead to the approach that the physician 
drives the treatment, instead of the dyad having a 
shared and mutual responsibility. The physician 
can communicate these messages with empathy 
and genuine concern in the hopes that the patient 
will adopt that responsibility. In the case of miti-
gating overdoses—a poorly understood fi eld—it is 
essential to know if the patient is using secondary 
substances outside the opioid being the target of 
treatment. Secondary substance use signifi cantly 
increases risk of overdose. 

From a larger perspective, a physician’s taking 
of the alternate approach can contribute to 
burnout and distress, and potentially adversely 

A patient loss does 
not undo or discard 
the multitude of 
meaningful life-
changing and life-
preserving work done. 
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affect outcomes for the other patients. 
Thus, boundaries can be a mechanism of 
protection for both the patient and the 
physician. 

Triple Threat: Suicide, 
Unintentional Overdoses, and 
COVID-19
Although there is growing literature 
about how patient suicide can affect phy-
sicians, there is a lack of data, particularly 
on how substance overdose may impact 
a physician’s mental well-being. The lack 
of data on overdoses and how to cope 
with them is further compounded by the 
problem that busy schedules or shift work 
may inadvertently reduce the physician’s 
ability to access resources for support.  

In addition, it is important to differ-
entiate how suicide and overdose are not 
necessarily the same. Overdoses are not 
always done with the intention of taking 
one’s life. In fact, most overdoses are acci-
dental but ultimately occur due to overes-
timated tolerance, unknown ingestion, or 
increased amounts taken during stressful/
inciting events. In 2014, only 12% of drug 
overdoses were intentional according 
to the Centers for Disease Control and 
Prevention.8 Although the percentage 
of intentional overdoses is the minority, 
another thing to consider is if the clinician 
will feel more intense guilt if the overdose 
is intentional. A physician may feel guilt 
for not effectively being able to manage a 
patient’s addiction or form a close enough 
relationship to know of their usage—even 
if the patient knowingly did not disclose 
use. Then there is the question of whether 
some severe addictive disorders could 
be considered a “terminal illness,” where 
a clinician may feel that no matter how 
many treatment approaches have been 
tried, it is a matter of “not if, but when” 
in regard to either overdose or a chronic 
decompensation toward death. 

Although we have seen that doctors 
who hear about their patients overdos-
ing may actually reduce the amount of 
their opioid prescribing,9 mental health 
clinicians may be affected in a somewhat 
different capacity, as their role is also 
tied inevitably into also treating comor-
bid depression, anxiety, and suicidal 
ideation. The COVID-19 pandemic has 
further exacerbated this problem. The 
estimated prevalence of suicidal ideation 
today is higher in comparison with the 
prevalence prepandemic.10

If a clinician’s natural tendency is to do 
more and become more hypervigilant fol-
lowing the loss of a patient, it is notewor-
thy to mention that most physicians suffer 

from burnout at some point in their life. A 
cross-sectional study was able to demon-
strate that increases in suicidal ideation 
endorsement were significantly correlated 
with physician burnout rates.11 Consid-
ering that overdoses can be as lethal as 
suicides, it would be a fair but unproven 
assumption that they also would contrib-
ute to physician burnout. 

We believe further research is nec-
essary to understand the many ways in 
which patient overdoses are affecting 
physicians and to develop more efficient 
strategies and support for dealing with 
the aftermath.  

Dr Li is an associate professor and addiction-
boarded faculty at Harris Health System in 
the Menninger Department of Psychiatry 
and Behavioral Sciences at Baylor College 
of Medicine. He is Director of Harris Health 
Substance Addiction Treatment Program and 
Associate Program Director for Baylor College 
of Medicine Addiction Fellowship Program. 
Dr Khan is currently a resident in psychiatry at 
Baylor College of Medicine. Dr Moukaddam 
is an associate professor in the Menninger 
Department of Psychiatry and Behavioral 
Sciences, Baylor College of Medicine, as well 
as the Ben Taub Adult Outpatient Services 
director and the medical director of the 
Stabilization, Treatment & Rehabilitation (STAR) 
Program for Psychosis, also at Baylor College 
of Medicine. She also serves on the Psychiatric 
Times™ Advisory Board.
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The Fight for 
Psychiatric Rights 
and Accountability

Awais Aftab, MD

Conversations in  
Critical Psychiatry

In 1982, Alaska-based lawyer James Barry “Jim” Gottstein 

experienced a psychotic break due to sleep deprivation 

and was introduced firsthand to the mental illness sys-

tem. This encounter inspired him to become an advocate 

for legal representation and for individuals with mental 

illness. He cofounded the Law Project for Psychiatric 

Rights (PsychRights) in 2002 and serves as its president. 

Gottstein also is the author of The Zyprexa Papers,1 which 

details how he obtained confidential documents showing 

that executives had knowingly concealed data related to 

the drug’s metabolic adverse effects (including diabetes), 

downplayed risks in published data, and illegally promoted 

off-label use in children and the elderly. In the book, Gott-

stein also shares how this led to front-page stories in The 

New York Times,2 and how he became the target of an army 

of lawyers. 

It takes great courage—one might even say reck-

lessness—on the part of lawyers and activists such as 

Gottstein to expose wrongdoings at great personal risk. 

As David Healy has commented, “… everything we know 

about what pharma gets up to comes from legal actions in 

the US and a handful of lawyers like Gottstein.”3 Half of the 

book is about Bill Bigley, whose psychiatric commitment 

and forced medication case enabled Gottstein (his lawyer) 

to subpoena the Zyprexa Papers and whose rights he de-

fended vigorously, going all the way to the Alaska Supreme 

Court and resulting in landmark decisions. I left the book 

with a renewed appreciation for the legal rights of individu-

als with mental illness.

AFTAB: Tell us more about how you got involved in psy-
chiatric legal advocacy.

GOTTSTEIN: At age 29, after taking on too much, I got 
sleep deprived, became psychotic, and was hauled to the 
hospital in a straitjacket. I was told I would be on psychi-
atric drugs for the rest of my life and the best I could hope 
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for was to minimize my time locked up in psych 
wards. Luckily, my mother referred me to a won-
derful psychiatrist—Robert Alberts, MD—who 
told me anyone who gets sleep deprived enough 
will become psychotic, and I could learn how to 
prevent that from happening. In other words, I 
escaped having my career changed from being a 
lawyer to that of a mental patient. I felt lucky in 
so many ways and resolved to try and help others 
not so lucky. There are a number of themes in 
my book, and one of them is to subtly bust the 
myth that people who get diagnosed with serious 
mental illness cannot recover. 

AFTAB: What have you learned about the ways 
in which companies misrepresent, misreport, or 
mis-advertise findings from clinical trials? How 
can we, as a society, safeguard against this?

GOTTSTEIN: Clinical trials are designed to inflate 
benefits and hide the harms, rather than be a 
neutral evaluation. One of the ways they do this 
is through miscoding adverse events, such as 
coding suicide attempts as lability. Another is 
by assuming adverse events are not related to 
the drug. Sometimes companies deliberately 
conceal or minimize adverse effects, as they 
did in the case of Zyprexa [olanzapine]. They 
also rig the benefit side. I found that to make 
Zyprexa look good in clinical trials, the so-called 
placebo group included people who had been 
abruptly withdrawn from Haldol [haloperidol], 
which is known to exacerbate or even cause 
severe psychiatric symptoms. The introduction 
of Zyprexa in the trial relieves some of those 
withdrawal symptoms, which manifest as clini-
cal improvement compared with placebo. They 
went even further. Although most people who 
abruptly withdraw from Haldol experience psy-
chiatric withdrawal symptoms, some people do 
quite well. They were thrown out of the study. 
They hijacked the term “placebo washout” to 
describe this. 

There are plenty of things that could be 
done about this. For example, David Healy, 
MD, is on a mission to make the trial data 
available for review at the participant level. 
The most practical thing that could be done, 
in my view, is for prescribers to be appro-
priately skeptical of claims for the latest and 
greatest drugs. It is amazing to me people 
prescribe the “latest and greatest” new drug, 
typically at much greater cost, based on 
the word of companies, even those that are 
known to have lied to the professionals and 
the public. 

AFTAB: There have been numerous other scan-
dals involving pharmaceutical companies. There 
is much greater awareness now of the criminal 
role played by Purdue Pharma in creating the 
opioid crisis in the United States. The links 
between the FDA and pharma continue to 
be a source of concern, as evident recently in 
the controversy surrounding the approval of 
aducanumab despite a manifest lack of efficacy. 
Meanwhile, your advocacy through PsychRights 
has substantially altered the legal landscape in 
Alaska with regard to involuntary psychiatric 
commitment and involuntary use of medica-
tions via a series of landmark Alaska Supreme 
Court rulings. 

GOTTSTEIN: PsychRights has won 5 Alaska 
Supreme Court cases, 3 of them on constitu-
tional grounds. For involuntary commitment, 
the Alaska statute allowed someone to be 
psychiatrically confined as gravely disabled if 
their previous ability to function in the commu-
nity would otherwise deteriorate. In the 2007 
Wetherhorn v Alaska Psychiatric Institute 
case, the Alaska Supreme Court held this to be 
unconstitutional unless construed to mean the 
person is “unable to survive safely in freedom.” 
In other words, the level of disability has to be 
life-threatening to justify the “massive curtail-

ment of liberty” of locking someone up.  
As to court-ordered administration of psy-

chiatric drugs, the Alaska statute said if the 
person is found to be incompetent to decline 
the drugs, the hospital is allowed to force into 
the person any drugs, at any doses the hospital 
wants. In the 2006 Myers v Alaska Psychiatric 
Institute case, the Alaska Supreme Court held 
this was unconstitutional, with the hospital 
having to also prove by clear and convincing 
evidence that the forced administration of 
medication is in the person’s best interest and 
there is no less intrusive alternative available. 
This was expanded upon in the 2009 Bigley 
v Alaska Psychiatric Institute case, with the 
Alaska Supreme Court ruling the state has 
to provide a constitutionally required, less 
intrusive alternative to forced medication or 
discharge the patient. The continued viability 
of this is questionable, however, as a result of a 
more recent involuntary commitment decision 
holding that the less restrictive alternative to 
involuntary commitment has to actually exist 
and be available to the person.

AFTAB: You have argued in an article in Alaska 
Law Review that “lawyers representing psy-
chiatric respondents and judges hearing these 
cases uncritically reflect society’s beliefs and do 
not engage in legitimate legal processes.”4 What 
do you think the lawyers representing psychiat-
ric respondents could be doing differently?

GOTTSTEIN: Fundamentally, I believe lawyers 
are appointed to represent psychiatric respon-
dents in order to check the box that the person 
had a lawyer. They are not expected to present 
vigorous defenses. These lawyers are assigned 
too many cases to mount a meaningful defense, 
especially within the extremely compressed time 
frame required in these cases. 

Lawyers should treat involuntary commit-
ment and forced medication as the high-stakes 
cases they are. The state is trying to lock their 
clients up and subject them to mind-numbing, 
life-shortening chemicals they do not want. 

In The Zyprexa Papers, I show how I go about 
defending these cases in the hope lawyers rep-
resenting psychiatric respondents will litigate 
them zealously. Whether or not psychiatrists 
agree, they cannot accurately predict violence 
or self-harm—a prerequisite to commitment—
and whether or not they believe the drugs are 

There are a number of themes in my 
book, and one of them is to subtly bust the 
myth that people who get diagnosed with 

serious mental illness cannot recover.
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counterproductive and harmful, psychiatric 
respondents are entitled to have this evidence 
presented in court on their behalf.

The lack of effective legal representation is 
very harmful. People are entitled to the least 
restrictive alternative with respect to psychiatric 
confinement and the least intrusive alternative 
with respect to forced medication. By not chal-
lenging the proposed involuntary commitments 
and forced medication, people are not being 
allowed more humane alternatives. If peo-
ple’s rights were being honored, more of these 
humane alternatives would have to be provided.

AFTAB: Decisions to hospitalize when confronted 
with the risk of homelessness, incarceration, 
serious physical neglect, or physical harm to 
self or others are complex, ethical questions. 
I am reminded of something the psychiatrist 
Paul Gosney, MD, said in a debate in the British 
Journal of Psychiatry: “Much of modern psy-
chiatric practice feels like we are trying to rescue 
people from damaged lives. If one of our tools 
is going to be taken away, then there needs to 
be a corresponding commitment from society 
to do better by all its members.”5 Honestly, I am 
highly sympathetic to efforts to reduce involun-
tary hospitalization and for there to be robust 
legal safeguards, as you advocate, but I am 
skeptical that this on its own will result in good 
outcomes unless there is a corresponding com-
mitment from society to do better by individuals 
with psychiatric disabilities. 

GOTTSTEIN: I certainly agree on the need for 
commitment to noncoercive, nonharmful 
approaches. If the system was not allowed to 
confine people who do not meet commitment 
criteria and force drugs into people against their 
will, society would have to find other ways to 
deal with people who are disturbing and thought 
to be mentally ill. I think of involuntary commit-
ment and involuntary medication as the path of 
least resistance for the hospital, and it should be 
far more difficult.

For example, in the Myers case, Loren 
Mosher, MD, the former chief of schizophrenia 
research at the National Institute of Mental 
Health and the principal investigator in the 
Soteria House study, testified under oath that 
involuntary treatment should be “difficult to 
implement and used only in the direst of cir-
cumstances,” and stated6: 

“[I]n the field of psychiatry, it is the therapeu-
tic relationship which is the single most import-
ant thing…. Now, if because of some altered 
state of consciousness, somebody is about to 
do themselves grievous harm or someone else 
grievous harm, well then, I would stop them 
in whatever way I needed to…. In my career, 
I have never committed anyone…. I make it 
my business to form the kind of relationship 
[through which the mentally ill person and I] 
can establish an ongoing treatment plan that is 
acceptable to both of us.”

This is the needed approach, and patients are 
entitled to it.

AFTAB: You say that the use of “nonemergency 
involuntary medication can never meet the legal 
standard of being proven by clear and convinc-
ing evidence that it is in the person’s best inter-
est and there are no less intrusive alternatives.” 
That is a pretty strong claim. 

GOTTSTEIN: First, it is important to distinguish 
the “police power” justification for forced 
medication versus the parens patriae justifi-
cation. The police power justification is to stop 
an immediate threat of great harm. In Alaska, 
it is called an emergency and has very strict 
requirements. It is for situations like when the 
tiger attacking Roy was put down with a shot of 
Haldol. In contrast, the parens patriae justifica-
tion is based on a judicial determination that the 
person is incompetent to make a decision about 
the medication, and therefore, that the govern-
ment must step in as a parent and make the 
decision for the person in their best interest.

The legal standard for that is to prove by clear 
and convincing evidence it is in the person’s best 
interest and there are no less intrusive alter-
natives. I do not believe either can be proven 
by the clear and convincing standard that has 
various definitions depending on the state, but 
basically means “highly probable.” 

As an aside, in the US Supreme Court case 
of Addington v Texas, the patient argued that 
since the state was seeking to lock him up like a 
criminal, they should have to prove the right to 
do so beyond a reasonable doubt. The Supreme 
Court held that psychiatrists could never prove 
their case beyond a reasonable doubt and, since 
the confinement was not for a punitive purpose, 
they had to prove it by clear and convincing 
evidence instead, which is a higher bar than 

the more-likely-than-not standard in other 
types of civil cases. This was for involuntary 
commitment, but it has been held that the same 
standard applies to involuntary medication. It 
does vary by state, but I think it is the correct 
constitutional standard.

In my view, based on the evidence, the state 
can never prove it is highly probable that forcing 
psychiatric drugs into an unwilling patient 
is in their best interest in light of the abys-
mal outcomes and physical harm they cause, 
including early death. I also do not think it can 
legitimately be proven by clear and convincing 
evidence there is no less intrusive alternative 
that could be provided. 

I know people may disagree with me and, in 
fact, I tended to lose at the trial court level. I 
think that was because of the practical problem 
that there was no actual less intrusive alterna-
tive to which my client could be sent. It is my 
view no legitimate determination can be made 
that it is highly probable forcing psychotropic 
medication into someone is in their best interest 
and there is no less intrusive alternative.  

AFTAB: For the record, as a clinician, I am not 
persuaded by your stance on the involuntary use 
of medications, and based on my experience of 
working with the courts, neither are they. But I 
appreciate your engagement, and I am sure your 
arguments will give many readers much to think 
about. Thank you.

Dr Aftab is a psychiatrist in Cleveland, Ohio, and clinical 
assistant professor of psychiatry at Case Western 
Reserve University. He has been actively involved in 
initiatives to educate psychiatrists and trainees on the 
intersection of philosophy and psychiatry. He is also a 
member of the Psychiatric TimesTM Editorial Board. 

The opinions expressed in the interviews are those 
of the participants and do not necessarily reflect the 
opinions of Psychiatric TimesTM.
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Heidi Anne Duerr, MPH

During a recent PsychView custom video, moderator Gus Alva, MD, and colleagues 

Charles Brendan Montano, MD, and Carmen Kosicek, MSN, PMHNP-BC,  discussed 

the practical considerations and clinical management of major depressive disorder 

(MDD), highlighting the need for more efficacious treatments to fulfill current unmet 

needs in the management of MDD. What follows are 9 takeaways from the discussion.

1 Understand the real goal—treat 
to remission.

Although seeing symptom and quality of life 

improvement is good, the expert panel agreed 

that achieving remission should always be the 

goal in MDD treatment.

“We need to put the fire out, and we’re not put-

ting it out,” Montano explained. “We’re not looking 

for response. We’re really looking for total remis-

sion. That’s the goal. Until we have that, we still 

have fire burning in the central nervous system. 

There’s still this need to put out the embers.”

2 Get it right the first time.
Research and experience consistently 

show diminishing returns for patients with each 

new antidepressant trial and each new course of 

depression, the experts said. 

 “Really, the goal is to put the fire out,” Montano 

reiterated. “And without getting there the first 

time, things are worse for the patient. They are 

not recovering, and they are more likely to have 

recurrences and worsening of depression over 

time....We need to try to get it right the first time.”

CASE EXAMPLE
Montano shared an example of a patient he treated 

with a selective serotonin reuptake inhibitor (SSRI) 

and an augmentation agent for year after the 

patient’s first serious episode of depression. “He got 

better, but then his wife got severely depressed. And 

then there was more family stress, and his daugh-

ter got depressed. He went into another severe 

depression that wouldn’t respond to an SSRI drug,” 

Montano said. “I ended up having to augment again. 

I told him, ‘Look, first time it was a 50/50 chance [of 

a chronic recurrent episodic problem]. This time, I 

think you’re on it probably for the rest of your life. But 

we’ve got to monitor  side  effects and make sure 

that it’s the right drug for you.’”

3 Recognize and prevent 
relapse and all negative 

consequences of incomplete 
recovery.
“Think about adverse childhood experiences,” 

Montano noted. “What we’re doing is we’ve got an 

incubator for worsening mental health over time 

if we don’t get aggressive at treating MDD and 

reaching out and treating people who need it.”

4 Consider all 
treatment options—

psychopharmacology and 
otherwise—to help achieve the 
best response.
“We have over 35—I think we have 37—antide-

pressants last I counted in the United States,” 

Montano said. “Most primary care docs know how 

to prescribe 1, 2, or 3 at the most. And that’s only 

one little way of approaching depression. Although 

it has impact, it doesn’t have enough. We are not 

engaging and using all the resources. And that’s 

not just antidepressants. It goes beyond that. It 

goes to transcranial magnetic stimulation, electro-

shock therapy, deep brain stimulation, all kinds of 

other modalities that are still available.”

5 Ask about comorbidities and 
functioning.

“Everyone has a different picture of what depres-

sion looks like,” Kosicek shared with her col-

leagues. “Some people can barely function, and 

some can go to work and then come home and 

cannot get anything done whatsoever. Where 

others can’t even get out of bed.”

She suggested asking oneself, “What else is 

going on? What else is happening in the blood 

work? Is there something metabolic going on? 

What could it be? It just [runs] the gamut from 

diabetes to is there high or low white blood cell 

counts? What’s going on with thyroid? All of these 

questions truly come into play because if the 

patients are not presenting and knowing how to 

tick those DSM metrics, sometimes we miss it.”

Addressing Unmet 
Needs and Clinical 
Challenges in MDD

FIGURE. Percent of the Population With a Major Depressive Episode in the Past 
Year by Agea

aSubstance Abuse and Mental Health Services Administration.
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6 Make screening—and 
rescreening—a priority. 

 “We can’t just treat and forget. I have to remind 

my staff every day  if I haven’t seen that patient in 

3 months, make sure they get a PHQ-9,” Montano 

said. “Doing repetitive screening with a PHQ-9 is 

going to bring that symptomatology out. Do they 

have a primary sleep disorder that will show up? 

Do they have ADHD? Believe it or not, 2 of those 

questions will often show up when you’re doing 

a PHQ-9. So not forgetting that this disease is 

chronic, recurrent—that’s how I think of it—and 

that you need to keep screening.”

Kosicek agreed and said these screens help 

clinicians “know what kind of depression we’re 

dealing with.” 

 “A lot of times screens aren’t used because 

our EHR  systems do not have all of those scales. 

GAD-7  and PHQ-9 are pretty common, but it’s 

really important for providers to push for the 

implementation of either the MDQ  or the RMS. I 

like the RMS because it’s quicker,” Kosicek said. 

“That absolutely is something that can be added 

to the template.”

 Montano also checks in frequently with 

patients using a simple scale to further guide 

treatment decisions. He asks patients, “If 10 out of 

10 is the best you’ve ever felt and 0 is lower than 

whale manure, where are you with your depres-

sion right now?” As time progresses, he asks 

again, “Where are you on that scale?” Even if it 

improved from a 3 to a 6, he asks, “What’s missing 

for you to be a 10?” That answer, he explained, is 

where the chronic intermittent recurrent phase is 

always hiding.

Kosicek uses that same approach to help 

patients consider a different medication, even 

when they are weary of switching. She tells 

patients, “I’m glad you’re at a 6. If you ever feel 

that you want to be at an 8 or a 10, let me tell you 

what’s out there.” Then she shares medication 

options and why she thinks one may be better 

than another. 

“I showcase hope. I encourage patients to go to 

the websites and look it up themselves.—To look 

at the data [from] hundreds of other people just 

like them and how they are [better] now.” 

7 Time is important. Be quick to 
act and react. 

Reaching patients who really need treatment 

and initiating treatment quickly are essential to 

positive outcomes, according to the experts.

 “Don’t wait a month after giving an antidepres-

sant to follow-up,” Montano suggested. “The only 

reason these folks are taking their medication is 

because they have faith in you and in the system. 

Having a phone call at 1 week and having them 

back in 2 weeks at the most would be the thing 

to do. We know data [show] that they’re going to 

have some improvement if they’re going to do 

well long term on the initial antidepressant.”

The importance of timing and being quick to 

respond is one of the reasons Montano is excited 

about the newer rapid-acting antidepressants. 

“When patients get the very quick resolution 

of those symptoms, they can take a breath of 

fresh air and say, ‘There’s hope—there’s hope 

for me that I will get out from under this blanket of 

depression,’” he shared. 

8 Challenge outdated 
formularies and advocate for 

your patients and the field. 
“I just cannot imagine in oncology prescrib-

ing medications from 30 or 40 years ago just 

because that’s on the formulary,” Kosicek told 

her colleagues. “I just cannot imagine in a medical 

device setting saying, ‘Well, I’ll take that old knee 

replacement [even though] I can’t bend it all the 

way.’ But that’s what we do here….It is time for us 

in psychiatry to stand up and stand strong that 

the evidence is there—and it’s overwhelmingly 

there—and our patients deserve it.”

Kosicek routinely sends emails to utilization 

review explaining the need for certain medica-

tions. “It’s not a dissertation. It doesn’t even have 

to be sourced and referenced, just 3 or 4 sen-

tences. But it’s imperative that we all engage 

at this level so that we truly have access to 

medications to prescribe for our patients that 

are so needed.” 

9 Get excited about future 
treatments.

 “We went from the tricyclics to the SSRIs 

because of the lethality,” Montano explained. 

“They were good drugs, but they also hit so many 

targets that weren’t the right targets. Now we’re 

trying to refine and look at the targets, and we’re 

looking at glutamate and GABA  and multiple 

other targets as well. 

“I do think that when we look back maybe 20 

years, 15 years from now, when these drugs have 

past clinical trial and are in play, they’re going to 

be cleaner, they’re going to have less adverse 

events associated with them,” he added. ”They’re 

going to be very effective—and hopefully will be 

the answer for the future.” 

Scan to watch this 
Around the Practice 
custom program

Common Screening Tools
BDI Beck Depression Inventory

CES-D Center for Epidemiologic Studies 
Depression Scale 

EQ-5D EuroQol 5-Dimension 

HAM-D  Hamilton Depression Rating Scale

GAD-7 Generalized Anxiety Disorder 
7-Item

MADRS Montgomery-Åsberg Depression 
Rating Scale

MDQ Mood Disorder Questionnaire

PHQ-9 Patient Health Questionnaire-9

RMS Rapid Mood Screener

“It is time for us in psychiatry to stand up and stand strong that the evidence is there—
and it’s overwhelmingly there—and our patients deserve it.”—Carmen Kosicek, MSN, PMHNP-BC
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Gary S. Seale, PhD, LPA, LCDC, CBIS-T

An acquired brain injury (ABI), as 
defined by the Brain Injury Associ-
ation of America, is an injury to the 
brain that is not congenital, hered-

itary, degenerative, or caused by birth trauma.1 
Nontraumatic brain injury, alternatively, is 
caused by an illness or disease that affects the 
brain and brain function.2 National surveillance 
data indicate there are approximately 3 million 
new cases of ABI each year in the United States, 
most from traumatic brain injuries and stroke.3,4   

ABI can result in multiple and complex changes 
in several domains (Table).5 ABI can also 
increase the risk for development of debilitating 
comorbidities and long-term disease burden.6  

A substantial number of individuals with 
ABI require intensive rehabilitation to recover. 
Neurorehabilitation programs affect change in 
function by promoting plasticity through activi-
ty-based neurostimulation.7 Neuronal circuits are 
modified by experience and learning. Research 
has shown that experience-dependent learning 
can change neural circuity at multiple levels of 
the central nervous system, including synapses, 
cortical maps, and larger neural networks.8,9 
While the effectiveness of neurorehabilitation is 

well documented, there is wide variability of 
therapeutic interventions, inconsistencies 

in frequency and duration of treatment, 
and poor adherence to published 

guidelines and best practice recom-
mendations.10 Neuronal modu-
lation and activity is therefore 
difficult to control and neuronal 
repair is difficult to measure 
in individuals receiving activi-
ty-based neurorehabilitation.7  

Additionally, some treat-
ments for the consequences of 

ABI—particularly pharmacological 
treatment for mood disorders, 
cognitive dysfunction, and 
motor/movement disorders—
can cause adverse effects.11 

Noninvasive brain stimulation 
has been shown to be a safe, 
effective treatment following 
ABI, allowing for greater 
control of neuromodulation 

with minimal adverse 
effects. Two methods of 

noninvasive brain stimula-
tion, transcranial direct cur-

rent stimulation (tDCS) and 
repetitive transcranial magnetic 

stimulation (rTMS), have been used to treat mood 
disorders, cognitive deficits, and motor disorders 
following TBI and stroke.12,13  

rTMS
rTMS is a neuromodulator tool used to regu-
late neural activity through the use of rapidly 
alternating magnetic fields. A magnetic pulse 
passes through the skull and induces activity in 
a targeted (ie, focal) cortical region. Pulses can 
be delivered repetitively to produce long-term 
changes in neural activity. Cortical excitability 
can be upregulated through the application of 
high-frequency stimulation (> 5 Hz), or downreg-
ulated with low-frequency stimulation (~ 1 Hz).14  

Hummel and colleagues noted that an inter-
hemispheric imbalance in patients with brain 
injury and noninvasive brain stimulation can 
reduce the imbalance.15 High-frequency stimula-
tion of an affected hemisphere increases cortical 
excitability, whereas low-frequency stimulation 
of an unaffected hemisphere decreases cortical 
excitability. rTMS has been shown to be safe and 
risks of adverse effects are low when established 
guidelines are followed. Common adverse effects 
of rTMS include headache and minor scalp irrita-
tion following therapy, but these tend to be tran-
sient. Though rarely reported in the literature, 
there is an increased risk for seizure activity in 
individuals with brain injury, requiring additional 
monitoring or management via strict criteria for 
inclusion in treatment.16

tDCS
tDCS is another noninvasive neuromodulator tool 
that uses low-amplitude direct current, usually 1 
to 2 milliamps, to alter cortical excitability. tDCS 
regulates cortical excitability by altering neuronal 
resting membrane potentials, increasing the like-
lihood of depolarization (increasing cortical excit-

Treating Acquired Brain Injury With 
Noninvasive Brain Stimulation

TABLE. Changes in Several Domains Following ABI5 

 Physical/somatic headache, balance disturbance, motor/movement disorders, fatigue, and sensory 
changes

 Cognitive decreased attention/concentration, poor memory, executive dysfunction, and 
subtle language difficulties (such as naming and word-finding problems)

 Emotional/behavioral anxiety, depression, irritability, agitation, and sometimes aggression
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ability) or hyperpolarization (decreasing cortical 
excitability). An anode and cathode electrodes 
are placed over the head. Anodal tDCS increases 
underlying cortical excitability, while cathodal 
tDCS decreases underlying cortical excitability.17

As with rTMS, the administration of tDCS is safe 
and eff ective. Adverse eff ects, such as moderate 
fatigue, mild headache, nausea, and itching at the 
area of stimulation, are infrequent and transient. 
According to Nitsche and colleagues, the risk for 
seizures is essentially absent for individuals with-
out a history of epilepsy.18

Rehabilitation 
Neuromodular techniques such as rTMS and 
tDCS can be administered as monotherapy, but 
may produce better clinical outcomes when com-
bined with other therapeutic interventions, such 
as cognitive rehabilitation, physical therapy, and 
psychotherapy.19  

Zaninotto and colleagues reviewed the liter-
ature on the eff ects of tDCS on recovery follow-
ing TBI. While results were mixed, the authors 
reported that in most studies, tDCS improved 
responsiveness in patients with disorders of 
consciousness; improved cognitive function, 
particularly when tDCS was paired with cognitive 
rehabilitation; and improved motor recovery 
when paired with physical therapy. Anodal stim-
ulation and electrode placement were consistent 
in all studies (ie, left dorsolateral prefrontal 
cortex). However, large variability was noted 
in stimulation parameters, the number of tDCS 
sessions, and pairing with additional therapies.  
These methodological diff erences may account 
for mixed results.  

Lee and Kim investigated the use of low-fre-
quency rTMS to treat depression and cognitive 
defi cits in patients with TBI using a randomized, 
controlled design.13 Participants were randomly 
assigned to an experimental or control group. 
Measurements of depressive symptoms and 
cognitive function were administered before 
any rTMS interventions and again following the 
10 sessions of rTMS. All participants received 
neurodevelopmental therapy (NDT) for muscle 
strengthening and movement reeducation. Fol-
lowing NDT sessions, participants in the experi-
mental group received low-frequency stimulation 

applied to the right dorsolateral prefrontal cortex 
once per day, 5 times per week for 2 weeks, week-
ends excluded. Participants in the control group 
received “sham” rTMS; participants were placed 
in the stimulator chair and the coil was placed 
over the right dorsolateral prefrontal cortex, but 
no magnetic pulse was delivered. Compared with 
controls, participants in the experimental group 
showed improvement in depressive symptoms 
(Montgomery-Asberg Depression Rating Scale), 
and cognitive performance (Trail Making Test 
and Stroop Color and Word Test).

rTMS has also been used to treat language 
defi cits (improvements noted in naming accuracy, 
word repetition), visuospatial neglect (improve-
ments noted in line bisection and clock drawing 
task), and executive functioning in individuals 
with TBI or stroke.20-22

Concluding Thoughts
Noninvasive brain stimulation techniques such as 
rTMS and tDCS have been shown to be safe and 
eff ective in treating the cognitive, physical, and 
emotional consequences following acquired brain 
injury. rTMS and tDCS allow for controlled and 
targeted neuromodulation, and when combined 
with other therapeutic approaches—such as phys-
ical therapy, occupational therapy, speech/lan-
guage therapy, and psychotherapy—may produce 
superior outcomes. Noninvasive brain stimula-
tion techniques may be a suitable alternative to 
treatments that can cause deleterious adverse 
eff ects following ABI.

Dr Seale is the regional director of clinical services at the 
Centre for Neuro Skills, which operates postacute brain 
injury rehabilitation programs in California and Texas. He 
is licensed in Texas as a chemical dependency counselor 
and psychological associate with independent practice. 
He also holds a clinical appointment at The University of 
Texas Medical Branch in Galveston in the Department of 
Rehabilitation Sciences.
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The DSM-5 describes eating 
disorders (EDs) as conditions 
that are characterized by a per-
sistent disturbance of eating or 
eating-related behaviors.1 These 
disorders result in an altered 
consumption or absorption of 
food that causes a signifi cant 
impairment in physical health 
or psychosocial functioning. The 
DSM-5 identifi es 8 diff erent types 
of EDs: pica, rumination disor-
der, avoidant/restrictive food 
intake disorder, anorexia nervosa 
(AN), bulimia nervosa (BN), 
binge-eating disorder (BED), 
other specifi ed feeding or eating 
disorder, and unspecifi ed feeding 
or eating disorder. 

The diagnostic criteria for these 
8 disorders result in a classifi -
cation scheme that identifi es 
mutually exclusive disorders.1 As 
a result, an individual can only 
be assigned 1 of these diagnoses 
during a single episode. According 
to the DSM-5, the classifi cation 
is necessary because these are 
heterogenous disorders that have 
considerably diff erent clinical 
courses, outcomes, and treatment 
needs. An exception to this rule is 
the diagnosis of pica, which may 
be assigned with any of the other 
eating disorders. The DSM-5 does 
not consider obesity to be an ED.

Epidemiology
A recent systematic review and 
meta-analysis by Qian et al found 

the pooled lifetime and 12-month 
prevalences of EDs to be 0.91% 
and 0.43%, respectively.2 The 
lifetime prevalences of AN, BN, 
and BED were 0.16%, 0.63%, and 
1.53%, respectively. The investi-
gators also found that the lifetime 
prevalence of EDs in Western 
countries was 1.89% in men 
and 2.58% in women. An earlier 
systematic review had found that 
the point prevalence was 5.7% for 
women and 2.2% for men; the 
12-month prevalence was 2.2% for 
women and 0.7% for men; and the 
lifetime prevalence was 8.4% for 
women and 2.2% for men.3 The 
authors also noted that the point 
prevalence of EDs in North Amer-
ica was 4.6%, compared with 2.2% 
in Europe and 3.5% in Asia. 

Although the exact prevalence 
of EDs among older adults is 
unclear, a survey conducted 
by Mangweth-Matzek et al of 
community-dwelling women 
aged 60 to 70 years found that 
3.8% of the participants met the 
criteria for an ED.4 In another 
study that included a nationally 
representative sample of women 
50 years and older, Gadalla 
found that approximately 2.6% 
of women aged 50 to 64 years 
and 1.8% of women 65 years and 
older reported disordered eating 
symptomatology.5

Similarly, Mangweth-Matzek 
et al found that among Canadian 
women aged 40 to 60 years, 

4.6% of individuals met the 
full DSM-IV criteria for an ED, 
whereas an additional 4.8% met 
the subthreshold criteria for an 
ED.6 In this study, BED (33%) 
and BN (30%) were the most 
common ED diagnoses. 

A literature review by Lapid et 
al found a total of 48 published 
cases of EDs among individu-
als 50 years and older.7 In this 
review, 88% of the cases involved 
women; 40% of the cases were 
among individuals aged 50 to 
64 years and 60% of the cases 
involved individuals 65 years and 
older. In addition, the authors 
noted that AN (81%) and BN 
(10%) were the most common 
ED diagnoses. AN (83%) was the 
most common ED diagnosis in 
women followed by BN (10%). 
Among men, AN (67%) was the 
most common ED, followed by 
BN (17%). In this study, 69% of 
the individuals had a late-on-
set ED, with 58% having onset 
between age 45 to 62 years and 
33% of individuals having the 
onset of an ED after age 65 years.

In a systematic review of liter-
ature of 39 cases of EDs among 
individuals 65 years and older, 
the majority of individuals were 
women (84.6%) and AN (84.6%) 
was the most common diagno-
sis.8 BN was seen in only 7.7% 
of the cases. Among women, AN 
(87.9%) was the most common 
ED, followed by BN (6.1%). 
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Among the men, AN (66.7%) was the most com-
mon diagnosis, followed by BN (16.7%). In this 
review, the investigators found that 56.4% of all 
cases had late-onset EDs (after age 40 years). 

Lapid et al found that 69% of individuals had a 
late-onset ED in their sample, but they have been 
challenged by other authors who opine that most 
cases of EDs are carried over into older age from 
an onset in younger age.9 Aziz et al opined that 
older adults with EDs belong to 1 of 3 categories: 
(1) individuals who develop an ED in early adult-
hood and have a chronic condition that continues 
into older age; (2) individuals who develop an 
ED in young adulthood, are treated, but have a 
recurrence of symptoms in older age; and (3) older 
adults who develop an ED for the first time later 
in life.10 The third category of individuals with EDs 
is the rarest. However, there may be a fourth cate-
gory composed of individuals who have had symp-
toms of disordered eating for many years that have 
never met the criteria for any formal ED diagnosis 
(subclinical ED), but during periods of high stress 
and life changes, the symptoms of ED worsen and 
they now meet the formal diagnostic criteria for 
an ED at an older age. Some of the individuals 
who develop EDs for the first time at an older age 
likely include individuals from the fourth category. 
Common stressors that result in the onset or recur-
rence of EDs in older individuals include the losses 
of friends and family, traumatic illness, divorce/
remarriage, and empty nest syndrome.11 It is pos-
sible that approximately one-third of all ED cases 
have their onset at an older age, versus two-thirds 
at a younger age.12

Based on the available evidence, it can be 
inferred that EDs appear less prevalent among 
older adults than younger adults.4-11 However, 
these data may be influenced by significant 
underreporting of cases of EDs among older 
adults. Additionally, the symptoms of EDs among 
older adults may often be misattributed to or 
masked by other medical or psychiatric disorders. 
Among the EDs seen in older adults, AN appears 
to be the most common, followed by BN. EDs also 
appear more common among older women than 
older men.

Differences in Onset
Compared with individuals with typical-onset 
EDs, older individuals with EDs have more 

marital conflicts, separation, or divorce; however, 
they are less likely to have a family history of 
major psychiatric disorders and an occurrence of 
comorbidities (with the exception of anxiety and 
depression).13 Older individuals with EDs also 
present with a more frequent history of past or 
current obesity compared with younger individ-
uals with EDs. These individuals also present 
with fewer vomiting episodes and self-harming 
behaviors, but they have greater rates of purging 
episodes using laxatives.14 

Older individuals also appear to have a greater 
prevalence of comorbid depression and anxiety 
compared with younger individuals with EDs.13 
Prevalence of substance use disorders and obses-
sive-compulsive personality disorders are the 
same among older adults and younger patients. 
Despite the risk of medical complications being 
similar between the 2 groups, the risk of morbid-
ity and mortality due to gastric, bone, metabolic, 
and cardiovascular disorders is higher among 
older adults with EDs.

Examining Comorbidities
A secondary data analysis of the Canadian Com-
munity Health Survey evaluated the risk of mood 
disorders, anxiety disorders, and alcohol depen-
dence among individuals with ED symptomatol-
ogy as compared with individuals without ED 
symptomatology in community-dwelling women 
aged 50 years and older.5 The investigators found 
increased risk of mood disorders in women 
with ED symptomology. Compared with women 
without ED symptomatology, the odds of having 
a mood disorder were 6.9 times higher for women 

aged 50 to 64 years (P < .0005) and 3.2 higher for 
women 65 years and older (P < .05) for those with 
symptomology. Additionally, the odds of having 
anxiety disorders in women with ED symptom-
atology were 2.6 times higher for women aged 
50 to 64 years (P < .005) and 5.6 times higher for 
women 65 years and older (P < .0005), compared 
with women who had no ED symptomatology. 
Furthermore, the odds of alcohol dependency 
for women aged 50 to 64 years with ED symp-
tomatology was 6.0 times higher compared with 
women who had no ED symptomatology (P 
< .05). This survey did not identify alcohol depen-
dence among any woman 65 years or older.

In their review, Lapid et al found comorbid 
psychiatric disorders or a previous history of psy-
chiatric disorders in 60% of the individuals with 
EDs.7 The most common psychiatric disorder was 
major depression (69%). Similarly, Mulchandani 
et al found that 54% of individuals with EDs had a 
comorbid psychiatric diagnosis; 31% had comor-
bid depression. Anxiety, schizophrenia/schizoaf-
fective disorder, and dementia were also common 
comorbidities, with each represented in 5% of 
the individuals.8

Etiologies
Medical disorders, psychiatric disorders, and 
social factors can precipitate or worsen EDs 
among older adults.10,15 Medical causes include a 
loss of taste or smell, dry mouth, poor oral and 
dental hygiene, problems with dentures, pain, 
gastroesophageal reflux disease, diabetes, and 
polypharmacy. Depression and dementia are 
among the psychiatric causes of disordered eat-

FIGURE. Assessment of Older Adults With Eating Disorders1,7,10

Comprehensive history

Appropriate 
laboratory work-up

Thorough mental status 
examination including 
cognitive assessment

Completion of the Sick, 
Control, One, Fat, Food 
(SCOFF) questionnaire

Focused 
physical examination

Confirm ED diagnosis 
with the DSM-5 criteria

88%  
of the 
cases 
involved  
women

40% of the cases were among 
individuals aged 50 to 64 years

60% of the cases involved 
individuals 65 years or older

Anorexia nervosa and bulimia nervosa 
were the most common ED diagnoses.

IN WOMEN, anorexia nervosa (83%) 
was the most common ED diagnosis 
followed by bulimia nervosa (10%)

AMONG MEN, anorexia nervosa (67%) was the most 
common ED, followed by bulimia nervosa (17%)

69%  
of the individuals had a 

late-onset ED

Key Stats from the Review 81%
10%

58% having onset 
when aged between 
age 45 and 62 years

33% having 
onset after 
age 65 years
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ing. Eating difficulties in patients with dementia 
often tend to occur during the moderate-to-severe 
stages of the disease. Isolation, financial difficul-
ties, inability to obtain or cook food due to physi-
cal or cognitive limitations, lack of caregivers, and 
elder abuse are some of the social factors that can 
precipitate EDs in this patient population. 

Concerns with an aging physical appearance 
are also related to the development of EDs, with 
a direct correlation between concerns about an 
aging appearance and the drive for thinness 
and excessive dieting.16 One study of communi-
ty-dwelling women aged 40 to 60 years found 
that perimenopausal women had significantly 
greater prevalence of EDs and body image pathol-
ogy compared with premenopausal women.17 
This study also found that women with surgi-
cally induced menopause showed an elevated 
prevalence of eating and body image pathology. 
The investigators opined that just like puberty, 
menopause represents a window of vulnerability 
for developing EDs due to changes in hormonal 
functions, body composition, and concepts of 
womanhood. 

A need for control or attention may also be a 
psychological factor. For instance, an individual’s 
disordered eating may come from an attempt to 
gain control in their life or to get the attention of 
loved ones during stressful times or periods of 
personal uncertainty.11 A study of middle-aged 
women found that risk factors for lifetime EDs 
include childhood sexual abuse, unhappiness, 
and low parental care.18 The authors also postu-
lated that high interpersonal sensitivity, which 
is described as the sensitivity to others’ feedback 
and the fear of social rejection, might also con-
tribute to the onset and maintenance of EDs. 

Emerging evidence primarily indicates that EDs 
among older individuals are likely to be biologi-
cally based illnesses with psychological and social 
factors acting as predisposing, precipitating, 
and perpetuating factors.10-18 As among younger 
adults, many older individuals “diet” or intention-
ally limit intake, but only a very small percentage 
of these individuals develop actual EDs.

Outcomes
Although not specific to older patients, available 
evidence indicates that individuals with EDs have 
greater rates of morbidity and mortality than 
age-matched controls and the general popula-
tion. A meta-analysis by Arcelus et al found that 
the weighted mortality rates (deaths per 1000 
person-years) were 5.1 for AN, 1.7 for BN, and 3.3 
for other EDs.19 This study also found that 1 in 5 
individuals with AN had suicided. 

Similarly, in an electronic health records study, 
individuals with EDs had greater rates of other 
mental disorders (odds ratio [OR], 4.32) as well 
as external causes of morbidity and mortality 
(OR, 2.92), compared with age-matched con-
trols.20 In addition, individuals with EDs also had 
greater prescription of central nervous system 

drugs (OR, 3.15), gastrointestinal drugs (OR, 
2.61), and dietetic drugs (OR, 2.42) prior to the 
diagnosis. 

Specifically, mortality rates were high among 
individuals with AN, with 6% deceased within 15 
years of the diagnosis. Individuals with AN were 
more likely to die than controls (hazard ratio 
[HR], 2.33); this was especially true for women 
with AN (HR, 2.53). Mortality was also slightly 
higher for individuals with BN (HR, 1.41) and 
other EDs (HR, 1.82) compared with controls. 
The most common reasons for death among indi-
viduals with ED were respiratory disorders (17.9% 
of deaths); followed by injury, poisoning, and cer-
tain other consequences of external causes (13.3% 
of death); and diseases of the digestive system 
(11.4% of deaths). Evidence indicates that the 
mortality risk for individuals with AN who have 
received inpatient treatment is more than 5 times 
greater than for those who have not received this 
treatment, probably indicating that this group 
includes individuals with more severe illness.

 Morbidity is also an issue, as studies indicate 
patients have a reduced quality of life and 48% 
greater annual health care costs compared with 
the general population.21 For example, in the 
Lapid et al review, although 42% of the individ-
uals saw an improvement in symptoms and/
or gained weight, 20% of the individuals died 
as a result of their EDs or their complications.7 
Similarly, Mulchandani et al found that 67% of 
the individuals with AN had an improvement 
in symptoms, but nearly a quarter (24.2%) had 
either relapsed or died. Interestingly, all of the 
individuals with BN saw an improvement in 
symptoms and were still alive.8 

The morbidity and mortality associated with 
EDs impact patients and the community. Table 1 
highlights the social and economic costs of EDs in 
the United States.22 

Assessment
Diagnosing EDs in older adults can often be 
difficult, as aging in itself can result in changes in 
appetite and weight.10 Many of these individuals 
also have underlying medical and/or psychiatric 

disorders that can alter their appetite and cause 
changes in weight. Because EDs, especially AN, 
have a high mortality rate among older adults, a 
prompt and detailed assessment should occur once 
an ED diagnosis is suspected.7 A comprehensive 
history, a thorough mental status examination 
including cognitive assessment, focused physical 
examination, and appropriate laboratory workup 
will assist with identifying confounding medical 
and psychiatric disorders that are associated with 
changes in appetite, eating habits, and weight.7 

Getting information from collateral sources 
(eg, family members) is important to establish a 
timeline for the development of the disorder. A 
history of EDs should also be assessed, as many 
older adults have a history of EDs starting in their 
late teens or early adulthood. Although there are 
no specific screening tools for EDs among older 
adults, the Sick, Control, One, Fat, Food (SCOFF) 
questionnaire can be used.7 Among adults, the 
SCOFF has a sensitivity of 0.86 and specificity of 
0.83.23 

Common medical and psychiatric disorders 
that can present with symptoms of EDs among 
older adults include hypothyroidism, depression, 
psychosis, and dementias.10 On physical examina-
tion, being underweight as well as having anemia, 
low temperature, bradycardia, hypotension, and 
hair loss may indicate a diagnosis of AN, whereas 
dental erosion, edema, salivary gland hypertrophy, 
and lesions of dorsum of hands (Russell’s sign) 
may indicate BN.7 The Figure describes the evi-
dence-based assessment of older adults with EDs.

Treatments
Available evidence indicates inconsistency in the 
treatment of EDs among older adults, possibly 
due to lack of awareness of these disorders and 
their treatments.8 However, current evidence 
also indicates that treatments for older adults 
are very similar to those for younger individuals.7 
Although limited, available data indicate that 
multimodal treatment approaches, including 
a combination of psychotherapy and pharma-
cotherapy, show the greatest benefit in older 
individuals with EDs.7,8 

Additionally, a dietician can assist with nutri-
tional rehabilitation, in which the goal is for the 
individual to gain weight.7 It is also prudent to 
involve close family members in treatment plan-
ning and to encourage them to take an active role 
in helping the patient first gain and then maintain 
weight. Given the significant potential negative 
outcomes, older patients should have close fol-
low-up to ensure adherence to treatment and to 
intervene quickly in cases where their health and 
well-being are compromised. Cognitive behav-
ioral therapy (CBT), interpersonal therapy (IPT), 
and psychodynamic and family therapy have all 
shown benefit in the treatment of older adults 
with ED.7 Limited data exist for the use of psy-
chotropic medications among older adults with 
EDs, although antidepressants, anxiolytics, and 

TABLE 1. Annual Eating Disorder–Related Social 
and Economic Costs in the United States23

Economic costs $64.7 billion

Additional loss  
of well-being $326.5 billion

Emergency 
department visits

53,918 
$29.3 million

Inpatient 
hospitalizations

23,560 
$209.7 million

Deaths
10,200 

1 every 52 minutes
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antipsychotic medications (especially olanzap-
ine) may show benefit when used in combination 
with psychotherapies.7,8 Fluoxetine has been FDA 
approved for acute treatment and maintenance 
of BN since 1994 and lisdexamfetamine was 
approved by the FDA in 2015 for the maintenance 
treatment of moderate-to-severe BED.24

Although not specific to older adults, a compari-
son of evidence-based clinical international guide-
lines found many consistent recommendations.25 

For the treatment of AN, family-based therapy 
was found to be beneficial for younger individ-
uals. Additionally, benefits were noted for CBT, 
the Maudsley Anorexia Nervosa Treatment for 
Adults, and Specialist Supportive Clinical Man-
agement. There was little agreement among the 
guidelines for IPT and psychodynamic psycho-
therapy as alternative treatments. The careful use 
of antipsychotics was noted to reduce associated 
obsessional thinking among individuals with AN. 
Some guidelines recommended antidepressants 
for the treatment of depressive symptoms, but 
there was no consistent recommendation for any 
specific type of antidepressant. 

For the treatment of BN, CBT was found to 
be beneficial, with IPT as an alternative to CBT. 
Most guidelines also recommended guided CBT 
self-help treatment. Limited evidence was noted 
for nutritional counseling and the combination of 
psychodynamic psychotherapy and CBT. 

Most guidelines recommended the use of anti-
depressants (especially fluoxetine) for the treat-
ment of BN to be used only in combination with 
psychotherapy. 

For the treatment of BED, CBT was found to be 
beneficial. Guided CBT self-help treatment and 
IPT were also found to be beneficial among indi-
viduals with BED. For the pharmacological treat-
ment of BED, the use of selective serotonin 

reuptake inhibitors was found to be beneficial. 
Table 2 describes the evidence-based treat-

ments for EDs among adults; these could also be 
adapted for use among older adults with EDs. 

Concluding Thoughts
EDs are not uncommon among older adults. The 
majority of cases are in individuals who experi-
enced early onset of an ED (ie, when they were 
younger). As a result, there are many commonali-
ties between the courses and treatments of EDs in 
older and younger patients. For instance, medical 
disorders, psychiatric disorders, and social factors 
can precipitate or worsen EDs among older adults. 
Psychiatric comorbidities are also common among 
older adults with EDs. The occurrence of EDs 
among older adults is associated with significant 
rates of morbidity and mortality. Mortality rates 
are significantly higher among older individuals 
with AN compared with other EDs. 

When EDs are suspected among older adults, a 
prompt and thorough evaluation with swift initi-
ation of treatment are crucial steps in minimizing 
the morbidity and mortality that can be associ-
ated with these serious illnesses. Once an ED is 
identified, multimodal treatment approaches that 
include both psychotherapy and pharmacother-
apy have been shown to offer the greatest benefit. 
Future studies should include individuals from 
varied cultural and ethnic backgrounds, along 
with the use of the latest diagnostic criteria to 
correctly identify these disorders. 

Dr Tampi is professor and chairman of the Department 
of Psychiatry at Creighton University School of Medicine 
and Catholic Health Initiatives Health Behavioral Health 
Services in Omaha, NE. He is also an adjunct professor 
of psychiatry at Yale School of Medicine. Ms Tampi is 
cofounder and managing principal of Behavioral Health 
Advisory Group in Princeton, NJ.
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TABLE 2. Evidence-Based Treatments for Eating Disorders25,26 

AN BN BED

• Multimodal treatment approaches + involvement of family members

•  CBT
•  Maudsley Anorexia 

Nervosa Treatment for Adults 
•  Specialist Supportive Clinical 

Management 

•  CBT 
•  IPT 
•  Guided CBT self-help treatment

•  CBT 
•  IPT 
•  Guided CBT self-help treatment

•  Antidepressants for 
the treatment of depressive 
symptoms

•  Antidepressants, especially 
fluoxetine, in combination with 
psychotherapy

•  SSRIs 
•  Lisdexamfetamine

•  Antipsychotics for the treatment 
of associated obsessional thinking
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CASE VIGNETTE “Mrs Brick” is a 56-year-old 
Caucasian female with a history of chronic schizo-
phrenia. She had been stable on a medication 
regimen of risperidone 4 mg at bedtime and citalo-
pram 20 mg in the morning. In the previous 6 months, 
however, she had lost her mother to cardiovascular 
disease and her brother, who died within 2 months 
of a cancer diagnosis. Mrs Brick’s husband took her 
to the emergency department because of deficits 
in self-care. Mrs Brick had not been eating well and 
had lost 15 pounds in 2 months. She had low energy 
and poor concentration. She had been isolating in 
bed most of the time and she required significant 
prompting to attend to personal hygiene. On exam, it 
was discovered that she had profound psychomotor 
retardation, poverty of speech, and increased latency 
of response. She also exhibited some mild posturing.  

Mrs Brick was admitted to the inpatient psychi-
atric unit. Laboratory studies were unremarkable. 
She was started on lorazepam 1 mg 3 times daily for 
catatonia and her risperidone was increased to 6 
mg. After 3 days, her condition remained largely un-
changed. Subsequently, her psychiatrist started her 
on clozapine, which was titrated over the next week 
to a dose of 200 mg at bedtime. This was associated 
with improvement in symptoms of catatonia. Mrs 
Brick was able to articulate feeling depressed about 
her recent losses as well as suspiciousness that 
someone in her neighborhood was plotting to kill her. 
Her mood and paranoia also improved with clozap-
ine. She was discharged home on hospital day 14 in 
the care of her husband.

Catatonia is a group of symptoms character-
ized by abnormalities in movement, speech, and 
behavior. Prevalence is 9% in acute psychiatric 
patient populations.1 Catatonia was classically 
tied to schizophrenia but it is associated with 
other psychiatric and medical disorders. First-
line treatment for catatonia, beyond addressing 
underlying causes and complications, is benzo-
diazepines.2 Electroconvulsive therapy (ECT) 
also plays an important role in the treatment of 
catatonia, particularly if it is resistant to benzodi-
azepines or in emergencies.3 Other medications, 
including atypical antipsychotics, have been used 
off label for treatment-resistant catatonia. 

The atypical antipsychotic clozapine, with its 
unique pharmacologic profile, including rela-

tively weaker dopamine D2 receptor antago-
nism, represents a potential treatment for both 
catatonia and underlying psychosis. There is 
also evidence for catatonia following clozapine 
withdrawal.4 However, evidence for clozapine as 
a potential treatment for catatonia has not been 
systematically reviewed.

The Current Study
Saini and colleagues performed a systematic 
review of clozapine in the treatment of catatonia.5 
The authors used the NICE Healthcare databases 
to search Medline, EMBASE, PubMed, PsycINFO, 
and CINAHL from inception through June 
2021. They included English-language, original, 
full-text studies in peer-reviewed journals;  the 
looked at all study designs with at least 1 patient 
with catatonia treated with clozapine, although 
case reports and case series were grouped sepa-
rately. Studies were excluded if catatonia was not 
identified by a clinician or catatonia occurring in 
the context of neuroleptic malignant syndrome, 
or where maintenance clozapine was used only 
for secondary prophylaxis of catatonia. Data on 
demographic and clinical characteristics were 
collected for each study. Quantitative review 
(ie, meta-analysis) was not possible, as 
most studies were case reports or case series. 
The authors assessed the methodological qual-
ity of the case reports and case series using a 
published tool.6

The authors identified 849 studies from ini-
tial searches, of which 93 were included. This 
consisted of 79 case reports, 8 case series, and 
6 cohort studies. The final sample treated with 
clozapine consisted of 182 patients, including 101 
from case reports or case series and 81 from cohort 
studies. In the cohort studies, the only specified 
diagnosis was schizophrenia, which was present in 
at least 68% of patients. The outcome was reported 
as complete remission in 10%, partial remission in 
74%, and no change in 7%. Reporting of adverse 
effects was limited. Other clinical data were limited 
across the cohort studies.

In the case reports and case series, the mean 
age was 35 years (but the age range was broad), 
65% were male, and 63% had schizophrenia or 
related psychosis. Benzodiazepines, other antipsy-
chotics, and ECT were commonly used. Complete 
remission occurred in 63%, partial remission in 
18%, and no change in 19%, after a mean of 54, 

72, and 41 days between clozapine initiation and 
outcome assessment. A minority of catatonia 
diagnoses (24%) were reported to follow clozapine 
withdrawal. The majority of included studies were 
deemed to be of moderate quality.

 Study Conclusions
Full or partial remission rates were 84% in cohort 
studies and 81% in case reports or case series, with 
treatment over a period of weeks to months. The 
mean peak dose of cloza-pine was 322 mg. A major 
limitation is the absence of any controlled treatment 
trials, which precluded the use of meta-analysis. 
Also, data on blood clozapine levels were not avail-
able for the majority of patients. There may have 
been potential confounding by other psychotropic 
medications. The main study strength is that it is 
the first systematic review of clozapine for the treat-
ment of catatonia.

The Bottom Line
There is very modest evidence that clozapine 
may be associated with improvement of catato-
nia. Clozapine represents a potential second-line 
treatment for catatonia following failure of benzo-
diazepines or ECT or if precipitated by clozapine 
withdrawal. Future research should use large 
health care databases to assess whether clozapine is 
associated with better outcomes in catatonia. Fur-
ther support could justify a clinical trial in this area.

Dr Miller is a professor in the Department of Psychiatry 
and Health Behavior at Augusta University in Augusta, 
Georgia. He is on the editorial board and serves as the 
schizophrenia section chief for Psychiatric TimesTM . 
The author reports that he receives research support 
from Augusta University, the National Institute of Mental 
Health, and the Stanley Medical Research Institute.
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Department of Psychiatry

With the continued growth of our Department of Psychiatry and our New General 
Psychiatry Residency Programs at Ocean Medical Center and Jersey Shore 

University Medical Center our vision for Behavioral Health is Bright.

Hackensack Meridian Health is a 
leading not-for-profit health care 
network in New Jersey offering a 
complete range of medical 
services, innovative research, and 
life-enhancing care aiming to serve 
as a national model for changing 
and simplifying health care delivery 
through partnerships with 
innovative companies and focusing 
on quality and safety. 

Through a partnership between 
Hackensack Meridian Health and 
Seton Hall University, the School of 
Medicine will re-define graduate 
medical education, research, and 
clinical practice; reverse the critical 
physician shortage in both the New 
York/New Jersey metropolitan area 
and the nation; and stimulate 
economic development in northern 
New Jersey.

The School of Medicine will be the 
anchor in the development of a 
comprehensive health sciences 
campus that will also include 
research facilities and biotechnology 
endeavors – all in service of 

educating tomorrow’s doctors, 
discovering novel therapies, and 
facilitating compassionate and 
effective healthcare that will meet 
the ever-changing needs of 
tomorrow’s patients.

The School of Medicine will be the 
cornerstone of a dynamic venue for 
the exchange of ideas, the 
development of healthcare and 
research thought leaders and 
practitioners, and the discovery of 
novel therapies to meet the medical 
challenges of the future.

“Ocean Medical Center’s psychiatry 
program will be a community-based 
program,’’ said Ramon Solhkhah, 
M.D., program director for 
psychiatry as well as founding Chair 
of Psychiatry & Behavioral Health at 
the Hackensack Meridian School of 
Medicine at Seton Hall University. 
“Our new psychiatry residency 
program will improve clinical care 
and ultimately encourage future 
health care leaders to build 
practices in the Jersey Shore area.’’

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

mental health and substance abuse services to the residents of 

Monmouth, Ocean, Middlesex, and Bergen Counties for over forty 

years. Due to continued growth and expansion, we are currently 

accepting applications for Psychiatrists to join our Mental Health and 

Addiction Interdisciplinary Teams in the following positions:

Addiction Medicine: Ocean University Medical Center (Brick, NJ)

Consultation Liaison: Hackensack University Medical Center (Hackensack, NJ

Geriatric Psychiatry: Hackensack University Medical Center (Hackensack, NJ)

Inpatient: Raritan Bay Medical Center (Perth Amboy, NJ)

Medical Director for Adult Inpatient Unit: Riverview Medical Center (Red Bank, NJ)

Outpatient Addiction: Jersey Shore University Medical Center (Neptune, NJ)

Outpatient Child & Adolescent Psychiatrist: Hackensack University Medical Center 

(Hackensack, NJ) and Ocean University Medical Center (Brick, NJ)

Outpatient: Jersey Shore University Medical Center (Neptune,NJ) Ocean University 

Medical Center (Brick, NJ) and Southern Ocean Medical Center - (Manahawkin, NJ)

TelePsychiatry: Fully Remote, full-time opportunities (Work from anywhere!)

allison.vogel@hmhn.org or call: 908-418-8014
www.hackensackmeridianhealth.org

UMass Chan Medical School

UMass Memorial Health Care

UMass Memorial Health and the University of 
Massachusetts Chan Medical School currently have 

openings within the Department of Psychiatry.
The Department of Psychiatry is a na-
tional leader in addiction, biological, child 
and adolescent, and public sector, psychia-
try, neuropsychiatry, psychosocial reha-
bilitation, and women’s mental health. We 
integrate our clinical, research, teaching 
and community partnership activities to 
help individuals and families transform 
their lives through recovery from mental 
illness and addiction. We are the largest 
provider of psychiatric services in central 
Massachusetts, with over 400 faculty mem-
bers and 12 hospitals and community 
mental health centers in varied settings 
across the state.

Our residency program trains 7 residents 
per year, including general psychiatry and 
specialty tracks for combined adult and 
child psychiatry and combined psychiatry 
and neurology. We offer fellowships in 

Addiction, Adult Developmental Disabili-
ties, Child and Adolescent, Forensic Psy-
chiatry, and Neuropsychiatry. 

Diversity, equity, and inclusion are inte-
gral to the commitment of the Department 
and University. Accordingly, the Depart-
ment seeks qualified candidates who can 
contribute to racial equity, diversity and 
inclusion through service, mentorship, 
teaching and scholarship. Candidates from 
historically underrepresented group(s) in 
higher education and medicine are encour-
aged to apply. Candidates who possess 
personal characteristics that might be con-
sidered as diversifying elements among the 
clinical team and the larger psychiatry 
faculty at UMass Chan are invited to iden-
tify themselves during the application 
process.

Area Medical Director: 
DMH Southeast Area

- Support the delivery of 
clinically effective and 
high-quality behavioral 
healthcare to the diverse 
persons served by DMH. 

Facility Medical 
Director (Cape Cod and 
Islands Mental Health 
Center, Pocasset, MA)

- Provides administrative 
and clinical oversight for 
the DMH-operated and 
contracted state hospital 
and community support 
programs. Clinical Care 

in our Partial Hospital 
program.

Full-Time Psychiatrist, 
Worcester Recovery 
Center and Hospital 
(WRCH) - 2 inpatient 

positions.

Director of Therapeutic 
Services, Child and 

Adolescent Psychologist, 
Worcester Recovery 
Center and Hospital 

(WRCH)

Part-Time Researcher, 
Implementation Science 

and Practice Advances 
Research Center 

(iSPARC), UMass Chan 
Medical School

Geriatric Researcher, 
Psychologist/

Psychiatrist, UMass 
Chan Medical School

For additional 
information on the 

above, please contact
Brian Daly, MD, Vice 
Chair, Public Sector 

Psychiatry
bdaly@

communityhealthlink.org

Interested applicants should apply directly at 
https://academicjobsonline.org/ajo/UMASSMED/Psych

(J-1 and H-1B candidates are welcome to apply)

Medical Director, 
Psychiatric Treatment 
and Recovery Center 
(PTRC) - oversee all 

program functions for this 
26-bed locked, acute 

psychiatric unit as well as 
coordinate and deliver 

clinical care 

Attending, Psychiatric 
Treatment and Recovery 
Center (PTRC) - provide 

direct clinical services 
and work with medical 
students & residents on 

this teaching unit

Attending, Psychiatrist 
(Rotating/Cross 

Coverage) - provide 
clinical rotating cross-

coverage within the 
Department of Psychiatry 

for vacations and 
extended medical leaves. 

Associate Medical 
Director, Community 

Healthlink (CHL) - the 
ideal candidate will have 

a demonstrated 
commitment and passion 
for community psychiatry 

and an interest in a 
leadership role advocating 

for and promoting the 
wellbeing of traditionally 
underserved populations.

 Interested applicants should submit a letter of interest and curriculum vitae 
addressed to Kimberly A. Yonkers, MD  c/o Ellen Sullivan

ellen.sullivan@umassmemorial.org
http://jobs.jobvite.com/umassmemorialmedicalgroupphysicians/search?q=&d=Psychiatry

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



Psychiatrists:
We’re recruiting 
Medical Directors
We invite you to join our team! The California Department 
of State Hospitals (DSH) is the largest forensic mental health 
hospital system in the nation. We’re looking for qualified 
psychiatrists to work as Medical Directors at our locations in 
California.

As a Medical Director at a DSH hospital, you will serve as 
the primary physician leader of the hospital. You’ll have 
the opportunity to oversee clinical practice, diagnostic 
and evaluative activities, treatment programs, and care of 
patients at the facility you’re working at.

DSH offers an outstanding quality of practice; we maintain 
a number of academic partnerships and promote a team-
oriented, collegial working environment. We also offer all 
our psychiatrists a competitive salary, a world-class benefits 
package, and excellent work-life balance.

If you’re interested in this exciting opportunity, email your 
CV to careers@dsh.ca.gov today!

Napa

Coalinga

PattonAtascadero

Metropolitan

(916) 654-2609

careers@dsh.ca.gov

www.dsh.ca.gov

Salary and Benefits

• $323,004 - $383,916/year
• Flexible workweek options may be 

available
• Substantial continuing medical 

education
• Defined-benefit pension (subject to 

Safety Retirement)
• Medical, dental and vision benefits
• Private practice permitted
• Retiree healthcare
• Patient-centric, treatment first 

environment
• Relocation assistance may be available

We’re also hiring for Staff Psychiatry positions- contact us to learn more!

PSYCHIATRISTS
For clinical staff and leadership positions

 
 

 

 

The State of New Jersey is an Equal Opportunity Employer
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The State of New Jersey’s Division of Behavioral Health 
Services is seeking motivated Psychiatrists for full-time 
inpatient work in our Joint Commission accredited 
State psychiatric hospitals and forensic center. 
Psychiatrists with management experience are also 
needed to serve as Chiefs of Psychiatry.

Post Certified - $271,182 (3+ years post certification) 
Board Certified - $252,161
Board Eligible - $237,795
•	 Facilities	are	in	close	proximity	to	metropolitan	

centers of New York City and Philadelphia/N.J. Shore
•	 Psychiatrists	work	with	a	multidisciplinary	team
•	 Primary	care	physicians	provide	for	patient’s	physical	

health care
•	 University	affiliations/opportunities	to	work	with	forensic	

fellows and psychiatry residents
•	 On-site	CME	activities	and	paid	CME	leave	time
•	 35	hour	work	week
•	 Generous	compensation	for	voluntary	on-call	available
•	 Private	Practice	Permitted
•	 13	paid	holidays
•	 Generous	medical	and	dental	benefits	and	

retirement	packages	for	full-time	positions

Candidates must possess N.J. 
medical license

The Department of Health welcomes 
J1 Visa/Conrad 30 Program applicants. 
Additionally, the Department participates 
in a variety of State and federal 
workforce development and incentive 
programs ranging from, but not limited to the 
department’s tuition reimbursement program and 
the Federal Student Loan Redemption Program. 
Additional information provided 
upon request.

Send resume to PSTBHS@doh.nj.gov along with identifying 
your hospital of choice and level of certification.

Hospital Locations:
H Greystone Park Psychiatric Hospital      
 Morristown, NJ (Northern NJ)
H Trenton Psychiatric Hospital
 Trenton, NJ (Central NJ)
H Ann Klein Forensic Center
 Trenton, NJ (Central NJ)
H  Special Treatment Unit
 Avenel, NJ (Northern NJ)
H Ancora Psychiatric Hospital
 Hammonton, NJ (Southern NJ)

    OOnnlliinnee CCMMEE    

  OOppppoorrttuunniittiieess 
 

Clinical Essentials in Child and Adolescent Psychiatry 
 

Clinical Essen�als are a series of self‐study online CME courses, which feature 
premium quality materials that have been curated by our experts to deliver the 
most high‐yield content. Topics include: 

Visit www.aacap.org/onlinecme to learn more and to purchase.  
 
AACAP’s Douglas B. Hansen, MD, 48th Annual Update 
Course in Child and Adolescent Psychiatry 
 

April 21-June 2, 2023 ۰ Entirely Online!  
 

Danella Hafeman, MD, and Shawn Sidhu, MD, Co‐Chairs 
 

Over a 6‐week period, our engaging online course will allow you to  
interact with experts and learn about the most sought‐a�er topics in the eld—
all on your own schedule, in your home or office. Topics  
include Anxiety, Aggression and Violence, Trauma, plus many more! Earn up to 18 
AMA PRA Category 1 CreditsTM. Discounted early bird rates are available un�l 
March 23, 2023. 
 

Visit: www.aacap.org/UpdateCourse‐2023 for more informa�on!  
 

For informa�on about all of AACAP’s mee�ngs and to register, 
visit www.aacap.org, email mee�ngs@aacap.org, or call 202.966.7300, ext. 2006. 

 ADHD 
 Au�sm Spectrum Disorder  
 Cannabis Use Disorder 
 Chronic Pain Management 
 Intellectual Development Disorder 
 Ea�ng Disorders and Obesity  

 Emo�on Dysregula�on 
 Gender Diverse Youth 
 Neuromodula�on 
 Suicide 
 Trauma‐focused CBT on Pediatric PTSD 



Outpatient Psychiatrist Opportunities
Cambridge Health Alliance (CHA)

Cambridge Health Alliance, a well-respected, nationally recognized and award-winning public 
healthcare system is seeking Full-time or Part-time Psychiatrists to join our Adult Outpatient 
Psychiatry service. The Department of Psychiatry is recognized as a leader in patient care, teaching and 
research. As a leader in mental health for more than 20 years. CHA’s psychiatry teams provide 
compassionate care to our diverse patient population. CHA is comprised of an established network of 
ambulatory clinics, an urgent care site and two full service hospitals based in Cambridge, Somerville, and 
Boston’s metro-north communities.

• Full-time or part-time opportunities available in Revere, Everett, and Cambridge areas

• Work with a multidisciplinary team serving the local community and providing high quality care 
to our underserved and diverse patient population

• Fully integrated electronic medical record (EPIC) is utilized

• Our Psychiatry service is comprised of award-winning training programs in Adult and Child 
Psychiatry, Geriatric Psychiatry and Psychosomatic Medicine.

• CHA is a teaching affiliate of Harvard Medical School and academic appointments are available 
commensurate with medical school criteria

CHA offers competitive compensation and a comprehensive benefits package including health and dental 
insurance, 403b retirement accounts with matching, generous PTO, CME allotment (time and dollars) and 
more. 

Please send CV’s via email to Melissa Kelley at ProviderRecruitment@challiance.org.

In keeping with federal, state and local laws, Cambridge Health Alliance (CHA) policy forbids employees and associates to 
discriminate against anyone based on race, religion, color, gender, age, marital status, national origin, sexual orientation,
relationship identity or relationship structure, gender identity or expression, veteran status, disability or any other characteristic 
protected by law. We are committed to establishing and maintaining a workplace free of discrimination. We are fully committed
to equal employment opportunity. 

Outpatient Psychiatrist Opportunities
Cambridge Health Alliance (CHA)

Cambridge Health Alliance, a well-respected, nationally recognized and award-winning public healthcare system is seeking Full-time or Part-time 
Psychiatrists to join our Adult Outpatient Psychiatry service. The Department of Psychiatry is recognized as a leader in patient care, teaching and research. 
As a leader in mental health for more than 20 years. CHA’s psychiatry teams provide compassionate care to our diverse patient population. CHA is 
comprised of an established network of ambulatory clinics, an urgent care site and two full service hospitals based in Cambridge, Somerville, and Boston’s 
metro-north communities.

• Full-time or part-time opportunities available in Revere, Everett, and 
Cambridge areas

• Work with a multidisciplinary team serving the local community and 
providing high quality care to our underserved and diverse patient population

• Fully integrated electronic medical record (EPIC) is utilized

• Our Psychiatry service is comprised of award-winning training programs in 
Adult and Child Psychiatry, Geriatric Psychiatry and Psychosomatic 
Medicine.

• CHA is a teaching affiliate of Harvard Medical School and academic 
appointments are available commensurate with medical school criteria

CHA offers competitive compensation and a comprehensive benefits package including health and dental insurance, 403b retirement accounts with matching, 
generous PTO, CME allotment (time and dollars) and more. 

Please send CV’s via email to Melissa Kelley at ProviderRecruitment@challiance.org.

In keeping with federal, state and local laws, Cambridge Health Alliance (CHA) policy forbids employees and associates to discriminate against anyone based on race, religion, color, gender, age, marital 
status, national origin, sexual orientation, relationship identity or relationship structure, gender identity or expression, veteran status, disability or any other characteristic protected by law. We are committed 
to establishing and maintaining a workplace free of discrimination. We are fully committed to equal employment opportunity. 

Psychiatrists

New York City Health + Hospitals/North Central Bronx
The Department of Psychiatry has 70 Adult and Geriatric Acute 
Inpatient Beds, a Partial Hospital Program, Psychiatric Emergency 
Service, Consultation-Liaison Service, an Adult Ambulatory Practice, 
and a community-based Assertive Community Treatment Program. 
Openings available include:

• Director of Psychiatry – Emergency Services
• Attending Psychiatrist – Inpatient Psychiatry 

Service
• Attending Psychiatrist – Psychiatric Emergency 

Service
• Attending Psychiatrist – Partial Hospital Program
• Attending Psychiatrist –   Inpatient Geriatric 

Psychiatry Service

New York City Health + Hospitals/Jacobi
The Department of Psychiatry offers 89 Adult, Acute Inpatient 
beds, a Comprehensive Psychiatric Emergency Program (CPEP), 
a Consultation-Liaison Service, Adult Ambulatory Practice, Intensive 
Outpatient Program, and a Community-Based Assertive Community 
Treatment Program.  
Openings available include:

• Attending Psychiatrist - Inpatient Psychiatry Service
• Attending Psychiatrist – CPEP
• Attending Child Psychiatrist - CPEP

We’re committed to making Better Health easier. Looking for an amazing place to live, work and play?
We’re actively recruiting physicians specializing in psychiatry to join our dynamic and growing multi-specialty physician group with opportunities 
throughout New York City! Comprised of over 4,000 physicians and healthcare professionals, our culturally diverse and world-class teams provide 
services to NYC Health + Hospitals (H+H), the largest public health system in the United States.

Become part of our North Bronx Healthcare Network, affiliated with Albert Einstein College of Medicine, and located in attractive and safe 
residential Bronx neighborhoods, just 20 minutes from Manhattan. Our facilities offer a full continuum of acute care inpatient and outpatient services 
within diverse Medical and Surgical specialties, including Psychiatry. Along with employing evidence-based best practices in providing the highest 
level of quality care to our patients, we utilize a patient-centered approach that is respectful of their individuality, culture, and community.

• Incentive Bonuses Available for Qualified Candidates/Providers! • Moonlighting opportunities also available! 
• Academic appointments at Albert Einstein College of Medicine offered! • Proof of Covid-19 vaccination is required prior to hire.

We offer a generous compensation package, along with unparalleled health benefits, opportunities for advancement, retirement plan, malpractice, 
Sponsorship for H1 & J1 Visas, and much more! We can offer unlimited HSS Waivers (instead of J1 waivers) for Psychiatrists! For immediate
consideration, please contact Joe Mastov – Physician Recruiter, at: Mastovj@pagny.org, call 646-895-3875, or apply online at: www.pagny.orgWe are an Equal Opportunity 

Employer M/F/D/V

See what it is like to work at H+H   

https://www.youtube.com/
watch?v=_KKxjA44OcU&t=6s
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Books

Psychopharmacology 
Algorithms
Clinical Guidance 
from the 
Psychopharmacology 
Algorithm Project at 
the Harvard South 
Shore Psychiatry 
Residency Program
David Osser | ISBN: 9781975151195

A unique clinical tool for effective 
psychopharmacology, Psychopharmacology 
Algorithms contains 10 updated 
psychopharmacology treatment algorithms 
designed to assist with the clinical use of 
psychiatric medications, each complete 
with extensive critical evaluation of the 
evidence supporting the rationales for each 
treatment step and the advantages and 
disadvantages of various alternatives to the 
recommended treatments.

Save 25% plus free shipping at 
Shop.LWW.com using code WPA033AA

“We will be now able to ask 
much better questions about 
the topic; and we will face 

the pluralistic management 
of Anti-Semitism with the 

universal ingredient, 
common to all kinds and 

types of psychotherapeutic 
endeavors: Hope.” 

- Renato D. Alarcón, MD, MPH

ORDER NOW

Amazon.com

www.dosmadres.com or Amazon.com

“Psychiatry, Medicine, and 
Poetry mix and mingle in Richard 
Berlin’s poignant reveal of the 
unspoken and unknown parts of a 
healer. This is a magical book all 
healers will take comfort in. Buy 
and treasure. Also the perfect gift 
for a friend or colleague.”

– STEVE BIERMAN, MD

ORDER NOW

FREUD ON MY COUCH
BY RICHARD M. BERLIN, MD

Meetings

Save the Dates
32nd Annual Meeting and ECT 

Certificate Course

ECT Certificate Course
Saturday, May 20, 2023

This one-day certificate course on 
electroconvulsive therapy (ECT) consists 

of didactic and hands-on practicum 
experiences. Topics covered include 

patient selection and preparation, ECT 
and anesthesia technique, management of 
complications, post-ECT management, 
and medicolegal issues. The event will 

conclude with an exam (optional) testing 
participants’ theoretical and practical 

knowledge learned in the course.

32nd Annual Meeting
Sunday, May 21, 2023

The 32nd Annual Meeting of the ISEN 
will be held in person, with an option to 
participate in real time online. This one-
day conference is set to include plenary 
presentations by leading experts in the 

fields of ECT, TMS, and other novel brain 
stimulation therapies, as well as a poster 

session for abstract submissions.

For more information visit:
www.isen-ect.org

Questions? Please email:
meetings@isen-ect.org

California

Outpatient Psychiatry Opportunity
San Joaquin County Behavioral Health 

Services is seeking to fill Outpatient 
Adult [General], and Sub-Specialty 

Psychiatry (Child Psychiatry, Geriatric, 
Forensic, Addiction and Psychosomatic 

Medicine) positions in a 
multidisciplinary, recovery-oriented 

clinical setting. Services are provided 
either on-site or using a hybrid model of 
on-site and tele-psychiatry practice. The 
positions offer a very competitive salary 
with a guaranteed base, plus incentive 

opportunities, board certified 
Psychiatrists have the potential to easily 
earn over 300K+ a year; comprehensive 
health insurance; up to three retirement 

and pension programs; 35 days of 
vacation and CME time that increase 

with tenure. Signing and moving 
bonuses are also available. 

Interested J-1 and H-1B candidates are 
welcome to apply. 

Fax your CV to 209-468-2399 or email 
to BHSadministration@sjcbhs.org. EOE

Psychiatrist Position Excellent 
Opportunity in California

Imperial County Behavioral Health 
Services is currently recruiting for full-
time or part-time psychiatrists. Imperial 

County, a rich farming area with a 
population of 180,000, is located 90 

miles east of San Diego, 90 miles south 
of Palm Springs, 60 miles west of Yuma, 

Arizona, and just north of the 
cosmopolitan city of Mexicali, Mexico. 
San Diego State University maintains a 
satellite campus in Calexico, and there 

are several private and public universities 
located in Mexicali. Imperial County’s 

location and diversity make it the perfect 
place for any professional.

The position pays a highly competitive 
salary, including health benefits for you 

and your family, requires no hospital 
work and minimal after-hours work, 

freeing you up for more leisurely 
activities. As a Psychiatrist with Imperial 
County Behavioral Health, you will be 

part of a multi-disciplinary treatment team 
that includes therapists, nurses and 

rehabilitation technicians that provide 
comprehensive support and resources to 

assist clients in achieving recovery. 

J-1 and H1-B Applicants welcome. Our 
agency is experienced in successfully 

processing J-1 Waiver and H-1B Visa 
applicants.

Qualified candidates must have a CA 
medical license or ability to obtain. Send 
CV to Imperial County Behavioral Health 
Services, 202 North 8th Street, El Centro, 

CA 92243.

For additional information, please 
contact: Marcy Sesma (442) 265-1605 

marcysesma@co.imperial.ca.us

Psychiatrist

Job Opportunity in Santa Cruz, 
California, Health Services Agency.

Must have CA medical license or eligible 
to obtain it.

Salary: Negotiable up to $303,306 
Annually Plus $30,000 sign-on incentive

For more information regarding the 
position, please contact Dr. Nair at 

(831) 454-7308

To apply, visit our website at: 
www.santacruzcountyjobs.com

An Equal Opportunity Employer

PSYCHIATRIC MEDICAL 
PRACTITIONERS, INC

OUTPATIENT Full-time
TELE-PSYCHIATRY POSITION

BE/BC ADULT PSYCHIATRIST 
licensed or willing to practice in CA, 

Practice from current State of Residence 

Candidate has to be EHR and Computer 
proficient. You will be doing Psychiatric 

Evals & Med Mgt of SMI patients in 
County MH Clinics. There is no On-Call. 

Income potential of $340-$405K, plus
CA Lic, DEA and Malpractice is paid,

1099 income. Scan QR code to Apply:

   

Send CV to Garewalmd@gmail.com, 
or fax CV to (661) 368-0826

CALL TODAY
(609) 495-4367

WANT TO PLACE AN AD?
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Missouri

Compass Health Network, is a large non-
profit health system delivering Behavioral 
Health services in multiple settings, both 

inpatient and outpatient in forty-nine 
Missouri counties.  We have immediate 

openings for full and part-time 
Psychiatrists in multiple locations in 

Missouri.  Candidates must have MD or 
DO degree, be ABPN board-certified or 

eligible in Psychiatry and possess or obtain 
a Missouri license. We offer a competitive 

compensation and benefit plan.

Apply online at  
www.compasshealthnetwork.org

or send your CV to  
cgrigg@compasshn.org.

Candidates with J-1 or H1-b visa status 
are welcome to apply.

EOE

New Mexico

Exciting Opportunity for Psychiatrists 
in the Beautiful Southwest

San Juan Health Partners in Farmington, 
New Mexico is recruiting one General 

Psychiatrist for primary inpatient 
coverage plus call and one General 
Psychiatrist for primary outpatient 
coverage plus call. Join a caring, 

community hospital in the heart of the 
Four Corners.  

You can look forward to: 
•  Compensation range based on years of 

experience
o   Less than two years of experience 

$277,000
o   Two or more years of experience 

$310,000 
•  1:3 call
•  Productivity/quality bonus potential 
•  Lucrative benefit package, including 

retirement
•  Student loan repayment and residency 

stipend
•  Competitive sign on bonus and 

relocation package
•  Quality work/life balance 

San Juan Regional Medical Center is a 
non-profit and community governed 

facility. Farmington offers a temperate 
four-season climate near the Rocky 

Mountains with world-class snow skiing, 
fly fishing, golf, hiking and water sports. 
Easy access to world renowned Santa Fe 
Opera, cultural sites, National Parks and 
monuments. Farmington’s strong sense 
of community and vibrant Southwest 

culture make it a great place to pursue a 
work-life balance. 

Contact Terri Smith | 888.282.6591 or 
505.609.6011 (phone) | tsmith@sjrmc.
net (email) | sanjuanregional.com or 

sjrmcdocs.com

New York

HEALTHY WORK-LIFE BALANCE 
Never be late to work, Ever!

TAILOR YOUR SCHEDULE  
FULL TIME • PART-TIME  

• EXCELLENT PAY •  
COMPREHENSIVE BENEFITS 

YEARLY BONUS 

NO CALL RESPONSIBILITIES 
CHOOSE BEST TIME TO COMMUTE 

EASE TO DOCUMENT OFF-SITE 
MINIMAL ADMINISTRATIVE WORK 

PSYCHIATRISTS  
& 

PSYCH NURSE PRACTITIONERS 
for 

CONSULTATION SERVICES

New York City & Dutchess County

Send your CV to  
recruitment@medcarepc.com 

Fax (718) 239-0032 
www.medcarepc.com

• We are not a recruitment agency •

Tennessee

Staff Psychiatrist Position
Memphis, Tennessee

Compassion Mental Health provides 
outpatient and inpatient psychiatric 
services to all ages. Be part of an 

interdisciplinary team! Responsibilities 
include providing psych assessments, 
medication management, and clinical 

supervision. Flexible scheduling with no 
weekends or on-call responsibilities.

Employment positions available: contract 
or employee + comprehensive benefits 

package. Compensation based on 
experience and productivity. 

Qualifications: 
Licensed Psychiatrist in the state of TN 

Unencumbered DEA.

Contact: Sara Williams 
Phone: 901-552-3497 

www.CompassionMentalHealth.com

RETHINK CLASSIFIEDS WITH

Jules Leo   
(609) 495-4367  •  jleo@mmhgroup.com

Psychiatric Times™ classifieds section and job 

board provides you with the exclusive opportunity 

to promote your products and services directly in 

the mental health space.

Through both digital and print placements on our 

website, eNewsletters and publication, you’ll be 

able to position your offerings to leading mental 

health professionals.



A 24-hour streaming program

Streaming now! 
www.medicalworldnews.com

For Health Care 
Professionals,
By Health Care 
Professionals

A 24-hour streaming program

powered by

Professionals,
By Health Care 
Professionals
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