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Effects of Procyanidin on Cardiocyte Apoptosis of Rats after Myocardial Ischemia Reperfusion
LIU Dan,LIU Yi(Dept. of Pharmacology, Liaoning Medical University, Liaoning Jinzhou 121001, China)

ABSTRACT OBIJECTIVE: To study the effects of procyanidin (PC) on cardiocyte apoptosis of myocardial ischemia-reperfusion
injury in rats. METHODS: SD rats were randomly assigned into 4 groups: control group (constant volume of normal saline), mod-
el group (constant volume of normal saline) and PC high-dose and low-dose groups (100, 50 mg/kg) via i.g. administration, once
a day, for consecutive 2 weeks. After last administration, myocardial ischemia-reperfusion model was induced by ligating LADCA
for 30 min followed by 120 min of perfusion. The activity of CK-MB was detected after experiment. The content of ROS was deter-
mined by ROS fluorescent probe dihydroethidium; the expressions of p53 and Caspase-9 were determined by Western blotting;
myocardial apoptosis was measured by the method of TUNEL. RESULTS: Compared with control group, the contents of ROS, the
expressions of pb3 and Caspase-9 increased significantly in model group, and the cardiocyte apoptosis index increased significantly
(P<<0.01); compared with model group, the content of ROS, the expressions of p53 and Caspase-9 decreased significantly, and
the cardiocyte apoptosis index decreased significantly (P<<0.01). CONCLUSIONS: Procyanidin can reduce cardiocyte apoptosis af-
ter ischemia-reperfusion. This beneficial effect is partially dependant on ROS-p53-Caspase-9 signal transduction pathway.
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Fig 2 Effects of PC on cardiocyte apoptosis in rats
A.control group; B. model group; C. PC low-dose group; D. PC
high-dose group
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