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Clinical research progress on sodium glucose cotransporter 2 inhibitors in
treatment of type 2 diabetes
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Abstract: Type 2 diabetes is a chronic metabolic disease characterized by impaired insulin secretion and/or reduced response of
target tissues to insulin. Good glycemic control delays the development and slows the progression of micro- and macrovascular
complications. Although there are numerous glucose-lowering agents in clinical use, only approximately 50% of type 2 diabetic
patients achieve glycemic control, and undesirable side effects often exist in the traditional treatment. There is a need for novel
treatment options that can help overcome these difficulties. Sodium glucose cotransporter 2 (SGLT2) inhibitors have recently been
developed as a novel potential therapeutic option for the treatment of type 2 diabetes. These drugs could lower the plasma glucose
concentration through inhibition of the glucose reuptake in kidney, independent of insulin secretion and insulin action, with a
consequent lower risk of hypoglycemia. The data of clinical trials with monotherapy as well as combination therapy show that
SGLT?2 inhibitors have a blood glucose-lowering effect and also reduce body weight. A follow-up study shows long-term efficacy
and durability of these effects. SGLT2 inhibitors have the potential to reverse glucose toxicity and to improve the insulin resistance,
blood pressure, and lipid profile. The available data suggest a good tolerability profile. However, clinicians should carefully prescribe
these drugs in light of already reported and/or unexpected side-effects. Further studies in larger numbers and longer-term clinical use
data are required to apply these agents in standard treatment of type 2 diabetes.
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