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SGLT2 inhibitors (SGLT2is) deliver substantial cardiovascular and renal benefit in type 2 diabetes (T2DM), demonstrated across numerous randomised controlled trials. Their utility has been tempered by the risk of euglycaemic diabetic ketoacidosis (euDKA), historically estimated at 2-3x the background rate in T2DM. Adoption of local and international guidelines mandating cessation of SGLT2is 3 days pre-operatively have mitigated the perioperative risk of euDKA, however there remains an ongoing risk of community-onset. Across real-world cohorts of patients with T2DM on SGTL2is, the incidence of community-onset euDKA is approximately 1-3 cases per 1000 person-years. Dominant community precipitants include intercurrent illness, reduced oral intake, ketogenic or very-low-carbohydrate diets, prolonged fasting, alcohol, and patients with reduced β-cell reserve including misclassified insulin-deficient diabetes. 

I will present three cases of euDKA associated with SGTL2i use to frame discussion around risk factors for euDKA, predictors of recurrence/severity and decision making around recommencement or permanent cessation. 

Case 1 – A 77-year-old female admitted with community onset, severe euDKA (pH 6.86) without apparent precipitant, on the background of poorly controlled T2DM (HbA1c 10.3%) diagnosed 20 years prior. Her SGLT2i was permanently ceased, and she was commenced on regular insulin.
Case 2 – A 75-year-old man reviewed in clinic with T2DM, macroalbuminuria (ACR 181mg/mmol), ischaemic heart disease and heart failure with reduced ejection fraction. His SGLT2i was ceased three years prior in the setting of starvation ketosis, without acidosis and an allergy listed on his file. This allergy was de-labelled and a SGLT2i recommenced with sick day counselling. 
Case 3 – A 75-year-old female admitted with a perforated peptic ulcer, who developed moderate euDKA (pH 7.14) in the context of emergency surgery, on the background of T2DM. Given a robust c-peptide (1.16nmol/l), macroalbuminuria (ACR 41.9mg/mmol) and a clear precipitant, her SGTL2i was recommenced. 

Higher-risk groups identifiable from the contemporary evidence include those with reduced β-cell reserve (long-duration insulin-treated diabetes, misclassified T1DM/LADA), poorly controlled diabetes (HbA1c >8%), baseline insulin use, diabetes duration >10 years, and patients with ongoing ketogenic precipitants (post-bariatric surgery, low-carbohydrate diet, recurrent illness, or inability to follow sick-day advice). Evidence on rechallenge with SGTL2is remains observational; current practice supports rechallenge after a clear transient precipitant with structured sick-day re-education, and permanent cessation after unprovoked or recurrent events. For most patients with T2DM, the absolute cardiorenal benefit of SGLT2is substantially exceeds the absolute risk of further DKA.
