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INTRODUCTION
Non-ketotic hyperglycemia has been described as a 
rare cause of choreathetoid movements. We present the 
case of an 87-year-old diabetic female who was found to 
have hyperglycemia and hyperosmolarity in the clinical 
setting of left upper extremity and left foot chorea. 

CASE PRESENTATION

A 87-year-old female with a history of diabetes and prior stroke 
presented with abnormal and uncontrollable left arm and left 
foot movement for three days. She reported running out of 
her anti-hyperglycemic agents two months prior. Physical 
exam was remarkable for choreiform and ballistic movements 
of the left upper extremity and choreiform movements of 
the left foot. No other focal neurologic abnormalities were 
elicited. Labs were significant for a blood glucose of 647 
and calculated serum osmolality of 321. CT scan of the head 
showed increased density in the right caudate and putamen. 
No other abnormalities were found to explain her chorea. 
The patient’s blood glucose was corrected with complete 
resolution of her choreiform movements

DISCUSSION

Non-ketotic hyperglycemic associated hemichorea is a rare cause of 
hemichorea/ hemiballism. This syndrome is more common in elderly 
females of Asian descent. It can be the presenting symptom for diabetes 
or present after periods of poor glucose control, as was the case with 
our patient. Prior studies report glucose of 170-1260 mg/dl and serum 
osmolality of 290-335 mOsm/l. CT imaging may show hyperdense putamen 
or caudate nucleus on the contralateral side to the patient’s symptoms. 
T1 -weighted MRI images show high density signal intensity in the basal 
ganglia on the contralateral side. T2- weighted images have more variability 
in findings. The changes seen on imaging usually resolve after resolution 
of symptoms. There are reports of imaging changes in the absence of 
hemichorea-hemiballism, but with hyperglycemia.    

The mechanism for this syndrome is unknown, though several theories 
exist. Hyperviscosity leading to neuron and neurotransmitter dysfunction, 
specifically GABA, may result in uncontrolled movements. One SPECT 
study showed decreased perfusion of the striatum contralateral to the 
affected side. Some have proposed petechial hemorrhages or myelinolysis 
in the affected areas, resulting in movement disorder. 

Management involved normalizing blood glucose. In the majority of cases, 
treatment of the hyperglycemia results in complete resolution. In refractory 
cases, postsynaptic dopamine antagonists, such as atypical antipsychotics 
may ameliorate the symptoms. Although not well studied, medications 
with GABA antagonism, such as benzodiazepines have been used. 
Repeated episodes may result in permanent movement disorders. 

Figure 1: Axial CT scan with increased density in the caudate 
nuclei and lentiform nucleus.
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