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Abstract

Carcinogenesis is induced by several genetic changes on tissue stem cell, however, their details in
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digestive cancers are still unclear. Transcription factor RUNXS3 is one of the configuration factors of TGF-
[/Wnt signaling pathway, is focused as a novel tumor suppressor of gastric cancers. RUNX3 also controls
cell growth and apoptosis, and plays as a tumor suppressor in the gastric cancers as well as many types
of cancers, such as colorectal cancers, hepatocellular carcinomas, and pancreas cancers and so on.

RUNXS3, encoded on 1p36, functions as a transcription factor downstream from a TGF-/f signal
transfer system called tumor suppressor pathway, controls cell growth and differentiation of gastric
epithelial cells, it is an indispensable factor for normal differentiation of gastric epithelium and the
inactivation of RUNX3 has been observed in about 65% of gastric cancers, mainly through promoter
hypermethylation.

Recently, we have reported that the loss of Runx3 in gastric epithelial cells results in spontaneous
epithelial-mesenchymal transition (EMT), leading carcinogenesis and induction of cancer stem cells.
These data demonstrate a protective role for RUNX3 in safeguarding gastric epithelial cells against
aberrant growth factor signaling and the resultant cellular plasticity and stemness.

It is thought that it would be applicable for the cancer diagnosis and treatment by the monitoring
the abnormalities of RUNX3 and induction of RUNX3 expression in the near future.

Key Words: RUNX3, Gastric cancer, TGF- f/Wnt signaling, EMT (epithelial mesenchymal transition).
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