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HP1188-IgY prevents the infection of Helicobacter pylori in vivo "
Han Fei' \Yang Zhibang® ,Li Jianying'® , Zhou Zheng' ;Wang Changben'
(1. Department o f Microbiology and Immunology ,Chongqing Three Gorges Central Hospital ,Chongging 404100,
China;2. Department of Pathobiology ,»Basic Medicine ,Chongqing Medical University ,Chongging 400016 ,China)

Abstract: Objective  To study the effect of HP1188-IgY against Helicobacter pyloriC H. pylori) in Balb/c mice. Methods The
purity of HP1188-IgY was analyzed by Western blot. Before infection with H. pylori,Balb/c mice were administrated with diferent
dosages(1,3,5 mg/mlL)of HP1188-IgY by using an oral feeding needle in the prevention group. The planting of bacteria in stomach
was assayed by observing bacterial culture,rapid urease test and pathological section. Results Western blot exhibited the protein
bands with molecular weight of 30 000. The total rate of infection in the positive control group was 100% after 8 weeks. The infec-
tion rate of the prevention group(3 and 5 mg/ml.) was much lower than that of the PBS control group at the same period of infec-
tion(P<C0. 05), and was negatively related to the addition of HP1188-IgY. Conclusion The HP1188-IgY was successfully con-
structed, which is able to inhibit the adhesive attraction of H. pylori in vivo and be used to prevent H. pylori infection.
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