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Abstract

Objective:To explore the effect and mechanism of interval exercises in protein kinase C (PKC) mediated
cardioprotection against ischemia—reperfusion(I/R) injury in rats.

Method : Thirty—two rats were used and randomly divided into four groups: chronic interval exercises training group
(CIE, n=8), acute interval exercises group (AIE, n=8), control group (C, n=8) and sham operated group (S, n=8).
The rats in CIE group conducted high intensity interval exercises training for 7 weeks, the rats in AIE group
conducted high intensity interval exercises training only one time. The others had no any exercises training.
Myocardial I/R injury was induced by the occlusion of left anterior descending branch of coronary artery in vivo.
After  30min ischemia and 40min reperfusion, suitable myocardium were taken to examine PKC by
immunohistochemical means, examine PKCmRNA expression by reverse transcription—polymerase chain reaction (RT—
PCR) technique.

Result: Expressions of PKC in CIE group and AIE group were significant higher than C group.

Conclusion: Chronic interval exercises training and once acute interval exercises can efficiently activate PKC and
increase its’ expression in I/R rats’ myocardium. Cardioprotection against I/R injury induced by chronic interval
exercises training and once acute interval exercises may be mediated by PKC signal pathway. The effect of chronic
interval exercises training showed more significant effect.
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USA) 5 B i AR 5 (9514 ; 22 F S B8 S o3 Bt &
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i 7 :Random Primer ( PROMEGA Co, USA);
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IPC B4 /IO VR BE 5 FELVE T, 1 7 25 44K 2l 4y 55 75
- PKC #3h PMA 3% OAG AJ B4 TPC 200
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