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Renoprotective effect of simvastatin on adriamycin-induced nephropathy in rats

ZHANG Wei' , LI Qiu2 , WANG Li-jial , YANG Xi-qiang2 (' Department of Immunology, *Department of Nephroimmunology, Chil-
dren’ s Hospital of Chongqing Medical University, Chongging 400014, China)

Abstract: Objective To investigate the role of interleukin-1 beta (IL-13) in glomerulosclerosis seconda-
ry to adriamycin ( ADR)-induced nephropathy in rats, and the effect of simvastatin on the expression of IL-1.
Methods Male Sprague-Dawley rats were randomly divided into normal control, ADR-induced nephropathy
(model) , and simvastatin-treated ADR nephropathy ( treatment) groups. After ADR-induced nephropathy es-
tablishment in model and treatment groups, and eleven weeks of intragastrical administer of normal saline in
normal control and model groups and of simvastatin in treatment group, the expression of IL-1 was detected by
immunohistochemistry, RT-PCR and ELISA. Histopathological change of renal tissues was observed under light
microscope, and glomerulosclerosis index (GSI) was also evaluated. Results Higher expression of IL-13 in
kidney and GSI, as well as more severe loss of renal function were observed in model group than those in control
group (all P <0.01). Those changes were less severe in treatment group than in model group, suggesting treat-
ment with simvastatin could significantly decrease the expression of IL-183 in kidney and GSI, and slow down
the loss of renal function (P <0.05, P <0.01 and P <0. 05, respectively). Conclusion The renoprotective
effect of simvastatin may be via decreasing the expression of IL-1B in kidney.
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Xof BRZH (BT 2% B 2H (R AU ZH ) (BT 3R B 2 (R MV T VR T A
(GRYT4L) 192 8 H, MR LE 25 F , BRI FNE 7 4R
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B8 28 (Pharmacia, FORH]) , = ARARTT (BUMBRVD AR, [ 24
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A 0.01 mol/L itk 2 £ 2wl (pH 6. 0) , T b fin 4 22 s 1%
Je W e, TRIRS 5 min, 4T 1 R LMEEPUE WIN 12 100 e BEr e
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GACTCGTGGGATGATG-3', T % 8] #: 5'-GGGATTTTGTCGTT-
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<BE/NERBEALTH AR <50% 53 90:50% < B /R AT AR <
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*1 FHEXRAEEE24 h REQKFELER
(mg-100g™" +d~' ,n=8,x+s)
4 0 14 2 A 48 8 JH 12 J
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JEITAL 1.54£0.49 2.85+0.842 31.85+21.042 53.59 +20.7423b 63.20 +18.302¢ 58.31 +20.902

a:P<0.01,5 2 B4E ;b P <0.05,c:P<0.01, 5854 40 tb 4%
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IRYTAH 3.08 £0.60°
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FE PN TL-18 K- 5 %) BE 4 Lo 86 W B T s
A]RE -5 )5 2% B 5 106 B A AR R BN AR R )N
ERNTC I B S W DA, Bt = 4 B RAE KON 9 3
K, (BRI FAYFH E HL TL-18 Rk B4
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