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In this study, we investigated that oxidative stress affected BCRP expression, which
1s a uric acid efflux transporter. It has known that aging-induced oxidative stress is
caused by activation of xanthine oxidase. Thus, we used the substrates of xanthine
oxidase in this study. In Caco-2 cells, the activation of xanthine oxidase was
suppressed the BCRP S-S bond formation, but not in HK-2 cells. These results suggest
that the effect of oxidative stress on the efflux of uric acid is different between intestine
and kidney.
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