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Research progress on pharmacological effects of Chinese medicine components
and preparations on regulating ferroptosis in treatment of cardiovascular diseases
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Abstract: Cardiovascular diseases include hypertension, atherosclerosis, myocardial infarction, arrhythmia, cardiomyopathy, valvular
Heart disease, congenital heart disease, and heart failure. Ferroptosis is a new mode of programmed cell death, which is characterized
by lipid peroxidation and iron overload. The main regulatory pathways of iron death in cardiovascular diseases include iron metabolism,
lipid metabolism and amino acid metabolism. In recent years, there have been more and more studies on the treatment of cardiovascular
diseases by iron death of traditional Chinese medicine. This study aims to review the therapeutic effects and related pathways of
traditional Chinese medicine components and compound preparations by iron death in cardiovascular diseases such as myocardial
infarction, heart failure, cardiomyopathy and hypertension in the past five years, and further explore therapeutic targets for diseases. In
order to provide new ideas for the treatment of cardiovascular diseases and the development of new drugs.
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Table 1 Ingredients and formulas of Chinese materia madica with therapeutic effects on cardiovascular diseases through

ferroptosis pathway
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