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Abstract

The relationship between the pathogenicity and
virulence genes of Helicobacter pylori (H. pylori) has
become a hot topic in research of digestive system
diseases in recent years. Studies have shown that H.
pylori is closely associated with the development
of reflux esophagitis, functional dyspepsia, chronic
gastritis, peptic ulcer, gastric mucosa-associated
lymphoid tissue (MALT) lymphoma, gastric
cancer and liver diseases. The H. pylori CagA gene
plays an important role in the development of
these diseases. This paper reviews recent progress
in understanding the relationship between the
CagA gene and digestive system diseases.
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