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Fig. 1. Prevalence of H. pylori infection in developing and developed country

(modified Ref. 74).
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Fig. 2. Age specific prevalence of H. pylori antibodies in asymptomatic

Koreans (Ref. 37).
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Fig. 3. Prevalence of H. pylori infection in Asia (modified Ref. 74).
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Fig. 4. Prevalence of H. pylori infection according
to races in USA (Ref. 28).
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Fig. 5. Prevalence of H. pylori infection according to income (Ref. 28).
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