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A Case of Unrecognized Diabetic Ketoacidos s aggravated by Sodium-Glucose Cotransporter 2
Inhibitor.
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Background: Sodium-glucose cotransporter 2 inhibitor (SGLT2-1) isarecently developed therapeutic agent for type 2 diabetes mellitus. SGLT2 inhibitors
control blood glucose level via inhibition of renal glucose reabsorption. Clinical trials have shown that, in patients with diabetes, SGLT2-inhibitors sig-
nificantly increase their survival and reduce blood pressure and body weight beside lowering blood glucose. However, SGLT2-I has some side effects such
asgenita and urinary tract infections, dehydration, and exacerbation of hyperkalemia. In arare case, they may induce euglycemic ketoacidosis. Recently, in
US, FDA warned development of diabetic ketoacidosis (DKA) in patients taking SGLT2 inhibitor. We present a case of DKA in a patient taking SGLT2-I,
who was successfully managed by using emergency hemodialysis and insulin. Case: On March 1st 2018, a 36-year-old male visited emergency room with
symptoms of nausea and vomiting. The patient was newly diagnosed with DM from HbA1C 13.1%. Three days ago, metformin and empagliflozin were
prescribed. The next day after starting DM medication, his nausea started. On emergency room, blood pressure was 144/95mmHg, pulse was 102 beats/min,
respiration rate was 28/min, and body temperature was 36.9°C. The blood chemistry showed as the following — Hb19.1, BUN 16.0, Cr 1.53, Na 138.7, K
4.59, total CO2 7, pH 7.15, pCO2 19.2, pO2 44 BE -22.0, HCO3 6.7. The patient was diagnosed with metabolic acidosis accompanied by acute kidney in-
sufficiency (AKI). Saline hydration and bicarbonate were infused. Because patient’s condition was aggravated, hemodialysis was done. On the admission
day, 1 1U/hr of insulin was infused. Alongside, 50% glucose was infused for hypoglycemia Also, hourly BST and frequent pH and bicarbonate level were
monitored. On the 3rd day of admission, continuous infusion of insulin and bicarbonate was stopped. On the 4th day of admission, the patient was trans-
ferred to genera ward. From then on, his blood glucose level was controlled with multiple subcutaneous insulin injections. On the 8th day of admission, he
was discharged with metformin and long acting insulin.
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