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Effect of NBP on the expression of p-ERK in gerbil after cerebral ischemia-reperfusion
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Abstract : Objective
Healthy male gerbils were randomly divided into 3 groups (CON,I/R,I/R-+ NBP). Measurement of the gerbil

To observe the effect of NBP on the impact of p-ERK in gerbil after cerebral ischemia reperfusion(I/R)
injury. Methods
global cerebral ischemia reperfusion in hippocampus CA1 pyramidal cells and the changes of p-ERK expression were conducted by
Nissl staining and Western blot method after 1,3,7 days. Results A large number of neurons reduced in the reperfusion group. The
number of neurons in the NBP treatment group was more than that of reperfusion group. P-ERK rose in reperfusion group, which

showed significant difference( P<C0. 01). Conclusion NBP may protect the brain tissue in gerbil after cerebral ischemia reperfusion

injury by regulating p-ERK expression.
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