[ 41 2R 424244 Chinese Journal of Cell Biology 2016, 38(5): 647656 DOI: 10.11844/cjcb.2016.05.0034

Kriippel#F EFSHIEYIFe R HSMBEEZERIX R

BRARIER  BRITE HREAV
TR 2 B A WA A 5 4y A ARSI, WL A B B2 R R WIE AT I S S0 =, T 315211
2K AR S A B R BE B, 57U 315020)

BE  Kriippeltf B F 5(Kriippel-like factor 5, KLF5),2 — R #LRF 69445 B 45 K A F, © 48
Wi TR % AR RIA, KLFSA L @Rgsa. sbfe Bl =5 mpAmFidse. #iFE454m
STKLF5 #9485 M4 Fo £ AFAE B = £ %7f), MKLFS5 JE R ARNAZ B .4 40 BAE R . AkA S )
A, KLFSH AL TAR S (LIEL LMk, JURE. FTIESF). KLFSRA
Shtiti kA, m AL A TS K. A MR, KLESE—R TS F 495 86 R I A KSR B,
T B B A5 M A KT B o ey KA. % FRLFSER S+ 60 ERA M, CHIAD R —
ANF G RE TGS BT AT E A T I8 6 9T FT Fe b
XBEIA  Krippelff K 15; #56H 1 o

The Biological Function of Kriippel-like Factor 5 and

Its Association with Cancer Occurrence
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Abstract Kriippel-like factor 5 (KLF5) is an evolutionarily conserved zinc finger transcription factor that regu-
lates the expressions of many downstream genes. It takes part in the regulations of proliferation, differentiation and
apoptosis. Post-translational modifications influence the stability of KLF5 and its roles. In addition, there are interactions
between KLF5 and non-coding RNAs (ncRNAs). Increasing researches showed that the expression of KLF5 was
frequently abnormal in human cancers including colorectal cancer, breast cancer, prostate cancer and so on. KLF5 involves
in carcinogenesis and is associated with prognosis of patients with cancer. The function of KLFS5 reveals context-dependent
in some types of cancer. Post-translational modifications and sex hormone always affect its function. Due to its significant
roles in human cancers, KLF5 may be a potential diagnostic biomarker and therapeutic target for human cancers.
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g 45 IDNAZ5 45 1 (DNA binding domain, DBD), %
DX 3T o 5 B YR 31 E I GCHE BRCACCCIT T
AH & 5 T S 21 42 0 I DR A A HIPT. KLF#RIA
RAAEAE 5 Vi 2 B R AR DA ¢, T 3L b Ly b e
WX R IR % . 4K, KLF2. KLF4, KLFSA!
KLF655 1 51 56 J5 B UE SR R K A R v ke 4%
S H R P,

N FRKLF5 XK A 538 To 4 45 4 8 1 2(basic
transcription element binding protein 2, BTEB2). H
BIAEVE 2 AU I A R L KLFS &k . 1R
NFEARE KN T, KLESTRIZHR TR 2 M EE F R
5. IXSEHE R AL 40 S5 1 AR F1ID 1 (cyclin D1).
9 1 5 3094 1 B 1 (cycelin B1). I /MRAT A A2 KA
- -a(platelet-derived growth factor-o, PDGF-a)) Fl14F
e Mo 21 K R 1 45 5 B H(fibroblast growth factor-
binding protein, FGF-BP)&EM, T &A1 X 5 41 fg A 2
FEREY) AR VI G R, KLFSHOA 1
R R R P A A G. HATCS
152 Bl iR o R IRKLFS 35 5, (R BRI, &
TEAN[R] M98 20 23 0 238 2K P FIAE P LA 25 A 22 e,
FL AR AE [F) PR o L IR LA P A 58 42 P S )
SR, B FKLFSAEMR A A p I R DI g, AL
XSKLFS A 2% D) g SOLAE MR K A2 R
TERIE— &3k

1 KLF5EY%YZE T8¢
1.1 KLF55 4018
KLFS{EVF 2 40 (4511 b gn i, & ik
AR R AN B A T UL A0 K0 S 2T 44 40 i 55
I 0 (R 3t 14 A AE FH B, KILFSARE 3F 4 o 344 4 1 ML
WA 4. WEFLRW, KLF5Z 51522 40 i 48 5 A1
R 5 I, 04 22 2 05 A0 B 11 U (mitogen
activated protein kinase, MAPK)fi 5 il 4. & (134
fiC(protein kinase C, PKC){i5 “5- il 4% LA A 1ok g It UL
15 334 i (phosphatidyl inositol-3-kinase, PI3K){5 % i
P AT T IR A 3 3 T 5 Ve 0 Y i 2k 4
M85 . b, g 5k DX Heras 0] LB I MAPKAE 5l
P& T KLES 21k 7K, 111 5 & 3] LSO {2k 4 i
Ji A Ji (P AH O sk R ¥ [ 4 eycelin D14 cyclin Bl
FICDK1(cyclin-dependent kinase 1)) A7, 5 2 i

I N 8 3 Gy/S AN G/ MR (e 1 40 i 39 5 . 4
8 391 6 A 4 DR P2 LRI LS AT L 5 AR 1 1) 41 B J#)
HA B A AR PR I8 (cy clin-dependent kinase, CDK)%%
5 A 5 5 RS P, A U0 ) 4 i R S R 1 AR
o ChenZ5!"Vk I, KLFSAMY g dtcyclin D1RIA A
WORMAPK. PI3KAE A5 5 4l %, 36 w] A4 P2 141
P15 A58 3k 40 i 5 St e (AR . R 542
71N, KLF5H] fig FIMAPK A 5 3 #% 2 [8) 47 1F 1 R i
Mo 25, Yang®5U e £ 80 b (B F0IIE SE T bW

kinases, ERK) /& MAPK X J& % tn 2 —, A1 & 3,
KLF5REM8 b 2% f A K B 1 52 44 (epidermal growth
factor receptor, EGFR), EGFR{F-¥i% T ERK, 11
ERK X A] MEKLFSHE A 3 ik 8 e— > 1E &
RS, UL g R, KLFS i 52 i A5 L8 3 45 41
JH ) S e 1 B 1 SR OGBS S TR R HEAE

WAT—HB W FN K, KLFSLEA Mo o i i 4
JHO MG TR PRV o A VRIS 52 AR S 2 1 L e A e,
MEWER 2 — AN E B LR &, ARMKLFSRES I 2
0 A 95 2 08 40 PR ) AR S SR, DR A KILFS gt
U/ WE T 3R 52 AR AH O 14 T R AT PR, B 28 2
B i 2 3k 4 B A 1 VR U2 R LI, KLFS
B L RARAE i 5 e 8 R4 0 AF L I KLFS7E
AA B S5 2 T Ay 400 5 e e 4 i MG, A P S5 AR IR
R R e D Dk 59 & A K LFS &1
U5 R 2 B (R g A AR L, O 45 SR b R,
KLF52% LML Ja v 2 52 T0 i 2 A SE R TR 30 e I
AR, ] R IE A X SE I R AR A6 5 W T KLFS (1)
Wy Dyae, (A EARPLRIEATE 2
1.2 KLF554pa5 1k

Mt EHRABREREMEZ LR, K&
IR, KLFSAE il bR 40 i i 55~ L4 il
AR 5 20 e 55 22 T 4t R 1 2 A R vh b AN ) b o i
LE 3L FL DR /N B, M KILFS 3 2k 4l #0051 i H B0 1 16
9B TE D IR B A o Ak sz BHOY, ATk
HEW, KLFSTE i b 5z 40 a1 43 4 ot 75 v A ] B
o LA P VL2 A0 R R e 1 B e DTAH G, 4
THIS A S D (R 8 47 1), I~ 3 JUL 40 i mT A
TH sk B4 T A0 e B R 434 | I A TR, A st
Hh, KLFS K # SC8EAE H o KLFS 3 2 i 1 i 5 i
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T LA e A O I EE 1 IO AR I, ST
W3 £ H (smooth muscle actin, SMA) A1 V-1 1220
(smooth muscle 22a, SM22a)"%), Py [ 15 JL A {2
T AL STV JULAH P 8 TR N5 s 2R 1) Wi 4 L e A, A
S UL e 5 G M AE AR A DL A, iU 4 e
[R50 Ak TR FE B AN FFKLFS o 3ok 480 A0 40 T A 83 48 A
24K y2(peroxisome proliferator-activated receptor 2,
PPARY2) 55 JIg 117 41 2 73 A AH 5%, A 2344 5 340 1) I i
A rh, KLFSNIPPARY2 ()R IAZKP GEAH G, X
W], KLF5A] e e 2k g 1y 40 i 234k, DL 5 2 4]
KLF5335 J5 IR 7 40 10 23 A 52 BH 60 &5 RAE W] 71X A
ML OishifFIE /N (U A AL — 2D 0 ik T KLFS
Xof g s 4 L 2 A PR EAE P o A ATT A I, KLEFSHEIA
e PR % 0 /0N B ELAR T LA AF B A, (HNH AR
B3 ITIRRIRIL A OIS Bk = . 55Xt
WAL/ BT EE, KLFSZR G PRSI/ B R B A 1 6
i 07 VA e S B S AN 5 AR TR/ R AR T, 4R
TR S, S 2 /) B AR A T I R
e/ T BN B DL R SRR, R TR A
N AR RS BEAE Y, KLFSTEVE 2 423 h [m) e FL AT et
i 3 A ) RE ), KLFSZ K di SR AR AT A 45 40 1 731k
SR, SENE 23 B E R MR A oy AR
JERLZE, W AR H v L, TSR AT B A D)
REAE— EFEIE LR T At AKLFS#E RL L8 1 00~
HAT AR -
1.3 KLFSS54fRET

B T 5 0 40 e 484 5 R 23 Ak, KLFSIE 3 3 5% i
T Y 1A SIS 4 A A A AT R KA, (HKLFS
RAFPURATAE I INLBIR 2 . Ledn, 45 AR ON 5L
A 1 PRSKOV3H, KLF5fe % 19 in i 140 i DX - 7&
17 3 (survivin) (38, KL EAAAE HIPO EFTIL
YEF ML G R I, KLESRIPS3AH 45 45 5 il LL &5 bk 5
R AEAF R AR Y, dee 2 B A A 3R i A
M T 22 B A H 1 0N B 1R I 1 (mitogen-
activated protein kinase phosphatase 1, MKP1)j&—Ff
PUR TN, EFLIRE 411, KLFS ) L5 HEEMKP]
IR AL T A 5 o B, SRR DL R 4 i
FMKP 15t B S 169 s, AT 00 o b 8 4 i g
Ji4b, KLF5 W2 S48 175 3 ) Jif e 0 P 00 A S R 3
o SRS R AR SRR E, M IHIKLES 3R

A S, AR I e 240 AR 2 0 BT T A W s,
V988 20 Y 3 IR A O T3, AEmRNAZK P I )5
TKPHRAS W 1) A= 47 35 kb Flcaspase 338 i, (HILH
AR FHHLENE AN ARG P AU RSP 525,
VP2 AR P SE 50 R W, KLESHAT LA T 1E M. 5
X HEAZH /N BUAH LU, KLFS5E R % PRl 2 /)y BRULE i A
0 ST 40 608 e I s A ik, PR A KLFS g
FEAN 22 5 IR IR 1 A% B 26 5 i 1 (poly ADP-ribose
polymerase 1, PARP1)FH &5 &8 Jo & R0, 115 2%
R T RE, RKLFS BAT HTod T4 1>,
BRI 2 A, KLFS 7 i 20 40 i Ak 2 A7 400 40 i o 1 1)
Difig . LinfEPUEE AT 1 K U T IS PR, Al ATT
B, 75 1 g kR FEIKLFS 8 1 5 i 1 Sl 1,
[ s A4 A7 A 20 0 i 0 T i, NP KILFS 5 e A2
4 - A -7 BAD(bcl-2 associated death promoter)fs [
I B R, NI 2 40 T
KLF5e 1 40 M T (R4 T AH X 42D o Tarapore
SR I, KLFSRE W (2 2F (8w 4l Ju i v, e ithid
FE i, c-Jun%d & 2R ity 3 B (c-Jun N-terminal kinase,
INK) R B4 F . KLFS B 28 M INK 30 1) 7
AN B TE W A0 P YE 145 5 IR T IO 1 (apoptosis
signal-regulating kinase 1, ASK 1)1 22 2 J5UiF 4k 5 1
VS FEE 4(mitogen-activated protein kinase kinase
4, MKK4), J& " # 3F — 2 WS INKAE 518 %, 1
INKA5 5 38 % S ik B 42 98 1 I FBAX(BCL2-
associated X protein)Z ik 5| EC 40 i 94 134 e, wi
H e A0 - KLFS AR R AR A T4, AL A&
EI L, ANE A, KLFS T 5e30E 22 3 J5Um L B
134 34 ¥ 7 (mitogen-activated protein kinase kinase
7, MKK?7), 1A MKKASLASK 1, 2 & £ 18 i 3
INKAF 51 e F B AXZ A2 1 4 g 1),

2 KLF5%&3E{E R BIHLH
2.1 KLFMEARREFIRTHHEERRIE
KLFS3H 3o 1] 15 AH DG I DR (1) 2 025 X6 41 i 18 51
S T RIT R AEr=Em, D4 — st 4
FEDALES  BOR R Ge M b 23 AT KILF S 1 428 11 BE 2 AT
ChenZ5156F N 8154 ke 4 B 12647056, R IKLFS5&
IR 52 B f5 22 /DA 58N SE K 2 I8 HIRAZ AL, T Wan
ST SV R B KLES R TR 1R /)N U 2 20347 o0
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SINTRIL, A5 EEANE N RIL 2 BIKLFS %, HLIhRE
WA R, I AR AR S5 S
M. FH R DAHEN, KLFSYE by %% 5% R 730 15 o 3
B H A2, WL LA 2%, ThEEt )iz
KLFS8 15 RIN-3 & 6 — 5 & Il 28 1 5 K
PRI SO, HRTIAKh B T 55239407 2137247 &
FERRIRIL P H1 DX AR, 2 X 3 ] 2 T Ui AR TN
F R %A e 5 4 e W . WE9T W], —J7 1, KLFS
AT LLRI LAt B (1 A 45 A R AR R L, KLFS
AJ DLAT A 53¢ K -7 GATA4(GATA binding protein 4) &
GATAGAH FAE F I NI DR 3Rk, AT {i 1F
AR R, (R R A M R, KLFS A SR
T TEAD(TEA domain transcription factor 4)4H 1 45 &
PHIP273E PR () 2 I, 1 Ik ek /b 40 g A 39 6 1 4 1A
FP2TR A AR FHEY. 53— 5 T, KLFSHH fig 5k
VBT R RS 2 7 OUORFEAE T o I3 Py R R K
[X]-¥-A(vascular endothelial growth factor A, VEGFA)
B8 | T e 8 1t 5 11 2 1 R 4 R 9 1 T, KLFSAE H
FVEGFASE R JE &)1 Ja A% J5 3 56 538 ey, 53 48,
Jit I8 I8 BE K] 015 3 2% [12(TNFo-induced protein 2,
TNFAIP2)F1 il 987 1 A 26 % D) AH G Jia%502 0k IR,
TNFAIP2IE IR 52 BIKLFS B 4%, EFLIRE h &
FIKBUEAR O, KLFS PR A FH AR OCRE R Fad i i
PETNFAIP2 R IA RAFEAVEH -
2.2 ENERIEIHXITKLFSHY S0
BR824 oh e P2k S, 1F
SR T, Vi 22 PR 35 R KLFS 1) 0 198 J5 18 M (L 4

BRI SBEAANZ FAEE) (B ). X LERITE S (211
AMYNKLFSH 1 5UFe 8 P 2% DI AH G, 1652 IKLFS 5
oAt R 1 5 AR ELAE Y, S A L DRI R 5 o

KLF50 55 15347 22 24 FR (KLF5-S153) % i 1R 1k
RE 1% 14 o L 3 SIS B8 ) Zhang Z5EPSRIE ST R B,
VA A5 S AR B PRI KL S 0 35 DA (1) 3807, 1
KLF5-S153#¢PKCH# 1% 44 J5 201 fig % 2 3% 19 INKLF5
IR 17 S . TG A 45 45 31 1 (cCAMP-responsive
element-binding protein, CBP)[¥JAH HAEH, & 2P
IR I SR K 11 (angiotensin 1T, Angll) 1]
DL 1F 1 A8~ M UL A0 O 3G 58, s6INF, KLFSSRIR A 5
40647 2. 54 TR (KILF5-S406) i34 1R A6 15 I, A1 A i iR AL,
HKLFSRE % F1 4 53¢ A - c-JUN L [F/E H Treyelin DI
FEDR A B I 5 1S 5 5 e s G, 5 281 3F 40 it 3
JAP, SR, A HRIE N, KLFSHE R A0 o Kk ¥4 5
SEAMHIE H, IX R B0 T B R R 8 8 Fle-JUNE
AH 25, ASTALR) A R P21 5 [R] 1) 2 3 S 0 il 1
B9, A, KLF5-S406% 18 {414 v] LA 5RKLFS 5
A g A B AR ) 4 F IR 52 R aretinoic acid receptor o,
RAR«)Z 8] I AH B AE P, T Y RARGHC A4 A7 75 1,
Wbu N S Ve % I H RS gl b e

KLF5 1) £ Bt A6 AE 4 1 58 5% e L A2 ) 5 Dl g
GuoEPUIF 7T & I, 4 1 £ k5L i 72 EP300fE
& Tk ALKLF5 2536947 4 24 TR (KLF5-K369)Jf 1 5%
KLFSHe s G e )5 1M 20 8 13 25 LBk 2L 1 (histone
deacetylase 1, HDAC1)HE 8 FIP3007% 4 P b 25 &5
KLF5fDBD, & /0KLF5 Z, WAk & i, 25 Z B AL (1)

\ G

e >—@Y  wars

—_— .
| Gene transcripton

——> Promote

— Inhibit

Bl KLFSEYEREE 1216
Fig.1 Post-translational modifications of KLF5
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KLFSE DAAEEIE R 5 2074 6, DRI 5 DR ) e
SEPE BE T IR, f il —SEF SR W, KLFS
ST SIS 2 R T AR R AR . FEIET
AUB R bz g b, 25 B KLFS 3 2380k T3
JEFBA 3 A M, 1 S BEALKLFSTE 2 (1) 3Rk T 401k
BRI IR 40 P, X HORKLFS Ak v] g 2 — AN
PR35 . LisEUI7E 1 400 s 40 i b R B, £ I ALKLFS
BEAIH Jir e 41 B A K, {EKLFS 2 BEAk A i Fe A st T
Ak A= KR 1--B(transforming growth factor-B, TGF-B),
MTGF-PRIE YN G L WEAKLFSH (1 £ b 2 9k
by S K LESTE 1if 1 [l 40 P i A0 & A 68,
BRI, KLFSX iR 40 i 2k K fe EAE . Bhab,
B s KR, & LA B IS KLFS nf LA 458
Z AN BRUVE G T 40 M 2 A0 AH G IR JE BT, 300) 4 i
JA 640 22 3 1 0 2R D 3 DDA OB, (AL
PRBLENEA Rt — 2 e 0

55 22 0 SR 1 2R A0, KLFSHE — i 35 1%
T ER (1R, 32 FAAE 1R R WKLFS & (RS e P I
WK MKLFSHE 2 3% 8 i 32 lEWWP1
HFBW7iZ &= 46 )5, & A B AR 0 KLFS 8 H 1) 28 Al
PER KRB, 5 25 305 # K W Ag i M LU HE 4R
Y2 T REH . LinB5W206f sh HEAT IR AR 5T )5 R U,
FBW7fig 1 FIKLFSH [ 1 (34N W g — 28 ARk 45 ) 25
A MR EE 5 5 R RAR, e IR AR —
B A7 55 58 J5, FBWTA 3 IRKLFS B fif Wk 225 ik 2>
7045 H i A i b, 5530147 22 & FR(KLF5-S301) fiff
TR AL A KLES 0245 5 i FBW 792 2 AL 1M P A%, 248301
AR G AL RUAME LB IR 1L, Rk, 2FBWT7iZ &
b It HLW AR 1 B A A (R KLE S H & b, i B R 1)
KLFSHz 2418 19 40 M 38 51090 hH S, 2292 %4k
A DU INKLFS 8 (A e M. IE W 5 80T, KLFSX)
FL IR 9 40 B 1 G AE . GeSEMIR I, iz
F A EEATXNILA] DU ) TKLFS AT J5 3 2592 &
b, ZISFEX JERFKLFS 8 A AR e R 02, Y
ATXN3LE A 0 G KLFS 8 iz 203 hn, ik
AT Gz FALTGRER, 52 TKLFSRIAA
A T A0 ) 2L s 40 P 4
2.3 KLF5FA3E4RE3RNAE E1EFA

NI D 4L RN 90% 1) 3 DA mT LA A 5% il
RNA, A H o LA A 212% I RNAT] LL#H 18 il

BT F6 R B8R 29wl A2 AE 4 A RN A (non-coding
RNA, ncRNA). ncRNA B 2K A & TG ik 4 i & 11 %,
{HncRNA 1] LUE L W mRNA BT Y] . HHiF 5% 00
EdSPRERT NI N IV DA S & S e S ESeN ]
PR H AT CEAEVE 20 T K I A neRNA R &
KRR, RS AR NSRRI R A R R R
ANTT R A o

H 87 & 7 X TKLF55 il /NRNA(microRNA,
miRNA)AH B 45 () WF 50 1. — J7 11, miRNA
Al DL WYKLESI R ik L 1, miR-1457] DL &5 &
KLF5 mRNA )35 JEHH £ [X (3" untranslated regions,
3'UTR)I Al 5 2 22 3EM7; miR-375 7] DL o i 5
KLESX 11 Jfs i 9 240 10 110 38 e 4o ) 4 . 55—
J5 1, KLFSYE A s 1, ok K n] BLE 5 necRNA
)2 15, H i, miR-2002 H #r b % 8H 6 it — Fil
Rzl i A (epithelial-mesenchymal transition,
EMT)HIIE 1, EMTAHIR (142 28 56 85 % DA K
ZhangZ5:WIWE 9% % L, KLF5 0] LA B % 45 & #miR-
20025 K 8 1 L I CGHETT G LR 1A, i 3
PR R 22 IO . BEAk, miR-146ad A A % ifi
BT LA M G TR R T, KLF441d R4 et
Kb miR-146aff) i 5%, MKLFSHE 5 KLF43E 4+ 1k
454 TmiR-146alt) J5 2 X A 21 55 HTKLF4 1)
YERIBO,

3 KLF5FIERY X

KLF5 ) 438 5 1 W ORIV 22 Jiieg 4L 2 4
b, W R B Z A RGO, DR 2 (K1),
DAAT QT KLES i 3k 20 1 384 5 LA K 10 3 T ) K o
RIEHETR, KLFSnfig s —MEAE . Jaok— &5t
ORI, KLESIEAE R AE . A 2 A, 7
L AT A e, KLESS Ieg 2 B0 X0 m) 75 H,
BE R R SR AR, SO B EH . RS
Jo R, X2 et KLFS 1) D e 25 52 31 2 F K 25 5%
Wi, BN i e S B M R A4S, BRI A AT
DKLES A2 R A H AT BRI
3.1 KLFS5%EME

KLF5 1Y Jif 18 ‘& % #YKLF(intestinal-enriched
Kriippel-like factor, IKLF), [A T ‘& 55 45 B i Z [0
IR ARGI A KIE . REWFFTEY], KLF5Z 51
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F1 KLF57E A\ 25 e E
Table 1 The role of KLF5 in human cancers

LiRERUES
Tumor type

I

Expression change

Uisie
Functions

B3k
References

Bladder cancer Up-expression

Breast cancer Up-expression or down-
regulation

Colorectal cancer Up-expression

Gastric cancer Up-expression

Laryngeal cancer Up-expression

Lung cancer Up-expression

Ovarian cancer Up-expression
Pancreatic cancer Up-expression

Prostate cancer Up-expression or down-

regulation

Promotes cell proliferation and
angiogenesis

Context-dependent

Promotes cell proliferation and intestinal

tumorigenesis

High KLF5 expression associate with poor
prognosis

High KLF5 expression associate with poor
prognosis

Increases cell viability, proliferation and
inhibits cell apoptosis

Strengthens drug resistance

Promotes cell invasion and metastasis

Context-dependent

[10,31]

[5-6,12,32,51-53]

[54-57]

[58]

[59]

[22]

[20]
[60]
[13,61-65]

FEWNTIE 55 18 i S K-rasHh R (1) 3215 500 25 H 9
KA . R M EL R 5 M (adenomatous poly-
posis coli, APC)J2 4 T [V fic i W) SRARFE PR 22—,
TEWNTLE 518 i h, APCH: K 52748 3 SUP) B- % 3
1 (B-catenin) 4 M 4% 17 7% 2 &5 B W g B2 46 (1) OC B 20
BR, MKLFS/EWE0E %2075 1) [A] I 38 /2 F B-catenin b5
T B K 1-4(T cell factor 4, TCF4) &% bk [ 48 i [X] 1
(lymphoid enhancer factor, LEF) [a] (¥ [F] 15 H, f%
LHOE RS R C-MYC S eyelin DIZRIETAEHEA
i 38 5E5% % 1M B A 12 (Iysophosphatidic acid, LPA)
e B MKLFSIH R 1A, %45 B g 4 i A2 Kk 2
AR M. I I, GuofE Pk I, LPAIL fie i i 1 5
B-catenin5 TCF4.2 [H] [ AH T AF F 2 12E &5 15 e 4
JHO A, 4 BbRE 0 i KLE SRS DR ol il 4% i i A FH
Bikgy. Xt PR OR, KLF5. LPAFIB-catenin{E
giE iR A . R R A B A AR S
YER, = A0 H 0 ARk 25 1 e T . AE )P s
o, 5 IRAlAPCHE R % & PR 2R /N BR(APCY /N ER)
LG, & FATKLFS5E R 2 6 1 B 2R 10 /s BRAPCM™
KLF5" 7N ) i 1 9 250 Bk 296%™ . X R 1,
KLFSTEAPCHE R 58 A8 175 5 1) )iy 108 988 A v b AN
A /b o Kerasst — i i 2k DXL, A 25 1 09 40 i pk

[EC-6'115 G K-ras53 %8 5, KLFS IR iA b2 T},

5 [RI IS, i yRg 4 ) B A R e o 5k
APEAEKPT, Nandan®5P9E g WAL E— DI 1
P 2 95 &R, a8 RSP SEI62RA. 5APC-
Miny N AR L, TR IS B 5 K-ras 58 48 1) /s B(APCY™/
K-ras""/IN §0) I 18 1198 2505 o0 BT 38 — A%, 7 ML
i SKLFS % 45 PE B 2% 1/ R BRAPCY "/ K-ras""?/
KLF5" /NG, AHEETAPCY™ K-ras”" /)N iR 87 £ i 22
I/092%. T MR A &5 i (R T AR, Ferh
— o3 AT LA F U R IR, nT DL R R T 2 A
Bl R A KIER— DRI Shsim 4R
B, KLFSTE I8 I8 B b b A ] /b R mT DL
W, KLF5 0] fig A2 7R 4 45 B AR i R v ) 40
RIEAVERT . g b rid, 4 H s T WNTAE 5 i % A
K-ras3e PR AN T EE R g R 2=, (R e AT TR A
FIAR KRR JE FAK T KLFS, — HKLF53 A 52 4
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