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[ Abstract] The interaction of various causes after myocardial infarction leads to pathological remodeling of the heart, which is the main

pathological basis for the occurrence and development of heart failure and the main factor affecting the prognosis of patients with myocardial

infarction. In recent years, people have been looking for a series of safe, effective and highly acceptable post-myocardial infarction

rehabilitation methods,among which exercise rehabilitation occupies a major position. Exercise is an important non-drug intervention to reduce

the rational remodeling of heart disease ,improve cardiac function,life quality and prognosis of patients. This article introduces the mechanism

of cardiac remodeling after myocardial infarction, and summarizes the mechanism of exercise intervention in rational remodeling of heart

disease, the common exercise rehabilitation methods and their characteristics and clinical significance.
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