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WFFER% S OMEEE ($530) : In this study, we identified the gene (X) involved in regulation of the
expression of HB-EGF, a target molecule of breast cancer therapy. The gene (X) enhanced
translation of HB-EGF mRNA into protein by the function of binding the exon junctions of
HB-EGF mRNA, resulting in increasing the tumorigenic potential in vivo model and
associating with prognosis of breast cancer patients. Therefore, gene (X) might be a potent
diagnostic marker and therapeutic target molecule for breast cancer as well as HB-EGF.
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