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[ E]BR.HEERESHMBERTEEG LK RAITE R M (hepatic stellate cells, HSC) ARl 18 (hedgehog, Hh )15 518 ##%
£E4E % 3 [ F -1 (glioma—associated oncogene homolog—1,Gli1)#1 Wnt {5 5@ I 25 H T p-EHE H (B—catenin) FIEHHLH
T ik VU F R 30 RIETEDR sprague—dawley (SD) K H4 3 4, 514 FEHAK R  BOKAGE  A4 E Lk 3 5 Ul
TS HITE 2 RBBR R (HPLC )KL I 7 P AR A ARSME SRR HSC, 4320 8 4. 25 4 ARRULE  Hh 58 H3m Hisn
20 FAA Hh #BEMHI 3R A  Hh @ BEEh A Hh BB H 3R E BORIRA . BESHEM, RARHWAT
100 ng/mL B RED)G , SFEFA FTHIEZY T 24 h, MTT 40 HSC HRE M, RT-PCR ¥:481 Glil mRNA F1 B~catenin
mRNA &3k, Western blot RAREFRIHEAM Glil A B-catenin BAFRK, GR . 5 OA LK, BEEELH KR HSC 9 Glil,
B-catenin ) mRNA FIZE [H %A 8 BT (35 P=0.000), SHAIA K, Hh @HMH T BRSHMBE I TREERASH
M3E 5 Hh 8 BB FEEF G, Glil . B-catenin # mRNA T2 (135559 B MK (25 P=0.000) ; BOKAIGE & 2510 3 T FUR ,
Glil mRNA F18& A B 8 MK (P=0.000, P=0.007) , B—catenin mRNA 4 [ 35180 B % (39 P=0.000) ; Hh E B SFI TS,
Glil ,B—catenin ) mRNA I HR LK BHE (1Y P=0.000), 5 Hh @ BBEIF 4 B, FEAR & 25 00E TH1 Hh @ B8EhH
405 , Glil . B—catenin [f] mRNA #1785 (1358 BIER (3 P=0.000), 453t . FAR S 25 IS A8 0 T RB EiE S5 K B HSC
1 Glil Wik, 25 Hh (5 S5EBEME HSC Gk 515458, JaeE A Glil BMRIXT T8 Wnt /55808 E T B-catenin
BIFRIL , M HSC V& fb 55158, AT i FF£F 44k,
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[ Abstract JObjective . To explore the mechanism of Ezhu—containing serum inhibiting the expression of glioma—associated oncogene
homolog—1(Glil, the nuclear transcription factor of hedgehog signaling pathway) and B—catenin(the core factor of wnt signaling path~
way) in hepatic stellate cells(HSC) stimulated by leptin. Methods : Thirty sprague—dawley (SD) rats were randomLy divided into 3
groups (n=10),which were treated with Ezhu-decoction,colchicine and physiological saline by gavage for 10 d in order to prepare
drug—containing serums. The method of high performance liquid chromatography (HPLC) was used to detect the composition of Ezhu
in serum. The HSC during the exponential growth phase were divided into 8 groups:blank control group,model group,hedgehog path—
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e h B EAASACERS A A ERER BT clopamine group , hedgehog pathway agonost(pumorphamine )

ALY, group, Ezhu and purmorphamine group, colchicine group. HSC
BIEVEE . ¥ L, Email: caowenfud316@163.com, were cultured in vitro and stimulated with 100 ng/mL leptin(ex~
BETE:BR 4 KHEALTHH A (%% .81573860), cept for the blank control group),then were treated separately
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the expressions of Glil and B-catenin were determined by PT-PCR, Western blot and immunofluorescence , respectively. Results:
Compared with those of blank control group,the expressions of Glil mRNA and Glil proteins and B~—catenin mRNA and B-catenin
proteins were obviously increased after stimulating the HSC of rats by leptin(All P=0.000). Compared with those of model group,the
expressions of Glil mRNA and Glil proteins and B-catenin mRNA and B-catenin proteins were decreased obviously (All P=0.000)
after being interfered by Hh pathway(cyclopamine) and ezhu—containing serum. Compared with the medel group,using ezhu—contain—
ing serum to interfere the Hh pathway inhibitors group can make the expression of Glil mRNA and Glil proteins and B—catenin mRNA
and B-catenin proteins decreased obviously (All P=0.000). Compared with those of the model group, after being interfered by colchi~
cines, the expressions of Glil mRNA and Glil proteins were decreased obviously (P=0.000,P=0.007),and B-catenin mRNA and
B-catenin proteins were decreased obviously (All P=0.000). Compared with those of model group,the expressions of Glil mRNA and
Glil proteins and B-catenin mRNA and B-catenin proteins were increased obviously (All P=0.000) after adding Hh pathway ago-
nist { purmorphamine ). Compared with those of purmorphamine group,the expressions of Glil mRNA and Glil proteins and B~catenin
mRNA and B-catenin proteins decreased obviously (All P=0.000) after using ezhu—containing serum to interfere the purmorphamine
group. Conclusion ; Ezhu—containing serum plays an important part in inhibition of HSC activation and increment by taking part in
hedgehog signaling pathway to regulate the expression of Glil. Ezhu—containing serum could inhibit the expression of B—catenin (the
key factor of Wnt signaling pathway) by regulating the expression of Glil in leptin—indu;:ed HSC, thus inhibiting liver fibrosis.

[Key words ]ezhu —containing serum;hepatic stellate cell;hedgehog signaling pathway;glioma—associated oncogene homolog—1;Wnt

signaling pathway ; B—catenin

FFEF-4E4L (hepatic fibrosis, HF ) 2 & MEUREHE &
KRIBATESUE RIE E RN, BB TR R
R B AL R 2 B Ber S FR B R, HEE
YR T AR 40 B (hepatic stellate cells, HSC) FIYE
165 e | 3 B0 40 M 5b 2 i (extracellular matrix,
ECM)4: . TR, 3 DU, P 4R fbAEsE A
JFEALZ BT, PSR , B AT, M%) HSC MTE{iL 5%
H,ESHEATRFALLHEMESY, fB
(hedgehog, Hh) {5 538 B 7 # BIG S PR b &
A R R B YIAHSE  Hh 558 BT S HSC BITETER,
AAEBIFREY], Wnt {55 1% HSC BUE FEFFEE
71, ARBEFFEF AL K RS, 1B Hh {5 S BB Wnt /5
SEMETA B REFEMEXEMR
R,

B 817 E A XS AP b IR T R L Z B A
MY, E i, RRA BB 4L
THERERER N, PEIRHT R4
BIARASRAIL , 385 1 I AL S IR AE 3A BI YT I
SR EERRED, HARMENESRE MR
2y, BT JEAR LB 23, B BE IS RIA T
Frerdefb LRI BRI gy, B BRI TR AT
FFEF AL ERIPTRBGE M /D, ALELEN W
R B 24 I 38 X9 8 R 1S AL B9 K B, HSC 3478 B¢ Hh,
Wnt {5 5@ B A FHHER % E T-1(glioma-as-

sociated oncogene homolog-1,Glil) .B-ZEHEH (B-
catenin ) FIA KW IITAEEILE HSC  Hh S
EEES Wnt 55 B ER R, DL R AWM H X
R HSC 1E AL P bt A4 44k T REAUVE RIRLE, 4
I R AR IGTT FFET A 3R (BRI

1 HRERHE

1.1 %

1.1.1 SLHEHY  SPF 4% sprague-dawley(SD) KB 30 B, &
FRE 190~220 g, HERERI LI Y .04, 3his
AJHES : SYXK (#7)2012-0001,, ABFFA-&1EEFrtERAISEL
BRIV IEZ B ST E MBI,

112 LB KEFERFARHEBEXREMNKERBE
ZEBEHARHRR,

113 ZEZAY EAMBEKERKEHRE KBRS
B (ERERHWARAF L™, #S 141201), AFEKE
HERER MRS B, KU 5 SRR
A RETRE A B (R Z5UES H53021369, 555 B1420002334,
25 0.5 mg/ ),

114 FEEAF G/ FHETRS(LEEMN, 585 R29
J6S1,34% 20 mg) ; FARBEN B8 5 (¥ UEM, 45 P22D5R1,
A 20 mg) ; B (PeproTech 2\ 7] , 575 400-21-1000, $i4%
200 pg) ; Hh i@ B& 3 ) 5 ( Cyclopamine , Selleck 2+ &) , 1% 5
S3042, M4 10 mg) ; Hh 18 B3 sh 77 (Punnorphamine,Selieck
AH), 515 81146, H48 5 mg) ; BRI Glil ZFLBEHA (Santa
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CruzA &), H55 sc-20687, HL#% 200 pg/mL) ; EHL B, B~catenin
Z DR (Santa Cruz A F], 58 sc-1496, 3% 200 pg/mL) ;
Cy3 Wit W EHR C(BZREW AT, H5 A0516, 3
¥ 0.1 mL);FITC #REILEH/ DR IeC(B=REWA R, 55
A0568, HL#% 0.1 mL) ; Hypersil ODS2 A%k (K& FH4%, &
5 E2117074, #£5 10643) ; SRS BORMEGIEL (B A 558
LC-20A) ; 3% % F3X 7 £ (TOYOBO 2 ) ) ; PCR Y. ( Applied
Biosy Stems) ; % B2 & H 43 #7 4 (BECKMAN DU640);SDS-
PAGE BRIRF & (B REYAH); BBEHE B HME (B
2 CXX41, Olympus ) ; CO, 4 L9 48 (Thermo ) ; B TYE &
(AIRTECH) ; HH-W600 B R/K B (VLA SREBFIEE
PR,

12 Fi

121 FHMBERE FTARMIERAHNERN 250 mg/kg,
H Y5 NERT REREITE RRE RA S KBAR
BRYCY 6.25, BHA M, SD KFMEARRER 1.562 5 gkg, LA
W ARFEEAEA R, HRENER 2.4 55500+ &R
B ARLRREENE 625 gke AAREERR, 125 AR
KRR A E A E 200 mL, HI18 625 mg/mL 3
ARG E BOKNBR RSk 7, EBRE R 0.1 mgke,
SPF % SD KRS A 3 (4 10 R) . mHH FARH,
BOKNIBEA, & 4E33AH N B B VR B 40 3 F A 3K (R
KRR BORMLBE B E , 8K 1 mL/100 g 45%5,1 ¥K/d, %
% 10d, 85 1 KET 2 h GERKESTBREE, THAGT
L RER ML, MREE T 4 CHRAERRGBL (3 000 /min, 10
min ), W Ifl 78 28 /K ¥ K3 (56 °C,30 min),0.22 pm HEEFT
I B mE , B T-80 CrkATH RS,

122 EXRBABEKEEHPLO)NSHMEFERE AR
EEERD  BUSZHIMIE 200 wL, A 300 pL ZHETEE
B, BB 1 min, B0 (13 000 r/min)15 min, B FIEW, 1% &
% . Hypersil ODS2 34 (4.6 mm x 250 mm,5 um, KZEF
FHE) ;1R 25 C, WM 2 I -1% Z B K (63:37), & .
1.0 mL/min, B K : 214 nm; HHEE 20 pL,

123 HMFHSLEME BERRSRTF AFHEHEE
KR HSC 4020 8 41 .25 H4H AV Hh @ BSR4
AR Hh 8 E I+ A  Hh @ B 834  Hh E B%
BEhFl+ AR A BOKMUBRA , 25 AL T& 10%% 5 RIE
£} RPMI1640 3555  BEAI A 245 F & 100 ng/mL BEH 10%
25 F BUM 7 A9 RPMI1640 35375 ; Hh B M A R A B F &
20 wmol/L, Hh & BMHIF L 100 ng/mL B & K 10%%5 5 B
9 RPMI1640 535 IR A BT 10%HAR S MBM
100 ng/mL & F K RPMI1640 £ 55 3E ; Hh 8 B0 Hl 570+ 3R
HEFE 20 pmol/L Hh HEEEIHIF] | 109 A & 25 M1 &
100 ng/mL %% B &) RPMI1640 35355 Hh BB RA S T
2 1 pmol/L Hh & BEELBI7 100 ng/mL B E K 10%% H R
L5 A9 RPMI1640 #5572 ; Hh @ B M A+ EARAL T
1 pwmoVL Hh BB EI7 . 10%3 A F 25 1M K& 100 ng/mL

5 £ 1) RPMI1640 35552 UK BA L T& 10%8K KN,
EHHMFE 100 ng/mL EE K RPMI1640 355, SAHM
ZHRIZY TS, 185 T 37 C.5% CO, B+ ,24 h [FIK
£E4IM,

124 MTT 3R HSC MEEHE  XTHE KK HSC #%
1x10° /~/mL BeFF 96 FLR , BFL 100 L, 43 8 41,4540 6
PRI, BIRES 10%5E4 M7F K RPMI1640 $55EF &
37 °C.5% CO, SEFRMNIEH , 24 h J5F LI, SHMAMRN M
1 RANMERIEFR, 24 h 5T HILAHMA 0.5% MTT BR
20 pL,4 h J5F L1E, HFA 150 pL DMSO, B K K
EIRY 10 min, 4 H SBR{UE 490 nm B A E &L
%Yt (absorbance , AYH,,

1.2.5 RT-PCR #l HSC P Glil mRNA B -catenin mRNA
#3&  HSC 4% 5.0x10° M/mL ## T 6 FLAR, 87 2 mL,
A 2 70%~80%m A BT, R FFIESFE W HAMMA
THEREA 24 h BRI, REAIHE RNA; FBRE
HIE AN E RNA S B R AR, # RT-PCR A& WA B
PEATIEEE A PCR R0, PCR &40 .94 CHIASHE 5
min,95 CAYE 30 5,57 CiB X 30 5,72 CEM 30 5,32 ME
3, BE 72 CEEA# 10 min, RNEEHRGE PCR =9 15 pLF
193 BERESE I L AT Bk 53 # . SR Flour-S BUEANS3HTEK
HISE A {H, LKSEEF L GAPDH fEAS X IR, Glil 1 B-
catenin ZLF F TSI H EBETAY T EAERA
AE(FE L),

1 Giil. p-catenin SRS EE3 | MAETIR MK/
Tab.1 Primer sequences and product sizes

HE 5| ¥IFF5Y K
/IM(bp)
Glil k¥ 5°-GCCCCCGCTACCACCTTG-3’ 315
T 5'-CCAGGCAGAGACCCCAGTAAGAC-3’
B-catenin E{##: 5’-TTGCGGGAACAGGGTGCG-3’ 111
Fi#: 5'-GCCCTCCACGAACTGCTGCT-3’
GAPDH L. 5’'-GGTGCCGAGTACGTGGTGC-3" 782

Ti##: 5°-CCCAGCATCGAAGGTAGAGGT-3’

1.2.6 Western-blot B HSC N Glil . B-catenin 7K [ ik
&ML HSC Ry 3R L R 2 AR 1.2.5, AEONER
ZYRWER YA, R A BCA I B AWE . SPIBEAR
BT 50 mg _EAE, 1T 109%SDS-PAGE B33k 4388 4677 , S5/, &f
A, TBS-T ¥Ei&, 43 F Glil 34K (1:1 000), B—catenin FiiK
(1:1 000)4 CRMIRE , ¥, “HERTHE 1 h, %K%,
ECL R85 , B F 17, Quantity One ZKAFFHEER, L
GAPDH # 35 /K e8NS 8B, 18 Glil/GAPDH, B-catenin/
GAPDH N EREANZLR,

127 S ER N HSC B Glil  B-catenin  H F54E
7 BB KH HSC M TR/ DR 6 flir
KR BN A SR 125, WESMBREE , 5 HFEW,PBS
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¥k 3 min x 3 K, 4% R FEZIREZE 15 min,PBS ¥ 3 min x
3 %,4 C.0.1% Triton-X $TFL 30 min,0.5% BSA &, —
P (1:50)4 CBELIH, SEXT B PBS WE LK, PBS ¥
3 min x 3 ¥, M 40,37 CHEEF 1 h,DAPI(1:100) %
BRI 10 min, SOEE AIHE A RAEBHERE HH, B
BUA J #9383 Image~ProPlus6.0 34118 A 1,
1.3 %t ® o

BHER A SPSS 19.0 Giitik#r, iR SEELAE +
PR (x x5 ) B/, FERRRM LB RAREE 24
BT ; LM P G L3 % A Student—Newman—Keuls & 36 #474¢
THEEMT. BBIKHE a=0.05,

2 % B

2.1 HPLC EHESHER
BRI E RN B EER BAERAILIERY
BIE 43 5R 4.7 min 9.7 min, A S MFHCIEEESX
SN R EN A MR ER AN EIEE, 2HMm
WA M EEEAFE R B atELE R B B b fiikee (E1),

uV

S22 sass2 88

-1

00 |
00 1.0 20 30 40 50 60 7.0 80 9.0 100 11.0 12.0 13.0 140 15.0 16.017.018.0 19.0 min

A ZER BABB A EE B ERSH MK
C. I ;1. FRE 2. H#AE

H1 AR BRERAHNRRZASHLER
ZH AR HPLC B
Fig.1 HPLC chromatograms of hybrid reference substance,
ezhu drug-containing serumand normal saline serum

22 RAASWhFN HSC B HH

s A, BRI A EB B35 (P=0.000), SHR
SAE LG, Hh 8 B IR AR A Hh E B 5+ AR 4
A {2 5 A (157 P=0.000) , BR/K AIBRALAY A 1400 B KR A%
(P=0.012) , Hh B &34 A E I B8 (P=0.000), 5
Hh i BB ah A A Mt , Hh BB sh 7+ 3R A B
R (P=0.007), L3 2,

Fz2 BAREBMEWERFLH HSC WA IA(x £ 5,n=6)
Tab.2 Effects of Ezhu-containing serum on HSC proliferation
stimulated by leptin(x + s,n=6)

4157 A& AfE
=H - 0.474 £ 0.043
R 100 ng/mL 0.629 £ 0.033¢
Hhi Hm#i57) 20 pmol/L 0.533 £ 0.013°
- BR . 6.25 glkg 0.508 + 0.025¢
HhiBBMHIH + A 20 pmol/14+6.25 gkg  0.486 £ 0.027°
Hh i BE8sh 1 wmol/L 0.714 + 0.059°
Hh ERE#EDA + AR 1 pwmol/L+6.25 gkg  0.657 + 0.031¢
i 0.1 mg/kg 0.576 = 0.028"
F& 37.804
P 0.000

Hia, S5 BHANE,P<001;b: SERIH HE ,P<005;c: SR
LB, P<0.01;d: SEBhFRIHEE,P<0.01

23 E K4 % btk & HSC ¥ Glil mRNA.B—catenin
mBNA & ik #3%h

52 qH b, BRI Glil mRNA #1 B-catenin mRNA
B ERE (3 P=0.000) , SHEAIA HAr, Hh B RS IWHIF A 38
AR Hh & BEMHF+FRARH BOKMBEA GlilmRNA 1 B-
catenin mRNA B 8 F&{ (7 P=0.000) , Hh @ B3 3h74H Glil
mRNA F1 B—catenin mRNA B B.3¥ %55 (35 P=0.000), 5 Hh 1§
BRSO L3R, Hh i B Eh 7+ AR 4 GlitmRNA 1 B-
catenin mRNA B} 8 F&{i (39 P=0.000), 1.3 3,

#£3 BAREFHMHIAR HSC B Glit mRNA,B-catenin mRNA F5XHIM(x + 5,n=5)
Tab.3 Effects of Ezhu—containing serum on expression of Glit mRNA and B-catenin mRNA in HSC(x + 5,n=5)

245 /b=y Glil mRNA B ~cateninmRNA
=H ' - 0.454 £ 0.010 0.351 £ 0.005
L 100 ng/mlL 0.804 + 0.013 0.669 = 0.016*
Hhi@ BRI 20 pmol/L 0.552 +0.019° 0.586 + 0.008"
HFA 6.25 glkg 0.517 £ 0.015° 0.472 = 0.007*
Hhi@ B + A 20 pmol/L+6.25 g/kg 0.401 £0.012 0.372 £ 0.007*
Hh i@ B 3h 1 pmol/L 1.004 £ 0.036 0.696 + 0.011"
Hh @R + A 1 pmol/L+6.25 glkg 0.702 + 0.010° 0.556 + 0.008°
BoKALBE 0.1 mg/kg 0.505 + 0.008" 0.541 £ 0.012>
Fi§ 687.974 848.223
PHE 0.000 0.000

:a, 5 EAMHEE,P<0.01;b: SHEBIE HE, P<0.01;c: S¥EIFIHHB,P<0.01
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2.4 Western—blot A& 3k K425 e i 3+ X & HSC F Glil
% & A= B-catenin & & &KX 69 %R

Has A e, BRI Glil 8 [H Al B—catenin 2 [ Fik
B (2.1 %5 (34 P=0.000) , S#AYLH Lk, Hh 5@ B il snl2e 3K
A4  Hh 8@ Bl 7+ AR Glil HH A B-catenin & H
FILH BRI (2 P=0.000) , BOKALIBRLL Glil ZE A1 B—catenin
[ #35W BFER (P=0.007,P=0.000) , Hh i B sh I 41Glil
FE H N B—catenin 25 [ 5B 3% &5 (3 P=0.000) . 5 Hh i@
BN 2H e %, Hh 3@ BRI sh i+ 38R 41 2k B B R AIR (3
P=0.000) (& 2,/ 3,5 4),

A B C D E F G H

Glil - - c— — - D — w—

A A B AR ; C. Hh @B (5] D. 38R ; E. Hh i B i 7]
+ AR F. Hh 3@ BRI 3077 ; G. Hh BBl + 3R ; H. BoKAlimk
2 FRIFAMFN KR HSC # Glit EEAIKW

Fig.2 Effects of Ezhu—containing serum on expression of Gli1
protein in HSC

A B C D E F G H

B—catenin - i i o i et

GAPDH e e cass ey s> caas aams s>

A. %3 14 B. BERUZH 5 C. Hb S8 BN 5 D. 3R E. Hh 3 B0 i 57
+ 38R ; F. Hh B #3307 ; G. Hh @ BE3ahm + 38R ; H. BoKAlss

B3 #FARESZHMFX KR HSC H B-catenin EHAIRIE

Fig.3 Effects of Ezhu-containing serum on expression of

B —catenin protein in HSC
2.5 RARLFAMNEARSH b Fs XA 2RI Clil,
B—catenin & & & iA #) %R
ML BISERRIC Glil FH, SR EVOEHRIC B-catenin 2K

M., S2AAM L, HEI4H N Hh @88 sh 4+ Glil .-
catenin 7E HSC U RRHIR K Mk rp 52 B 3Rk, DO RS T
AT UL B R LT B VOGRS, SRR R, Hh i
FEAM IR AL AL Hh 38 5% 40 11 770+ 3 AR 4L Bk Al B
Glil ,B-catenin A BIRTS . 5 Hh @K L L, Hh
W I s R+ 3R A Glil .B—catenin F ik Bk, K 4.,
Kl 5 PR,

F4 HERESHMFR KR HSC F Gli1.B-catenin FERIZHIHM(x +5,n=5)

Tab.4 Effects of Ezhu—containing serum on expression of Gli1 protein and B—catenin protein in HSC(x + s,n=5)

2151 brilNie Glil&E B —catenin &[]
ZH - 0.197 + 0.007 0.746 + 0.038
B 100 ng/mL 1.401 + 0.047* 1.902 +0.011*
Hhi B4 il 5 20 wmol/L 1.096 + 0.054" 1.640 + 0.030"
HA 6.25 glkg 1.005 + 0.037" 1.522 +0.017"
Hhi@ Bl + A 20 umol/L+6.25 g/kg 0.307 +0.012" 0.742 +0.031"
Hh & B #sh 1 pmol/L 1.709 + 0.053" 1.985 + 0.043"
Hh 3E BB + A 1 wmol/L+6.25 g/kg 1.320 + 0.044¢ 1.724 + 0.027°
ROk ALBE 0.1 mg/kg 1.327 + 0.044" 1.755 + 0.040"
F{8 855.337 1207.769
PfE 0.000 0.000

52 M A, P<0.01;b: SHEEIL AL, P< 0.01;0: SHEIRIL4 HA, P<0.01

50 pm

A ZSH4A B. &AL

C. Hh 3g g&4 il 77 D. AL

50 pm

E. Hh JE M7 + AL F. Hh i@ i3 sh il 4L

G. Hh @ a7 + IARH

H. Bk AlmsiE

4 FEAEZIE HSC # Glit BB DRI (400 )

Fig.4 Immunofluorescence expression of Gli1 in different groups of HSC ( 400 x )
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A2 B. BRI

E. Hh 8 il 7 + R4

F. Hh 38 B sl 4

G. Hh i f i sh il + R4

C.. Hh 38 B3 il 71 21 D. #ARH

H. BKNlARLR

E5 AREARHE HSC & B —catenin BSE ek FiL (400 x )
Fig.5 Immunofluorescence expression of B —catenin in different groups of HSC( 400 x )

3 3 i

JFET A 2 4% B 18 Pk AT 4 0 8 oA T RSE A
WL B, A1 S TG 5 3 e T T A m] LASESE B 1k
FHEEAL B K Az . HSC & HHEH 238 518 52 1% G B 4
A, REAFEFHEALIY ECM 74 i Z2 FTTRR B 2R IR
B, OV LG TE R AT A ) B PRk, 9
HSC HYE AL S 38T DU T 4R i ZE R

BRI RTEF dEf 2 R A FE 7 I
S P R S RO 2 21 BUfd i e %= 3 T
ZA,JE AR ZUE, AR 2R M,
“PREE” R ASREUHE LS R, FL F T8 AR e,
e A 3 BRI FohFH G 7 T 56 I A A SRR | I T 4
P ML ELAE B B, A ik — 20 K R ] i ST R b oK
HOH T SRR TR R B, RTELF e fb &
AR EEEN IR A R R R R, 1R
SRS AL AR . AR, XTI Ak
B LGRR FHS 5SSOI EF 4 Ak 7 F 5T
B2, xR # T B3R BT £F 4 A A H 9 iF
FE L, FRIE R T MRE, BER I ALY 4K
WS FITH AL , S PR L RIS LA 24
AN M PURTE DUR DUBE L SF I,

BACHETE R, 3R F B RS W Z R
KPR, ZE R AT B 84y e
TIRE PR MR IMLARSF 2 E 25 B4R 0, IR L) 32
RTFRTT IR AR s IR SRR, AR &I
(AR BA U PO DUR PR RS

YEH , HEE B R AR R B i FE
4, 2010 AERRCH L 25 80 B 1 AR BEAE R 3R
AR BT IFE AR, R, RSB E R E
FERBE XTI HPLC ARSI A & 25 & &tk
RPN, FARATHMBE P EAEARFTER S EE
2R EE, R SF IR ST MBERBEE
S S BRFEAR 253K, T2 O AR S A SO o
025 11 Ak T W AT 308 1 I YR B 2% B I A A RE K A
YER ., BRI R 25 25 J5 B LS & A AR B A
JE G TER N BLAEAE M 50, BRI 3 24
PReAT R HE 251075 T 11 HSC KW ARG THT
LFAEALEIHLE]

Hh {5538 8% Wnt {5 5B BEE AT IR A &
M2 Ul B AERIR R B U 5 00 T 40 g 1
SRR EEAE A, FFHSZ 40 Hh 55 %
PTG, 2 5L RN SRR HSC 35, ILARET 4k
A S A B, Gli 2 FYE R Hh 38 B A s A% 5%
P45 1, fE HSC 306 o B2 s R mf b Gl 2
— P B SR BTE I T, H SOOE Hh o S
FIbREY, AR, Wnt {5 53850 Hh (5538
BT (S 510, Hh 5% 5% R F AR08 Wit {5558 5%
FRHF RIS Hh (55835 Wnt 558 g4t
[ 2 598 W P SUR G518 Z i #21Y7, B—catenin 224
B Wit (5 SRR RS 506, HoAr e iR
Fe g AR LR Wt 38 JEA% B0E O L EARE, £
B Wt {558 #2305 HSC 25 P 4L v e
1, Ge 55°Ng i RNA T4l HSC-T6 4 p-
catenin [ K5, BT LA g 3] HSC-T6 4 it
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HysE R, (R A T SR M R R UL, ISR
HSC #,Hh 1 Wnt {5 5B B8 7T SR 7E M RIVEAT , B
FHREF Glil #1 B—catenin HIFE AT BEFTE—EW
KA EFRRHIFA R HRE, ZALBHRERE
7, A Hh @B R s T 505 , Glil Rix A,
B-catenin FRIXHAHNL T8, i Hh 8BS R 130
B, Glil £ik F18,B-catenin A WEEZ b
W, MIAESHIMBE B, HS Hh 8RR &
AR R 7 R S,

ASLIGEER B R RERIEL HSC IELFeas

Hh 38 B dI5  3RAR & 25 M 3E BRI A B
IR B HSC B35, Hh @EBEMHI AR A S ET
T, o1 B E HSC K38 R 3AR S Hh @K
MHIFIRE PR I 5 1L B9 HSC, B E M Hh MK
FFNYE FBn] 55 IS L HSC, B FEA T8
EHELK) HSC, B/~ Glil,B—catenin Fik B B/,
VEBAZE AR RITEALIR S HSC H BB AR BT,
FARME Hh & B R E T Glil RiXG, BBAX
BHAL Hh 55 @ B T U BRE MR, Wnt 558
BAEN Hh {5 S @B A T WA, BEE Hh (5538
BRI, B—catenin KW, N T Wnt {5
B B BOE , B, HEMIZEIE ALY HSC H Glil 5
B—catenin AIREAFTEIE MR KR AR AT BB E A T
BEESIHILE HSC  Glil FiX, 25 Hh 5%
M El HSC M54k, I8 T8 Glil BBk
T8 Wnt 8 # < 8EHF Bcatenin B F 3K LI
HSC BIEAL, WD ECM 89724 | RIEHUIF4 4
fLHYER

Hh 38 #%#0 il 37] ( Cyclopamine ) X Hh rﬁ%ﬁ%
ELA R R HI/E e, 425058 H 3 AR R oKL
WAL R 5 A VEH s Cyclopamine ELAA BMF
P, BR & T B e KR, BRI AL F L5
BB, BOKAIBEAR BB L , G B kB IR 3
MAEZRGRE MBRFEERE MRRERNEFSESL
D5, e R _E N 2 BIMR KRR S, EARRMRIGST
RFEF 24 FERELL 3 R 2y, Thaksr R B
SR el , AL B R AR SR
#137 Cyclopamine A8 LLAOZRN , Sl BRI FH ARG
S IFAF AR UL T B REE .
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