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Time-effect relationships of remote ischemia postconditioning on protection of myocardial ischemia/reperfusion injury of rabbit
Wei Jiangtao ,Chen Cong ,Fang Zhengxu,Li Jin .Guan Liang ,Liu Haijiang
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Abstract: Objective To investigate the effect of the time length of remote ischemia postconditioning on the protection role of
ischemia/reperfusion injury of rabbit. Methods 54 rabbits were randomly divided into 6 groups. Sham group, the control group
(group A),2 episodes of postconditioning 5 min/ 5 min reperfusion group(group B),3 episodes of postconditioning 10 min/5 min
reperfusion group(group C) .4 episodes of postconditioning 5 min/5 min reperfusion group(group D) ,4 episodes of postconditioning
10 min/ 5 min reperfusion groups(group E). The sham group only were threaded a silk, the other five groups underwent 30 min
coronary artery anterior descending branch occultation and then with 6 h perfusion treatment. The group B and C underwent simul-
taneously 2 circulation ischemia with 5 min in bilateral femoral artery,3 circulation ischemia with 10 min in bilateral femoral artery,
and then with 5 min post treatment of remote ischemia. The group D and E underwent simultaneously 4 circulation ischemia of 5
and 10 min in bilateral femoral artery and with 5 min post treatment of remote ischemia. Full record of ECG(ventricular arrhythmi-
as) was performed during the whole process. To collect the plasma samples for detecting troponin(c¢TnT) before and after ischemic
conditioning,and at 3,6 h after reperfusion respectively,and to assess the size of myocardial infarct. Results Comparing differences
in scores of ventricular arrhythmias at 0— 30 min among 6 groups:no change in the sham proup was found before and after experi-
ment, there was no difference in thecomparisun between the group B,D with the group A(P>>0. 05) ;and significant differences ex-
isted between group C,E with A,B,D(P<C0.01). And its action was negatively correlated with the time of postconditioning(rele-
vant coefficient=—0.892). In the ¢TnT level: there was a significant decrease in the group B,C,D and E in comparison with the
group A(P<C0.01),and in comparison with group B.C and D, there was significant decrease in the group E (P<C0. 05). And its ac-
tion was negatively correlated with the time of postconditioning(relevant coefficient= —0. 833). In myocardial infarct size:in com-
parison with the group A,the group B dropped by 32. 3% ,the group C dropped by 32. 8% ,the group D dropped by 31. 0% and the
group E by 35.8%. And its action was negatively relevant with the time of postconditioning(relevant coefficient= —0. 782). Con-
clusion Remote ischemia postconditioning can reduce myocardial ischemia and ischemia/reperfusion injury,and its action is relevant
with the time of postconditioning.
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