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[ Abstract] Diabetes mellitus type 2 and heart failure commonly occur together, which can lead to increased arrhythmias resulting in a

poorer prognosis for patients. Sodium-glucose cotransporter 2 inhibitor ( SGLT2i) ,as a new hypoglycaemic agent, has been shown to improve

cardiovascular mortality and hospitalisations in patients with diabetes mellitus combined with heart failure. There is growing evidence that

SGLT2i has anti-arrhythmic effects. This paper reviews the clinical evidence and possible mechanisms of SGLT2i on arrhythmias.
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