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Abstract: Osteoarthritis is a common degenerative disease involving pathological changes in joint tissues, with a complex pathogenesis
involving mechanical loading, injury, metabolism and inflammatory stimuli, which seriously affects the quality of life of the patients. Ferrop-
tosis, a newly discovered iron—dependent cell death mode characterized by lipid peroxide accumulation, mainly involves iron metabolism
and redox homeostasis, and is involved in pathogenesis of many degenerative diseases. Meanwhile, studies on the association between ferrop-
tosis and osteoarthritis have been increasing, providing a large amount of evidence for in—depth exploration of its mechanism of action. There-
fore, this review summarizes the research progress on the pathogenesis and treatment of ferroptosis in osteoarthritis, aiming to find the possi-
bility of providing early prevention strategies for the clinical treatment of osteoarthritis, as well as exploring further research directions and
therapeutic targets.
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