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[ Abstract)

ment of type 2 diabetes, which can directly decrease blood glucose concentration by blocking reabsorption of

Sodium-glucose co-transporters 2 ( SGLT2) inhibitors is a new drug used for the treat-

filtered glucose in the renal tubule. Nowadays, many clinical studies of SGLT2 inhibitors with the type 2 dia-
betes were developed in the US, Europe and Japan. These researches showed that SGLT2 inhibitors per-

formed better in reducing HbAlc, fasting plasma glucose (FPG) , body weight and had less side effects.
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