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Mitophagy in Diabetic Cardiomyopathy
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[ Abstract] Cardiovascular disease is a major cause of death in people with diabetes. Diabetic cardiomyopathy (DCM) involves myocardial
hypertrophy and fibrosis due to diabetes, without other heart conditions,leading to impaired heart function. Mitophagy , the process of removing
damaged mitochondria, is crucial for cell health and plays a key role in DCM. In diabetes , oxidative stress and other factors can disrupt mitophagy
in heart cells, causing mitochondrial dysfunction and weakened heart function. The PINK1/Parkin pathway is key for mitophagy regulation via
ubiquitin, but its abnormal activation can cause myocardial damage in diabetes. Non-ubiquitin mitophagy, involving BNIP3 and FUNDC1, also
contributes to DCM. This article explores the pathophysiology of DCM, details mitophagy mechanisms, reviews related pathways, and suggests
regulating mitophagy as a potential treatment strategy , providing new clinical insights.
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