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Research Progress of Ferroptosis and Cardiac Dysfunction

HAI Ri-han, NIE Yong-zhen

(People’s Hospital Affiliated to Inner Mongolia Medical University, Hohhot Inner Mongolia 010000)

ABSTRACT: Iron is an essential mineral for various functions in the body under physiological
conditions.Many biological processes, such as oxygen metabolism and lipid metabolism, protein
production, cellular respiration and DNA synthesis, require the presence of iron. Iron metabolic
disorders are involved in the pathophysiological mechanisms of many human diseases, and
iron death is a common pattern of iron metabolic disorders.In recent years, it has been found
that ferroptosis is involved in a variety of heart diseases, and has potential effects on Coronary

arteriosclerosis,

ischemia/reperfusion injury, myocardial infarction, heart failure, coronary

angioplasty or heart transplantation.Therefore, this paper will review ferroptosis and heart disease.
KEYWORDS: ferroptosis; reactive oxide species; Myocardial ischemia/reperfusion injury; heart

failure
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