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[ Abstract] Heart failure is a complex clinical syndrome that is considered an irreversible clinical process. The study of disease

mechanisms in preclinical animal models can provide strong support for the research and development of new drugs for heart failure. In this

article ,we review the molecular and cellular mechanisms that lead to myocardial damage and abnormal load according to the etiology, and

elaborate on the molecular development of novel non-coding RNA targets, to provide a reference for the development of advanced therapy

medicinal products in heart failure.
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