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Identification of novel gastric cancer risk markers
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This study aimed to elucidate the correlation between altered mucosal DNA
methylation levels and activity of H. pylori-related gastritis, because inflammatory activity are
associated with the development of diffuse-type gastric cancer. Methylation levels (promoter CpG islands
(FLNc,HAND1, THBD, p41ARC, HRASLS, and LOX) and the CpG sites of non-coding repetitive elements (Alu and
Sata) were examined by real-time methylation-specific PCR or bisulfite pyrosequencing. Methylation levels
of the six CpG islands were consistently increased, and those of the two repetitive elements were
consistently decreased in a stepwise manner with the activity of gastric inflammation. The observed
correlation between altered DNA methylation levels and activity of H. pylori-related gastritis appears to
be one of the relevant molecular mechanisms underlying the development of diffuse-type cancer.

We might identify novel diffuse-type gastric cancer risk marker.
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