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ABSTRACT: Osteoarthritis (OA) isadegenerative disease caused by joint damage, obesity and aging. OA can cause articular cartilage
damage and motor dysfunction. Cartilage injury is the main reason of OA due to the key role of chondrocytes and extracellular matrix
(ECM) in cartilage. The current treatment of OA is limited to symptomatic relief. However, more studies about stem cells and chondro-
cytes provides many evidences of enhancing endogenous cartilage repair, which is an important method of OA treatment. Compounds
can promote the specific differentiation of mesenchymal stem cells to chondrocytes. In addition, the compounds can aso promote chon-
drocyte proliferation, inhibit chondrocyte apoptosis, inhibit matrix metalloproteinase activity and increase ECM synthesis by regulating
multiple signal pathways, which play important role in maintaining the number of chondrocytes, promoting the ECM synthesis and inhi-
biting ECM degradation. These methods are safer and more effective than the stimulation of endogenous stem cells or autologous cells by
minimally invasive procedures. So, this review summarizes the studies about compounds that promote cartilage endogenous repair of se-
nile degenerative osteitis, and provides the basis for finding more effective compounds.
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Fig.1 Compounds promoting endogenous cartilage repair and their mechanism of action
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