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Nuclear IKKbeta regulates DEN-induced hepatic carcinogenesis through the
suppression of DNA-binding activity of HNF4alpha

TSUCHIYA, Yoshihiro
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Gene analysis revealed that expression of hepatic cytochrome P450 éCYP)
enzymes including Cyp2El, which mediates the activation of chemical carcinogens, was markedly
reduced in Tg-1KKB A hep. Injection of TNFa - or IL-1B in mice markedly suppress the expression of
cyp genes in livers. Although HNF4a express normally in liver, its binding to the chromatin was
prevented in livers in Tg-1KKB A hep and mice injected with TNFa or IL-1B . These results suggest
that suppression of Cyp2El expression reduced DEN induced hepatocarcinogenesis in inflammatory
conditions.
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