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The cardioprotective effect of intermittent exercises on ischemia —reperfusion rats’ myocardium/ PENG
Fenglin, LU Yanling, ZANG Lin, et al. / Chinese Journal of Rehabilitation Medicine, 2009,

Abstract Objective:To explore the cardioprotective effect of chronic and acute intermitlent exercises training on
myocardial ischemia reperfusion injury. Method:Thirty—two rats were used and randomly divided into four groups:
chronic intermittent exercises training group (CIE, n=8), acute intermittent exercises group (AIE, n=8), control group
(C, n=8) and sham operated group (S, n=8). The rats in CIE performed high intensity intermittent training for 8
weeks, the rats in AIE performed high intensity intermittent training only one time. The others had not any
exercises training. Myocardial ischemia reperfusion injury was induced by the occlusion of left anterior descending
branch of coronary artery in vivo. Electrocardiogram and left ventricular function were real —time monitored and
analysed. After 30min ischemia and 40min reperfusion, activity of myocardial enzymes in plasma was observed and
myocardial pathological changes was analysed. Result: (DExtents of myocardial injury in CIE and AIE were less
than that in control group, especially in CIE. @In CIE and AIE, activities of CK and LDH were remarkably lower
than that in control group; and activities of GOT in AIE were remarkably less than that in control group. (At the
duration of ischemia 30min and reperfusion 40min the rats’ cardiac function in CIE and AIE was significant higher
than that in control. Conclusion: Both chronic and acute high intensity intermittent exercises training can induce
preconditioning effect and effectively protect myocardium from ischemia—reperfusion injury.
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