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1 H.pylori 2| | 283 M
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Fig. 1. Photograph of H pylori.
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Fig. 2. Infection rate of korean by age.
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4. H. pylori Y |22 1 2HH
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Fig. 3. Scanning electron microphotographs of L. acidophilus HY 2177 and
L. casei HY 2743 (% 1,000).
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Fig. 4. Comparison of inhibition activities against urease and anti-H. pylor: using L. acidophilus HY 2177
and L. case: HY 2743.
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80 - s Prevention
£II77 Treatment

Inhibition rate (%)

Control 2183 2792 2177 2445 2862 2447 2743
Lactobacillus strains

Fig. 5. Inhibition of adhesion by L acidophilus HY 2177 and L. casei HY 2743.
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Fig.6 Inhibition of IL-8 production induced by H. pylori infection using L. acidophilus HY 2177 and L.
casei HY 2743.
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Fig.7 Inhibition of H. pylor: adhesion against stomach cell by IgY.
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Fig. 8. Reduction of H. pylori infection by IgY{Mouse).
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Fig. 9. Urease inhibition activity of P frutescence.
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Fig. 11. Changes of UBT value by administration of “will®”,
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[Before will® ingestion}] [After will® ingestion)

Fig. 11, Comparison of immunohistochemical staining according to Wil ingestion.

@ H. pylori density, @ Damage of gastric epidermal cells, @ Inflammation
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