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Abstract: Objective To investigate the inhibitory effect and its mechanism of verbenalin on immune response of oral lichen planus
(O LP). Methods OLP inflammatory model was established by stimulating Keratinocyte cells (HaCaT cells) with lipopolysaccharide
(LPS) in vitro. CCK-8 was adopted to detect the cell viability. The expression changes of tumor necrosis factor-a (TNF-a), interleukin-
1 B (IL-1p) and interleukin-6 (IL-6) were detected by the real-time fluorescence quantitative PCR. The protein expression changes of
NF-kB p65 and p-NF -kB p65 were detected by Western blotting. Results In HaCaT cells, LPS inhibited the cell viability, and up-
regulated the expression of TNF-a, IL-1f and IL-6, as well as the proteins of NF-kB p65 and p-NF-kB p65. The introduction of 20
mg/L verbenalin with the duration of 24 h reduced LPS-induced HaCaT cell damages and inhibited the expression of inflammatory
factors as well as the activation of NF-kB p65 signal pathway. Meanwhile, after pre-treatment with G protein-coupled receptor 18
(GRP18) inhibitor 01918, the protective effect of verbenalin was significantly reduced. Conclusion Verbenalin can inhibit the
activation of NF-«xB signal pathway by activating GPR18 receptor, thereby reducing the expression of inflammatory factors and
alleviating the oral inflammatory response of OLP.
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Fig. 1 Effect of verbenalin on HaCaT cell viability ( x s,n=6)
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Fig. 2 Effect of verbenalin on expression of inflammatory factors TNF-a, IL-6 and IL-1p in HaCaT cells ( X s, n=3)
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Fig. 3 Effect of verbenalin on expression of NF-kB p65 and p-NF-kB p65 in HaCaT cells ( X s, n=3)
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Fig. 4 Effect of verbenalin on expression of inflammatory factors TNF-a, IL-6 and IL-1p and NF-kB p65 and p-NF-kB p65
in HaCaT cells after inhibition of GPR18 receptor ( X #s,n=3)
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