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An experimental study on shengdi pretreatment effect on the cerebral ischemia-reperfusion injury in rats/
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Abstract Objective:To investigate the shengdi pretreatment effect and the ischemia preconditioning effect on the
changes of neuron structure of hippocampal region in rats with global cerebral ischemia —reperfusion. Method:
Twenty —four male SD rats (weight 180-220g)were randomly divided into 4 groups: sham operation group (n=5);
ischemia—reperfusion group (n=5); ischemia preconditioning group (n=5); shengdi pretreatment group (n=5). Global
cerebral ischemia and reperfusion model were established with Pulsinelli’s method. The amount and ultrastructure
of neurons of hippocampus were observed under light microscope and electron—microscope. Result:Compared with
ischemia-reperfusion group,the number of survival neurons of hippocampal CAl region increased significantly (P<
0.01), and the injury of neurons lightened significantly and no necrosis in shengdi pretreatment group and ischemia
preconditioning group. Compared shengdi pretreatment group with ischemia preconditioning group,the number of
survival neuron had no distinct significance in hippocampal CA1 region (P>0.05). Conclusion:Shengdi pretreatment
can obviously increase brain tissue tolerance to secondary severe infarction and present apparent protection effect.
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