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[ Abstract ] Heart failure is a serious stage of the development of various heart diseases. The rising incidence of heart failure is one of

the biggest challenges facing cardiovascular medicine, and it has become the final battleground for heart disease treatment. MG-132 is a

ubiquitin proteasome inhibitor, which plays an important role in the development of heart failure, but its specific role has not been fully

clarified. This article reviews the relationship between MG-132 and heart failure and its molecular mechanism.
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