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[ Abstract]  Ferroptosis is a programmed cell death pattern characterized by intracellular iron overload and abnormal
lipid metabolism. Regarding ferroptosis, in addition to classic mechanisms such as iron metabolism, lipid metabolism, and
oxidative antioxidant imbalance, recent studies have found that ferritin autophagy, fat autophagy, mitochondrial metabolic
disorders, nuclear factor erythroid 2—related factor 2 (Nrf2) gene regulation, and the membrane repair mechanism mediated by
endosomal sorting complex required for transport Il (ESCRT-1II) are also involved in regulating ferroptosis. At the same time,
ferroptosis is involved in the development of multiple cardiovascular diseases. In this paper, we reviewed the research progress
on the mechanism of ferroptosis, analyzed its relationship with myocardial ischemia—-reperfusion injury, myocardial toxicity
of adriamycin, heart failure, atherosclerosis, aortic valve calcification and other cardiovascular diseases, and summarized and
analyzed relevant studies on its targeted therapy, indicating that ferroptosis is expected to become an important intervention target
for cardiovascular diseases. This can provide reference for drug research of cardiovascular diseases.
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