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Role of mitophagy in cardiac failure and possibility of application
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WFZER R OB EE (F3C) : Among heart failure-related factors, metabolic inhibition and angiotensin Il
induce mitophagy via mitochondrial superoxide production, and imatinib, a therapeutic agent for chronic

mylogenous leukemia, also induce mitophagy. The inhibition of mitophagy/autophagy exacervates
myocardial injury and cardiac dysfunction.
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