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WFZERCR O (F130) : Invivo ¥ 7 2 BBB %41 L 7= PGE, #kHi % in vivo F2EREZ W THEAT
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WFZERE RO (3£30) : [PH]PGE; in the mouse brain was eliminated across the blood-brain barrier
(BBB) and the elimination was inhibited by unlabeled PGE,. We focused on multidrug
resistance-associated protein 4 (MRP4) which is expressed at the luminal membrane of the BBB. The
drugs which inhibited in vitro MRP4-mediated [*’H]PGE, transport attenuated in vivo ["H]PGE, efflux
transport via the BBB. In conclusion, it was suggested that in vivo PGE, elimination from brain via the
BBB is suppressed by the administration of drugs inhibiting in vitro PGE, transport via MRP4.
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