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HIciERE4 (#3x) Stratification of gastroenterological tumors by genome-wide analysis
of DNA methylation alteration.
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WFFER R OMEE (330) : DNA methylation analysis on genome-wide scale revealed three
distint epigenotypes in gastric cancer and Epstein-Barr virus infection is the cause for
extensive DNA methylation epigenotype. As for colorectal cancer, DNA methylation
epigenotypes was found to be established already at adenoma stage; serrated adenoma
showed high-methylation epigenotype with strong correlation to BRAF mutation, while
non-serrated adenoma was classified into intermediate- and low-methylation epigenotypes.
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