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Abstract 16-2-01

Title: Clozapine‐Induced Myocarditis: A Case Report Describing Patient’s Course and Subsequent
Rechallenge
Authors: Bradley Edmonds, BS; Serena Nimityongskul, MD; Praveen Narahari, MD
Summary: We present a potential case of mild drug‐induced myocarditis manifesting as flu‐like
symptoms and palpitations in a young patient with schizophrenia. The case describes a 23‐year‐old
woman being treated in the involuntary psychiatry unit for schizophrenia. The patient was on Geodon,
risperidone, and Haldol in the past with minimal response before we started her on clozapine. In the
second week of clozapine treatment, the patient began complaining of fever and cough productive of
green mucus. She was tachycardic and there were EKG abnormalities. On the 20th day, the patient was
sent to outside hospital due to palpitations, fever and tachycardia. EKG there showed sinus tachycardia
and normal cardiac enzymes. Patient was admitted to inpatient service where clozapine was stopped.
Transthoracic echocardiogram was normal. Endomyocardial biopsy was not performed. Patient’s
symptoms resolved two days later. Pt was started on Haldol and discharged to group home. She
relapsed within 12 weeks and was again admitted to the inpatient unit involuntarily. Patient was
rechallenged on clozapine on readmission and remained asymptomatic throughout one month of
inpatient treatment. She has continued to do well on outpatient basis for last 12 months . This case and
its subsequent rechallenge are important to appreciate the potential side effects of this medication
often used in refractory schizophrenia.
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Title: Considerations in Diagnosis of First Manic Episode Presenting with Elevated Thyroid Hormone and
Pregnancy: A Case Report
Authors: Divya Nadella, BS; Adam Ali, MD
Summary: Mania, per the Diagnostic and Statistical Manual of Mental Disorders Fifth Edition (DSM‐5),
is central to the diagnosis of Bipolar I Disorder(1), an affective illness. With a lifetime prevalence of 1%,
Bipolar I Disorder is a debilitating disease that can put the patient and others in dangerous, potentially
life‐threatening, situations(2). Prior to the diagnosis of bipolar disorder, it is common practice for the
psychiatrist to rule out any organic causes for symptoms consistent with mania, such as hyperthyroidism
as well as substance induced symptoms. In this case report, we present Ms. S, a 29 year old patient with
no past psychiatric history who, under court ordered mental evaluation, was found to meet diagnostic
criteria for a manic episode, but the etiology of which remains unclear. Complicating diagnosis includes
a positive UDS for MDMA (an amphetamine) and TSH and free T4 levels that were outside the reference
range. She was subsequently found to be pregnant and in her first trimester, which made interpreting
the thyroid abnormalities more difficult.
The purpose of this case report is to look at the underlying role that the hypothalamic‐pituitary‐thyroid
(HPT) axis plays in mania as well as in pregnancy. We consider the underlying effects of thyroid
dysfunction and its potential to trigger pathologic affective states, particularly mania(3).We will also
discuss how the HPT axis undergoes a significant change in pregnancy with increased circulating thyroid
hormone levels, altering thyroid hormone homeostasis(4). We discuss the possible role that pregnancy‐
related thyroid changes and drug abuse may have played in Ms. S’s manic presentation, as well as
explore the pathophysiology of how a defective HPT axis can mediate manic symptoms(5,6,7).
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Title: Catatonic Schizophrenia: A Case Report Highlighting Important Treatment Options
Authors: Kevin Putinta, BS; Shanthi Gatla, MD; William Billett, MD
Summary: Catatonia is the rarest presentation of schizophrenia. For the diagnosis of catatonic
schizophrenia to be made, the DSM‐V requires that a patient meet all the diagnostic criteria for
schizophrenia, in addition to at least three of the following: mutism, posturing, catalepsy, mannerism,
stupor, waxy flexibility, negativism, agitation, grimacing, echolalia, sterotypy, and echopraxia. In this
case report, the patient, Mr. T, a 33 year old Asian male, was diagnosed with catatonic schizophrenia
after being admitted to EastPointe hospital from jail. While in jail, the patient began following only
simple commands and was agitated, pacing his cell and abruptly stopping to posture for a short duration
of time. He was admitted after smearing feces on himself and his cell; he subsequently stopped
following commands to shower, began standing still with no psychomotor activity, and developed
marked alogia. Mr. T proved to be a challenge for treatment, as his symptoms persisted while on Abilify
and Ativan. The patient was then started on Rexulti and Effexor after tapering his Abilify dose. Over
time, the patient’s catatonia and negative symptoms of schizophrenia resolved completely. This case
study highlights the neurobiological rationale behind the addition of the new serotonin‐dopamine
activity modulator, Rexulti (brexpiprazole), and the serotonin‐norepinephrine reuptake inhibitor Effexor
(Venlafaxine) to the treatment regimen in this patient’s treatment‐resistant catatonic schizophrenia and
documents the resolution of his symptoms.
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Title: Tardive Dyskinesia: Management Options
Authors: David Rizk, BS; Dustin Marmalich, MD; W. Bogan Brooks, MD
Summary: Tardive Dyskinesia (TD) is a movement disorder most often caused by chronic use of central
acting dopamine blocking agents.1 The disorder usually requires at least three months use of dopamine
blocking agents such as neuroleptics or prokinetic agents. Approximately one third of patients
chronically treated with a dopamine antagonist will eventually develop dyskinesia.2 TD can resolve after
discontinuation of the offending medication or may be permanent despite best treatment efforts.
The elderly, females, and patients with coexisting brain damage are at increased risk for developing TD
while on offending medications.3 Patients with TD usually present with retrocollis and involuntary buccal
and facial movements; such movements can interfere with daily activities such as eating and dental
hygiene, leading to additional medical complications.4 TD can be treated with benzodiazepines, muscle
relaxants, dopamine depleting agents, and vitamin E, but treatment is often unsuccessful, thus
prevention is ideal.5
We report a case of a 73‐year‐old female who presented with abnormal involuntary tongue movements
after having been treated with aripiprazole. After discontinuing aripiprazole, the abnormal movements
continued and treatment with clonazepam was initiated with some improvement although not
complete resolution. Our case highlights the need for physicians to be cognizant of TD and continually
reevaluate the necessity and dosing of antipsychotics and prokinetics.
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Title: Psychosis as sequelae of paraneoplastic syndrome in Small Cell Lung Carcinoma: A psycho‐neuro‐
endocrine interface
Authors: Stephen Layfield, MS3; Christiana Wilkins, MD; Victoria Johnson, MD; My Hanh Vu, MD, MPH;
Badari Birur, MD
Summary: In 2013 more than 150,000 Americans died from all types of lung cancer. Small cell lung
cancer (SCLC) represented about 13% of all lung cancers and is notoriously associated with
paraneoplastic syndromes (PNS). Here we present an interesting case of psychosis associated with one
such PNS‐‐ ectopic Cushing syndrome of SCLC. Patient is a 56 year old African‐American male with no
prior psychiatric history and an inactive history of illicit substance use. He was diagnosed with SCLC 2
months prior to his presentation to the ER for treatment of a right arm laceration he sustained while
fighting off attackers, with high concern these individuals may have been part of hallucinatory
experiences. He also presented with well‐systematized persecutory delusions regarding his wife.
Physical assessment was notable for Cushingoid symptoms including glucose intolerance, hypertension,
hyperpigmentation, and weight gain. On 24‐hour urinary free cortisol (UFC) excretion test, cortisol level
was 48.8 mcg/dL. For psychosis, patient was started on Olanzapine titrated from 5mg to final dose of
10mg nightly. Since patient was not a surgical candidate for SCLC, he was treated with metyrapone 250
mg four times/day per endocrinology recommendations, as well as continuation of radiation therapy
throughout hospitalization. Cortisol level decreased steadily after initiation of metyrapone to 27.1
mcg/dl by time of discharge. Patient’s psychotic symptoms dramatically reduced on regimen of
olanzapine, metyrapone, and radiation therapy with apparently resolved persecutory delusions at time
patient was discharged home with his wife. This case broadens the available literature discussing this
rare crossover of medical and psychiatric management with discussion of phenomenology and possible
treatment protocols.
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Title: Megaloblastic Madness: Getting Caught in the Presentation
Authors: Haley Ballard, MD; Maridith Hollis, BA; Hays Todd, BS
Summary: Chronic psychiatric diseases often have an associated “diagnosis momentum,” which
impedes an objective evaluation of new symptoms. We present a case of a woman with known
schizophrenia who presented with signs and symptoms suggestive of relapsing psychosis, who in reality,
suffered from severe vitamin B12 deficiency. Vitamin B12 deficiency is a relatively common cause of
hematologic and neurologic dysfunction, but the severity and wide array of associated clinical features
are rarely encountered. Since it is an easily reversible condition, prompt recognition and appropriate
management are crucial. We hope to highlight the potential severity of the disease but also examine
the ways in which cognitive biases impact diagnosis and treatment of patients with comorbid psychiatric
disorders.
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Title: Neurocognitive Disorder Due to Lewy Bodies: Treatment Including Placement Options.
Authors: Mark A. Haygood, DO, MS; Grant DeFrancisco OMS‐III; Andrew Greene OMS‐III
Summary: Major neurocognitive disorder due to Lewy bodies is a type of neurocognitive disorder in the
elderly, characterized clinically by fluctuating cognitive impairment, attention deficits, visual
hallucinations, parkinsonism, and other neuropsychiatric features.1 This report will feature a case study
of an 83‐year‐old female (Mrs. X) with a case of major neurocognitive disorder due to Lewy bodies.
There are few clear cut answers on what to do with such a patient when safety concerns are present
and the patient refuses treatment. In this report, we will discuss our decision making process with
respect to treatment including placement options and associated complications. Rehabilitation,
commitment to a psychiatric facility, short term nursing facilities, long term nursing homes, and hired
caregivers for home are all explored as options. 2,3
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