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ABSTRACT: Myocardial ischemia-reperfusion injury is syndrome that after blood supply restored in ischemic myocardium, cell

dysfunction and structural damage actually get worsen. It is very complicated and registers as myocardial systolic and diastolic

dysfunction, vascular endothelial dysfunction, microcirculation disorder, electrolyte balance disorder, cellular apoptosis and necrosis,

followed with generation of oxygen radicals and activation of inflammation. Matrix metalloproteinases and its tissue inhibitors are a

group of endogenous mediators expressed in heart tissues. They play an important role in many physiological processes, such as

extracellular matrix degradation, activation of inflammation, regulation of vascular function, cellular apoptosis and necrosis. All these

processes have a great relationship with myocardial ischemia-reperfusion injury.
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