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ABSTRACT Objective: The role of interleukin (IL)-17 in cellular communication in inflammation has been well described, and a
positive correlation between the severity of periodontitis and the level of IL-17 was reported. Although epithelial cells are a major target
of IL-17, little is known about the effect of IL-17 on the production of chemokines by human gingival epithelial cells (HGECs). The
effects and the mechanism of IL-17 have been evaluated on the expression of CXCL8 and CCL2 by HGECs. Methods: After IL-17
stimulated the human gingival epithelial cells, We evaluated the effects of IL-17 on the expression of CXCL8 and CCL2 by HGECs using
ELISA. In addition, the role of the nuclear factor (NF)-kB signalling pathway in the IL-17-mediated expression of chemokines was
assessed using a specific inhibitor by WESTERN BOLT. Results: Comparing no stimulation of IL-17 group with under stimulation of
IL-17 group, the secretion of CXCL8 protein had significantly increased. And the protein expression of p-IkB significantly increased
indicate the activation of NF-kB (P<0.05). Meanwhile, comparing stimulation of IL-17 group with stimulation of IL-17 plus the inhibitor
of NF-kB group, the secretion of CXCLS protein had significantly dcressed. And the protein expression of p-IkB significantly decressed
indicate the inhibition of NF-kB (P<0.05). Conclusion: IL-17 is involved in the regulation of the innate immune response in HGECs by
inducing CXCLS8 production and the NF-jB signalling pathway is involved, while it provides a new target for treatment of periodontitis
induced by IL-17.
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