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Advance in the mechanism of protective effects of SGLT-2 inhibitors on
diabetic cardiovascular complications

WANG Jianping,ZHU Qiaoling
( Department of Endocrinology , Affiliated Hospital of University of South China,
Hengyang 421001, Hunan,China)

Abstract: Cardiovascular complications are the leading cause of death and disability in type 2 Diabetes (T2DM) pa-
tients, so the prevention and treatment of cardiovascular complications are especially critical. Sodium-glucose cotransport 2
(SGLT-2) inhibitors provide a new approach to the treatment of diabetes by the unique hypoglycemic mechanism of increas-
ing urinary glucose excretion. In addition to the hypoglycemic effect, SGLT-2 inhibitors can promote the excretion of urine
glucose, which provide an opportunity to achieve a negative energy balance, then improve the level of blood glucose,blood
pressure, weight, islet cell function and insulin resistance, and do not increase the risk of hypoglycemia and achieve cardi-
ovascular benefits ultimately.
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