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Effect of reduced glutathione on actue cerebral infarction

MENG Qin-lian, GENG Jia-gui( Hangzhou The First Peoples Hospital, Hangzhou 310006, China )

ABSTRACT: OBJECTIVE To explore the protective role of reduced glutathione( GSH) in actue cerebral infarction. METHOD

60 patients were divided into two groups randomly: group GLT and group usually treatment . Serum glutathione peroxidase ( GSH-PX)
and superoxide dismutase ( SOD) were measured in actue cerebral infarction before and after the treatment. RESULTS Serum GSH-
PX and SOD increased after treament in group GLT( P <0.01). Serum GSH-PX and SOD were notsignificant different before and after
the treatment in group usually treatment( P > 0. 05). Serum GSH-PX and SOD increased in group GLT after treament( P <0.01).

CONCLUSION GSH has a protective role for actue cerebral infarction.

KEY WORDS: Actue cerebral infarction; Glutathione peroxidase; Superoxide dismutase; Superoxide dismutase
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