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Antiandrogenic Activity of Benzo[a]pyrene
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In this study, we investigated that antiandrogenic activity of Benzo[a]pyrene (BaP) in PC-3/AR cells transiently
transfected with several types of prostate specific antigen (PSA) promoter-luciferase reporter plasmid. There are 8
points of xenobiotic responsive elements (XREs) on the PSA promoter. In deletion analysis of the PSA promoter, BaP
shows antiandrogenic activity in the cells transfected with the plasmids deleted to the sixth XREs from the upstream
region but the plasmids deleted to the seventh and eighth XRE did not. Moreover, in mutation analysis of the PSA
promoter, the antiandrogenic activity of BaP were disappeared by the point mutation of the seventh XRE These results
suggest that the seventh XRE from the upstream region of PSA promoter has been involved in the antiandrogenic

activity of BaP.



