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IRF3 suppress the secretion of inflammatory cytokines

in the hepatic stellate cell induced by LPS
Liu Yunjie' Cheng Wei’ Li Li’ et al
(' Pharmacy Intravenous Admixture Service The Third Affiliated Hospital of Anhui Medical University
Hefei Binhu Hospital Hefei 230061 ;>PLA 92752 Troops Health Team Hefei 231600
*School of Pharmacy Anhui Medical University Hefei 230032)

Abstract Objective To investigate the effect of IRF3 on the secretion of inflammatory cytokines IL.-6 and TNF-o
in hepatic stellate cells induced by LPS. Methods Transient transfection of plasmid pcDNA34RF3 into LX2 of
human hepatic stellate cells by liposome was used to detect the transfection efficiency and the expression of inflam—
matory factor [L-6 and TNF-o was detected by Western blot and qRT-PCR. Results The results of gRT-PCR and
Western blot showed that the expression of TNF-o and IL-6 in LX2 cells stimulated with 2 pg/ml LPS for 12 h was
significantly lower than that in normal control group while the expression of TNF-o and IL-6 increased significant—
ly. However after pcDNA3 was transfected into LX2 cells for 12 h the expression levels of inflammatory factors
IL-6 and TNF-« in pcDNA3 transfected group were significantly inhibited in LX2 cells compared with the control
group. Conclusion IRF3 can inhibit the expression of inflammatory cytokines IL-6 and TNF-o in X2 induced
by LPS.
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