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Studies on the mechanism of tissue- specific modulation of
AhR-dependent gene expression
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WFZERL T OEZE (3530) : In this study, we investigated the mechanism of tissue-specific
modulation of AhR-dependent gene expression by focusing on the transcriptional repressor
in the liver and spleen. The results of this study suggested that expression of AhRR and
HDACs and changes of histone modifications were involved in the tissue-specific
modulation of CYP1Al gene expression. We explored the genes which potentially
regulated in AhR-dependent and XRE-independent manner in genome wide analysis of
AhR binding regions using ChIP on chip, and obtained important information for
understanding the mechanism responsible for tissue-specific reactivity of TCDD.
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