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with Insulin infusion, IV fluids, antihypertensives, 
antiplatelets, statins, and other supportive 
measures. After lowering blood sugar with insulin 
infusion, weakness improved completely. After 
ruling out other causes of weakness, the patient 
was finally diagnosed with Nonketotic 
hyperosmolar syndrome (NKHS) induced 
Reversible hemiplegia. 

NKHS is less common than DKA, with 
an incidence of <1/1000 person Per year HHS is 
characterized by hyperglycemia, hyperosmolarity, 
and dehydration in the absence of ketoacidosis. 
HHS is attributed to deficient insulin function and 
counter-regulatory hormone increase. A relative 
deficiency of insulin concentration characterizes 
HHS to maintain normoglycemia but adequate 
levels to prevent lipolysis and ketogenesis and 
increase in counterregulatory hormones. 

Neurological manifestations in HHS are diverse 
and include encephalopathy, focal seizures, 
hyperkinetic movement disorders, and acute 
stroke-like syndrome. 
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