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URAT]I : urate transporter 1, OAT : organic anion transporter, NPT : sodium-dependent
inorganic phosphate transporter, MRP4 : multidrug resistance protein 4. ABCG2 : ATP-
binding cassette, sub-family G. member 2, GLUT9/URATv]1 : glucose transporter 9/

voltage-driven urate efflux transporter 1
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