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ARROT AR b— A (HIfASE) 234540, B A b L A BE IR (REHEESECYP 2E1DmRNA K OV
HEEEQITHANEIM L2 ER3yho T,

WHFCRR D MEEE (J£30) : We exposured mouse primary hepatocytes to chemicals that are commonly
used in our daily lives like hydroquinone, lawsone. We found that exposure the cells to these chemicals
decreased cellular viability in both catalase mutant mice (Cs’) and the wild-type mice (Cs®)
dose-dependently, in particular, the survival of hepatocytes was lower in Cs” when compared to that of
Cs". We also observed that exposure the cells to hydroquinone, a main component of skin-lightening
cream, enhanced the cellular expression of cytochrome P450 2E1 mRNA and protein dose-dependently as

well as induced apoptosis of the cells.
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