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[Abstract] Myocardial ischemia-reperfusion injury (MIRD) is an inevitable pathological process after the
restoration of blood flow in infarcted myocardium and is the main cause of poor prognosis of myocardial in-
farction. Ferroptosis is an important form of cell death in cardiomyocytes and involves in the pathological me-
tabolism of myocardial infarction and ischemia-reperfusion injury, which is gradually becoming a therapeutic
target for improving ischemia-reperfusion injury. Exosomes are extracellular vesicles that carry various biolog-
ically active substances and participate in intercellular communication. Exosomes from different sources play
an important regulatory role in ferroptosis following MIRI. This article reviews the mechanism of ferroptosis
in the pathophysiology of MIRI and the research progress on how exosomes regulate ferroptosis to exert car-
dioprotective effects,aiming to provide new ideas for clinical research on cardiovascular diseases and patient
treatment.
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