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Abnormal Mitochondrial Dynamics and Related
Cardiovascular Diseases
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[ Abstract] Mitochondria is the main site of energy metabolism in myocardium, which maintains normal morphology and function through
the dynamic balance of division and fusion. The dynamic transformation of mitochondrial division and fusion is called mitochondrial dynamics,
which is regulated by mitochondrial fusion-related proteins, division-related proteins and other proteins. The imbalance of mitochondrial
dynamics can cause disorders of cardiac structure and function,and participate in the occurrence and development of cardiovascular diseases
such as dilated cardiomyopathy, ischemia-reperfusion injury, septic-induced cardiomyopathy, diabetic cardiomyopathy and atherosclerosis.
Maintaining mitochondrial dynamic balance can be a new target for the treatment of these diseases. This article reviews the mechanism of
mitochondrial divison and fusion and the influence of imbalance on related cardiovascular diseases.
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