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Studies on Characteristics of Proliferation and Apoptosis Resistance
in Hepatocellular Carcinoma Cells with HBx Gene Transferred

MIN Jun', LIU Yan-wen’s CHEN Ji-shen', LUO Shu-hong’s YU Xin-bin’

(1. Department of Hepato-biliary Surgery, Memorial Hospital, Sun Yat-sen University of Medical Sciences, Guangzhou
510120, China; 2. Department of Parasitology, Sun Yet-sen University of Medical Sciences Guangzhou 510089 China)

Abstract:[ Objective] To study the effects of transferred HBx gene on the proliferation and apoptosis of
hepatocellular carcinoma (HCC) cells for investigation of the molecular basis of malignancy behavior of HCC.
[M ethods] QGY 7701 HCC cells were infected with recombinant retrovirus carrying HBx gene and then selec-
tively cultured with G418 and identified by PCR and RT-PCR techniques. The cell cycle and apoptosis induced
by adriamycin (ADM ) were determined by flow cytometer (FCM ) respectively . [ Results] QG Y7701 cells with
HBx gene transferred were selectively cultured with G418 and the positive clones QGY/HBx obtained in 4 to 6
weeks. A HBx gene integration was detected by PCR in the genomic DNA of QGY/HBx cells and a steady ex-
pression of HBx mRNA by RT-PCR. The process of cell cycle of QGY/HBx cells were faster than QG Y7701
cells. The QGY/HBx cells could resist the apoptosis induced by adriamycin. [Conclusions] HBx gene could im-
prove the proliferation ability of HCC cells. HCC cells modified by HBx gene could resist the apoptosis induced
by adriamy cin.
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2 HBx
Fig.2 HBx gene RT-PCR amplification in the gene
transferred HCC cells
M1: PCR Marker, 1: Positive control of HBx gene, 2: HBx gene
of QGY/ HBx cells 3: GAPDH of QGY/HBx cells 4: HBx gene of
QGY7701 cels, 5: GAPDH of QGY7701 cells
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Table 1 Effects of ADM on the apoptosis and cellcycle distribution of HCC cells

ADM Distribution of cell cycle Proportion of
Cell types
(h) Gy G S Gy M apoptosis cells (%5)
QGY7701 0 60.7 27.4 11.9 2.5
3 60. 1 33.8 6. 1 27.8 "
4 58.0 38.4 4.6 36.5 "
QGY/ HBx 0 63.0 26.8 10. 2 2.7
3 58.9 28.4 14.7 7.2
4 59.2 29. 1 11.7 12.6

1), Compared with QGY/HBx, cells P<C0.01
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