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Abstract ; Diabetes kidney disease (DKD) is the primary cause of end-stage kidney disease (ESRD). Early
identification of DKD is crucial for early disease assessment,timely intervention and improves prognosis. Cur-
rently,the main diagnostic indexes for DKD are the estimated glomerular filtration rate (eGFR) and urinary
albumin-to-creatinine ratio (UACR). However, these indexes have significant limitations in diagnosing early
renal function changes and DKD with normal urinary albumin levels. In recent years,with the advancement of
omics technology,an increasing number of novel markers for DKD have been discovered. This review summa-
rizes the research progress of new markers for DKD from the perspectives of single omics, multi-omics inte-
gration,non- invasive imaging omics, based on new omics technologies. Finally, this article discusses the ad-
vantages and disadvantages of new omics technologies and their achievements in clinical applications,and fur-
ther explores their potential for diagnosis,treatment,and prevention of DKD in clinical practice,providing the
basis for personalized precision medicine in the future.
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