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IL-17 in intervertebral disc degeneration and exploration of IL-17 inhibitor by In silico Analysis
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[Abstract]

Interleukin-17A (IL-17) is a member of the IL-17 cytokine family, which activates many intracellular signaling factors
and mediates the induction of some inflammatory cytokines and chemokines. Recently, it was reported that IL-17A
levels increase in cells of the degenerative and herniated discs, however, research on the role of IL-17 in disc cells is
limited. In this study, Real time PCR , Western blot analysis and promoter assay showed that the expression levels of
IL-6, COX-2, mPGES1, MMP-3 and MMP-13 were significantly increased by treatment with IL-17A in hypoxia.
When the effects of I1L-17A were down-modulated by using anti-IL-17A antibody, IL-6, COX-2, mPGES1, MMP3 and
MMP13 expression levels significantly decreased compared with those in cells treated with IL-17A alone. Our results
indicated that IL-17A regulated the factors which mediate disc degeneration.
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