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Abstract Objective: To observe the mechanism of the effect of panax Notoginseng saponins Rb;, on cerebral
apoptosis and expression of cytosolic phospholipase A, (cPLA,) and related protein after cerebral ischemia —
reperfusion injury. Method: Thread technique was used to make models of middle cerebral artery ischemic —
reperfusion (MCA —-IR).Apoptosis was measured by TUNEL staining method. The c¢PLA, .c—fos and c¢—jun protein
expression were measured by immuno-histochemistry. The level of TNF-a was measured by ELISA test. Result:
Panax Notoginseng saponins Rb, remarkably inhibited the cerebral apoptosis, lowered the level of TNF-a and
remarkably inhibited the expression of c¢PLA, ,c—fos and c¢—jun protein in rats with MCA -IR cerebral injury.
Compared with the control group, there was significant statistical difference (P<0.01).Conclusion: Panax Notoginseng
saponins Rb; has a good protective effect on MCA-IR injury of rats. It is considered the mechanism of this
effect is to lower of TNF-a and to inhibit the expression of ¢PLA, c—fos c—jun protein.
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