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[Abstract] Diabetic nephropathy is a common diabetic microvascular complication and the first cause of
end—stage renal disease. There is still no effective treatment to delay its progress. In recent years, the new
hypoglycemic drug GLP—1 has brought new progress in the treatment of diabetic nephropathy with its potential
renal benefit mechanisms such as anti—inflammatory, promotion of urinary sodium excretion, and improvement
of endothelial cell function. Dulaglutide, as a newly marketed weekly preparation of GLP—1RA in China,
greatly improves the compliance of patients, and provides a new direction for the research on the efficacy of
GLP—1RA on diabetic nephropathy.
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