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Dioscin inhibits IL-1B-induced catabolism and apoptosis by regulating the TLR4/NF-kB signaling pathway in
human nucleus pulposus cells
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Abstract : Objective To explore the effect and mechanism of dioscin (Dio) on interleukin-1g (IL-1B)-induced inflammatory respone
in human nucleus pulposus (NP) cells. Methods Human NP cells were divided into the control group,the IL-18 group,the IL-1B + Dio
100 ng - mL™" group and the TL-1B + Dio 500 ng * mL. ™"
Dio. The CCK-8 method , Western blot,immunofluorescence staining,Griess method , ELISA and RT-PCR were used to detect the cell viability,

group, and they were cultured in vitro with IL-18 and different concentrations of

extracellular matrix metabolism, inflammatory factors and related signal transduction pathway. Results
PGE2,NO,iNOS and COX-2 in human NP cells stimulated by IL-13 (P <0.05) ,inhibit the catabolic activity of human NP cells activated by
IL-1B (P <0.05) ,inhibit the TLR4 /NF-kB signaling pathway of human NP cells stimulated by IL-18 (P <0.05) ,and reduced the inflam-
matory mediators (IL-6,TNF-«)levels (P <0.05). Conclusion Dio inhibits IL-1B-induced inflammation and catabolic activity of human

Dio can inhibit the expression of

NP cells by inhibiting the TLR4/NF-kB signaling pathway and related inflammatory reactions,, which provides new evidence for clinical treat-
ment of intervertebral disc degeneration (IDD).
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