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Abstract

Chronic kidney disease (CKD) is on the rise globally. Currently, the treatment for protecting renal function in CKD patients mainly
includes the use of renin angiotensin aldosterone system inhibitors (RASi), aldosterone receptor antagonists (MRA), and sodium
glucose cotransporter 2 inhibitors (SGLT2i). In recent years, the application of SGLT2i in the treatment of CKD has become a
research hotspot. SGLT2i has multiple effects, not only reducing blood sugar, but also on blood pressure, weight In addition to
having beneficial effects on blood lipids and liver function, SGLT2i can also reduce serum uric acid, albuminuria, podocyte damage,
and improve renal hypoxia to protect kidney function. This paper reviews the experimental progress and potential renal protective
mechanisms of SGLT2i in kidney research.
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