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Abstract : Objective

Methods

spectively. Results

To investigate the etiological, clinical and neuroimaging features of hypoglycemic encephalopathy (HE).
28 hypoglycemic encephalopathy patients were analyzed including the etiological, clinical and neuroimaging data retro-
Among all the HE cases, there was 13 cases of diabetes mellitus, which were treated by hypoglycemic agents,
8 cases of possibly diabetes mellitus, which were administrated with oral hypoglycemic agents and 4 cases of insulinoma with un-
clear reason. There were 14 cases of conscious disturbance; 5 cases of slurred speech and clumsy response, 3 cases of hemiplegia or
monoplegia, 3 cases of psycho and behavior disorder and 3 cases of epileptic seizure. There was no abnormalities in CT scan or
MRI in 8 cases. and 7cases with symmetrical hypodensity at the basal ganglia in CT scan, and 20 cases with abnormalities in MRI.
The lesions were involved in bilateral basal ganglia, cerebral cortex, subcortical white matter , hippocampus, splenium of corpus
callosum and brain stem. There were isointense or hypointense abnormalities on TIW I and hyperintense abnormalities on T2W 1
and Flair and DW 1 in the lesions. Conclusion The chief causes of hypoglycemic encephalopathy is th useness of hypoglycemic a-
gents and insulinima. Its clinical manifestation is very complicated . It is very important for continuous monitoring blood glucose. It
is high degree of specificity for MRIL. Especially. and DWI is more sensitive for lesions .
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