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Effect of the method of expelling obstruction from collaterals with pungent drugs on tumor
necrosis factor — o and interleukin — 10 in mice with membranous nephropathy
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[ Abstract] Objective: To investigate the effect of traditional Chinese medicine Compound Shenluoning on tumor
necrosis factor — o (TNF — o) and interleukin — 10 (IL = 10) in mice with membranous nephropathy (MN ). Methods ; Ex-
perimental Balb/c mice were treated with cationic bovine serum albumin to establish a model of MN and then they were di-

vided into model group and Shenluoning group ;a normal group was also established. Shenluoning was used for treatment.
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Urinary protein and serum levels of TNF — o and IL - 10 were measured at the end of weeks 0,3, and 6 of

experiment. Results; After 6 weeks of treatment , the model group and the Shenluoning group had varying degrees of increase

in urinary protein excretion, and the Shenluoning group had lower urinary protein excretion than the model

group. Compared with the blank control group,the model group and the Shenluoning group had varying degrees of increase

in TNF — o and varying degrees of reduction in IL — 10, and the Shenluoning group had significantly better improvements

than the model group( P <0.05 or P <0.01). Conclusion : Shenluoning can reduce urinary protein excretion in MN mice,

possibly by regulating the expression of TNF — o and IL - 10.
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