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[Abstract] Sodium-glucose cotransporter 2(SGLT-2) is responsible for 90% glucose reabsorption in re-
nal tubules,and SGLT-2 inhibitors increase urinary glucose excretion by inhibiting SGLT-2, which plays a hy-
poglycemic role, SGLL'T-2 inhibitors not only reduce blood sugar,but also have cardiovascular and renal protec-
tive effects,and have been widely used in clinical practice. In recent years,a number of studies have shown that
SGLT-2 inhibitors can cause euglycemic diabetic ketoacidosis (euDKA), which is easily misdiagnosed and
missed due to normal or mildly elevated blood glucose levels in this type of patients. This article reviewed the
possible mechanism,risk factors and clinical manifestations of euDKA caused by SGLLT-2 inhibitors to enhance
the understanding of the adverse effects of these drugs.
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