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[ Abstract |

epithelial growth, dorsal ganglion neural development and differentiation of T cells. The expression defi-

RUNX3, a member of RUNX family, plays important roles in the regulation of gastric

ciency or down regulation of RUNX3 gene was detected in many malignant tumors especially in gastric
cancer. Multiple mechanisms including heterozygosity deletion, hypermethylation and point mutation con-
tribute to the expression deficiency or down regulation of RUNX3 in gastric cancer. The methylation of
CpG Islands in RUNX3 promoter region is major mechanism which induces RUNX3 inactivation in gastric

cancer. Along with the thorough research, RUNX3 may be a potential marker in the diagnosis and gene

treatment of gastric cancer.
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