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T8 WAL TR 7 X5 15t 927 M 45 B R KRR 465 i 4H 21
PPAR-y,NF-xB & MUC2,TFF3 [ 51

A, sk, K&, ALFE, KE, NFE#H, H¥, REE
(ZHAFER, dF 210029)

[FZE] B UEE M  J %F =68 E R R (TNBS) 755 09 K BB 5 MR 45 1 & (UC) BB T7 80, DL S Ak 1 8l 1k 1
B W 52 A4 -y (PPAR-y ) FIA% K - (NF) - B g i8R0 HAE AL . 75 3% B it Wistar KRR 80 H BEAIL 4> 8 41, 4330y
WEH AR (ig) EHER K 2 mL-d ™" ] R4 (ig AR BEER K 2 mL-d ") 35 B A8 5 K b L R B 4 Cig W B 1B T 8,16,
32 g-kg ™), MG Tk BT E (SASP) 41 (ig SASP 0. 67 g-kg™') ,SASP + XMy A-—H % BR ik ( BADGE ) 41 (ig SASP 0.67 g-kg ™' +
I J%s 33 5 BADGE 20 mg-kg ') K 3& AL i )7 i + BADGE 41 (ig i LiB )7 16 g-kg ™' + I i i 4f BADGE 20 mg-kg™"),
U410 Ko BRIEF 4 A ER K E RSN, A 2402k H TNBS/ Z BV I i UC R BB, LMD 208 e L e ( SASP) Sy BH 259
[F] B 36 G fi ) PPAR-y 4100 ) 500 X M A-— H 2 B2 ik ( BADGE) , WL 22 K Bl % 95 05 301 98 20 S 45 W i B VF 43, 2 1 5T 4 9% B3
(Western blot) F1 5% 2¢ ¢ 5 it PCR( Real-time PCR) 32 43 51l 46 I K BRL45 7 20 1 rf PPAR-y ,NF-«B 1Y 85 [ 1 2 A 3% ik 8 96 o 52
W BAF 0 52 (ELISA) 35 460 Jizs 4 47 43 6 46 (I 26 25 11 2( MUC2) Fl = - [ F 3 (TFF3) A £ K L. & R ARH K R 45 B
R AN, BN GBI . AL PPAR-y 85 IR SRR B IE B 4 W E R (P <0.01) s HRE A Lh 4, W5 W fk e o 4
H1 SASP 41 PPAR-y A4 T34 (P <0.05) ;3¢ f] PPAR-y #1 57) BADGE J5 W40 PPAR-y ik X B F M (P <0.05), [[
W, BETUZH NF-wB 9 25 ORI PR 3R 0K W35 T (P <0.01) , i A A6 1 J7 25 7l 1 20 S BB IR NF-«B 933k (P <0.05) , 1M ¥ I 1k
1B J7 7l i + BADGE 205575 1 AL 18 77 rh il i 21 NF-kB 1235 LB E = (P <0.05) . thAh, 7% 108 77 41 F1 SASP 41 g5 4L
Thim K B A b MUC2 R TFF3 (93834, 1M1 2478 I3 A0 18 J7 8¢ SASP Bk & fdi ] BADGE B X —fE #0855 . 451k i ki iy
FE AT 2 U3 B 9% Tk 465 W J8 R RLIG s A8 A2 1 , HEAE R LR 55 40 ) NF-«B 50 3035 , W50 4 E S 07, I 1k 42 9 i 3l 26 B MUC2 5
TFF3 [ 53 W6 55 1 Rl I B B A S, TT 30 4 T RT3 22 3 5 J807% PPAR-y {5 538 B 58 LI .
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Effect of Qingchang Huashi Decoction on Expressions of PPAR-y,
NF-kB p65, MUC2 and TFF3 in Colonic Mucosa of Rats with Ulcerative Colitis
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[ Abstract ] Objective; To investigate the effects of Qingchang Huashi decoction ( QHD ) on the
expressions of peroxidase body growth activated receptor-y ( PPAR-y) and nuclear factor-kB ( NF-xkB) p65 in
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colonic mucosa of rats with ulcerative colitis, and study the mechanism of Qingchang Huashi decoction in rats with
ulcerative colitis. Method; Eighty male Wistar rats were divided randomly into eight groups: normal group (ig NS
2 mL-d "), model group (ig NS 2 mL-d""), QHD low-dose group, QHD medium-dose group, QHD high-dose
group (ig QHD 8, 16, 32 g-kg '), SASP group (ig SASP 0.67 g-kg '), SASP + BADGE group (ig SASP
0.67 g-kg™' +ip BADGE 20 mg-kg '), and QHD medium-dose + BADGE group (ig QHD 16 g-kg ' + ip
BADGE 20 mg-kg '), with 10 rats in each group. TNBS was used in all of the groups except for normal group to
establish the ulcerative colitis model in rats. SASP and BADGE that is the inhibitor of PPAR-y were used as
positive control drug. The general conditions and the colonic pathology morphology were observed. Western blot
and Real-time PCR were performed to detect the protein and mRNA expressions of PPAR-y and NF-xB p65. The
expressions of mucoprotein2 ( MUC2) and trefoil factor3 (TFF3) in colonic mucosa extract were detected by the
method of ELISA. Result: Obvious inflammation and ulceration were observed in model group, which suggested
that the model was successful. The protein and mRNA expressions of PPAR-y in the model group were significantly
lower than the normal group (P <0.01).
SASP increased slightly (P <0.05), however, these effects were reduced when QHD and SASP were combined
with BADGE (P < 0.05). At the same time, the protein and mRNA expressions of NF-xB p65 increased
significantly in model group (P <0.01). QHD could decline the expression of NF-kB (P <0.05), while QHD
combined with BADGE could not inhibit its expression any more (P <0.05). Moreover, SASP and QHD were able

to increase the expressions of MUC2 and TFF3 in colonic mucosa, but these effects were weakened when combined

Compared with the normal group, expressions of PPAR-y in QHD and

with BADGE. Conclusion: Qingchang Huashi decoction can improve general conditions and colonic inflammation
of TNBS-induced model rats. Its mechanisms may be that Qingchang Huashi decoction can activate PPAR-y
signaling pathway by inhibiting inflammation and expression of NF-xB p65, improving secretion of MUC2 and TFF3
at mucous membrane, and restoring the intestine barrier.

[ Key words |
(PPAR-y) ; nuclear factor-kB p65 (NF-xkB p65); mucoprotein 2 (MUC2) ; trefoil factor 3 (TFF3)

ulcerative colitis; Qingchang Huashi decoction; peroxisome proliferators activated receptor-y

28 5E V£ % 9% (inflammatory bowel disease, IBD)
AL F5 9z M 45 1 46 (ulcerative colitis, UC) Fil 7g % B
% ( Crohn’s disease, CD), H i UC 2—Fh B &
Y 1 Ji 30808 M R S M R RE T, A PIL I AR 2%
FLRRIN % AR sE 4 BB L AR oK UC 76 3R [ 4R 38 )
o 1 B 4 5 22, 4 vb ) 5 RE 1 o s AR AR A 3, TR
UC B3R 200 11.62/100 J5, & U IHAL &R e i WL
Bz —" . HETAN UC B &L 52 5 b
TP SN S o AT O, S 41 1) A 9 A OC 19 23 1 3 %
SETT LW UC #Y 4 E J2 R © R B g8 i s 5
S ALYy I 19 5H ) 0T A2 4K (peroxisome proliferater-
activated receptor, PPAR) J2 Wi A I8 15 ) 4% &% % X 1
HFE I — 5, {145 PPAR-a, PPAR-B/6 il PPAR-y
3l A e NG AR SR R L G R Y rhk
G EEMAEN., PRV, PPAR-y 1E45 5 41
YUrp Rk PPAR-y (RC AR AT I B % UC &
FRNLE W R B P BERLAY Je 9T i R L8 PPAR-
y WEh R YY UC B A I 2. PPAR-y 1£ UC 1Y &K
HLA Fh T 0 T B © 78 4 15 B FA T

. 80 -

PPAR-y 3 2% A G 5 [R5 8 490 i/ Y 3 22 2 3 o 41
H14% A T -kB ( nuclear factor-«B, NF-«B) fJif 1k ¥
SERAY . NF-kB S UC S 1 7 v 5 700 %2 1 i
K, W] DA i 22 Bl 58 M 4 j DY 09 7 ok, 2R 9T
UC i & S ¥ A, PPAR-y o] L A€ 41 K F 5
NF-«B AHEAE T, il 2ok 0 ) NF-«B #5535 v, 40
il NF-«B (15 55 5 A& 2K R N 7 1Y R
A, AT A0 3 S 38 1) 98 i S 1ot o

T B IA IR A ZL 25 7 46 2 UC 1 £ ZR AL, 7L
IR B B U A T X e R R4 T (AT 2
AR, G B K — T B T R T H
(2006BAT04A14) RAEA  Z ol (BEHL X ] 2
SEWF IS BAIE VAT P UC Y7 Rl 5 (A
BARVE PG A ff i — 0 W], ABF5E L. PPAR-
y X A-—H R (BADGE ) Jy % BE, A6z
UC KB4 3 i PPAR-y [ NF-«B 25 (1 R ik 1§
UL, i — W5 IT IR YT UC SRS 5K 4 o
1 ##
1.1 zh¥ 80 HifEdk Wistar R, A5 (200 £20) g,
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Y b R - LS e sh A BR A m B, S &
FEIUE SCXK (35) 2008-0001 , Fir 47 5l ¥ 52 46 0F 5% 1
FEE LT h E B e B % L2 A7 R B ik 5% 46 =
JE
L2 259 a0 B Ir H s oh % 6 g, B
£ 10 g, 1357 10 ¢, AT 10 ¢, 40 AT 20 g, Hitd
()10 g, AEE3 g, HEE(4:)6 g 5 (VLR A P EE BT
R BHIEML ), 2,4, 6- = fi5 KRR (2,4, 6-
trinitrobenzene sulfonicacid, TNBS, 2 [# Sigma 73 A,
fit =~ 080MS5000 ), MP & fi Mk Mk BE S
(‘salazosulfapyridine , SASP, | ¥ =4t | 25 F BB &,
5 20130718) , Wiy A-— H Z ER it (BADGE, 3¢ [H
Sigma /A #], $it 5 065P300) ; — $ii PPAR-y, NF-«B
p65 ([ CST 2w, 41t 7351 2y 03040,03012) ; —
50 B-WLEH 2 11 ( Bractin) 1 = Fic (5 50 M5 E 8 3 4
#t54r #) ok 15031108, 15020721 ) , Sybr green (|- ¥
Toyobo /Y FHHE 4 B/ 7, 4t % 43300) , DAB fi &
WA & (B F A Al it 5 1409030031 ) , KIT-
9921 RV AL A i 20 A i 50 & (BB ) (A N 0 8 A
WHARIF ZEABRAE S 1411249921) , H A iR
F 2(MUC2) Fr =t [ 5 3 (TFF3 ) i 15k 4 52 0 R 0l
7€ (ELISA) 1257 & ( [& Elabscience 23w, it 5 70
i 010324,030459) , K &5 Tok £l ( F L
WA T A R A A, #5505 b 15064432,
15032427) .,
1.3 {¥#% Mini-Protean 3 Y8y | 2 T 20 5% Al
(22 Biorad 23] ) ,5200 %Ak 2% % 5 B Ik 4% 2 %0
( LiERAEA ), LightCycler ® 480 M%) 5E i PCR
Z 45 (Fi+ Roche 22 #]) ,GRADIENT £ PCR { ( H A<
Takara 23 #] ), 16131 B #% B & & W & L (1& &
Eppendorf 23 &), DSX100 % 3¢ % & 4 5% ( H A
Olympus 23 #]) .
2 FHiE
2.1 KR UC BRI HIA " R TNBS /2 B i
W G AR UC R BB AL, $2 7 48 hof R ERUAE &
SRR TR Y R 10% K4 A (3 mL-kg ') I8
S Cip) R s R BUHE S (i) B R BUAL T 4%
il AR 2 8.0 cm Kb — WP HE A TNBS % K
(100 mg-kg ™' TNBS JFE¥# +50% Z,J¥ 0.25 mL) , 42
AL AEINL 5 min J5 R B [ R IR, 5 M
T3
2.2 HULBBSEM KRN 8 4l 4
A IE R A AL AR DT I b R R A
SASP i ,SASP + BADGE 4H 13 i AL 3% 7 v 7 & +

BADGE # , #4010 K, 1E% 4 LA # R K HE I , H
47 401 100 mg-kg ™' TNBS fil 50% £, 0.25 mL
TR AR VE g i K RIS 97 P 45 1 AR B A . o A A
A EHE A, AL A E R 24 h 5T R i 42
KRR 255 R R H R 10 £5 8 800 & .
T 2535 A1 T 4 N A T KR & 4 (32,16,
8 gekg ") e JIUAH IR e B R, 45 10 mL-kg g
U525 FER 1R, SASP HIH N 0.67 g-kg ', AR
JE J FH 2 K TE ST RV 3 0.1 - mL ™" Bl , 45
10 mL-kg ™' ig 4525 ,4 K 1 ., SASP + BADGE 414
FH SASP ig 4525 (5] SASP 41), 5 K 1 W&, %K 5 H
BADGE 20 mg-kg ' (BADGE 1 mg F 10% — i 3£
B2 mL &) ip, B K 1 IR 15 W AR J7 vh 5 i +
BADGE 41 56 H1 & I AL 18 77 h R & ig 45 245 (8] Rl
B4 B K 1K, 85 H BADGE 20 mg-kg ™' ip, 4
RIW. 4257 dJ5 24 h, B0 FE K B, 5116 B
ERLE AL, 50 T B (B BKZ 1 ~2 em)
2.3 KERPEIR G Bl 15 B S 45 W 20 2099 B 2437 4y
FRHE Murano J7 ¥, 3 A J5 4 H UL K B 8 48 1k
(BB B R AR AL A 4 B ) R bk (R AE
S ROE ) L R I B, AR R O TR 3h 48 2K
(disease activity index, DAT) PEAr bR EHEATPE 3. B
I HKBRBEAT T2 8 em AbZ5 4141 1 em,
10% 48 /R E5 ARV W 72 24 b, B BB K, A 5 f 2
VIR DR ARKS L (HE ) e 8 FE0e 2 WU T | ik
WEE , 2 B Neurath 19 3 53 b ME 3F 17 5 22 2% 3F 43
(‘histopathological score, HPS) ,
2.4 SIAFBEYEE B PCR(Real-time PCR) 546 i 4%
4 B 25 7 40 41 PPAR-y ,NF-xB p65 ) mRNA ik
PRI s 2H 215 29 30 mg, >R F 28 ML fY Trizol 12 42
HUEL RNA 1 F AR 7 & 43 A A0 22 52 RNA (9 v &2
G B AR 2.0 > WG BE (9 FUAE (Asge an/Aoso wm ) >
1.8, 2 BRGUE i 5i i 30 & 100 W 5 0 47 306 5% 5%, 5 Il
cDNA, F§ cDNA # #z %t H 0 BR-3-5% e B & i
(GAPDH) } PPAR-y,NF-xBp65 % [H 4> 5l # 47 PCR
P18 S YIS Oligo6. 0 31, bk T T/%
HIRAR AR, 51975 W, )= GAPDH (127
bp) 519 ¥ 51 I 5'-GGTGTGAACCACGAGAAATA
TGAC-3"; F i 5'-TCATGAGCCCTTCCACAATG-3';
PPAR-y (99 bp) 5| ¥ J¥ 5 I lif 5'-GACCTGA
AGCTCCAAGAATACC-3'; F % 5'-TTCATGTGGCC
TGTTGTAGAG-3';NF-xB p65 (113 bp) 8] ¥ ¥ 51 I
i 5'-GCTCAAGATCTGCCGAGTAAA-3'; F iiF 5'-
GTCCCGTGAAATACACCTCAA-3', $%  Real-time
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PCR &7 & #t 47 PCR ¥ 1, Real-time PCR %5 5 ¥
EOAC, = Cyup — Cps, AAC, = AC,p,
AC, 1y , MR 2E 1 75 (relative quantitation, RQ ) &b B
2 =27 o Bl RQ A 1. L GAPDH
A S G 2T A mRNA (A X KA
2.5 FEHFREEEIE (Western blot) 34 PPAR-y,
NF-xB p65 fEH Kk R H L E A T,
SDS-5 A I Tt i 556 I PR, Uk 23 B 4 11, AR 5 1 A 1 e
B2 PVDF i 52 55 3% BSA 7E =i T EH]1.5 h
J& A A i Y — BT (PPAR-y, NF-xBp65 #ii {&
TAEMREES Jy 121 000) ,4 CHEF LR, [FIAE 7 5 b5
iC B-actin N ZHUAAE Sy X B (B-actin HTA Y TAE
JESH 1:10 000) . B H —H0 5 VEMBE 3 U, A BAR
A ALY (HRP) FR i 9 —HiM Bl 37 CEdE
1 h; &k Al HRP-ECL &JGE #1700 B
2.6 KREZHAL TFF3 MUC2 F it H
i PBS(0. 01 mol-L~", pH 7. 4) nhe 4141, Fr
IEE LRI E R B o S R S ol 0 - b 4
T 5000 x g #5010 min, Y4 BIE 0%, -20 C
VKFRARAE 75 H1 o % HR ELISA 3 7 & #21E 4 B8 b A7
R, 5 bR G L E S MUC2 Fil TFF3 85 % &
() A A o
2.7 gGeitsartr RHA] SPSSI7. 0 Geit o A B AE Y
One-Way ANOVA 3 B HEAT 07 22 50 07, B ] & + s
LR, de /N R VA AT P T A, BUIN RS B DL P <
0. 05 Sy 22547 Ge it~ 5 3L
3 #R
3.1 XF UC KK DATfy5gmg 51 5 40 Ho i, i Al
HHIBLERS 2 R HD HE AN [ 2 10 4 £ el /b s A
B 3h A0 B B K I JC O AR AEIR L 1 RN R R IR R A AN
EREYE ) | I N E O TR B2 G 1 N W £
JHe LA, $ s i A B . A5 1R T 4 v, SASP A FlE
1o A0 T e 3R ik 2L B 2 24 I T AR S 0 R
=L RTINS N TR e N SN N -
LB OB s R E K SRAIA L
B, W AR J7 i ARGR) B 2H R AR I G2 A, AELAH X
B (P <0.05,P <0.01), 454 i g 18 7 58
SASP 433l ik & i ] PPAR-y #l il 51] BADGE I, %%
SRR OIS A B0 H BN 2 I R R (P <
0.05), WLFE 1,
3.2 X UC KRS EITa Mg IEw 4
NS TH G, b B 5 4 58 B, o 53 TC IR AL, 2 5[] A7
JZIC R MR, BT 2 0 7 i L K i, 6 AR 2 A
B AR 2R 2 B 2 R IR AE , R T b
.82 .

F1 FBHURFX UC KR DAIWHENE (x+s,n=10)
Table 1 Effect of Qingchang Huashi decoction (QHD ) on DAI in
UC rats(x £5,n=10)

2531 H /g kg ! DAL/ %y
EH - 0.23 +0.05
FER - 2.41 +0.89"
7K ALY 8 1.82 +0.22
16 1.36 +0.29%
32 0.83 +0. 43%
SASP 0.67 0.98 +0.31%
SASP + BADGE 0.67 +0.02 1.98 +0. 50
WA 75 & + BADGE 16 +0. 02 2.37 £0.29%

U 5 IEH A LAY P <0.05; SHUBA kY P <0.05,7 P <
0.01 ;5% 531k 38 77 i ) 4t M 82 P < 0.05; 5 SASP £/ I 20 P <
0.05(F2,K2~4).

B JE U7 e 78 R BE A5 2 5 TR A AR
AGeits 2257 (P <0.01) 42878 3 B2 5 v 1 1L i
J7 18 B AR 7 45 50 5 4 Fn SASP 20 2 gy 28 % AT T
DL RRAR BARAR 40 B, A3 T D 5% 1k 40 P st v, L B g
TR (P <0.05,P <0.01 ), H i 57 5 26 7l
SASP HRCR B4 (P <0.01) ;SR T, 2476 W AL i Jr
rh i 2 B SASP AHER 5 i 1] BADGE B, 15t 97 ik 78
TR R RYR I £ 5 e LA Gt
¥ES(P<0.05), WE2,E1,

£2 EHUEFX UCAREHREBITEHHBHM(3+s,0=10)
Table 2 Effect of QHD on pathological score of colitis in UC rats
(x£s,n=10)

20 3] Ft/g kg™ R BAPE 43/ 43

EH - 0
T - 34.44 £8.82"
5 A T 8 20.33 +£12. 667
16 14.50 =10.73%
32 13.55 +11.68%
SASP 0.67 14.29 +7.72%
SASP + BADGE 0.67 +0.02 25.67 +15.19%
71k J5 + BADGE 16 +0. 02 23.43 +16.52%

W HIER A B P <0.01; SR HEY P <0.05,7 P <
0.01; 5% ki J7 o 4k oY P < 0.01; 5 SASP 4 W #” P <
0.01(F2~4).

3.3 XF UC Kk R 45 % 4 41 PPAR-y, NF-«Bp65
mRNA FRIKMFEN 5 0E 5 4 e, B8 20 K B 45
228 % PPAR-y () mRNA kB B EHRM(P <
0.01) ; HHEAYA LA, b 2538 1 A6 18 J7 s L bl i
ZH A1 SASP 44 PPAR-y mRNA FiAH W FJH(P <
0.05,P <0.01) i W A% J7 24 LA B 16 1% J7 v 5l
20 A PPAR-y mRNA B9 T g 3, 45 50 & (8]
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ACTER B BRI CoiE IR )T 8 g-kg ™ AL D. B ALIRTT 16 g-kg ™AL E. i LR 7 32 g-kg T 415 F. SASP 41;G. SASP + BADGE 41

H. i W4k i )7 H i # + BADGE 41 (€ 2 ~4 [d])
B1 FBHUEAN UCKREMALRKRERSH I (HE, x200)

Fig.1 Effect of QHD on pathologic morphology of colonic tissues of UC rats( HE, x200)

e EE M s BADGE J& PPAR-y BYA M 5] , 24
B LR 7 1 SASP Bt & BADGE %5 2 i, PPAR-y
mRNA ) SR 3 B 45 2541 3 AR (P <0.05) . 5IE
A LLH BRI h NF-kB p65 1) mRNA £i5 B2 |
JH(P<0.01) , H 2535 B 4k 1% Jr 41 il SASP 4 e
T VA NF-kB p65 ) mRNA F&ik , Horih DIVE AL 7
rh R 2 BCR R U (P <0.01) 5 2535 i A Oy bl 4
B4 BADGE #5251, % NF-xB p65 ()3 il /8 F # 3
e BSRAGE 2R (P <0.05), WK 2,

1.5
|
X
® 1.0
&
z
IR 0.5-
£
&
0.0-
15
1
- )
ﬁ
= 10 -
=
g
m 5 4
™
g
0..

A B C
B2 FHWKEAN UC KRLEKALR PPAR-y F1 NF-kB p65
mRNA RIEMZM(x +5,n=10)

Fig.2 Effect of QHD on expression of PPAR-y and NF-«B p65

mRNA in colon tissue of UC rats(x +s,n=10)

3.4 X UC KR 454141 PPAR-y ,NF-«B p65 #H
FKIKMWEW  5IE % 4 i, KA PPAR-y K ik
TR(P <0.01),NF-«kB p65 ik FF (P <0.01);

T A O v R A 4 SASP 4 Y e W3 b A
PPAR-y ik (P <0.01) , 4Bt 51 FH BADGE )5, Bk
4l PPAR-y (%2 35 T W] B4 il (P < 0.01) 578
Jig A0 38 7 5 ) i 4L A SASP 20 ¥ RE 3 IR NF-«B
p65 Mk (P <0.01) ; Hk & f# ] BADGE J&5 , Bk
41 NF-xB p65 1R E W I (P <0.05), W
K3,

A B C D E F G H

PPAR-y 58 kDa

NF-KB P65 s s s s o s sm e 65 kDa

(-0t ————————— 43 kDa

PPAR-y/ g-actin

NF-«B p65/ 3-actin

A B CDZE F G H
3 FBUEAX UC KR E AL PPAR-y il NF-xB p65 HH
RIEBIEM (2 £5,n=10)

Fig.3 Effect of QHD on expression of PPAR-y and NF-«xB p65

protein in colon tissues of UC rats(x +s,n=10)

3.5 X UC KR4 WmEEIE 43 8 3 MUC2, TFF3 3%

IBHYSRER 5 IE A R, R R A 4 i B 8

oL, 52 R A B S HL AR T B9 R, 6 R 4

MUC2 923K Je B AR B i 7t i (P <0.01) . S
- 83 .
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RUZH 3, v 2538 W AR08 7 BB 390 a4 0 1 1 A
MUC2 & [ ik, HH R A/EH 5 F SASP 4, 5¢
W RA G 2SS (P <0.05) , MG AE T
& E SASP Bk BADGE I ifi] PPAR-y By R ik/5,
Ho B MUC2 Rk W VE I K, 200 25 5 A Ge it 2
Z5(P<0.05), KR MHAL D TFF3 & [ #
k5 MUC2 fa#AH H S8 R A Gt ¥ 5.
LI 4,

30 1

MUC2/pg-L"
[}
(=}

—_
(=]

5000- 1
4000+

3000

TFF3 /pg.L*

2000

1000

G H

(@]
o
1
]

E4 FHUEAFADTUCAREBHALFERIPEL MUC2 #1
TFF3 REMFM(x +s5,n=10)
Fig. 4 Effect of QHD on expression of protective protein MUC2 and

TFF3 in colonic mucosa of UC rats(x +s,n =10)

4 itig

UC & — Fho DR i R 58 2 WL 2 2 % 1 19 1
Vi 11 5 e VRS , B 3 WHO 52 Sy BUAR A 148 9
I PR - 5% FHl SASP, S-0 HE K 1 2 (5-ASA ) 41 4 71
g A B 22 30 o R0 3 0, (L B — D 2 7R o ik 2 B A
BT AR 250 I R Z B4 TS BRI
S0 B 38 2 R 4 22 b 25 i, R R IR T 1Y) TR A R
WAL R EEACH , UC i S ORI 4 LR R
P BRI R S Tk E
AT AT Mt A AR R () SR,
FLAT U5 W A% VR SR S50 2 L 3
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