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Effects of morphine postconditioning on autophagy induced by

ischemia-reperfusion in isolated rat hearts
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Abstract Objective
reperfusion in isolated rat hearts and its possible mechanism. Methods

To investigate effects of morphine postconditioning ( PC) on autophagy induced by ischemia—
48 male adult SD rats were randomly di-
morphine PC

vided into three groups: blank control group ( C group) ischemia-reperfusion group ( I/R group)

group ( M group)
a—eperfusion model in isolated rat hearts. In group C

16 rats in each group. A Langendorff perfusion device was used to simulate myocardial ischemi—
continuous perfusion was performed for 110 min and the
other two groups were subjected to 30 min of ischemia followed by 60 min of reperfusion after 20 min of balanced
perfusion. M group was given 1 pwmol/L morphine perfusion for 15 s and elution for 15 s immediately which was
repeated 4 times just before reperfusion. At the end of reperfusion the activity of creatine kinase ( CK) in the cor—
onary effluent was measured and myocardial infarct size was analyzed and pathological changes of the myocardium
was observed and the expression of microtubule-associated protein 1 light chain 3-I[ / T (LC3-11/1) mamma-
lian rapamycin target protein ( mTOR) and phosphorylated mTOR ( p-mTOR) was determined by Western blot in
myocardial tissue. Results Compared with [/R group CK activity was significantly decreased ( P <0.01) and
myocardial infarct size was significantly reduced ( P <0.01) and myocardial pathological changes were lighter
and LC3-1I / [ ratio was significantly decreased ( P <0.01)

0.01) in M group. Conclusion Morphine PC alleviates myocardial ischemia-reperfusion injury by ameliorating the

and the expression of p-mTOR was increased ( P <

enhancement of myocardial autophagy induced by ischemia—reperfusion via activating mTOR.
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