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[Abstract]  The incidence of chronic kidney disease (CKD) has been rising yearly. And it has be-
come one of the major hazards to public health in the world. The underlying causes of CKD include pri-
mary/secondary glomerulonephritis, diabetic nephropathy, hypertensive renal damage, renal tubulointer-
stitial lesions and genetic disorder, etc. Diabetic kidney disease (DKD), one of the causes of CKD, is a
complication of diabetic renal microangiopathy and end-stage renal disease ensues if left unchecked. The
specific pathogenesis of DKD has remained elusive. Hyperglycemia causes immune-mediated inflamma-
tion and renal injuries. However, immune-mediated inflammatory factors are one of the important causes
of DKD. During hyperglycemia, such inflammatory response cells as interleukin and tumor necrosis fac-
tors are mobilized to infiltrate kidney and stimulate the development of renal microangiopathy through a
large variety of signaling pathways. In recent years, Toll-like receptor 4 (TILR4) and NoD-like receptor
family pyrin domain-containing protein 3 (NLRP3) play an important role in renal-related immune inflam-
matory diseases. And TL.R4/NLRP3 inflammatory bodies are closely correlated with the pathogenesis of
DKD. Elevated TLLR4 level has been detected under hyperglycemia. However, TLR4 stimulates the
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maturation and release of downstream inflammatory factors by activating NF-kB through recognizing spe-

cific ligands and NLRP3 inflammatory bodies exist sparsely in mesangial cells of DKD. The activation of

NF-kB activates the assembly and maturation of inflammatory bodies, thus promoting the release of in-

flammatory cytokines. Thus TLR4 and NLRP3 play some important roles in the development of diabetic

nephropathy.
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A d S K U 42U RAE | B0 B T RE

1. ALy 2 NLRP3 Kb NR AR 48 JR % B R 7% 93 o 6
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NN RS 5 W5 B e R T A B R 9 H A B, 3 S LT
TR BT R B G NLRP3 R/ MAS G H Wk I sl
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[Abstract]  Peritoneal fibrosis is the most common type of peritoneal lesions in peritoneal dialysis
(PD) patients. It is characterized by abnormal production of extracellular matrix protein, thickening of peri-
toneal interstitial connective tissue, damage of peritoneal mesothelial cells and neovascularization. Cur-
rently there is no effective therapy. Traditional Chinese medicine offers unique advantages in the prevention
and treatment of peritoneal fibrosis. With an excellent clinical efficacy, it has demonstrated some promising
results of experimental research. This review summarized the latest advances of animal models, single/
compound herbal medications and acupuncture in the treatment of PD. It provided basic theoretical guidance
for clinical application of Chinese medicine in the prevention and treatment of PD-related peritoneal fibrosis.
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