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[ Abstract ] As a serious manifestation or late stage of various heart diseases, heart failure is one of the serious diseases affecting the
national health and social economy of China. Despite the continuous improvement of treatment methods, the mortality rate and
rehospitalization rate of heart failure are still high,and it needs to be in-depth study of pathophysiology. In recent years,studies have focused
more on the relationship between heart failure and myocardial mitochondrial biological metabolism,including mitochondrial dynamic balance,
metabolism , oxidative stress and mitochondrial metabolism-related signaling molecules. Mitochondria are expected to become a new target for
the treatment of heart failure. This article will describe the relationship between energy metabolism and myocardial mitochondria in heart
failure and the importance of mitochondria-targeted therapy in the treatment of heart failure.
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