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Abstract Sodium-glucose transporter 2 inhibitors ( SGLT2i) are a novel class of oral hypoglycemic agents that lower
blood sugar by increasing urinary glucose excretion. It has been recommended as a second - or third-line therapy for type 2
diabetes (T2D) by domestic and foreign guidelines due to its weight loss and cardiorenal protection. Clinically, it has been
found that these agents can increase the level of blood ketone bodies through several pathways. In case of acute phase of dis-
eases, surgery, decreased intake of food and fluids, dehydration, alcoholism, and sudden decrease in insulin consumption,
especially when insulin deficiency and dehydration occur at the same time, the level of blood ketone bodies will further in-
crease, which can lead to euglycemic diabetic ketoacidosis (euDKA). When this type of DKA occurs, the blood glucose of
the patient is normal or slightly elevated, and the initial clinical symptoms are not typical, with only slight dizziness, fatigue,
nausea or only slight discomfort, which leads to delayed diagnosis. Therefore, clinicians need to evaluate whether patients
have high risk factors for DKA before administering SGLT2i, and select appropriate patients to use the agent. Blood B-
hydroxybutyric acid level should be monitored regularly when patients are on SGLT2i therapy, and the agent should be
stopped in time when there are triggers which may lead to DKA. In addition, when patients have unexplained metabolic aci-
dosis but with normal or slightly higher blood glucose levels during the acute phase of disease, surgery, reduced food and flu-
id intake, dehydration, alcoholism, and sudden reduction of insulin use, it is necessary to check medication history and con-

sider the possibility of euDKA due to SGLT2i.
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