ArEPIEEZY 2019 4 7 A% 21 B 4 W Military Medical Journal of Southeast China,Vol.21,No.4,July, 2019 -+ 337 -

it =
(Hod & 52)

HBV X N 58 AR e iF 968 A A 08 A= W 2 L

ko o#h BB H—F vtAgiR, K&, 3 18,K4E

[HE] B8 ET ORI HBV) X3 H (HBx)#R A b U AN 58487 15 C1653T . T1753C B A1762T/G1764A B
WAL Ak IR G B o5 28 AR AL FE BT A RUFN 2 98 A48 Y HBx 520 B0k, % e 25 A 40 HepG2 T
VEFE RN AR o 8 2 A A i 2R (CCK8 5 ) P AR e B TP B S 58 IR 256 | Transwell 12 28 5256 HAC A i 25 404K
(Vector) BF A 7 HBx(WT)F12E 45 7 HBx(Combo) U M A HEHE iE R AR 2RE 1. SR A K i Z 4558 B8 WT F1 Combo
2 L ) A R A ] PR T Vector (P<0.01) , {H WT Hl Combo 22 8] 22 5 TGt 27 28 L (P>0.05) o A S BT 10 56 3 5 R AR
Combo 4 i Y SR IR B35 5 T WT(31.90% vs 16.00%, P<0.01) , T WT I 25T Vector(12.46%, P<0.05) . %19 S8 45 8 B R
Combo i1 ifl 48 hiF B FF £ 1 35 =i T WT 4 (P<0.01) , 11 WT 4 i it 35 55 T Vector il (P<0.01) . Transwell {228 F 50 45 4 /R
Combo 41 25 ik /N 38 B 20 i A e 221 (227.80+17.85) 4N, Hik o WT 4ii [ (181.75+10.06) 4], Vector il fe /D[ (85.72+3.19) 4],
SHEPI R Z R A G AE L (P<0.05), 518 BPAERURIZEAE R HBx 35 ] g 5 50 Hep G2 4 I 1Y 15 4H T B AR 22k
J1, HZEAE Y HBx AL HF 20 M PR A 2247 SR A AR ) i 25 1 B A 28 1B, A AT HBV BUm LI FE 4t T — 2 iR .

[XEIR] HBV XL ;5 a7 2878 AU 58 s AN AT RS s A0 iR 5%

[FE4£S] R373.2 [#EttRERL] A [EHRE] 1672-271X(2019)04-0337-06

[DOI] 10.3969/j.issn.1672-271X.2019.04.001

Biological mechanisms of HBV X gene mutations in promoting hepatocellular carcinoma
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[Abstract] Objective To explore the biological functions of four mutations (C1653T,T1753C,and A1762T/G1764A) locat-
ing in the C-terminal region of hepatitis B virus (HBV) X gene (HBx) in hepatocarcinogenesis. Methods Recombinant constructs
containing wild-type and compound mutations of HBx were constructed by gene synthesis and site-directed mutagenesis. Stable trans-
fection was carried out in human hepatoma cell line HepG2. CCK-8 assay was used to draw the growth curves of the transfected cells.
The proliferation , migration, and invasion abilities of cells transfected with empty vector (Vector) , wild-type HBx (WT) , and com-
pound mutations of HBx (Combo) were evaluated by colony formation assay, wound healing assay, and transwell method. Results
Cell growth curves revealed that the growth rates of WT and Combo cells were significantly higher than that of Vector cells (P<0.01),
but there was no difference between WT and Combo cells (P>0.05). The colony formation rate of Combo cells (31.90%) was signifi-
cantly higher than that of WT cells (16.00%) (P<0.01) , while it was slightly higher for WT cells when compared to Vector cells
(12.46%) (P<0.05). Wound healing assay showed that the migration distance of Combo cells in 48h was significantly higher than WT

cells (P<0.01) , while it was significantly higher in WT cells

than that in Vector cells (P<0.01). Similarly, transwell assay
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turned out that the most number of invasive cells was observed

in Combo cells (227.80+17.85) , followed by WT cells (181.75+
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Conclusion Wild-type and mutated HBx can both significantly enhance the proliferation, migration, and invasion ability of HepG2

cells, and the mutational HBx can further strengthen malignant biological behavior than wile-type HBx, which provided evidence for

the mechanism of HBV-induced hepatocarcinogenesis.
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4 9878 T HBx XF HepG2 41 i i #% AR 22 8 7 5%
Wi, 25 5 5 Sze 250 R Chen 2524 H a8 19— 3%, 5 e
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