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NF—«B protein. Results

Compared with NC group MCF-7 cells viability and the expression of NF—+«B protein

were decreased by increasing concentrations and time of globular adiponectin especially for the concentration of 40

and 80 ng/ml( P <0.05) . Cells used by pretreatment of PDTC the effect of globular adiponectin for cells growth

and the NF—«B proterin were blocked. The globular adiponectin (80 ng/ml ) treated cells for 24 h  total apoptosis

rate was ( 13. 180 0 +1.064 9) % . Compared with the control group

the difference was not statistically signifi—

cant. Conclusion Globular adiponectin can inhibit the growth of MCF-7 cell and the effect is shown dose de-

pendent and a time dependent manner. Its mechanism may be related with NF«B pathway.
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5°-CGGAATTCGCATGGACATCGACCCTTATA3 "
© 5"-CGGGATCCAACATTGAGGTTCCCGAGATT3

EcoR T BamH I
552 bp. HBV dimer HBc
PCR 1 95C 5min 95 °C 30 s.
54 C 1 min 72 C 1 min 35 72 C 5
min. 1% -20 C o
1.2.2 pEGFP-WT PCR pMDI18-T
- PCR pMD-HBc,
pEGFP-N1 o
pEGFPNI1 3 pl.pMD-HBc 13 pl.T4 DNA
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DH5a
37 C o
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Kit)  pEGFP-WT pEGFP-
L60V o ;
PCR ; o
1.2.4 HepG2 DMEM
2 mmol /L V50 TU/ml
W50 pg/ml 5% 5% C0,.37
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Recombinant plasmidconstruction of L60V mutant core proteins of

HBYV and the study of its role in antiviral mechanism of interferon-o
Sun Beibei Guan Shihe Wang Aihua et al
( Dept of Clinical Laboratory The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective To construct recombinant plasmid of L60V mutant core proteins of HBV and explore its an—
tagonistic action on the antiviral action of interferon-a( IFN-a) . Methods Built the fusion expression vector pEG-
FPH460V of HBe mutant the expression of the proteins was tested by the fluorescent microscope and Western blot
after transfection to HepG2 cells. Detect moleculars of JAK-STAT signal transduction pathway and the antiviral pro—
tein expression by RT-PCR and Western blot. Results The recombinant plasmid of L60V mutant core proteins of
HBV was established successfully according to the result of restriction endonuclease digestion and DNA sequencing;

HepG2 cells were transfected with pEGFP4.60V and pEGFP-WT the expression of the antiviral proteins MxA and
JAK-STAT signal transduction pathway moleculars were decreased after treatment with 1 000 IU/ml IFN-« and de-
creased even more in cells transfected with pEGFP4.60V. Conclusion 160V mutant core protein of HBV has the
mechanism to antagonize the IFN-o antiviral activity by lowering antiviral protein MxA expression through JAK-
STAT signal transduction pathway and its functions are more efficiently than that of HBc.

Key words hepatitis B virus; core proteins; HepG2 cells; 1FN-«



