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Research progress on iron metabolism and heart failure
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[ Abstract] Iron deficiency is relatively common in patients with heart failure, accounting for about 50%. Iron
deficiency is significantly correlated with readmission rate, cardiovascular event incidence, cardiovascular mortality rate,
and all-cause mortality rate in patients with heart failure. At the same time, patients with heart failure may experience iron
absorption and utilization disorders due to intestinal edema, insufficient intake, and drug interactions, exacerbating iron
deficiency. At present, guidelines in Europe and the United States recommend iron supplementation for patients with heart
failure and iron deficiency who have reduced ejection fraction to improve clinical symptoms, exercise tolerance, and quality
of life. This article intends to review the pathophysiology, clinical diagnosis, and treatment of iron deficiency in heart
failure patients based on existing research.
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