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Effects of LPS on proliferation apoptosis and secretion of

cytokines of hepatocellular carcinoma cell line HepG2
Liu Yating Li Tao Xu Enjun et al
( Dept of Clinical Laboratory The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To observe the effects of different concentrations of LPS on proliferation apoptosis and se—
cretion of cytokines of liver cancer cell line HepG2 in vitro and to explore their possible mechanism. Methods
The cells were divided into control group and 1 10 50 100 wg/ml LPS treatment groups according to the method
of random number. The proliferation of HepG2 cells at post treatment hour ( PTH) 24 48 72 and 96 ( denoted as
absorption value) was detected by MTT and the apoptosis of HepG2 cells at PTH 24 was detected by flow cytome—
ter. The level of IL-6 and IL.-8 mRNA was detected by RT-PCR at PTH 24 and the concentration of IL-6 and IL-8
was detected at PTH 24 by chemiluminescence immunoassay. The data were analyzed with SPSS19. 0. Results
Compared with the control group proliferation of HepG2 cells was significantly increased ( P <0.05) in the treat—
ment groups at PTH 24 and 48 but there was no statistically significant difference in proliferation of HepG2 cells at
PTH 72 and 96( P >0. 05) . There was no statistically significant difference in apoptosis rate of HepG2 cells at PTH
24 between the groups. Compared with the control group the expression of 1L-6 and IL-8 was significantly in—
creased with the increase in concentration of LPS at PTH 24. Conclusion LPS can promote the proliferation of
HepG2 cells in 48 hours and has no effect on apoptosis of HepG2 cells. LPS can also up—regulate the expression of
IL-6 and 118 in HepG2 cells.
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