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Role of transcription factor KLF5 in tumorigenesis
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Abstract:  Kriippel-like factor 5 (KLF5) is a DNA-binding transcriptional regulator which plays an important role in
most tumors. The functions of KLF5 are context-dependent in breast cancer, prostate cancer, colorectal cancer and lung
cancer. It can be regulated by microRNAs and non-coding RNAs. It can also regulate the expression of many downstream
target genes. This article presents the differential roles of KLF5 in different cancers, and the mechanisms by which these
differences are affected through the regulation of KLF5 protein function in response to different cellular states and the direct
effect on downstream genes expression. Exploring these differences is likely to be important in discoveries and new research
ideas about KLF5.
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—  HAEAW C Riff =685 DNA 456 1EHE 4
¥, J8 T DNA S5 G5 8w N7 Rk, B 2Rk
YrEYIRE . KLFS fENREE I B4 bk g 8
SR 2 b )3z ik, 78 RAE IR BB O
BRI R P R A EEAE M, R
TR KLF5 55 g i A A e e 3 U)AH 56 KLEFS 7E
AN 270 g v ) 30 S Rk, LR AN [) i v
FIEARRMIER, W5t B ik J3E 7 KLFS 76
i ge v BV FE AL BRI 9, Sk 8 R b8 36 7 7 3K
PRI AL

1 KLF5 th4F 4%

NG KLFS B T4 13 5 L iR K 21
X 1 4, cDNA Kk 3 350 bp, H1 4 NAMETF13 4
W T2, B R KBRS 18,5 Kb, i fith 2 1 HH
457 NEFERR A, KLF5 35 8 2005 e R T
HHR O SE H i, 18 1 g KLFS 138t 4% 7 2 &4
SHEBEABMA L KLFS A LA 2410
JRER AR IR ALY KLFS fOA%E N, R H 2

Chromosome

B IR AL AL p R AR B R A IR T L 5 L A SR i
TRE T HBERR ALY KLFS 25 5 0iz Z ALK,
T H [ 324-328 i A9 FE SR BTG 45 M 1R
(Transcription Activation Domain, TAD ) A | F KLF5
RAEFE SRR PG YE, E3 12 2% 1 W A4 S 1R
TAD {2t Rz RAL %A, £ B 7 i p300
P53 KLFS 1Y K369 1 s & A S B AAE M , AT i75 3
KLFS ({56 5 35 M8 hn . KLFS 25 [ C R i 2 —
AT 81 AN % B R A8 AR Y B 48 45 #4 ( zine finger,
XZF) IZZE AR GC Bk =E & /Y DNA J¥31, /v
T XZF 5B DNA £54 . XZF &40 2 B
b, 1 KLF5 T45 5 686 B R . [l KLFS 5
DR G % %) 2 1 J0 A 2 — A e SRS IR, e A
i 8 B B 2 e AL A A, RS
PRFERI R 2 5" s AR P A0 2 4, IR B
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PRI Ub:iz#ib AC:ZEEE MeRHEAL XZFAHES5H

B 1 KLF5 EFEEREE

2 KLF5 5 ji# 5

Ji g ARG I 0 3 R R R ke R R MR R B T
() IR iR ™ b N I R, an ]
RCHIG YT MR © R — A AR A A D (], 5
HESE Z R IR AE 13q21-22 RiAEAE gL R Bk | JE A
H2F43HT 3. 3Mb 13 PRI A X 3, B H v B 2 4T

KLFS 5 i & A 56 i PRECE R KLFS f£ 25
B o HR A AS [R] L ) Y B R R Ok i — D 4R OR
KLF5 76 5 i i R vh A 45 56 B AR
2.1 KLF5 538

AR PRANSE R SE HIUESE KLFS 72 7L
TR K FFE S LR AR AR OC, TEAR A2
YR FLIR IR A LR IR KO A B R 25 7 KLFS 76
= FAEZLIRIE ( Triple Negative Breast Cancer, TNBC)
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HRE SRR R 0, TR ZE R TNBC 11 9 S A % 5i
BRI, i KLES Ge 400 il i e 4 i i -+ 1 vl T
TNBC 193897 . 7€ FL IR 98 b £ Fh 25 ¥ 66 0% 4 45
KLF5 f)2%3i5, FEimys 25 — WSR2 BVE I Tz
HAEL PR R AR IRIT R Shi %D KRB
FF UL 38 81 D5 B 4 -3 8 ( Glycogen Syn-
thase Kinase-38,GSK-3B) H #7E M4 1Y S303 {7 i
Wk KLF5 | MR b iy KLFS BEdl B3 72 KRG LM
Z FZATF 268 I RHAREM . — H UMK R 2 R A
TNBC 1 KLF5 8 B R E PR IT T I H R A Rk
AT TNBC 4/, Li 25 % Bl KLFS &b %€
KA ( Dexamethasone , Dex) 9175 S 3 K | Dex AE 17
KLF5 #25 TNBC XJ S /210, Z V3¢, 2 3¢ b A2 5%
fRI7 25t 32 1, 5 S bR A s 25, 9 A AR
FH KLF5 %3] MicroRNA Y45, 76 TNBC H' Mi-
croRNA-217 REAE Ry —Fh g il 5+ 5 9 KLF5 LA
TR i 0 DR B2 Ak 20 e A A IR 255 B T (-
broblast growth factor-binding protein, FGF-BP) Fll cy-
clinD1 F)3k , NI A TNBC 40 A& TR iz
22050 RK4EE4n S RNA L RE % KLFS %3k,
Tang %' % BE K 4% 41 45 % RNA PVT1 3@ 33 8 %
KLF5 & H Rkt — 2 i B-catenin 1335 M i
FESERIRE TE B, BRI 3R 259 MicroRNA F
KEEIE4uiS RNA #RBE A # KLFS 1933k, KLFS 7
TNBC Ha] { i g I B & #5429 VE . 3L 55
—J5 1, KLFS5 7£— S8 3L it th AE 26 SRR sk 1 1% 1l
I RAEE MBI R IVE R . 78 ER 3244 B 1% 20 i
H kI KLFS 55303 B A2 (AR B 8 455 52 el 2L AR 9
A K, Guo 257 % I KLF5 5 MEi £ Z K ERa
MEAEH, I T R R E2 /KF S E2-ER-ERE
T AL, DA R T A R, De A
KLF5 it & HVE R -5 40 i i 32 K P sz R R as A
5 AT RE S HAE M R E A L,

2.2 KLF5 5%837%&

KLF5 J& T 1 18 & 4 ) Kriippel ¢ K F I 76 45
P R A HENEN, N85 b icw W
FIZRAS LN RAS LK RAS Al WNT 3 % nl L IE
]S KLFS 114 35 DA T 48 15 ik 98 400 i 1% 344 51 0
PE, [AIEE WNT {5 5 38 %l i KLFS #4958 B-catenin
AR R e P O (2 A B 7 LA o sk 65 M o8 4 2 T st
T2, KLFS /NorF- il 50 M1.264 1T BE# ik 2 41 i
BI040 B S 1 SR KLFS R BUR R 5
T DGR SR P BRAZ R A S B R
A, B TR AL 7= ) ( Advanced glycation end prod-
ucts,, AGEs) LB KLF5, AGEs & i B A1 5
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FIRES A P2, B REME I KLFS M s R,
AGEs i KLFS 7 40 A% 55 B0 38 /N BROSUR
FL A ( Murine double minute 2, MDM2) 454 1 4
MDM2 3635, 12 1 25 B 8 AN M ) 36 5 s e
KLF5 7E45 5 i b 208 {5 5l 5 A AGEs 7] LU
¥ KLFS RAFAEIIRE ME R . 4R 1M Bateman %50V HF
8RB KLFS GEAE HE 1E # i 18 20 M 33 K, 76 s o
RERFEDU IR B REME . 7EIE R 0 b R 40 M R o
IEC-18 I IMCE 40 s b KLF5 [ cyclinD1 A3
ik AR SEVE TR A, I AE 45 B i A M &R KRS 1)
FRIKE 5 40 i A K 2 A OG, B KLFS Be b
Sl A ) B H . AN FESS i s HCT116b
YA UUER KLES 0] DA 40 it 338 7 i ble, {H 52 56 9%

2.3 KLF5 5115 i85

B EH KLFS 7RG K 1321 XB& i i
PRI APEBG . KLFS [y 3 PR 38 3k i 2 5 Bged 1 &
AR VIMG 5 ZLRRIE h i 5 B2, 72 T 51
BgEh KLES g SR K2 B EAVERH, 5
BRI E 2 1R ERB T 5 KLFS 30 M il
HIRTA A AR . S 00 e 7 o A BV R E2 b3
/NELLE2 fiEif IS ERB I KLES 3424 5y 51) A e
AR ERBFIE UL KLFS nfREE M R A S
MBI BN R A EEAE . 5 2 AR R e
RIS KLFS 23k T ok 42 0t 1 51 g e
& B2 AT KLFS 76 [R) B B2 ) i &
ZREFRA T ReRBU SEAE A, BRIMEN R
Hh,KLF5 & 37 i 988 38 € [ F-o ( Tumor necrosis
factorar, TNF-o0) B P45, @Ik KLF5 B3R IEZ 5K
B TNF-o 55 19 15 270 M 80 40 A 0 7 B g o 217
W KLFS RS TNF-o MRIATVEM, $ibEK
[A-f--B ( Transforming growth factor-B, TGF-B) L AE5
KLF5 M EAEH ., TGF-B fEiE A 40 i 1 5545 2 ik
LT P300 fif KLFS 7546 28R 369 (K369 ) i | & 4=
LAk, CBHALE) KLFS R P38 hin ot R 9 i i 571
P AR A R e IR 23R 1 S Tk Ak il
1/2( Histone deacetylasel /2, HDAC1/2) Rgf¢ #F 7 51
g A5, SEIS & B HDACL/2 fff KLFS 2% 20 H
1k, B G KLFS Foe YRR AR 0T 25 5 o 8 A il
AR S, M A2 2E A1 470 Bt P g A 2 g KILFS
FE RS A9 HH 2 382 R A0 TR A R s O R R
AR, FLAE R AT 68 55 40 i A 190 T A 5
KLF5 1) ZBEALIRSA K
2.4 KLF5 5hfifE

KLFs ZiE A 8 A~ bt 5 i i & AR AR G I
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HORHR 3 1 B3 2 B P AR {EL KLFS 75 i i
AR R EXCEAE ], — 7, NAME R T 5a
(Human Complement fragment 5a, C5a) Bgi% 5 4E /)
20 L g ) S B A /DN 200 T e i Ak ) B 5 v
R C5a WY A 192, C5a 1 KLFS 1 H LB
A H§ GCN5 ( General control of nucleotide synthesis,
GCN5) it A A= K346 H F 15 ( Growth differentiation
factor-15 ,GDF15 ) £ 11152 W 83 (918 A, KLFS 4%
5 GCONs 45 5B E &, X 5 WREs &
GDF15 ()5 8 F I GDF15 Y2 3k Fh i M i 4l 2
it ARG 5 D3 — T, UUERRR B P Y KLFS [,
SRR AT R 114 A K i K b B R FE B KLFS
TEA S C5a BYAR TR /)N 40 A Jii 96 185 5 1) o 72 vp 4%
BHEARTEHAVER, KLFS ARG S 2 Fh B i bR
SRR O . PEBRAASS PR T U KLFS af LR
WA cyelinB1 A1 7= 40 %1 & A Survivin 3
ik, [ B RE LI caspase-3 235 1 M7 0 i HE /N4 g
Jits s . EIRTE AL KLFS 22 3R 3 e 1 GE AR
FH SR Meyer 25160 75 it i A% 80 o BIF 5% % PR, 38
LT KLFS ANt ieiE . 5 Z /A 7E RAS
AR L AR L, 7ETC RAS S il v, KLFS
AZHURIEN RAS YT, B KLFS B aRiA A
S5 S R P S 5, B T AE — S8 25 1) 1 A T 36
Fivh i KLFS BRI R8I/ 2 241 245 25 1 ABCG2
AR I, DATIT sk 355 ik 9 200 L 100 TS 245, 45 i fiek o8 %o 24
PRI, L, i 3k KLFS BE42 /40 i
it R8T 2B AR, X SRR ST 2 R AR R e — 2 Zh
YIVE R EREE | KLFS BEWZN TR 25 35 (1 A9 = A
WY BT ]
2.5 KLF5 5'5iERMEmE

5 175 BH 21 M 95 ( clear cell renal cell carcinoma,
ccRCC) 22y 1Y W IR R GG Mg 2 — . BFstk
TR L P 5 e e 118 AR S DD AH G, 1 ecRCC H R IR
IEL I P E LA S IO 9 773X KLFS 79 mRNA Al
KT, 78 ceRCC H KLF5 B 4% 45 & JF LA
miR-27a W IE , T AE 37E i 963 114) 4 e S B0 I 1Y
ARBUG . miR-27a Ml 55 FHE/ WD B A
7 (F-box/WD repeat-containing protein 7, FBXW7) [
3'UTR 454 TR FBXW7 [3R3K, i KLFS i1
Z R AR 33 Rh R R A5 E— 0 S B KLFS 1) 2
B0 3 ccRCC SR AR 287, 53 — i
KLF5 {2283k 0 68 i 38 M i A R 1S, i ccRCC
B RARTA TG R E S . DNA & Y R Al 2 i
TR0 ) % PR 2 9 A — bR LR BE, KLFS JE [N fE
ccRCC P 24 LA B i I UK, O F A0 8 M

R A AR Sy Fif g 0 i R F 10T A7 A, Fu 260 &
BAE ccRCC HVft T SEAL B4 390 5-0 2% -2, 1 S e
1 (5-Aza-2,-deoxycytidine ,5-Aza-CdR ) #l il DNA H
SEEEREHE 1 BEVKE KLFS Y3 35 M 300 1 e 4 1
B, RIS ARAMSEIAIESS & KLFS 93835 n LU
il ccRCC 3458 ER AR ZE, /N BRI S50t 55 ik
KLF5 AJ#ill#] ccRCC SRR AE P 0 AL K AR RS . X
Lok LI | L AL S 200 T geg 0 ) 3k PR R ]
ABAS 7 KLES A g Sl 4 FH o i 2 JEL 1] et 1 78
¥ KLFS I8 & AR MoR M /E . #2878 KLFS 78
ccRCC TR HE I BLR A 5 0BT Ak i S A 55 DL
GYEUSPSE S PN
2.6 KLF5 5HE &4

KLF5 AUAEZLIR 45 W | w51 o 46 b
Jei v R ARG WU AR, 38 55 At g 2% VI AH 5G9t A2
ZRE R, ZWFEER KLFS i &35 0] LIE
HER IR T B B AL, miR-152 78 2 R
H R g — bR 4 R DR AE E SR miR-
152 38 IE KLES 3F ifi 8 42 J8 A 2 1 i # g
MER . FEHE I 406 K F miR-1455-p 5
KLF5 2635 7K 2 A ¢, KLF5 1 ik fEF5 T miR-
1455-p B4l $m ikl DY) HROR Z R0 RNA 5
KLF5 A E AR 2 5 42 i 9 008 il #2 . ek,
KLES 3 1 AN 6] (O #E 2R s e g 19 &4 .- KLFS
LR [6) Jie g8 YR B PR - 32 4% 88 S % A8 53 11a (Tumor
necrosis factor receptor superfamilylla, TNFRSF11a) 5
HIB 3 7454512 9F TNFRSF11a fO2635 , WA gt &
TR AN A R R 28 I 1S I e S8 R A AL
TR0 e N B S e 40 i P, KLFS i Rk g
P55 Survivin BRI F IR HE IR 19 & A KLFS K3
TR AR w5 A2 T X iR 40 e ) B dE s . AR
ZOPE bR U 28 B 1 S 4 A, KLFS 5% Survivin %
ik, a5 bR R R p53 AH ELVE HE I & BT
T-AEH, ®ifik KLFS J&, Survivin 2235 07 8 T, [F)
] 8% 2% A9 0 I g 3 1 1 n, JL AL 2 KLFS 5
Survivin JA 3 455 J5 5 p53 A EAE H M I A& #5 ik
FEEIER . EFRIE SR KLFS 5 R aARE
I NF-kB A3, FE AR 2E T AR B J 40 e 1) A=
KA EL 25568517 ) T KLFS #1098 19 F 75 #6 &
TRAWEIE, Hos 5 e ) B ARV FE L 8 A 7 i —
HHST, B2 KLFS 22— HA LR b
(L SR LS IR 10 K A B SR ANTT 4y, KLFS
3 P 2 A RNA AR (UK, 2 58 0 &



PHEFHFRE2I9HE5 B 4T EE 3B

3 RES5RE

G bR B A O AR WA R AR A O A
ifraE 20 B XAy 7 25 9 R 2522 R i o I DR R T
P B 53 DR T /KO B8 R i R A PR YA o ) S
# . sk AT KLFS S0 i & A & % V) A
5% AR AL 2%, 76 8 Mo vh i /6 5 i e
() 2RI Sl 40 i iy Ak ) RS A O, LA el A B8 A4
P, TEASIE BB IR S0 25 R A R
FHIfH RNA 45 BN R B 5 KLFS Z45ER
W] i A B 24 % i, TR B KLFS o fig 38 1 9 5
Survivin &K R IR BE T i 24 25 A0 R 3 4R
BT YRR ST S e 5 A R AN ] ) A BEAE
RIZEAS ) (0 IR 4 20 PR KRS 9 R it i
PRI 3R 04 2 S T 7 2 AR o 9 s 4100 ik 988 13 v o 4 A I
PIFERT ., TR KLFS 97K 7 BEs2 e v oo 1) & A=
K&, P, KLF5 AT Ges s v I 16 7 A &
bR, (HRXRhBEEE KLFS 89 bl R iR 1
g it —2 2 R AUESE, S22, 4% KLFS KF
AR R PR IR R R A BT T RN
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