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[Abstract] Acute carhon mdnoxide poisoning (ACMP) iS one of the most/ common=gas poisonings in the
emergency department, with tens of thousands of people seeking medical attention for carbon ‘monoxide (CO) poisoning
each year. The severity of poisoning is“dependent upon environmental and human factorg, with hypoxia and oxidative
stress being important mechanisms of cardia@ toxicity induced by CO..Myocardial involvement'is common in moderate to
severe ACMP, including myocardial injury, myoeardial infarction; arrhythmia, and sudden‘death,/which are associated
with a high risk of death. Ferroptosis is a cell death, mechanism caused by iron-dependent lipid peroxidation (LPO),
although ferroptosis has been shown to play a critical réle insvarious cardiovasculardiseases, the potential mechanism by
which it contributes to ACMP-induced myocardial injury«is unclear/ This reyiewsdiscusses the established link between
ferroptosis and cardiovascular disease and summarizes the potential role of ferroptosig’in ACMP-induced myocardial
injury and the detrimental effects of ACMP on the heart: Elucidating thesesmechanisms could guide the development
of novel therapeutic strategies that target ferroptosis to mitigate ACMP-induced myocardial injury., This review aims to
provide a theoretical foundation, for future resedrchion the potential-use of ferroptosis as a therapeutic target for ACMP-
induced myocardial injury.
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