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The clinical observation of Simvastatin and irbesartan used alone or incombination for treating early dia-

betic nephropathy

XIANG Qing, YIN You-sheng, LI Xiao-li, BAI Xian-ming, WEI Jia-zhi, CHEN Yuan-yuang( Department of Nephrology,
The affiliated Hospital of GuiLin Medical college, Guiling 541001, China)

ABSTRACT : OBJECTIVE To assess the renal protective effect of simvastatin and irbesartan used alone or incombination for treating
early diabet nephropathy. METHODS 99 EDN patients with different degree hyperlipemia were randomly divided into three groups:
32patients of simvastatin group were treated with simvastatin 20mg, qd; 33 patients of irbesartan group were treated with irbesartan
75mg, qd; 34 patients incombinatin therapy group were treated with simvastation 20mg, qd and irbesartan 75mg, qd. In all the patients
were treated with controlling glucose. All patients in each group received the correlative therapy for 24 weeks. The 24h microalbumine-
miauria( u-MA ), blood lipid and blood pressure were observed and recorded before and after the treatment. RESULTS  After the
treatment, TC, TG, LDL-C,u-MA, decreased in all three groups( P <0.05). But theuMA decreased(76.4 +35.3)mg * 24h ™" incom-
bination therapy group which was better than those in simvastatin group and irbesartan group((35.7 £19.3),(52.8 +24. 1) mg *
24h™" P <0.05). The blood lipid and pressure were improved in all three groups( P <0.05), especially incombination therapy group.
CONCLUSION  Simvastatin and irbesartan incombination therapy is superior to monotherapy in the treatment of early diabetic ne-
phropathy.
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Tab 1 The comparison of general data among Three groups

5 EAGAYTL RVl A2
(n=32) (n=33) (n=34)
B 5 24 25 25
& 8 8
Ew/ % 66.8+8.9 65.9+8.6 65.3+8.4
IR/ A 10.1+5.7 9.8+5.9 10.5%5.6
PRI EL 24.5+1.6 24.7x1.6 24.3x1.5
TR 4.8+1.2  4.7+1.3 4.6+1.3
M LEF/ wmol + 1.~ 58.9£12.0 57.8+11.6 60.4+10.1
2% B IR /mmol « 17! 7.8+2.5 7.5+2.3 7.6£2.2
W45 =/ kPa 18.7 2.6 20.1+3.4 19.4%3.0
#F9K [/ kPa 12.4+1.3  12.321.5 12.2+1.3
uMA(mg/d) 146.1 +70.1 150.2 £69.2 152.6 +69.2
TG( mmol/L) 3.7+1.2  3.6+1.1 3.8+1.3
TCCmmol/L) 6.4+1.0  6.2+0.9 6.31.1
LDL-CCmmol/L) 3.6 0.7 3.6 +0.6 3.5+0.7
HDL-C( mmol/L) 1.1+0.2 1.140.2 1.1+0.2

i MR, 205 Z 0 5 x K5 P >0.05

Note: Comparison of three group, the result of analysis of variance or chi-
square test: P >0.05
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uMA(mg/d) 152.6 £70.1 76.2+40.9* 76.4+35.3" " 150.2469.2 97.2:x41.4" 52.8+24.1%* 146.1269.7 110.4+39.6" 35.7<19.3"*
TGCmmol/L) 3.8x1.3  2.2£07°  1.6%0.5"° 3.6x1.1  3.5:0.5 0.1£0.7*"  3.7£1.2  26£0.6" 1.4£0.6"*
TC(mmol/L) 6.3x1.1 + 5.1+0.6% 1.2+0.4**  6.2+0.9 6. 0.5 0.1+0.5""  6.4£1.0 54x0.7" 1.0£0.6""
LDL-CCmmol/L)  3.5%0.7. 3.0£0.4"  0.5:0.1"* 3.6£0.6 3.5:0.5 0.1£0.1*"  3.6£0.7  3.3£0.5" 0.3£0.1"*
HDL-C(mmol/L)  1.1£0.2 1.10.2  0.00.0 1L.1£0.2  1.10.2  0.00.0 L1£0.2 1102  0.0:0.0

W4 I/ kPa 19.43.0 15.4£2.9* 4.0£0.2""  20.1£3.4 17.2%2.8" 2.9x0.1"* 18.7#2.6 18.4%2.8  0.2:0.1""
Pk JE/kPa 122£1.3  9.321.1*  2.9x0.1 123£1.5  9.5:1.2*  2.8+0.2 12413 12.2:1.2  0.2+0.1**

W 5RITRCA LG, * P <0.05; 5 HARZIALE, * * P <0.05

Note: Compare with the group before treatment,” <0.05; Compare with other group, * * P <0.05
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