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Aryl hydrocarbon receptor (AhR) is a ligand-binding transcription factor which was isolated as a TCDD receptor in the
cell, but it remains an orphan receptor. Recently, Adachi e al.” identified the endogenous ligands of AhR in human
urine using the recombinant yeast assay, and determined them as indirubin and indigo. In this study, we demonstrated
their physiological effect in mice. They induced ethoxyresoufin-O-dealkylase (EROD)and MROD in liver microsomes
of C57BL/6J mice (Ahr""), but did not in AhR-null (Ahr")mice. The effective dose of indigo and indirubin were more
than 1 mg/kg. Though their binding activities with AhR were comparable with or more potent than TCDD, the
induction of EROD or MROD was lower. Both indirubin and indigo were easily metabolized by livermicrosome and
some metabolites were detected as in vifro metabolites. These facts suggest that indirubin and indigo were easily
metabolized and then the inducing ability of these compounds were weak compared with that of TCDD.



