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Abstract:Objective:To evaluate the effects of Bushenhuoxue method (BSHXF) on altrastructure and apoptosis of hippocampal SD

K% 116021)

rat CA1 area in cerebral tissue of diabetes and cerebral ischemic reperfusion.Methods:Altrastructure and apoptosis of hippocampal SD rat
CALl area in cerebral tissue were observed on gerbil model with diabetes and cerebral ischemic reperfusion using transmission electron
microscope observe expression of NF-kB.Results:On gerbil model with ischemic injury and two days reperfusion there were two forms of
cell death in cerebral tissue, neuronal necrosis and apoptosis.In BSHXF recipe group,there was no neuronal necrosis,neuronal

ultrastructure was more improved than model group, neuronal apoptosis was slighter than that of model group.Conclusion:BSHXF may

play the role of antagonizing diabetes and cerebral ischemia by an-tagonizing CA1 area neuronal necrosis and apoptosis.
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