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Polypeptides based on CTL, T helper and B-epitopes of HBV antigens induce HLA-

A2 human PBMCs to produce CD8 CTL-mediated cytotoxicity

SHI Tong-dong, WU Yu-zhang, ZHOU Wei, JIA Zheng-cai, ZOU Li-yun (Institute of Immunolagy, Third Military Medical University,
Chongqing 400038 China)

Abstract. Objective To explore how to trigger an HLA I -restricted CD8' T cell response to exogenously
synthesized peptides in vitro. Methods A new parel of therapeutic peptides based on the immunodominant B- and
CTL epitopes of HBV PreS: region and HBeAg and the tetanus toxoid common T helper epitopes were synthesized by
Merrifield solid-phase peptide synthesis, and HLA-A2" human PBMCs were used to investigate the immunological
poperties of the mimetic peptides. Results The results demonstrated that the peptides could trigger vigoous cps’
HBV-specific CTL responses in vitro specifically and effectively. Conclusion The results reveal that T helper plus
B-epitopes designing with the introduction of short and flexible linker can remarkably improve the immunogenicity of
short peptides and hence produce effective CTL responses in vitro.
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A: MART-127-35 peptide stimulating PBMC from HLA-A2" healthy donors; B: Peptide 1 stimulating PBMC from HLA-A2" healthy donors; C: Peptide
2 gimulating PBMC from HLA-A2" healthy donors; D: Peptide 3 stimulating PBMC from HLA-A2" healthy donors; E: MART-127-35 peptide stimulat-
ing PBMC fran HLA-A2" chronic hepatitis B patients; F: Peptide 1 stimulating PBMC from HLA-A2" chronic hepatitis B patients; G: Peptide 2 stimu-
lating PBMC from HLA-A 2" chronic hepatitis B patients; H: Peptide 3 stimulating PBMC from HLA-A2" chronic hepatitis B patients
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Fig2 After stimulation by HLA-A2" human PBMC HBcAg ,, specific CD8™ CTLs responses detected by HLA- | pep- tetramer analysis
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