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KTAA1456 ik [R] 35 3¢ 38 X0 PR I 40 I 185 B 1) 52 i

mm',
L ARMEERFRE, T M 2210005 2. SN BERFCA MR B B A AR, Y1958 #kJH 221000

WE: BB FTARNA PEEFEFLRE O FEE F (WTRMOL) KIAA1456 P 5o 3 205 065 B PR 96 440 0k 494 5 1) 52 i) S
HATERNLEL, A% 280 =4 . 2 X IEZH (Cul 40) , B Y8 MG63 1 U20S 40 il AS A AT-Aa] 4 B4 5 BF 4 %t
M2 (Scrambled 4) , B P9 MG63 1 U20S 4l Y 28 2Bk ; SE4 b PR (KIAA1456 4H) K pT3-myr-KIAA1456
1 FIR FORLEE L 2 A MGO3 1 U208 ZHM . I SE 280 5 5 3R B4 SN (qRT-PCR) Bz Western blot 45
H PR A KIAA1456 mRNA FEE (1 235 KF, 40 i+ B0 £-8 (CCK-8) K 5-2 e FE-2" it 40 R W e A% 4
(EdU ) 20 Mg 3% 58 52 40450 KTAA1456 job 2 35 ) B PR 98 200 O 165 58 e ) 19 52 e, i 2 200 A 23 A PR 9 400 e Jd 30 1 2
1k, Western blot 4 illl Wnt/B-catenin 15538 i AH 8 408 5 S AN AEAZ B 4% % 1 ( Cytoplasmic B-catenin,Nucleus B-
catenin) AU E H-1 (Cyclin D1) & C-myc (B H LR KFE, &R 5 Cul 4451 Scrambled 41 %5, (1) KI-
AA1456 418 A MG63 FI U20S 4ifiilh KIAA1456 mRNA FI#E 4 %A 7KF 55 (P 3 <0.01) 5 (2) CCK-8 35K
KIAA1456 217 24 .48 .72 .96 h OD {HHIFEAK (P <0.01) ;(3) EAU 40 IR 58 52560 77 , KIAA1456 20 20 i 130 7 SR A1
(P<0.01); (4) WAAMIEA WS, 76 MGO3 ZHLFI U20S 4ffd i, KIAA1456 4H G,/G, 4mMu% L mis 2, S i)
G,/ M W40 BE s/ (P <0.05,P <0.01) ;(5) Western blot 253 i 75, KIAA1456 2 Wnt/B-catenin {551 J§ H
FIZEFE H Nucleus B-catenin,Cyclin D1, C-mye 75 [ 23k [# 1K, Cytoplasmic B-catenin & [ ik = (P <0.01) , 4ig

KIAA1456 2 3234 T S 40 -8 R MG63 1 U20S 41 At 38 5 - L {ik B P 98 40 it JE I BEL A 7 Go /Gy 199, HAE
HLEI T BES I B-catenin AFEA LK T 18 Wnt/B-catenin {5 53 % T IFHEEL A Cyclin D1, C-myc fRIAHH 5,
KEEIF . KIAAL456 JE[A s B AR A0MOAGSH; diiEfal; B-BEEE M Wnt/B-catenin {5 538 i
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Effect of KIAA1456 gene overexpression on the

proliferation of osteosarcoma cells
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Abstract: Objective To investigate the effect of KIAA1456 gene,a human tRNA methyltransferase 9-like (hTRMOL) ,
overexpression on the proliferation of osteosarcoma cell line and its molecular mechanism of action. Methods  The
experiment was divided into three groups: blank control group ( Ctrl group ), osteosarcoma MG63 and U20S cells were
without any treatment ; negative control group ( Scrambled group ) : osteosarcoma MG63 and U20S cells transfected with
empty plasmid; experimental treatment group ( KIAA1456 group ), the pT3-myr-KIAA1456 overexpression plasmid was
transfected into osteosarcoma MG63 and U20S cells. Quantitative real-time polymerase chain reaction ( qRT-PCR) and
Western blot were used to respectively detect KIAA1456 mRNA and protein expressions in osteosarcoma cells. Cell counting
kit-8 (CCK-8) and EdU(5-ethynyl-2’-deoxyuridine) cell proliferation assay were used to detect the proliferation ability of
osteosarcoma cells. Flow cytometry was used to analyze the change of cell cycle. Western blot was used to detect the
expressions of Wnt/B-catenin signal pathway related proteins including cytoplasmic B-catenin,nucleus B-catenin,cell cycle
protein D1 (eyclin D1) and C-myc proteins. Results  Compared with Ctrl group and Scrambled group, KIAA1456 group
showed: (1) The expression levels of KIAA1456 mRNA and protein in MG63 and U20S cells increased significantly ( all
P<0.01).(2)0D,, in 24-,48-,72-,96-hours decreased significantly (P <0.01). (3) Cell proliferation rate decreased
significantly(P < 0. 01). (4) The cells in G,/G,phase increased and cells in G,/M phase decreased (P <0.05,P <
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0.01). (5) The expression level of Cytoplasmic B-catenin protein increased significantly, while the expression levels of

Nucleus B-catenin, Cyclin D1, C-myc proteins decrease significantly (all P < 0. 01 ). Conclusions

KIAA1456

overexpression can significantly inhibit the proliferation of osteosarcoma MG63 and U20S cells, and the cell cycle is blocked

in G,/ G, phase. The mechanism of its action may be related to the inhibition of nuclear translocation of B-catenin and down-

regulation of expressions of downstream target genes Cyclin D1 and C-myc in Wnt/B-catenin signaling pathway.

Key words: KIAA1456 gene; Osteosarcoma; Cell proliferation; Cell cycle; B-catenin; Wnt/B-catenin signaling pathway

BRI R G UL, R
TE LB FNF AR T gk TR KRR L
Kot HR iR 22 vk B 51 & (1 5 491 it 4 5%
R AP PR SO TR B R E A
BEEIRIT RN 8 5, BE S AR RO R
60% ' (HAEA 5 R 0 AT K 1 E K U AE A7 SR AT AR
XA PR, A ER T PR A R e AL TR R
A AR R B WS A9 G . A tRNA I 3L 4%
W 9 #: 4 ( (human tRNA methyltransferase 9-like,
hTRMOL) KIAA1456 HL[H 5 {37 F Y fo & 8p22-p23'77
JEMEAL (RNA B8 S8 1 f . i 3 & B R R Y
ALKBHS #ifith 25 (4 iR Trm9 Fr Ak A9 422 sl i 3
AE i 7 R 440 it S0 3 87 R DNA 35 i 508 52 07
T S PERE AR D T KTAA1456 1 5A7 A
LI T g, KIAA1456 fg g 30 i i i AR K, JF B
KIAA1456 %363k T4 Fsa gl 20, W 7L B9 5 3000
T g L 45 W A5 S R AT L, KTAA1456 2 il
T 5 R, AT R A R G T BT A A5, B K-
AA1456 SEPRFEE PRI A0 b i /R 2= A AN TS 2
PRIt , A S 638 3 76 B AR MG63 T U208 4l ifd v ik
F3k KIAA1456, 55 KIAA1456 [ 3 3% 3k %5 ) v
2 R0 3 L ), I AR VR B AT REMILE

1 #M#5ETE

L1 £&4H5EA  AH R0 MG63 F
U20S( Rk Bt b 1 A= £k A i it A= # iF 52 r ), pT3-
myr-KIAA1456 JFikr J % BE 5T k7 (addgene, USA) | Li-
pofectamine 2000 % Yy iz 7 . Opti-MEM % 3% % (In-
vitrogen, USA ) , DMEM % 3% 3£ i 4= 1L 7% ( Sigma,
USA) , CCK8 Zfl ffa 48 5iff A6 30570 5 . 4 M A% 25 14 5 e
FEPMEAH S ( LBERERR) ,5-C -2 i 4
PRUERERZ AT (EdU ) 4 3 58357 & . BCA 8 ik
IR & (N BE ) 40 it R 99300 & (g et L
HE) ,KIAA1456 \B-% & [ ( B-catenin ) | 4 Jifd J&] 1] & (1
1(Cyclin D1) | C-myc, B-actin B —$Hr —$t ( Abcam,
UK) , Trizol ( Takara, Japan) , cDNA & {12 7] & ( Bio-
Rad,USA) , A& §5E =0 W (PCR) 514t 1A T
G

1.2 AR5k
1.2.1 02 SEE4r =4, (1) a5 AN R4 (Cul
2H) . B A MG63 1 U20S 4 i A 4E AT fa 4b 3
(2) B Xt HB 41 ( Scrambled 41 ) : B A 8 MG63 Fil
U208 41 fitd 5% Y 25 25 5 ks (3) ¢ %6 &b B 2 (K-
AA1456 4H) ;& PIJE MG63 il U20S 4 Jfi % Y pT3-
myr-KIAA1456 55 %635 ok .
1.2.2 ZHf BRI MEE s Wikk4dn iy >k H DMEM
Wi (5 4A 100 U/ml HHEER 100 pg/ml #EEEK
10% fig A= i3 ) AT 5 5% o % Y i F 4 e 20 T /)N
ML, FEAm A K 2 80% filt £ b vfiE 45 75 Y, FH 250 wl
Opti-MEM S35 R 2 pg JBORE, IR G 5 Bl S
5 min, [ 250 pl Opti-MEM 15 5% % % B¢ Lipofectami-
ne' 2000 7 Yk 10 wl, IR A5 E IR F#FES min;
BefEK — FH IR A AR, £ T E 20 min, T A
500 wl S F 4 Y250, B R S/ L, il 1L
BRI A 150 8 /NI 37 C & 5% CO, (4
MG FRAE R SR,4 ~ 6 h Sl , e R B R 0 AL
A3 ml B5E R TR (& 10% JC 2 ARG A4 L) .
1.2.3 YL 4ifirh KIAA1456 mRNA 335 il 6l
Trizol % $& B 4% 4H 20 g &2 RNA, 2% A Nanodrop 2000
0 e o R i ol P 3 2 SR 6 0 e S K
cDNA, FrHEIYI W 1,

%1 PCR3|¥EF
314 FEH(5'—3")
KIAA1456 1E[E314) CCG GAG GCC AAC TGA TGA TTT
K54 CAG AAC AGC TAC ACT CAG AGC
IEM5]4  ACC ACA GTC CAT GCC ATC AC
JIm5|% TCC ACC ACC CTG TTG CTG TA
1.2.4  #AiH40E50 6-8 (CCK-8 ) 4 A3 78 55 5 ks
W PR MG63 11 U20S B45E 54k T i A= K 3]
A4 LL 3 x 10° A~/ FLEERI T 96 FLAR, R4 6 4~
SZAL, A0 BE 5 ARSI 1 YR OD s, , B f K 11 5 B[]
Kl 1Yk OD s, , LRI 4 d ARG 2 h, BRFLINA
CCK-8 AW 10 pl. HHLIFE 2 h, I35 IR, bR
A 5 P 1 450 nm A I Y FE (L
1.2.5  EdU 41 fifs 3% 8 52 56 K 0B A 98 MG63 FlI
U208 #4758 ALl 5 x 10° A~/FL3HF 96 FLA
L AFLITA S0 wmol/L %) EAU 100 wl 1 32305 &

GAPDH




I PRAFSE 2018 4 8 A5 31 #4:%5 8 1] Chinese Journal of Clinical Research,August 2018, Vol.31,No. 8 1011

2 h,PBS ISUESE , SR 4% 22 5 W RS ] 5 4, =5 30
B 30 min, 7 [ 2 W, BFLINA 2 mg/ml B H & @R
50 wl, 95 & 5 min 5, BFLA0A 100 pl f4 Apollo® %k
0N W, 2 Il B G 5 B PRI 7 30 min, PBS {513k
2 LN 0. 5% Triton-X 100 wl i1k 10 min, i (4 3%
JR PBS 35 3 W, HB &N RIFEFLINA 100 ul
HHIR C 7] B ( Hoechst ) 33342 iz )W ¥, % il kO % &
30 min, PBS ¥k 3 WK, 2406 B B 4L, EdU
A Ay Mt B s A 2 AL , P A B A0 (S 300) AR
g Ji s W 95 N LE A B (9 DNA 3, Al PR A6 i
20 DNA &2 H11E 1, EdU Q@pRic L @590 % s
HHE 0 A0 A, €0 D R A A, A R B N
S 20 P B B A AGE I 200 34 G R, BB R = 448 B A
Mo/ S An .

1.2.6  aCHn AR A0 A 3 A TR fh ik
EANML, 4 CH B PBS PR )5 1 000 1/min 5.0
5 min, FH 3 K, 70% Fd 1 £ BE R E 40,4 °C ol
o 1500 r/min 2.0 5 min, 3 2= Z, B, PBS %
3., H0.4 ml PBS S0, It AXHERZ IR T A
3 wl,37 CARB AL 30 min; i ABULTTBE 50 wl, i
TR EIE R 30 min, 32 A0 4SO A% 21 41 i SR A
Sy AT

1.2.7  Western blot £l & 1335 7KF 43 5l H2HL
2520 4 B Y MR B R A% B T, W I R
(BCA) LI 5 2 M B, BUAF s AE AR 4T SDS-PAGE
BERC LUK o 85, W ¥ B & PVDF i L, % )5
5% RiAg Wk £ 2 b, in A Tris + Tween (TBST) i
BEEE MW —di,4 CWE T, TBST P
3 IMAZHUEEIFE 2 h J5, H TBST 22 vl Ui i
3 CRIEER 1 5 A2 K6 R 78 4r # . B Tanon
6600 KGR TAE S 4T EGCR B2 70 0T, 6% FEAE
1@ 1 Image pro plus 6. 0 #4047 .

1.3 %it# % SR SPSS 17.0 # {4 ab 3B
THEORI & s R, Z A1) FL R F PR IK 2 7 22
SYHT, B LR LSD-1 k36 . KBk e =0. 05,

2 # R

2.1 B AE MGCG63 2mpnfe U20S 4m e KIAA1456
# &k EN  qRT-PCR Z5 R IR, 5 Cul 4 )2 Scram-
bled 20 L%, % pT3-myr-KIAA1456 33 233K TR S
‘B RE MG63 Fil U20S 4 i KIAA1456 mRNA ik
B TFE (P <0.01), WL3E 2, Western blot 451 i
~,5 Cul 4} Scrambled 21 H %%, 5 4 pT3-myr-KI-
AA1456 333235 RS , 5 AR MG63 F1 U20S 41 fifg
H KIAA1456 [ HRIAEI B (P <0.01) . I

#K3IK1,

2.2 CCKS8 #m it % X KIAA1456 5 A 5% MG63
F= U208 @afe3g shise A 9% w5 Cul 41 M1 Scram-
bled 2H [t , KIAA1456 ZH7F 24 .48 .72.96 h U />t []
S OD {HRE(R (P <0.01) . #2755 KIAA1456 i 3Rk
Ja A R AR A . WLk 4R 5 Kl 2,
2.3 EdU Zmpe3g 74 52 b4 m) KIAA1456 id & ik xF 7
M MG63 A= U20S @ i 38 s 4k ¢ % KI-
AA1456 2H 2 g 3 7 2R B B I T Ctel 40 Fi1 Scrambled
(P <0.01), ¥t FiE KIAAL456 J5 A
MG63 i U20S i FaRE ) MR, L3R 6.8 3,
2.4 it &k KIAAL456 3t78 K MG63 F= U208
fe R fp e #ea AR 45 R R, R IR TE MG63
YL SEFE U20S 4ififg, 5 Cul 41 & Scrambled 4
FIELEE, KIAAL456 41 G,/ G, 11 ( DNA £ Jsaii ) 4
B e B3 £ (P <0.01), 11 S ] (DNA & %
191) F1 G,/M W] ( DNA & 15 1) 20 it A5 L 49 o 2>
(P <0.05), ¥/ KIAAI456 it FiK )5, B W&
MG63 Fi U20S 2 it 12 45 BEL 5 75 40 M S 3 G/ G, 48
W7 K4,

®2 BAEMAMF KIAAI456 mRNA X RIEE (v xs)

205 MG63 4l U208 4l
Cul 41 1. 000 +0. 040 * 1.003 £0. 067 *
Scrambled 41 0.987 +0.051 * 1.017 +0. 090 *
KIAA1456 21 3.357 £0.176 3.390 +0. 255

1.5 KIAAL456 4 H#g, * P <0.01,

Rx3 BAEMEMT KIAAI456 ERBETRIEE (3 =xs)
215 MG63 4 fifs U20S 2 il
Curl 41 0.442 +0.011* 0.448 +0.012*

Scrambled 2
KIAA1456 20

0.453 +0.018 "
0.983 +0. 025

0.457 +0. 024"
0.980 +0. 032

.5 KIAAL456 41 1b#, * P <0.01,

F4 ZHBHE MG63 HMaERE R KK

ODME (x+s)
MG63 4 oD
5 Wi oD f
24 h 48 h 72 h 96 h
Cul 41 0.240 £0.004 *  0.398 £0.009 * 0.634 +0.015* 0.785+0.030 *

Scrambled 2 0.246 £0.003*  0.412£0.011*  0.655£0.014* 0.807 £0.020 *
KIAA1456 20 0.182+0.004  0.229+0.005  0.310+0.011  0.403 +0.024

T 5 KIAAL456 4 b4, “P <0.01,

x5 Z=HABRE UV20S HEaEARRRSH
oD & (x%5)

U208 4ifif OD {8
24 h 48 h 72 h 96 h
Cul 21 0.241 £0.007* 0.406 £0.025* 0.623 £0.014* 0.787 £0.008 *
Scrambled 28 0.240 +0.008 *  0.404 £0.019* 0.643 £0.019* 0.805 £0.009 *
KIAA1456 20 0.181+0.003  0.235+0.012  0.307 +0.018  0.397 +0.014

Rl

.5 KIAAL456 24 H#, * P <0.01,
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R6 ZHBREMMAOMAMEEERLER (%,xts)
215 MG63 4 fify U208 4

59.332 +0.691"
59.452 +3.630 "
15.929 +3. 848

62.231 £1.031"
61.465 +0. 960 ~
20. 634 +0. 608

Ctrl 2H
Scrambled ZH
KIAA1456 4

TF OB R = BT AN A%, 5 KIAAL1456 A HAEE, “ P <
0.01,

1.0- MG63 4js
-~ Ctrl4

-# Scrambled 4
— KIAA1456 4

0.0+ T T T 1
0 24 48 72 96
i H] ()

MG63

¢§
,‘ée
> A
(\, 53

KIAAL456 KIAAL456

B-actin B-actin

B 1 Western blot £ {lH ¥ MG63 Fl1
U208 41 fitgH KTAA1456 25 [ 3234 1 i Pk K

B2 =4I PR MG63 Fl U208 4il g e A [l a] 5 OD B

EdU Hoechst ~ Overlay

Ctrl

Scrambled

56

KIAAL4

MG63 4

T 2L (EdU) RERIETE A9 AR A, 1 6 (Hoechst) Sy S 4K 4
B3 EdU i sc kil =418 PR MG63 Al U20S 4l i 5 RE /)

1.0 U20S 4l
-~ Ctrl4
0.8 -# Scrambled 41
-+ KIAA1456 4
2 0.6
a
O 041
K/
02 ~
B
0.0 T r 1
0 24 48 72 96
HFTE] ()
EdU Hoechst ~ Overlay

Ctrl

Scrambled

KIAA1456

U208 4uia

KT FRAMARLN =LA AIE MG63 1 V20S AEEAHS TN (% ,7+s)
5 MG63 4 fifl U208 i
A Go/G, 1 S G,/M ] Go/G, 1 S 1 G,/M 1]
Cul 40 40.300 £0.700* *  25.127 +0.783*  34.573+0.435"  41.100£0.789 " * 24.823 +0.297*  34.077 £0.615*
Scrambled 28 38.737 £0.337% % 25.960 £0.904*  35.303 £1.198*  39.820 £0.824"* 25.510=0.875"  34.670 +0.894*

KIAA1456 24 51. 080 + 1. 437 22.283 +1.253

26. 637 +0.599

52.870 +0. 456 18.170 +0. 252 28.960 +0. 588

5 KIAAL456 40 LA, “ P <0.05, " “ P <0.01,

%R 8 Western blot #& iU E FJEHAE Wnt/B-catenin S SEBEXFHHRIE (2 +s)
A5 MG63 4fifitl U208 4l ff1
ZHH
Cytoplasmic B-catenin Nucleus B-catenin Cyclin D1 C-myc Cytoplasmic B-catenin Nucleus B-catenin Cyclin D1 C-myc
Cul 24 43.027 £2.272% 76.483 £3.482" 23.350 +£1. 195" 38.540 +£3. 123" 43.297 +2.542" 77.080 +2.467 " 23.507 +1.465* 39.007 +3.300 "

Scrambled £

KIAA1456 41 57.690 +2.168  43.797 £4.372

42.233 £2.299 % 78.817 £3.540 " 24.493 +2.921 " 39.410 +3.687 *
11.240 +1.265 22.070 +1.951

42.150 £2.663 " 80.967 +£5.369 * 25.640 £2.695 " 40. 660 +3.439 *
57.747 +2.810  44.637 +4.568  12.253 +0.673 22.987 +1.756

5 KIAAL456 41 H#%, * P <0.01,
2.5 KIAA1456 % Wnt/B-catenin {5 % i@ % ¥ 40 £ &
& Nucleus B-catenin, Cytoplasmic B-catenin, Cyclin
D1.C-myc #9%vm Western blot Z5 R 7, 5 Cul 4H
F1 Scrambled £ #H L, KIAA1456 4| Wnt/B-catenin {5

538 % " A ¢ 25 | Nucleus B-catenin, Cyclin DI | C-
myc 1 238 B i FAIG, Cytoplasmic B-catenin £ [ 32

i E, ZRIAG R (P 4 <0.01), WL
%% 8.5,
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A MG63
& - &1 8-
se o o, e

g A 8 B 8 EA ey
o E E £
= sg 38 s

a - a -

w55 w5 ub.4 X ] Ha
Pl-A PLA
Ctrl & Scrambled 4 KIAA1456 4
WAL E -
N
U208
8 - 8 - g
Go/G:  GoM G/Gi  GoM Go/G:  GoM

a 403% 347% a 39.3% |357% a 525% |20.3%
= N £ s
+ S & 3 8- S8+

S - S 1 o L

55 B B4 W55 o5 B4 55 o5 SHa
Pl-A Pl-A PlA
Ctrl /1 Scrambled 4 KIAA14564
LA E

4 TR = 4B Y MG63 FiI U20S 21 Jifd J&] 1A

U208 4ijfd

Cytoplasmic B-catenin Cytoplasmic p-catenin

Nucleus f-catenin Nucleus f-catenin
Cyclin D1 Cyclin D1
C-myc C-myc
LaminA LaminA

B-actin B-actin

B 5 Western blot £:J5 PJE MG63 F1 U20S ZHJifY
Wnt/ B-catenin {5538 HAH 5 8 H 1) HL K E]

3o #

KIAA1456 J2 915 Trm9 [ FF 3L 45 5 /g, HL 3518
PR B BRI S 10 iR i B e . A, B IR K-
AAL1456 11 3% 15 AT S 35 400t i 908 240 i 1) 34 5 R4
2217100 YR gk NG SW620 HCT116 4l i op & 7 7514
KIAA1456 R MDA 357 . A, KIAA1456
ATt S pRB 1 pS3 1553 i AH 56 1 A S il
[KIF- LIN9 23k, #] OF 55 93 HO8910PM 4 Jfd (%) 1%
FH o DRAS SCAF 5 3 B4R e i ik KIAA1456
DRI 6T PR 96 240 S 9 P S, -k — AR L AT R
TR ASBFST 25 IR B, KTIAAL456 i Rk fE !
ST B AR 0B P B B S R PR R 200 L U L e

TE Go/ G, 1, 5B AE A I a8 28 AR — 37
Wnt/B-catenin {5518 #% 1) 57 1% fL 2551 & Ui
HORE DR B S 223, DR T i B A ot s A
ANTR BB A 968 200 P 2R v, Wint/ B-catenin {5 78 i
) ZFIBCAAR B2 R4 5 3 38, 1T Wit/ B-catenin {55
A T2 R KK R Haydon 25100 BF 5T &
B, TE 47 195 R R SR AR AR, 33 44 (70. 2% ) f&
BRI HUAZ AL b S AEAE B-catenin FREE, 1T B-
catenin & Wnt/B-catenin {5 5 18 [} 1Y 5 2 A9 #0005 A
¥, Iwaya %[IGJEﬁ% [FAE &, & P LM8 5 Dunn
AN S e AL 2 44 B /R B-catenin FIRBLS . 3C
Mk B TIE SE , B-catenin FR 35 I I BE i i T Wnt/B-
catenin {551 {5 Wi T i #EE DR], 402 2 1 DA 96 400
fogE 7, I Wt/ B-catenin {55 5 42 (Y 5 4 34
TR S RS B A R AN s IR
HED KIAA1456 1] fg S0 i Wnt/ B-catenin {551 1
A5 G B PR 968 20 L ) 40 4
AR 7R, Cytoplasmic B-catenin 25 H % ik
¥ &, Nucleus B-catenin, Cyclin D1, C-myc [ £
N E L. E 8 Wnt/B-catenin {55 &1 9%
O, B-catenin [ FRIK KRR | P E Wt/
B-catenin 5 55 i B 14 3% PR L A S04k R Bk, KI-
AA1456 i LR 5 MUK B-catenin LA 1Y &, %
P B-catenin & [ 5k it B E FEAIL, $2/R B-catenin 1)
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R SR R A AR, R KIAA1456 o+ Rk AT T B-
catenin [ A% 5657, Jl 2> T B-catenin 7% N 1) R 4L
A, Cyclin D1 A1 C-mye J&4E k55 % Wnt/B-catenin
G AR A OCHE T U R R, 5 A G AE OC R BT
Cyclin D1 ()32 B0 TS 2500988 240 Jt 106 2 40 i i) 1)
) WA E*‘#/\ S 199, BN S 1G5, TS iR
s 2 A, B-catenin A 1 54 ST T 40
JHe Al ?/Y%E#%H’Eliﬁﬁi - a5 EAKF (TCF/
LEF) 254306 C-myc , U110 1 20 40 M J) 3 o e, 530
AMMIE AR AR SCEE R K B, KIAAL456 3 3K 5
Cyclin D1 Fl C-myc 25 [ 335 & 1 & FEA%, A MT2E—
HAIESE KIAA1456 (153 63K % Wnt/B-catenin {55
PEEA A E . 456 KIAAL456 i %38 /5 20
JUSETE RE 7 W R B X — 4, A8 HE DI KIAA1456
()3 2R 38 38 S 0 i B-catenin A FE A7, T Wnt/B-
catenin {5 5 1 T LA Cyclin D1, C-myc F ik,
AT A )1 R 98 440 L ) Y 5

25 BTk  KIAA1456 fF Sk — A4 2 X ml RE 7R
ﬁ"lﬁﬁﬁ@iﬁﬁqjﬁfﬁﬁﬁﬂﬂ’ﬂﬁ $E7R KIAA1456
ARERCN B IR IR YT R A SR, T KIAA1456
fHEPW HERE TP AL & etk T S T — DR AR
ST

S 0k
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