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[ Abstract] Heart failure (HF) is the terminal stage of heart disease caused by various causes. It is a common disease in modern

society ,and has high morbidity and mortality. Iron is one of the essential trace elements in human body. It exists in liver,spleen, kidney, heart,

skeletal muscle, brain and other tissues in the form of ions. It is widely involved in various physiological activities of human body,and the iron

metabolic balance is an important part of maintaining human life activities. A number of studies have found that there is a certain relationship

between iron metabolism and HF, which affects the disease progression and prognosis of patients with HF. This paper reviews the research

progress of the relationship between iron metabolism and HF, providing new ideas for the prevention and treatment of HF from the perspective

of iron metabolism.
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