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H. pylori is known to be a key pathogen of chronic gastric and duodenal ulcers. Bacterial adhesion to hosts is an
essential step for bacterial infection and the inhibition of this adhesion provides a possible method for the treatment of
the infection. The inhibitory effect of antibody IgY, produced from immunized hens with H. pylori antigen, was studied
in vitro. The inhibition of H. pylori adhesion to AGS was as high as 90% using 0.5mg/ml of IgY, and almost 80% of
the detachmentwas also achieved. The inhibitory effect of adhesion-inhibition candidates was investigated. Additives in
combination with IgY increased the adhesion-inhibiting effect by about 30-50 %. However, the adhesion molecules of
H. pylori were varied and complex, therefore the further studies are necessary to develop an adhesion inhibitor and
effective enough to be employed for the treatment of H. pylori, in vivo.
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Figure 1. The changes of IgG concentration against H. pylori in
blood serum according to immunization period.
Whole: immunized with H. pylori whole cell, OMP: immuniozed
with H. pylori OMP, Control: non-immunized
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Figure 2. Adhesion of H. pylori to various cell type, AGS(Human
gastric adenocarcinoma), NIH-3T3(mouse fibroblast), Cé(glial cell)
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Figure 3. Binding inhibition of H. pylori to Human gastric adenocar-
cinoma cell line AGS, using IgY, (a) : NCTC11637 (b) : ATCCA43526
Whole: immunized with H. pylori whole cell, OMP: immuniozed
with H. pylori OMP, Control: non-immunized
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Figure 4. Binding inhibition of H. pylori to AGS by various materials
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