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X ENCRIEVEY AN AL FEEATUEIZLDEE 2 DIV TE), AR, il GSH (K FHEE
72 DILI HEEEOFH K L7e b2 b F7o, GSHAR FOMRICITEED BV, 7Tl LPS LB E #%)>
O MAE~D GSH BEHTTHE, ~ 7 A TIIRBHHEFEO ZA LN EICH 5T 52 LRSSz,

W FE Rk S OMEZE (3230) It is known that pretreatment of minimum amount of lipopolysaccharide (LPS)
increases the animals to drug—induced liver injury, otherwise they are hardly affected by drug alone. In
addition to previously proposed inflammatory cytokines produced by LPS pre—treatment, we have
demonstrated that hepatic GSH decrease is an important factor cooperatively aggravates DILI in this
LPS model. Moreover, species difference of the mechanism of hepatic GSH decrease after LPS
treatment was emerged; basolateral efflux of GSH was increased in rat, while metabolic pathway was
somehow involved in mouse.
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