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Ginkgetin attenuates the osteoarthritis progression by inhibiting the
tumor necrosis factor a from chondrocytes
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Abstract

Objective: To study the possible effect and mechanism of Ginkgetin in osteoarthritis (OA) treat-
ment. Methods: Rat knee OA models were developed by cutting the anterior cruciate ligament, and
then the degeneration of the cartilage was observed after 4 times of intra-articular Ginkgetin (50 pL. of
100 pgemL ') injection in the knee. Also, chondrocytes were treated with 50 pmol-l. ' Ginkgetin af-
ter induced by 10 ngeml. ' IL.-1B for 24 h in vitro, and the degenerative features of the chondrocytes
was detected. Results: Intra-articular Ginkgetin injection could partially rescue the cartilage from de-

generation during OA progression in vivo, by down-regulating the protein expression of tumor necro-
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sis factor « (TNF-a) in the cartilage and the level of TNF-a in the synovial fluid. Also, Ginkgetin at-

tenuated the stimulated gene expression of TNF -« by interleukin 18 in the primary chondrocyte in vi-

tro, as well as down-regulating the concentration of TNF -a in the culture supernatant. Further, we

found that Ginkgetin also up-regulated the stimulated gene expression of collagen type 2al (Col2al),

aggrecan (Acan) and B-cell lymphoma 2 (Bcl-2), and down-regulated the gene expression of matrix

metalloproteinase 13 (MMP-13), Adamts-5 (a disintegrin and metalloproteinase with thrombospondin

motif 5), and Caspase 3. Conclusion: Ginkgetin might be a potential anti-OA agent, which promotes

the biosynthesis and inhibits the degeneration of cartilage matrix, and inhibits the apoptosis of chondro-

cyte during OA progression.
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