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Resveratrol inhibits human gingival fibroblast inflammation induced by li-
popolysaccharide through PI3K/AKT signaling pathway

WANG Yu-jiao' ,LI Si-yu',LI Jun-xiong' ,CHEN Hong-jun' ,FENG Jing-ze' ,QIU Ya® LI Li-hua’
(1. Department of Stomatology , North Sichuan Medical College ;2. Medicine Research Center;3. Department of Stomatology, Affiliated
Hospital of North Sichuan Medical College ,Nanchong 637000 ,Sichuan ,China)

[ Abstract] Objective:To investigate the regulatory mechanism of Resveratrol (RSV) on Lipopolysaccharide ( LPS) -induced in-
flammation of human gingival fibroblasts ( HGFs) and its correlation with PI3K/AKT signaling pathway. Methods:; Blank control
group , RSV group,LPS group and LPS + RSV group were set up to evaluate cell viability by CCK-8 method. The blank control group,
LPS group and LPS + RSV group were set up to determine the levels of inflammatory cytokines IL-18,1L-6,IL-8 and TNF-a by ELISA
and analyze the expression levels of PI3K/AKT signaling pathway related proteins by Western blot. The blank control group, LPS group,
LPS + RSV group,LPS + RSV + LY294002 group were set up to determine the levels of inflammatory cytokines IL-18,1L-6,IL-8 and
TNF-a by ELISA and analyze the activation of PI3K/AKT signaling pathway by Western blot. Results: RSV was not toxic to HGFs. RSV
down-regulated the levels of IL-18,1IL-6,IL-8 and TNF-« in LPS induced HGFs inflammation. RSV induced inactivation of the PI3K/
AKT signaling pathway. PI3K/AKT pathway inhibitor ( LY294002) could further enhance the anti-inflammatory effect of RSV by down-
regulating the expression of 1L-1@3,IL-6,1L-8 and TNF-«a. Conclusion: RSV can reduce Lps-induced inflammation of HGFs by inactiva-
ting PI3K/AKT signaling pathway.
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