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RS 2 K, U5 B 45 T F L 25 0 22 0E 1 10 do WE%E UC R BRI 3 4 8 ( DAT) (85 1 KA TE A5 i 493 LA Be 41 81 247
a5, R R ALY W% UC K R 48U H F -« B(NF-kB) 3£k, RT-PCR kAW Toll 437 14 4 (TLR4) F1H# K 43 1k A
T 88(MyD88) mRNA [3Rik, &5 MR KRN DATZ5 1 KRG A8 05 B2 41 42343 1 W 3 8 T IE 3 X 4 (P < 0. 05)
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mRNA, MyD88 mRNA ik B 158 (P <0.05) ; AT B 22 5 17 4% ) 1 20 F1 2 v 1 8 20 BB AL 20 K Bl b 3R 98 4 B W B AR (P <
0.05) . &5i18:ATE LA UC A B4R 1y7 20, HoAE LG AT A8 2 M) TLR4 323k, 5 i MyD88 5| & {5 5 18 B T il (19 S [
Fik, T4 NF-xB (197 L , 5 2 9 52 AL AR 98 E S 17 o
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[ Abstract ]
receptor 4 (TLR4) /myeloid differentiation factor 88 ( MyD88) /nuclear factor-kB ( NF-xB) in colonic mucosa

Objective: To observe the effect of Shaohuang Anchang decoction ( SAD) on Toll-like

of rats with ulcerative colitis (UC), and to explore its possible mechanism. Method: The rat UC model was
induced by trinitro-benzene-sulfonic acid ( TNBS) /anhydrous alcohol. The SD rats were randomized into the
normal group, model group, SAD low-dose group, SAD middle-dose group, SAD high-dose group (4.5, 9, 18 g
kg™') and the Mesalazine group (5 g -kg '), with 10 in each. Since the 2nd day of modeling, corresponding
medications were respectively administered to each treatment group by gastrogavage for 10 successive days. Disease
activity index (DAI), colon macroscopic damage score (CMDS) were calculated, The expression of NF-xB in the
colonic mucosa was detected by immunohistochemistry. The expressions of TLR4 mRNA and MyD88 mRNA were
detected with reverse transcription-polymerase chain reaction. Result; Compared with the normal group, the model
group showed significantly increased DAI, CMDS, but the SAD groups showed more lower than the model group.
Compared with the normal group, the expressions of NF-xB, TLR4 mRNA, MyD88 mRNA were significantly
increased in other groups. Comparing with the control group, the expressions of NF-kB, TLR4 mRNA, MyDS88
mRNA were significantly decreased in the SAD low-dose, middle-dose, high-dose groups and the Mesalazine
group, especially in the SAD high-dose group. Conclusion: Treatment with DG could reduce inflammatory injury
in rats with ulcerative colitis. Its possible mechanism may be through inhibiting the expression of TLR4 and then

inhibiting the activation of MyD88 and NF-xB, and finally reducing inflammatory reaction.
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1 #ra

1.1 Y @5 SD Kl 60 B &= (200 +20)
g, P a2 K2 oo 4R 4 H O 55 . 3
YIE AT IES SYXK (#5)2010-0009 ,

1.2 259 Sevbhne of B OR: (i [ 2% 9 & il 25
T 45 H20100063 ) ;SAD 1 #5i% 6 g, & AT 20
g, W5 10 g, HEMHF 10 g, JE AR 10 g, JF2 15 g R
10 g, AR 15 g, H A6 g ZHIL, A= 25 T L0 B
2508 W), TE A BT 24 SR T AT O B A I, S R
BRI o H MRS i IOAS 82 B 1 1 2 RN
P& CHE B 60 min, FIA 2 K, & IF 25, KI5
#,HT 4 CHREF.

1.3 R F 508 2,4,6-=fif 5 A R (TNBS,
Sigma v F] , #5 2508-19-2) 3 P 20 vk 390 e S i) 4
Trizol ,DNA Marker( Invitrogen A 5] ) ;6 & B — &



IR AR AT LGN 95 45 1 98 KB TLR4/MyD88/NF-«B {5 5 3 % i) % 1l

fit ( DEPC, Sigma 2\ @, #it 5 1609-47-8 ) ; TLR4,
MyD88 f#] PCR Z| 4y, NF-xB p65 %5 4H 411k %% SP
WA (FAEY TRA RN T ;i vk AL K H ki
(I BHRE 47 BRZA ] ) 5 PE9600 7 PCR 7 3 4%
([ PE 2] ;¥ R 85 0 ML (b 36 B2 1 23 A 2%
J7) s i R R AL (AR AR T

2 ik

2.1 RIS @R SD RBUE RS 1 RAE,
HeSCHR[6 ] #ar UC K BB L, 1 B AT 25 12 24 h,
10% K& 58k 4.5 mL-kg ™' @ BERRIESS , FH 16 5K
BLUE I B P T 1) 1840 A S5 20 8 em &b 3fE A2 mL
HEM (LA S0 mg-kg ™ HHE) |, SRR R K R #6451
S7. 30 A L B s R 4G TR K RLOE TR
EESH T -

2.2 W RS K 60 HAERE SD KRN
54,4540 10 H . &I JE, SAD & i Al i
53 B2 4.5,9,18 g-kg ™ (i BRI R A
0 5,10,20 547 LV RIEL (0.5 g-kg ') 4%
BUHEATHE E 425 A 2R 10 mL-kg ™', IEH 4
TR A 4 T AR B 28 18K, 45 K 1 Ik, % 4
10 do KRR L5 24 24 h 5, AEBE K B, 9 B4 I 4 4 i
FTRI A

2.3 WLELHE bR B A I 7 vk

2.3.1 ZpRAEH OB 3h 18 5 (DAL i
O3 o F IR Maines %67 bR v, 45 A A 10 d R
R BUAR B R B4R R AR 0 DA K e
IRBEAT I 435 @ K AR JE & 48 1 1 43 . 2 HE Wallace
AU SR IR E HEAT I 40 s B2 41T 43 < B A8
B AT HE G20, 5% ] Fedorak B35 ™ HEAT
PAVETESY

2.3.2 NF-xB p65 FikpgE"" R %erEdl ik
SP K il NF-«B p65 315, 4 i 5L 4% # (k[

PR, A A o RTTER BT EoR 140
T BRLASE T FR PN ST 349 BH M 4 A

2.3.3 Kl TLR4 J% MyD88 mRNA [ 235"
Trizol ¥ & BU 25 i 41 41 5 RNA g7 RT-PCR 9§74
TLR4 Lt ¥ 51 ¥ A 5-GTGGGTCAAGGACC
AGAAAA-3' | FiEal ¥k 5'-GAAACTGCCATGTCTG
AGCA-3", 9" 14 i Bt O 526 bp; MyD88 | {if 51 ¥ hy
5"-GCATGGAACCAGTGGCTGTGAG-3", F 5| ¥ N
5'-GAGGAAGTGGAATGGGCGGTGT-3", 4 4 B Bt Ky
375 bp; N £ B-actin L i 5| #) & 5'-CGTAGAA
GCAATTGCGGTGG-3", R8I ¥k 5’ - GAGGAA
GTGGAATGGGCGGTGT-3', ¥ #4 A Bt o 475 bp,
95 °C 40 5,56 C 50 5,72 °C 90 s,35 A FE# . PCR
UG YR F 1. 5% By Hg R BE RS FL UK 4 B L IR &
BEGL A BEAMT T LSO M o

2.4 gritgrik RA SPSS 15.0 4i it 44 b 3
g, BUELL x =5 T, 25 AU ) SR FH B R 27
LK, P <0.05 HERA G E X,

3 &R

3.1 X UC KREMAEMZm  UC KERAEEW P L
UC JE R E 1 K 2218, Bl 25 1) 0] (9 28, K Bl & &
N RE (P <0.05) 5 SAD Ik v vy 51 & 41 0 S Vb i
W ] R B PR FE A 39 1 B B PR PSR A (P < 0.05) ;
H SAD ik, H | 57 4 R0 92 Vb R 21 40 [ KRR A4
A TG

3.2 UC KR&MmRIEI /7 67 10 d J5, B
KB DAL R ARG 2451405 LA K A 4024 07 43 B S 384
HIE®EXMBAMILEG R EM 2R (P <0.05);5
BERVZH AR LY, SAD ik v L i 7] et 4 S SE Vb hr e 2 1
AWFEMZSF (P <0.01) ;€W RIEH S5 SAD &
AWM RIETF ML, TR EEER, WEI,
K1,

£1 SAD 3t UC KRG RAETES IR (5 £5) vix

20 5 HE /g kg™ n DAL RARTE 451 13 LU
E# - 10 0.58 +0. 16 0.48 £0.24 0.57 £0. 19
LY - 9 5.320.51" 5.92 +0.39" 5.08 0. 44"
ESUES 0.5 10 1.28 +0.23"% 2.01 +£0.47"2 1.87 +0.62"%
SAD 4.5 10 3.44 £0. 62" 3.83 £0.49"% 2.56 +0.71"%

9 9 2.97 +0.40"% 3.06 £0.88"% 2.48 +0.52"%

18 10 1.33 £0.40'2% 1.98 +0.51"%% 1.92 +0.59"%%

T HIEHAAI Y P <005 SEAIM L P <0.01; 5 X AIEL4IM Y P <0.05,

3.3 SAD Xt UC K NF-«B p65 Eikpsm 5
IEH AL, HfbZH UC KR NF-«B p65 3%k W &

FHE (P <0.05) ; SR AH L, SAD i . rh 5 5] =
ZH RN SEVH FI R 4 NF-kB p65 23k YA 1 3% P X
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A

A ZS LB BRI Co VPRI 0.5 gokg T 4
D.SAD 4.5 g-kg "4 ;E. SAD 9 g-kg 41 ;F. SAD 18 g-kg ' 4l
E1 SAD 3t UC kR %M FiERm T H &M (HE, x200)

(P<0.01) ; 5V RLBRA L, SAD 5] 4 2 NF-

kB p65 FiLWEM T (P <0.01), WFE2,
&2 SAD X UC KR NF-xB RiEHEM(x +5)

*3 HHEUCKRLEHALR TLR4 mRNA,
MyD88 mRNA RiALbH (% )

biilEs TLR4 MyD88
2190 n
/g kg ! /B-actin /B-actin
E# - 10 0.207 £0.016 0.438 +0. 044
(X - 9 0.493 +0.071" 0.726 £0. 029"
ESUEIS 0.5 10 0.318 £0.050"%  0.591 £0.051"»
SAD 4.5 10 0.396 +0.047"%  0.636 +0.039'>

9 9 0.321 £0.049"%  0.601 +0.025"%

18 10 0.238 +0.025"23) 0.487 =0.051'2%

w3 7l . NF-«B p65 FHE 40 i
/g kg ! /%

EH - 10 0.219 0. 168

LT - 9 0.403 +0.051"

LV P 0.5 10 0.326 +0.013"%

SAD 4.5 10 0.334 £0.022"%

9 9 0.308 £0.040"»

18 10 0.255 +0.073"%%

3.4 %41 UC K Bl.%5 % 404! TLR4, MyD88 mRNA
TR SEF4HAML, EASHRREHA
41 TLR4 ,MyD88 mRNA i & 1k 24 W] i 304 o | 95 57
AGitrE L (P <0.05); 5BAZHAH L, SAD ik |
o R R A A SE Vb R 4 TLR4, MyD88 mRNA %
KW R8s (P < 0.05); SAD & | & 20 TLR4,
MyD88 mRNA i 3 ik & K& AL T 36 ¥ 47 % 4 . SAD
il rh R 2H (P <0.05) ; L VD FLEH 5 SAD w5
1520 L 4% TLR4 ,MyD88 mRNA 3£k 2% F L4 it
B, Wk E2-~3,
4 itig

I A Ok A% o 240 e PR - B AH G 1 g8 8 YT 15
FEAE UC BRI K AR R T B i E A 8 T £
(563 . TLRA & 52 3 40 v (10 5 I 52 44, L mT LA 3d
1 B R A 6 43 F 8 2 (PAMPs ) G jig £ B
(LPS) MR H 4, WG M 530, w4 WM
I NF-xB, {75 HLAK P38 43 3 TNF-o 55 5 4 48 i K]
TN E MG & PR E T4 I 4 4Uh TLR4
M F A RARAL, HIETE UC BEL A4 TLR4 £
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EHIEFRAMELY P <0.05; HEBAA LY P <0.01; 530

RO 4LAR 1) P <0. 05,

Mark [H A

5-ASA SADd SADz SADg

5-ASA. EVPHIE 0.5 g-kg ' 41;SAD d. SAD 4.5 g-kg 4 ;
SAD z SAD 9 g-kg ' 41;SAD g SAD 18 g-kg ' 4H;
Mark. B-actin( & 3 [f])
B2 &4AUCKRLEHAL TLR4 mRNA Rix

SADg SADz SADd #%! 5-ASA % Mark

B3 &4 UCKREIFAL MyD88 mRNA £ iX

P R MyD88 A5 TLR 45 by b 1 82 3k
B M, & TLR {5 5 i ) N e (5 5 N+, 78 TLR
ES P A EE A R &8 uc
KEL MyD88 iy ik m TIE R 41, H & & st S &
SE (TR S IEAE 6 . NF-kB 2 2R 550 B8 5 %
T W B a0, TR VA 19 98 P s 0 iy 6 R e 1) O 2 1
FERY S Yu 2V BESE & B NF-«B p65 78 UC %
S5 M A AU s B R A . R I R RN Bl ) S I B 5 v A
VIS 76 98 0 ¥ 437 66 1S v A7 AE NF-wB 5 3517 M
T R AN NF-«B $il il 5 RE 248 UC & I R
RS

UC (1l PR 25 B 35 200 G IR 75 L e o, e, 12
SRESE T REECRER” S F N,
UC 1 =2 AL 2 R K Mg S, A B4 1 e 1A
J &R L SAD B R T BURIE V5 K
R PES R IG MLAT S, RN T R JBCH: AT 1l
MR Ak AN S A BR T Z & A8 A BRI Ik
15 OB A I JEEAR 7 Ak ik, 3R A A = B0
A, FAGEMR A R HRERIFE SRR, EAS
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R E MR SE BB A5 1, 2 22 35 #2510 1k
AP A L2 o AR AR 2 B2 58 A T AN ]
DLVR 5 HLR (9 S B2 DI RE L 38 R LA k36 M 38 100 VAT 26
T3 173 38 5 A W WSO B 9 T A A

ABEFEE X UC KBRS 1 4 0 VF 43 )5, Uk 52
SAD X UC K FLHY DAL PE4) | 45 i B I R ATE 25 3¢
o3 VA K S5 I tH 270 o3 9 W 3 i . FE X UC
KBl TLR4/MyD88/NF-«B {5 = il }% 19 #F 5% & ¥,
SAD ik . v e ) ik 41 1 SE VD H R 4 NF-kB p65 [
ML, TLRAmRNA , MyD88 mRNA 3235 H # A 5] ##
JET R (P <0.05) 5 SAD 55 5 4t 2 NF-«B p65 FHI 1%
Y0 i1, TLRAmRNA , MyD88 mRNA 33k F& A% 1 F SAD
K PRI AL R Vb P 4l . AR HF 5T 45 L % W] SAD
1B UC ol BEdd i 10 ) TLR4 mRNA B3R5, 15
TLR4 25 16 k080, 520 MyD88 5| & 5 5@
R Ui Y IR 3R G DT 0 ] NF-xB 1 35 £k, BH 1B
TLR4/MyD88/NF-xB {5 53 s 1) 5% 5 , 98 /D g ¢ Al
TR LA B MUK e 1k 2 46 11 3k B2 T Ak, 3% AT g gk
& SAD BT LI Z — o
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