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Effect of hepatitis B virus X protein on promoting hepatocellular senes-

cence

XIONG Ying-hui, FU Yong-ming , ZHOU Peng-cheng » WANG Xiao-fang . HUANG Ze-bing ,
QUAN Jun, HU Xing-wang » FAN Xue-gong (Hunan Key Laboratory of Viral Hepatitis,
Xiangya Hospital , Central South University, Changsha 410008, China)

[Abstract] Objective To evaluate effect of hepatitis B virus (HBV) on hepatocyte senescence through HBV X
protein (HBx). Methods HepG2. 2. 15 cells, HepG2. 2. 15 cells treated by HBx si-RNA (HepG2. 2. 15-HBx-si) ,
and HepG2 cells with over-expressed HBx (HepG2-HBx) were performed B-galactosidase staining, hepatocyte se-
nescence-associated protein was detected by Western Blot; effect of HBx on hepatocyte senescence was compared.
Results The proportions of positive cells for p-galactosidase staining in each group were as follows: (0. 480 +
0.096) in HepG2. 2. 15 group, (0.016 = 0. 005) in HepG2 group, difference between two groups was statistically
significant (P<C0.001); (0.278 £ 0. 065) in HepG2. 2. 15-HBx-si group, (0. 329 £ 0. 044) in its’ control group
(HepG2. 2. 15-HBx-nc group) , difference between two groups was not statistically significant(P = 0. 092); (0. 319
+0.033) in HepG2-HBx group, (0. 064 £ 0.012) in it’s control group(HepG2-HBx-con group), difference be-
tween two groups was statistically significant(P<C0.001). Western Blot showed that the expression of hepatocyte
senescence-associated protein p53 and p21 in HepG2. 2. 15 group and HepG2-HBx group were significantly higher
than those of control group, while p53 and p21 in HepG2. 2. 15-HBx-si group were significantly lower than that of

HepG2. 2. 15-HBx-nc group. Conclusion HBYV can promote hepatocellular senescence through HBx protein.
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Figure 2 Comparison of senescence B-galactosidase staining

between HepG2 (7=3) and HepG2.2.15 (n=23)
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