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HCV core protein promotes cell proliferation in HepG2 cells
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Hifg RIS RIA RS, BIURRT 455 (hepatitis C virus, HCV) ik
i HepG24y fu e gt . Wntlp) JzmicroRNALS2 (miR-152) ik /K - [H1 54 Vil
W BIEHEK29341 ik i M5 445 (9Ad-EGFPIAD-HCV core, 4 ik ife
HepG24i iy, @itRT-PCRF1Western blotyfszHCV .0 ER (1 7EHepG241 iy &3k %
1o M Gt Jo) S0 52 R o o T e S 564 N HCV A0 B 1 6 He PG 2.4 Jfa 1 5 (1) 5%
M. SYBRR4| %% 2 EPCRF1Western blotjy i tjHepG2-HCV coregy jifg hWnt1FimiR-
152534511254k, FIMIR-152 inhibitori yeHepG241 i i, SYBRE4! 7% y¢ 2 /&:PCR.
Western blotjiinHepG24y jifg -hWntl mRNAFNE (4 3R 1A /K AR, & Ad-
GFPHIAA-HCV core/liti 528 HEK2934™ 184 J i £ 433 1.5 X 10° pfu/mLAI1.6 % 1010
pfu/mL, Ad-HCV corefjiyi i g YeHepG24i i f5, HCVEZLME Fmikik. 48 h
J5, LHepG2-Mock4pusHt, Ad-HCV corew] i & HepG24y o asg (P<0.05) ,
IntRG /sAn i E L (P<0.05) , JH{EUEAN M s E L (P<0.05) . Ad-HCV corelf#
TR Y AT A 2 1 iHepG24y ji Wt mRNAFI 2 (il it (P<0.05) ([ i T i
MiR-152% 15 /K F. [F A, MiR-152 inhibitora] i 2% |iEWntl mRNARIE K. HE—
LAYIE BT R R, WRELELAMRNA 37 -UTRE 4 mIR-15245 2547 p 45
HCVAZ.0 8 11 ] I i s miR-152713g 55 JExf Wt mRNAYY B fif S B PEBELASVE T, 12k
A 2 AWNELEWNUE S o, (kT 40 MR 58 0 AR

Objective To determine the effect of HCV core protein on HepG2 cells
proliferation after construction of a retroviral vector containing the protein, and
detect the expression of Wntl and microRNA152 in the HepG2 cells after

transfection. Methods A recombinant adenovirus expressinag HCV core
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protein along with EGFP with high titer was used to transfect the HepG2 cells.
The expression of HCV core protein in the transfected cells was evaluated by
real-time PCR and Western blot analysis. Cell viability of HepG2 cells was
measured by MTT assay, flow cytometry and colony formation assay after the
transfection of Ad-EGFP and Ad-HCV core. Real-time PCR and Western blot
analysis was employed to detect the expression of Wntl and miR-152 in HepG2
cells transfected with HCV core protein and miR-152 inhibitor. Results
The titer of the recombinant adenovirus expressing HCV core was 1.6 X 1010

pfu/mL, and that of Ad-EGFP was 1.5X 10° pfu/mL The recombinant viruses could
effectively transfected into HepG2 cells, and HCV core protein was highly

expressed after the transfection of Ad-HCV core. The transfection of the virus
Ad-HCV core resulted in an increase in cell proliferation, and promotion in Glls
cell cycle progression and formation of cell colonies in 48 h after transfection
(P<0.05). Transfection of the adenovirus of HCV core caused up-regulation of
Wntl and down-regulation of miR-152 (P<0.05). miR-152 inhibitor also upregulated
the expression of Wntl at mRNA and protein levels (P<0.05). Subsequent
bioinformative analysis revealed that the 3’ -UTR of Wntl mRNA contained a
complementary site for miR-152. Conclusion HCV core protein might
attenuate the degradation and transcription of Wntl mRNA through inhibiting
miR-152, and then activate the Wnt signaling pathway in order to promote the

proliferation of hepatoma carcinoma cells.

% % ¥ ik /REFERENCES

W, BRI, WA, 25 HOVEZL i 110 HepG24n it it ) B 9] 4 — 72 S K224, 2013,35(6):482-486.

% E/Memo: -



