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[ Abstract)

main cause of end-stage renal disease. Iron plays an important role in human life. A large number of studies

Diabetic kidney disease is one of the main complications of diabetes mellitus and the

have shown that iron metabolism is closely related to diabetic kidney disease. These iron metabolic indicators
including (iron, ferritin, transferrin and hepcidin) are closely related to the occurrence and development of

diabetic kidney disease. The intervention of iron metabolism will provide a new method for the diagnosis and
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treatment of diabetic kidney disease.
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