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[Abstract] Sodium-glucose cotransporter 2 (SGLT2) is involved in most glucose reabsorption in the kidney. Inhibition of
SGLT2 leads to the excretion of glucose through urine and represents an important concept in the treatment of type 2 diabetes. With
the development of pharmacogenomics, it was found that SGLT2 gene polymorphism had certain effects on fasting blood glucose,
glycosylated hemoglobin and insulin levels, and may affect the risk of type 2 diabetes and response to treatment with SGLT2
inhibitors, which is of great significance in the treatment of T2DM. Domestic and international studies on SGLT2 gene
polymorphism were reviewed and effects of SGLT2 inhibitor (SGLT2i) in the treatment of T2DM were discussed in this paper.
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