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Correlation between TGF-p and liver cancer of HCV infection patients
GUO Li*, ZHAO Hong, ZHANG Jun-tao, LIU Zhi-zhen, DONG Xiu-shan, YU Bao-feng
(% Linfen Vocational and Technical College, Linfen, Shanxi 041000, China)
Abstract: OBJECTIVE To explore the effects of chronic hepatitis C virus (HCV) infection on invasiveness of liver
cancer cells through transforming growth factor-f (TGF-8). METHODS A total of 68 patients with hepatocellular
carcinoma (HCC) who were treated in Shanxi Bethune Hospital Affiliated to Shanxi Medical University from Jun.
2016 to Jun. 2018 were selected and divided into infection group (7 =21) and control group (n =47) according to
presence or absence of HCV infection. The serum TGF- was detected by real-time fluorescence quantification
methods. The effects of TGF-8 on invasion and migration of HepG2 cells were studied by in vitro cell invasion and
migration experiments. RESULTS The level of serum TGF-§ in infection group was (461.72+24.96) mg/L, sigifi-
cently higher than that in control group (198.544-18.10 mg/L) (P<C0.001). The number of invaded cells in the in-
fection group was (97.69414.52), sigificently more than that in control group (43.28£8.95) (P <C0.001). And
the number of migrating cells in the infection group was (109.85+13.64), sigificently more than that in control
group (51.30£8.27)] (P<C0.001). CONCLUSION HCYV infection can promote invasiveness of liver cancer cells

through TGF-B.
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Figure 1 Effects of TGF-8 on invasion ability of HepG2

cells in two groups of patients with liver cancer
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Figure 2 Effects of TGFB on migration ability of HepG2
cells in two groups of patients with liver cancer
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