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WFER R o2 (3£30) : Wild-type and aromatic hydrocarbon receptor (AhR)-null male mice
were orally given 0, 32 and 64 umol/kg styrene trimer or octachloroatyrene for 4 days.
Unexpectedly, styrene trimer down-regulated AhR mRNA expression, and accordingly
down-regulated CYP1A1 and UGT1A1 and 1A6 mRNA expressions in the liver of
wild-type mice. These finding were not observed in AhR-null mice. As a result, styrene
trimer increased plasma total and free T4 levels in the wild-type mice.
Octachlorostyrene treatment transactivated AhR and induced CYP1A1 and UGT1A1
in the wild-type mice. However, this chemical did not influence plasma T4 lebels.
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