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PCDHI10 & i3 T Wnt/-catenin {5518 & il % & 1 & B 8 40 Ao U 38 58
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(HZE] HMY SR8 H-10 (procadherin-10, PCDHI0 ) J& A 2 7538 i 1745 Wnt/B-catenin
o3 A ] 22 R R A L 3 A S AR SE ML . ik SRR B I, Yo 25 44K pcDNA3. 1
( +)TP53 JiukiFl pcDNA3. 1( + ) PCDHIO Jokr 3 il %% G 28 N\ 22 J VB i Jed 40 i KM3 Zi il rp . sS850 0
RN R A5 ARARLE B Y dH . K RT-PCR Fll Western blot £ iil] 3 20 40 it PCDHI10 £ [K ) %3k, RT-
PCR #:K [Rl e B 1 LiC1(0.5.10 .15 .20 pmol/mL) kb3f KM3 41 48 h 5 B-catenin (935, YEK LiCl
PR AR B A VE T 3 Al . W CCK-8 SLAS I AN B 34 5 B8 7 o >R FH Ot =X 4 A SRS 0 240 ol 8] 441
JETRE R ' 3R Bl B DR G T 2R 495 43 B PCDHI0 5% YL s f %k KM3 4 s LEF/TCF JE R (52, 5258
Y5 & PCR(qRT-PCR) F1 Western blot £l B-cateninc-Myc . Cyclindl &K mRNA | 5 [ 7K & B-catenin
E AT N ZE, FPETSEMEE PCDHIO0 X B-catenin BHEAI IS, 859 PCDHI0 JLpH 4% Yy
JETEAME R RIS AR Rak . CCK-8 il 45 2R & PR YL 2 A M iy 15 i e I 324 (P <0.05) , i =X 4l
LSRG I 35 SR Sk s e G 28 240 if S 00 BV T G 30 L 389 3 48 BB AR (P < 0. 05) 5 20 51 3. il % 1% 43 T b
PCDHI10 & Z 44| LEF/TCF 3£ 3G (P <0.05) ; qRT-PCR F1 Western blot %% 5 i 715 , %4 YL 45 41 ffa v
B-catenin  c-Myc  Cyclindl FIkH] B FEAKL (P <0.05) , 40 iEAZ N B-catenin (2R 1IN FE B 18 A 5 SR
DI RN 5 YL 2l M MIAZ Y B-catenin 2GR IS5 . RT-PCR K&l & BH 20 pumol/mL 1 LiCl iy KM3 4ff
Mo fd B A AE Wk B2, 28 LiClL b 3 A e, S50 B 4L 25 2R R i b &, % Y% 4 20 o 134 4 R &
B-catenin .c-Myc  Cyclindl FYRIAWAZ N HH (P <0.05) . &5 PCDHIO KL G KM3 4 fg i 3
BE , HALHI T RE £ 225 U8 LEF/TCF & [H 6 4 S A ] B-catenin AZ 4L A 56

[ R8I ] 5K E H-10; Wnt/ B-catenin {5538 % ; 2 & VR F- 48 ; A i M 50
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PCDH10 inhibits cell proliferation of multiple myeloma through down-regulating

Wnt/ 3-catenin signaling

Xu Yonghui', Chen Jianbin', Yuan Haiting', Yang Zesong”, Li Zhen’, Li Ying®, Tang Weixue’, Huang Zonggan'
('Departments of Hematology, ’Laboratory of Hematology, *Central Laboratory, the First Affiliated Hospital of
Chongqing Medical University, Chongging, 400016, China)

[ Abstract | Objective To explore whether the effect of procadherin-10 (PCDHI10) on inhibiting cell
proliferation is related with Wnt signaling in multiple myeloma ( MM ) and the underlying mechanism.
Methods Human MM cell line KM3 was stably transfected with pcDNA3. 1 ( + ) or pcDNA3. 1( +)
PCDH10 by lipofectamine2000. The expression of PCDH10 gene was confirmed by RT-PCR and Western
blottig. Different concentrations (0, 5,10,15 wmol/mL and 20 pmol/mL) of LiCl was used to treat KM3 cells
for 48 h, and then RT-PCR was adopted to determine the proper concentration of LiCl. CCK-8 assay was
applied to examine the cell proliferation. Dual luciferase reporter assay was performed to assess the activity of
LEF/TCF gene. Cell cycle was analyzed by flow cytometry. The expression of relative genes was detected by
qPCR and Western blotting. Results  The expression of PCDH10 gene was obviously increased after
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transfection. It was observed that the proper concentration of LiCl was 20 wmol/mL. PCDH10 over-expression

highly inhibited the cell proliferation, even when the cells were treated with LiCl (P <0.05). Dual luciferase

reporter assay showed that the activity of LEF/TCF gene was significantly impaired by PCDHI0 forced
expression (P <0.05). Flow cytometry revealed that PCDHI10 arrested cell cycle in G, phase (P <0.05),
and the cells treated with LiCl showed the same trend (P <0.05). In addition, the expression of c-Myc and

Cyclind1l were down-regulated at both mRNA and protein levels. The mRNA expression of B-catenin was not

blocked evidently, buy the protein expression and nuclear accumulation of B-catenin were inhibited obviously

even when the KM3 cells were treated with LiCl (P < 0.05). Conclusion

PCDHI10 can inhibit cell

proliferation through inhibiting Wnt/-catenin signaling in MM.
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procadherin-10; Wnt/B-catenin signaling; multiple myeloma; cell proliferation

Supported by the Key Project of Medical Research of Chongging Municipal Health Bureau (2011-1-032) and the Project of Medical Scientific Research of
Chongqing (2010-2-108). Corresponding author: Chen Jianbin, E-mail: cqchenjianbin2007@ 126. com

% % Ve #6988 (multiple myeloma, MM ) 2 3% 28 iy
A S R IR, DAY B B 40 3 L T S ILAE L 2
B A Rk I J% e S5 AR A Oy I IR 3R
B, H 5 3R S L3 g P 5 2 R R
24 CUNBIA Af oK 7R R R e ) i i FH A7 7 58 S T4
MRS A HOR B R s s, i T HE &
TR 24545 B LA, MM ATk A i 52 43 A R v kg
PRI, 7538 V17528 MM 4 53— &R HIL T SR DGR T 24
Yo

JRAERLEE 19-10 ( procadherin-10, PCDH10) £:[H K
PAEHT IR IE SE ), I 82 ISR 8 A%, &
2 5 AR 1) 240 B =2 TR 4 S P 1 R B 90 4 S
21 =2 1) 4 AR R R 22 B S B A AL S5 B
FER B PCDHI0 KA 7E B 9 FLIRIE | JB5 D Jes L Ak L2 97
R 8 N R 25 o vh 81 DR 2l v B R AL S 3O
FWHALVCER ™ . EABFI KB PCDHIO 36 T4y
PEAG Rk R BUE B EARRR T o A IR A
WBt5E & B, PCDHI0 7 MM R R H: 5 2 H 34k
MPCER , T2 E MM f 38 5 42 28 K i A T8 i, 25 H
FEALE REA 40 P 3 A GRS A R AL
41 ,PCDHGC3 .PCDHs £ PCDH-P 34 4 5 §E¥E R (A %
R OL , HA 2 L] 5 Wt/ B-catenin {5 5 18 % A
7 Wt/ B-catenin {5 538 [ (49 5 0BG T2 &
55 Z2 0 ol A PR 00 1G5 A2 28 R 24 S A AT o, O
TE MM BSR4 R SR R v e 1 T B AR Y
SR, PCDHI0 215 38 1 P8 % Wnt/ B-catenin {5 5 i %
] MM 20O 5E AN AE . PRI, AR SE 56 R AR B 1A
Bk F2k PODHIO0 JE i 545 PCDHIO JEIH
i MM 48Harh P LR, Jo PCDHI0 B[S 76 MM 1
Il RIS K300 I 1 FH S AR AR

1 #R5FE

L1 2&XA5ME
NZ RNV B R A M bR KM3 4 iy b2 — %

w

BT

&R 27 AR B8 B I v A 2% it 2 452 B . peDNA3. 1
( +)TP53 Jii ki A1 pcDNA3. 1-PCDHI0 Jii k7 i & s
SR A B i 2 #E B . pTOPflash . pFOPflash , pRL-
SV40 Jii k7 ( Millipore 23 ®] ), RPMI1640 ., fifi 4F ML 3
(Gibco /A H]) ; DNA Marker500 ., Go-Taq DNA 2 4 i
(I 1 78 /% 7] ) ; Lipofectamine2000 ( Invitrogen 2%
) ; CCK-8 5] & ( Sigma 23 7] ) ; TRIzol \ PCR 127 &
S PCR 5| %) (TaKaRa 23] ) ; BCA 257 & . 25 11 24 i
W SDS-PAG BE G & (] = KA ) 5 Brkz 4 st
7 £ (Omega /A 7] ) B-actin, B-catenin Cyclindl 577 [
YA (Cell Signaling Technology 7\ %)) 5 c-Myc, TBP #.
SLRE BT AR (Abcam 24 W) 5 1l BT AR 9EO6 = BT
(Proteintech 24 F]) o BRI G ZR iz 15 5 R A 3
& (Promega 2\ w]) , 81 8 9% UG (R IREEE] A
A 5 A AL 37 CER G FRA o
1.2 mRdd e 3 4 B 0% AR AR

KM3 2 il bk T RPMI1640 $%5% (& 10% FBS) ,5%
CO,.37 C AR T R 7, O E50 40 i 3k 47 52
Yo SCESY RN HRA A5 AR RN Y HR TR
J& , 218 Lipofectamine2000 1 HH 46525 5k pcDNA3. 1
( +)TP53 Flf5iHi pcDNA3. 1-PCDHI10 43 5|%% A KM3
firh, FYe 72 h J5, 1] G418 ik ke e k.
1.3 LiCl s f R E 0 b ik

4 KM3 4 it FH G I 7% 9 RPMI1640 [7] 20 {6 3% 5%
12 b 5 IR RV 1Y LiC1(0.5.10 15 % 20 wmol/mL)
il KM3 4iififg,48 h J5 RT-PCR il B-catenin Y71k,
JFREHL LiCl S A MR FE . J5 2 52 5 vh 24 R FH I vk
JE 53 AL BT RE 2 | 25 2R S e Y 2 i K3 4 i
1.4  PT-PCR, qRT-PCR # #| B-catenin, c-Myc &

Cyclindl & B mRNA By £k

Fie i TRIzol 157 & Ui F P2 B RNA | -2 f i i
SR B UL s RNA 10354 5% il ¢cDNA, ] RT-PCR
U5 PCDHI0 J B-catenin [t 3 ik, qRT-PCR il &
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B-catenin Cyclindl } c¢-Myc i) mRNA ik, qRT-PCR
P B NARZE N 10 WL, RN AR 95 C FiAs
2 min, 1 PMEF;95 CAM: 30 5,60 CiE k 30 5,72 C
HEAH 30 558 35 NI A5 72 C ZEfH 3 min, RT-
PCR " ¥4R Ry 12.5 pL, O 2600 1, Z )5 F=
HEATBRNEWEEE R LI (2% ) o RT-PCR 252 [ Quantity
One M35 K AR 5 #5247 48 53 11, qRT-PCR
ZE S H Bio-Rad CFX Manager 3.0 &4 15 H 3L R %
NS T . MOCEER S ISR 1,

®1 HXEESIMEFTISKN

FEH S1HFFI(5'—3") FEMIRE (bp)
PCDHI0 7 : ACTGCTATCAGGTTGCCTG 219
7 : GTCTGTCAACTAGATAGCTG
B-catenin 97 : TGGTGACAGGGAAGACATCA 108
7 : CCATAGTGAAGGCGAACTGC
c-Myc | 3% : GAGACAGATCAGCAACAACCGA 227
T : CTGCTTGGACGGACAGGATG
Cyclindl i : TTCGTTGCCCTCTGTGCCA 196
T : GAAGCGTGTGAGGCGGTAGTAG
B-actin {7 : CCACGAACTACCTTCAACTCC 132

% : GTGATCTCCTTCTGCATCCTGT

1.5 Western blot 4| B-catenin,c-Myc.Cyclindl & &
o9 R A
HRCAN () b 3L 2H o B8 A R 0 440 e, 42 BEUEV 2R 1R
o NoA% A AR IO U P R B A i 45 1 S BCA
A U B iR BT I 20 R IBCR AR 1 A A A B
AT AL, SDS-PAGE HLJK4r B 2K 11,250 mA fH 5%
JEE, MR A 2 11 A9 O3 o 0 B A ) R BT 5%
BSA g 8] 2 h, in A —$¢ (PCDHIO 1:1 200,
B-catenin 1: 800, c-Myc 1:5 000, Cyclindl 1:800 . B-actin
1:2 000, TBP 1:5 000) ,4 CE T AL
(1:2000) ,37 ‘CH#FE 90 min K¢ ECL & 523 5) 0 N
TERE L RS R R . 45 R A Fusion 34450 #7 .
1.6 M HEBMERRE £ %40 PCDHIO A B 5
LEF/TCF A H &% %
W 3 AT IS 1640 Bife k457 3 h J5 , &
L 40 it 1 Lipofectamine 2000 %% 4t pTOPFlash &Y
pFOPFlash il pRL-SVA40, 4 A~ il it 41 46 % 3 A~ AL
L pRL-SVA0 {EFE il Y ORI N X IR 48 h J5 3T
PEGER B P R G0 & U W A3 454, 5 B I o%
A IS A 5 S 2
1.7 #mA el CCK-8 4 %) 4l 4m it J&) A7 | 28 e
¥EIaAE )
WAk 3 4140, 4 B Hk 1 x 10° 4>, PBS i vk 3
i, FH 70% ()oK SR E S s, F it =X 20 A SCR: D 20

JHLJE A, Cell Quest FAFFEAT 73 M. K 40 M 42 7 3] 96
FLAR, A —BE IR 4510 23 3l 45 9% 0,24 48 .72 h }¢ 96 h,
EFLIN 10 WL CCK-8 iAW ARLLME T 3 h, &1 9%, ik
$£ 450 nm P, 7r IR G WA e A5 LG B
fHLD(450) |, LAWE] AR AR AR, D65 FEAE A P AL A,
el Rh g, E A 3 .
1.8 %% %A B-catenin 4% 3545

WesE 3 AR, A M B 10 pl 3 T3 b
4% %2 B Hl i [& %€ 15 min, 0. 5% Triton X-100 % 1k
15 min, (1] 2 1L & #F 4] 30 min, % F — i B-catenin
(1:100) 4 CHHEF K. IWHER 1 h, BEZ A
P (1:200) , 958 29 90 min J5,PI Y44% 5 min, PBS ji§
UE, AT JE H B o 2GR IR 28R 2¢Ot iU
( x400) WEL B-catenin fHFRIA,
1.9 “it5F o

THEPERIDL & 25 3R, >R H SPSS 18. 0 itk i
AT A ¢« K5 .

2 #R

2.1 #%5 KM3 @ PCDHI0 # & ik

RT-PCR , Western blot 5 il %5 . 7= , PCDHI0 #%
YJE Ay KM3 40 a7 mRNA K & (/K F 144 PCDHI10
MR 2238, X B2, 25 20 1A 20 40 i o LA A ) £
PCDHIO0 i3RIk (& 1) o

1 2 3

veor10(219 by | —
Bractin(132 bp)— [ il (1

PCDH10(46x10°)— _
B-actin(42x10°)— _ @
L3R4 ;2. S B Akl ;3 4 44
E1 RT-PCR(A) . Western blot(B) # il % £8 2 it
PCDH10 Fy3RiX

2.2 RRE®KE LCl 432 KM3 4880/ B-catenin #) & A

RT-PCR i 25 5 & . AN [R) ¥k B LiCl 4b 2§
KM3 4ffifg 48 h J&, B-catenin I 1A Bt LiCl ¥ )& 3 =
ZRETEE N, W B 3k 20 wmo/mL B, B-catenin [y 3 ik &
Womfs i E, 5 0 pmol/mL H i, ZRAFRITHE
X (P <0.05); ¥R 5,10, 15 wmol/mL A}, 5
0 wmol/mL 4 AL, 22 R I G2 L (P >0.05),
WO 20 wmol/mL 15y LiCl X KM3 20 ifd 4 1 FH ik
E(E2),
2.3 PCDHIO %} &4 20 B3 34 7L 71 49 % o

CCK-8 kil 455 o AR 28 LiCl Ab P Y s 4 25 24
JH 48 h FF 4R MG FE R B VR S TR IR S AR A, 25
B G5 X (P <0.05) ; LiCl 4bF0 5 ) T 24 h i}
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HirZESFAGI#E (P <0.05,&3), —B— —— s aikgl
—h— ey —O— X FRZH +LiCl
. . . . . —¥— AL LiC] —o— fLa+LiCl
B-Calenin( 108 bp )4} 4
ractin€132 hpbm =
® 5
31 <
iz a S
4
K ar
=
": 0 1 1 1 1
Es 24 48 72 9
% I (2/h)
. a: P<0.05,5 % M40 2 B kb4 ;h: P<0.05,5 %1

0 5 10 15
LiCl #e )35 ( wmol/mL)

20

A: RT-PCR #:# B-catenin #9 k& 1 ~5.4 %% LiCl 0,
5.10.15.20 wmol/mL;B: B-catenin #8 %+ & ik & % it 247
a:P<0.05,5 0 wmol/mL 48 3b4%
2 RT-PCR #MUARERE LiCl 432 KM3 456 /54050
A B-catenin fFRiA

2.4 PCDHI0 &40 2 o 5 2 64 % v

Tt A LSRG A B e G 2 5 % PR 2 48R 2
FbA, Gy H1 0% 20 Ji 20 A 385, 384 56 48 B IK (P <
0.05), £ LiCl 4P , % Y 2l 55 %) HR 40 | 25 4R 21 A
Eb, G, 31 A% 20 i 4 A B S 388 0, 438 5 e A0 IR
(P<0.05,K4,%2),

400 360 =
300 270 4
= e@s
= 200 = 180
g g
100 7 90 1
0+ S . 04
40 60 80 100 120 20 40
TWIA(F12-A)
240+
180+
o
= 120
=

20

40 60 80
WiA (FL2-A)

100 120

20

40
il

28 + LiCl, = # 4k 28 + LiCl rbix
E3 CCK-8 #:il& A MmAmitsEsE

R2 RAMBAPST (v xs)

415 G H1(% ) S (%) G HI(%)  HeFHFEHL
TRZH 38.60 +2.61 43.07+2.96 18.33+£3.21 0.614 +0.026
RN 41.28 +3.25 42.80+3.23 15.92+2.13 0.587 +0.032
L 51.09 £2.14 40.11 £2.48  8.80+2.19 0.489 +0.021*
STHREZ] + LiCl 12.91 £4.43  50.52 £2.47  36.56 £3.88 0.854 £0.043
2SR + LiCL15.11 £1.67  51.80+2.82  33.08 +2.64 0.826 +0.017
YL +1iCl 47.78 £2.24  47.27 +1.63  4.95+1.39 0.529 +0.024"

a:P<0.05,5 M8 S HAAR4ILE ;b P<0.05,5 3 &
28 + LiCl, = & 4R 41 + LiCl rbig

60 80 100 120 40 60 80 100 120
Wi (FL2-A) WA (FL2-A)
500
4001
% 3007
5 200
1004

60 80 100

JH (FL2-A)

100 120 20 40 60 80

MiA (F1L2-A)

120

A~C: R A K% LCI &g sf B2 R BARA S 4D ~E: 55 4% LiCl 4285 69 5F B2 = BAR S 54

& 4

FaX B L4e N PCDH10 3348 B JE 2A 0 250



3T B 14 ¥ = % E K

201547 A 30 H

J Third Mil Med Univ

NN Vol. 37, No. 14

Jul. 30 2015 1475

2.5 PCDHI10 # B s+ LEF/TCF £ B &1 89 % vk

X e ' 2R T ARG 0 245 T o B - 55 06 BB A 25 2k
LbA , i Yy 20 41 g b pTOPFlash 3% 74 ( LEF/TCF &
M) BE T (P <0.05) ; LiCl 235, Xf R 4H | 25 28
IRZH40 g pTOPFlash 175 P4 HA & T =5, i 5% G 20 40 Jifg v
pTOPFlash i 4 4% & & AIC F %F B2 25 2 AR 41 (P <
0.05), TiRBAPEXTHE pFOPFlash (1383578 X} HR4H . 25 3%
IR S Z [ JC B 22 % (P >0.05,8 5) . LI L
gEIRL ], PCDHIO K ml B 2 18 LEF/TCF 3 [ (1)
TP

O % Bk R ol
6~ BEBIAEL+LICI W YA+ LICL

AR HO R MG (x10%)

FOPFlash
a: P<0.05, 5 8R4 4; b P<0.05,5 = #H R4 +
LiCl rbdx
B 5 IEAEEHREEELNRSENE PCDHIO X Wnt
178 B i 14 Y RS M

TOPFlash

2.6 AiAZmA0 B-catenin, c-Myc F= Cyclindl #9 & ik

qRT-PCR Kl 4% JE B R« 5% F A a5 8R4l 1
B AN e-Mye Al Cyclindl f) mRNA ik 7K
S BRI (P <0.05) , B-catenin mRNA 33K /KT8
HH B REAE(P >0.05, [ 6A) ., Western blot 455 i 7 .
50 IR 28 AR A b A, LiCl i8Rt , 7 e 21 9 200 e
' B-catenin . c-Myc F1 Cyclind1 25 5% 5 £ B I 055 ;
LiCl AR, o-Mye 04 7591 8 & € ( P < 0.05)
B-catenin Cyclindl {85 F KA 34 & , (HARE T X
Ml 2SR (P <0.05,8 6B.C) .,
2.7 ZiAmPAL A B-catenin # K ik

Western blot 61l 25 5 & $1L . LiCl 4P| f5 , 5 X%
HBZH 25 A ] LU B8, % YL 2 40 iS22 N B-catenin 1) 3
ISWIE TIH(P<0.05,87),
2.8 PCDHIO B %t B-catenin 28 il N 4% 3545 69 % v#)

o E D W AR T LS, 5 X R | 25 R AR 4 A
Lt % Y2 (1) B-catenin % G FE FEAIR, 24045 Tl
N, % 238 B B b ik B 2 B iR A B-
catenin EE/M A TANMIAZ N, LiCl 4b B f5 55 YL 4 B-
catenin 75 A% N B 2 A ATT B A1 T X0 HR 4 | &5 244
A, TN IR 25 BUA L B-catenin 32 B0 A T 20 L A%
N, 2t R v (161 8.9) o

IS0 oaiEa masEdka mEsa
uﬂﬁ‘
<
W10+
=
>
=
z 0.5
2 05}
g
0 1 1
[3-catenin c-Myc Cyclind1
M ek o NTIRZH 2SRRI et
RS ik e Al SR FR

B-catenin—
(92x10%)

c-Myc—
(57x10%)
Cyclind1—
(36x10%)
B-actin—

(42x10%)

®

O X A2

O 7 #fkd el
XPHRZI+LICT B A5 4RI+ LiCl m L al+Licl
30

25}
1
20t
L5t

1.OF

HHELOE

05

0 _
B-catenin c-Mye Cyclind1

a:P<0.05, 5 B4 ZHMARLE ;D P <0.05, 53
28 + LiCl, 2 &4k 48 + LiCl Jbdg

A B-catenin, c-Myc #= Cyclindl mRNA #8 %} & ik & 5 47 ;
B: Western blot 44t B-catenin,c-Myc #= Cyclindl % & # %
*;C: ZataRAFRIT S
B 6 PCDHI10 3 B-catenin,c-Myc #1 Cyclindl 3Ri% 895500

1 2 3 4 5 6
14

1.2r
1.0f
0.8
0.6
04
0.2F

0

B-catenin £ [ AHX] # ik i

1o s BBAR ;2 AR ;3 4 4 4l ;4 sF B4R + LiCL;5. = 4,

#h4d + LiCl;6: % 4 40 + LiCl

A: Western blot # i KM3 Zm jtL 4% R B-catenin # & ik ;

B: Fatart kit SR HM a:P<0.05, 55 BM . FH

RIS b P <0.05, 5 3 B4R + LiCl, 22 4Rk + LiCl pbdk

7 Western blot #&il) PCDH10 %t B-catenin 7£ 28 il #%
R RIEHIZ M
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LiCl Zb B iy

LiCl b3 5

[3-catenin

X HEA

er|e

[3-catenin

A LiCl & 2247 ;B LiCl &2 )5

B8 AWM E PCDHIO X KM3 s B-catenin 20 4% 5 I i 850

600

500

400 [0

300 [

LR TOLIREE

200

100 -

e

L:xd R84 2. R B, 3. 45 440 4. 2F B 48 + LiCl,5: & &

4R4l + LiCl,6: 45 %48 + LiCl;a; P <0.05, 5 3+ BB 20 = B4k

2045 ;b P <0. 05, 55 33 B840 + LiCl, 22 #i 4k 28 + LiCl sbik
9 K4 KM3 Hifar B-catenin 3% Y58 fE 54T

3 itig

AR, MM & 95 AT 3 AR 38, A AR R e 1
B BARBIRIRAYTY 259 OB R AR B el 4 i T
MM BRITRCR  H R FE & it 25 X ZFoR R s B
RHEFEHNFE MM 5 Al iA @ BRIk, 7 5%
MM i &5 L 2 4 5 ) 25 0 ) A o8 LA B
o AV 4 BF5Y & I, PCDHI0 1 HY S 42 i T
KM3 2 345 | 4= 28 S A8 T8 LS5 A= W 2447 o, (5.
PCDH10 #1p KM3 2 a3 5 i L i AT 4

Wnt/B-catenin {55 5 38 P& 19 % 1L S 7E T B-
catenin TEZH L PN R dt A, I LI e A 20 A% P9 DA
M5 LEF/TCF & A 25 & 300G i 2L ) e-Mye ¢
Cyclindl ()35, ¥ 3% PR (1) 5 o 3% 35 412 1F i g 7 34
BT AR S SR U R A S DR AR 2R 484y
M %38 PCDH10 n] LLBH B4 LEF/TCF J K i

( x400)

M H] KM3 il c-Mye f Cyclindl B3R5, i — 20
PPl KM3 4 e ()35 58 RE 7, 4 i )& B BEL T G, 4, 3
FEAE T [ 5 LiCl AbFRJS , % e 28 40 e S5 10 5341 L JR1
1 Cyclindl J c-Myc 31k 5K 28 LiCl Zb3 Y6 G
HAN ML R —B, LiCl j& GSK-3@ il 57l , {1 2
N B-catenin BEFRALIE /L, JiF B B-catenin 52 , 1T 5
# B-catenin 1% N FRIEWE N, 5 LEF/TCF 145 & (K1
Z ABEER AN e-Mye J Cyclindl By KRB 5R, h T
PCDHI10 FE X AT DL S 4| LEF/TCF 35 5 9 35 14 , &
F( B-catenin 5 LEF/TCF ) %% & K b, c-Mye K&
Cyclind1 ) IRREAL , KM3 2 it 18 5 i 55

ARSIy % 1, PCDHI0 KL [H X} B-catenin mRNA
IRK A B B A IAE L {2 Western blot 46 4%
&I PCDHI0 [ (1) 55 2 35 mT # i) KM3 4 g N B-
catenin £ YRI5, HAE AL & S5l fig 2 PCDHIO
5 B-catenin & [ WY 45 G, fi I 2% 9 Ui 25 09 B-
catenin J5 /b ; H U, A UR M ZH 1 01 44 5% % 3 PCDHIO
JER AT PIBK/AKT 364, i T PI3K/AKT 3 1
TR AKT % GSK-38 Ayl 7 , o i 2 8-
catenin [IBERR fL 190N, 7 B B-catenin Y /' 4
PEVEG WS T n] WAL F, X BRI g rf B-catenin 2
B0 A TANMLAZ I, hid% g PCDHI0 & [H )5 , B-catenin
1N IR, AL P 8 5 M rh i 25 1) B-catenin
WA e, LiCl AbBRIS X B2 | 25 A 4 40 e A Y
B-catenin BF I 385 4% YL 2 40 i B-catenin 34 & A
Wi, 45 5L % B, PCDHI0 JE PR KM3 2 Jig 34 48 1%
P 1 S B 5 0 i A% 5 5% I F LEF/TCF X ) 7%
(EX S8

2 i, PCDHIO &K A] #)1 ] Wnt/B-catenin 55
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I T 1 A% B sk K- LEF/TCF 2 R Y 36 38 e B-
catenin 7E4H it 3¢ A 19 22 B, DATT {6 45 40 A A% N B-
catenin 5 LEF/TCF 145480, BEARER EL N c-Mye
o Cyclindl f)3R K, M4 KM3 4RRE5%58 ., PCDHIO 3
KB T 5 LEF/TCF BN A, 2 &Rk 5L WA
K, MARF T2, s LB, 76 B 45
9 S BT 9 B eE v, K PCDHI0 (1 363K 1 LK) b ek 2
g s " JF H PCDHI0 85 P 7E L5 Hh ks i iy sk
BRI AL R L AN, e-Mye 2 5 R i 25 1
T, I BERE AR R AT 285 4 g ek 2 >
ARSI A3 PCDHIO0 8B AW o-Mye #y33k, &R
PCDHI0 [y /553 15 ELA AR b8 it 245 B2 3 i Ji 83 245 40)
BB VR BB . X BB R SE 45 SR 3R I, PCDHI0 5 (X 7E
JibEd Al PR 12 Wt LR 9T S BUE AT B T
PCDH10 H& P e 15 A AR Mg ik 24 B 14 Ak 7 25 Wy f0
MR N — 2 IR N2 .
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