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TR B OME (F30) : Based on previous results, we analyzed if BTG2 expression affects
the sensitivity against tamoxifen. Tetracycline-inducible BTG2 expression model in MCF7
was developed to assess the cytotoxicity by tamoxifen treatment in vitro and in vivo. Tumor
growth ratio was significantly suppressed in the concomitant administration of tetracyclin
and tamoxifen in comparison with single treatment of tamoxifen or of tetracyclin both in
vitro and in vivo. Despite further validation studies need to be conducted, BTG2 expression

may be useful biomarker to identify patients appropriate for tamoxifen treatment.
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