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Study on protective effects and mechanisms of valsartan on rat diabetic nephropathy
Zhao Hongzxia' s Zhao Jianqin® ,Liu Yuantao® , Jiang Zhaoshun**

(1. Department of Endocrinology sLinyi People’s Hospital , Linyi,Shandong 251500 ,China ;2. Department o f
Endocrinology,General Hospital of Jinan Military Region , Jinan,Shadong 250031 ,China;3. Department o f
Endocrinology,Second Hospital of Shandong University ,Jinan,Shandong 250033 ,China)

Abstract: Objective To study the effects of valsartan on diabetic nephropathy in rats and to explore its action mechanisms.
Methods High-fat diet in combination with abdominal injection of low-dose of streptozocin(STZ) was used to induce diabetes in
Wistar rats. Diabetic rats were randomly divided into none-treated group(DM) and valsartan treated group(DMV). None diabetic
normal Wistar rats were served as controls(NC). After 12 weeks of treatment, blood glucose(BG) , triglyceride(TG) , total choles-
terol(TC) ,serum creatinine(Scr) , urea nitrogen(BUN)and 24 h urinary albumin excretion(UAE) were measured. HE staining was
performed on renal tissues for light microscopy examination of glomerular structure and measurements of mean glomerular area
(MGA)and mean glomerular volume(MGV). The expression of MCP-1 was detected by immunohistochemical method. Results  Se-
rum BG,TG,TC,Scr,BUN,UAE and MCP-1 expression in renal tissues were(18. 30 0. 82) mmol/L, (1. 97 = 0. 08) mmol/L,
(3.222+0.07)mmol/L, (41. 0%2. 16) pmol/L, (9. 8720. 19)mmol/L, (25. 99+0. 52)mg/24 h and 12. 17+1. 94 in the DM group;
(17.89=£0. 79)mmol/L, (1. 94£0. 06)mmol/L, (3. 20 == 0. 05) mmol/L, (38. 9 0. 99) pmol/L, (9. 05 £ 1. 02) mmol/L, (19. 87 &
0.78)mg/24 h and 9. 08=+1. 2 in the DMV group; (6. 10+0. 06) mmol/L, (0. 58 0. 04)mmol/L, (1. 4140. 07) mmol/L, (32. 9+
2.13)pumol/L, (6. 6020, 37)mmol/L, (4. 95+0. 27)mg/24 h and 1. 1940. 70 in the control group,showing statistical difference(P
<0. 05). The MCp-1 expression in renal tissues was positively correlated with UAE and Scr(r=0. 943;r=0. 823, P<0. 05). Con-
clusion Valsartan has the protective effects on diabetic nephropathy. One of the mechanisms may be thought to be the suppression
of the renal MCP-1 expression.

Key words: nephrosis;diabetes complications; chemokine CCL2 ;valsartan
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x1 3 48 BW,BG. TG, TC.Ser . BUN.BUNMCP-1 EH KLk E (n=10,7+5)
a5 e BG TG TC Ser BUN UAE MCP L
(mmol/L) (mmol/L) (mmol/L) (pmol/ 1) (mmol/L) (mg/24 h)
NC 41 363.504-33. 36 6.10=0. 06 0.58=0. 04 1.4140.07 32.942.13 6. 600, 37 1.9540.27 1.1940.70
DM 21 233.70+25.23*  18.30+0.82* 1.9740.08* 3.22+0.07" 41.04+2.16* 9.87+0.19* 25.9940.52* 12.17+1. 94~
DMV 24 251.40+26.78*  17.8940.79* 1. 944-0. 06 3.20+0.05" 38,940,994 9.05+1.02*4~  19.8740,78*4 9.08+1.20* 4
*:P<C0.05,5 NC 4 [b# ;% : P<<0.05,5 DM 4 [ 44 .
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(kg - DEH .NC.DM A H 4 THERKAKES.
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(mean glomerular volume, MGV) , &4~ I Fr A< 1) F Bt AL 0
20 B NER B Y . 5 IR B /N R IR R I K/ R
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WAEA 0.01 M # 5 R #5292 vh il (pH 6. 0) 1Y /&5 & 58 .
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il MCP-1 [l 323k, HoALiil o N5 48 . A WF 58 & TE R IR & 48
s M, A5 oK B L (AT D 540 2 kg 4, vl i
% ERK 4%, MCP-1 a8t . g as &3, JNK
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