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HE HM KA rHAratkmiEr iR Fas b ad %kE 1 (angiotensin 11 ,Ang Il ) . 3R
£t -2 (cyclooxygenase2,COX-2) mRNA # %X &2 &G (A K- F¥a, ik ¥ SD KRB %H
5 AR R W AL A = G 3 B4 KA 20 FRdE AT 4L P 2h K P A E A, IR R B AR B AR
M, TONRBARAER WG R EF ARG AT A B R A 7E89.33 mg/kg; PH K. P OhAEA
FRLTAFHA®R3.T7.1.89.0.00 g/kg #F,%5%4:6 A, £4 AAAMMNFHSRIA(TE4A3 R, &
A6 R),6 AR AKRR, REALEMA RT-PCR % Ang I # COX-2 mRNA # &K, %A
ELISA & Ang Il & & & £ K-, K A Western blot & k3 K & %, 9% 414 & COX-2 & & & & KT,
GR LRy RALE  BA % 4 B Angll mRNA £i%,4 .6 A # Ang Il .COX-2 mRNA Z % & %k
BRI ZH(P<0.01,P<0.05). 4 Anr, PR, FH B4 COX2 &G Kk AT HA MR P 25
F4(P <0.05),faMaf 820 COX-2 & G- FH Ry AEFEMELA TR THEAM(P<0.01), 6 A, 54
AL ER PR 25 KA E 48 Ang T mRNA RASh, rabk st e & 25 &7 240 Ang Il mRNA & & & & ik
HHAL(P<0.05, P<0.01), P P2k b A TA R, T AL BEZF %A FH(P<0.05,
P <0.01); % %b, Mkt BBA R P 25 &7 321 COX-2 mRNA K ik F 3420 % 5 BAL VA A A KT B 28 | P
BA P A FTH COX2 EH AW IALTRALZ(P <0.05), 1 F 25 ¢ 4 34 COX2 mRNA £ &4k
FrabatRLE(P <0.05) , P25 KA 4 COX-2 &G R Atk T #24(P<0.05), &8 A5 H4A
BT AT RABRME R R E I Ang I .COX-2 mRNA # FZ A& G Z ik KF, A dp 5] B 2048 KM ym 22
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ABSTRACT Objective
pression level of angiotensin I (Ang Il ) and COX-2 mRNA transcription and protein expression in the re-

To investigate the effect of Compound Qinggin Liquid (CQL) on the ex-
nal tissue of rats with uric acid nephropathy. Methods SD rats were randomly divided into the blank con-
trol group, the model group, the positive drug group, the high, moderate, and low dose CQL group ac-
cording to number randomization principle. The model was established by gastrogavage of adenine, ac-
companied with yeast feeding. Distilled water was given by gastrogavage to rats in the blank control group
and the model group. Allopurinol at the daily dose of 9. 33 mg/kg was given by gastrogavage to rats of the
positive control group. CQL at the daily dose of 3.77 g/kg, 1.89 g/kg, and 0. 09 g/kg was respectively giv-
en by gastrogavage to rats in the high, moderate, and low dose CQL groups. All treatment lasted for 6
weeks. Rats were randomly divided at week 4 (3 in the blank control group, and 6 in the rest groups),
and the rest rats were killed at week 6. The renal tissue was extracted. The expression level of Ang Il and
COX-2 mRNA transcription were detected by RT-PCR. The expression level of Ang I was detected by
ELISA. The expression level of COX-2 protein was detected by Western blot and immunohistochemical as-
say. Results Compared with the blank control group, except the mRNA expression of Ang Il at week 4,
the mRNA and protein expression of Ang Il and COX-2 obviously increased at week 4 and 6 in the model
group (P <0.01, P <0.05). The COX-2 protein expression at week 4 was obviously lower in the high and
moderate dose CQL groups than in the model group and the low dose CQL group (P <0.05) ; the average
integral of optical density value was obviously lower in the positive control group than in the model group.
Except the mRNA expression of Ang 1l in the high dose CQL group at week 6, the mRNA and protein ex-
pression of Ang Il obviously decreased in the positive control group and each dose CQL group (P <0.01,
P <0.05). Of them, the effects were better in the high and moderate dose CQL groups than in the positive
control group and the low dose CQL group (P <0.05, P <0.01). Besides, the mRNA expression of COX-
2, the average integral of optical density value were obviously lower in the positive control group and
each dose CQL group than in the model group (P <0.05). The protein expression of COX-2 was obviously
lower in the high and moderate dose CQL groups than in the model group (P <0.05). Of them, the mRNA
expression of COX-2 was better in the moderate dose CQL group than in the positive control group (P <
0.05) ; the protein expression of COX-2 was better in the high dose CQL group than in the low dose CQL
group (P <0.05). Conclusion CQL was capable of lowering the expression level of Ang Il , COX2 mR-
NA transcription and protein expression, thus suppressing the inflammatory pathological injury of the re-
nal tissue.
KEYWORDS Compound Qinggin liquid; uric acid nephropathy; angiotensin II ; cyclooxygenase-2

JRER B 9% (uric acid nephropathy, UAN) J&
e PRIR IMLAE R DI S i 22— , AT 3d B B 2 R4 47
P, U E G H N, BFST UAN A PL ] A
WP TR H AT S . UNA B3k
HZ A EAEA, LM R R, UA A3 000 58 1
BV, e M EEA T, UA UG E R - M Bk
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50)g; W At st 4eil F AR LI S B AR AR A F, &
FIE 5 SCXK (5T ) 2006 - 0009, SD Kk i 4% .
SPFNVAF,

2 Y BEhEZRWRAT RN EEI5 g ZFBIL
159 WWERK10g +HKZE15g JIFAHE10g F
F10g HHiF159g KR8 g. LiRfeiptddrsT
S 24 K2 2R O BE B 25 B A S RUAORE PR 1K 2. 2 g
AZiimL,4 CHEfFEA . MERE R (0.1 mg, Jbatfl
A BRAE L, S 109112) S2E6 AT A 7 BF
FE AR, FH 25 18 K B ) Bk B2 D 1. 87 mg/mL 1)
VS

3 R S RS (10 mg) £[E Sigma 24
A, #lL%5 20100516, RHFLLF4E R 41 (CMC-Na) , b
SURHE o AR IR A BR A FD L it 5 20100807,
AR IERS TS T 0. 5% MR H IR LT R, (i iR it
WSV 10 mg/mL, BERRARDR}, A [ B 2 B2 B 5
By . KBRS E T (ANG 1) B &
R &, K E R&D A7 g, A S 122011,
Tris \APS .SDS . TEMED . Tween-20 . 5 47 it i . H %4
R | 35 E Sigma A Hl, —#Hi: ACTIN Hifk (3£
[E,SANTA 2\ #), it 5. sc- 47778 ), COX-2 i {&
(Abcam 723#], 5 :ab1591) , —4i: FHikl IgG(h
A A E L, 1S ZB-2302)  Edif IgG(H & H
N, 45 ZB-2301), One Step SYBR RT-PCR
Kit( Takara A F]4E 7, it : DRRO86A) ., BCA &
F5E & A 7 & (SUNBIO 2 ], #it 5 : P0012) , Ap-
plied Biosystems 7500 & & PCR {¥ (% [® ABI
5wl) , TC—96/G/H (b) # & PCR X (18 H B} A R
oAl BRI (Rayto 723 &l 77 i, 15 RT-6000 ),
gel-pro #4 ( 24 [# , Media Cybernetics /A ] ) , Se-
quence Detection System (SDS) 2.0 x4 ( 3£ &
ABI AT . A3DEEBAHAY RS : HA Oym-
pus X71. HC-3018R i i® VR &bl : PRk A
A EAMPEGEE T UV-2000: JEJEAT ( Fig) XS A
FE/AﬁjO @%Eﬁfﬁﬂ%%éb(ﬁ!%FCw Thermo /z}ﬁjo
AlphaView SA (Version:3.4.0) %{4:: ProteinSim-
ple,

4 e R f 55 HfEM: SD KRR IS S
BEATLISCRS S 00 BEATL 50 A AR 2 | PHA X B2 B v 2K
Hr AR (B 10 2D, LR BT IR (5 H) .
AN RARH G TR K, L 10 mukg #EH R
BB IRE ST 0.5 % CMC-Na &, Li4g H
100 mg/kg 157 5 1, (A IRE R Rk DRI 57 3% 22
18 K. M 3% 18 K5 & H K B A7 IR BE Py it 3 1

0.5 mL, M5 MR = T 82. 50 wmol/l, 51EH 4
B, ESAGFE (P <0.05) , i H] HUA AR
FRE AR A 2 o ) 00 2 R R 1 e A S v O
41(P <0.05) , &7 B k2 Ft , e R R B 4 47 ot A5
o At BRI  BHME 2G4 1 RRRBET .
R RIIER R AL,

5 ik WERINE A5 A B B A
B HZE187K 10 mL/kg ¥ H 5 BHEXT B2 55 H FHPEZY
PR e R K 9. 33 mglkg #EH (A0 T LA
1 kgREHEMN 5.6 %) ;e R o hFlsAs T
HEHE T HERWEH 3.77 .1.89.0.94 g/kg #EH , 4>
SRS F RN 1 kg IRE T HEAY 11.2.5.6.2. 8 1%,
S 6 JE

6 ARAACHE  FEEIGIT 4 G, RS KR
AT (S A 3 B, HREH 6 H) ,10% KA
PSRRI I, R = Bl Bk BB it FH T B Ak 4 A sz 0, 478 BRORL
B R B 2R e s a2, 22 I B E T 10% AR
IR Eh MRV T A% S e AL AR AN, A ' O 2 1 T R AT
M. 6 JEJa X4 R B A THOR | J7 ik AT .

7 WMEAENR N R RT-PCR 74 Ang Il
Ml COX-2 mRNA % 5% K *F, >k Al ELISA Il &
Ang Il Z I FRBKF-, R H Western blot HLIKF A &
TP COX-2 M 32k /K T,

7.1 Ang Il #l COX-2 mRNA /K4 B
20 wgfi B, ffi ] Trizol IXFI4RH RNA 5, #5417
— 3 RT-PCR K, £l Ang 11 Fil COX-2 mRNA
FkKF . RN 20 wl, VK R &4 RNA
2 pL, One Step SYBR RT-PCR Kit17.2 puL,
10 pmol5]¥J#% 0.8 pL. Ang Il E:HFH] F 5149
4392 5'-GCCAGATACTGCGAAAGCATGA- 3" Fil
5'-GCTTCCATTCGCACCACAGA-3', COX-2 }:[A
A R 51804 ) & 5'-TGCTACCATCTGGCT-
TCG-3'#1 5-GGAACAGTCGCTCGTCAT-3", 4%
BEREH Actin FH ¥ 551453 5 /& : 5'-CCCATC-
TATGAGGGTTACGC- 3’ fil 5'-TTTAATGTCACG-
CACGATTTC-3', ¥ ¥4 FK:42 CKiE 5 min,
95 CAF 10 5,95 C Bk 5 5,60 CIEff 34 s, 3t
40 MIE¥R . BI85 R JE AT I R i 26 o i, L S e
PCR =¥y e 5. 11 SDS 44 #1 RT-PCR
S FERAG AL A Y Ct( Threshold of cycle)fii.

7.2 Ang I FEHFRAFERM B 50 mg f5 5
ML, R ELISA Z:l5E Ang I 4 H &K /KF, Ik
JUOR R ORROUL OB iE AT, S8 B ¥ R PBS
(0.02 mmol/L,pH:7.0 ~7.2) 5 U B HA G E,
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B 0.5 g LA 5 mL PBS, 7EVK_I Y35 55 25 1L P F 1
FHRCE R i T ik 2 A ML, 5 000 r/min &5 .0
15 min/G B EiH. KB Ang T EERE W 3877 £ %50
(20 ~25 °C)ji'E 30 min J5, BUH BEAR B , Fi I8 A o
W VT B 100wl B kRAE LR T 25 A AL
H, SRIG A AL A 100 pl #F &, 25 [0 B
A100 pL PBS, 7E4FLHINA 50 uL EEbRiCHK (A
A X IREL) o B AR AR A AR % B S, 37 C iR
BRI 1 ho FEAEVEEEAR AR 5 K5, K 4010 %
M. SFUMAREAET A 50 ul, 2R )5 A L 5]
B 50 wlL,37 CF#EEYEN 10 min, LN A 50 pl
LW, 2k o T BRI

7.3 COX-2 R FIXKFRM  BEHNY
50 mg,MA 200 wl & H R, BRTR AT, UK 2513
15 min, 2)%J5,4 °C,12 000 r/min, &.0> 10 min,
W3, BCA i [ st i i) G e 2 T B s, o
B FEA TR W B R 3% 2 AR R] B o A7 1 45 AR AR
11 A 2 x loading buffer & &), 2 i 28 4
5 minJg ,f&7 T -20 CHH. BLE 12% 5B ,5%
AR, INAE 1t 5 B AEAS , BLUK, VR4 JiE 80V, 43
BIE 120 V, R LUK A RGBT & R Uk, TRk
Hi: % 2 PVDF JE, 29 120 min, jit A TBST 3
1 %,5 min #4 PVDF BETSAJH A48, MR 405 5 i AR LA
0.1 mL/iem? &M AZ I TBST(# 5% BEASTIH) |
WBZ NG  FEKTHEIR PR ER ), ZIR T 2 he H
FHHROKG —Piie bl (1:100) ke, S5t Fm s,
4 Cibd., WFE45H, TBST ¥ 3 Wk, &4k 10 min, fi
B B L A AL (Horse Reddish Perox-
idase ,HRP) tric i) —Ht, i B Lb 5] 1: 5 000 , ¥4 7 B
JEM Pt S RILFEMEE 2 ho W F 450, TBST ¥t
4 Y, 10 min, f#i ] ECL 1k &% W (A e
K FBE IR R 0 B R 4% Western Blotting 25 11 2%
AT, IF F gel-pro B xR HE AT K
43HT. COX-2 A% & i i85k = H 9 EE 11K /Actin
IRV o AR R FUBLE K, SO B S B R, U

F1 %40 Angll .COX-2 mRNA %5t K - i

IR IR S A G 1L 5 03 3 P R R S T
Ji, i in—Ht COX-2 Hitik (PBS 1:12 000 ) ,
37 CHEE 90 min, i —Ht)5 & F 37 C 20 min, i
=%t (i{# SABC) J5% T 37 C 20 min,DAB i
o, ARG E YL 5 h R e o SR A B2 R
A AR, DARSR AR B CUR A BRI, AN 6o B
PEo BESKRYI R TPk X BEMLE L 3 AL EF, £
IPP 6.0 FHE ARG RS, € gl 3 A~
PRI PN BHAE 258 X2 R 4o % B AH, Rk V) v e %
3 NPRETIN A , 25 R, 3B o % B A R
W R b e IR N ) ) 3Rk

8 itk R SPSS 18.0 Giif#k 44y
B, BdE Ll x s Fom, AR LR R 2 22
I3HTe P <0.05 NEFAG¥E L,

# R

1 %4 Ang Il .COX2 mRNA % 3 /K F L #%
(F1, B 1) 4 JAR, 5% (0 4] i, BER4
Ang Il mRNA FKikB BFEAL, 2R A G ERE (P
<0.01) ; MBEAIZH COX-2 mRNA Fik W] B I (P <
0.05), 6 JAAT, 525 I A2 LA, A2 Ang 1T &
COX-2 mRNA RixH BT, ZRAHIT¥*E X
(P<0.01, P<0.05) ; 5# A4 b4, BH X BR4H S
dzhrh N Ang T mRNA 2655 B AR (P <
0.01,P <0.05) , FHM:Xf B4 I rh 24 4% 551 5 4 COX-2
MRNA Rk, ZRA ST #E X (P <0.05), 5
FEE X REH F %, o7 4] COX-2 mRNA ik A%,
ZERBEGIERE L(P <0.05)

2 HHAngllEARBKFILE(FR2) 4.6
JalB, 5 2s P BR A b A, BRI 20 R BV 4120 Ang T
HHRIRAKE I 8T E (P <0.05, P <0.01)., 6 J4
B, SRR 2 F 5, BH R X AR 41 B v 25 4% 75 41 Ang
11 8 AR PR (P <0. 01, P <0.05) ;124
R Hp ] 2 ) B A PR X R A b 2 /N e
(P<0.05,P<0.01),

(cpm, x £s)

Ang Il mRNA ik

COX-2 mRNA ik

215 n

4 6 Ji 44 6 JH
25 A 5 99.58 +0.59 99.58 +0.59 88.01 +16.95 88.01 £16.95
i 9 64.98 £1.98** 232.79 +21.27** 212.44 +38.23 " 1951.52 +477.51"*
FH X iR 9 228.07.+81.67 128.74 £24.49% 562.00 +415:44 541.46 +76.53%
rh 2R 10 133.26 +27.53 142.67.+52.26 395.52 +168.37 561.22 +180.13%
rp 10 216.26 +151.32 122.60 £2.40%%2 460.72 £177.20 314.14 +52.3124
T 10 136.07 +18.53 167.67 +5.96° 433.70 £2.80 342.77.+144.93%

TE 525 X Bl #:, *P <0.05, ** P <0.01; 5HRI4] e, 2P <0.05, 24P <0. 01 ; 5 FMx B 4H L E:, AP <0.05
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A Rn vs Cycle B Dissociation Curve c Rn s Cycle

Temperstwe(©) .yl mber

D . Dissociation Curve E - Rn vs Cycle F Dissociation Curve
y
-
1 :A .C.E NP 2k ;B D .F NiEfiZ ;A B NNZHA Actin;C.D iy Ang Il mRNAE F Jy COX-2 mRNA
1 Ang Tl .COX-2 mRNA # 1 il £k K v i il 2%
£2 KA Angll .COX2 HEHEXKFHE (xts)
5 Ang [ & #ik & (ng/L) COX-2 R BKT
Hy n
4 A 6 J& 4 4 6 J&
Y =popid 5 16.75 +0.87 16.75 +0.87 0.11 £0.00 0.12 £0.00
B 9 39.72 £5.07" 64.70 +5.13 " 0.47 +0.02 ** 0.60 +0.04 **
ekl 9 31.82+1.20 38.34 +0.88%4% 0.43 +0.05 0.43+0.01%
2R 10 33.43+2.34 25.65+0.932/4400 0.37 £0.02%° 0.35+0.04%°
R 10 42.87 £4.03 29.46 +2.3744400 0.40 £0.014° 0.40 £0.05%
IR A 10 45.24 +5.13 53.30+1.81% 0.47 £0.03 0.51 +0.04

TE: 52 R4, *P <0.05, ** P <0.01; SHAI4H A, “P <0.05,2%P <0.01; SBHEX IR Huss , AP <0.05,44P <0.01; 59125 /)
FIE 4l e, OP <0.05,°°P <0.01

3 44l COX2 BHEBMMILE(F2,/2) A 12 3 4 5 &
T T i ——
PRI, ERAGIEEL(P <0.00)  SHAAIE, 5 4 2 s 4 5 o
HZR il 2 COX-2 5 Rk /K T W AR, 22 5 COX-2 wnipti Wi st e W e NN NN 72 (O
AHER (P <0.05) . P2/ IARALHAE 125 Actin) e s e S e S 43 0

PR AR, 22 BT B X (P <0.05)
ORI SR IR, 22 52 A S5 R ) VE1 hns (IR IRAL ;2 S HORAL ;3 S R BT 4

6 JAIRS, 57 FIXTARALELAR, SR COX-2 BERIBACE gy 5 spopssomians o obst MAIEALA S04 Jing
WA TR, 2 A e A (P <0.01) SR RS, Western Blot KzJll COX-2 & FIENiE[4I;B ) 6 JHR} Western
PEEOS RE S 2 s B2 A A S BRI, 22 5 A e Blot Kl COX-2 # 1 EN i /4

FEL(P <0.05)., 52Nl o 25 A AL B2 441 COX2 I Western Blot [
SRR, 22 AARITHE X (P <0.05) (P <0.01) ; 5 HIMAL LB , B PERT BELLF KB s

4 #ALCOX2 HRRMAULATRILE (R 3. B0 i) 1%, 2 545 32 85 X (P <0.01) ., 6 JA
3) COX2 eIt TAMBH, G MR O g s i BT AR, BTV H B SMOR 35 12 ()

PEFRROL AR T AL, 4 FIRS, S5 B IRALILBO B g 2 R 5225 W (P <0.01) ; 5 RERIZ L%,
RIAPFRBUPCE BRI R 2SR ATST R it i 2k op N AL B e



A ~F Jy 4 Ji COX2 8 14 5OLI G ~ L 24 6 Ji COX-2 B 1 S G e A (G s (I JHAL: B (H AL C L1 gl
PEXTIRAL ;D J 2R AL E K S 2GR 41 F L g 2/ NRI AL s 1 Sk BT B @R 1) COX-2
B3 COX2 st (x400)

W AR, 225 A Gei 22 (P <0.05) .

K3 KU COX-2 HAMBANIRILE (x+s)

COX-2 H FRIR TR
251 n
4 6 Ji

25 X R 5 516.24 +0.00 516.24 +0.00
HELHY 9 6611.90 +388.17*  2827.09 +219.83 "
o o e 9 1154.10 £189.06%> 1317.67 £83.78%
ikl 10 6081.18 +348.65 1174.77 £266.50%

FRE 10 6464.91 £511.60 1073.85 £284.99°

JNFlEE 10 6264.46 £510.40 1206.30 £216.62°

T 52 O BRI LS, CP <0.01 5 S BURAL Hdk, 2P <0. 05,
48P <0.01

Wi

HUA 5e i B/ Nah kAL, B /sl kb 247 4,
BURJEZe R I i 2 o RAS R4 B
J5 3l RAS J& , Angll5 | I P REA5 07, S P - 1
WA ARG, B R RAE I 7, 2 AN R FT , il
TR, AZANEIE AL, 38 Al 5 5 N B AR A 120 X 2B
I FBLIS B FEGIRAE S E'fﬁgﬂﬁélﬂ}i@i“ iitid
&, Rt %‘/Jﬁ*'%‘d\&ﬁ%m e MEL'%‘?E AR

AL AR A LT A 20, 3 S 0 ) BT 4 4
L&A MG BE , FEAR B /IR /NG ] L ) DX O
JETAE /N ) Jo DX IR 5, O /D6 o ) A fie , 75 O
YA A AngllfE S E B IN T, GG
RS AE AL TL 2 a1l 3G T8 S AR AN A 5
S STt E i ANg IR S A% 5 sk I F — B (Nucle-
ar factor-kappa B, NF-kB), T Z NF-«xB 1 #fi ¥
MCP-1 #l RANTES FJ 2.3 F i, TS 80H IE Y 248
AR JRAEE IS NF-kB %55 VSMC 43il) IL-6
e RO S5 4 e

4L (cyclooxygenase, COX) f£7E COX-1
( X # prostaglandin H synthase, PGHS-1) #l
COX-2( X #x prostaglandin H synthase,PGHS-2)
PR, o COX-2 i 2 U, — AN ik 51K
FoIk, 702 BN TR, ik GH iR, 25 2Rk
FAH A, HE 2RIk 5 RIEM K KRR B,
Ang Il S SZRRT I COX-2 33k, 1E W B E 8%
PR 7, 31 B AR A 0 200 L %) Ak 22 ke Ak B 5 S PR A A
Mgy e iR 1" . Ang I 25 UA i 519 1 45 -
WAL MG (VSMC) T, £ UA il @ﬂ‘

Tl B FED P I 2 gﬁguﬁﬁﬁL'%/Jxﬂe vacox 21, AT i 7 mz %él_iﬁjm fi2 # VSMC 3t

{J%Q\':B’WEFH 7 o T AR 8 /N 1 e 2 2 A, 1 2 4

)

LA A, Sk M E NI A1

g T ﬁamnauaﬁarhﬁ“@i Stk
B /NERBR COX-1 I COX2 |77, ﬂﬁ\t‘ox 2 32k
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1E5/6 ' YIBR AR 2 COX-2 il 7 n] g 2%
5/6 FUIBRAE I i) 1 4% M ASFRARR S /NER I 7, 3R O
HA AP RN

ST FRIRCEA 48 B R IR AR 1 D2
C A Z IS 585 5 1 2806 7 KUE P 14 1 PR
Lo AL 7 TR, U T R RCR o i PR T
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