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AL 2 RhoA/ROCK {5 53 [ /1 5 15t 97 1 45 W %
E-cadherin }2 TGF-B 152 i

I—M, &
(b HFEXF AFEFR WEWBER, &L 430022)

[(HE] BE #4742 Rho # (ROCK) ,E-#5 7 2 11 (E-cadherin) J 5% f A= & [ F-B( TGF-B) # G 48
FRAE Ak BT AL T S 03 i RhoA/ROCK 5 53 i A 5 1 f -18) 78 5 5% 4k, B 6 B¢ 95 1 45 g % (UC) B H A 56 98 78 Y AL .
77 % :48 L SPF %% Balb/c Mk /N BUBEHLAY o 1F 4 241 B RO 2H , S A0 15 2 A L P L 0 B 4 (25,50,100 mg-kg ™), Rho i /i 1
30 (Y-27632) 41 (10 mg-kg ') o % FH 3% Wi R MG AR (DSS) E i Ak H 1 kil 45 UC BRI I 1 ST I SRR 25, IE % 4l
ISR 20 I8 5 T S 45 R BRI s AR R 22 ol (PBS) o ) R AR, A K0 S /N BRUAR 5 22 288 0 A TR L I ot B R IR 68195 A0, 34 %
5251 7 EE 8 RALFE 4R/ B, PRAL UC /N UG TG 8 18 80 (DAL 5 X /0N BUZS i 16 A7 B4 0T 43 5 R R 38 G ol BRI 48 45 41/ R
55 T 20 40 FB B A5 AL 5 TG G 38 IR BRI T 2 s ( ELISA) A 45 B 20 48 TGF-B & ik 5 oK FH 2 [ i 88 B il 1 ( Western blot) K 582
i} ¢ 5% € it PCR ¥ (Real-time PCR) #5107y .45 7 2H 21 Rho #{ -1 (ROCK-1) , Rho # fi-2 (ROCK-2) , E-cadherin, TGF-8 &
J mRNA (335, SR 5EH AW R H BT WA &R )2 K R MR R HES AL A A W R
by NS S R A AN SN L T e W B ) (U T N VN R A 1 R | QR VN I S A
EFIFE(P<0.01) 45441 ROCK-1,ROCK-2 & (1M mRNA &4 8 & 718 (P <0.01) , 455 K @ & R (P <0.01) , 4%
i 4 E-cadherin, TGF-8 £ 1 Hl mRNA 33k i Wi/ (P <0.01) s SR L, &5 R 7 /N BB B S L B8 R B R 3
AN IRV AR B 1Y B0, DAT 3 43 R BRI (P <0.01) 25l K W (P <0.01) , 455 4141 ROCK-1,ROCK-2 4 1 #l mRNA &
KK B2 T (P <0.01) ,E-cadherin, TGF-8 2 4 fl mRNA Fik B3 T (P <0.01) ; 55843 S0 bl 2 41t , |k
ZHAK & 4] ROCK-1,ROCK-2 & 1 A1 mRNA & 34 8] i F %5 (P <0.05,P <0.01) ,TGF-8 1 E-cadherin #& [1 1 mRNA &
BB EBRM(P<0.01), £t AL S MWl id T Rho A%k, I8 E-cadherin fl TGF-8 ik, # S kA MM T,
A5 b B 18] 70 R 55 Ak, AT 35 10 58 8 35 55 M 25 1 R I Ak
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[ Abstract ] Objective: To investigate the mechanism of Oxymatrine on epithelial-mesenchymal transition

mediated by RhoA/Rho-associated kinase (ROCK) signaling pathway to prevent and treat ulcerative colitis (UC)
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and its related canceration by detecting the changes of ROCK, E-cadherin and transforming growth factor-8
(TGF-B) in colon tissues of mice. Method: Totally 48 male Balb/c mice were randomly divided into normal
control group, model group, low, medium and high-dose Oxymatrine groups (25, 50, 100 mg-kg ') and Y-
27632 group (10 mg-kg™'), with 8 mice in each group. Mice in control group received distilled water, while all
the other mice were treated with 3% dextra sulfate sodium for 7 days to induce the ulcerative colitis model. Since
the first day of modeling, Y-27632 (10 mg-kg™') and different doses of Oxymatrine (25, 50, 100 mg-kg ')
were intraperitoneally injectedfor 7 days, and equal volume of PBS was intraperitoneally injected in normal group
and model group. Body weight loss, stool consistency and fecal blood loss were observed on a daily basis. On the
8"day, mice were put to death, colon was collected and its length was measured; the scores of disease activity
index (DAI) were evaluated; part of the colons were fixed and stained with hematoxylin and eosin (HE) for a
histopathological analysis; the ultrastructural changes of mucosa tissue in ulcerative colitis were observed by
transmission electron microscope. The expression levels of TGF-B in tissue mucosa were tested by enzyme-linked
immunosorbentassay ( ELISA). The expression levels of Rho-associated kinase-1, Rho-associated kinase-2, E-
cadherin and TGF-B in colon were measured by Western blot and Real-time PCR. Result; Compared with normal
group, model group showed the infiltration of a large number of inflammatory cells in mucosa and submucosa,
disordered gland arrangement, varying degrees of intestinal mucosal defect and even ulcer formation. Under
electron microscopy, microvilli were sparse on the surface of intestinal epithelial cells, the gap between cell
junctions was widened, goblet cells were reduced and organelles were swollen. The disease activity index, and the
expression levels of ROCK-1 and ROCK-2 proteins in the colonic mucosa of model group were increased (P <
0.01), while the colon length and the protein and mRNA contents of E-cadherin, TGF-8 were decreased (P <
0.01). Compared with model group, there were different degrees of alleviations in pathological manifestationsunder
the light and electron microscopy in each treatment group. DAI score and colon length reduction were significantly
decreased in each treatment group (P < 0.01). The proteins and mRNA expression levels of colonic mucosa
ROCK-1 and ROCK-2 of the treatment group were decreased (P <0.01), while the protein and mRNA expression
levels of E-caherin and TGF-B were increased (P <0.01), which was statistically significant compared with model
group. Compared with middle-dose Oxymatrine group, the ROCK-1 and ROCK-2 protein and mRNA levels were
significantly increased in low-dose and high-dose groups (P <0.05, P <0.01), and the TGF-8 and E-cadherin
protein and mRNA levels were significantly decreased ( P < 0.01). Conclusion; Oxymatrine may alleviate
ulcerative colitis by down-regulating the expression of Rho kinase, up-regulating the expressions of E-cadherin and
TGF-B, inducing the apoptosis of intestinal epithelial cells, and mediating epithelial-mesenchymal transition.

[ Key words ] oxymatrine; ulcerative colitis; RhoA/Rho-associated kinase ( ROCK) signaling pathway;

E-cadherin; transforming growth factor-8
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BhwSipEEEM RS2 —, Hii o &4 b5k
SCHA R PR AR T BUR  BUAT 4L B
Ak PO ERE PUR TS . AR B
WE AL S0 E T, R A S0 h 5
RhoA/ROCK {5 53 % X 7 5 W 4 2 4k (DSS) 15 7
1) UC /NRBYIRITVER , L H X} E-cadherin F1 TGF-B
FEIR B, DT A T RN T R 9 M 4 W A B
95 A8 1 TR BRI 1 LB AR YT A

1 #

1.1 Zh¥) SPF %% Balb/c M i 48 1 {KJFi & 18 ~
22 g, W A R B R 2 [ B B 2 B R P R S B
Y S K o, B A R IE 5 SCXK (5 ) 2016-
0009 , 2 ¥y ] 57 £ A rp BB K 2 [ 5% B2 2 e sh 4 vh
L, FATIES SYXK (5F) 2016-0057 , - 38 4 6} M 7,
F KK . ABIFSE T A 5 I 3h Y B FL A 31 0 7 ) 46
R ST AL TR R 2 B M T T 2 L S 4R = T
Bt 005 B0 4 poRHEE K s i O Rl 2 B L
F (TACUC) AL #E .

1.2 25 Kokl S ks S ( Lk hn T Ak
B ey A B AL L5 A111285) ;DSS (3 [H
MPBiomedicals 23 ], it 5 Q7418) ; Rho 3 fif§ 1)1 i 5
(Y-27632, 9% [H Tocris Bioscience 2\ &, {5 1254)
TGF-B gk e 35 W BE I 7 ( ELISA) I3 & (R #}
REA: ¥ B 45 A BR B2 AT 28 |, 4L 5 ELK1186) 5 SDS-
PAGE % it il % 1207 &, RIPA G028 11 24 i W, ECL
b2 BRI AR 6, BCA AR o ok B ) e 3K 7
(£ [E ASPEN 728 ], it % 43 % o AS1012, AS1004,
AS1059,AS108) ; f it /N Bl TGF-B Hi ik, f i /v Bl
Rho # fi-1 (ROCK-1) HT i, f 4t /N B Rho i i -2
(ROCK-2) #i & (% [E Abcam 2\ &, #it S 43 5 A
ab92486 ,ab45171, ab71598 ) ; % $L /N L E-cadherin
Pifk (& E CST A ), it 5 3195); -l 3h & 1
(B-actin, Jb 5t KAENAE W RHE A R 5TEA A L 5
TDYO51 ) ; 45t Ll 3 $t fe-HRP (2 5B 07 4% A= 4%
ARARA W LS AS1107) ; BERR £h 2% vh il (PBS, X
DUBTH A A= Wy B R A BN AL diE 5 AS1069) 5 958 K
K- (HE ) Gy (2 DU A< A= o F AR A BR A
A),#it5 AS1055A) ;RNA 2 HGs 7 & (32 [ Thermo
Fisher Scientific 2\ #] , it 5 15596-026 ) ; 5Z i} 9¢ Y 58
it PCR(Real-time PCR) il & ( H 4% Takara /3 #],
HE5 RROATA) 5 HL 5 A A [ 2 Y (DU BAT r A A )
HARARAH] it AS1063)

1.3 Y& IX51 BB E B8 (H A Olympus 24
H]);DYY-6C #Y 1 k4L, DYCZ-400D A1 %% AL (b

IS —ALER ) s Power Wave HT340 #Y fif Bk 4 28
K AL (€ [ Bio-Tek 24 /] ) ; H-600 Y 3% 5 1 55 ( H
A HSLAT) s TGL-16 B VR 8.0 HL (1 e AL 25
NS ;StepOneT“ Real-Time PCR System %7 Y %€ i
PCR {¥ ( 352[H Life technologies /A ] )

2 FiE

2.1 WEME A Ky A B NP R SR 1
JAl R H 2R ) 25 1 3R, Ko e g/ R HT 3% DSS H
AR 1Rl £ UC BT, B2l 8 1, F R o —
K2, IEH A UC BRI 457 %50 i 1Y PBS I8 51T
S5 YT AR IRAE AL W S AR b R (25,50,
100 mg-kg ") " F1 Y-27632 (10 mg-kg ") 4p 4
TR . #eemzy 1R, /B BUETS B
A5 LA e A 5 Ak O 2 6 o DR B O T e A
55 8 RALFEAHE/INEL, BN 45 1 4 25 0 & T 1
M HL B E W, - 80 CUKARARAT % H o

2.2 PIRTESNIEEBC(DAL) AL 4 KA sk /b BUK
Jot AR AR, SR I s /)y Bl A P R s R A8 o 5
Db ARG 2 30 BN I S AR H = (IR B 7 o) + 26 M8
PEARPE S + Bl ¥ 43 ) /37 Xt 45 41 K R E 4T DAL 3
VS S

F1 FFEEDEH (DAL EDIRAE

Table 1 Score standard of disease activity index (DAT)

PEAr/5y MRBURTRER/ % REVER R e g 1
0 0 T x
1 1~5 /7N +
2 6~10 AR +
3 11 ~15 i 3 P AR i fE
4 >15 i % PR HL 1. i

2.3 SRR R 8 K, MUAED Ak AL
AN R BUIL T 2 [ E AR B i, R e s KA
R
2.4 HE B WAL H 8B 22 92805
8 K, UL, s AR FE A, 4% 22 B WK ] 5, A0 0 A
W|OHRY A, RN 4 pm, J5 4T HE e 4 fi0
F 10 U T WL 45 M 20 2 B 2 R R B
2.5 A A/ B G I A AU TS A 7 AL

K UL B 45 i AL AU S A 1% % A 4% %
R PBS i, J5 [ 2 7R 1% MR AL kb, 70 2
P BE 7K, AR B B HRL 5 95 3 s SR PR SR R R .
TS T2 1 T 0 A7 2 TR 45 % 60 ~ 80 nm Fr) 8 - 4T 2
@, 985 1E HT7700 W7 2 floBE T BEAT A o
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2.6 ELISA il /B 45 I 48 TGF-B & 7t W4k
J %6 B 2H 4, T ik i Bl 4R 22 vh i, 4 °C TR &S AR
4 °C, 15 000 r-min ' 8.0 20 min, Bt I 35 W% 0 %2
TGF-B, B PR ¥4 #3500 & 10 W B F , B 4 i %
L IFAE 37 C R E 90 min, bR X & fLIR A, 57
B[] £5 L o AZE B 2 AR I TAE W 100 pl, 7 37
CTME 1 h 5, B4 L% = WOIF B LWk, 1
TAL M A HRP &%) TAER W 100 pL, I 7&
37 CTME 30 min, ZfLHIMA 90 pL W W,
HAEFERBICET 2 15 min, 450 nm K 4b 52 B
2.7 HEHRIZEEPIL L (Western blot) £ I 25 i 2H 21
ROCK-1,ROCK-2, E-cadherin, TGF-8 & [ A 5% i&
AL E AR E A Bl B S EA &
40 wg, 285 HLUK BRI S S AR R4 0 — 4t
ROCK-1(1:2 000), ROCK-2 (1:2 000), TGF-3
(1:500) ,E-cadherin(1:1 000) ,B-actin(1:10 000)
T4 °C WA &, TBST ¥ BE 3 Wk, #m = 4t
(1:10 000) , 2R IBEHE 1 h, M5 AN [6] (Y O o B i %
WEGSRAE, W5 JE R . LUK EE(E U FoR 1% 8 A
X IRk IKAF-

2.8 Real-time PCR | /)y B 25 % 4H 22 ROCK-1,
ROCK-2,E-cadherin, TGF-8 mRNA £ ik B
S5l 212 100 mg, #2350 & U0 ] 5 42 R RNA
Wi 5% J5 FH Real-time PCR AL GEATY 1S, 55 — 20, Tl
ASPE 1 ANEFR,95 C 1 min; 4 4, PCR JZ i ,40
AEH,95 °C 15 5,60 °C 30 s, f5 5t /K 38 it A =X
27N B R RO A T B E Y TR A R A
ARG, HOE A LR 2,

x2 3IHMEFE3
Table 2 Primer sequence
GiE7] J7 31 K /bp

ROCKI |3 5'-GGACGAGAGTGTGACTGGTGG-3" 219
R 5'-ACCATTTCTGCCCAATCTCAC-3’

ROCK2 i 5'-CAGCAACTTTGACGACATTGAG-3’ 274
Fii# 5 -AGATTTGCACTTCTGTTCCAGC-3’

E-cadherin | §# 5'-GACCGGAAGTGACTCGAAATG-3’ 175
N 5'-CCCTCGTAATCGAACACCAAC-3’

TGF-8 9% 5'-AGAGCCCTGGATACCAACTATTG-3’ 286
% 5'-TGCGACCCACGTAGTAGACG-3’

B-actin i 5'-CTGAGAGGGAAATCGTGCGT-3’ 208

T 5'-CCACAGGATTCCATACCCAAGA-3’

2.9 GeitaAbEE RS SPSS 20.0 SiitH i, Kol
.76 -

PLx s Rox, Z AL AR B R 5 22007, W
Y IE] LR A ST AR AR ¢ K 3, DL P < 0.05 S 25 5%
A Gt FE L

3 &R

3.1 FALW S UC /NER DAL PE4r 52 m IE
wWA/NRIES AW, BRACE, KB WH R R
BRI, SIEFA R, LA/ RESERSE 3 KIFR
RS/ /= oy I NS N Y (IR RS v st e Y G E R 1
BT G980 | B A T RN ] %) A K E TR 3% i in
B, HIEH A, AL DAL PF4r i & TH i (P <
0.01) ; SRR LA, A A0 20 45 7 i 4 DL B Y-
27632 4 DAL V¥4 B Z BRI (P <0.01) 5 54 fk w7 2
i ) A 2 L AR, SR S B R o 2 R R A
DAL ¥4  F B4 (P <0.05) , L3,

x£3 SUESHEIT DSS BUNRF K DAIESWFNE (2 +5,n=8)

Table 3  Effects of Oxymatrine on DAI score in mice with DSS-

induced colitis(x +s,n=8)
21 5 # 4/ mg-kg ™! DAL/ 4y

EH - 0

L - 3.94 +0. 18"

AL S8 25 3.29 +0.45%%
50 2.25 +0.58%
100 3.00 0. 53%%

Y-27632 10 3.19 £0.37%

S EHALED P <0.01; SHE 4 HED P <0.01; 544k
WP R P <0.05, P <0.01(£4~T ),

3.2 Xt UC/hNREBKEMZm 5IEF4HE,
BRI ZH /N B B 0 3 46 05 (P < 0.01) 5 5B A 20
P, AR S0 IE b R R R R Y-27632 4, /)
A B F K (P <0.01) 5 5% 4k Z 08
FE 2 R, B S 0 A R o 4 45 0 K B IR
TrHRIEA (P <0.01), Ak w7 2 68w 7 i 417 B
ik EShREA XG2S, LE4,

3.3 XN F A ZUR B R R IEH A
/IN B W o P 235 4 5 0, R A HE B 38 5%, R DL 4R
20 B IR AN BB R 2 e K . 5 OE H 4L R,
BT 2 /I B 45 M 2 RS ] L K kAR R 4 R AR
PRHED 25 8L, AR 40 M 20 s SR AR A L g, Ak
TSR 4 e Y-27632 4/ BLGE B B
JREp A2 e UC 55 A 2 0 0 A A [) B2 B A el 3 . WL
K1,

3.4 X/NRE I F A S B M AW IER 4
55 i 766 R VR HE B 36 55, A MG =2 [0 3 22 X%, A L 2%
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®4 SUESHN UCIHREHRENIM (2 £5,n=8)

Table 4 Effect of Oxymatrine on colon length in ulcerative colitis of

mice(x +s,n=8)

20 51 M/ mg-kg ™! 2K/ em
iE# - 10.25 +1.04
(% - 6.19 +0. 46"
AT S 25 7.25 0. 8974

50 8.69 +1.07%
100 8.00 +0. 85%
Y-27632 10 7.38 +0. 64%

ALIEHR B BB ;C ~ B AL S0 % b L R i 45 FL Y-27632
A(E2,3 )

Bl SU=SwX DSSHBIRBABARREFTINZMW
(HE, x100)

Fig.1 Effects of Oxymatrine on colon pathology in mice with DSS
induced colitis( HE, x 100)

UL AR 5 5 O 4 bR SR A i L R N
TR TG, TSR, 40 4 42 18] B 4 1E %
2 T 1 T, AR A B P S va D, A R e K
WAL Zs 3, SRR AL 3, & 9R 97 A A R TR R
R E, WK 2,

3.5 X UC/NEZ5 M TGF-B sgm 5 1E 4% 41t
e, B AL AL N BRUSE  TGF-B 1 & & i & AR (P <
0.01) ; S5HEEAIH WAL, & AT 4 TCF-B (1 & = ¥ W]
IR (P <0.01) ; 55468 S0 h 5 & 4 R, A
fls S AR A LR R AL TGF-B 1Y & i B B R
(P <0.01), WS,

3.6 %A Ak ¥ S i % 45 5 20 41 ROCK-1, ROCK-2,
E-cadherin, TGF-8 mRNA /K- {50 5 1E# 41 b
A5 20 45 i 41 41 ROCK-1, ROCK-2 mRNA 7K °F-
Y58 2% & (P <0.01) ,E-cadherin, TGF-8 mRNA 7K
FE R R EREAR(P <0.01) ; SRRV L, AL
W5 R A% ) R 41 Y-27632 41 ROCK-1, ROCK-2
mRNA 7K P & & B W F FE M (P <0.01),

B2 SU4EFESHHY UCHREDBREMOZ M (EHE
4, x2 000)
Fig.2 Effect of Oxymatrine on colonic ultrastructure in UC mice

(TEM, x2 000)

x5 EUESHMLEHAR TGF-B KFMHM (x+s5,n=8)
Table 5 Effect of Oxymatrine on the level of TGF-g in colon tissue

(xxs,n=8)

21 51 F 4/ mg-kg ™! TGF-B/ng-L~"
EH - 21.382 + 1. 066
kil - 16. 631 = 1. 284"
Ak S 25 18.485 +1. 33474
50 21.914 + 1. 520%
100 19. 894 + 1. 66374
Y-27632 10 18. 653 1. 666>

E-cadherin, TGF-8 mRNA /K ¥ 3 i 2 7+ & (P <
0.01) ; 5% 4k % Z 0 b I 2 41 b, A AL 3 2
i% .5 7 2 4 ROCK-1, ROCK-2 mRNA 4 & & F
Fli 20 (P <0.01), % b w7 Z 68 Ik & 7] & 41
E-cadherin, TGF-8 mRNA & & ¥ il 2% T v 7] &2 4
(P<0.01), WL#E6,
3.7  H AL S 0O 45 s 41 40 ROCK-1, ROCK-2,
E-cadherin, TGF-B EEH XA EMW SEFHL
B2 45 i 20 41 ROCK-1, ROCK-2 (£ 5
B % Ft & , E-cadherin, TGF-8 & 1 % 1A ¥ 1] & B AL
(P<0.01); 588 4 &, 4% 36 J7 41 ROCK-1,
ROCK-2 & H A ¥ B B& K, E-cadherin, TGF-8 &
FIRIKEI R I & (P <0.01) 5 5 &AL w7 25 )
i L, A R S IR, & R & 241 ROCK-T,
ROCK2E (B B & Frh & 41 (P <0.05,P <
0.01) ,E-cadherin } TGF-8 FHH & & B FH L T+ 7|
/A (P<0.01), WK 3,%7,
4 itig

UC A H: H w7 PRI & s BIL D s A B8, H R
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£6 S|UESHILHAL ROCK-1,ROCK-2,E-cadherin, TGF-8 mRNA 7K EHF M (5 £5,n=8)
Table 6 Effect of Oxymatrine on mRNA levels of ROCK-1,ROCK-2,E-cadherin and TGF- in colonic tissues(x +s,n =8)
20 5 #| 4t /mg-kg ™! ROCK1 ROCK2 E-cadherin TGF-B
EH# - 0.94 0. 06 0.91 0. 16 1.26 £0.24 1.13 £0.09
iR - 4.43 £0.23" 3.69 £0.21" 0.27 0. 04" 0.22 +0.01"
AL S0 25 3.46 0. 04>% 2.86 +0. 1674 0.52 +0.03%% 0.55 +0.03%%
50 2.75 0. 152 1.90 +0.07% 0.87 +0.03% 0.89 0. 04%
100 3.21 £0.06>% 2.30 0. 09*% 0.73 0. 06%* 0.74 +0.02%%
Y-27632 10 2.18 =0. 10% 1.61 0. 09% 0. 64 0. 02% 0.67 0. 02%

e PR L 5k = A RG24, OF BRI 2 Bk, T LA
PR IEHOBT (9 93 LT R343R (936 7 8 25 4
R Z — o RS T R AW S 2 =AM
YRR, i i WL %6 X RhoA/ROCK {5 5 i % LA B X
E-cadherin, TGF-B 335 Y 5 Wi K #R 5¢ E AL S T By

el 158 kD
ROCKT %ty iy s Sy v *

ROCK2 © G SN Sy @S s 171 kD2

E-cadherin = Se— B B e S (35 kDa /ﬁ uc &ﬁ*ﬁ%%ﬁ?@}ﬁ@m%ﬂo Z'Kﬁﬂ:%f?ﬁ 27~ DSS
A 2 2% /)N UK AT b AN [) AR ) A B %, R
rors b B .. {5 Ak 95 0 R AL 0 8 R L 1, 8 9 450 2

BRIV I o T3 oh ARSI AR R, SR A
B, B2 /N R DAL B3 e 35 T, 2 1K T
6, T 280 A 7 2 B 2% 7 o 2 % 4 Al 5 2 1
J& iR 97 A/ B DAL P23 3 AR, /D B2 i K
A5 J AR AR TRV, e Ah, SR A v 2 b 5
DAT 70 B 25 IR TR & il s 4. A oeha ki
iR, R 2 25 i R A 25 A HE B ZKEL AR A0

p-actin G D D QD GO OGN

A B C D E F
B3 %A% ROCK-1,ROCK-2,E-cadherin, TGF-8 EHXRIEHE
K(xts,n=8)
Table 3 Electrophoresis of ROCK-1, ROCK-2, E-cadherin and

TGF-B in colonic tissues(x +s,n=8)

*7 SUESWIEFEAL ROCK-1,ROCK-2,E-cadherin, TGF-8 BEEKER M (2 +5,n=8)
Table 7 Effect of Oxymatrine on protein levels of ROCK1,ROCK2,E-cadherin and TGF-8 in colonic tissues(x +s,n =8)

2H 31 F 4 /mg-kg ™! ROCK1/B-actin ROCK2/B-actin E-cadherin/g-actin TGF-B/B-actin
EH - 0.19 £0. 04 0.08 +0. 04 0.69 0. 02 0.56 +0. 02
LAY - 0.77 £0. 04" 0.93 +0.06" 0.04 £0.01" 0.06 0. 01"
Ak 25 0.50 +0.03*% 0.62 +0.03*% 0.15 +0.01*% 0.21 +0.01*%
50 0.36 +0. 03% 0.52 0. 02% 0.51 0. 06% 0.49 0. 06%
100 0.48 +0. 06> 0.58 +0. 04> 0.40 0. 04%% 0.36 =0. 04%>%
Y-27632 10 0.26 £0. 03% 0.42 0. 04% 0.31 +0.03% 0.28 0. 04%

Il 0, I 5 IR 98 AE A M 92 97 A 285 I R 266 I )2 5 T
YT AUCEET UL BE B 50 i 58 4 M ¥R 0, FL B
UL E R AN AR FR B AR DN 2 A B R ik
MK, AT W T /MR, FE LT . 4R R
s S A 5 T b R AN M T, B Y TE R
fhe S 286 L Bz A O A8 R K 35t 95 1, AT K 4% 22 i
UC % .

EMT 245 & 8 b B2 A 3 B A 40 g Ok &5 A1k

.78 -

20 i 18] 4 3 e el /b JULBh B A0 N SR A N
B R G AR AT . EMT 437 HL R 3 5k A
IR S PR T Y S TS AR 200 L DR K P B R R A
E-cadherin, I 5z i B 43— 55 19 5 2 i [] 52 A i3 U B
HH,N-F586 5 H (N-cadherin) 2 1 it 3£ 35, I 35
20 IV 25 K AR 5 A AU RN RS Bl RE ) 1 5 Y 2R W AR
AT T A L R 2 B 5 5 e 7T LA BEL L M
PN T R 23 - ) S5 o e T AT )2 VR S ML g R
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PR B, T B 1k B s PN A T A AR R e EL A
B, ROCK AT L fih % L3 8 (1 8 4, 9% 0% 0 g
4 PSR d T U N O I b 1 OB e
25 20 0 10 Wi 4 L X A% L A RN R T S g AR
Xf IBD 2l 455 7 1) B4 000 52 36 ifF 52 36 B TGF-B mRNA
HREA RN DT T 20 B B R R AR I 1
RO EENNZASRE T A, H
Wr TGF-B 155 15 T 4 47 1T 18 M = A= 2 & 40 g A ¢
FEIR T IBD B 484 i F2 0 ARBESE & LA AL
TSR R A R Y-27632 45 4 B
i ROCK-1,ROCK-2 % 4 & mRNA %3k B & F %,
ifii E-cadherin 2 TGF-B#E [1 & mRNA % ik B & Ft
L, A 5 AR 2 6 R e 2 L IR S A
B X84l ROCK-1,ROCK-2 T4 &% mRNA & &¥ 8
2 @ F oh K & 4, E-cadherin fl TGF-8 & [
mRNA & &3 0 E8 T A . — 7 al ag s/
B I8 R4S 22 52 f1 DSS B9 [ H Ak R S 2ol 18]
FRE IR A9 ™ i 22 , O — J7 T AT R 2 IR 0] o 20 245 3%
ANt T e 0 B2 A BRI . Ik, 5 Y-27632
AU E, AR SR i UC [ RE IR T R 8 3%, 3 AT
AE 2 5 E AL S0 2 B AR $E 808 AH OG5 -5 40 1 55
XF By S LE BIVE A OC. &5 b, AT S AR 0%
i 2F RhoA/ROCK {5 53 # 7 i UC, H 48 Ak 75 2 Bl
PRI SCR T ON E . Zad DSS iR UC /) BUBE
B R EARE S0 T BUS , / BUA BT i, DAT %43, 45
W B, /N BS54 24 b ROCK-1, ROCK-2, E-
cadherin }z TGF-g A 48 45 ) K35, 3415 2 B B 1Y
U,

25 L RTIR AR BRI 2 A, S Ak S 0] B A i
T ROCK %3k, |1 E-cadherin 1 TGF-B8 [ £ ik,
A EMT, DT 5 5 5 b Rz 200 M 08 1, 42 2F i 2 st
bR AE S i 5 R 4 ok 22 g UC,
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