— 716 — BERERKZFIR 2019 £5 44 55 6 H5 ( Journal of Chongging Medical University 2019.Vol.44 No.6 )

SEREWESE
Wnt/ B —catenin/TCF—4 {5 Sl W livin 5
A8 5 S AR A 8 Tovp I ESE

FRE VKR F ,@ER,AEH, % )
(FEIREERF R B oS — BEBEmb R /MR FEPE 400010)

DOI:10.13406/j.cnki.cyxb.002021

[ ZE)B8Y .U EIRAIN R 786-0 A1 Wnt/B—catenin/TCF—4 il [ 5 livin BYC R , R Wnt/B-catenin/TCF—4 3 & 1E B 5
A AT OLE L T AN AR EE S5 S A F G 7860 2N, CCK—8 HA A I 4% 2 240 R 1 5 Uit 2 200 B AR A6 ) 4% 26 40
M T RS ; 96 E it PCR A B—catenin ,\ TCF—4 , caspase—3 M livin % 5% /K45 1k ; Western blot %0l B—catenin , caspase—3
livin FR 1RO, G55 . BEMWRSEF R RSN, A0MLE ) BEAIS , 2700200 5 & (P=0.000) . 130455 i e Bl | 25 -
W EE i A0M PR T B AN, 25 wmol/L ZH .50 pwmol/L ZH A 100 wmol/L ZH JH 12243 51147 (32.07 = 1.01)% . (40.03 £ 1.95)%H
(72.33 + 0.02) % , 5 %5 BAH T3 25 SAETE G2 7 3L (P=0.000, P=0.002,, P=0.000) , Real—time PCR %53 .75 , B—catenin ,TCF—-4
N livin AR A K38 2 TR 3(P=0.002, P=0.000, P=0.000) , T} caspase—3 HHXT# A0 i - FHa3 (P=0.001), Western blot
AT RTE 25 wmol/L 2 .50 wmol/L ZH A1 100 wmol/L ZHH B—catenin AHXF ik 14354 0.568 + 0.020(P=0.001) ,0.396 + 0.030
(P=0.000) .0.142 + 0.038 (P=0.000) ; livin A%} k84351 4 0.139 +0.016 (P=0.005) .0.050 + 0.006 (P=0.000) .0.011 +0.001 (P=
0.000) ; 11} caspase—3 FHXF KT 0.278 + 0.035(P=0.046) .0.396 + 0.071(P=0.000) .0.518 = 0.015(P=0.000) , L& ; W[5
FA R EIE AT B-catenin/TCF-4 FEA# 1] BEF 2L livin FYFESEAMHIHT caspase—3 FeIR AT Lo, JE 1175 5 B An i gs 1=,
[ 34837 | Wnt/B—catenin/TCF—4 3@ % ; livin; 786-0 4L ; 400 IR T ; WL 2637 ; 59
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Role of the Wnt/B—catenin/TCF-4 signaling pathway in the regulation of livin

expression in proliferation and apoptosis of renal cancer cells
Lei Yusheng,Zhang Junyong, Tian Guanqiang,Hu Zili,Liu Chuan
(Department of Urinary Surgery,The Second Affiliated Hospital of Chongging Medical University)
[ Abstract]Objective : To investigate the relationship between the Wnt/B—catenin/TCF—4 pathway and livin expression in human renal
cancer cell line 786-0,and to explore the apoptosis regulation mechanism of this pathway. Methods .786-0 cells were treated with
different concentrations of indomethacin. Cell viability was then determined by CCK-8 assay. Flow cytometry was used to determine
apoptosis change. The transcriptional changes of B—catenin, TCF-4, caspase—3,and livin were measured by quantitative real-time
PCR, while the expression levels of B-catenin,caspase—3,and livin were measured by Western blot. Results . With the increase in the
concentration of indomethacin,the cell viability decreased in a dose-response manner(P=0.000). Flow cytometry showed that the
apoptosis rate increased with the increase in the concentration of indomethacin. The apoptosis rates of the 25 pwmol/L group,50 pmol/L
group ,and 100 wmol/L group were (32.07 +1.01)%, (40.03 = 1.95)% ,and (72.33 £ 0.02)% ,respectively,all showing significant
differences compared with those of the control group (P=0.000,0.002,and 0.000, respectively ). Real-time PCR showed that the
relative expression levels of B—catenin, TCF-4,and livin decreased significantly (P=0.002,0.000,and 0.000, respectively ) , while
the level of caspase—3 increased significantly (P=0.001). Western blot revealed that,in the 25 pwmol/L group,50 pmol/L group,and
100 wmol/L. group, the relative expression levels of B—catenin were 0.568 +0.020(P=0.001),0.396 + 0.030(P=0.000) ,and 0.142 +
0.038 (P=0.000) ,respectively;the levels of livin were 0.139 +0.016(P=0.005),0.050 + 0.006 (P=0.000) ,and 0.011 + 0.001 (P=0.000) ,re—
spectively;and the levels of caspase—3 were 0.278 +0.035(P=0.046),0.396 + 0.071 (P=0.000) ,and 0.518 + 0.015(P=0.000),

respectively. Conclusion ; Indomethacin—mediated degradation
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of B—catenin/TCF-4 in renal cancer cells may lead to the tran—
scriptional repression of livin and the up-regulation of caspase—
3 expression, thereby inducing apoptosis of renal cancer cells.
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Livin J& & -9 #l % 1 (inhibitors of apoptosis
proteins , IAPs ) Z 5 il 51 2 — , FE1E % AN )
ANFRIk  HAE—SE R a0 B e R ELR A R
TR WFIT L I Tivin /5638 5 b yed A e 04 2 P
A G AH BT livin 78 B8 b i 2k L] A B
B, Livin 54 TAP ZO08 A 54 Y BIR H1 RING 45
SERIER, HPHHE S5 H RE 5 2 R A Wi £ 1 (caspase)
4545, BHLIE caspase 7EA0MLJE T $hAT 8 A UTER )
AE , P AR T R BTG & B, livin
S AT TR T caspase—3 ik ml i & it
i 96 A LT RO S A L R T R AT AGE
livin 5 HZ R 5 survivin —FE | 75 S 87 X -
1476/-1470 f£7E TCF-4 WZ55 05, BIS 1Al 5
TCF-4 #5465 , IMTfil & livin IR AR,

Wnt/B—catenin/TCF-4 {551 5 7E 20 L 731k (3
FEANG T A A B B b DL R e A R 28 | bR A=
225 B AR v Y i T SRR AR 2 R A
JEL Y T AR AL e R S 1, B
catenin J& Wnt #FFHVIXA 1, 05 TCF B
G, AT R S AR DGR BRI B M, HEG, A
T F U Wnt/B—catenin S H A FE P 41 ¢ —mye
COX-2 VEGF Il c— Met %5 7E 5 & A= K J P i1 1
FH LM Wt 38 5% 5 livin 78598 TH ) 5C R I8 K W4k
TEW, NG| SE 7 — i 22 M AE HS AR ST 24 (non—
steroidal anti—inflammatory drugs,NSAIDs), #f5%#
HED NSAIDs HUE Y T ZHLHI 45 COX-2 H
PEFFEARA B, Wnt/B-catenin 38 2 COX-
2 AR EALT , FE 8% % NSAIDs $ ik 45 b el
FIE D F AR I, PRI A S 63 g feft FH A MR s e
FE T Wnt/B—catenin/TCF—4 3 02| WEE 40 it 7
T-HY e A, IR LSl B4R Wnt/B—catenin/TCF-
4 3 livin E R

1 #EFAZE

1.1 224 AR
N 75 A g 4 i 7860, W T+ i v R R 2 B 2

ML RPMI 1640 21 F2 B IG 4R LT (fetal bovine serum,
FBS) I H 2E[E Gibeo A, W|ME3E (indomethacin) 2
VR AR R A F P CCK =8 35 & T 35 [ Sigma
o] GRS T35 [E BD Al ; B—Catenin , Caspase—3Fl1
livin —HU4 I FIE[E CST A F],

1.2 FB7k

12,1 AUERESE AN 10% 86 4 135 9 RPMI1640 41
JREFRIE T 37 °C,5% CO, S A s, 4 2~3 d
HAE 1R,

1.2.2 CCK-8 EFMAHAAAE % HUERARES RAFHY 786-
0 40, B B ANk T 2 1 % 10° ~/ml, LIAFFL 100 wl
BRI T 96 FLART . T 37 °C,5% CO, SE3-46 P& 24 h 5
T, AW SE S A2k B2 4350 25,50 100 pmol/L, Jf:
BT AN AL FIAS S Al ry 2 4L, K 96 FLARES A
REFRAET Y ISR 12 24 148 h 5 BUR B30, AL A
10 pL CCK-8 V&, THERAE NAKEIFE 4 h, FHEGAR0OI 2
1E 450 nm AR SERE(E

123 HaAnfa O AT OSBRI, B
F 6 FLARhEE TR RRANAA: KR E] 0%l & fF A LR ik
T FE | Ik S5 7 AR SR 1 3% 24 h, USE T 4, AR 4E Annexin
V-PE/ 7-AAD 3 3R S v B, U =X 40 M4 A ) 7860 4
MIPAT . DAIAVSIESE SR EE O wmol/L 4 g Xt HBZL . LA PE
F 7T-AAD FENAERSHUR L K Al 53 4 4K, Q, XL AL
WAL (Annexin V-PE~/7-AAD+) ;Q, X . SRAEaL 4 71
W14 L (Annexin V-PE+/7-AAD+);Q; X : L1018 - 41 g
(Annexin V-PE+/7-AAD-);Q, X : 1% 40} (Annexin V-PE-/
7-AAD-),

1.2.4 2Ot PCRAGI mRNA ik WS w55 o 4h 1
24 h J5 19 786-0 A, H TRIzol AN RNA , 30355 55k
cDNA, LIHMMMR EAT PCR KN, FrR Py 385 1 Wk 1,
PLAIR B—actin SN2, 43 BRI 454141 B—catenin \ TCF—
4 caspase-3 M livin mRNA J3R35, PCR ¥ 345544 .94 <C
AV 4 min, 94 °CAEFE 20 5,60 CiE Kk 30 5,72 CHEfH 30 s,
LAFIR 35 YK, 72 CRAMMES . RO S @ bniith < 1t
O CTH,

1.2.5 Western blot K3l &5 3235 IREEM| e 3E A HE S 11
AN, AR 0 B R AR A IR R B (1, B 50 pg AUMIER (1
PEU, 10953 B B 43 caspase—3 livin N ZHE 1, 8%
I3 B B B—catenin £ [, 38 £ 2 T BEACK B W8 11 4%
2] PVDF K 1, 5% B 4= 0 B i = R AT 2 h, i A

#1 PCRII#F3%

B FliEea1(5°-3") THTHI(5T-3") PHERE (bp)
{3 —catenin CGTTTGGCTGAACCATCACA CCTGGTCCTCGTCATTTAGCA 127
livin GGGACCCGTGGGAAGAAC GGCACTTTCAGACTGGACCTC 110
caspase—3 AGAACTGGACTGTGGCATTGAG GCACAAAGCGACTGGATGAA 165
TCF-4 GTCTGGGCTCAGGGTATGG CAGGTCAGGGGAAGTCGC 167
B —actin TGACGTGGACATCCGCAAAG CTGGAAGGTGGACAGCGAGG 205
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B B-catenin(1:1 000) ,caspase—3(1:1 000) livin(1:500)
4 CHFF R, YCH 28 PBST Peidk 3 Ui A L Ed i — 40
(1:2 000), S IFE 1.5 h, TBST V¥ 4 5 ECL ¥E47 i
5, LabworksTM Analysis Software 3450 HAHXT I
13 sitgadr

K SPSS 18.0 FAFHATA R0 o Hdfa R HIIAEL « b
W2 (x x5 ) FoR  BAER] UECR SRR R D7 227007, T4 1
R post=hoc LSD—t #5698 /K #E =0.05,

2.1 vk EF A B 786-0 R E A

BT AR E], 7E 25 pumol/L |WESEET-F 12~24 h &, 40
Jf B R T, 48 h S AHMLTE Ty ik (1), CCK-8
ST R N [ o | e 36 S A B AT ML F5 A0 ML ) ) R
ZHHH S REEAIC, LMW S v B oy | 20 LT B I, ANTRI VR B2
ZH )G W 5. 2% 57 (F=578.407 , P=0.000) , A [ [v) 41 L 3% 1 77
TS24 5 (F=148.373, P=0.000) , ZH [A] I 1] &5 6 52 HAE
JH(F=63.657,P=0.000) . % i [ s5i b, ZH ] LU R ) LSD—t £
55, Z555R A Bonferroni KZ1E, 12 h BHANMEYG 145 4L IRIFEAE
GiiTeF 25 (F=14.617,P=0.000) ,50 pwmol/L ZHFl 100 wmol/L
2 55X IR AT LSD— K36, 2 18] 22 5 Se il 2% 28 L (P=
0.007,P=0.000), 24 h B ANAEIE ))& ARG T2 22 5 (1=

B. 25 wmol/L M| &1 12

A XTRRA
: ‘,ﬂ}d T

T & %5

D. 25 pumol/L, W45 3 7l 48 h
1 BRI TMEE 25 ymol/L BIkEFFH 12~48h 5
)b

605.959,P=0.000),25 pmol/L. 21 50 pmol/L. ZHFI 100 pwmol/L
25X PR AT LSD— k38, 4 [R] 25 S A Se it 24 L (P=
0.001,P=0.000,P=0.000) .48 h I} 4 i i% /1% Lh e 77 AE B35 2%
5t (F=1342.454,P=0.000) , 75 Ab 4] 5 X} AL HEAT 1.SD— 41
()25 S Bed T2 L (P=0.000) H I 1 FN3 2 255 7524 h
B AT 2 31) 0 S P ORG24 h R R SRR A AN

F2 AEIREBIMSEEST 786-0 4AE J1 82200

(A&, x+s,n=5)
el 12h 24 h 48 h
X HEEH 1.487+0.082  1.568+0.041  1.667 0.021
25 pmol/L 41 14160070  1.473+0.025°  1.209 +0.032"

1.322 £0.042*  1.020 £ 0.041™  0.820 + 0.038"
1.158 £ 0.120"  0.746 £ 0.031""  0.485 £ 0.031™*

50 pmol/L 4
100 pmol/L 21
T 2 Fyyy=578.407 , Py y=0.000; Fy1y=148.373 , Py 1y =0.000; Fyysy it =
63.657 , Payy i =0.000 5 5% AL LA, a . P=0.007 ;b P=0.000;
¢:P=0.001; 5 25 pmol/L 41 H#5 : d: P=0.000; 55 50 wmol/L 28 HL5 »
e:P=0.006;f: P=0.000

22 wIwREFEF B 786-0 ML

e S T, X IR ZH 786-0 4 B0 1E Q, LR
P, AL JE T (4.0 £ 0.37) % , AU A B i 1 Q, IR
W, R EFE T A A i AR D (<1%) . BEE Ik SEF
PRI, Q, F1 Qy RV TN M LB HE I, 25 pumol/L
ZHPHT# 9 (32.07 £1.01)%, 1l 50 wmol/L F1100 wmol/L
F AR Q, ZR KR HP Aty s 0T 9 T 200 M 50 e 14 T o i P i, 9
T2 510 (40.03 + 1.95)%A1(72.33 £ 0.02)% , X R 5 &%
2 25 F I TEAE G832 5 L (P=0.000, P=0.002, P=0.000)
(K 2),
2.3 RAZE PCR &M mRNA £A 4R

M5 W 55 9% 151 24 h J& ,real -time PCR %% % /R B -
catenin ,TCF—4 F livin ) mRNA AHX 22k K F I 2Rk
M caspase—3 mRNA AHXTRIA R IR F AR 3), B-
catenin mRNA FEIRTE K AL RIfFE G225 57 (F=13.536, P=
0.002),25 pmol/L #H .50 wmol/L ZH 100 wmol/L £H 5 %} B 2H
HEAT LSD—¢ Aarar, 21 1) 2 5 A 4 it2% 5 L (P=0.026, P=0.003,
P=0.000), TCF-4 mRNA Fik45 M MAFES #4255 (F=
28.920,P=0.000),25 pmol/L 21 .50 wmol/L 41,100 pmol/L £

% 3 Real-time PCR #illl& 4 B —catenin.livin.caspase-3.TCF-4 # X RAKTE (x +5,n=3)

215 3 —catenin TCF-4 caspase—3 livin
X HRZH 0.122 +0.026 0.016 + 0.002 0.047 £ 0.013 0.137 +0.010
25 wmol/L 4 0.087 = 0.011° 0.013 = 0.002" 0.090 = 0.076° 0.109 + 0.014¢
50 wmol/L 4 0.067 = 0.011" 0.008 = 0.002" 0.138 + 0.0367 0.078 +0.012™
100 wmol/L #H 0.042 = 0.009" 0.005 % 0.001% 0.161 +0.018* 0.056 +0.011"
FAY 13.536 28.920 16.872 27.321
P 0.002 0.000 0.001 0.000
S5 I AL, a: P=0.0265b: P=0.003;¢: P=0.000;d : P=0.030; e: P=0.042;f: P=0.001; g: P=0.020; 5 25 W mol/L £ H.%Z :h: P=0.009;i: P=0.000;

j:P=0.025;k: P=0.003;m:P=0.011;n:P=0.001;5 50 wmol/L 41 H.4%:0: P=0.006
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. - * |Statistics: a , * [Statistics:1_002 .
10 o 1_001 Faih Statistics:1_001 L 10 — 1_002 P2 tatistics: 1
Populations YeParent Populations YeParent
= @Al Events HHH# ..All Events m z#g/f
£ e 8r3-Q1 1.05% o A Qz 28.69%
= : 8r3-Q2 e = :;3—83 3129
= 5 < or3-Q3 0.32% el P3-Q4 6725%
§ 2 8r3-Q4 94.59% §
S S
~ ~
P3-Q3 N P3-03
10 10° 10° 10° 1% 10" 10? 10 10"
593/40[561]-Annexin V PE 593/40[561|-Annexin V PE
A. WFREZH B. 25 pmol/L 41
10 ps_g1 1.003 . * [Statistics:1_003 . 10° ps_o1 1,004 page [Feies100¢
Populations %Parent g Populations %Parent
All Events HitiH § r @All Events HHHH
S .. e 68.47% T 4 or 38
< e 99.99% b ’ e r2 fos7%
i ® P3-Q1 0.40% = ¥ @r3-Q1 o w;
E o 02 36.649% < a4 ® 1302 i
mol0 ® -3 450% g 10 LS ® P3-Q3 o
g OP3-04 58.46% =3 0 P3-Q4 09%
3 S
S 10 o
= A
, P3Qd P3-Q3
100 PEEREES e 1010“ 10" 10 10° 104
10° 10! 107 R 10 593/40[561]-Annexin PE
593/40[561]-Annexin PE
C. 50 pmol/L 4 D. 100 pmol/L 21
B2 AR &R E A T
L X IREHIEAT LSD— A, IR 22 57 A Ge it L (P=0.030, »
P=0.000,P=0.000), Caspase—3 mRNA FEREHIBIIEAE 51t
2p 755 (F=16.872,P=0.000),25 pmol/L 4 .50 wmol/L £ .
100 pmol/L £H 5% FRZH 4T LSD—t K U | 48] 25 A Si 2% B—catenin
= X (P=0.042,P=0.001,P=0.000), Livin mRNA 2¢ik%% 4[]
ARG F 2 5 (F=27.321,P=0.000),25 wmol/L ZH .50 wmol/L
1,100 pmol/L 21 5%t BELHHEAT LSD—¢ Ky , 20 1] 2% 5345 ¢ fivin
2 X (P=0.020, P=0.000, P=0.000) , &% H W 15| 36 3 m]
A L JI ] B—catenin/TCF—4, 12 caspase-3 BRI, I T Caspase3
4] livin TEAHILA T ORGSR IA
2.4  Western blot 4 & & &k 4R
A P B3 45 SR 0 o X BB 4 livin 2 3R A K B - B-actin

catenin Fll caspase—3 £ [ 3T (51 . PERA NS SE LR BERG N,
caspase—3 FEIRIZWI T, M B—catenin A livin (2 1315 2
FHREAR(E 3,7 4), B-catenin FEAFBS G255+
(F=204.163,P=0.000),25 pmol/L. Z .50 pmol/L 21 100 pwmol/L
25X IR AT LSD— K 38, 41 18] 25 S A Se i 2 & X (P=
0.001,P=0.000,P=0.000) . Livin & [1 355K 41 A/F G52
R (F=120828,P=0.000),25 pmol/L 41 .50 pmol/L 2,100 pmol/L
20 5% BRZAUEA T LSD— A, 2l Rl 22 A i 2= 5 L (P=0.005,
P=0.000, P=0.000) , Caspase-3 1 [1 ik & A [BAFTE SR T2 25
(F=33.546,P=0.000) ,25 pmol/L 41 50 pmol/L 41 100 pmol/L
2H 5T IRLH AT LSD— k3, 41 [R] 25 S A S it 2 L (P=
0.046, P=0.000, P=0.000) , 33 45 5 W W5 Wk 56 1] ia oL 417
il Wt 3%, B Livin S HMYFA, 3% 5 PCR T4 R —3,

3 WIksEETFHE B-catenin.livin,caspase-3 & H HE ik E
R4 HHELIEF B-catenin.livin,caspase-3 HHxF Rk K FIEL

(x+s,n=3)

2415 3—catenin livin caspase—3

X B ZH 0.683+0.023  0.177+0.017  0.198 +0.021
25 pmol/L 41 0.568 +0.020"  0.139+0.016°  0.278 = 0.035"
50 pmol/L 4 0.396 +0.030  0.050 + 0.006™  0.396 = 0.071"
100 pmol/L 1 0.142 £0.038" 0.011 +0.001™  0.518 + 0.015™
FAY 204.163 120.828 33.546

Pl 0.000 0.000 0.000

SR FEEL 2. P=0.001 5 b : P=0.000; ¢ : P=0.005;d ; P=0.046; 5

25 wmol/L ZH HL#5 s e: P=0.000;f: P=0.009; 5 50 wmol/L ZH HL55¢ - g P=
0.000;h:P=0.004;i.P=0.007
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I IR, FEINAE AP ] Wnt/B—catenin/TCF—4 38 1% 1] 5
3 3 i A livin BYFIA R HE B AR T

PR T B B Tivin 75 40 M 08 T b BAy SCHEE
M, Z25ZMARFBEFIAMM T, Livin 75 1E 5 5
NHAL PP ARIS ABTERE ™ B g 5
I 2L BRSNS A e Rk
PEAGE , B livin ZER 0 BB 4IRS
i IEE 1 A RV R, A v e A X A T 2 ) )
SR AT, livin T 2878 B IR ZH 4 Mg 4n
L 2R PP RGN 3] L o U Divin P JEEHE 0R ORR 2
FRLXEAS R A2 ] TR dn 28 A 2k AR TT 25 ) E R
I A AR, TR AR PR R o e h  BE
livin &2 L FEAZ IR 7] DLl i caspase—3 &A% i &
] P 240 M M B A L TR X S S B T
livin 7EAIAE I T-HEHTH A0 FEAE M, XT livin AOBFSR
AT REN B L PR YT ITRERT UL A

Wit {553 B AE MR A Ak & e i) 2L 2
— 2l o TS B —catenin/TCF 25 9410 il 21 g 93
[ BAEHFICH Wil/B—catenin 5 2B RS HOALIL
PESOT PEHE T B R A A0 ae BE RS A, [R) I, v B
T Wnt 388 % 4 e I A 107) S s 1 B A8 25 i PR
FRAE T SE A MR AR | B 22 B LA TR T R B G
PG 3 R N EYE Wnt H5H07 A9 D) g
AN B-catenin At FEHUE 5 WK & LR Kk e 1)
FHOGRS, G380 AFFEARIE Wt 0 R 5 1(WIF1)7E
BRI 2R h B R0K 2 R R AR,
FER I Wt 15556 3 575 S EUY TCF-4 593 5344
A AT LS o 3R O T A A Sk A o g
JE XL 5T 5RE T Wnt/B—catenin/TCF—4 i & 1F
B R A RSP B EAER] . {H H T livin 55 Wat/
B—catenin/TCF—4 38 [ 1Y 5C R Wi ATEAE . Wang 0
i T 7F Wnt/B-catenin {5538 i, 38 12 075 ¢
HEKF B-catenin A] LA ZE 3G A0 livin J5 215k,
JF HHIE W] LIgE TCF % 5 Pk 28 28 44 (dominant
negative TCF,dnTCF) TBHIKT, Yuan SECHEXTAlifaz 1)
5T B &AL AE (Wnt/B —catenin 1 B 0E 7] ) Ab PR
I 95 20 O AR AS49 1 103H J5 & 3, £FBf B—catenin
FEIRIG SR Vivin 5 SETE G 0, DA A 7 il 98 40 i v
Wnt/B —catenin/TCF 5“5 38 [ Al 2 P4 % livin [ &
ik, B2 B0 I Livin 76 H S 2 X5 -
1476/-1470 71 TCF-4 455000, PHE | TCF-47]
5 livin 254, AT fih & livin F6R5 092810, AR 4E ik

T Wt {55 18 B M 00 b o T A0 2 Ak
FIMASRHT AR 25 (gl 26 ) | DRH BLA S5 A 1 o)
B—catenin ZIAFITHL B-catenin/TCF & & WF5 541G
PERYIIRER, HEHIE M5l et COX-2 R
PEHLH D] Wnt/B—catenin {5 5-£ 5 JFIA itk
PLRIAER & A B AR DT R 25 B g V6 b ml e B
AL XM Nagaraj SFCHFEHMFFT 7R T 05|k
A I IR T AR B VR, O IR B R
JEAN A DR T AR AN B—catenin BT VH2 H TR
W SEE TR NURAT 245 A b 1 SR ZhAVE T . Zheng 455
5T B, | 3EE n] el i Wnt/B—catenin IEAEH
TR X B2 AR Y79 A 3 7 175 S LR T
Ok 22 B BIESE 7 | W5l 36 S A AR AT IR
YR

TEAHIEGE 8 2 fift T IMIEAAE g g 5 = 93
FE AN 2R 7860 4l e & P, PRl B-catenin , TCF-4
FRIOVFEAR, T livin $25% 7 R caspase-3 5%
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