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Fig.1 Eukaryotic expression of pVAX-S2 in 293T cells. 1. RNA
extracted from transfected 293 T cells but not reverse transcribed as
negative control; 2. RNA from transfected 293T cells and reverse
transcribed into ¢cDNA; 3. plasmids used as the positive controls;

M, DL 2000.
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Fig. 2 The detection for the complex of PEG/pVAX-S2 by
electrophoresis. M. DL 2000; 1.nake pVAX-S2; 2. PEG; 3.
PEG/ pVAX-S2.
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Fig. 3 The level of anti-HBs IgG detected by quantity ELISA. =
mean P <0.05 PEG/pVAX-S2 groups compared to pVAX-S2 groups.
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Fig. 4 The T cell proliferation reaction was detected by CFSE
methods. A. One representative FACS result of three experiments is
shown ; B. The percentage of T cell proliferation was summarized in the

means of the three independent experiments.
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Fig.5 The expression of cytokines in CD4 + and CD8 + T cells were
detected by FACS. The percentage of IL-4 in CD4 + (A), IFN-y in
CD4 + (B), and IFN-y in CD8 + (C) T cells of the three independent

experiments are shown.
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Fig. 6 Specific lysis of in vivo cytotoxic T lymphocyte reaction was
detected by flow cytometry. The percentage of specific lysis of each group

was calculated and indicated on the upper panel.
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Effect of polyethylene glycol as adjuvant on hepatitis B
virus DNA vaccine in vitro
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Abstract : [ Objective ] To explore whether polyethylene glycol (PEG) as adjuvant could enhance the humoral and cellular
immune responses on hepatitis B virus DNA vaccine. [ Methods] C57BL/6]J mice were immunized with PEG and pVAX-
S2 or alone pVAX-S2. After these mice were finally immunized for 14 days, the anti-HBs IgG, T cell proliferation, the
expression of cytokines and CTL in vivo were detected. [ Results] Compared to mice immunized with alone pVAX-S2,
PEG as adjuvant could increase the production of anti-HBs IgG and HBsAg specific T cell proliferation. In addition, the
expression of IL-4, IFN-y in CD4 + T cells and IFN-y in CD8 + T cells was higher than control groups. The PEG/
pVAX-S2 groups could elicit significantly in vivo HBsAg specific CTL responses. [ Conclusions] PEG as adjuvant could
enhance humoral and cellular immune responses, as well as in vivo CTL activity.

Keywords: polyethylene glycol ( PEG) ; hepatitis B virus DNA vaccine; humoral immune response; cellular immune

response
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