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Research progress on the role of FOXO family proteins in osteoarthritis

and its treatment strategies
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Abstract

Osteoarthritis (OA) is a degenerative change in synovial joints and is the most common joint
disease worldwide, affecting approximately 10% of men and 18% of women over 60 years old. The
characteristics of osteoarthritis are loss and erosion of articular cartilage, subchondral bone changes,
meniscus degeneration, synovitis, osteophyte formation, ultimately leading to structural changes and
functional failure of synovial joints. OA is not a single disease, but the final stage of joint dysfunction.
The current drug intervention strategy mainly focuses on relieving symptoms, and there is still a lack
of effective drugs to delay disease progression, resulting in the need for joint replacement surgery to
restore motor function in the late stages of the disease. The forkhead box transcription factors class O
(FOXO) has recently been shown to play a protective role in chondrocyte dysfunction by regulating
autophagy, aging, and oxidative stress. They can also regulate chondrocyte growth, maturation, and
matrix metabolism. Therefore, it is worth considering whether FOXO transcription factors can be
used as therapeutic targets for OA. This article reviews the role of FOXO in OA treatment.
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