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The effect of atorvastatin on urine protein and correlation factor in older patients with early diabetic ne-
phropathy without hyperlipemia LI Jian - ying, GUO Jin,WANG Zhi - ying et al. Department of Privilege , the
People’ s Hospital of Guangxi Zhuang Autonomons Region ,Nanning 530021, China

[Abstract] Objective To study the effect of atorvastatin on urine protein( UAER), endothelin( ET) , nitro-
gen monoxidum(NQ) ,C - Reactive protein{ CRP) in older patients with early diabetic nephropathy( DN) without hy-
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perlipemia. Methods Fifty older DN without hyperlipemia were randomly divided into two groups, the conventional

treatment group (n=25), conventional treatment plus atorvastatin group (unitive group,n =25), and 25 normal
controls were chosen as normal control. The plasma serum lipids (CH,TG,LDL,HDL) ,ET,NO,CRP and urinary al-
bumin excretion rate(UAER) were examined before and after the treatment. Results The levels of ET,CRP in pa-
tients with DN was higher than those in normal control group, and the level of NO was lower. After 12 weeks of treat-
ment , the levels of serum lipids, ET, NO and UAER had no changes in the conventional treatment group, but they
were improved in unitive group. Conclusion Atorvastatin can decrease the levels of UAER in older patients with ear-
ly diabetic nephropathy, which may be due to its correction of abnomal renal hemodynamics through decreasing ET and
increasing NO, improving serum lipids, lessening inflammatory reaction.
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A BRAEREARBLEELF. DNBEAAE
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AL EEERF RERTHERS ., H
HEAR™ S HRER S —EARA RN B L&
HEEDAERAN—XTmEEHEERF, CRP AJLL
BGmEREheE 4, RATE X MARE % HEE
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b RAFHEARATT #4TIETT , ME KX BB
e LA B PN B2 T BB A6 AE S AL AR 78 4 , SRR $E
AT F RE MRV R L AT REBL I, B 45 R
WEWT,
1 K5HE
1.1 X%  #EFERBr 2005 -08 ~2007 - 12 HF]
LRMEBESE 2 RIFERRIFEH DN 2% 50 6,
LRI 1999 4E WHO ¥ R A2 Wi iR HE #4T £ Wi
MR R E AR A HERIK 20 ~200 pg/min
BEAE FABREMAEEYN[ BEBEB(TC) <
5.7 mmol/L, B =H8 (TG) < 1.7 mmol/L, 5% E
B A EE B (LDL - C) <3.3 mmol/L, B % E iR
ZHHMEEM( HDL-C) =1.0 mmol/ L ], BEEXR
MRS, 1 FE < 135/85 mmHg, HEB& L BE B &
HiteSRRmsIRNEARE iR E R EBR R
G, AR R LB, TR RIE R PR
b3t RIEH . 50 B DN BEFEVL A A HAARBKE
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M L REFIRSTER E S AR &7 (5L
Y%, ERHZ)20 mg/d, A 12 F, BRAMARRA
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FA a8k ; CRP R F#5 E i - CHROMATM 42555t
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2.1 EFERYONBESEFRMBALE HE
4R DN B #1497 8] UAER.ET.CRP B2 & Fxt
BH(P<0.01) ,NO AR K F X B4 (P <0.01),
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%1 ZHBTHEARBFLE(Z£s)

i | % B UAER( pg/min) ET(pg/ml) NO( umol/L) CRP(mg/L)
x4l 25 - - 54.58 +6.19 98.24 +10.21 2.3821.32
Dy id: 145.50 +5. 47 124,38 £9.5* 50.4 +8.55% 7.69 £1,27*
BKed 25
WITIE 97.91 £6.82*4 104,32 £10.21*2 65.36 £8.01*4 3.41 £0.56°4
- Yed: i 144. 90 +4. 87 123.10 £8. 56" 49.02 +6.57* 7.72 £1.29*
w4 25
berid =] 139.71 24,12 122.83 +10.39 51.05 +7.27 7.69+1.3
i S R4, P <0.01; 5HIFRT L, * P <0.01; 5% MARSFIE L, 2P <0.01
*2 BAOHEEHAABFTHERELE(Z s, mmol/L)
4“5 k4 BBt TC TG LDL-C HDL -C
HITHT 5.39£0.27 1.48 £0.16 3.1120.13 1.14 £0.06
Be4A 25 .a “a .a “A
bbrd = 4.64£0.23 1.33£0.16 2.3510.16 1.9210.13
HITHD 5.390.31 1.48 £0.18 3.10£0.15 1.15 0,08
i » WIS 5.38 £0.38 1.46 +0.17 3.09 £0.17 1.14 £0.08

I SHRITHIEEL, * P <0.01, 5HMAWITIE L, 4 P <0.01
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DN [fil fE7KF , %4 B /NER B 1 % ( glomerular filtra-
tion rate, GFR) il F M, EZ B I e R £ 1B,
VLEER  HRI KPR S 19« S HEFER” o HRI BB
WAL FEAR UM £ R UL B B o B R B AR 1L,
KX DN BRI R ERY . AR
BT RF R 2A R M E HRI, JBF A (HMG -
COA) BJFEEMHI ], HRI AT {2 # NO W& W, FE
REL M/ G EB (Rho) KT LMk, IR
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