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Gastric carcinogenesis by autophagy impairment via Helicobacter pylori infection
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This study showed the followings; 1) MAPL1LC3A gene is regulated by DNA
methylation of its promoter region, 2) The DNA methylation is induced by Helicobacter pylori
infection in the stomach, 3) Knock-down of mapllc3a gene increases cell proliferation, migration and

invasion. Therefore, Methylation silencing of MAP1LC3Avl is induced by H. pylori infection, and may
impair autophagy, facilitating gastric carcinogenesis.
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