
A Case Report of Evolving Mania 

Background 
It is common to receive patients at an acute psychiatric hospital 
that have been partially treated and/or have multiple possible 
etiologies to current symptoms. The following case 
demonstrates an example of receiving a patient from another 
hospital after which the treatment team had to carefully balance 
rapid stabilization and treatment with the importance of gaining 
a clear picture of the ultimate etiology.  
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Conclusion 
This case illustrates some of the important differentials and side effects that must be 
considered in psychiatric cases, where patients may not be able to elucidate clearly their 
experience, and much of our assessment is based on observation and nuanced interview.  
Tools such as the Bush Francis Catatonia Scale or the Confusion Assessment Method can 
aid our diagnosis.  

 
 

Learning Points 
• Neuroleptic Induced Parkinsonism (NIP) is frequently underdiagnosed due to  lack of 

awareness by the treating psychiatrists, apathy, or other psychosocial causes for 
underreporting by the patients and their environment.1 NIP can be characterized clinically 
as bilateral and symmetric parkinsonism, with more prominent bradykinesia and rigidity 
than in patients with Parkinson’s Disease.2 

• Hypokinetic/Hyperkinetic Catatonia: different categories of catatonic symptoms can be 
caused by a dysfunction of orbitofrontal-prefrontal/parietal cortical connectivity reflecting 
“horizontal modulation” of cortico-cortical relation.3 

• Delirium is  defined by disturbances of attention, awareness, and cognition, perceptual 
disturbances and delusional thought content that develops over a short period of time and 
tends to fluctuate.4 

• Anticholinergic effects of medications: Medications with high anticholinergic activity 
may adversely affect cognition via the biological mechanism suppression of the central 
cholinergic system via direct blockade of muscarinic cholinergic receptors which can 
ultimately disrupt orientation. They can cause cognitive impairment  as it relates directly 
to functional outcomes in patients such as psychosocial skill acquisition, performing daily 
activities, and vocational attainment and contributes to poor quality of life.5 

• Mania: Bipolar disorder can manifest as a manic state reflected in significant and specific 
disruption in network communication between the regions of orbitofrontal cortex, 
dorsolateral prefrontal cortex, and temporal lobes as well as the amygdala and ventral-
lateral prefrontal cortex.6 It can be described as a distinct period of abnormally and 
persistently elevated, expansive, or irritable mood” and “abnormally and persistently 
increased goal-directed activity or energy.7 

Case Report 
A 26-year-old female was admitted to the Behavioral Science Unit as a 
referral from a regional hospital after she had exposed herself to police 
and made lewd comments in the context of internal stimulation and 
disorganized behavior. A diagnosis had been made 8 years prior of 
depression or bipolar disorder. The patient also had a history of 
migraines. 

The initial interview revealed anxiety, racing thoughts, mood swings and 
guilt. The patient also admitted to using cannabis, alcohol, and cigarettes 
though her urine drug screen only showed benzodiazepines, likely from 
the emergency department’s Lorazepam administration for agitation. 

Other Laboratory Data: 

• CBC & CMP & lipid profile & TSH - within normal limits 

• Blood alcohol, acetaminophen, and salicylate levels unremarkable 

• Urinalysis revealed an uncomplicated cystitis which was addressed 
separately. 

Vitals stable & Physical exam - unremarkable 

Admitting Mental Status Exam: 

• Appearance/behavior – disheveled, withdrawn, responding to 
internal stimuli 

• Orientation – alert and oriented to person, place time and situation 

• Speech – spontaneous, low rate and volume 

• Thought process – linear and goal directed 

• Thought content – responding to internal stimuli, denies suicidal or 
homicidal ideations, no delusions 

• Mood – depressed  

• Affect – depressed, flat 
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Case Report 
Initially treated for psychosis and depression via: 

 Olanzapine 5mg qHS & Escitalopram 20mg daily 

However – patient was noted to be “shuffling” at night and had psychomotor 
retardation 

 🡪🡪 concern for Neuroleptic Induced Parkinsonism (NIP) 

Plan changed to add 

 Benztropine 1mg BID  

Continued Psychomotor agitation, Speech latency 

 🡪🡪 concern for Hypokinetic Catatonia 

 Lorazepam 2mg IM challenge 

Patient did not improve with Lorazepam challenge, hence Catatonia ruled out 

Further decompensation of patient over next few days including: 

❖ Mydriasis, Urinary retention, Disorientation (not oriented to self, time or place), 
Confusion (difficulty understanding and answering questions), Tachycardia 

Reassessed with fresh eyes on day 5 with decision to discontinue medications, 
particularly Benztropine, due to concern for delirium and anticholinergic effects from it 

❖ Disorientation resolved  

❖ Symptoms remaining/emerging: Distractibility, Mild agitation, significant 
Tangentiality, Ideas of reference 

Hence, a clear diagnosis emerged of Bipolar 1 disorder, current episode manic with 
psychotic features 

 

 

 

 

 

 

 
 

Medication changed: 

 Lithium 600 mg qHS & Aripiprazole 10 mg daily 

Patient improved rapidly and was able to discharge home with outpatient followup.. 
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