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(ABCG2: ATP-binding cassette transporter G2; GLUT: glucose transporter; MRP: multidrug resistance protein;

NPT: sodium-dependent phosphate cotransporter; OAT: organic anion transporter; URAT: urate anion trans-

porter)
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ABCG2: ATP-binding cassette transporter G2; CrCl: creatinine clearance; GLUT: glucose transporter; HLA-B: human

leukocyte antigen-B; OAT: organic anion transporter; URAT: urate anion transporter
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Fulsend fedu mnfinsanludthonguiudd
audsadulsainidgs enalinaiiumnsndlule

wansfinwves Li J wazaue” ATien9
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double-blind,
placebo-controlled
study]

Wisufiuevaen (§
Vhela5u sitagliptin
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p-value=0.003)

Cl: confidence interval; SGLT2: sodium glucose cotransporter 2
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