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Effect of Suramin on Cyclosporine A induced nephrotoxicity in rats Ye Wei, Chen Kai,
Bao Xiaorong. Department of Nephrology , Jinshan Hospital of FuDan University ,Shanghai 201508 , China
[ Abstract] Objective To explore the effect of Suramin on Cyclosporine A ( CsA ) -induced
nephrotoxicity in rats and the relevant mechanism. Methods Forty male SD rats were randomly divided
into control group,CsA group,CsA + Suramin( low dose) group and CsA + Suramin(high dose) group, with
10 rats in each group. After 5 weeks of administration,24 h urine protein, o, -microglobulin( MG) , 8,-MG,
N-acetyl-B-D-glucosaminidase ( NAG ) , serum creatinine ( SCr) , blood urea nitrogen ( BUN) , uric acid
(UA) and cystatin C(Cys C) in 4 groups were detected. The values of creatinine clearance( Cer) were
calculated. Masson trichrome staining was performed to estimate the degree of interstitial fibrosis. The
expression of transform growth factor( TGF)-B, , collagen- I and fibronectin were determined qualitatively
by immunohistochemistry. The corresponding values of average optical density (AOD) of the above
indicatorswere determined. Results  The levels of «,-MG, B,-MG, NAG, BUN, UA and Cys C in CsA
group were higher than those in control group,while the level of Cer was lower than that in control group
(P <0.05). The levels of a;-MG,B,-MG,NAG,BUN,UA and Cys C in CsA + Suramin( low dose) group
and CsA + Suramin( high dose) group were lower than that in CsA group,the level of Cer was higher than
that in CsA group (P <0.05). The degree of interstitial fibrosis and the AOD of TGF-B,, collagen- I ,
fibronectinin CsA group were higher than those in control group, while the above indicators in CsA +
Suramin(low dose) group and CsA + Suramin ( high dose) group were lower than those in CsA group
(P<0.05). Conclusion  Suramin may probably antagonize the nephrotoxicity induced by CsA.
Down-regulatedexpression of TGF-B, may probably associated with the mechanism of interstitial fibrosis.
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Suramin 4] F1 CsA + K 5] & Suramin 41 K & #J R
a,-MG B,-MG F1 NAG /K F-H] AL T CsA 4, pli &
Suramin F &I, IR o, -MG .B,-MG Hl NAG /K F-HH
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Xt B 2H 37.40 £5.36 7.31+1.11 96.90 +18.20 0.24 £0.02 0.84 +0.08
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P <0.05],CsA + /Nl Suramin 4[ (8.44 +0.09) % |
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P<0.05],

4.4 4R TGF-B, . collagen- | Fl fibronectin AOD
H A E A : CsA AR BB E L 40 TGF-B, | collagen- |
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