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Abstract

Objective: To investigate the effect of electrical stimulation to cerebellar fastigial nucleus(FNS) on expressions
of NF-kB P65, PPARy, IkBa and COX-2 mRNA in rats brain after cerebral ischemia/reperfusion(I/R), and ex-
plore the neuroprotection mechanism.

Method: A focal cerebral I/R model was established by middle cerebral artery occlusion (MCAO), and the rats
were randomly divided into normal control group (NC group), cerebral ischemia reperfusion group (I/R group),
I/R+FNS group(FNS group). Infarct volume was measured, the protein of NF-kB P65 in rats brain was detect-
ed by immunohistochemistry, and the protein of PPARy, IkBa was detected by Western blotting. The expres-
sion of COX-2 mRNA was detected by RT-PCR.

Result: Compared with NC group, the expressions of P65, PPARy, IkBa protein and COX-2 mRNA increased
under the I/R (P <0.05), ENS could effectively inhibit the expression levels of P65 protein and COX-2 mRNA
(P <0.05). FNS could effectively induce the expressions of PPARy, IkBa protein (P < 0.05), and reduce infarct
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volume significantly(P < 0.05).

Conclusion: FNS could effectively induce the expressions of PPARy, IxBo protein, and effectively inhibit the

expressions of P65 protein and COX-2 mRNA, and reduce infarct volume, which may be one of the mecha-

nisms of its neuroprotective function on central nervous system.
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