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Abstract ; Objective : To explore the effect of tripterygium wilfordii polyglycoside on diabeticnephropathy ( DN) rats based on the nucleo-
tide — binding oligomerization domain 2 ( NOD2)/nuclear transcription factor — k B (NF — kB) pathway. Methods ; Eight SPF male SD
rats were randomly selected as the blank group,and the rest rats were fed with high - fat and high — sugar diet combined with intraper-

itoneal injection of streptozotocin (55mg/kg) to establish diabetic nephropathy model. Twenty — four rats successfully established the
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model were randomly divided into model group, valsartan control group (8.33 mg + kg™') and tripterygium wilfordii polyglycoside group
(5 mg - kg™") ,with 8 rats in each group,and given corresponding drugs. 24 — hour urinary protein quantification (24 — hour UTP) was
detected by biuret method. The levels of bloodglucose ( GLU) ,serumcreatinine (SCr) and bloodureanitrogen ( BUN) were measured by
automatic biochemical analyzer. HE staining was used to observe the pathological changes of renal tissue. Serum levels of NOD2 and
NF — kB were detected by ELISA. WesternBlot was used to detect the expression level of NOD2 and NF - kB protein in renal tissue.
The expression levels of NOD2ZmRNA and NF — kBmRNA in renal tissue were detected by fluorescence quantitative PCR. Results ; Com-
pared with the blank group,the levels of GLU, SCr, BUN and 24 — hour UTP in the model group were significantly increased (P <
0.05) ,and the levels of NOD2 and NF - kB in serum and the expression of NOD2,NF - kB protein and mRNA in renal tissue were
significantly increased (P <0.05). Compared with the model group, the levels of GLU,SCr,BUN and 24 — hour UTP in the tripterygium
wilfordii polyglycoside group were significantly decreased (P <0.05) ,and the levels of NOD2 and NF - kB in serum and the expres-
sion of NOD2,NF — kB protein and mRNA in renal tissue were significantly decreased (P <0.05). HE staining showed that in the
model group, glomerular hypertrophy , balloon degeneration of renal tubular epithelial cells, vacuolation of cytoplasm, congestion and ex-
pansion of renal blood vessels and thickening of basement membrane were observed. Compared with the model group, the pathological
changes of rats in the tripterygium wilfordii polyglycoside group were mild,and there was no obvious pathological changes in glomerulus,

which showed mild thickening and expansion of renal tubules. Conclusion: Tripterygium wilfordii polyglycoside can effectively improve

renal injury in DN rats,and its mechanism may be related to the inhibition of NOD2/NF - kB signaling pathway.
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