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Abstract 19‐1‐01
Title: Reawakening Encephalitis Lethargica
Authors: Griffin F. Gibson II, MD; Marcus W. Lee, MD
Summary: Encephalitis Lethargica (EL) was first described in 1917 by Constantin Von Economo[1]. During
EL’s global pandemic period of 1919‐1930s, an estimated 22,942 deaths were attributed to EL in the US
alone[2] However, as abruptly as it presented it resolved with only rare cases reported since then
worldwide. EL is difficult to confirm with lack of consensus regarding diagnostic criteria and uncertainty
with pathoetiology. Presently, it is diagnosed following encephalitis with resulting parkinsonism and/or
neuropsychiatric symptoms. This case is regarding a 20‐year‐old male with rapid‐onset, unspecified
encephalopathy, parkinsonism, and catatonia. He had failure of treatment using benzodiazepine and
Electroconvulsive Therapy (ECT) but had improvement of all symptoms with addition of dopaminergic
medication confirming diagnosis of EL.
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Abstract 19‐1‐02
Title: A curious case of odd smells: Depression secondary to phantosmia.
Authors: Darshana S. Pai, M.D., Malik J. McMullin MS3, Elisabeth Potts MS3, Kinjal Ghelani, M.D.,
J.Luke Engeriser, M.D.
Summary: The intersection of the field of psychiatry and neurology has always been intriguing. It is
known that psychiatric disorders are more prevalent in patients with epilepsy than the general
population. Among the epileptic disorders, temporal lobe epilepsy is known to be more complex in
symptomatology. It has been an area of interest to researchers due to its varied presentation such as
déjà vu experiences, gastrointestinal upset, lipsmacking movements, pelvic thrusting, language
difficulties, etc. Phantosmia (phantom smell), an olfactory hallucination, is a phenomenon of smelling an
odor which is not actually there. Olfactory hallucinations can be seen in temporal lobe epilepsy1. There
are studies which have shown an association between a higher incidence of depression and temporal
lobe epilepsy, particularly in patients with left temporal lobe epilepsy2,3,4,5.
We present a case of a middle‐aged male with no past history of psychiatric illness who presented with
depressive symptoms with suicidal thoughts and olfactory hallucinations. One year ago, the patient
developed an odd sensation of smelling burnt plastic which nobody else experienced. He would have
episodes during which he would get odd smells associated with short‐term memory loss. In an attempt
to alleviate the symptoms, the patient used strong scents such as vapor sticks with no relief. The patient
was evaluated by an otorhinolaryngologist, but no abnormalities were detected. He was seen by a
neurologist and an EEG was performed but was negative possibly because he had taken diazepam prior
to the EEG. An MRI of the brain revealed left hippocampal atrophy. Gradually with time these smells
became much more frequent, persistent, and resulted in his social isolating. His symptoms interfered
with his work performance, resulting in a demotion at his workplace. The patient became significantly
distressed to the point that he became depressed, could no longer experience pleasure, felt hopeless,
worthless, and inadequate, lacked concentration and was not able to sleep and eat. He developed
recurrent suicidal thoughts and expressed a passive death wish. The patient presented to a private
hospital and was then referred to our facility for further management. He was diagnosed with
adjustment disorder with depressed mood and anxiety with olfactory hallucinations and a provisional
diagnosis of temporal lobe epilepsy and major depressive disorder. He was initiated on venlafaxine 75
mg daily which was increased to 150 mg daily and mirtazapine 15 mg at night. He also received
individual psychotherapy and group therapy sessions. During the hospital stay, he had a few episodes of
phantosmia with confusion which subsided either spontaneously or with clonazepam 0.5 mg PRN. Once
the patient’s depressive symptoms resolved and he was no longer suicidal, he was discharged home.
The patient then followed up with neurology and received another EEG which showed epileptiform
activity in the left temporal/frontotemporal region. He showed good response to valproic acid with
symptomatic improvement. This case highlights the importance of having a clinical suspicion for and
understanding of underlying neurological problems that could manifest with psychiatric symptoms.
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Abstract 19‐1‐03
Title: Violence in the Emergency Department (ED) and Caring for the Acute Psychiatric Patient.
Authors: Nicholas Quigley, OMS3; Tina Jackson, PGY3; Lori Lowthert, MD
Summary: Violence against ED staff is on the rise. More than 40% of ED physicians polled believe that
over half of assaults committed in the ED are by patients with a psychiatric illness. When patients
present in acute psychiatric crisis or under the influence of illicit drugs, close interaction with hospital
staff is required to provide necessary medical interventions. These encounters place staff at increased
risk for injury. As more psychiatric care is being shunted to the ED because of shortages in available
psychiatric care facilities, the need to address staff safety in the ED is a more pressing topic of discussion
in urgent care settings. A case‐control study found that length of stay longer than 24 hours in an
emergency care setting was associated with the use of restraints. We present the case of a 28‐year‐old
male who presented acutely psychotic to the ED in the custody of the police. Due to shortages of
psychiatric beds, the patient required acute stabilization in the ED until a bed became available. During
administration of an injection, one of the staff members was attacked and received a needle injury.
Topics explored include the legality of physical restraints, chemical restraints, pressing charges against
patients, and psychiatric ED units. This case also highlights the need for implementing and adhering to
protocols when dealing with agitated patients in the ED.
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Abstract 19‐1‐04
Title: A Tale of Two Brains: Personality Change Due to a Medical Condition
Authors: James R. Le Page, D.O., Darshana S. Pai, M.D., Candace Perry, M.D.
Summary: Brain tumors are relatively common, with an annual incidence of 9 per 100,000 patients for
primary brain tumors and 8.3 per 100,000 patients for metastatic brain tumors.1 Brain tumors often
present with headache, nausea, projectile vomiting and blurring of vision. However, any acute and
drastic change in the patient’s behavior should also raise concern for underlying brain pathology.2,3
Personality change may be the first signs of illness in about 15‐20% of patients with brain tumor.1
Personality change following a frontal lobe insult has been described in the literature as far back as
1835, and was popularized with the case of Phineas Gage in the mid‐19th Century.4 In this case series, we
present two cases illustrating the DSM‐5 diagnosis of Personality Change Due to a Medical Condition.5
We first present the case of a 28 year‐old female patient who is allegedly responsible for a case of
severe neglect involving her child, resulting in her incarceration. This behavior was completely
uncharacteristic of the patient based on descriptions of her personality given by friends and family. She
later presented to the hospital ED from jail with chief complaint of bitemporal vision loss, and was found
to have a giant olfactory groove meningioma measuring 6.0 x 6.5 x 4.7 cm centered in the anterior
cranial fossa, exerting significant mass effect on bifrontal lobes and temporal horns. The mass was
resected and following the surgery, a consult was performed to assess suicide risk due to a suicidal
threat she made while in the ED. She was found to have profound flattening of affect, anhedonia, and
apparent indifference to her numerous biopsychosocial stressors. The second case we present is that of
a 46 year‐old male patient who presented with new onset of cognitive deficits, depression, suicidal
ideation, unprovoked aggression, and worsening impulsive behavior at home. The case is unique, in that
this patient had a metastasis of primary melanoma to the calvarium, which is known from the literature
to be a relatively uncommon phenomenon.6 There were initially two hemorrhagic lesions found in the
temporoparietal area, measuring 4.2 x 3.9 x 3.9 cm and 3.9 x 3.1 x 3.0 cm, respectively. At time of
consult, the patient was status post resection of left posterior temporal mass, and status post left
parietal and medial right parietal radiotherapy. His behaviors of exorbitant spending, severe aggression
towards his wife, new onset of substance use, and leaving his family to live homeless for days were also
completely out of character based on collateral obtained from family. This case is an example of the
DSM‐5 combined type of this disorder, with aggressive and disinhibited features.5
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Abstract 19‐1‐05
Title: Human Side of Medicine: Understanding Physician Burnout at UAB Department of Psychiatry
Authors: Austin Luker, MD ; Adefolake Akinsanya, MD; Abhishek Reddy, MD; Laura E Lockwood, DO;
Lee I Ascherman, MD; James Meador‐Woodruff, MD; Irena Bukelis, MD
Summary:
Objectives: 1) Explore the rate of UAB attending burnout in the psychiatry department. 2) Compare the
rate of attending burnout at UAB in the psychiatry department to the overall rate of attending burnout
at UAB. 3) Compare the rate of burnout to nationwide burnout rates, both for psychiatry and overall. 4)
Discuss possible reasons for the high burnout rate. 5) Discuss the impact of work‐life balance on
burnout.
Methods: The UAB Faculty Engagement survey was administered to all attending physicians. There were
questions regarding “Do you feel burned out?” and “Do you have a good work‐life balance?” Thirty‐five
responses were received within the psychiatry department among attending physicians and were
assessed.
Results: Of UAB attending physicians as a whole, 39% answered that they were burned out, and 29%
that they were somewhat burned out. Of the UAB psychiatry attending physicians who responded, 47%
responded that they were burned out, and 28% that they were somewhat burned out. Seventy percent
of UAB psychiatry attending physicians answered that they had a good work life balance. The results of
which are pending.
Conclusions: This is compared with national data for burn out. Nationally in a recent Medscape poll 44%
of all physicians were burned out. For psychiatrists, the burnout rate was 39%. There are many factors
which contribute to burnout. These include promotion and tenure, efficiency, use of electronic medical
record (EMR) systems, reputation, sense of well‐being at work, as well as sense of work‐life balance.
Therefore, the high work‐life balance among the UAB psychiatry attending physicians does not exclude
the higher than national average burnout rate. Psychiatry is traditionally one of the medical professions
with a lower burnout rate. However, there are unique factors which can contribute to burnout among
psychiatry, include the unique and sometimes emotionally demanding relationship among providers to
their patients. There is a dearth of psychiatrists in Alabama, which may contribute to the higher than
average rate of burnout among the UAB psychiatry faculty.

Abstract 19‐1‐06
Title: Clinical Course of a Patient Undergoing Delayed Withdrawal from Alprazolam (Xanax)
Authors: Jazmín Scott, BS; Praveen Narahari, MD
Summary: Benzodiazepines are one of the most widely prescribed classes of medications despite their
association with multiple adverse events such as misuse, tolerance, and withdrawal. They are
considered most appropriate for short‐term use of 2 to 4 weeks with increased risk if used long‐term.
This case describes a 54 year old female who was admitted to an inpatient psychiatric facility following a
suicide attempt in which she overdosed on an opioid and a benzodiazepine. She experienced a delayed
withdrawal syndrome nearly two weeks after her last dose of Alprazolam, which she had been taking for
the past two years. The goal of this case is to raise awareness of the risks associated with long term
benzodiazepine use and delayed withdrawal after completion of clinical institute withdrawal assessment
protocol‐benzodiazepines. Additionally, this case raises awareness of the danger of benzodiazepine use
when coupled with opioid medications.
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Abstract 19‐1‐07
Title: Hyperglycemia‐Induced Resistance to Antipsychotic Treatment
Authors: Taylor Ousley, MS3, Shanthi Gatla, MD, Praveen Narahari, MD
Summary:
Introduction: The association between diabetes mellitus and psychiatric disorders, such as
schizophrenia, is apparent and complex. It has been shown that those with severe mental illness have a
higher prevalence of metabolic syndrome, which can be contributed to side effects of antipsychotic
medications. The most common of these medications are clozapine and olanzapine, which are both
second‐generation antipsychotics. Most of the other second‐generation antipsychotic medications have
been reported to be associated as well. First‐generation antipsychotics have a lower risk of metabolic
syndrome but have a higher risk of extra‐pyramidal side effects. The choice of antipsychotic medication
is influenced by its efficacy, side effect profile, and a comparison of the risks and benefits regarding the
individual patient. Remarkably, there has even been evidence that diabetes was more common in
patients diagnosed with schizophrenia before the use of antipsychotic drugs for treatment. This suggests
that there is an unknown association between these diseases independent of medication use.
Therefore, it is obvious that the interaction between the disease processes of diabetes mellitus and
schizophrenia is multifaceted, complex, and largely indistinct.
Case Report: Here we present two different cases, a 51‐year‐old African American male and a 38‐year‐
old African American male, with past medical histories of schizophrenia and schizoaffective disorder,
bipolar type, respectively. In addition, these patients both had an underlying diagnosis of diabetes
mellitus type II and were refusing to take medication or insulin for it. In both cases, these patients were
not responding to first‐generation antipsychotic medications for the treatment of their psychotic
symptoms. They were both evaluated for any causal abnormalities that could explain the resistance to
treatment and the patients were found to be hyperglycemic. The hyperglycemia was then corrected
using forced insulin therapy in both cases. Subsequently, they showed significant response to the same
antipsychotics after the hyperglycemia was corrected. In review of the course of treatment of their
psychotic symptoms, it is proposed that their hyperglycemic state was preventing them from responding
to the antipsychotic medications.
Discussion: Emerging evidence on the crosstalk between insulin and dopamine (DA) signaling pathways
provides a potential explanation to this proposed phenomenon. Insulin has been shown to modulate DA
activity via the dopamine transporter (DAT), which is responsible for the reuptake of DA that helps to
determine the strength and duration of dopaminergic neurotransmission. Activation of insulin receptors
triggers the PI3‐K/AKT signaling cascade. Once AKT is activated, DAT cell surface expression is promoted
leading to enhanced DA clearance. Conversely, in low levels of insulin, there is a reduction in the
phosphorylation of AKT with diminished DAT mRNA expression and delayed DA reuptake kinetics.
This is what could have been happening with our patients in their initial weeks of hospitalization. Their
hyperglycemia reflected their body’s inability to produce an adequate amount of insulin. Without
insulin, DAT could not be properly expressed leaving more DA in the synaptic cleft to compete with DA‐
blocking haloperidol. In fact, one study investigating hypoinsulinemic diabetic rats (induced by chemical
destruction of pancreatic β‐cells) observed a 2.2 fold decrease in haloperidol potency, demonstrating
that disturbed levels of insulin can directly alter the efficacy of an antipsychotic. Furthermore, treatment
with haloperidol has been associated with augmented AKT phosphorylation in mice which is believed to
compensate for the depressed phosphorylation of AKT implicated in schizophrenia.

In addition to impaired insulin production, insulin resistance is an important component of diabetes and
may represent another pathophysiological mechanism in which uncontrolled diabetes mellitus could
have a blunted response to antipsychotic treatment. A set of researchers fed rats a high caloric diet for
28 days inducing a hyperinsulinemic, insulin‐resistant, obese state. Interestingly, instead of finding
increased phosphorylation of AKT as would be expected at elevated levels of insulin, the researchers
observed diminished levels of AKT phosphorylation with corresponding reduction in DAT cell surface
expression and clearance of DA from synapses. One thought is that prolonged states of increased insulin
leading to insulin resistance ultimately results in downregulation of DATs. The findings demonstrate that
positive regulation of DAT expression, a mechanism that facilitates the efficacy of antipsychotics, requires
insulin and an intact insulin signaling mechanism, both of which are perturbed in diabetes mellitus.
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Abstract 19‐1‐08
Title: Acute Psychosis, Alopecia, and Partial Edentulism in a Narcoleptic Patient on Prescription
Dextroamphetamine/Amphetamine.
Authors: Bradley Harris, MS3. Shanthi Gatla, MD. Praveen Narahari, MD.
Summary: Mixed dextroamphetamine/amphetamine salts are common treatments for Narcoleptic
patients. Despite their prevalence, few case studies have been published regarding the over use of these
prescription stimulants in the sleep disorder patient population. In this article, we present a case of
prescription stimulant abuse in a narcoleptic patient that manifested as psychosis, alopecia and partial
edentulism. Narcolepsy is characterized by excessive daytime sleepiness with irresistible sleep attacks,
cataplexy, hypnagogic hallucination, and sleep paralysis. The condition is thought to be caused by the
loss of hypothalamic hypocretin neurons. Currently, the preferred treatment for narcolepsy is daily
stimulants, such as amphetamine and dextroamphetamine.1 Chemically, prescription stimulants are
extremely similar to the illicit drug methamphetamine. Therefore, abusing prescription stimulants may
lead to symptoms similar to that of methamphetamine use. With abuse of stimulants on the rise,
understanding of this case presentation is vital.2
Methamphetamine has been associated with psychosis for many years.3 While several symptoms
overlap with primary disorders, such as schizophrenia, methamphetamine induced psychosis may be
clinically differentiated. In addition to psychosis, methamphetamine can cause physical symptoms, such
as alopecia and tooth loss. While the mechanism is not fully understood, Seo JW et al. demonstrate that
methamphetamine causes significant vasoconstriction through the endothelin receptor.4 Likely, local
vasoconstriction from stimulants leads to a decreased nutritional supply, manifesting as alopecia and
edentulism. Given their chemical similarity, it is reasonable to assume dextroamphetamine/
amphetamine works in a similar mechanism of action. In our case report, the patient experienced
somatic symptoms for several months before her acute psychotic episode. She had consulted her
providers to address the alopecia and partial edentulism. She had several laboratory work ups and
received extensive imaging for these issues, but the possibility of her prescription
dextroamphetamine/amphetamine causing these symptoms was never considered.
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Abstract 19‐1‐09
Title: Lorazepam injection therapy at home for a patient with catatonia
Authors: Abhilasha Pandey, MD; Olga Belotserkovskaya, MD; Charles Nevels, MD
Summary: Catatonia is a state of unresponsiveness to external stimuli in a person who is apparently
awake. It is a presentation of many neuropsychiatric conditions. Lorazepam is one of the treatments of
choice for catatonia. The use of injectable lorazepam is usually in clinic or hospital settings. In our case
we used injectable lorazepam as a home treatment. This resulted in a prolonged remission from
symptoms of catatonia and minimized the relapses. The possible reasons for this improvement are
discussed.
Case Summary: Patient is a 65 year old white female with several medical conditions, but had no prior
psychiatric treatment. Her first psychiatric unit admission was about 4 years ago when patient was
stressed by life events and developed agitation, paranoia, combativeness, and hyperreligiosity. On her
first admission to psychiatry, the patient was placed on injectable Lorazepam, mood stabilizers, and
antipsychotics. Patient showed improvement and was send home with home with these medications.
She did well over the next 15 months with continuing outpatient treatment. Her outpatient medications
were injectable Risperdone and lorazepam. A new major stressor in patient’s life occurred and the
patient began to lose weight and became withdrawn. On this admission pt was placed on lorazepam
injections, lithium , armodafinil, Vitamin D2, Folate, and injectable Vitamin B12. The patient was
discharged with improvement risperidone 6 mg night time, lorazepam 1 mg three times a day ,
armodafinil 75 mg every morning and lithium 300 mg night time. Just 4 weeks later, the patient was
readmitted with the same symptoms. She responded very well to lorazepam 1 mg intramuscular, three
times a day. At that time, possibility of ElectroConvulsive Therapy (ECT) was discussed but declined by
the patient and her family. The patient was readmitted within 3 weeks with similar symptoms. Her Mini
Mental Status Examination (MMSE) was 15/30. A trial of aripiprazole failed. Lorazepam injections were
helpful, however when beginning a switch to oral lorazepam the patient began to regress. At this point
the patient and her family agreed for her to have a course of electroconvulsive therapy (ECT).
Unfortunately ECT was unsuccessful in relieving her symptoms in a meaningful way. The patient’s
psychiatric condition continued worsen to a point that she required help with all activities of daily livings
(ADLs). Her Mini Mental Status Examination (MMSE) was 10/30. Lorazepam was reinstated and the
patient’s antipsychotic was switched from risperidone to olanzapine. Patient seemed to respond better
on olanzapine. All attempts to change lorazepam injection to oral lorazepam led to a worsening of her
catatonic symptoms. Finally family agreed to arrange lorazepam injections at home. The patient has
continued to respond well to it. In conclusion, though this treatment seems to be unorthodox, placing
the patient on lorazepam injections at home, has allowed her a longer period of remission and
independence level of functioning.
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Abstract 19‐1‐10
Title: Treating Bipolar I Disorder in a Natural Killer Cell Deficiency Patient: A Cautionary Tale
Authors: Christopher Tidwell, MS3, Tina Jackson, MD, and Bogan Brooks, MD
Summary:
Introduction: Bipolar I disorder has an international prevalence of nearly 1% of the world’s population.
In a disorder that elevates one’s chances of committing suicide by 30 times that of the general
population, it is clear to see the necessity of implementing successful treatment of persons afflicted by
this serious mental illness. Current practice guidelines indicate that first‐line maintenance therapy
should consist of the treatment which resolved the acute manic or depressive episode. What happens
when these therapies are given as maintenance to a patient with a major primary immunodeficiency?
Case Presentation: Here, we present a 48‐year‐old Caucasian female with classical natural killer (NK) cell
deficiency type I and psychiatric diagnoses of bipolar I disorder, post‐traumatic stress disorder, and
panic disorder presenting with an acute manic episode. NK cell deficiency in this patient resulted in
severe infections with HPV, CMV, HSV, and VZV. Viral infection resulted in anal, vulvar, and skin cancers
requiring multiple rounds of chemotherapy and surgery. She presented with acute mania despite
compliance with medications. A multitude of treatments were attempted without either efficacy or
tolerability. Finally, lithium was initiated with a resolution of the patient’s mania. The question arose: if
lithium therapy was continued as guidelines suggest, what would be the long term effects on her NK cell
count and function?
Discussion/Conclusions: Knowledge of the effects of psychiatric drugs on the immune system is essential
for the practicing psychiatrist. The initial drugs that come to mind are the antipsychotic drugs, which
have been well documented to have suppressive effects on the bone marrow. Lithium, being a first‐line
therapy and mood stabilizer for patients with bipolar disorder, is an important drug to consider in our
patient, as it was the only drug that was both effective and tolerated. This report examines the body of
literature that evaluates lithium treatment and NK cells. In real human patients with mood disorders,
these effects are all challenging to tease out from the inherent effects of depressive mood disorders on
NK cells through an aberrant brain‐immune axis. Compiling all findings, it appears lithium is likely
suppressive of NK cells as a long term therapy but may boost NK cell precursors as a mitogenic agent
acutely. The take home point of this case study is not to suggest that lithium or any other successful
treatment for bipolar disorder should not be used, but rather to emphasize the importance of
considering the off‐effects of drugs that may only have significance in patients with rare disease
processes.
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Abstract 19‐1‐11
Title: Mistaken Affect – not a laughing matter: A case report pseudobulbar affect misidentified as
worsening depression.
Authors: Brad Brooks DO; Praveen Narahari MD
Summary: Pseudobulbar affect (PBA) is a disorder of emotional expression that manifests as
involuntary, and often inappropriate, spells of crying or laughter.1 These spells are characteristically
incongruent or disproportionate to a patient's current mood. PBA is known to occur secondary to
neurological conditions or insults, including amyotrophic lateral sclerosis (ALS), multiple sclerosis (MS),
stroke, and traumatic brain injury (TBI).2 PBA has been estimated to affect 1.8‐7.1 million people in the
United States, however, it remains both under‐recognized and undertreated as it can be mistaken for
depression or other mood disorders.3 Prevalence of PBA in patients with preexisting mood disorders, as
well as the pediatric population in general, remains ill‐defined and thus often presents a diagnostic
quandary. Here, we report a case of a 14‐year‐old Caucasian female with a past psychiatric history
significant for well‐treated depression who presented with acute new onset of symptoms of PBA
following a TBI. Her symptoms were initially mistaken for an exacerbation of her major depressive
disorder. The patient's principal manifestations were inappropriate and uncontrollable crying spells that
were incongruent with her emotional state. The duration of these spells were often less than 60 seconds
and occurred at a frequency of one to ten times per day. Occasionally, she would laugh in a manner
disproportionate to stimuli in conversation. A Center for Neurologic Study‐Lability Scale (CNS‐LS) was
administered with the patient subsequently scoring an 18; consistent with the clinical suspicion and
suggestive of the diagnosis of PBA.4 Our goal is to remind physicians to be vigilant to other etiologies of
crying that potentially have overlapping symptoms.5 This case highlights the challenges of diagnosing
PBA in patients with preexisting depression and displays the importance of doing a comprehensive
psychiatric evaluation to ensure both timely identification and treatment.
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