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Abstract: Diabetic kidney disease (DKD) is one of the most serious microvascular complications in diabetic
patients, and is the leading cause of end-stage renal disease. The interaction between metabolic and hemodynamic
factors leads to activation of the common pathways of diabetic kidney injury. Studies have shown that salvianolic
acid can alleviate renal fibrosis and renal injury caused by diabetes by regulating renal tubular interstitial activator
A, transforming growth factor-$1 and monocyte chemokine protein-1. It can also participate in the reconstruction
of the glomerular extracellular matrix by affecting the expression of protein kinase ERK1/2 protein, which serves a
protective effect on diabetic kidneys. Tanshinone can inhibit oxidative stress mediated glucose-induced kidney injury,
inhibit the expression of protein tyrosine phosphatase 1B (PTP1B) activity, and improve the secretion function of
beta cells in type 2 diabetes mellitus. Interstitial fibrosis in diabetic nephropathy can be alleviated by blocking TGF-4/
Smad, NF-xB and Wnt/g-catenin signaling pathway. It has been suggested that salvianolic acid and salvianone are
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excellent candidates for prevention and treatment of diabetic nephropathy. We provide here the scientific basis for
in-depth research and development of salvianolic acid and salvianone into drugs.
Key words: diabetic kidney disease; salvianolic acid; tanshinone; molecular mechanisms of pharmacological
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Figure 1 Part of the pathologic molecular mechanism of diabetic kidney disease. AGEs: Advanced glycation end products; ROS: Oxida-

tive stress; PKC: Protein kinase C; RAGE: Receptor of advanced glycation end products; ECM: Extracellular matrix; ICAM-1: Intercellular

cell adhesion molecule-1
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Figure 2 Schematic diagram of action mechanism of molecular signal pathway regulated by salvianolic acid and salvianone. OPN:
Osteopontin; ACT-A: Activin-A; p38MAPK: p38 mitogen activated protein kinase; AKT: Protein kinase B; PTP1B: Protein-tyrosine

phosphatase 1B; EMT: Epithelial-mesenchymal transition; IRS: Insulin receptor substrate; APC: Adenomatous polyposis coil
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