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Introduction 
Parkinson's Disease  is a neurodegenerative disorder that affects predominantly dopamine-producing 
(“dopaminergic”) neurons in the substantia nigra. 
The main pathological characteristics of PD are cell death in the brain's basal ganglia and the presence of 
Lewy bodies (accumulations of the alpha-synuclein) in many of the remaining neurons. 
The cardinal features of PD are tremor, bradykinesia, and rigidity.  Postural instability is a symptom that 
develops further along in the disease progression. 
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Discussion 
Autonomic dysfunction is a well-recognized, non-motor feature of Parkinson’s Disease (PD). In this case, the patient’s thermo-
dysregulation was evidenced by her hypothermic symptoms, which is a less common symptom. More often, patients with PD 
present with hyperthermia.  
Hypothalamic dysfunction from synucleinopathy leading to temperature dysregulation may explain the spontaneous hypothermic 
episodes. The dramatic improvement in sensorium and the temperature stabilization following initiation of carbidopa levodopa 
indicates a clear role of dopamine in temperature regulation. [3] 
 
Upon further investigation, the patient forgot to take Sinemet for 2-3 months due to the suspected onset of early dementia 
symptoms. 
Neuroleptic Malignant Syndrome(NMS): A symptom complex resembling neuroleptic malignant syndrome, has been reported in 
association with rapid dose reduction, or abrupt withdrawal of Sinemet. Identification of more severe NMS-like reactions (eg: 
altered consciousness, hyperthermia, involuntary movements, muscle rigidity, autonomic instability, and mental status changes) can 
be complex; therefore, patients must be monitored closely for reactions when the dosage of levodopa is reduced abruptly or 
discontinued. [4] 
Profoundly altered dopamine transmission (due to extensive D2 receptor occupancy in the basal ganglia), hypothalamus (disturbing 
thermoregulation), and musculoskeletal fiber toxicity are thought to contribute to these symptoms; however, current knowledge on 
precise mechanisms is lacking. [2] 
Conclusion 
The patient’s pharmacy was contacted and they indicated her medications were picked up 2 months prior to the emergent visit. The 
patient's husband confirmed that Sinemet was for a three-month prescription, yet most of the filled prescription remained in the 
bottle. The investigative team concluded that the patient had stopped taking her Sinemet for approximately 1-2 months (the team 
assessed this behavior indicated early stages of dementia). 
The patient’s home medications were appropriately restarted. After receiving Sinemet in the inpatient setting, her temperature 
stabilized to the normal range. After discovering the primary diagnosis for the patient’s hypothermia, the patient was assessed and 
found to be stable for discharge. 
VITAL SIGNS:   Temperature 98.2, HR 63 BPM, RR 18, BP: 153/80. Saturation 94% RA. 

 
 
 
 

Physical Exam 
VITAL SIGNS: T: 93 F, HR:  72, RR 16, BP 155 systolic, Pulse ox 93% RA 
GENERAL APPEARANCE: The patient is laying comfortably in bed, 
 no acute distress.  Able to talk in complete sentences. 
HEART: Regular rate and rhythm with a 2/6 systolic murmur in the aortic 
     region radiating to the carotids. 
LUNGS:  Clear to auscultation bilaterally, no wheezes, rales, or rhonchi. 
ABDOMINAL EXAM: Nontender to light and deep palpation in all four quadrants 
     with no organomegaly, masses, rebound tenderness, or guarding. 
EXTREMITIES:  Chronic wounds, but no obvious signs of cellulitis, rashes or 
     other new lesions.  Radial pulses 2+ bilaterally. 
NEUROLOGIC:  Cranial nerves 2-12 grossly intact.  No gross focal deficits. 
 
 

Treatment and Side-Effects 
Treatments include MOA-B inhibitors (Selegiline, Rasagiline),  
anticholinergics (benztropine, biperiden and trihexyphenidyl),  
Amantadine, and Dopamine agonists (bromocriptine, ropinirole,  
pramipexole, rotigotine, cabergoline). 
 
Levodopa is the most symptomatically effective and most  
utilized medicaton  which crosses the blood brain barrier  
and is converted to dopamine in the brain. Carbidopa inhibits  
the peripheral breakdown of Levodopa by dopa decarboxylase. 
A minimum 70 mg of carbidopa inhibits dopa decarboxylase 
 
Side effects include: nausea, hypotension, dyskinesia,  
mental status changes, Wearing off and on-off Phenomenon. 

Case Report HPI 
An 80-year-old female with a past medical history of Heart Failure, preserved Ejection Fraction, 
Parkinson’s disease, and type 2 diabetes mellitus arrived in the ER with complaints of weakness, sweaty 
hands, loss of appetite, and chills. Rectal temperature  ranged from 92 to 93 degrees F. Changes to 
medication within the past three months include: increase of Sinemet from 25-100mg (1 pill) 4 times per 
day to 37.5mg-150mg (1.5 pills) 4 times per day, doxycycline doses for a cough which resolved before 
the ED presentation, and an increase to her torsemide dose. No recent travel, nor sick contacts were 
cited. Patients indicated she had no alcohol, tobacco, or illicit drug use. 

 

 

 

 

 

 

Medications 
1. Metoprolol 25 mg three times daily. 
2. Fluticasone salmeterol 250/50 mcg aerosol breathing powder, 
one inhalation  twice daily. 
3.  Acetazolamide 250 mg one tablet before the torsemide. 
4. Nitroglycerin 9.4 mg every 5 minutes x3 sublingually for chest 
pain as needed 
5. Hydroxizine 25 mg orally at bedtime. 
6. Sinemet 25/100 mg one and a half tablets four times daily. 
7. Protonix 40 mg once a day 
8. Trelegy 100/62.5/25 mcg inhalation one puff once a day. 
9. Albuterol sulfate 2 puffs as needed every 4 hours.. 
10. Torsemide 20 mg twice daily. 
11.20. Aspirin 81 mg once a day. 
12. Neurontin 300 mg with 800 mg capsule at night. 
13. Atorvastatin 80 mg once a day. 
14. Plavix 75 mg once a day. 
15. Levemir 50 units at bedtime. 
16. Lispro 24 units with lunch and dinner, 12 units with breakfast. 
17. Ramipril 5 mg once a day. 
18. Neurontin 800 mg three times daily. 
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