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Abstract

Objective: To explore the delayed protective effect and mechanism of endogenous opioid peptides (EOP) in
rats with myocardial ischemic reperfusion injury after exercise preconditioning.

Method: Seventy-five health male SD rats were randomly divided into sham; ischemic reperfusion injury(I/R),
exercise precondition (EP), exercise precondition +naloxone(EPN) and exercise precondition+chelerythrine (EPC)
group. After establishing of EP animal model, the rats were ligated ramus descending coronary artery to in-
duce myocardial ischemic reperfusion. Then the parameter of hemodynamics were traced, and serum cardiac tro-

ponin I (c¢Tn I'), myocardium cyclooxygenase (COX-2) was detected by enzyme linked immunosorbent assay
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(ELISA), myocardium iNOS was detected by colorimetric method, myocardium manganese-superoxide dismutase
(Mn-SOD) was detected by xanthine hydrocarbonylation and myocardium Ca’" density was detected by atom
absorption spectrophotometry.

Result: () As compared with group I/R, reduce range of left ventricular systolic pressure(LVSP), dp/dt,. de-
creased significantly in group EP during reperfusion 60min (P < 0.05); As compared with group EP, +dp/dt... de-
creased significantly in group EPC during reperfusion 60min (P <0.05). @ As compared with group I/R, se-
rum ¢Tn I decreased significantly in group EP (P <0.05); As compared with group EP, ¢Tn I level in serum
increased in group EPN and EPC (P <0.05). @ As compared with group I/R, Mn-SOD, COX-2, iNOS in myo-
cardium increased significantly in group EP, EPN and EPC (P <0.05). As compared with group EP, COX-2, iN-
OS in myocardium decreased significantly in group EPC (P <0.05), COX-2 in myocardium decreased signifi-
cantly in group EPN (P <0.05). @ As compared with group I/R, Ca®" level in myocardial sarcoplasmic reticu-
lum decreased significantly in group EP (P <0.05), myocardial sarcoplasmic reticulum Ca’" decreased without
statistical significance in group EPN and EPC (P> 0.05); As compared with group EP, Ca’" level in cardiac
muscle cell endochylema was increased significantly in group EPN and EPC (P < 0.05).

Conclusion: EOP mitigates myocardial ischemic reperfusion injury significantly via improving microcirculation
and maintaining intracellular calcium homeostasis, by activating protein kinase C(PKC) and down stream sig-
nal way may play a crucial role in EP delayed phase.
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