and survival rates compared to control group (CG). But, at 10™* mM, cell viability of HUEC decreased
(37.5%) at 72 hr. Steroid receptors (ER, PR) and growth factor receptors (IGF-IR, LIFR, EGFR, TGF-aR)
were expressed independently of the exposure to xenoestrogens and menstrual phases.

Conclusions: Xenoestrogens inhibited the proliferation of human endometrial epithelial cell in the
proliferative phase, but not secretory phases. That is, proliferation of endometrial cells was decreased
according to increasing concentration of BPA and PCB. Steroid receptors and growth factor receptors
were expressed independently of the exposure to xenoestrogens because the suppression of cell growth was
not due to cell killing. Taken together, xenoestrogens, like as BPA and PCB, affect the proliferation of
endometrial cell and the menstrual cycle of female.
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