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[ ZE)EH. U5 HZEAKA (dexamethasone , DEX) X4 A JHIE $77E (benign biliary stricture , BBS )45 %4 045 T 4E 21 iY (model
fibroblast, MF) 1 P311/#% 4k 4= K K7 ~B1 (transforming growth factor-B1, TGF-B1)/a—F-# WLzl 1 (a—smooth muscle actin, a—
SMA ) JE BEFARMIFZM . T3k B 2 R GE# INAE 1535 10 % IRAS AT 4E AT (normal bile duct fibroblasts, NF) , % 2 HR Gk H
YITF W) A5 7353857, BBS BLEIIFRIL MF, AT A0 MRS 2 I 43 410 - NF MF MF+AR RV DEX (0.02,0.1 & 0.5 mg/mlL) 4,
KL TR EE Y DEX 110 48 h, CCK-8 ANA 1420 22 A 4L AN 5 /K - s qRT-PCR #4541 40 P311  TGF-B1 & a—
SMA H:[H mRNA 2635 /KF ; Western blot #1014 H 40 0 TCF-B1 & a—SMA T FAKFE, ER. OFHMM A [H:NF N
0.331 £0.002, MF £/ 0.533 +0.005, MF+DEX 0.02 414 0.487 +0.003, MF+DEX 0.1 414 0.434 +0.004, MF+DEX 0.5 241}
0.381 +0.004, @& 4141 P311 mRNA {2 :NF 204 1.000 0 +0.024 8, MF 2} 4.146 3 +0.037 1,MF+DEX 0.02 1% 3.789 9 +
0.056 8, MF+DEX 0.1 44 3.566 1 +0.148 1, MF+DEX 0.5 04 2.945 8 £ 0.165 4, Q44 40/l TGF-B1 mRNA {H NF 41K
1.000 0 +0.034 6,MF 2 42.647 9 +0.048 5, MF+DEX 0.02 1/ 1.929 7 +0.054 8, MF+DEX 0.1 £HJy 1.678 2 +0.080 2, MF+
DEX 0.5 20K 1.676 2 £ 0.036 9, @441 411/l a—SMA mRNA & : NF ZH} 1.000 0 + 0.056 0, MF £} 4.025 7 +0.065 9, MF+DEX
0.02 414 3.644 9 £ 0.196 4, MF+DEX 0.1 6% 2.712 9.+ 0.102 4, MF+DEX 0.5 41} 2.320 7 = 0.031 2. ®%&-ZH 4/ TGF-p1 E
{8 :NF 2H 9 0.999 6 +0.046 3, MF 41} 2.096 3 +0.029 3, MF+DEX 0.02 414 1.781 8 +0.040 4, MF+DEX 0.1 414 1.531 4 +
0.032 5,MF+DEX 0.5 24/ 1.384 0+ 0.035 7, @44 400 a—SMA FEH{E :NF 44°5 1.000 8 +0.051 4, MF 20°4 3.231 4 +0.116 0,
MF+DEX 0.02 21}y 2.875 3 £0.078 0, MF+DEX 0.1 41} 2.262 8 + 0.059 8, MF+DEX 0.5 41>/ 1.940 8 +0.093 7, 1 DEX 17 48 h
J5 , MF H58 W 32 24 2008 P311 TGF-B1 A a—SMA [ mRNA F22E 13650 i F R (1 P<0.05,0.1~0.5 mg/mL) , S Bl
FEMKTTPE, &5 . DEX #lli] BBS JEAUAIVE LG Z — AT BE 5 B XT MF H P311/TGF-R1/a—SMA 38 [ IR A G,

[ SE5EIR ] PR P s AT 4R ; P31 /AGAVAE R B F B Ua—F B LB B 1 ; M2 KA s S

[hE 525 ]R982 [ ZEkFRAERD ]A (¥ #5 H H#9 ]2017-06-08

Effect of dexamethasone on P311/TGF-B1/a—SMA signaling pathway

in rabbit biliary fibroblasts
Li Keyue ,Shi Chengxian ,Tang Keli ,Wei Guowei,Liu Zhenhua,Li Tao,Zhang Shuaimin ,Xu Xiangang
(Department of Hepatobiliary Surgery ,Guizhou Provincial People’s Hospital)
[ Abstract]Objective ; To investigate effects of dexamethasone (DEX) on P311/transforming growth factor—1 (TGF-B1)/a—smooth
muscle actin(a—SMA) signaling pathway in benign biliary stricture (BBS) model fibroblast(MF). Methods :Two normal rabbits were
treated with normal bile duct fibroblasts(NF), BBS model was established via discission and anastomosis of two rabbits and MF was
acquired ;then they were divided into five groups:NF,MF,MF plus different concentration of DEX(0.02,0.1 and 0.5 mg/mL) groups.
After respectively incubated with 48 h,cell proliferation was investigated by CCK-8;Relative mRNA expression of P311,TGF-31
and a—SMA were assessed by real-time PCR;Relative protein expression of TGF-B1 and a—SMA were investigated by western blot.
Results: (Doptical density (A) in each group:0.331+0.002 in
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in each group:1.000 0+0.024 8 in the NF group,4.146 3 +
0.037 1 in the MF group,3.789 9 £0.056 8 in the MF+DEX 0.02
group,3.566 1+0.148 1 in the MF+DEX 0.1 group,2.945 8 +
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0.654 0 in the MF+DEX 0.5 group; @TGF-B1 mRNA in each group:1.000 0 = 0.034 6 in the NF group,2.647 9 +0.048 5 in MF
group,1.929 7 +0.054 8 in the MF+DEX 0.02 group,1.678 2 +0.080 2 in MF+DEX 0.1 group and 1.676 2 +0.036 9 in the MF+
DEX 0.5 group;@cells a—SMA mRNA in each group:1.000 0+ 0.056 0 in the NF group,4.025 7 + 0.065 9 in the MF group,3.644 9 +
0.196 4 in the MF+DEX 0.02 group,2.712 9 £0.102 4 in the MF+DEX 0.1 group and 2.320 7 £0.031 2 in the MF+DEX 0.5
group ; ®TGF-B1 protein values in each group:0.999 6 + 0.046 3 in the NF group,2.096 3 + 0.029 3 in the MF group,1.781 8 +
0.040 4 in the MF+DEX 0.02 group,1.531 4 £0.032 5 in the MF+DEX 0.1 group,and 1.384 0 +0.035 7 in the MF+DEX 0.5 group;
©The number of ®=SMA protein in each group:1.000 8 +0.051 4 in the NF group,3.2314 = 0.1160 in the MF group,2.875 3 =+
0.078 0 in the MF+DEX 0.02 group,2.262 8 +0.059 8 in the MF+DEX 0.1 group and 1.940 8 +0.093 7 in the MF+DEX 0.5
group. After 48 h of DEX intervention,cell proliferation was significantly inhibited and both the mRNA and protein expression of P311,
TGF-B1 and a—SMA (all P<0.05,0.1~0.5 mg/mL) were significantly regulated down,with a dose—dependent manner. Conclusion .
Mechanism of DEX on anti-BBS may be because it is relevant to modulation of P311/TGF-B1/0—SMA signaling pathway.

[Key words ]benign biliary stricture; fibroblasts ; P311/transforming growth factor—B1/a—smooth muscle actin;dexamethasone ; rabbit

K PENHIEBE%E (benign biliary stricture, BBS) J2&
W TR AE IBIE 45 B R B 5 R AR S |
LI A R IR P 4 7 | eh T R AR TR] T HA A
(] A s, A R S s R AR B i s S AR e DT 5 |
B BBS KI5 H 3%~13% K 0.2%~0.7%">,
— A R B A= IR (hypertrophic scar, HS) FTE Y,
BRI BBS W HAZE A ISR B B Rt
BBS JE R FE , WF5T % BT 4 200 if R 44 A -
SEAL ]y WUSCET 420 e 28 BOIHE R & BBS 19 32
SR WU 4 A0 A RE RO PR a— 1L
18 H (oe—smooth muscle actin,a—SMA) ; ¥k A4 K
[AF—B1 (transforming growth factor-B1,TGF-B1)7E
PIR K BBS JE G FErp &A% T VRIS, il 2
78 P311 FER A] B8 38 i P311/TGF-B1/a-SMA i %
75 BBS JE il # b R 4% T S ZAE Y, 25RiRTT
PIR Y I Nz — (5 H A 8 ARAT —Fh R R v 5 1Y
I TIGIRY, HiZE KA (dexamethasone , DEX) .
B THIRYT B RIBIR P 11, A PR 2H Hij A F
FEE R WA R DEX X 9 BBS [HAE il £F 4 41 i
TGF-B1/Smads i # A7 J# 45 4F H™ {H DEX %} BBS
B LT AE AN P311/TGF-B1/a-SMA [T i AR
A . ASWTTE XS BBS 5 R JIE A4S il 21 24 41 i £ 1]
DEX 7, W4 Mo P311 TGF-B1 .a-SMA ik
S A PEIGFEACT 224k AR

1 #REFE

1.1 A
Hi-TGF-B1 M5 pEHiIR (ab99562) M Hi—a—SMA L pEf

Uk (ab7817) Mg F L Abcam 23 7] H -0 £ 25 7 2050 [
PR (C-1801) A — I L4 (polyvinylidene fluoride, PVDF)
S R A0 T B 1 B S B AR (V2258 ) 1) [ 26 [ Sigma 23T
BRI E ALY (horseradish peroxidase , HRP)ARiC IR — Bt
P KB -B-Actin BLIEREDLIARIG A A0 X & EYH AR R
28 Al SYBR® Premix Ex Taq™(Tli RNaseH Plus) 14 [ K%
AW TR BRAS W 5 Ha b A st & 1 35 1 Millipore 22
46— kI 2 LI (4 | 6-diamidino—2—phenylin—
dole, DAPD) g H Fii-1- Roche 24wl ; 42k RN & %
SR A A UNIQ-10 #E2 TRIZOL & RNA 2 BUXH & . p-
Actin 314 .a—SMA B1#) Trizol JHE(0.25%) . 755 & -5k
RIRW ANMEI80%-8 (cell counting kit-8, CCK-8) 4ttt it%k
& JEA M (fetal bovine serum, FBS) A 2R 411 58 0 BLHH% /K
1% 3% 3 (dulbecco’s modified eagle medium, DMEM) | S5
A LA TAEY TRARA R TGF-B1 K P311 519 A L
1§ Introgen 23 A ; TGF-B1 _LF5 #5518 .5 - GGCTCAC-
CTTCTGCCCGTCT-3", FiFs| ¥ 510 .5’ ~GTCTCGGTAT-
CCCACGAAAGAAACG -3’ ;a-SMA L HF 51 ¥ FE 5 Jy .57 -
GCTGTCCCTCTATGCCTCTG-3", Rii#s #1551 H .5~ TAG—
CCACGCTCAGTCAGGAT =3 ;P311 L5l ¥ F %1 .5 -
TAATAAATGCCCTCTGAAAAAGCCA-3", Fifa | W54 .
5" ~GGAGCAAGGACAAAAGTGTAAAATC -3 ;B —actin |- ¥iff
SIS .5’ - CTCTCCACCTTCCAGCAGAT-3" | R 5 [ WF
51.5° ~TGGCTCTAACAGTCCGCCTA=3" ; b ZEK WA T R #vE
SR A A 2L A BRI (15 :20150204) ;5 1 T
FA 4 I [ SN BERSE SR s s
1.2 SR e 5 2m e RIS

FA 4 H L Hob 2 BT EST BBS B, 2 HFHTFIE %t
WAL, B ) SR AE SO BB RS2 86 s b ilE AT, 4358
TR KRR 12 h A58, SR M Est T AR A, ()
2.5% % U L 24N I (35~45 mglkg ) # KRR I, 1B %R IE P
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4~6 cm KYIT, YITF Rk B R 120, 2 @R I0 G4 BBS #iAl
PR A8 A — B2 1 em WOILEAE R Ta) DI FF AR
SRR R M2 173, ] Dexon 5 SHAE B 2%
W, FARGEHE, X AL IR S SR, N FTHF AR R RS2k
12 h JFIEW e, B BBS BRI 2 2 1 3 IR X I AR S
1 JRI A e A Bt WL U] T4 A 38057 1) A 3 1 K e B B
v IR B oK, I IE S A B W IR SR 3, 55 A STk A
— 2, IS 2 JC TR BER T 9% wh% X (phosphate buffer solu—
tion, PBS) ik 3 WK, RIS 1B BTN 2~3 mm® K/, RS 41415
AR TR T AT ECH 5% CO,.37 CHREFRA T T
PENGRE 4 h, A& 100 mg/mL #5752 100 U/mL &
B3R M 20% (viv)FBS (1) DMEM R SR TR 19, 43 B 2tk
IETAEANND, AR K 80% e A7 IRHEI R, AR Ao kA
DU AT A 2R 11 2 A B PR G ek - T A i S a1, 52
B BT FH AR 9565 3~5 AR 4E4n g,
13 FEBHNrERLAE

SRS L AE R AT A A I 2 (normal fibroblasts, NF) B
25 [ AL ; BBS B AR 4k 4T 2H (model fibroblasts, MF) ;
MF+AS [ 4 B2 19 DEX 41 ( DEX %€ B 435147 0.02 ,0.10 ,0.50
mg/mL) ; LM IS , 545 5] 6 FL/96 FL (41 a3 78 0 7 )
M, AR % B A 2x10° AN/AFL (6 FLAR ) 3k 2x10* A~/FL (96 fL
M), & 10%FBS (58 235 F LG 5% 4 h J5 I JC FBS 3595
FEYUHAT T, AR 432 AN R8P 25 A % 1o ik B 25 Py 35 55
FETE 37 CRMFUI N 5%C0, Fi 3750 N3R5 5% 48 h,
1.4 IEAGARBM ZE 7 ik
141 ARG RE NI S8 AT AR AN OB T Ay 26
3ARAINE, 2 x 10° DAHLIERPT 6 FLHL, 1537 24 h S EAT46
SN PBS K w5 B A AN R TR 3 UK 4% 2 B
21 T 5 15 min;0.19%Triton-100 ZE 0% & 10 min; 10%
12 00375 5 HR 2 PAT 30 ming 25— (FH PBS 1:200 %8 )4
CIFH SR 5 PR = IR H 30 min; il 1:100 i B A
DAPT; £ F, 90 i flse g8 41 8 ; B X HE A PBS AR B —
Pio
142 CCK-8 I B2 2 40 i (g S AR K S #5182 % 10°
ASFLEF AT 96 FLAR , BEFL 100 L, 85 NEFL, 7E 37
CR 5%CO, 21 FEFE 24 h, ARG/ A TR e
FER B ZEARFAESF 48 h, FFLINA 10 pl. CCK-8 £33 2.5 h,
JHEFFRSUAE 450 nm {5 A0 3 WG (absorbance, A)fH, R
FHIMBRAJE I SRR T PR 1R 22
143 qRT-PCR J5iEAG 4 4140 b P311  TGF-B1 K a-
SMA mRNA (355 $EHUEAHANAR AL RNA K2l B i K 53
PEEY RNA 5% ¢DNA, real-time PCR R W& Z M 20 wl,
2xSYBRR Premix 10 pL, | FU#5 4945 0.8 wL,cDNA 2 pL,
WFEIK 6 pl,ROX Reference Dye (50 x )0.4 wL, FE 4 1%,
PCR I 4514:95 °C .30 5,40 P HEAHEFR (95 °C .5 5,60 C,
30 s), ABI Stepone real-time PCR R %5 K4 M Hrai R, B-

actin S N S, s i i 46 B0 3R0OR 51 1R Stk 4, 27200
T H AR A AR R A b
1.4.4  Western—blot J7 kg I 45 21 40 i TCF-B1 K a—
SMA R ZEE O 41 40 2R 1, SR s T iR
(bicinchoninic acid, BCA )72 & 25 ¥k E | 78 28 V9 M Tk Jrig
Je o EA AR L VK, HETT PVDF 655 45 T 301, 78 4 °Crk
FEIIEE —H0(1:5 000 74 B ) i 7% , TBST (Tris Buffered
Saline, with Tween—20)%E PVDF i 3 ¥k, i FIRZGIEE —
L 2 h(1:5 000 # %), TBST 3t PVDF fii 3 ¥k, kA6,
5 GER IR AR F, B-actin A2, F Quantity one
ARG MR A IR B
15 %itsam

K HH SPSS 16.0 AT S22 00, Se Bds =ik H
BIE + bR (x £5) Fm , R R 220007 Z A BdE
LAz, 2R A P P LR B Bonferroni 15, KB 7K #E @=0.05,

2.1 R feimin ey BT

JEAREE % 04 AT 4 40 i S AN R = A0 | M Bk T i
W, Iroeress MO , AP W & 2~3 L BES
TSI BT ERE AL, 55 3 AURET HERE AN S pie ¢
WIRPIEE ARG AEA AR O 255 R e
BRI 1 R

A PIEEFIBHE
IR A IAE S e DO YL 5 R WIBE F FHPE (A ) F
MMAEAATE (B) 755 AN A 4Rr L (100 % )

1 GRIEEMAUEMMENERE
Fig.1 Identification of rabbit bile duct fibroblasts

B. I IPITE

22 BRI TR T 6] T R I R AN T FRAE R

NF A9 A {84 0.331 £ 0.002, MF 24 A {54 0.533 + 0.005,
MF+DEX 0.02 41 A {8}y 0.487 = 0.003, MF+DEX 0.1 41 A {H
4 0.434 + 0.004, MF+DEX 0.5 21 A {H} 0.381 + 0.004, & .
RIZ 20000, 22 7 A et 228 L (F=417.100, P=0.000) ; MF
I A {E%E NF (19 A {f 55 (P=0.000) , MF B4 A [l JE I DEX
2 A % MF 4 A {HAK (39 P=0.000,DEX 0.02~0.50 mg/mL),
e 2 pR,



BERERKZEFIR 2018 £5 43 55 1 81 ( Journal of Chongqing Medical University 2018.Vol.43 No.1 )

0.6

JET AL AL TE KT (A s )

0.0

< > 5
Q‘y QSQQ 6\9
: N N
DEX (HIZEKHA) ,a /R85 MF(BBS HE 8 A 2T 4 411 )
ZIAHEEEL, P<0.05
2 AEREHMERIATT % BBS MAEE
FCET 4 S B SR K S R R0
Fig.2 DEX effect on rabbit BBS model bile duct fibroblasts

proliferation

N

23 A&t P311 TGF-B1 & a—-SMA A EH mRNA # ik KF
M) & B M I A AN G T TRAE A

A ALANM P311 mRNA AYAIXT Rk SN Ry 224%
B, 224000 P311 mRNA XS RIBENESAGIFEE X
(F=142.624,P=0.000) ; MF 2117 P311 mRNA ik NF 411
15 (P=0.000) , MF &G ARk B2 1% DEX 41 P311 mRNA ik
A MF 41K (MF+DEX 0.02 415 MF 41t %, P=0.291, MF+
DEX 0.1 415 MF 41 He %%, P=0.013, MF+DEX 0.5 415 MF 4
&, P=0.000), W3 1,

%1 DEX Xt BBS #EIBE K T4 P311. TGF-p1 &
a-SMA EFE mRNA FXHIZM (n=4,x +5 )
Tab.1 DEX effect on BBS model fibroblasts of P311, TGF-B1

and o—SMA mRNA expression ( n=4,x +s )

4151 P311 TGF-B 1 o -SMA
NF 1.000 0+ 0.024 8 1.000 0 = 0.034 6 1.000 0  0.056 0°
MF 4146300371 2.6479+0.0485 4.0257=0.0659

MF+DEX 0.02 3.7899+0.0568 19297 +0.054 8 3.6449+0.196 4
MF+DEX 0.1 3.5661+0.148 1* 1.678 2+0.0802* 2.7129 +0.102 4*
MF+DEX 0.5 29458 +0.1654* 1.6762+0.0369* 2.3207 +0.031 2*
FAH 142.624 122.403 123.352
P A 0.000 0.000 0.000
T NF S 0E % IHAS BT 4E 40 i, MF > BBS 4551 [IH 4% i 2T 4 20 i
DEX SAHLFEKAS ; a: 5 MF 4L, P<0.05

BN TGF-P1 52 mRNA (AN A . B
T 24T, B LA TCF-B1 FEK mRNA AR RA Ry 22 5
£ Gt X (F=122.403, P=0.000) ; MF 21 TGF-P1 LA 1%
mRNA 3548 NF 46 (975 (P=0.000) , MF B4 A 7] He 2 10
DEXZ TGF-B1 £ [A mRNA F k4 MF 411 () P=0.000,

DEX 0.02~0.5 mg /mL), WL 1,

KLU a—SMA HE mRNA FUAHN Rkt BB &
FEHT, B AN a-SMA ZEP mRNA X} RA R 225
F G X (F=123.352,P=0.000) ; MF 21 f) a—SMA
mRNA F23K%8 NF 2019 5 (P=0.000) , MF 1564 7 [ ¢ J 1)
DEX 41 a—SMA &K mRNA ik MF 411K (MF+DEX 0.02
205 MF #H He#g, P=0.240 ,MF+DEX 0.1 ZH &2 MF+DEX 0.5 2H
5 MF 20 Hedz 35 P=0.000) , W& 1,

24 B TGF-B1 & a-SMA & & & ik K P 64 & &
b KA T FRAE

B LA TCF-B1 2 AR FEah . 4 s N 3 224)
Br, &4 A I TCF-B1 B X R IA M2 A Gt E X
(F=122.559,P=0.000) ; MF 411 TGF-B1 £ H #£i8% NF 4]
1 (P=0.000) , MF I & ANRIVREE Y DEX 44 TGF-B1 & 13
IK#E MF 441, DEX 9 0.02~0.5 mg/mL, %] P=0.000, a7 2 K
El3 i,

H AN a-SMA & A X 5 & . 2 R K 7 2547
Mr, #4140 o—SMA B AN ki i 22 A S r e X
(F=108.974,P=0.000) ; MF 11 a—SMA 25 R85 NF 4111
- (P=0.000),MF BRA AR DEX 4 a-SMA 3k
EXMF 41K (MF+DEX 0.1 41 &% MF+DEX 0.5 415 MF 40 [t
¥4 P=0.000, MF+DEX 0.02 215 MF 41 tb %, P=0.084) , il
2 R 3 PR,

%2 DEX I BBS #AIPEE R ST 4E4AE TGF-P1 & o-SMA EH
FRiIEHEM (n=3,x £5)
Tab.2 DEX effect on BBS model fibroblasts of TGF—1 and

o—~SMA protein expression ( n=3,x s )

2051 TGF-B 1 o -SMA
NF 0.999 6 + 0.046 3° 1.000 8 0.051 4°
MF 2.096 3 £0.029 3 3.2314+0.1160
MF+ DEX 0.02 1.781 8 + 0.040 4° 2.8753+0.078 0
MF+ DEX 0.1 15314 +0.032 5° 2.262 8 +0.059 8
MF+ DEX 0.5 1.384 0 +0.035 7° 1.940 8 +0.093 7°
F{E 122.559 108.974
P fH 0.000 0.000

T NF g 1E 3 I s 4E 40 i, MF g BBS 6 I 45 i 21 4k 41 i,
DEX AHBFEKAS; a: 5 MF 41AHHE, P<0.05

D A «

TOE-BI(T3 kD)) e —— — —
«-SMA(37 kD) | SR R, - m— —
5-acincez o) T

3 AEREMMIERFRT S BBS B AR E B 4T 440 AR
TGF-B1 & oa—-SMA & H FRIZHIZ T
Fig.3 DEX effect on BBS model fibroblasts of TGF-1 and

a—SMA protein expression
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3 3t i

P36 52 1o A AN ] A b 25 T 3 A i
IR, TATHG A PRI SO A [ R BE A i e, ZH 25
I IAIE A ) IE AR R, (E 2 SR T ME LAY B it
LRI, B AR PR AR NGE B TR Ak B R Y
BBS & Hi%

BT AL 20 M AE B s S b R 4% T
BUER, 8GN — Ty TR R R
Gy — 5 T AR a—SMA BHPE 255 1 LR £T 420
G, 43 W6 R 1) 41 S 4 5 B (extracellular matrix
ECM)EHELHLUE TR, WUSET 4t 4 i H AT BLETF 2 4
JiL V- LA ML R . —MRAE AL T, — BT 58
AL, UL 4 40 B S s £F A A S Al 2B R
S A0 S Y B, A0 R A R S ) 43 D [ B i 2>
HAUEE AT 1k SRT, W05 B 2F 4 41 A S LAY
SR ARG B RGBSR T 2 BUR  IJE B
B AEPERRIRT LT A A 2 IR R 5 2 S BBS
TE B = 250N 4R, T TGF-B1 J2 A5 IR i
IR LT A 20 B K LR ZF 2 A A P o —SMA ik i 32
BRI,

TGF-B1 J& FH b J 4 | BT 4 40 it S 3 1 48
L 25 40 YL A 1), AT 22 A 0 3 1 200 L R
TELRRE R S T HETE Al SRR T 1 2% AT
AN BT I SR SR A L (B L 7 A
BTG | WUSCET 2 20 it K 2T 2 40 it P Y TGF-B1
Fik B E B ERE TCR-B1 53 3 SO 2T 4k
YA LR ZT 2 4 L M M & Fesiad Rk
ol BEVE I TGF-B1 445 i s R A4 i ALk F
21 M oL B 4 A K AR LA DR T B 43, AT I ok
BAEYEROR , TEIE SORR IR R S A, TGF-
B1 JE e B 4AMI ] 757, TGF-B1 F2m it 5 H:
AR ZAA TRR [ TRRII \TRRI &S S IE W E AW
P45 Smad2/Smad3 Smad4 . Smad6/Smad7 %5 5 117
I TGF-B1/Smads 155 1% 38 i A AR, 1038 B%
Al A AT I O R R B RS T RS G o
TERAE PR L  TGF-B1  TBR I \TRRII .Smad4
% TGF-B1/Smads i [ 1) 2L R 7035 B B 44 55, 2
/I TGF-B1/Smads {7 5 1% 538 FEAE R B MR B S
BBS JE Ui A b A R E AR S, SRR D 2

IR LT 4E 40 b TCF—B1/Smads 18 I A F2 35 2 H
HNAYT IR ) B 2R i — 12 ARSI A5 R
1E. BBS BRI ARAS R AE A h  TCF-B1 Y IBEL
TEH IR LT 440 A TGR-B1 1R B W i 1
(P<0.05) , &7~ TGF-B1 fFIHIE IR &5 ) BBS JE
IR R T AR

P311(neuronal regeneration related protein, NREP)
LD A T NS ) 2 BE DR ST (932 R - AR A
il % (ubiquitin/proteasome pathway ) 14 45 & {7 /&
PEST 38 (1 4~ & I 2R AT 2L | 750 28 IR I 225
TR 2 10 D2 IERRA LT ), %A R E TR 5 20
MLy B A A A B AR ], R TA
TGF-B1 it TGF-B1/Smads 15 514 518 % 7E R4S
T IR S BBS JE o B vh R 4 OCHEVE T, i 4 F
Smad i (55 IE W4T, Smads 7EFE Stk 5
17 R AR A A T IR, TE R R T 4
2 %% e P311 L TGF-B1 & a—-SMA 3Kk
W B3R, H P311 7 B IR R ZH SR 2T 4k 4
L K JUU ST 24 200 L v e SR AT R A0 i
P311/TGF-B1/a—SMA 38 % 75 I8 4538 A= PR IRE 1Y B
B R AT RE A HE E BRI, A PR Hr Y
WAR/R P311 B[R AE BBS 5 JIH A5 1 £F 4 41 i S
TNF—ou A2b ) JELA FRC 2T 248 4 0 v 1) 92 38 24 1) Jd 18
5, 87K P311 JEFTE BBS JE it B bl i K #4 E
BRI,

i FERAN S R PO B BB IMR , A
SRAYHLR AP SFE T, HRE PR ZERARAT
MHIIR LT AE L0 LS 58 S0 R BIRIE i, H
P AT B 5145 TCF-B1/Smads 15555 518 2N
FA IR ARSI R AT 45 R AR s H ZEK AL
A RETE 1 % 4 BBS AHAS LT 4E 40 Y TGF-B1/Smads
i S 1 AU i | 245 4 21 20 K R F (connective
tissue growth factor, CTGF) 5% 10 S 4L A fR E S 5Kk
1 #8858 i L X (phosphatase and  tensin
homolog deleted on chromosome 10, PTEN) [ ¥ #1)
il JIEL SRR ) 2 -2 A, R A e R4 1 A LA 3R -
13 (interleukin—-13) 0 A0 HEAE AT G AT TGF-B1/
Smads JH # 0 F X IH A IR (0B )2, AR S
2R R T U Y M ZEOK FABE T I BBS A AU JIH
B REAFHEAN MY (DEX 0.1~0.5 mg/mL, P<0.05)P311
TGF-B1.a-SMA H:[H mRNA K85 ARG A, i
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il BBS RN AT 4E 20 ] (DEX 0.02~0.5 mg/mL,
P<0.05) P38 58, Hovk B sy Sl 4 R (DEX
0.02~0.5 mg/mL) . 7% DEX 4 BBS JE A9 /E M
MLk 2 — AT B8 5B X MF 1 P311/TGF-B1/a—SMA
AR O,

ZE bk BBS HAY 2T 2 41 i 384 5¢ 4% NF 41
OB e Z 4 P311 TGF-B1 .a—SMA F:[A]
mRNA K28 1 BT A 255 NF 4B i i 38R
P311/TGF-B1/a—SMA i }#7F BBS JE Wi 2 ] g
RAEFEZAER M DEX i BBS JERUAAE P 2
—n[ g5 X MF H P311/TGF-B1/a—SMA i ()
A K

2 % X M
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