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Abstract

The FOX transcription factor family is involved in regulating cell differentiation, cell cycle control,
embryonic development, metabolism and other related biological processes. Members of the fam-
ily FOXK1 genes regulate a wide range of biological processes, participate in the progression of
prostate cancer, liver cancer, gastric cancer and colorectal cancer and other malignant tumors,
and participate in tumor cell proliferation, survival, differentiation, inhibition of apoptosis, cell
cycle transformation, DNA damage and antivirus. This review mainly summarizes the role and
mechanism of FOXK1 in different malignant tumors, and provides a reference for targeted and
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accurate treatment of tumor patients and prediction of prognosis.

Keywords

FOXK1, Colorectal Cancer, Gastric Cancer, Literature Review

Copyright © 2023 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 5|15

AR R A — Mg R A R BB AR, BT e A RS R — MORRIR A KR
—AZAEMFENBIFAS SRR, WAL, RE, BAR. BREZHENAEIE. BH
TR AR TR ARG T, BV RIS CRIG TR, Rl R fErs i
9T BT RIS TR T, g Bl 74 I RAS SRARAY (% 1 A AL AR R 22 (1], B
DA B e 58 SR> S & WIS TUR B9 A P0bR B4 Bl PRV T T 4E /I 3R 1 [2] A SOt FOX H A R X
R FOXKL [R5 753G iR o B s S AE AL 25k, DAHDAIMIE W 677 e 1462

HARYE
2. FOX EHEHZE
2.1. FOX BH

SCLHE 8 F (Forkhead box, FOX) 5% Al 71 9 NS s K I3 R 52—, AE Rt i Qe i 3L
BRI R I, R BIA TE T FOX RAL. HagH T FOX R R/ D 04E 49 MR, it
b AR AT BB SR T R T 0%, RRAELE T3 DNA Z56838, CHEEN T L2 5540 04 . 405 4%
Hl EIGRE . FRASE 2 MR A 12 . BRI, FOX i H DhREH)% % B0 AT AR 40 i fiviz
I e 2 R PR A A R J ST LI it S A B DR 7 s D] 1 (B R AL R & LA i) R s AN i
Rk, ettt 1. TR ARER(3] [4].

2.2. FOX BARKETMMESH1ER

ANIE] ) FOX % 53¢ DAl 30 i i sl | LB R RUR PR 2 28 IO« b, FOXH 1 FOXK & B (1),
T % FOX F K HA B HEH, 55 FOXL Al FOXD3. ififg—%% FOX & A (i FOXJ. FOXO
FOXP3I) I e Al Re AN [ B B J, X FE T IR i 2R AL [5]. AWt i, FOXOs (1R i@ %
W2 MAMEES S B, GRENEE. FT. 228 B MR, Bum LT 4
M ZPE[6]. A HOER, EFMRES, FOXC2 & H TGF-4 15 S MM s % S0, XU TGF-4 (5%
2 5 AT g L) FOXC2 WATHLEIZ —[7]. TMEAFAMIATRE o, FOXC2 [ 3k 5 i iy gt g . 2%
FHIE, TGF-pISmad 155 IIUE 1R 7] Be A2 B ZE ) O T K 7, TGF-B M FIHIHI T 4F 4 fk, itk TGF-p
555 S REAL AT 68 S BT 40 J i ik FOXC2 JF B 1R &R [8]. Whot &I MAPK/ERK Al
PISK/AKT @B 3E 1 g v (.45 UF S5) i) FOXML 3435, 1 FOXML 3@ #r8E 185615 515 5 . DNA
BEREH . WITI 251 R T BRI AR e LA S o528 4 i A 45 i ik B SR B AR 28 [9]. fx
I, AR FRIEA FIRM R IR T, ORI TRE 45 & 4% /M DNA FEMET &R, M7
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DNA Z5&3Efr, DL G HARR 7, JFRE R TR RIE[10]. BR 171X — R 5701 M4n i Dh RefE
b ARG ST BN )5 . FOXKL T IE B 16 7 i T 240 M 45 3 ) o B 4% TR

3. FOXK1 fEE M4 i p91EA

FOX #s A1 R R 1 FOXKL FEDR e A T A Ge ik 7922.1, H 733 M EERRA K[11]. FOXK1
RAIBE AT  MNF (WL BA% R F), 56T/ ROV G 2R S A% P LR M 3 R IR BR Al PE A K, JRTE
Williams [ 5256 2 4 K I[12] . FOXKL L3 AN R BEORSF 451438, — 1 DNA Z56 380F1— A fox AH G
(FHA), #i# EZE 5 DNA FEZBEMEIEREL, 1 FHA S-S 5HAVE AR M EER,
VR 4R SRS 70 % FOXKL @i 3% /N 25 G S 55 AR A 1 R0 AE B 32 1T R 4% 40 i T e . FOXKL
MO E B 7, WS, S 5 MRS A e, I T A0 R
A%, DNA AR #E[13], HRERIE IS ars e EIE . e, B &4 B S 2 s
Je PR3k R AH K

3.1. FOXK1 58#&

EMT & b 2R N R 78 i g A2, BB A S &M E 515 S, B4 TGF-A1 (b A KK
T-p1), T ARAE T R R A AL . FOXK 385 313 Vimentin 2634 115 S84 5 () FOXK1 #%
P E-E R E A, o NI TER EMT 5350, 1M7E GC 4Uia K I FOXKL 5 vimentin [)3K 1A
SR, ZPFE AR R RIS S500 . RELEHER . AICC 43 WA 5 i 2 W2 M55 [14] . 1Ak,
HHER A TGF-1 Hil# 7 FOXKL IFKIE, 1 FOXKL NS T TGF-4 %3 EMT. Hi ik,
£ 5 9% (GC)H, FOXK1 7£ TGF-A1 #5311 EMT H 78 4L HIHGH, FOXKL i Fik 158 | GC i ) 3G 5H «
AR ZE[15]. [FIFER), A FIPA[16] &3 GC 4HA = 1] miR-646 #f = 1] G2 EMT it J& 1) H 2 vipk &,
M E GC 4R RER IR 28, ol 2t Yt i om miR-646 1T #iLiW#: T TGF-1 M5/ Vimentin L
WA E-ESRGEE A, RIURHED miR-646 #] T TGF-g AL B i i) EMT . 1Mifh A1 SIESE FOXKL A&
miR-646 [ EL#% NI FR, miR-646 16k = S8 FOXK1 ik ) _Eif, MiR-646 i 1714 4 GC 4l th FOXK1
M FHHEHE, A0k miR-646 @it 21 FOXKL #if] GC 4H g8 FE A EMT #EF2. [FIFERT, miR-1294 H# K
PRI S0 ] FOXKL 28R 7 GC i EMT 3 A2[17]. H Mk 58 & AE B VIM S, A IRERRE S E WA LA
HOH IR e . RS FNLRE, H PIBK/IAKT @48 s fr ik B A2 E MR R T N1, B AEs R SCH 1
FOXK1 7£ B i1 5 Nifid PIBK/AKT/mTOR i@ #&AF A B Wil K+ R HEAE AU A, IESE FOXKL @
{2t 7 GC 4fur HWE[18]. 2, FOXK1 2 —MEHIT GC KB FI ¥, ReEii™ T GC 4Hiuf
Wy R,

3.2. FOXK1 5B

PA 5 3 A A R A U 1 5O 2 AR PR A B R A . S A LT TR 25 (0 SR LA, 2 R
S AR . BRI, SRR 40 A R IR AR X — OGBSI TL, DR R IR T T TR
Bt 7 FARMEE S [19]. PR FEIRE I, A 22201 I FOXKL 78 e 4H i & o i mRNA F1E& (7K
. J8IT si-FOXKL J Rk T i ] BRI 40 Btk SMMCT7721 Fi1 HepG2 4 (1) f77% %6 . FOXK1 J&
DA 5 v 0 1) P 40 P Sk 0 260 W (A R URN FLBR IR 72 A, R4 HK2 MIERIE,  $2oR FOXKL JE PR Bk ml ok
/b SRS AR MO RR R B IR A . (RIS, 1% At 2 B0 Akt A0 mTOR FRIIIHI 406 7 s 4R i3S 71, Jb 738
BIMHFEAZLER A, [FIRTHDEH] T HK2 [3RIA, B AKUmTOR 15 5 18 % 140 ) v e 2 i ik 400 i) A
o 4 L PR R I AR A R 4B B R A2 05 o b Ah, A R FE 2 [21 ]38 0 150 R B CIRC-PRKCI i et 3 fin
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THIE AN FLRR KT, T FOXKL [ b PR T i & W A AL 17K F . T CIRC-PRKCI A B IfiL
PEFIFLIR KT, X —1EH AT FOXKL i RIAprilfi%s . X Lehft 745 J e~ CIRC-PRKCI W] fgidid g4 it
mMiR-1294 1 miR-186-5p il FOXK1 MIERZE KV RAL s A AETE . 1T, (REFFEREAE, it
CIRC-PRKCI AJGER IR T AT FIHTHE o 11 MIR-144-3p/FOXKL Hhiai ik 5 T 4 B A S8k I A ik
T 90 161 e PR vt 2, AT BE SO M8 VR 97 IO 7B s [22] « - HL, Cao [23]55 i 15 & L FOXK1
1 = 208 55 R P gk e S EAH DG, 3RO AT e RO I B TS BT E AR S . B2, FOXKL KL%
RIS ARSI TR T AL AL, R B UG RANE AR A, SR IR AR 1 A
5,

3.3. FOXK1 5Hi%Ip8 5

Chen [24]% NiEid kil FOXKL £E T 41 M th i ek, Jfdar 2 HAE 1 471 B 4t i o 4 P ORB, 7
ANRIHIIRE 4 &=, FOXKL 7E mRNA & H /K ERERE L. thsh, FOXKL R IEFEAS
B SR A2 B R B R S B, RIS T A P e AR A R R AR K. RN, FOXKTL R R AR 4 1)
T RIS R A AR T B AR 28, i b E-E5RG E R ERIA DL T I HT A IR A A R N-E RS B R
ERTYT EMT R4, MHLEI B, Sk FOXKL A% i 7 PC-1 40 p-catenin, c-myc 14 fifa & 1
A D3 MIRIEAKT . BRI, %45 RRE, MK FOXKL Z /3508 #H] Wnt/s-catenin {55 3@ B 41
il T BB R I AN R . B IRIEAR TRAPA 1E 2 MR b i ik, JEER R IR 2 W s £4
Lk, A5 25 08 LA 50 R 0 TRAPA S8 1 i Z B 4 e i 8 5 . B R AR 2%, X m REA T B B2 %
SiRL A p-catenin (IR B . X EMkE TFAPA-FOXK1/p-catenin il ] RE f& 1697 H 51 e (¥ AE B0 A [25] . 10
FE T 50 FlRE BOA LT TR 26 1 D T8, 6 1T 470 s S A2 e (PTX) i 245 F i 9 Fl e 4 o v, TRPMI2-AS 35 R Bt
WA, P T A g B . RZBAXS PTX Pt . MIR-497-5P 5 TRPM2-AS 454,
HAMHIE R W T TRPM2-AS 3R B % PTX fiif 25 1 6 51 i 4 A it F2 A0 PTX i 2 PE 520 . FOXK1
B € 9 miR-497-5p M A, /£ PTX i 25 ¥ RT 41 I 4, FOXKY [y 2k Xt PTX i 245 1 11y 41 e
41 I 4E 5 miR-497-5p FIHMHI/E FIARL. [RItk, BT BATE TRPM2-AS jdid miR-497-5p/FOXKL il 1
PTX i 25 i 51 e 40 B 3k R A PTX i 265[26]. &2, RS RIR KRR T FOXKL Al RS2 R 51
JERIEE R TT B AU 24 14 (1 P TE AT R

3.4. FOXK1 54 E#E

[FEIFER), &5 Bt 32 3 FOXKL T, MR ZEMIR i & 4 . FOXKL & —Fh 2 i A A A= i
7, S R AT T R FOXKL FER nT DA 45 B 40 i GO/GL Hif ¥, 4t B g
A MRA, (RSrgniRR T, FFIE N xS 5-9UK S NE (5-FU) S T B T I BURPE[27]. RUFY3 7N H
L@ Ris, FEMAETTR BT REER. A%#FH R T RUFY3 K FOXKL 7E45 B e H 4 i RE M
PRI R RUFY3 1645 B igde Rk L7 IE# A28 ipan il R ik i, RUFY3 |
T AR N R 0 R AR . RUFY3 REfS 15T 8 PP B LKA LI, b RUFY3 7545 B s
5 FOXKL 7E/3 FAHEAEH, WEMREENEIEMX, HSMEiEE X, REL TS ER
e BARAAE R BT . SIRNA /51 FOXKL £ RUFY3 i %3k 40w il 3 i 5 1 _E -1
AL R AL, 1 FOXKL S A EME S RUFY3 SRR . XERBIFER RUFY3-FOXKL
Hhm] ReAR R 5 B I R AR AR FE (28] [RIFERR, 223 B 7T K I CCDC43 Fll FOXK1 145 B i
MERIE 2 IEFIE, FOXKL fefig B 5 N CCDCA3 £:[H )3 8 745 & JF G . k4, CCDC43 7E FOXK1 4
T EMT RN AN LR 2 F 1. RIS AT AHEWT CCDC43 ikt T EMT, Jf HJ& FOXKL 7E45 H e
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YA AR B SR AT [29]. SIEW A SUHLL, 45 e 4% FOXKL. miR-32 F1 TMEM245 )3
KW ETHE, PTEN WRIAEZE RIS, HPPIZRIMRIE R M. ¥ FOXKL HHm bR T3 miR-32
TMEM245 FikF#{K, PTEN FIAHGN, 1M FOXKL ik FIA WA & . 3IA 1) FOXKL 744 Ak d i ) g
TR T AR T 45 B B ER AL, 1 FOXKL Bk 2306 1 IX R, &I miR-32 #i75AE 1
o> FOXKL IPEF o o8 IR B o S Be 45 K B, FOXKL 5 TMEM245/miR-32 J53 31 H
it . B, FOXK1-miR-32-PTEN {55 4] Be7E 45 B e 0 K AE UK f@ b e 5 EAE FH[30].  Bth4h,
miR-16-5p REWS L[] FOXKL FHLIWT PISK/AKYMTOR %, 45 B 40 B i 5 2 e A A [31]. B2,
FOXK1 HImiRis et T & B R A KR, HA BN BRSBTS

3.5. FOXK1 fEE B4 e 91E A

FOXK1 7E NHZER AR RIAK A5, HEHEBEM. HE0UA R TNM 45 B0 B
AL ISR REAR O . R FOXKL Rk mT i GBC AN 3B AL £ . hAh, AKT H5 5077 MK-2206
AR FOXKL 53R IA 1) GBC 4 i 55 HE 4l i < [A) (P3G T A L R 22 5, $d7n FOXKL [P I 1 vl g
o 5 0E AKUMTOR {55 %A ¢ . FOXKL BT #iE AKT/mMTOR {55 il B {2 3k 0 J5 1 3 JE A4 75
[32]. f % BN I FOXKYL 72 7L M 2H 2 AN i R b FIFERIA B . FOXKYL Ja i 115 FLARFE 1Y) EMT
oA B TR AR & . AN, Z BB KB miR-365-3p iz T FOXKL f ¥, P& LAk B
MiR-365-3p-FOXKY1 % 7E FL e it e A R 35 8 AE A [33].  [IFERY, FOXKL Jiid i~ s 4 e 4V E K IR 1
FoaR ARt 7 LR FOIR e 4 M ¥ AR [34], HLCIE I AT p21 i 2A (e 2t 40 i & A 0 ELEE i 1 4 s i
Re 77, MM BN 530 1) 1= 28 S 7 [35] LA 2510 Ui B FOXKL AT g i J Ll P i g 1) 28 £E VR
TR

4. BESRE

2, FOXKL O iE SR TR A AN 4R g 5 . ik 2ot DR 2 2 F A B BRI A2 1Y
HER TR T PLEBTTCUEN] TAE B e S B A RS R th, FOXKL 2RI Bus 51
RIBAR KRR IR I A A R e S e i e B et i A P, i LA 25 B e mh A7 A 22 e MERR
FFHAMIR T FOXKL HIZIEFEVE RS, OB s R T S0t TIBERR T # s, H
XFT FOXKL KL fE B bR sk B/ EERARIBE AT, i — DR GU AR R b B L], JFa
BERPERIT A BEIRZG, DR SR A RO RSB TT -

SE
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