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XIE Yaqgin' ,LI Xiufen® ,ZHAO Juan'® ,CUI Haipeng' ,LI Ying' ,LIU Kai'
(1. Department of Pathophysiology .Chengde Medical College ,Chengde, Hebei 067000, China;

2. Department o f Gynaecology sthe A f filiated Hospital of Chengde Medical College ,Chengde, Hebei 067000, China)
[ Abstract] Objective To investigate the effects of rosuvastatin in different doses on myocardial cell ap-
optosis and caspase-3 expression in rats with myocardial ischemia reperfusion injury (MIRI). Methods 40
Wistar rats were divided into the sham group,the MIRI group,the low-dose rosuvastatin pretreatment group
(the MIRI+Ros-1. group) and the high-dose rosuvastatin pretreatment group (the MIRI+ Ros-H group). The
model of MIRI was established by ligating levo-anterior descending branch of coronary artery. Hemodynamic
parameters and the ultrastrueture of myocardial cells were detected. Immunohistochemical staining and RT-
PCR were used to assess protein and mRNA expression of caspase-3 in myocardium. Results As compared
with the sham group, the levels of left ventricular end diastolic pressure (LVEDP) , protein and mRNA expres-
sion of caspase-3 increased in the MIRI group,the MIRI+ROS-L group,the MIRI+ROS-H group (P<C0. 05)
while £dp/dtmax left ventricle pressure decreased (P<C0. 05). As compared with the MIRI group,the levels
of LVEDP, caspase-3 protein and mRNA expression were decreased in the MIRI+ROS-L. group,the MIRI+
ROS-H group (P<C0. 05) while ==dp/dtmax increased (P<C0. 05). And the effect was more obvious in the MI-
RI+ROS-H group than the MIRI+ Ros-L. group (P<C0. 05). Conclusion High-dose rosuvastatin pretreat-

ment can effectively inhibit the myocardial cell apoptosis induced by myocardial ischemia reperfusion injury.
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