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[ Abstract] Diabetic kidney disease( DKD) has become one of the leading causes of end-stage renal
disease. The urinary exosomes contain proteins from all cells of the nephron and thousands of RNAs and
miRNAs. These substances are transferred between kidney cells, which in turn alter the protein composition
and function of the cells, and affect the signal transduction between kidney cells, and participate in the path-
ogenesis of diabetic kidney disease with the transfer of urinary exosomes. Therefore, urinary exosomes and
the abundant biological information contained therein may be an ideal source of non-invasive biomarkers for
DKD.
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