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The effects of Piper Futokadsura Neoligans on ICAM-1 and ICAM-1 mRNA expression in brain following focal
cerebral ischemia in rats WANG Wei, WANG Xuesong, RUAN Xuzhong. Department of Neurology, Tongji Hospital
Tongji Medical College, Huazhong University of Science and Technology, Wuhan 430030, China

[Abstract] Objective To investigate the effects of Piper Futokadsura Neoligans on intercellular adhesion mole-
cule-1 (ICAM-1) and ICAM-1 mRNA expression in brain following focal cerebral ischemia. Methods The rat models
of middle cerebral artery occlusion (MCAO) was established with the suture method, and ICAM-1 protein and ICAM-1
mRNA were measured in rat brain in the ischemic group and that in the treatment groups treated with Piper Futokadsura
Neoligans by using immunohistochemistry and RT-PCR techniques. Results By down-regulating the expression of
ICAM-1 and ICAM-1 mRNA and alleviating inflammation in the cerebral ischemic region, Piper Futokadsura Neoligans ex-
erted a potent protective effect in cerebral ischemia and reperfusion. Conclusion  The results suggested that platelet ac-
tivating factor receptor antagonist Piper Futokadsura Neoligans had a potent effect in alleviating the impairments caused by
cerebral ischemia and reperfusion.
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