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Advances of biological markers related to
diabetic nephropathy

WU Qj, LU Huiyan, HAO Lirong
(Department of Nephropathy, First Affiliated Hospital, Harbin Medical University, Harbin 150001, China)

Diabetic nephropathy (DN) is one of the main causes of diabetes-related death. Urinary microalbumin is the
most commonly used clinical indicator for the diagnosis of DN. However, some DN patients have advanced
renal pathological changes, but urinary microalbumin is still in the normal range. Therefore, the search for new
sensitive and specific biological indicators is of great significance for the diagnosis of DN and for judging disease
progression. In recent years, markers related to kidney injure and biomarkers related to the pathogenesis of DN
have gradually become hotspots in clinical research, and the development of proteomics technology has provided
anew direction for the search for DN-related biomarkers.
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