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Abstract

The basic action mechanism of sodium-glucose cotransporter 2 (SGLT2) inhibitor is to lower the glucose
burden by excreting the glucose filtered by the kidney into the urine. Although SGLT?2 inhibitors are
primarily indicated as glucose-lowering agents, they have a broad range of effects on renal function and
plasma volume homeostasis, as well as on adiposity and energy metabolism across the entire body. That
might be why SGLT2 inhibition causes spill-over of sodium and glucose beyond the proximal tubule,
triggering dynamic and reversible realignment of energy metabolism, renal filtration, and plasma
volume. A better understanding of SGLT?2 inhibition in the kidney and the entire body will lead to more
benefits in people with and without diabetes.
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Fig. 1. Roles of renal sodium-glucose cotransporter 2 (SGLT2) and SGLT1 in glucose reabsorption under

normoglycemic conditions and when SGLT?2 is inhibited.

GLUT, glucose transporter.
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