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In order to study endocrine disruption, we have observed gene expression/suppression using microarray technology
(DNA chip). We examined the gene expression profiles of the breast cancer cell lines, MCF7 and T-47D, upon
treatment with eight priority substances defined by the Ministry of Environment, E, and DES using a DNA chip. In this
experiment, we used normal cell lines, normal human mammary epithelial cells (HMEC) and normal uterine smooth
muscle cells (UtSMC), and compared the gene expression profiles of normal cells with that of cancer cells.

The cell proliferation assay showed that growth of normal cells was not equal with cancer cells. The number of genes
that were expressed/suppressed in cancer cells were more than that of normal cells. Moreover, there were almost no
common genes in cancer cells with normal cells. On the time course experiments treated with DCHP to normal cells,
many genes were expressed/suppressed for 6h or 8h incubation. On the dose-response experiments treated with DCHP
to normal cells, the number of expressed/suppressed genes increased as the concentration became higher, but several
genes expressed/suppressed at low dose were not expressed/suppressed at high dose of DCHP.



