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Abstract 22-2-01 

Title: Psychogenic Polydipsia induced Hyponatremia and consequent seizure in a schizophrenic patient: 
A Case Report 

Presenting Author: Shawn Chakraborty, MS-4, Alabama College of Osteopathic Medicine  

Additional Author: Lori Lowthert, MD, University of South Alabama College of Medicine Department 
of Psychiatry 

Introduction/Background: Psychogenic polydipsia (PPD) is described as polyuria and polydipsia, 
commonly seen in patients with psychiatric illness. While a clear etiology has not been established, 
excessive water intake leading to hyponatremia in psychiatry patients is not a rare event. Symptomatic 
hyponatremia has a variety of symptoms including psychosis, fatigue, seizures, coma and death; therefore 
it is imperative that psychiatrists and all physicians managing the care of psychiatric patients are 
considering a psychogenic cause of hyponatremia when establishing a differential diagnosis (1). 

Description: Ms. M is a 30-year-old Caucasian female with past medical history of schizophrenia, PTSD, 
OCD, ADHD and eating disorder who presented to the inpatient psychiatric unit in a catatonic, non-
verbal state. The patient was treated with therapeutic dose of Ativan and medically stabilized. On the 20th 
day of her admission, the patient experienced a generalized tonic-conic seizure and was admitted to the 
local hospital for workup. Per staff, prior to the incident the patient was seen drinking several cups of 
water to the point of vomiting. The patient was found to be severely hyponatremic with a sodium level 
less than 120mmol/L and endorses a history of excessive water intake both prior to and while admitted to 
the psychiatric inpatient service. The patient was readmitted to the inpatient psychiatric hospital 2 days 
after the event with CMP within normal limits. The patient was put on 1:1 watch and fluid restriction to 2 
liter was initiated. On interview, the patient noted that the urge to drink was a part of her obsessive-
compulsive habits with inability to control impulses. The patient did not have further recurrent seizure 
episodes during the rest of her hospital course. 

Discussion and Conclusion: It Is imperative that clinicians evaluate seizures in their psychiatric patients 
with an open mind, keeping both physiologic and psychogenic causes in mind. First line treatment should 
consist of strict fluid restriction with close supervision and behavioral modification while being sure to 
avoid rapid correction due to increased risk for central pontine myelinolysis (3). Polydipsia in 
schizophrenic patients is associated with decreased life-expectancy and proper conservative management 
can aid the recovery process for psychiatric patients (2).  
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Title: Voltage Gated Channel Blockage by Antidepressants in Management of Fibromyalgia 
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Introduction/Background: Duloxetine has been used as a treatment for both depression and 
fibromyalgia for some time. The mechanism of action of duloxetine has been known to be inhibition of 
serotonin and norepinephrine reuptake in the central nervous system. However, in recent years, another 
mechanism of action has been studied that better explains duloxetine’s effectiveness as a treatment for 
fibromyalgia. One study showed that duloxetine, as well as tricyclic antidepressants, can inhibit voltage 
gated sodium channels in the dorsal root ganglia more potently than in the central nervous system 
(Horishita et al). A second study furthers this notion, showing that duloxetine exhibits a concentration-
dependent resting block on channels NaV1.3 and NaV1.7, which are key in initiating and propagating 
pain signals (Rolland et al). These studies illustrate that duloxetine exhibits many similarities to a classic 
sodium channel blocker and give further insight to how duloxetine exerts its analgesic effect. 

Description: This patient is a 59-year-old female with a long history of recurrent major depressive 
disorder, fibromyalgia, generalized anxiety disorder, binge eating disorder, arthritis, and insomnia. In the 
past, she was prescribed gabapentin to treat her pain, but found it to be intolerable due to it making her 
“not feel well”.  

After trials of other medications proved to be unsatisfactory for the patient, she was started on duloxetine 
30 mg twice daily. She was determined to be a good candidate for duloxetine due to her treatment-
resistant depression and concomitant fibromyalgia that also persisted despite treatment. 

Discussion and Conclusion: Duloxetine has been found to have a ≥30% reduction in the Brief Pain 
Inventory average pain severity score (Arnold, et al). “The 11-item Brief Pain Inventory was developed 
by the Pain Research Group of the World Health Organization Collaborating Centre for Symptom 
Evaluation in Cancer Care for assessment of pain intensity, functional interference and pain relief with 
analgesics” (From: Encyclopedia of Cancer [Third Edition], 2019). When compared to other treatment 
options such as pregabalin for concomitant treatment of depression and fibromyalgia, duloxetine was 
shown to have increased efficacy for the treatment of pain (Bidari, et al). Studies have shown that 
duloxetine is a safe and tolerable option for patients dealing with depression (Hudson, et al), fibromyalgia 
(Mease, et al), or both. Duloxetine has also been shown to have a similar efficacy to the tricyclic 
antidepressant drug class. However, amitriptyline was found to the be the most potent at blocking sodium 
channels involved in initiating and propagating pain, particularly NaV1.7 with an IC50 of 4.6 compared 
to duloxetine’s IC50 of 11.7. 

Although duloxetine is not as potent as amitriptyline, its side effect profile may be more tolerable for 
patients and is a viable option for treating patients with depression, fibromyalgia, or both. 
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Title: L-Methylfolate Augmentation in the Treatment of Refractory Depression 
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Introduction/Background: Over 60% of patients with major depressive disorder (MDD) fail to 
experience a complete remission of symptoms following their first antidepressant treatment [1]. Increased 
body weight and obesity are positively associated with an increased risk of MDD and poorer response to 
antidepressant treatment [2]. Papakostas et al. shows that adjunctive treatment with L-methylfolate 15 
mg/day has shown significantly greater efficacy compared to placebo with continued SSRI therapy plus 
placebo in response rate and degree of change in depression symptom score [3]. Prior research has shown 
that the response rate to L-methylfolate augmented with SSRIs was moderated by baseline obesity. Obese 
patients (BMI ≥ 30) with MDD had a greater response than patients who were not obese [4 & 5]. 

Description: Patient is a 61-year-old female with MDD, GAD, and insomnia with comorbid obesity. She 
denies suicidal ideation, but states she has difficulty functioning and performing activities of daily living. 
She has treatment resistant depression due to failing cognitive behavior therapy, ≥ 2 antidepressant 
medications, and transcranial magnetic stimulation. Current treatment regimen includes Abilify 5 MG, 
Bupropion 300 MG, Duloxetine 60 MG BID, and Ambien 12.5 MG. Patient was started on 7.5 MG L- 
methylfolate due to treatment resistant depression and BMI ≥ 30. 

Discussion and Conclusion: L-Methylfolate augmentation with SSRIs can be a useful adjunctive 
treatment strategy for patients with major depressive disorder who have not responded to SSRIs and have 
a BMI ≥ 30. In Papakostas et al. study, the number needed to treat for response was 6 in favor L-
methylfolate. Other augmentation strategies for treatment resistant depression are 31 for atypical 
antipsychotics and 32 for lithium [3]. L-methylfolate is relatively well tolerated. There is no statistically 
difference in change in weight, heart rate, or blood pressure between L-methylfolate and placebo [3]. 
Using L-methylfolate in patients who have a BMI ≥ 30 could lead to personalize medicine when 
addressing treatment resistance depression. More studies need to be conducted to explore if L-
methylfolate would be an effective adjunctive therapy for other classes of antidepressant and whether 
higher dosages of L-methylfolate would result in different outcomes compared to 15 mg/day. 
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Title: Paradoxical Depression with Phentermine 
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Martin, M.D.: UABHSOM Psychiatry Department 

Introduction/Background: Phentermine is an FDA approved medication for the treatment of obesity. It 
is It is a sympathomimetic amine that acts similarly to amphetamines that increase release of dopamine 
and norepinephrine. It has no known effects on serotonin. [1] It is approved for short-term, 12-week 
course of therapy due to the potential for addiction. Results vary from mild to modest reduction in weight 
with Phentermine alone. It has also been studied in combination with Topiramate and Orlistat. [1] Studies 
with the combination of Phentermine and Topiramate have shown statistically significant weight 
reduction in comparison to placebo. [2] In a double-blind, placebo-controlled study of 68 individuals the 
only statistically significant side effects of Phentermine were dry mouth (p = 0.001) and insomnia (p = 
0.004). Reports of mood changes were equal in both groups. [3] 

Description: 58-year-old male with no previous known psychiatric history, with a genetic vulnerability of 
bipolar illness in his biological mother, developed new onset depressive symptoms after being treated 
with phentermine. He also has associated anxiety and uses alprazolam as needed.  He is very hesitant to 
come off of his medications bupropion and oxcarbazepine due to the severity of his depressive episode.  
He is no longer on phentermine. 

Discussion and Conclusion: In current understanding of depression, there is decreased serotonin, 
norepinephrine, and dopamine, which has been used as a target of medications. SNRIs, Buproprion, and 
Mirtazapine are antidepressants that have an effect of increasing NE concentration in the treatment of 
depression [4] The use of amphetamines in treatment of depression has been studied, especially in the 
elderly population. Lavrensky, et. al demonstrated that the use of methylphenidate, alone and in 
combination with citalopram decreased depression scores in the elderly quicker than citalopram alone. [5] 
Additional research is needed to determine the role of Phentermine in rates of depression as well as 
mechanism, which is not currently well understood. Further research could warrant an additional advisory 
to patients regarding potential mood changes as a result of the medication. 
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Title: Application of Pharmacogenetics in Pediatric Psychiatry 

Presenting Author: Bethany Langner, MS-3, UABHSOM  

Additional Authors: Gabrielle Willhelm MS-4, Janaki Nimmagadda, MD: UABHSOM 

Introduction/Background: The use of pharmacogenetics in clinical psychiatry practice has become 
increasingly common, especially in treatment-resistant patients. Prior studies in children have shown that 
certain gene polymorphisms are linked to a higher incidence of undesirable side effects.1 In this case 
report, we will discuss a case of utilizing pharmacogenetics in a pediatric patient with a history of 
treatment resistance and severe side effects. 

Description: A 19-year-old otherwise healthy female initially presented two years ago for symptoms of 
anxiety and depression. Her symptoms were resistant to treatment despite multiple medication trials. She 
was also later diagnosed with ADHD and Tic Disorder. 

Her results showed mutations in the Solute Carrier Family 6 member 4 (SLC6A4) gene, which encodes 
an integral membrane protein that transports the neurotransmitter serotonin from synaptic spaces into 
presynaptic neurons. The patient also had reduced activity of Cytochrome P450 Family 2 subfamily B 
member 6 (CYP2B6*6) allele, resulting in an intermediate metabolizer phenotype. She had a duplication 
of the Cytochrome P450 Family 2 subfamily D member 6 (CYP2D6) gene, classifying her as an 
“ultrarapid metabolizer,” which occurs in roughly 1-2% of the population.2 

The CYP2D6 gene product is responsible for metabolism of many different psychiatric medications, 
including SSRIs, tricyclic antidepressants, antipsychotics, and anxiolytics. This left the patient with 
limited therapeutic options. 

Discussion and Conclusion: Clinicians should keep in mind that while pharmacokinetic genes like 
CYP2D6 affect drug metabolism, lack of drug-gene interaction does not necessarily predict clinical 
response.3 For example, Oxcarbazepine and Desvenlafaxine did not offer any positive effects even though 
they were in the “Use as Directed” category in this patient’s gene studies. More research should be done 
to determine clinical efficacy of pharmacogenetics in pediatric populations. 
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Title: Semaglutide as a Possible Therapy in Binge Eating Disorder? 
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Introduction/Background: Binge eating disorder (BED) is the most common eating disorder among 
adults in the United States[1]. The multifactorial etiology of BED makes it the most frequent eating 
disorder associated with significant physical and psychological comorbidities[2,3]. Despite this fact, less 
than half of those diagnosed with BED seek treatment[1]. First line treatment for BED is cognitive 
behavioral therapy[3]. First line pharmacotherapy is topiramate, followed by lisdexamfetamine[3]. The 
optimal treatment regimen for BED is currently unknown and likely highly individualized due to the 
complex etiology of the illness. 

Description: The patient is a 50-year-old female with a history of binge eating disorder, generalized 
anxiety disorder, insomnia, major depressive disorder, attention-deficit/hyperactivity disorder, and morbid 
obesity (BMI > 40). Treatment attempts to control weight and binge eating included sleeve gastrectomy, 
Adderall, then Vyvanse (lisdexamfetamine). Her biggest stressor is work and maintaining boundaries 
associated with her work hours. After work, she struggles to maintain motivation to care for her children. 
Vyvanse has aided her in curbing day-time binges, however, when it wears off in the evenings she 
experiences significant amounts of anxiety, resulting in uncontrollable binges. In March 2022, the patient 
began Wegovy (semaglutide) weight loss medication. She reported that the medication has helped curb 
her binge eating episodes and she had gained little weight since beginning the regimen. When she 
presented 3 months later, she reported she had lost 50lbs, was better managing work related stress, and 
even enjoyed a weekend out with her family. The patient attributes this significant improvement to the 
semaglutide. 

Discussion and Conclusion: Few options are available for patients struggling with binge-eating disorder. 
First line treatment is psychotherapy. For those with little access to psychotherapy, pharmacotherapy 
becomes the mainstay of treatment. The ideal treatment for BED also addresses a patient’s individual and 
environmental risk factors. Semaglutide is a GLP-1 (glucagon-like peptide 1) receptor agonist, which 
works on the brain to reduced appetite, palatability, and food intake[4]. The SUSTAIN-6 (Semaglutide 
Unabated Sustainability in Treatment of Type 2 Diabetes) trial demonstrated that semaglutide lowered the 
risk of death from cardiovascular causes by 26%[5]. This could prove highly beneficial in a population 
suffering from multiple comorbidities. Semaglutide can be used for long term weight management[4]. 
Similar medications could prove to be efficacious in managing BED, however, more research is needed in 
this population. 
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Title: Transcranial Magnetic Stimulation Treatment for Medication Resistant Depression 
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Psychiatry 

Introduction/Background: Approximately 30% of patients with Major Depressive Disorder have 
treatment-resistant depression (TRD). TRD is defined as depression that fails to respond to at least 2 or 
more pharmacological therapeutic trials. Several alternatives have been implicated for TRD. ECT, TMS, 
Nasal Ketamine, and others have shown efficacy in leading to remission of major depression. Of the 
many, Transcranial Magnetic Stimulation proves to be a very effective option with a 70 percent remission 
rate, minimal safety concerns, and more recently widespread affordability 

Description: 45-year-old woman with chronic depression, that has been treatment resistant to SSRIs, 
newer antidepressants combination with mood stabilizers.  She received 24 treatments of TMS and is 
being managed on maintenance treatment of combination SSRI medication and mood stabilizer. 

Discussion and Conclusion: TMS modulates neural circuit activity in the prefrontal cerebral cortex. It 
works in an excitatory or inhibitory fashion by providing magnetic pulses of high or low frequencies to a 
specific area of the brain. For depression, an excitatory, higher frequency such as 10 Hz is used; a 1 Hz 
inhibitory frequency can be used to treat anxiety.  For example, a full TMS treatment session for 
depression may consist of a 10 Hz frequency where 40 rapid pulses are delivered over 4 seconds 
repeatedly for 75 times every 11 seconds.  While the functions and settings for TMS frequencies and 
pulses can vary, the goal is to stimulate deeper neurons in the brain which have been under functioning 
and contributing to depression.  Contrary to ECT, TMS procedures do not require general anesthesia and 
only take approximately 30 minutes per session; thus, TMS can fit more easily into one’s daily schedule. 
Compared to ECT, TMS has a milder side effect profile, mostly limited to mild tapping scalp pain or 
discomfort during treatment. 

Standard patients achieve response, and often remission, after 30 sessions over the course of 6 weeks, but 
treatment is customizable to extend beyond that timeframe.  In patients with concurrent depression and 
anxiety, TMS can be applied bilaterally and at varying frequencies to target both problems during each 
session. TMS is a cost-effective method for managing treatment-resistant depression and is covered by 
most insurances. 
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Title: A case of Parkinson’s Disease Psychosis treated with Pimavanserin, novel 5-HT2A/C  receptor 
inverse agonist 
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Introduction/Background: Parkinson’s disease related psychosis (PDP) can occur early or later in the 
course of the disease and is comprised of well-formed visual hallucinations, presence hallucinations, 
persecution delusions, and preservation of insight. It is important to differentiate PDP from other primary 
psychiatric disorders, specifically if the patient is experiencing auditory hallucinations. Initial treatment 
involves withdrawing or reducing dopaminergic medications and assuming the risk of worsening motor 
symptoms with this reduction. As second-generation antipsychotics, clozapine and quetiapine have been 
considered due to their lack of interaction with the D2 receptor, despite the risk of extrapyramidal 
symptoms. However, the risk of agranulocytosis when treated with clozapine is considered too high and 
quetiapine has not been proven more efficacious than placebo. Pimavanserin was developed to be a 
specific 5-HT2A/C  receptor inverse agonist with no activity at the dopamine receptors. 

Description: A 75-year-old woman was diagnosed with Parkinson’s disease after family noticed the 
classic signs of shuffling gait, resting tremor, and bradykinesia. She was started on Sinemet 25-100 TID 
at this time. 8 years after this diagnosis, she began seeing children running throughout her house that she 
did not recognize. These occasional episodes increased to daily frequency over the course of months, and 
she was then started on Pimavanserin 34mg qd. After being on this medication for the last 3 years, her 
husband states that these episodes will occur at most once per month. 

Discussion and Conclusion: PDP is a major sequela of Parkinson’s disease with poorly understood 
pathophysiology. Targeting of the serotonergic system has shown benefit in PDP and other patients with 
psychotic symptoms. Second generation antipsychotics such as clozapine and quetiapine have been used 
in the past, despite the potential for worsening motor symptoms. Until recently, clozapine has been the 
best choice for PDP due to its effectiveness at lower doses. However, frequent blood monitoring remains 
a stumbling block for most patients. Pimavanserin is the only novel drug developed specifically to treat 
psychosis through the 5-HT2A/C  receptor. Pimavanserin has demonstrated efficacy in randomized, 
placebo-controlled trials without worsening of motor function. 
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Introduction/Background: The Social Determinants of Health (SDoH) are defined by the World Health 
Organization as “the conditions by which people are born, grow, live, work and age.” [1] Most studies on 
the Social Determinants of Health are performed with adult populations in mind, with results extrapolated 
to the pediatric population. Strong evidence exists worldwide that individuals in poverty, with poor 
education, and with increased Adverse Childhood Experiences (ACE) have more health problems and die 
earlier than those with more income, more education, and fewer ACE’s[2,3] . In this report, we will 
discuss the use of clinic-based psychosocial screening tools and referral systems to assess the Social 
Determinants of Health in a pediatric population. 

Description: An 18 YOF with diagnosis of Autism Spectrum Disorder comes into clinic with her mother 
for behavioral concerns. Mother is an unemployed single parent. Father died several years ago secondary 
to mental illness. Mother has had difficulty with transportation. She has quit her job to take care of her 
daughter due to multiple behavioral concerns which have led to mother picking daughter up from school 
multiple times. The patient has recently qualified to receive disability benefits, which has helped the 
patient have access to better food and plan a few activities outside the home. 

Discussion and Conclusion: Increased number of ACE’s are associated with premature mortality[3]. The 
simple screening question “Do you ever have difficulty making ends meet at the end of the month?” is 
98% sensitive and 64% specific for identifying patients living below the poverty line[4]. 

Clinic-based referral systems have been shown to increase mothers’ access to childcare, fuel assistance 
programs, and employment[5]. Research indicates that the SDoH have an 80% higher impact on 
population health than healthcare. Data shows that a higher ratio of social service spending versus 
healthcare spending results in improved population health.[4] Screening and referring to appropriate 
resources indirectly improves patient’s health outcomes by assessing the SDoH.  

In conclusion, psychosocial screening tools and referral systems are an effective method to assist 
providers in addressing SDoH in the pediatric population. More research should be performed on health 
outcomes of clinic-based social intervention in the pediatric population. 
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Introduction/Background: Major Depressive Disorder (MDD) can have multiple etiologies leading to 
the disease. In particular, 25-30% of ischemic strokes have been linked to immediate or delayed vascular 
dementia with depression being one of the most common psychological symptoms.1,2 Obstructive sleep 
apnea has also demonstrated significant overlap with depressive symptoms and decreased attention, 
working memory, and executive functions.3  

When a patient presents with multiple etiologies that could contribute to MDD, it becomes difficult to 
find a treatment protocol. The literature lacks an approach to these patients, which makes treatment 
options reliant on anecdotal and case series reports. 

Description: In this case, a 76-year-old male presented to the clinic with concerns of excessive sleep 
greater than sixteen hours per day, weight loss, severe anhedonia, guilt, poor appetite, lack of motivation, 
and fatigue. His past medical history was significant for a transient ischemic attack, vascular type 
degenerative dementia, obstructive sleep apnea, hypertension, and recurrent major depressive disorder. 
PHQ-9, GAD-7, and MMSE scores were 16/27, 6/21, and 27/30, respectively.  

Mental status examination revealed a well-nourished and appropriately dressed male. Muscle strength and 
tone were both 5/5. Patient was alert and oriented to person, place, time and situation, except for date and 
day of the week. Patient’s speech was slow with sparse content. He reports his mood as “mad”. He had 
restricted affect with mood congruence. Attention, concentration, immediate memory, and remote 
memory were intact. 

Results from an MRI without contrast demonstrated extensive white matter disease in both cerebral 
hemispheres. Results from a sleep study demonstrated moderate sleep apnea with no REM sleep. The 
patient was started on Trintillex 5mg daily and given education on sleep hygiene. He also obtained a 
CPAP machine. 

Discussion and Conclusion: In the case of multifactorial depression, the literature lacks a treatment 
algorithm to follow. This case report highlights a documented treatment approach in these patients who 
have multiple etiologies contributing to the disease. Further reporting of treatment outcomes associated 
with OSA and vascular dementia would be helpful to evaluate effective treatment strategies for 
multifactorial disease presentations. 
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Title: Lance-Adams Syndrome in a psychiatric patient 
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Introduction/Background: Post-hypoxic myoclonus (PHM) is characterized by myoclonic jerks 
following an episode of hypoxia. The myoclonic jerks may be mistaken for antipsychotic-induced 
extrapyramidal symptoms (EPS) in patients taking these medications. While EPS can present as 
myoclonus, chronic PHM, or Lance-Adams Syndrome (LAS), presents days to weeks following hypoxia 
and cardiopulmonary resuscitation. We present a patient who was initially evaluated for antipsychotic-
induced EPS, but was ultimately diagnosed with LAS. 

Description: A 64-year-old male with vocal cord near-paralysis and delusion disorder was admitted to 
the medical floor for worsening stridor and dyspnea. He was also noted to have bizarre delusions, 
therefore treatment with risperidone was initiated. On hospital day 3, he experienced cardiac arrest 
secondary to laryngospasm. Hours after resuscitation, lip smacking and facial twitching were noted, 
which progressed over the next few hours to intermittent rhythmic extension of bilateral upper and lower 
extremities. Psychiatry and neurology were consulted to evaluate for EPS/seizures/PHM. Antipsychotic 
treatment was discontinued due to the patient being sedated with no psychiatric disturbances and to 
evaluate for antipsychotic-induced EPS. Continuous EEG showed diffuse slow background activity 
intermixed with burst suppression activity, but no obvious seizure activity. MRI showed no acute 
findings. Over the next few days, the patient's movements progressed to generalized action myoclonus 
suggestive of LAS. When the patient was weaned off sedation severe bizarre delusions were noted, so 
antipsychotic treatment was resumed. 

Discussion and Conclusion: LAS is a chronic form of post-hypoxic myoclonus that typically occurs 
days to weeks following a hypoxic episode. The myoclonic jerks are triggered by purposeful movement, 
tactile stimulation, and startle, and they disappear with relaxation of the body and sleep (1). The 
neurotransmitters involved include serotonin and gamma-aminobutyric acid (GABA) (2,3). Drugs 
typically used for symptomatic control of LAS include sodium valproate, clonazepam, piracetam, 
levetiracetam, and zonisamide (4). Trials of valproate, clonazepam, and levetiracetam mildly improved 
our patient’s myoclonus, but were ineffective in eliminating the jerks. Since EPS was ruled out, 
reinitiation of antipsychotic therapy was crucial to avoid worsening delusions. Knowledge of LAS is 
important amongst psychiatrists to avoid discontinuation of necessary antipsychotic treatment in patients 
with myoclonic jerks mistaken for EPS. 
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Introduction/Background: Nonsuicidal self-injury (NSSI) is associated with a wide variety of 
externalizing and internalizing conditions.1 The NSSI rate in adolescents is around 13% to 23%.1,2 NSSI 
most commonly includes cutting and/or burning oneself without suicidal intent3. It is Generally seen in 
mid-adolescent years and is often impulsive, with no planning involved.4 NSSI can have addictive 
characteristics, making it difficult for patients to discontinue once started.5 It is primarily associated with 
developmental disabilities, eating disorders, and borderline personality traits/disorder.6 NSSI is a common 
psychiatric symptom that is seen in many different psychiatric diagnoses.7 Patients with NSSI have been 
noted to have elevated rates of emotional reactivity, intensity, and hyperarousability.1 It has been 
hypothesized that Naltrexone can inhibit endorphins and decrease addictive potential of recurrent NSSI.8 

Description: A 15-year-old female presents for a new-patient visit. She has been diagnosed with Bipolar 
disorder, Disruptive Mood Dysregulation Disorder, and Borderline Personality disorder by an outside 
institution. She is currently taking Lithium (300mg) once a day at night, Amitriptyline (25mg) once a day 
at night. 

She began taking Naltrexone after her first hospitalization for self-injurious behaviors. She tried a 
maximum dose of 50mg for one and a half years. According to patient and mother, they did not see any 
significant difference using Naltrexone for these self-injurious behaviors. However, she continued to have 
ongoing stressors during this time and was hospitalized 3 other times over the past year.  

After her initial visit, our working diagnoses are Attention Deficit Hyperactivity Disorder (ADHD), 
Disruptive behavior disorder, and sleep disturbances. We have discontinued her Lithium due to 
noncompliance and lack of response. Our plan is to start stimulants to help with her ADHD symptoms at 
her next visit along with substituting her Amitriptyline with Clonidine to help with her sleep disturbances. 
Naltrexone can still be considered as an option in the future depending on her treatment response and 
compliance during subsequent visits. 

Discussion and Conclusion: The primary mechanism of action for naltrexone involves opioid receptor 
antagonism.9 One recent study shows that the Naltrexone opioid blockade decreased the most 
predominant type of self-injurious behavior, which was head-banging in this study, without having a 
significant effect on heart rate or blood pressure.10 Another study consisting of 155 children showed that 
98 of the 155 children (77%) had a statistically significant improvement in irritability and hyperactivity 
with the use of Naltrexone.11 Since patients with NSSI have been noted to have elevated rates of 
emotional reactivity, intensity, and hyperarousability, Naltrexone is a plausible solution to this issue.1 It 
has been shown that beta-endorphins immediately before NSSI injury are significantly lower than after.12 
By antagonizing the opioid receptor, the beta-endorphins that are produced from self-harm cannot create 
the necessary euphoric effect to reinforce NSSI, thus leading to less self-harming behavior. 
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Title: Race Against Time: A Case Report of Multidisciplinary Treatment of Functional Dysphagia 
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Introduction/Background: Functional Neurological Symptom Disorder (FNSD), or Conversion 
Disorder, is characterized by symptoms of altered voluntary movement or sensation without explanation. 
The etiology of FNSD is unclear, and treatments are limited. Studies have examined neuroimaging, 
neuropsychological mechanisms, and biopsychosocial factors to better understand FNSD. Progress in 
treatments have centered on behavioral programs and quality interdisciplinary care. In this report, we 
describe the multidisciplinary treatment of a patient with severe functional dysphagia. 

Description: A 37-year-old female with MDD, PTSD, hypothyroidism, and a spinal cord injury was 
hospitalized for odynophagia with intolerance of PO intake, which started after being briefly intubated for 
anaphylaxis several months prior. She reported being unable to eat for several days. The patient was 
initially managed with fluids and intravenous opioids, and she used wall suction to eliminate saliva. The 
patient was evaluated by multiple medical services, and she underwent extensive imaging and several 
diagnostic procedures, all of which were normal. The patient reported increasing pain and requested 
higher doses of opioids. Psychiatry was then consulted, by which point the patient had not tolerated PO 
intake for 9 days. 

Psychiatric evaluation revealed a significant need for control, alexithymia, and a history of working as a 
nurse. We offered olanzapine, which provoked anaphylaxis. Psychology developed a behavioral plan to 
target her symptoms. The patient demanded placement of a PEG tube, and she continued to deteriorate. 
On day 12 without PO intake, a sitter was added, and psychology worked with speech therapy to perform 
FEES and implement the behavioral plan. Within 24 hours, the patient improved and was discharged. 

Discussion and Conclusion: The patient improved with a behavioral plan implemented by a 
multidisciplinary team, which required careful communication and coordination. The plan was designed 
to uncouple conditioned responses by eliciting unconscious physiological reflexes. Successful 
management was time-sensitive to avoid medical deterioration, unnecessary procedures, and over-
utilization of resources. The diagnosis of FNSD in this patient was complicated by events that raised 
suspicion for Factitious Disorder. However, literature suggests that features of somatoform disorders 
overlap and that the sick role and secondary gain can reinforce symptoms of FNSD. 
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Introduction/Background: Altered mental status (AMS) has a broad etiology including metabolic, 
infectious, toxic, structural, and psychiatric causes. Occasionally, investigations into these etiologies will 
fail to identify the cause of AMS requiring psychiatrists to consider less common sources of AMS, 
including mitochondrial disorders. This case report aims to illustrate the presentation and treatment 
challenges of one AMS patient with Mitochondrial Encephalopathy, Lactic Acidosis, and Stroke like 
Episodes (MELAS). 

Description: The patient is a 55-year-old female who was admitted to Huntsville Hospital due to AMS. 
Prior to this admission, she displayed signs of confusion and agitation on an international flight and was 
evaluated for seizures at an outside facility before being discharged. Three days later, she had worsening 
encephalopathy and presented for re-evaluation. Her medical history is significant for stroke three years 
prior, resulting in intermittent confusion and language difficulties. Family history revealed that her 
daughter was diagnosed with MELAS one year ago. The patient was found to have an anion gap 
metabolic acidosis secondary to lactic acidosis and was empirically started on L-arginine and L-carnitine 
infusions. During her 11-day admission, she became increasingly disoriented, agitated, and combative 
with multiple elopement attempts. She would not answer questions during interviews, instead becoming 
echolalic or silent. Subsequently, she began refusing oral intake and medications, and her family 
ultimately decided to pursue hospice care. 

Discussion and Conclusion: Management of AMS secondary to MELAS presents several challenges. 
Since the underlying etiology of AMS in these cases is a mitochondrial disorder, the AMS is not curable 
with traditional antipsychotics. Both first- and second-generation antipsychotics have been shown to 
worsen mitochondrial function via disruption of the electron transport chain and production of oxygen 
free-radicals, leading to further cellular damage. Therefore, the approach for treatment of AMS in this 
population should focus on maximizing cognitive ability. The best therapies to achieve this are L-arginine 
and L-carnitine infusions to resolve lactic acidosis, low-dose clonazepam for acute agitation, and stable, 
structured environments to aid with delirium. Though these measures allow patients to safely receive care, 
they do not significantly improve AMS, underscoring the challenge these patients present to behavioral 
health physicians. 
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Introduction/Background: Nearly, 30% of patients with depression will not experience remission after 
multiple trials of selective serotonin reuptake inhibitors (SSRIs), termed treatment resistant depression 
(TRD). In specific populations, those with methylenetetrahydrofolate reductase (MTHFR) mutations and 
obesity, it has been theorized that a deficiency in folate, a precursor in monoamine synthesis, could play a 
role TRD. Obesity increases inflammatory cytokines that stimulate nitric oxide synthase depleting stores 
of tetrahydrobiopterin (BH4) a downstream product of L-methylfolate in monoamine synthesis. This case 
report aims to illustrate the experience of one obese patient with TRD who responded positively to folate 
supplementation and characterize the current literature around patient selection for folate augmentation in 
TRD. 

Description: A 47-year-old female with past medical history significant for MDD, GAD, colon cancer 
postresection, hypertension, hypercholesterolemia, and asthma failed to respond to almost all SSRI 
medications, several mood stabilizers including lithium, and several non-SSRI antidepressants.  She also 
had a BMI of greater than 50. After augmenting her treatment regimen of desvenlafaxine and low-dose 
T3 with 7.5mg of L-Methylfolate daily, the patient reports a significant decrease in depressive symptoms 
without any major adverse effects. 

Discussion and Conclusion: L-methylfolate has shown to be an effective supplemental treatment option 
for TRD in patients with folate deficiencies. The treatment has a mild side-effect profile mirroring that of 
placebo as well as a significantly lower cost than other TRD modalities such as transcranial magnetic 
stimulation. Additionally, literature has demonstrated that the treatment is effective in patients with a high 
likelihood of response: those with treatment failure with SSRI/SNRI medications and either ≥2 of 
MTHFR gene mutation, BMI ≥30, or inflammatory conditions. Clinical trials have demonstrated a dose 
response with 15 mg/day of L-methylfolate outperforming 7.5 mg/day. Further studies are needed to 
determine optimal dosing parameters for clinical practice. 
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Introduction/Background: Cannabis (Δ9-THC) is the most consumed illicit drug. The Agricultural 
Improvement Act of 2018 removed hemp, a strain of Cannabis sativa, as a controlled substance. This law 
allowed for the plant to be processed into its components, as long as these products contain less than 0.3% 
Δ9-THC. As a result, a legal psychoactive substance, Delta-8-Tetrahydrocannabinol (Δ8-THC), emerged 
in popularity in late 2020 and is readily available and on display in stores. An increasing number of 
patients admitted for psychiatric hospitalization report use, with limited literature on the effects. 

Description: This case series describes three individual cases of patients who required admission to a 
university psychiatric hospital after regular use solely of Δ8-THC. All three patients developed psychotic 
and paranoid symptoms concurrently with the use of Δ8-THCand a severity exceeding their previous 
historical presentations. The presenting psychotic symptoms were also atypical for all three patients. 
New-onset violence and visual hallucinations were noted in two of the patients, one patient with no 
previous psychiatric history and one patient while on a therapeutic dose of his antipsychotic. In the third 
case, new onset of bizarre fixed delusions of puppies dissolving in the bathtub developed. 

Discussion and Conclusion: A strong body of evidence correlates the use of Δ9-THCwith psychosis. 
Based on limited studies and increasing reports of temporal association between Δ8-THC use and the 
development of psychotic symptoms, it appears Δ8-THCmay act at both the cannabinoid CB1 and CB2 
receptors and have similar adverse psychiatric effects as Δ9-THC. Physicians should be prepared to 
gather a specific history of Δ8-THCuse (which may be considered by patients harmless) and treat patients 
with Δ8-THC-related intoxication and symptoms. 
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Introduction/Background: According to the DSM-5, dissociative identity disorder is characterized by a 
disruption of identity characterized by two or more distinct personality states and gaps in the recall of 
events and personal information beyond ordinary forgetting.  The symptoms cannot be due to a broadly 
accepted culture or religious practice (1). Dissociative identity disorder (DID) has been highly correlated 
to traumatic life experiences, with about 90% of the people diagnosed with DID having experienced 
various types of abuse and neglect during childhood (1). DID is highly associated with suicide and suicide 
attempts, and studies show that over 70% of patients diagnosed with DID attempt suicide at some point 
during their life (1). The current treatment guidelines for dissociative identity disorder may be inefficient 
by neglecting the psychosocial aspect of treatment (2) (3). 

Description: The patient is a 23-year-old female with long standing history of mental illness who 
presented for psychiatric care at a behavioral health crisis center for suicidal ideation. The patient has a 
history of trauma and multiple previous psychiatric diagnoses, including dissociative identity disorder, 
PTSD, anxiety with panic attacks, bipolar disorder, major depressive disorder, and borderline personality 
disorder. The patient presented after increased suicidal ideation and recent attempt due to the passing of 
her father. She stated that having dissociative identity disorder is sometime distressing but is mostly 
protective as the patient “switches” between her multiple personalities in order to modify distressing 
mood states. The patient self-reported at least 6 identities, all with associated names, personalities, antics, 
patterns of speech, and specific behaviors. The patient logs these “switches” in her journal, and stated that 
they occur 2-3 times a day, every day. She also endorsed that the personalities can talk to each other, and 
that she will internally respond occasionally. The patient denies lapses in memory during any of these 
episodes. The patient has been resistant to various medications and was maintained on escitalopram, 
buspirone, and hydroxyzine at time of evaluation, but she reported that none of the medications were 
efficacious. We began safety planning with the patient on the day of admission, and the next day the 
patient left against medical advice due to feeling that her mood had improved and that she no longer had 
suicidal thoughts. 

Discussion and Conclusion: Dissociative identity disorder (DID), previously referred to as multiple 
personality disorder, is a rare dissociative disorder characterized by at least two distinct personalities, and 
studies have shown that DID is highly correlated with traumatic life experiences (1). Dissociative identity 
disorder is a disorder with limited prevalence data (1), and therefore more research should be done to 
more accurately describe typical characteristics of this disorder. However, when a patient presents with 
dissociative identity disorder, the main focus in treatment should be aimed at addressing the underlying 
trauma with psychotherapy, reducing and monitoring suicide risk, and treating comorbid conditions with 
pharmacotherapy (2). 
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Introduction/Background: Renal cell carcinoma (RCC) is a rare neoplasm arising in the renal cortex. 
The incidence is of approximately 80,000 cases annually in the United States. Despite the advancements 
made in treatment over the past two decades, the 5-year survival is 76%. Some recent research has shown 
a rising incidence of CKD in patients treated with second generation antipsychotics which is a known risk 
factor to the development of RCC. Here we represent a case series of patients with RCC who have been 
treated with second generation antipsychotics. 

Description: In this case series we reviewed six patient with renal cell carcinoma who had concurrent 
serious mental illness and prior and current treatment with second-generation antipsychotics. The patients 
were drawn from a psychiatric clinic with a census of approximately 1000 patients. Diagnoses included 
schizoaffective disorder, schizophrenia, and bipolar disorder. These patients were managed with varying 
second generation antipsychotics paliperidone, olanzapine, brexpiprazole, and clozapine. Additionally, 
patients demonstrated numerous risk factors for RCC prior to their diagnosis. 

Discussion and Conclusion: It is certainly a possibility based on the amount of RCC cases found in such 
a small census size that there is a relationship between second generation antipsychotic use and increased 
risk of developing RCC. However, of the patients reviewed many demonstrated known risk factors for 
RCC. It is well known that psychiatric patients, due to the nature of their illness and side effects 
associated with medications, have a higher tendency to develop comorbid health conditions, of which 
many are additional risk factors for developing RCC. Data on the end-organ effects of long-term 
antipsychotic use is limited, and while we identify increased incidence of RCC in patients on long-term 
antipsychotics, research is necessary to reveal a causative link. 
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Introduction/Background: Children with selective mutism are commonly diagnosed before age five. 
These patients often share characteristics with those who are diagnosed with social phobia and social 
anxiety disorder, such as shyness, anxiety, and social withdrawal. The overlap between diagnosis of 
selective mutism and other anxiety disorders in young children, coupled with the tendency for these 
disorders to be overlooked and undertreated, poses difficulty for families and clinicians to adequately 
identify characteristics of selective mutism. 

Description: A six year old girl presented to the clinic with her mother for an initial psychiatric 
evaluation for chronic anxiety with accompanying mutism starting 10 months ago. The patient has a 
history of delayed developmental milestones, delayed speech, and asthma. On exam, the patient was 
mute, anxious with a flat affect, avoided eye contact, and did not engage with the examiner. Diagnosis of 
selective mutism and social anxiety by an outside psychologist one week prior to evaluation is reinforced. 
She was started on fluoxetine 5mg daily and tapered to 10mg daily, and she was encouraged to continue 
previously initiated psychotherapy. Three months after initiation of pharmacotherapy, the patient became 
verbal in multiple settings. On exam she had clear speech, was euthymic with full affect, and displayed 
appropriate eye contact. 

Discussion and Conclusion: Selective mutism is defined as absent communication in one or more 
situations where the patient is expected to communicate in the absence of ASD, intellectual disability, 
knowledge deficit, deafnesses, and fluency issues in a person that is known to be able to successfully 
communicate. This patient began communicating at home and at school within two months of treatment. 
Healthcare providers may use clinical judgment in the risk-benefit analysis for use of medication to treat 
selective mutism in young patients, either alone or following failure of or in combination with 
psychotherapy. 
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Introduction/Background: Patients with mania and concurrent sexual disinhibition can be both victims 
and perpetrators of sexual violence. This represents dipartite grounds to implement comprehensive policy 
to ensure the safety of both patients and staff. Only half of psychiatric institutions have formal policy for 
managing inpatient sexual violence. Likewise, there remains only a modest corpus of literature on this 
topic compared to other acts of aggression in the inpatient psychiatric setting. Here we present a case of a 
sexually-aggressive individual demonstrating an amalgam of clinical, ethical, and medico-legal questions. 

Description: A 38 year old man with schizoaffective disorder was involuntarily committed to an inpatient 
psychiatric hospital for a manic episode with salient features of sexual indiscretions and grandiose and 
erotomanic delusions. Despite multiple medication trials, clozapine included, and through disparate 
hospitalizations over the last decade, this patient’s delusions and disinhibition remained. While most of 
the presenting symptoms attenuated with time, the patient’s sexual aggression, paucity of insight, and 
erroneous conviction of polyamory with non-consensual partners persisted, and indeed escalated to a 
psychologic and physically violent extent eliciting near constant pharmacologic restraint, isolation, and 
intensive supervision. This patient is awaiting placement in a long-term psychiatric facility for further 
evaluation and treatment. 

Discussion and Conclusion: Adequate management of sexually violent individuals requires thorough 
supervision and a high staff to patient ratio, both of which are in short supply across a majority of the 
nation’s psychiatric institutions; the mere presence of such patients on a ward generates pervasive anti-
therapeutic countertransference among staff. Formal policies should be widespread, and should include 
protocol for documentation, reporting, prevention, and management of sexual violence. Meticulous 
documentation is crucial. Special incident reports should be thorough and customized for sexual violence 
events. And although a patient is hospitalized, and while staff may be habitualized to a higher threshold of 
reaction to anomalous patient behavior, sexually violent acts always warrant law enforcement contact. 
Instances of sexual aggression and violence in the inpatient setting, both alleged and evident, should be 
unquestioned and seriously considered. 
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Introduction/Background: According to the WHO, as of March 19, 2022, COVID-19 has infected 464 
million people worldwide and taken the lives of six million people [1]. Much attention and resources have 
been devoted to understanding this virus; we have developed novel treatments and vaccines in record 
time. However, we know that immunocompromised patients, older patients, and those with numerous 
comorbidities are at the most significant risk of infection and death from COVID-19 [2]. This article 
presents case series of patients already affected by chronic psychiatric illness with baseline cognitive 
deficits who develop COVID-19 and the cognitive decline they face. 

Description: The patient is a 65-year-old Caucasian female with a PMH of hypertension, myasthenia 
gravis, COPD, and a 30+ year history of medically stable paranoid schizophrenia who presented to the 
ED from a rehab facility due to recurrent falls. No family history of mental illness or substance use. She 
was medically stabilized over three weeks and discharged home only to return a day later due to 
aggressive behaviors, and she then tested positive for COVID-19. On this admission, she was delirious 
and incoherent, responding to internal stimuli and requiring soft physical restraints. She required the use 
of three antipsychotics, initially olanzapine and haloperidol, which were eventually tapered and replaced 
with clozapine. She had severe executive dysfunction, disinhibited behavior throughout her stay, and 
perseverated on religion. There was a subsequent decline in her functioning that accompanied poor oral 
intake. She required tube feeding and was briefly intubated due to respiratory collapse related to COVID-
19. She had a prolonged recovery course but remained delirious and was eventually discharged to long-
term nursing care. 

Discussion and Conclusion: The patient presented here had multiple medical comorbidities, chronic 
psychosis, and some level of baseline cognitive decline or dementia. The patient dealt with schizophrenia 
for many years and too had a rapid decline after contracting COVID-19, and we portend that this drop is 
associated with infection of SARS-CoV-2 causing COVID-19. Due to the level of agitation and confusion 
the patient wasn’t amenable to full cognitive evaluation, though bedside evaluation showed that severe 
attentional deficits were present and that their sensoriums were severely altered. 
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