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Abstract:

Ferroptosis is a novel type of programmed cell death induced by iron and lipid peroxides.

Differing from autophagy, apoptosis, and other cell death modes, ferroptosis has distinct mitochondrial

morphological characteristics and unique mechanisms. With the deepening of research, ferroptosis has been

proved to play an important role in a variety of diseases. Recent studies have found that ferroptosis is closely

related to the acute respiratory distress syndrome (ARDS) caused by various factors, but the specific

mechanism remains to be further investigated. This work mainly introduces the mechanism of ferroptosis from

iron ion homeostasis, lipid peroxide metabolism, amino acid metabolism and other pathways, and reviews the

research progress of ferroptosis in ARDS, so as to provide potential mechanisms and new treatment methods

for ARDS.
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