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Depiction on the Relationship between Helicobacter Pylori and Gastric Diseases
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ABSTRACT: Helicobacter-pylori (Hp) belongs to Gram-negative bacilli and lives in the stomach and duodenum. It is a common
bacteria with high infection rate and its infection rate is increasing all over the world. The Maastrich V/Florence Consensus Report !
defines it as an infectious disease. Hp has serious pathogenicity. With its unique virulence factors, Hp can adapt to the high acid
microenvironment in the gastric cavity and colonize the host for a long time, which induces a series of Hp-related diseases . *'This
article will review the relationship between Hp infection and gastric diseases.
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