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Effects of Lycopene on Free Radicals Metabolism in Focal Ischemia Reperfusion Rats. Mao Xwjuan,Zhang Junfeng, Liang Jianfang,
Zheng Huixia. Shanxi Medical College for Continuing Education,Shanxi 030012 ,China

Abstract Objective To investigate the free radical mechanism in brain of rats involved in the injury induced by cerebral ischemia
— reperfusion. Methods The middle cerebral artery occlusion (MCAO) was occluded with thread according to modified Zea longa’s
method. Wistar rats were randomly divided into: sham - operation group ( sham) , ischemia — reperfusion group (IR) 6h, lday, 2days,
3days,7days. The content of superoxide dismutase (SOD) and malondialdehyde (MDA ) in brain tissues were measured by comparative
methods. Results The activity of SOD and the content of MDA in brain were determined respectively. The activity of SOD decreased im-
mediately after operation,and came to the lowest point after 24h, then increased in the following time , whereas the leaves of MDA came to
the highest point after 2 days,then decreased. There was significance difference between sham group and I/R group. Conclusion The ac-
tivity of SOD decreased after operation, then increased in the following time, whereas the levels of MDA came to the highest, then de-
creased. They have negative correlation. The lycopene can reduce the content of MDA after focal cerebral ischemia — reperfusion injury, can
lighten the level of vasogenic brain edema,and improve the neurological defieit scores,so it has a protective effect on impaired neuron in
cerebral ischemia — reperfusion injury.
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