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[ Abstract] Heart failure is a complicated clinical syndrome with high morbidity and poor prognosis. It is mainly neuro-humoral factors
that are involved in the process of cardiac hypertrophy and cardiac dysfunction, so the gene polymorphism in this process may affect the
diagnosis, treatment and prognosis of heart failure. Heart failure is associated with several gene polymorphisms, mainly involved in the renin-
angiotensin-aldosterone system,the sympathetic-adrenal medulla system,and the endothelin system. Some genes in the inflammatory response
are also involved in the development of heart failure. This paper aims to review recent published papers to summarize the relationship between
gene polymorphism and the diagnosis, treatment and prognosis of heart failure, providing ideas for individualized diagnosis and treatment of
heart failure.
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