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[Abstract] Hyperglycemia is one of the independent risk factors for cardiovascular diseases in the elderly.
Currently, the clinical recommendation for diabetes mellitus accompanied by cardiovascular diseases is to use
Sodium—Glucose Cotransporter 2 inhibitors (SGLT—2i) as early as possible. Results from many large clinical
trial centers indicate that SGLT—2i can reduce mortality from atherosclerosis, hypertension, heart failure, and
chronic kidney disease. However, the specific mechanism of action and efficacy remain unclear. This article
provides a comprehensive review of the research progress of SGLTs and their inhibitors in the occurrence and

development of type 2 diabetes mellitus with cardiovascular disease
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