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[ Abstract] Objective To explore endoplasmic reticulum stress in Huh7 cells induced by wild type
and pre-S mutant envelope proteins of HBV. Methods The recombinant eukaryotic expression vectors of
pcDNA3.1-S, pcDNA3.1-L, pcDNA3.1-LA30 and pcDNA3.1-LA 182 were transfected into Huh7 cells
through liposome transfection, then the protein exrpression of pre-S1, pre-S2, HBsAg and Grp78 were
detected by Western blot, and Grp78 mRNA transcripts were detected by qRT-PCR. Results The relative
expression of HBsAg protein in Huh7 cells transfected with recombinant eukaryotic expression vectors (0.92,
0.83, 0.91, 1.75, 2.53 and 2.06, respectively) were significantly higher than that in blank control cells (0.00)
and that in cells transfected with pcDNA3.1(+) (0.00) (F = 247.38, P = 0.000). The relative expression of
GRP78 protein in Huh7 cells transfected with recombinant eukaryotic expression vectors (1.4, 1.47, 1.55,
1.75, 1.8 and 1.9, respectively) were significantly higher than that in blank control cells (1.18) and that in
cells transfected with pcDNA3.1(+) (1.23) (F = 11.623, P = 0.000). The relative expression of GRP78 protein
had opositive correlation with that of pre-S1, pre-S2 and HBsAg (r = 0.884, 0.728 and 0.816, respectively).
Conclusions Expression of envelope proteins of HBV could induce endoplasmic reticulum stress, indicating
they might involve in hepatocarcinogenesis.

[ Key words] Hepatitis B virus; Hepatitis B virus large surface protein; Hepatitis B virus surface
antigen; Glucose regulated protein 78; Endoplasmic reticulum stress
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M, 5% CO,, 37 CirE#F,

QLT RN 0B OAR AT AR AR, B0 304 K
Huh7BAS x 10740 /LA T 6FLA . e ek

Lipofectamine 2000%% 4451l (Invitrogen) , j“#%1%
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BRI ANPI-HBVHT-S1/2. Ryt APi-HBsAg (i
Wi+ KIMGRP78. HBVRH{-S1/2fIHBsAg

% 1 RT-PCR i 5175, A BEMKRE

R FFH) (5'=3" (A K (bp)
18srRNA-F CCTGGATACCGCAGCTAGGA 846~861
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ESE 1.00£0.12 1.00+0.14 1.00£0.17
pcDNA3.1 1.03+0.18 2.40+0.13 1.11+0.18
pcDNA3.1-S 1.23+0.28 16 561.36 + 1490.21° 1.22+0.21
pcDNA3.1-L 1.42 +0.22° 22847.78 +1515.87° 26.51+1.68°
pcDNA3.1-LA30 1.33£0.21 11 877.42 + 770.54° 21.11£2.37°
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pcDNA3.1-S + pcDNA3.1-LA 183 1.43 031 43271.72 +2 863.84"" 20.37 +1.85°
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