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Abstract ; With the development of the society and material level , the factors including unhealthy eating habits, lack of movement, exces-

sive drinking and smoking and mental stress lead to the increased incidence of cardiovascular disease year by year, which seriously

threaten human health. In the process of the treatment of cardiovascular disease , myocardial ischemia-reperfusion injury may increase the

original damage , cause irreversible myocardial cell structure and function change, even worsen existing cardiovascular disease , eventually

lead to deterioration and even death,so an exploratory examination of the mechanism of ischemia reperfusion injury is of great signifi-

cance. In this paper,the mechanisms of myocardial ischemia-reperfusion injury were reviewed from several aspects such as the outbreak

of oxygen free radicals,Ca’* overload , mitochondrial dysfunction , inflammation , metabolic disorders energy, which provide certain theo-

retical basis for alleviating ischemia-reperfusion injury in clinical practice.
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