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Mechanism of Cardiac Rupture After Acute Myocardial Infarction
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[ Abstract] The specific pathophysiological mechanism is still unclear about cardiac rupture after acute myocardial infarction. The

clinical indicator and related drug intervention target are still unknown. Current studies have shown that its mechanism may be related to

excessive inflammatory response , imbalance of matrix metalloproteinase family expression, renin-angiotensin system activation, apoptosis and

autophagy , intracellular calcium homeostasis and mitochondrial homeostasis, platelet activation and coronary microcirculation disorder. This is a

summary about it.
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