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Recently, we Japanese pathologists and gastroenterologists often encounter
early gastric tumors with low-grade atypia, such as adenoma or dysplasia (intraepithelial
neoplasia). This research project aimed to deepen the understanding of the molecular basis for
occasional cancerous progression from such tumors. Targeted DNA sequencing revealed that initial and

recurrent somatic mutations (APC and TP53) were related to, and deterministic of, the natural
course of each tumor [Rokutan H et al., J Pathol 2019]. Combination of APC and ARID2 mutations was a
feature of low-risk tumors. Also multi-region analyses were conducted.
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LG-D/IEN: low-grade dysplasia/intraepithelial neoplasia, HG-D/IEN: high-grade dysplasia/intraepithelial neoplasia
MSS: microsatellite stable, MSI: microsatellite instability
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