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Abstract 20-1-01

Title: Distal Trisomy 15q

Authors: Nicholas Rivers, Dusty Trotman, Janaki Nimmagadda M.D., Clinton Martin M.D.

Case:

An 8yo male with disruptive mood dysregulation disorder, intellectual disability, attention deficit disorder,
insomnia, dysmorphic features and scoliosis presented to the psychiatrist for management of his
behavior. His caretaker described a pattern of defiant and asocial behavior, including intentional
defecation around the home, scratching and threatening to harm his family, cursing outbursts, and
destructive tendencies. In addition, he has a history of head banging and household chemical ingestions.
All labs were within normal limits. Pt is in the first percentile for height and weight, has prominent thoracic
scoliosis, as well as craniofacial abnormalities including broad nasal bridge, small triangular mouth, and
micrognathia. Previous genetic analysis revealed a duplication on the long arm of chromosome 15.

Discussion:

Trisomy 15q is a rare chromosomal disorder defined by partial duplication of the distal long arm of
chromosome 15. Since originally described in 1974 by A. Fujimoto, less than 50 cases of trisomy 15q have
been reported?. Complete Trisomy 15 is a lethal condition, while mosaic and partial trisomies can be
viable3. In most cases, distal trisomy 15q is passed down from a balanced translocation in one of the
parents®. However, there have been reports of de novo duplication®.

The common clinical features of Trisomy 15q are variable but include®:

e Intellectual disability
e Distinctive head and facial abnormalities

0 Microcephaly from craniosynostosis
Abnormal frontal and occipital prominence with a sloping forehead
Micrognathia
Downward slant of palpebral fissures
Strabismus

0 Broad nasal bridge with bulbous nose
e  Growth abnormalities
e Severe scoliosis
o Heart defects
e Predisposition to hematologic malignancy®

O 00O

The location and size of the duplication determines the resulting phenotype. The gene for IGF1R is located
at 15¢26.3°. Duplication can lead to overgrowth, or in the case of our patient, interruption can lead to
undergrowth®. The long arm of chromosome 15 is also implicated in other conditions. Imprinting
abnormalities of 15q11-q13 lead to the intellectual and behavioral phenotypes of Prader-Willi and
Angelman’s syndrome’. While our patient has never undergone 1Q testing, his comorbid behavioral issues
from trisomy 15q may be due to more than intellectual disability alone.
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Abstract 20-1-02
Title: 49,XXXXY Klinefelter Syndrome
Authors: Jennifer Lamar MS3, Janaki Nimmagadda M.D., Clinton Martin M.D., Kathrine Moody M.D.

Learning Objectives:
1. Understand how 49 XXXXY Klinefelter Syndrome occurs
2. Recognize the challenges faced with 49 XXXXY Klinefelter Syndrome
3. Management and treatment options available
4. Importance of early intervention

Case Presentation: 26-year-old short, thin, Caucasian male with 49, XXXXY Klinefelter Syndrome
presented with functionally impairing hypersexuality and impulsivity. The patient underwent genetic
testing at birth after presenting with low set ears and microphallus. He had marked physical and mental
delays during childhood with an 1Q of 45. He had limited verbal skills with an inability to read, write, and
perform basic mathematics. His medical history included brittle bones treated with biweekly
Testosterone injections, olecranon abnormalities, dysmorphic facial features, recurrent upper
respiratory and urinary tract infections, anxiety, and repetitive behaviors, obsessions, and compulsions.

At 16 years, he sought treatment for hypersexuality and impulsivity, which was unresponsive to Paxil,
but well controlled with Zoloft. His current dose of Zoloft was 50 mg but his parents stated an increase
in inappropriate sexual behaviors and gestures which was impairing his sleep, public decency, and
volunteer employment. During the interview he was quiet and timid, shielding his face with his hands.

Discussion: 49, XXXXY Klinefelter Syndrome occurs from random double maternal nondisjunction. It is
the rarest and most severe form of Klinefelter Syndrome. Although there are common features among
all Klinefelter variants, each additional X chromosome alters the phenotype. In additional to dysmorphic
facial features, short stature, musculoskeletal abnormalities, these individuals have a significant decline
in cognitive function, marked impairment in communication and social skills, and fluctuating behavioral
issues. Care for these individuals requires a multi-disciplinary approach. Albeit they have cognitive
impairments, these individuals have normal non-verbal skills and visual perception leaving these
individuals with a discordance between receptive and expressive communication skills. Issues such as
impulsivity, irritability, hyperactivity, anxiety, temper outbursts, and obsessive-compulsive behaviors are
commonly reported. With delayed speech and motor development, early interventions are imperative
to promote healthy alternative ways of learning and interacting with society. Using sign language as a
means of communication and implementing mostly visual and constructive tasks as a learning style may
lessen the behavioral patterns experienced by these individuals. Pharmacological therapies are effective



for moderate to severe behavioral problems, but early intervention with consistent behavior
management based on a reward system is the most effective therapy.

Abstract 20-1-03
Title: Autonomic nervous system dysfunction in autism spectrum disorder
Authors: Shyla Hossain, MA; Tina Jackson, MD; Sandra Parker, MD.

Summary: Autism spectrum disorder is associated with autonomic nervous system dysfunction.
Patients with autism may not physiologically respond in the expected manner during times of stress or
illness. Therefore, acute clinicians must be alert to the subtle (and sometimes not so subtle) differences
seen in diagnostic indicators and clinical signs while assessing these patients.

We present a case of a 17-year-old African-American male with autism who presented to the PICU with
septic shock. He was treated for his illness and, despite showing overall improvement, continued to
have tachycardia. The primary team consulted with psychiatry to request consideration of
discontinuation of his antipsychotics in order to normalize his heart rate.
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Abstract 20-1-04
Title: A Case of Tourette’s Disorder
Authors: Meghana Gaini, Janaki Nimmagadda M.D., Clinton Martin M.D.

Summary: The patient is a 6-year-old boy with a past medical history of ADHD who is seen for the
management of severe tics and behavior problems. His symptoms began at 3 years of age and at age 5,
he had to be pulled out of public school due to worsening behavior problems. He currently suffers from
both motor and vocal tics, characterized by neck jerking and humming. The tics are worsened by stress.
He was first prescribed methylphenidate for his ADHD symptoms. At a follow up visit, his parents noted
that since starting the medication, his tics had worsened. He was then prescribed guanfacine as an
adjunct to the methylphenidate, which improved the severity of the tics. At his fourth clinical visit, the
patient and his father unfortunately noted that his tics had returned to full severity and the neck jerks
were causing the child pain, which prompted a referral for HRT.

The optimal management of tic disorders should address a patient’s hierarchy of impairments. A
physician’s focus should be on treating the most socially and occupationally debilitating condition, which



is usually the comorbid condition, such as ADHD or OCD, and then continuing to monitor the child’s tics.
Medications approved for the management of tics include 1°t and 2nd generation antipsychotics. Alpha-
2 adrenergic agonists, such as clonidine and guanfacine are indicated for the treatment of tics and
comorbid ADHD. Some patients have described worsening of their tics due to stimulant treatment for
ADHD, but this association has not been proven in the literature. In addition to medication, it is very
important to educate the family and teachers about the course and the prognosis of tic disorders.
Treatment planning should include accommodations in the classroom such as an Individualized
Education Plan/504 Plan. Children with moderate to severe tics and/or have comorbid conditions that
respond to behavioral therapy should be considered for Comprehensive Behavioral Intervention for Tics
(Habit Reversal Training), which entails awareness training, developing a competing response to the
urge to tic, and social support. This service has been shown to significantly reduce tic severity and
improve function.
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Abstract 20-1-05

Title: In search of ‘Pixie Dust’: Neuropsychiatric sequelae of Williams syndrome and its treatment

Authors: Darshana Pai, M.D.; Lori Lowthert, M.D.

Introduction:

Amongst genetic disorders, Williams syndrome (WS) is rare with a prevalence of 1 in 20000%. Williams
syndrome is a sporadically occurring rare developmental disorder characterized by hemizygous deletion
of approximately 25-28 genes on chromosome 7q11.232. Individuals with WS have distinct phenotype of
dysmorphic facies also known as elfin or pixie facies, cardiovascular disease, mental retardation, a
characteristic cognitive profile and idiopathic hypercalcemia. The deleted portion of the chromosome
includes ELN gene which codes for structural protein elastin, an important component of elastic fibers
found in many connective tissue organs. In WS individuals tend to be hyper sociable, very friendly and
empathetic3. Anxiety is one of the most dominant features of WS with prevalence ranging from 16.5-82.2
%*°, with considerable variability in prevalence estimates, possibly due to methodological differences®.
There is limited literature on the pharmacologic treatment of anxiety in WS.

We describe the case of a middle-aged male with WS who presented with suicidal ideation, Attention
Deficit Hyperactivity disorder (ADHD) and marked anxiety which was successfully treated with Bupropion.

Case presentation:
A 41-year-old male presented was referred from ER to our hospital for evaluation of suicidal ideation. He
had depressed mood, anhedonia, decreased appetite, insomnia, marked anxiety, lack of concentration,



feelings of worthlessness, low self esteem and suicidal ideation. He had an ongoing stressor of strained
interpersonal relation with his wife who filed for divorce. There were some concerns raised by the patient
that his wife could be cheating on him which appeared like obsessional jealousy but did not appear
delusional in intensity. He had dysmorphic facial features such as stellate iris, up slanting palpebral
fissures, depressed nasal bridge, broad nose, smooth philtrum, poor dentition, retrognathia, prominent
ear lobes which raised concern for William syndrome (WS). He was diagnosed with ADHD in childhood,
heart murmur, hypertension, anxiety symptoms and cognitive deficits in adult life which go in favor of
WS. He would hear music and different songs all the time in his brain, which were distinct from
hallucinations. These helped him cope with stress which is consistent with the pattern seen in WS. He was
diagnosed initially with unspecified mood disorder which was later changed to major depressive disorder
with anxious distress, ADHD, combined type, Neuropsychiatric sequelae of WS, other specified obsessive-
compulsive and related disorder (obsessional jealousy type). The laboratory findings at the time of
admission were significant for positive cannabinoids on urine drug screen and rest of the lab values were
within normal limits including serum calcium. As per the past records, EEG was normal and cardiac ECHO
showed mild tricuspid insufficiency with normal ejection fraction. Psychological testing revealed
significantly impaired attention and concentration, slow processing speed and intelligence in the lower
normal range. During hospitalization, he did not display any overt psychotic symptoms. He was initiated
on trazodone 100 mg at bedtime for insomnia and bupropion XL 150 mg daily for depression, anxiety and
to help with ADHD. He also received individual and group therapy. He reported improvement in insomnia,
anxiety and depression.

Discussion:

The rarity of WS precludes its diagnosis in routine psychiatric presentations. This patient had morphology
and behavioral patterns seen in WS such as hypersociability, dysmorphic facies, anxiety, cognitive deficits,
learning disorder and ADHD in childhood. However, our diagnosis of WS was mainly clinical based. This
diagnosis can be confirmed by fluorescent in-situ hybridization (FISH) studies. WS has autosomal
dominant inheritance, thus, has genetic implications. The patient was informed about the heritability and
advised to seek genetic counselling services. This patient had predominant mood, anxiety and ADHD
symptoms for which we decided to choose bupropion as patient had a good response to it in the past and
it would target some ADHD symptoms. There is evidence on effectiveness of Bupropion in the treatment
of ADHD in adults’. In our literature review, there are not many studies on treatment of anxiety and
depression in WS.

Conclusion:

We described a rare case of WS with anxiety and co-morbid ADHD which was treated with Bupropion.
There are cases of Generalized Anxiety Disorder that have been treated with Buspirone®. However, in our
literature search we did not come across Bupropion as a treatment of anxiety in WS. This finding may
need further validation by systematic studies. This case emphasizes the importance to look for the
presence of congenital syndromes that could manifest with psychiatric symptoms.
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Abstract 20-1-06
Title: Antidepressant choice in hepatic dysfunction
Authors: Morgan Read, Clinton Martin, M.D. FAPA, UAB Huntsville Department of Psychiatry

Learning Objective: To investigate the literature for dosing adjustment and best therapy for treatment
of depression in patients with chronic liver disease.

Case Presentation: This review was inspired by a 62-year-old patient with stage IV liver cirrhosis,
uncontrolled diabetes mellitus and additional comorbidities. The patient was experiencing an increase in
depressive symptoms: low energy, trouble sleeping, irritable mood, anhedonia, and helplessness.
Currently taking Duloxetine 30 mg three times per day.

Discussion: Liver function has dynamic effects on pharmacokinetics: biotransformation, plasma protein
binding, liver blood flow, and biliary excretion. CYP450 is the major player in antidepressant metabolism
and is variably affected in CLD patients. Mirtazapine is a preferred antidepressant for liver failure
patients. It demonstrates ~33% reduction in clearance and increase in half life. Start with 50% normal
dose and mindful titration. SSRI with appropriate dose adjustments are also preferred. Liver transplant
patients require different considerations, focusing more on drug interactions and analyzing drug-specific
effects on the P450. Escitalopram is widely recognized for its safety in respect to drug interactions and
can be useful in OLT patients with extensive medication lists. Suggest dosing in normal loading dose with
a 50% decrease in maintenance dose vs hepatic healthy patients.
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Abstract 20-1-07
Title: The Mind-Body Connection: Managing Depression in Patients with Crohn’s Disease
Authors: Amy Hudson, MS3; Clinton Martin, MD

Introduction:

Recent research indicates depression and Crohn’s disease may share a similar pathophysiology.!
Patients with Crohn’s disease tend to have higher rates of anxiety and depression compared to the
general population.? Pediatric patients are especially prone to developing depression and anxiety after
diagnosis.? Higher rates of anxiety and depression are associated with patients in active disease rather
than patients in remission.*> Antidepressant use is associated with fewer relapses in disease activity.*®
However, screening for psychiatric illness is not a part of standard IBD treatment. Adequate
management of both Crohn’s disease and depression/anxiety may lead to a more benign disease course
and relief of psychiatric symptoms

Case Presentation:

A 17-year-old Caucasian female with a history of Crohn’s disease (CD) presented for an initial psychiatric
evaluation with worsening depression over the past few months. No specific trigger for depression was
identified. Depressed mood was associated with increased irritability causing interpersonal conflicts,
increased weight gain, sedation, decreased concentration, and low self-esteem.

Patient was diagnosed with Crohn’s disease at 13 years old. She was given prednisone to induce CD
remission. While taking prednisone, she had a psychotic episode requiring hospitalization. Complicating
her case, she had a family history of bipolar disorder. Due to concerns of distinguishing between steroid-
induced psychosis and the first presentation of bipolar disorder, she was previously treated with
antipsychotics. Additionally, previous trials of SSRIs to treat depression seemed to worsen her mood
symptoms.

Over the course of 6 months since her initial evaluation, the patient has been treated with bupropion
and lamotrigine and has experienced fewer depressive symptoms. She reports her mood has improved,
along with her social anxiety, resulting in enhanced work performance. Her most recent PHQ-A
assessment scaled her depression as a 6 out of a 27-point scoring system, indicating mild depression.

Discussion:

The etiology of Crohn’s disease is theorized as an abnormal inflammatory response to commensal
bacteria in the gastrointestinal tract. TNF-alpha is a pro-inflammatory cytokine elevated with depression
and Crohn’s disease.” Bupropion increases monoaminergic and dopaminergic tone by increasing
intracellular cAMP and is hypothesized to lower TNF-alpha levels through this mechanism. Bupropion
has been associated with inducing remission in CD and other autoimmune diseases.”® Clinical studies
reveal that antidepressant usage in patients with CD improved remission rates.® These findings suggest
patients should be screened for depression and anxiety at the time of initial diagnosis and during active
flare-ups. Clinicians should consider bupropion as a possible first line treatment for managing
depression in patients with CD.2
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Abstract 20-1-08
Title: The Ketogenic Diet as a Treatment for Schizophrenia?
Authors: Anthony Picco, OMS3, Lori Lowthert, MD

Summary: Schizophrenia affects 1% of the population and is a debilitating disease. The mainstay of
treatment focuses on targeting excess dopamine in the brain, but recent research suggests that glucose
tolerance and insulin resistance abnormalities may also play a role. The ketogenic diet is a low
carbohydrate, medium protein, high fat diet in which the body uses ketone bodies instead of glucose as
the primary energy source. Several case studies have been reported over the years where patients have
experienced remission of longstanding psychotic symptoms with the diet, some even tapering off all of
their antipsychotic medications. The mechanism of action of the diet is still not completely understood.
Some hypothesize that it helps increase the GABA:glutamate ratio to help compensate for the GABA
depleted schizophrenic brain. Others note the diet has been proven effective for treatment-resistant
epilepsy, and anti-epileptic medications are well known to be efficacious in the treatment of psychiatric
disorders. Studies using mouse models of schizophrenia have also shown that that the metabolic
changes induced by the ketogenic diet may be therapeutic for pathologic behaviors seen in the disease.
Although there are no completed randomized clinical trials with humans, one such trial is in the works
and is expected to be completed by the end of 2020. This is a review of the available literature on this
topic.
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Abstract 20-1-9

Title: Is it time to add sleep studies to mental health workups?
Authors: Brooks Burns, MS; Tina Jackson, MD; William B. Brooks, MD.

Summary: It is well known that psychiatric patients do not receive services for medical comorbidities at
the same rate as other patients. It is becoming more evident that patients with severe mental illnesses
are at an increased risk for disordered sleep. Research in sleep medicine raises compelling questions
about whether sleep evaluations may be warranted as part of the initial work up for some psychiatric
patients.

We present a case of a 25 yo AAM who presented to the outpatient psychiatric clinic with his first
psychotic episode. He was minimally responsive to treatment with medications and continued to have
frequent suicidal gestures and emergency room visits. He self-referred for a sleep study and was
diagnosed with central sleep apnea. After initiating CPAP his mental health status stabilized quickly and
he has been maintained on a low dose antipsychotic along with continued CPAP.

In addition, an informal survey of psychiatrists was performed on a social media platform asking about
current practices in monitoring formal sleep evaluations.
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Abstract 20-1-10

Title: Post-Traumatic Growth and Its Association with Delay Discounting

Authors: Kara Kilpatrick, MD; Mai Nguyen, BA; Justin Strickland, PhD; Craig Rush, PhD;
Amy Meadows, MD

Summary:

Introduction:

Delay discounting has been shown to be related to substance use, gambling, traumatic events,
and increased health care costs. Post-traumatic growth has been studied as a potential indicator
of well-being after trauma, but little research exists correlating post-traumatic growth and delay
discounting. We hypothesized an increase in post-traumatic growth would be associated with
decreased delay discounting.

Methods:

Participants were recruited using Amazon.com Mechanical Turk (mTurk), an online
crowdsourcing platform. For eligibility, participants were required to have a 99% prior task
approval rate, be living in the United States, age 18+, and have completed at least 500 HITs prior
tasks. In 8/2019, 560 participants were recruited and completed all study measures, including the
Post-Traumatic Growth Inventory and the Monetary Choice Questionnaire, a validated measure
of delay discounting. The University of Kentucky Medical IRB reviewed and approved all study
procedures. Post- traumatic growth inventory scores were categorized into 2 groups: =50 and
=49. One-way ANOVA determined group differences between delay discounting and post-
traumatic growth inventory scores.

Results:

This was a primary data analysis from 560 adults (age 37.09+10.95 years, 45% female). Results
demonstrated adults who reported high post- traumatic growth inventory had significantly higher
delay discounting (F (1, 558) = 8.02, p=.005).

Discussion:

Outcomes associated with post-traumatic growth include reductions in psychopathology and
increases in well-being and wisdom. In this analysis, however, higher post-traumatic growth was
associated with increased delay discounting, which was unexpected. Further work is needed to
better understand trauma and post-traumatic growth effects on delay discounting.

Abstract 20-1-11

Title: Pediatric SSRI Induced Urinary Hesitancy
Authors: Raymond Moosavi M3, Shanti Ghatla MD

Summary:
Overview:
e Rates of having been diagnosed with either anxiety or depression among children aged 6-17
years has increased from 5.4% in 2003 to 8% in 2007 and to 8.4% in 2011-2012(Bitsko et al).
e Anxiety and depression have been shown to have a high concordance rate (Axelson, D. A., &
Birmaher, B).



Case:

Most all cases of anxiety and depression are treated pharmacologically, with the SSRIs being a
popular option.

The most common side effects of SSRIs include sexual dysfunction, weight gain, and sleep
disturbance (Ferguson, J. M.).

SSRIs are also a frequently unrecognized cause of the potentially distressing symptom of urinary
retention.

One study showed that urinary retention occurred in 10% of patients perscribed SSRIs and the
symptom is often severe enough to lead to the discontinuation of the medication (Choong S,
Emberton M.)

Mr.X is a 14-yo Caucasian male diagnosed with anxiety and depression. Mr.X was started on a trial of
Escitalopram 10mg PO qd. 5 days later Mr.X reported urinary hesitancy, starting with difficulties
urinating and progressing to complete urinary retention. Mr.X was taken off Escitalopram which lead to
a complete resolution of symptoms. Another SSRI, Sertraline, was started which led to alleviation of
anxiety and depression with no adverse effects of urinary retention.

Discussion:

Urinary retention is defined as impaired bladder emptying which results in residual urine post-
void.

Urinary retention is subjectively uncomfortable for the patient but can sometimes become so
severe that it leads to renal failure.

Urinary retention is immediately relieved by straight catheterization, but the root cause must
always be identified (Choong S, Emberton M).

Medication induced causes of urinary retention include tricyclic antidepressants, anticholinergic
agents, antiparkinsonian agents, antipsychotics, sympathomimetics and muscle relaxants
(Trombetta, D et al).

The SSRI Escitalopram has been theorized to promote urinary retention through several
mechanisms, including a small degree of muscarinic/cholinergic antagonism (M1), inhibition of
neurotransmitter reuptake like dopamine and norepinephrine, inhibition of the CYP enzymes,
and/or a direct effect on serotonergic neurons in Onuf’s and Raphe’s nuclei (Trombetta, D et al).
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Title: A case presentation of frontal meningioma associated treatment resistant mania
Authors: Richard Trieu, Giann Bhatt, Darshana Pai M.D., Alex Ghilezhan D.O., William J. Billet M.D.

Summary:
Introduction:

Meningiomas are the most common intracranial tumors typically arising from the dura mater
and/or pia mater. They comprise 34% of all primary brain tumors and are classified by the WHO into 3
different classifications describing their likelihood of recurrence and metastasis®*. They are one of the
most common primary central nervous system tumors with an incidence rate of 2:9000%. These tumors
are found primarily in women with a median age of diagnosis of 65 years old?. Risk factors for these
tumors are radiation exposure, NF2 patients, MEN1 patients, SMARCB1 mutations, post puberty
females, history of breast cancer, and obesity®.

Meningiomas are typically asymptomatic with mass effect due to enlargement underlying much
of the location dependent symptomatology. Headaches, nausea, vomiting, seizures, confusion, hearing
loss, muscle weakness, visual disorders, neurologic deficits, hearing loss, tinnitus are the most common
symptoms at presentation. In diagnosing, imaging is useful in generating a differential diagnoses and
localization. However, biopsy is necessary for definitive diagnosis. We report a woman presenting with
treatment refractory mania in the setting of previously diagnosed Bipolar 1 disorder. This is an
uncommon presentation for these types of tumor with less than 30 cases reported to the best of our
knowledge>'t,

Case presentation

A 55-year-old obese unkempt female presented with inappropriate behavior including
hypersexuality and acute mania requiring psychiatric evaluation. She as had multiple episodes of mania
due to noncompliance with a noted attempt at suicide at the age of 19 via loxapine overdose. Her
history is significant for diabetes mellitus, asthma, hypertension, right bundle branch block, and
pseudotumor cerebri. Her upbringing was marked by a strained interpersonal relationship amongst her
and her parents. Her family history was significant for heart disease and maternal schizophrenia treated
with chlorpromazine. Past medication trials included quetiapine, haloperidol, chlorpromazine,
divalproex sodium, lithium, oxcarbazepine, diazepam and carbamazepine.

At the time of admission, she had increased psychomotor activity, was internally stimulated, and
appeared animated with gesticulations. Her mental status exam was significant for pressured speech,
disorganized thoughts with flight of ideas, delusions of persecution via paranoia, and high distractibility.
Her mood was elevated and labile. She lacked judgement and insight and was overtly hypersexual
towards the opposite sex. On physical exam, she was hemodynamically stable. Her review of system
was significant for bilateral hand tremors. Her urine drug screen was positive for benzodiazepines and
had a prescription for zolpidem. Delirium was ruled out with routine labs that were within reference
range. Prior labs revealed an episode of hyponatremia due to oxcarbazepine.

On admission, she was started on cariprazine 3mg daily for management of mania with
psychosis and clonazepam 0.5mg BID for agitation. She improved with clonazepam 0.5mg TID, Trileptal
300mg BID, cariprazine 4.5 mg QD and was transferred to a step-down unit for further stabilization.
However, the patient did not improve with optimal dose of cariprazine which was transitioned to
guetiapine then to a trial of haloperidol and lorazepam. The patient continued to have manic symptoms
with predominant hypersexuality, initiating the need to receive frequent medications for behavioral
control throughout each trial.

Treatment resistance prompted a review of neurology record revealing a recently visualized
meningioma in the right frontal region via MRI imaging. The meningioma had grown 7 mm over 5
months noted on her last MRI. The presence of this tumor raised clinical suspicion that it could be



potentiating the manic symptoms as well contributing to treatment resistance. Overall, patient
improved with the addition of lithium 900mg allowing for the discontinuation of Ativan. However, an
abnormal lithium level of 1.3 was noted during standard follow up labs which lead to a decrease in total
dose to 750mg. Repeat lithium level paradoxically increased to 1.5 prompting discontinuation. The
Patient ultimately remained stable enough to be discharge to a group home.

Discussion:

We present a patient with refractory manic and psychotic symptoms due to a symptomatic
frontal meningioma found incidentally. Meningiomas are largely asymptomatic unless it becomes large
enough to cause mass effect to local structures. In our case the mass caused symptomatology consistent
with treatment resistant bipolar type 1 disorder with psychotic features. This case shows the importance
of thorough investigation of a patient’s history and the continual need for physicians to be detailed and
persistent in their search for an organic cause for psychiatric conditions in the context of symptoms
refractory to evidence based treatments. This case highlights It is possible for clinicians to be blindsided
by the pre-existence of psychiatric illness. Therefore, it is important to have a sufficient degree of clinical
suspicion in cases with exaggerated symptoms or treatment resistance.

References:

1. Ostrom QT, Gittleman H, Truitt G, et al. CBTRUS Statistical Report: Primary Brain and Other Central
Nervous System Tumors Diagnosed in the United States in 2011-2015. Neuro Oncol 2018; 20 Suppl 4:iv1.

2. LiuY,LiF, Zhus, et al. Clinical features and treatment of meningiomas in children: report of 12 cases and
literature review. Pediatr Neurosurg 2008; 44:112.

3. Rogers L, Barani I, Chamberlain M, et al. Meningiomas: knowledge base, treatment outcomes, and
uncertainties. A RANO review. J Neurosurg. 2015;122(1):4-23. doi:10.3171/2014.7.JNS131644

4. Buerki RA, Horbinski CM, Kruser T, Horowitz PM, James CD, Lukas RV. An overview of
meningiomas. Future Oncol. 2018;14(21):2161-2177. doi:10.2217/fon-2018-0006

5. Hussin S, Yusoff SSM, Zin FM, Ghani ARI. Frontal meningioma with psychiatric symptoms. J Family Med
Prim Care. 2018;7(1):252-254. doi:10.4103/jfmpc.jfmpc_157_17

6. Yakhmi s, Sidhu BS, Kaur J, Kaur A. Diagnosis of frontal meningioma presenting with psychiatric
symptoms. Indian J Psychiatry. 2015;57(1):91-93. doi:10.4103/0019-5545.148534

7. Hunter R, Blackwood W, Bull J. Three cases of frontal meningiomas presenting psychiatrically. Br Med J.
1968;3(5609):9-16. doi:10.1136/bmj.3.5609.9

8. Meningioma and psychiatric symptoms: A case report and brief review. Subramoniam Madhusoodanan,
Shama Patel, Jonathan Reinharth, Adam Hines, Mark Serper Ann Clin Psychiatry. 2015 May; 27(2): 126—
133.

9. Seo EH, Kim SG, Cho YS, Yoon HJ. Tuberculum sellae meningioma with possible tacrolimus neurotoxicity
manifesting as manic-like psychosis after kidney transplantation. Ann Gen Psychiatry. 2019;18:18.
Published 2019 Sep 5. doi:10.1186/s12991-019-0242-6

10. Mahapatra A, Sood M, Khandelwal SK. Multiple Meningioma in a Patient of Bipolar Disorder: The Dilemma
of Detecting Structural Brain Lesions in the Backdrop of a Long Standing Psychiatric Iliness. J Clin Diagn
Res. 2016;10(8):VD01-VDO02. doi:10.7860/JCDR/2016/18817.8332

11. Wei CP, Wang AD, Tsai MD. Resection of giant olfactory groove meningioma with extradural
devascularization. Skull Base. 2002;12(1):27-31. do0i:10.1055/s-2002-21570-1



Abstract 20-1-13

TRACKING DISTRESS AMONG UNIVERSITY OF ALABAMA AT BIRMINGHAM RESIDENTS AND FACULTY BY
THE WELL-BEING INDEX

Austin Luker, MD; Manasa Enja MD; Adriane Meadows MD; William Tennant MD; Boone Rountree DO;
Brenda Burnett DO; Taylor Preston, MD; James Meador-Woodruff, MD; Irena Bukelis, MD, The
University of Alabama at Birmingham

Introduction: Burnout is a well-established problem among physicians, which can negatively affect
doctors themselves, as well as patients, through medical errors and compromised care. The Mayo Clinic
Physician Well-Being Index is a measure shown to be useful in evaluating distress among

physicians. This study is a follow up study of data from the 2018-19 academic year where found
evidence of distress among UAB psychiatry faculty and residents by the Well-Being Index, but there was
limited sample size. This study aimed to use same Well-Being Index to measure distress among The
University of Alabama at Birmingham (UAB) residents, fellows, and faculty for the 2019-2020 academic
year and compare to the 2018-2019 data.

Methods: The Mayo Clinic Physician Well-Being Index was used as part of a university-wide electronic
survey to residents and faculty. Higher scores indicate higher distress. A cutoff of >3 was used to
quantify “high distress,” because this cutoff score has been demonstrated to correlate to increased
chances of medical error, poor quality of life, and burnout.

Results: Current results continue to be collected and analyzed, with the goal of increasing faculty and
resident participation compared to last year. These results will be compared to national data. Data
collection will conclude and be analyzed prior to presentation.

Conclusions: Burnout and distress are problems across medicine, but an often difficult to measure
problem, with selection bias and concerns about confidentiality being major barriers to data collection
and interpretation.

Abstract 20-1-14

Title: Mirtazapine Induced Nightmares in an Adult Female
Authors: Jeanetta Malone, MS-3; Samantha Lee, MS-3; Bradley Brooks, D.O.; William B. Brooks, M.D.

Abstract:

Mirtazapine is a tetracyclic noradrenergic and serotonergic atypical antidepressant that is useful in the
treatment of major depressive disorder. Previous studies have demonstrated that mirtazapine is unique
from other antidepressants in its effect on the sleep cycle, which leads to an increase in slow-wave sleep
and total sleep time. For this reason, mirtazapine has been one of the first line therapies for patients
suffering from depression and insomnia. However, recent cases suggest that mirtazapine may be
associated with vivid nightmares. We discuss the case of a 46-year-old female who presented with
depressive symptoms consistent with major depressive disorder. The patient was tried on a variety of
antidepressants with little success. She was eventually placed on mirtazapine and rapidly began
experiencing vivid nightmares of being murdered. The patient was subsequently taken off mirtazapine,
and her nightmares resolved. Nightmares are generally isolated to the REM stage of sleep architecture,
and it has been reported that patients with depression show disturbances in polysomnographic



recordings demonstrating increased REM sleep. It is hypothesized that mirtazapine’s unique effect upon
the sleep cycle in addition to the sleep disturbances present in depressive patients may lead to the
manifestation of vivid nightmares. Our case presentation demonstrates a close temporal association
suggestive of a causal role for Mirtazapine in inducing the nightmares. Clinicians should be aware of this
possible side effect of mirtazapine and monitor patients appropriately.
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