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Abstract Interleukin-18 (IL-18) is an important regulatory factor of cellular immunity, Helicobacter pylori (H. pylort)

can promote the secretion of 11.-18 by gastric epithelial cells and lamina propria mononuclear cells, and IL-18 is involved

in the development of many gastroduodenal diseases including chronic gastritis, peptic ulcer, gastric cancer and gastric

mucosa-associated lymphoid tissue (MALT) lymphoma. This article reviewed the advances in study of relationship between

[L-18 and H. pylori infection and its pathogenic effect.
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