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Effect of Bisphenol A, Nonyiphenol, Pentachiorophenol
on the Proliferation of MCF-7 and PC-3 Cells
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In the present study, we have analyzed effects of the endocrine distruptors, such as bisphenol A, nonylphenol and
pentachlorophenol, on cell proliferation in the human breast cancer cell line, MCF-7, and the human prostate cancer cell line,
PC-3, with MTT method. A dose dependent analysis of the cell proliferation of MCF-7 cells after administration of bisphenol
A, nonylphenol and pentachlorophenol revealed a significant induction of cell proliferation. Maximum induction of cell
proliferation was observed at concentrations between 107 and 10° M. Whereas, these chemicals had litle effect on
proliferation of PC-3 cells. These results demonstrated that bisphenol A, nonylphenol and pentachlorophenol do not induce
proliferation of PC-3 cells but exhibit a significant induction of MCF-7 cell proliferation, suggesting all these chemicals are a

estrogen mimic.
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Nonylphenol-& GmbH (Seoul, Korea)ZXE] 14315 M,
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Figure 1. Effect of bisphenol A on proliferation of MCF-7(A) and
PC-3(B) cells at various incubation times(lll untreated, %
6:10'6M, oo 10‘5M, O : 10°M bisphenol A). Each data point
represents the mean of three separate experiments = SD.
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Figure 2. Proliferation of MCF-7 cells administrated with various
concentrations of bisphenol A for 24 h. Each data point represents
the mean of three separate experiments = SD.
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Figure 3. Proliferation of MCF-7(A) and PC-3(B) cells administrated
with various concentrations of nonylphenol for 24h. Each data point
represents the mean of three separate experiments + SD.
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Figure 4. Proliferation of MCF-7(A) and PC-3(B) cells administrated
with various concenirations of pentachlorophenol for 24h. Each data
point represents the mean of three separate experiments + SD.
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