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Abstract: Knee osteoarthritis is a kind of joint pain, swelling, dysfunction and even deformity caused by degeneration
of knee cartilage. It is one of the common diseases of the middle—aged and elderly. With the development of society, the
incidence rate of young people also deserves social attention. Based on the theory of "kidney governing bone", this paper
expounds the process of inducing ferroptosis by "kidney governing bone" to alleviate the occurrence and development of
articular cartilage knee osteoarthritis. It believes that kidney governing bone and ferroptosis have a common role in promoting
chondrocyte death, enriching the pathogenesis theory of knee osteoarthritis, so as to provide clinical and experimental ideas
for the prevention and treatment of osteoarthritis in Chinese and Western medicine.
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