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Helicobacter pylori infection is known to be a risk factor of stomach

cancer. Strains harboring the CagA (cytotoxin-associated gene A) virulence factor strongly stimulate

host inflammatory response. However, the mechanisms through which CagA induces prolonged
inflammation remain elusive. Based on a genome-wide genetic screen using Drosophila, we discovered a

lipid mediator of inflammation was significantly increased by ectopic expression of CagA and by
infection of CagA-positive H. pylori in gastric epithelial cells. Furthermore, the increased
mediator was released into the surrounding tissues, which may recruit immune cells into sites of
infection and promote inflammation. These results suggest that the lipid mediator of inflammation
may play a major role in H. pylori-mediated inflammation leading to gastric cancer.
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