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[Abstract] Objective

(MIRD in rats. Methods

To study the role of adiponectin (ADP) postconditioning on myocardial ischemia reperfusion injury
SD rats were divided randomly into 3 groups:(1)Group Sham were processed identically except the left
anterior descending coronary artery(LLAD) and was not ligated; (2) Group MIRI were subjected to LLAD occlusion for 30 min and
reperfusion for 120 min; (3) Group ADP were subjected to ADP injection before reperfusion. The titer of lactate dehydrogenase
(LDH) ,cardiac troponin I(cTnl) and malondialdehyde(MDA)in plasma were observed. The levels of superoxide dismutase(SOD)
and malondialdehyde(MDA)in myocardial tissue were observed. The results of HE staining and electrocardiograms(ECG) was ob-
served. Results Compared with Group Sham,LLDH.cTnl and MDA in plasma in Group MIRI increased (P<0. 05) ; Compared with
Group MIRI,LDH,c¢Tnl and MDA in plasma in Group ADP declined (P<C0. 05) ; Compared with Group Sham,SOD decreased and
MDA increased in myocardial tissue in Group MIRI (P<C0. 05) ; Compared with Group MIRI, SOD increased and MDA decreased in
myocardial tissue in Group ADP (P<C0. 05). The myocardial injury was serious in Group MIRI while it was lightened in Group
ADP. There were acute ischemia ECG change in Group MIRI while it was slight in Group ADP. Conclusion ADP postconditioning
is a protective factor against MIRI in rats,it is related to eliminating free radicals and alleviating the damage of lipid peroxidation.
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