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Effect of XB130 on human hepatocellular carcinoma HepG2 cells

Lin Lu, Dong-sheng Li, Guang Bai
(Department of General Surgery, the First Affiliated Hospital of Jinzhou Medical University,
Jinzhou, Liaoning 121001, China)

Abstract: Objective To investigate the effect of XB130 on proliferation and apoptosis of human

hepatocellular carcinoma HepG2 cell lines. Methods Western blot and gRT-PCR were utilized to determine
expression of XB130 in hepatocellular carcinoma cells. Over expressed plasmid pCMV -EGFP -XB130 was
transfected into HepG2 cells. Expression of XB130 was identified by Immunofluorescence, Western blot, and
gRT-PCR. PI3K/Akt pathway related proteins were measured by Western blot; proliferation and apoptosis rate
were measured by MTT assay and Flow cytometry, respectively. Results XB130 protein and mRNA were
detected in different hepatocellular carcinoma cell-lines including Hep3B, Huh7, HepG2 and MHCC97H while
HepG2 showed the lowest concentration of XB130 (P=0.001). p-p21, p-p27, p-FOXO3a and pro-Caspase 9
protein in pCMV-EGFP-XB130 group was up-regulated significantly when compared with EGFP control group
(t=4.652, 3.021, 3.558 and 6.743, P<0.05); XB130 overexpression increased cellular proliferation (P= 0.001)
while decreased apoptosis at the 72nd and 96th (P=0.001) in HepG2. Conclusion Up-regulation of XB130
increases proliferation while inhibits apoptosis via modulating PI3K/Akt signal pathway in hepatocellular
carcinoma HepG2.
Keywords: XB130; hepatocellular carcinoma; proliferation; apoptosis
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