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MFERRREOBEEE (3£37) : We investigated the effect of uremic toxins on protein expression of hepatic
drug metabolizing enzymes. As a results, IS, PCS and CMPF increased the expression of CYP2EI and
SULT1A1, and intact PTH also increased SULT1A1 in dose-dependent manner. Next we examined the
effect of PCS on renal tubular toxicity. Intracellular accumulation of PCS via OATs in renal tubular cells
enhanced NADPH oxidase activity and increased ROS production. This, in turn, triggers the induction
of inflammatory cytokines that are involved in renal toxicity.
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