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Abstract Objective:To study the effects of sinomenine (Sin) on expressions of cyclooxygenase-2 (COX-2) and
prostaglandin  E2 (PGE2) content following cerebral ischemia reperfusion (I/R) injury in rats. Method:Rats were
randomly divided into 4 groups:sham operated group, I/R group,low dose Sin (30mg/kg) treated group and high dose
Sin(60mg/kg) treated group. The focal middle cerebral artery occlusion(MCAO) model was made by suture-occlusion
method. Sin were given intraperitoneally 30min before focal cerebral ischemia operation respectively. After MCAO
90min and following 24h of reperfusion, expressions of COX-2 using immunohistochemistry and PGE2 content in
frontal and parietal cortex were investigated. Water content of Brain was measured with TTC and HE staining.
Result: (DCompared with that of I/R group, in low and high dose Sin treated group, water content of Brain and
cerebral infarction volume reduced dose—dependently (P<0.05). @The change of ischemic impairment in low or high
dose Sin treated group was less than that in I/R group,and in high dose Sin treated group that was even lesser
than that in low dose group. (3)Compared with sham operated group,in I/R group the expressions of COX-2 in
frontal and parietal cortex increased at 24h of reperfusion (P<0.05). Compared with I/R group,in low and high dose
Sin treated group the expression of COX-2 reduced dose-dependence (P<0.05). @)Compared with sham operated
group, in I/R group PGE2 content in frontal and parietal cortex increased at 24h of reperfusion (P<0.05). Compared
with I/R group, in low and high dose Sin treated group PGE2 content was less dose —dependent (P <0.05).
Conclusion:Sinomenine  may obviously reduce cerebral infarct volume,reduce cerebral ischemia-reperfusion injure
by decreasing the expressions of COX-2 and PGE2 content.Sinomenine plays protective effect on cerebral ischemia
injury.
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