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Abstract: Objective We aimed to explore the potential mechanism of Celastrol in suppressing the influence of IL-1 on endplate
chondrocytes through stimulating chondrocytes of the endplate using IL-18 and Celastrol in vitrro. Methods Chondrocytes of the
endplate were induced by different concentrations of Celastrol. The proliferation of chondrocytes of the endplate was determined by
CCK-8 assays. The chondrocytes of the endplate were divided into control group with complete medium, IL-1B-induced group with
5 ng/mL IL-1 of complete medium for 2 h and Celastrol treatment group with Celastrol for 24 h after being added with 5 ng/mL
IL-1B of complete medium for 2 h. MMP-1 and MMP-3 were measured by ELISA after chondrocytes of the endplate induced by IL-
1B and Celastrol, and mRNAs of proteoglycan and type II collagen were assessed by RT-qPCR. Results The expression levels of
MMP-1 and MMP-3 were significantly upregulated in chondrocytes of the endplate induced by IL-1f for 2 h compared with the blank
control, and the effect was markedly inhibited by Celastrol. Moreover, the expression levels of proteoglycan and type II collagen
were significantly suppressed in chondrocytes of the endplate induced by IL-1B for 2 h compared with the blank control, and

Celastrol could upregulated the expression of proteoglycan and type II collagen. Conclusion Celastrol may effectively inhibit the
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degeneration process of cartilage endplate induced by IL-13, contribute to the expression of proteoglycan and type II collagen, and

play an important role in the suppression of degenerative disc disease.
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Fig.1 Effects of different concentrations of celastrol on

the proliferation of chondrocytes of the endplate
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