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[Abstract]  Objective To explore the therapeutic effect of enhancer of Zeste homolog 2 (EZH2) inhibitor GSK343 on
periodontitis by regulating microphage differentiation. Methods Macrophage RAW264.7 cells were divided into the blank
(A group), control (B group), lipopolysaccharide (LPS) stimulation (C group), and LPS+GSK343 (D group) groups. Phenotype
transformations was determined through Western blot analysis and enzyme-linked immunosorbent assay by detecting the
differentiation of phenotypic biological markers, including tumor necrosis factor-o. (TNF-a), inducible nitric oxide synthase
(INOS), interleukin-10 (IL-10), and Arginase-1 (Arg-1). Metergasis was identified by performing a phagocytosis test on Esche-
richia coli (E. coli). Results Macrophage RAW264.7 cells produced classical phenotypic biomarkers (M1) TNF-a and iNOS
under LPS stimulation. The expression levels of IL-10 and Arg-1 increased after adding GSK343 into the culture medium.
GSK343 also induced the conversion of M1 macrophages into M2 macrophages. Macrophage RAW264.7 cells exerted a
phagocytic effect on E. coli, and this effect was enhanced after adding LPS into the culture medium. GSK343 regulated the
macrophage RAW264.7 phagocytosis of E. coli. Conclusion GSK343 possibly participates in the regulation of macrophage

differentiation and, consequently, in the latent treatment of
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periodontitis.



G H35% 3 20174E6 /)

West China Journal of Stomatology Vol.35 No.3 Jun. 2017

http://www.hxkqyxzz.net *265e

E AR o REME LN Z—, FEPUE
() S R i I g R AR AR By vy v e 2 S B
M, XIHUANTRS B RAA HEE L, BRE%
TN o6 SR AR S B PR L, I Bl e R e S
7, TN Tk S A P X 3RAT M S8 SO 4 )5
it oy B, TEAERFIE R NP A S V- b m]
REE BRI CRPE N2, ERIERAET , Bz
fa bRkt FFE—2 A M EM2 L I 4
ML, AEVGCIRS T H AR A A YRk
YIAIR], HrpMIAD 2 MG, R 24
2FRR Y A IR RAE R -0 (tumor necrosis factor-a,
TNF-a ) Flifs 38— LA G (inducible nitric oxide
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HeEW AL (enzyme linked immunosorbent assay,
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Fig 1 The results of ELISA on TNF-o and IL-10
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Fig 2 The results of the Western blotting
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A: A4]; B: B4l; C: C4l; D: D4l.
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Fig 3 Changes in phagocytic function of macrophages fluorescence microscope x 200
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