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Role of ferroptosis in osteoarthritis

WANG Wei', ZHENG Xiaoyu ™
(‘Department of Orthopedics, People's Hospital of Chongging Yubei District, Chongging, 401120, China;
2Department of Cardiovascular and Cerebrovascular Diseases, School of Clinical Medicine,

Chongqing Medical and Pharmaceutical College, Chongqing 400000, China)

Abstract: Osteoarthritis is characterized by chronic degenerative joint, which can eventually lead to joint
stiffness and disability. However, its pathogenesis is not well understood. Ferroptosis, characterized by
aberrant iron metabolism and lipid peroxidation, is a new type of programmed cell death. It plays an important
role in the onset and development of many diseases. Based on the mechanism of ferroptosis, this review will
clarify the effects of ferroptosis on synovitis, cartilage damage and extracellular matrix degradation, and

discuss the potential effects of ferroptosis in the pathophysiology of osteoarthritis, expecting provide new ideas
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for the pathogenesis and treatment strategies about osteoarthritis.
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