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in a Patient Undergoing Peritoneal Dialysis
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Peritoneal glucose absorption in peritoneal dialysis causes hyperglycemia. Nonketotic hyperglycemia (NKH) includes hyper-

osmolar hyperglycemic state, which refers to a condition that includes hyperglycemia, hyperosmotic pressure, and dehydration without

severe acidosis. NKH is associated with various types of epileptic seizures, but aphasic seizure as a neurological complication of NKH

is very rare. Here we report a case of aphasic seizure in a patient with NKH who underwent peritoneal dialysis. A 57-year-old man

who had been undergoing peritoneal dialysis visited our hospital with the chief complaint of aphasia. His magnetic resonance imaging

scan was normal, but his electroencephalography showed frequent generalized delta slow activity as well as epileptiform discharges

originating from the left frontotemporal lobe. His dialysis modality was switched to hemodialysis and he was started on insulin for

glucose control. The latter resulted in the disappearance of his seizures and of his aphasia. (Korean J Med 2023;98:199-203)
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Figure 1. Initial MRI of the brain. Neither an acute ischemic lesion nor another abnormality was seen on (A) DWI or (B) FLAIR. MRI,
magnetic resonance imaging; DWI, diffusion weighted image; FLAIR, fluid attenuated inversion recovery.
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Figure 3. Clinical course by changes in blood sugar. RI, regular
insulin; HD, hemodialysis.
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Figure 2. Initial electroencephalography (EEG) showing (A) frequent generalized delta slow activity. Epileptiform discharge in the left
frontotemporal area is seen. (B) At hospital day 3, the EEG shows occasional generalized theta slow activity. Epileptiform discharge is no

longer detectable.
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