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Abstract: Objective To understand the research progress of the safety of sodium and glucose co — transporter 2 inhibitors (SGLT - 2i)

and provide a reference for their clinical application. Methods The related literatures at home and abroad in recent years were
reviewed and the adverse reactions in the use of SGLT -2i were summarized. Results The adverse reactions of SGLT —2i were mainly
hypoglycemia, genitourinary infection, hypotension, etc., but the incidence rate was low. The use of drugs in special populations was not
completely clear. Conclusion The market for SGLT —2i is short, and long —term clinical trials are needed to confirm the relevance of

adverse reactions and the safety of application in special populations.
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