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[ Abstract] Inhibitors of sodium-glucose co-transporter 2 ( SGLT2) is a novel hypoglycemic agent.
They can improve hyperglycemia, reduce cardiovascular events and improve renal function. Increasing data
suggests that SGLT2 inhibitors reduce serum uric acid level. The possible mechanism is that the enhanced
delivery of glucose in the lumen of the proximal tubule may facilitate the exchange for intracellular urate
through glucose transporter (GLUT) 9 isoform 2 in the apical membrane, thereby enhancing urinary urate
excretion, and SGLT2 inhibitors inhibit the reabsorption of glucose in renal tubules, resulting in increased
glucose in urine, which may inhibit the reabsorption of uric acid mediated by GLUT9 isoform 2 in the
collecting tubule. Another possible mechanism is that SGLT2 inhibitors reduce uratetransporter 1 ( URAT1)

reabsorption of uric acid by reducing serum insulin concentration.
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