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I studied the role of ARID1A and EZH2 in gastric cancer (especially

EBV-associated gastric cancer) with in vitro experiments and morphological analyses of surgical
specimens. First, microarray analyses disclosed that knockdown of ARIDIA in gastric cancer cell line

induced expression change of genes related to cell proliferation and DNA synthesis. Second, | found
that non-tumor background mucosa in the surgically resected specimen of gastric cancer harbored
some small foci with loss of ARID1A expression, which might be a precursor lesion of EBV-associated
gastric cancer. Third, in vitro analyses revealed EZH2 induced STAT3 methylation in an EBV-infected
gastric cancer cell line. Lastly, clinicopathological analyses revealed overexpression of EZH2 is a
poor prognositic factor in EBV-associated gastric carcinoma.
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