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[ Abstract] Senile cardiomyopathy is a degenerative disease of unexplained myocardium in the aging process of
the elderly and one of the important causes of heart failure and death in the elderly. Senile cardiomyopathy occurs with
age and is not a cardiac insufficiency caused by some known diseases. Therefore ,understanding the mechanisms of senile
cardiomyopathy and aging is extremely important. This review will summarize the related research progress on senile car-
diomyopathy and aging in order to understanding the mechanism better and help develop new treatment methods and im-
prove the life quality of the elderly.
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