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Research of the Inmune Effect of HTCC on Peptide Vaccine of HEV. Zheng Haiqun, Tao Wei, He Zhuojing ,et al. The School of Labo-
ratory Medicine and Life Science of Wenzhou Medical University, Zhejiang 325035, China

Abstract Objective To study the strengthening effect of HTCC as an immune adjuvant on the immunization of mice with peptide
vaccine of Hepatitis E virus (HEV). Methods As peptide vaccine of HEV ,HEV recombinant protein was induced expression in Esche-
richia coli BL21 including recombinant plasmid pET28a — ORF23 by IPTG. As the immunoadjuvant, HTCC was synthesized by the grafting
modification of chitosan and using 3 - chloro —2 - hydroxypropyl trimethyl ammonium chloride ( CTA) as the chemical modifying agent.
Fifty female BALB/¢ mice were randomly divided into five groups. Each mouse was immunized by muscle injection in the hind leg and was
given an intensive vaccination after 3 weeks. Serum samples were assessed with ELISA to detect IgG. Five weeks after the last injection,
CD4 " ,CD8 " ,IFN — v " and IL -4 " cells in the whole blood were detected by four — colour flow cytometry,and mouse T lymphocyte prolif-
eration was detected by MTS assay. Results The serum samples of the group added HTCC had a higher antibody titer than the group with-
out HTCC in all three different immune period, which were statistically significant (P <0.05) ,and the specific antigen stimulation index of
mouse T lymphocyte proliferation of the group added HTCC was significantly higher than the group without HTCC (P <0.05). There was
no slatistically significant difference in the percentage of CD4 * cell among groups. The percentage of IFN — v " cell of the group added

HTCC was higher than the group without HTCC and the two negative control groups( P <0.05) ,and the percentage of IL —4* cell of the

group added HTCC was lower than the group without HTCC and the two negative control groups( P <0.05). Conclusion HTCC has an

effect of strengthening the immunization of mice with recombinant peptide vaccine of HEV to some extent.
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