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Fig.1 Ogxidative stress of chondrocytes caused by metabolic factors
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Fig.2 Oxidative stress in chondrocytes caused by mechanical factors
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Table 1 The drugs and materials related with mitochondria in OA
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Abstract The pathogenesis of osteoarthritis (OA) is related to a variety of factors such as mechanical overload,
metabolic dysfunction, aging, efc., and is a group of total joint diseases characterized by intra-articular
chondrocyte apoptosis, cartilage fibrillations, synovial inflammation, and osteophyte formation. At present, the
treatment methods for osteoarthritis include glucosamine, non-steroidal anti-inflammatory drugs, intra-articular

injection of sodium hyaluronate, etc., which are difficult to take effect in a short period of time and require long-
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term treatment, so the patients struggle to adhere to doctor’s advice. Some methods can only provide temporary
relief without chondrocyte protection, and some even increase the risk of cardiovascular disease and
gastrointestinal disease. In the advanced stages of OA, patients often have to undergo joint replacement surgery
due to pain and joint dysfunction. Mitochondrial dysfunction plays an important role in the development of OA. It
is possible to improve mitochondrial biogenesis, quality control, autophagy balance, and oxidative stress levels,
thereby exerting a protective effect on chondrocytes in OA. Therefore, compared to traditional treatments,
improving mitochondrial function may be a potential treatment for OA. Here, we collected relevant literature on
mitochondrial research in OA in recent years, summarized the potential pathogenic factors that affect the
development of OA through mitochondrial pathways, and elaborated on relevant treatment methods, in order to

provide new diagnostic and therapeutic ideas for the research field of osteoarthritis.
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