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[Abstract] Objective To investigate the effect of HMGB1 on IkB/NF-KB signaling pathway in ovarian granulosa cells of
rats with insulin resistant. Methods The ovarian granulosa cells in vitro were cultured, and the control group, different
concentrations of insulin intervention groups, different concentrations of HMGBI1 intervention groups and insulin resistance+si—
HMGB1 group and others were designed. The levels of glucose, HMGBI, androgen, TNF-a and phosphorylated NF-kB p65
were determined by enzyme-linked immuno sorbent assay (ELISA). The concentrations of lkBa, plkBa, Caspase3 and Cleaved
Casepase3 were detected by Western blotting. Results Compared with the control group, high insulin significantly decreased
the glucose of rats (P<0.05), increased the androgen, HMGB1 and TNF-a (P<0.01) in ovarian granulosa cells, and then
activated transcription factor NF-kB p65, significantly increased phosphorylated NF-kB p65(P<0.05). Androgen, phosphorylated
IKBa, phosphorylated NF-kB p65 and TNF-a increased significantly with the increase of HMGB1 (P<0.05 or P<0.01). When
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adding HMGBI1 interference small molecules into the ovarian granulosa cells, side effects induced by insulin resistance

relieved, and the expression of androgen, Cleaved caspase 3, TNF-a, phosphorylated IkBa and phosphorylated NNF-kB p65(P<

0.05 or P<0.01) were significantly lower than the control group. Conclusion HMGBI could promote the increase of

inflammatory factors in the PCOS insulin resistance ovarian granulosa cell model. HMGB1 may mediate the NF-kB signaling

pathway, promote the cell apoptosis in insulin resistance ovarian granulosa cells, also involve in the pathogenesis of PCOS.
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