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Abstract To study the effect of rosuvastatin on hyperuricemia rats and their endothelial dysfunction. 72 male SD rats were randomly
grouped, and a hyperuricemia animal model was established by intraperitoneal injection of yeast extract and oxonic acid potassium salt.
By setting up the treatment with allopurinol as positive control, the hyperuricemia rats were treated with various doses of rosuvastatin, the
levels of Uric Acid (UA), Nitric Oxide (NO), Endothelin 1 (ET-1) and Angiotensin II (Ang II) were detected in serum using commercially
available detection kits and the protein expression level of endothelial NO synthase (eNOS) was detected in tissue specimens of aorta by
immunohistochemistry. The results show that, compared to the normal control, the serum levels of UA, ET-1 and Ang II of hyperuricemia
rats are increased while the serum level of NO and the eNOS expression in tissue specimens of aorta, as an important profile for altered
endothelial function of the experimental animal model are decreased. After treatment of the animal model with rosuvastatin, it is found
that the drug has improved the profile of endothelial function, which has gradually recovered to the normal level, and the curative effect is

significantly higher than the allopurinol group (positive control) at the dosage of 10mg/(kg-d) and intervention time of 6 weeks, as

MAS B H . 2011-04-25;% = 8 #.2011-07-11
VEHRA: M WAR-FAH W ERAE R F @A S ki g R LG9 8 F124 :dildar444@yahoo.com.cn; ke GRAZIEE), B, AR F @™
H 7S IR, 8 45 4 dildar328@hotmail.com

33 Im



] jcmik

¥ 3518 32 (Articles)

B S 2011,29(23)

SCIEACE & TECHAOLOGY REVIER

compared to the normal control group, with significant differences from the animal model without treatment. The results suggest that the

rosuvastatin treatment can improve the profile of endothelial function via recovering the serum levels of ET-1, Ang II and NO, eNOS

induced by hyperuricemia, and the effect is enhanced in a dose—dependent manner.

Keywords rosuvastatin; uric acid; hyperuricemia; endothelial dysfunction

0 51§

o IR T M AN AN 9 X 2 19 A ARl 1T L 5 0 i
A8 U I 7B 95 1) AR DD AE OGN B Ry B N SIS A 1
FEEACHI T . BT R ST A A [ P IR R I 17
RIRHE LI RR ZhW S ge b, i By IRIR T 5| R /N R
T8l Bk (9 o5 SR AR B SR A9 2R B /N Bk Sl Bkl R 2 =
KN B2 DI REZE LS, AR W98 & B, 145 9 R T BE 25 LS5 i R
% i1 A %25 VD AH G |, 2 S0 ok A Ak 1) £ B8 PR 2=, [R] B 2 5 PR TR
ILAE T 3 44 & v I | s B LT B D) e A Y T P
Al v DR TR AL S R T A 0 P ) 435 40 1 P Bz 4 i T e
PR HE U 1058 Y0 04 S A R JRVl, MU AE N B2 BN Dl VR YT
DRI MLAE 1Y) 25 9 B0 A, T 280 362 PN B2 ) i 2t v R TR L AE (1) 31
55 AT I WU I BT B AT R ALY 45 (rousvastatin , B
# WAL SE  Ros) A& A3k LT AR 24, /& — Fhomas fih i ], =
O3 F AR LG — A TT 28 A TP 2 R R I AR B AR 1R, M
TR B — A A P 0 B BRI TR R S AT IR OR [ 2
T v JIg L RE R0 (g AL B Al T AR T B BT AR A 7T A AR
ELAG 0 20 Y Bl 8 RE SN PR SR UL P B 4 i T e
DL KA 8 A N B 3G A2 UAE Z2 Bhocs i A AR RO, OF B Bk
4 2RI A B T G i 1 T

AR AR U B R SRR IR 0 Ak 5 R A ST e AR
% 1L AE 20 YA | LA [ 50 & i &7 A 7785 90, 28 8 i 2
XTS5 6 By ) 5 AR e HC LA PN B T B AH G 8 B 9 5 e S8R
ZETENG R TR YT o I R i 48 4t 2 AR B

1 #ME5HF&
1.1 R FIFLES

PRI (Uric Acid, UA) I 22 370 G0 11 35 [ DL o & 12 7R ¢
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W (PBS) ok 3 ¥k, 8 WK Smin; ¥ B HU)5 & & 10min, H A&
A H PBS vt 3 Uk, B K Sming AR FLS3 B 3% 1 H,0, B 1] N
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Yl A I APt B eNOS Hiik (—$i,Santa Cruz) , & T 4°CoK 4
3% . PBS Pk 3 ¥k, B YK Smin, LA LLPEHT G i o S Ak
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Bl Lhaxs 2, One—Way ANOVA TEGT T i Wt , £ 41 (8] 7
PR R I R 22001 (LSD 3%), H2ZEAFH K H
Tamhane ¥ ,P<0.05 A G E X,
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AT 2R (W T ) LA [R] 9] i) 480 TR B £ (1
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RUZH B SR IS  T s O IR s . 4 85, 25 T 1
8 B AIK B 1 S I PR BROK T, 5 s 1k R ) I
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P Ak B Hm R B (G AT AR AT 45 10.0mg/ (kg-d)) B i sh 4
M35 PRIR 7K V- 2 28 0E 5 7K, 5 48 VA R IEERS 2 L 4,
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Table 1 Changes of the uric acid in rats of different groups (xz5)

YEP+OAPS  Fip &7 AR AL VT 45 5] 42 S0 Neg o it 5] 4

I 7 PR 2/ (umol - L)

A i W o /(mg-kg'-d™) /(mg-kg™-d™) 0 2 J 44 6 A
75 [N HR 2 43.99+0.59 49.50+2.64" 4= 45 3141 6P 45.14+0.89"
TR 2 vV 0 46.71+3.88 248+8.] guoedd=l 352.25+5.35%cddl 2 16.00+£6.] 5uccdded
ity &7 A A Vv 2.5 43.29+0.90 124.75+16.79=  118.50+4.65%"t 89 75+2 (4ablecddt
V185 T Vv 5.0 44.63+1.09 129.00+5.05% 100.50+1.72 62.25+6.20%
21 Vv 10.0 42.28+0.61 112.75+13.89*"  67.00+10.27%> 41.75+4 .76
BH P %F BE 21 vV 53.75 40.69+5.51 103.75+10.03*  59.25+2.86%> 44.75+4 32

EAGYTFRAE SR HFJE a,P<0.05,aa,P<0.01; & 25 4 F Fin 5 A 048 16 b, P<0.05,bb, P<0.01 ;34 47X e T 45 3 7l 20 5 & 25 4
FIRA8 I ¢, P<0.05,cc, P<0.01 ;35 AT 4R AL T 45 7 7l 20 5 & 254 F 448k | d,P<0.05,dd,P<0.01 ; 3 AF R4 T 451K A & 40 55 &- 254 F
It e, P<0.05,ee,P<0.01; 3] v2oh Bf 41 55 & 25 4 F T 4a48 1k £, P<0.05,1f,P<0.01, TR,

Notes: Comparing all the drug intervention groups with control group, a, P<0.05, aa,P<0.01; comparing all the drug intervention groups with model group,

b, P<0.05, bb, P<0.01; comparing Rosuvastatin high dosage group with all the drug intervention groups, ¢, P<0.05, ce, P<0.01; comparing

Rosuvastatin middle dosage group with all the drug intervention groups, d, P<0.05, dd, P<0.01; comparing Rosuvastatin low dosage group with all

the drug intervention groups, e, P<0.05, ee, P<0.01; comparing allopurinol group with all the drug intervention groups f, P<0.05, ff, P<0.01. The

same as below.
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XL ET-1 F AngIT 7K R000 8 3, A0 Bl 741 3k 19 38 n
MRG0 (2 2) o &AM VT 85 T 7 4 J e i 2 W AIK 3h 4 1 75
ET-1 F1 Angll /K56 G, 259+ W4l sh ¥ i ET-1
Angll 7K P BB (A ka4, o) B (B & AR AT 45
10.0mg/(kg-d)) F i1 iE ET-1 F1 Ang II /KB E = 1F
WKV, 52 A I, JC W Gt aE 25 5 (P>0.05) 5 i B

B I 7 ET-1 1 Angll K- AREAUE B 525 4l
A —E Mg it 2%5% (P<0.05); BB 9 I ET-1 F
Angll ST+, W UL, i &F 4% A 7T 45 B8 FEAIC M £ET-1 F0
Angll, ZAE FH 2 R0 AR R R B A 46 b i 5 R 7E 45
254 AL 34 A B v g T R B AT A TT 4 1 25 )
AR B — 2 I [a]

Tt & A b VTS T R R A KBRS, XL T NO K F
(1A 20 BN B 8 (3 2) , B AT AR AT S 0 2 R 45 25 T
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®2 BHAXRBRARZ- I MEZKZ N MEF-FEULRKFEHEL (xzs5)

Table 2 Changes of the Endothelin-1, Angiotensin Il and Nitric oxide in rats of different groups (x+s)
21 5] 25 [ % B2 Y 20 Fig FP AR AT S 2 FHPEXT HE 20
PR 7+ 4 R T A1
o Vv Vv Vv % Vv
i fes TS
P RE Y+ EUBR TR
"’ ﬁnﬁg o 0 25 50 10.0
i 1 i 5
Il W % e ) 53.57
/(mg-kg™-d™)
0  80.66+9.36 89.63+4.59 94.20+7.35 88.12+6.33 96.22+3.21 99.23+1.68
ET-1 28 87.45+6,53cddtl 127.37+10.36™" 120.15+8.12F 124.93+4.09*" 125.04+5.46"" 138.55+3.3 (i
[(pmol- L") 48 94.12+5.47"1 139.36+9.59= 137.07+6.45% 121.14+12.47=  110.70£9.22"  126.29+13.21*
6 i 85.37+3.85Mddell 163.28+7 .5 (dd=lt 112.95+10.83=0  99.03+14.49xtb« 87,5949 024l 96,62+8.12:bbe
0 221.96+£39.22 219.49+45.61 223.20+29.39 247.23+26 91 200.50+4.46 239.13+16.85
Ang 11 28 231.43+41.99"4=" 33(),68+30.66" 342.80+24.33* 362.85+38.23*  333.56+49.22*  372.37+11.09*
/(ng-L") 48 256.76+51.03"  403.26+69.57=4= 30320+7.67 305.00£30.34"  274.22+48.68"™  323.26+25.96"
6 J8  219.56+13.25"" 419.69+50.99=4= 282 78+52 35" 250.07+64.71"  201.46+54.84""  3(7.59+38.33t0
08  21.36+2.67 25.32+2.19 22.39+3.56 20.98+3.94 22.22+3.31 23.96+1.38
NO 2 25.21+2.90M 23.06£2.59«4 25.01£2.75«¢ 32.37+2.74ubbel 33 8745 29ubbeel 95 D34 3Mbecdd
/(mmol-L7") 48  25.98+0.37« 19.56+4.34" 25.60+1.31« 28.66x1.79 35.79+0.61x0 259542 78«
68  24.55+1.99% 17.07£3.37* 21.95+1.88 26.35+3.53" 28.32+8.71" 20.63x1.45
RERYEH ML NO K IFIR R R, 259 T 4 J )5 7 AR 50 B2 9
=}
R, 575 P06 B P, 2 S/ ML SR AT — 5 1Y 6 2 2 57 s o .
O+++

(P<0.05);6 JEJS , M3 NO 7KF- 4645 2454 T T4 B Ak &2, I
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PR BN 55 A R, g5 5 (P>0.05);
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PSS T Won | B EF R T 85 T 10 6 JH g, 28 ok
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LT 2 (RIS [R5 3 B A7 AR AW T T 45 % eNOS 3R ik 5
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I (Fi &5 AT 85 10.0mg/ (kg-d) ) T T2 2 3k 1 B2 55 A5 8
I ETE R, B ERS B eNOS 1) 2 34 H) I it MK T Hi 67 4X;
AT 55 2% 0 2
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PR B TR 2 4% ol DXL 3R %k 3l K RE B Ji 0 K HC A8 S N AE
[IEWARE 3 A 2 N 7 Vi ol 1= TV R 1 R 1
BY T NO, /b &k (47 55 9 B ET-1 & Ang 1T 553X — 3
AL T BN ASFAFY, P K T 50 09 BEA AR fb = P K2 A0 HR
i LE PR S B A — 3 SRS 5 O T B R NO v 0,
) i R ST G O = T 1 N o i 1 I A 71

B 36
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— W
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S R Ros Ros Ros [H A
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=
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Fig. 1 Expression of eNOS of artery tissues
in rats of different groups
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(] 7 P67 2 981 5 P9 e T g S 5 2 R0 Il A I R AR R TR
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NZET A0, AT 9 0 B, e BRIBR I 5 | RS PN B2 T fig 25 7L
(ECD),eNOS {ifi #4193 /AT BB /& ECD & 2F 1 2 J P, R
TR 1 N B D RE R B 003 B R E B, 51 S AR AR Y,
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PR A R LS P R E R BE J fk  R S
Fla S, R BRSO R -1, 7 A A AR,
% 2 R 2 1A U 2 1, e S5 5 BOGE 2 Tk LG B9 P R AR A 1
AW AR | BE T3 I A H I B N R ThRE R AR

B FE 4 S s 3 A T A T S T I PR R K B
R BEAR M UA RIE 82N I & PR R IAE M 3% ET—1 F0
Ang 117K AL R i 70 525 (%) 38 o A0 1 F50 B (1) f) 228 4 17 39 588
W16 JA S Hm R i (O E A 7T 85 10mg /(kg-d)) T
T M3 UA,ET-1 F1 Ang 11 K F TR E & 0E #KF- fliTes
3 o 0 30 ik P9z A0 AT ET-1 mRNA &k, FFK ET-1 7K
S — L A AT G 2 SR TE 0 P9 R AT i A 3 p
FIE RS AT AR BN Az b o BRI 2 9 2 ThE . BT SEPHACH
ET-1 5 Ang I1 B A7 7E % DI AR M A2 SRR ET-1 7] $2 & 1fi.
BRI R FALHEE % RS Ang T 19 Ang TT 546, 177 Ang 11 JR
AT BT F AR B G P NIl LA Y AT 3 o gt i i il
YR A R A I A B K R A2 R X — i A R B R A i A
PALRZ 40 ) R A P FHEY, SR IR 58 25 5 — B0, Yl UA 1 T RE
T RE 5 B AT AL TT B A P R T RE G

ARG 7R Hi B At VT 45 - R0 8 n s ) i i
NO &, 6 )G, MiF NO KV 44259 T4 3 Wik &, I
e 0 B (A AR AT 85 10.0mg/ (kg+d)) T BUALIME NO 7K F-
PRI AN 3 H AR AL TT S T LT NO A [R] e g
eNOS 75 [ 3R ik 5, AN [7) 7 52 Ji &7 (R A 7T 85 % eNOS 2 ik 1%
FEW AT, I i d (B B AR A TT 85 5.0mg/ (kg-d)) K
(B4 A 7T 45 10.0me/ (kg-d)) T FHZH 3634 10 J B0k B0 21
WBETE . EEF AT 5 R — Rk PR e et HMG-CoA
A D5 it 40 1 5, HMG —CoA 14 5 it 2 JIRL [ 1 1) iy 4R — H 581G
PR A 3k A e A PR S il 00 S At YT AR R T I A R FH A
A AT F I eNOS H KSR T, AT 51 & NO 34, i 4
APk U N KT RREY, AT 225G I eNOS 1E Mg T RE
B FE - (1) 30 5 /% 22 R s 1% Ak FA PR 52 25 11 90 fiff eNOS |
1 22 G R W R 1 , T3 i eNOS A 51 5 (2) 3 3 5% M /N i
EH-15 eNOS # A H 1E FH i 5 m H 3% v 5 (3) 8 a3
eNOS W5 119 48 B X7 1 ¥ B2 4 5 eNOS I 75 145, B I e
S Ak Tl 410 11 ) D3] W N4 B A T B FIA T i AR R IMRE AT —
4 SR BR P, U 2 B SR 10 PR R A6 0 A v B ) D)V R
RELA% PRI A= W 5 BUVE A g A SR B AR fF 53 25 1 o )
WEE 4 2, A T PN B T RE (1 LR il 5 7T e P
F Uy BRI v TR 4

L LTk, e d A A 7T S ) AR R A T AT NO
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K AR ET—1 7KF [ T8 Ang T0 K, 803 145 P9 B2
RE, Jf AT AESE A b A HIL ) 3 B R AR 0l v SRR 1 H 14, A5
S PR L e PR R MUAE A8 35 i &7 £ A 7T 45 25 9 36 97 SR A TR
o AELIE T T £l 77 BRI g PR R AL AE R TR 114 1 FH AL 11 4
BA W E— BRI

4 &g

AW RARTR | i PRIR MLAE 51 S Y B T AE 5L | B 6T
AT 8 S 5 5 ARORE A) 38 3 K a3 NO K F- T eNOS £
HERIE, PRI ET-1 & Ang 1T v 3 oF ol 36 2 bR 2 1l
iE R L BR LA P B2 DI RE , 1 A FH AT e 2 B £ b 7T 4
YL 2 —

%% 3 ik (References)

(1] XA, 2538 o PR R ILAE 1) A0 BL )5 25 W3R TP i St je (D). 151 BR 2
EWE SRR, 2010, 37(1): 24-28.

Liu Jia, Li Ling. Journal of International Pharmaceutical Research, 2010,
37(1): 24-28.

(2] Wss U, A i, DUBR, A S A 6k R R ALAE /N BR SR (] P
BFR 24, 2002, 33(2): 142-145.

Yu Zhifeng, Yang Cheng, Qiu Xi, et al. Jounal of China Medical
University, 2002, 33(2): 142-145.

[3] Hovind P, Rossing P, Johnson R J, et al. Serum uric acid as a new player
in the development of diabetic nephropathy [J]. J Ren Nutr, 2011, 21(1):
124-127.

[4] Boratynska M, Karbowska A, Klinger M, et al. The effect of
hyperuricemia on endothelial biomarkers and renal function in kidney
allograft recipients|J]. Transplant Proc, 2010, 42(10): 4074-4077.

[S] Ho W J, Tsai W P, Yu K H, et al. Association between endothelial
dysfunction and hyperuricaemia[J]. Rheumatology, 2010, 49(10): 1929 -
1934.

[6] Jia S D, Wang Y G, Li H F, et al. Oxidative stress and endothelial
dysfunction at different serum uric acid levels [J]. Chinese Journal of
Internal Medicine, 2008, 47(8): 638-641.

[7] Long C L, Qin X C, Pan Z Y, et al. Activation of ATP —sensitive
potassium channels protects vascular endothelial cells from hypertension
and renal injury induced by hyperuricemialJ]. J Hypertens, 2008, 26(12):
2326-2338.

[8] Edwards N L. The role of hyperuricemia in vascular disorders [J]. Curr
Opin Rheumatol, 2009, 21(2): 132-137.

[9] sk, SR, ERIAe, AF . Rpslm DR BR AR X BRI A P9 B2 40 D)
RERZ WA Y SEERBT S (1), AR IR IR B0 4% 35: TR, 2011, 5 (1): 206~
208.

Huang Xiuxian, Wu Xinhua, Li Lihua, et al. Chinese Journal of
Clinicians: electronic version, 2011, 5(1): 206-208.

[10] Henkin Y. Re —evaluating therapeutic target goals for statin —treated
patients: Time for revolutionary changes?[J]. J Am Coll Cardiol, 2008,
52(8): 633-635.

[11] XUAEZR, 2, 28, A S Ho il 77 68 45 s 2l bk — 480 A S0 il il
I 52 W[ J]. o E EE YT T, 2010, 5(10): 12-14.

Liu Huadong, Dong Shaohong, Jiang Xin, et al. China Headlthcare
Innovation, 2010, 5(10): 12-14.
[12] 5K P, thifeae. flb 7728 25 W7 O i WO b 22 TN 3 AT (J]. P

37 Il



] jcmik

ﬁ Wt 3R 18 3 (Articles)

B S 2011,29(23)

SCIEACE & TECHNOLOGY REVIER

[ 25 4 0 il IS 96 44 AR, 2010, 8(4): 477-478.
Zhang Zefeng, Ma Haiyan. Chinese Journal of Integrative Medicine on
Cardio—/Cerebrovascular Disease, 2010, 8(4): 477-478.

[13] B sE, sRag Ak, thIer, 45 IR B0 R R AR B2 B[] w2y
P2 TE R, 2003, 19(4): 467-469.

Chen Guangliang, Zhang Qinglin, Ma Xiaoqin, et al Chinese
Pharmacology Bulletin, 2003, 19(4): 467-469.

[14] BRar. 2 25 B 58 05 24 M. db et N TR s, 2000: 1103-
1105.

Chen Qi. Pharmacology research methodology of traditional Chinese
medicine [M]. Beijing: People’s Health Publishing House, 2000: 1103-
1105.

[15] S5, 2 FDA L fiFi &7 Hofl 7755 V6 77 0 o 1L 85 B0 1l R TE 4 A
DA AR AT i i A5 905 KU [T, 1R BS24, 2010, 31(4): 192,

Ma Peiqi. Shanghai Medical and Pharmaceutical Journal, 2010, 31(4):
192.

[16] Zk ¥, TEAM, XIAkE, 5 R amafedEm 1 e mER 7
TERG BRI A 2 IR(] b E A SUT AR 58 5 W RHE AL, 2011, 15
(2): 261-264.

Li Yongtao, Wang Ximei, Liu Linbo, et al Journal of Clinical
Rehabilitative Tissue Engineering Research, 2011, 15(2): 261-264.

[17] BR A, ok s i, JiE R R, A5 0 DU 2 X 52 36 1 TeA W 6 5 JF 5 R R
LK B DR Rk T K 5 01 20 MCP—1 63k B9 BE M (], P [ o B 25
BHZ, 2009, 16(4): 258-260.

Chen Shen, Zhang Shizhao, Tang Guoliang, et al. Chinese Journal of
Traditional Medicine Science and Technology, 2009, 16(4): 258-260.

(18] BLIRAR, BEARZE, fof a3, 45 AU 7T 28 25 W B sk 1) B D) g 119 22 280 B
SEHE RE[T]. O Il 45 27 1 i, 2008, 29(6): 956-960.

Xia Chengdong, Yin Huijun, He Keji, et al. Advances in Cardiovascular
Diseases, 2008, 29(6): 956-960.

[19] 4xd%, FP0%E. 7T 25 My AE O A B L A BIF 52 2E e (1. T PR
25352010, 25(1): 86-89.

Jin Xin, Li Yongjun. Clinical Focus, 2010, 25(1): 86—89.

[20] BIRAR, AR ZE, WRAT3E, 45, 55— Jm A [ b P BE 45 0 LR T
AEBE MR IR IR SOILS[C. 1%, 2008: 403-408.

Xia Chengdong, Yin Huijun, Chen Keji, et al. Young doctors forum
proceedings of the first nationwide integrative medicine on
cardiovascular disease[C]. Shanghai, 2008: 403-408.

(217 R, RO, WA, A% Al 7T o A B D RE Y R[], R B R 2R
I PR, 2010, 7(10): 997-998.

Hu Hui, Gao Yibin, Yao Jian, et al. Laboratory Medicine and Clinical,
2010, 7(10): 997-998.

F o 4 pk or T 1980 4 9 A
22 A A 2 4R B 5 B B
ﬁaﬁﬁmm%%ﬁﬂﬁ
ﬂ:ﬂ&wésﬁ%*@w,
Mo ko, 2ERHE
FEARHEENE . B

(=8 2 %R,

VEEWEERLL &,

Kl ZEHAXFEE 10N MELERL, £

1990 4 o [ = [ # % ¥ 2 & 4 B 5 #
FHRAEFL2(CSU) BRI ERFZ 2
(SCOSTEP)# A th 2 5

2006 £ 8 A 15 8, PEHEEHM F¥4&
BRELhLELARE AL, FTHE

[22] XIS, 8 2 45 RIRS ML P9 B D R Tk X ARG P[], P ARl IR S
PERIAR S B 2%k, 2009,3(1): 52-57.

Liu Shufen, Zeng Xuejun. Chinese Journal of Allergy and Clinical
Immunology, 2009, 3(1): 52-57.

[23] Yu M A, Sanchez-Lozada L. G, Johnson R J, et al. Oxidative stresswith
an activation of the renin-angiotensin system in human vascularendothelial
cells as a novel mechanism of uric acid -induced endothelial
dysfunction[J]. J Hypertens, 2010, 28(6): 1234-1242.

[24] Webb R, Jeffries M, Sawalha A H. Uric acid directly promotes human
T-cell activation[J]. Am J Med Sci, 2009, 337(1): 23-27.

[25] Schwartz I F, Grupper A, Chernichovski T, et al. Hyperuricemia
attenuates aortic nitric oxide generation, through inhibition of arginine
transport, in rats[J]. J Vasc Res, 2010, 48(3): 252-260.

[26] Martin A C, Brown M A. Could uric acid have a pathogenic role in
pre—eclampsia?(J]. Nat Rev Nephrol, 2010, 6(12): 744-748.

[27] Wi X, B EA, B, A R ILAE XTI A B 23 BB 52 R 1) WL
£217). R E SRR, 2004, 24(5): 289-90.

Yang Haiyu, Zeng Yujie, Huang Zhanjun, et al. Chinese Journal of
Practical Internal Medicine, 2004, 24(5): 289-90.

[28] Pasceri V, Willerson J T, Yehe T, et al. Direct proinflammatory effect of
C-reactive protein on human endothial cells [J]. Circulation, 2000, 102
(18): 2165-2168.

[20] R, PSR, FMG H, A5 R OW E O R R EN B R -1 5 e 5
KRR -2 AR R [J]. AR B 2¢ Ak, 2004, 84 (3): 248-
252.

Cheng Hong, Tian Xuefei, Dong Hongrui, et al. National Medical
Journal of China, 2004, 84(3): 248-252.

[30] ALt XIph&h, JARIA, 45 Ml 7T 25259 i AR R AR £F I, i e is
2R, 2010, 10(24): 5818-5820.

Zheng Hongyan, Liu Shenyou, Zhou Tianjiu, et al. Chinese Journal of
Misdiagnostics, 2010, 10(24): 5818-5820.

[31] Gan Y, Shen Y, Utama B, et al. Dual effects ofhistone deacety-lase
inhibition by trichostatin A on endothelial nitric oxide synthase
expression in endothelial cells[]]. Biochemicaland Biophysical Research
Communications, 2006, 340(1): 29-34.

[32] 2=k, 7T 2 245 My 38 1l 5 P9 B2 D BE ML F 7 kg (0], P AR X B
s BE2 el 2011, 13(3): 9.

Li Jun. Chinese Community Doctors: Medical Profession,2011, 13(3): 9.

[33] ZE PSR, A SO AT 3 258 AR 98 15 AR A9 BF 7087 2E e (). b 1 R e
224 2%38, 2009, 29(17): 1483-1486.

Li Qingxian, Zha Wenjing. Chinese Journal of Hospital Pharmacy, 2009,
29(17): 1483-1486. (%S EZBRW)

HAXFEEK BRENEF K RE R
2 IRR MF BAFE KE IR £
AR VEEF K BRINS K,
TEHZEHEZLSENALELSRAE
A% T 20114 8H 21—25 HA % W E
T oREEFLEENFEE S,
(FaaE B/ 4)



