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Progress of fucosyltransferase in colorectal cancer
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Wuhan, 430063, Hubei, China)

Abstract: Fucosyltransferase (FUT) is a key enzyme that regulates glycosylation, and its aberrant expression is closely

related to the progression and prognosis of colorectal cancer (CRC). This article systematically reviews the classification of

FUTs, their expression characteristics in CRC, and their molecular mechanisms that regulate tumor development, microen-

vironment remodeling, and stem cell properties through multiple signaling pathways, and discusses the potential of diagnos-

tic markers and small molecule inhibitors targeting FUTs. Future research should focus on elucidating functional heteroge-

neity among FUT isoforms to advance their clinical translation.

Keywords: Fucosyltransferase; Glycosylation; Colorectal cancer; Biomarker; Targeted therapy
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45 Y 195 (colorectal cancer, CRC) & —Ffh 2Bk
o A IR H R AR B AR I G A T T, JE
1550 % DL B RO 1 2 0 3200 1Y AR AL R 5
Z RN R A OC, A4 1 R R O RAE T 5
Fagttle R As o Wii RIA YT SR A HE TR i
I7 B PEIR YT KR RS A o R LIARA T
FAR g 3, Ja P e 20 w2 A% 1 S8 U LA R e AT

O BER TITRE [ IR Y7 R SRR T Y S RN M O R 2
UGE TR S . R B2 B EOR AR
J7TFBORWIE L (0 CRC 1Y B BB T R AT 2 2R A 3
A B ) EE P

200 i 2 T 25 0 W B A8 1 5 R A AR ke
UMK o 5 B2 SO vh ke 1) B SR i, 62 T
AR 20 i 5 HA 40 AR SR ) AR o . TR FL b
MR, LA BRI A 13 Rl B R R (fucos-
yltransferase, FUT)fEfb3& & 2 N- R0 . O- R bH &

*REBIIUH - [R5 R R 2 By A [E 4 S v R 2R AR T AR A e (] PR 25 N ek (2021)272 5 ).

VEF A 2F 0k, 2o LR SR LR WEFE D5 1) S P IR B T RTS8 W7 SR

GEEVEE AR T AT, B R, AR A IR A R E A B R L R
AR ARSE TN, W10 2 P B W57 16 v B RS T A
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BERE . HRTE &S FUTs 7] 43 R 2K - i R 5
PRI FUTI~11 383 a-1,2 a-1,3 .a-1,4 B
—1, 6 BB U N— 34 4 SOk s N B I 2 1 8 T O
P RL L FL T 1 (protein O—fucosyltransferase 1, PO-
FUT1) Al POFUT2 W EL 42 i 16 22 IR BE 7Y A e 4Rt A
o FUTs I3 096 BRE SE A A 4 25 15 b i AR DG Bt
J5 (I Lewis B0 50 B9 6 UM A% O 6 BEWE SR 72
VA 15 22 TS 5 00 I R0 IR AT S L O E bR SO B
(tumor microenvironment, TME ) 55 ¥ H /& 4% S¢S AE
FIM. AECRC Y, RIA) FUTs WA IR 1 2 1 Ty ik
S FUT2 8 i (2 SR B2 R 25 A2 AR G A
1 (low—density lipoprotein receptor—related protein 1,
LRP1) 7 B B AL A0 i 1 Jiz — 8] 50 5% 4K (epithelial -
mesenchymal transition, EMT) , 55 2 1EAH kP,
M FUTS & 23k (I8 HAE ps3 2228 A 11 /1 ) CRC
F ) 5 0 5 B TG AR 77 W (disease—free survival ,
DFS)#H "™, FUTs (R IA/KF-5 CRC R TER
T T DRI, AR A8 5 T 4 DD AH G, AR SO FUTs 7
CRC iy 3k AR 3G 23 5 HL il B i R 102 3k 45

1 FUTsHIDZEFMEYZEIhEE

R T Ve 4 i 422 5 =X, FUTs ] 43 o 2k
a-1,2-FUTs (FUT1~2) ; a -1, 3/4 FUTs (FUT3~7.
FUT9~11) ;a—1,6-FUTs(FUT8) ; O B b L #8
i (POFUT1/2)", H, FUT1 M FUT2 3 E 484k H
U )G, I 25 20 B 25 B R G 9 9 Y AR
FUT3~7 i 5 /5 Lewis $10 I B9 TE 5 DL JE 25 41 1 25
BF g i A5 A= Bl AN G 2 R 3R 5 FUTS 3 o A A A% 0
R AR AR AR A D B2 AR T M A R R S
S FUTO~11 78 #h & Fd 1 R AP s S PE R ik,
5548 B 4340 RN kB B VAE OG5 Ik b, POFUTIL Al
POFUT2 43 il 44k Notch 32 1A ifin /N s 07 2 1 T
T 05 B, & Noteh {5 5 18 % 2 41 Jifg
HMEFR I RE R LT R T FUTs 7 2 M A2
ot AR R R EEAE A, R 2R T e A b
SR 5155 5 TR AR U IR PR B R A R R
2 FUTs# CRC Y Ri%

T BEE AL S VR Sy A8 RE A e e A Y G
WEIAAEM , FEEH FUTs 2R PArE. Ir4Ems

F W, FUT 515 R 5 7E CRC 2 90 5 3 59 ok 32
ik, Hsh A8 5 M i & A4 &R 5k K TUS %
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PIA G, Wu %5558 1 TCGA $d8 20 #r & 38, CRC
HZIH FUTT mRNA ik K45 1E #4140 LR 5 6%
Kaplan—-Meier 2E 7773 M7 i — DI SE  FUT S ik 5
BERN BTGB WA K., Dong & L, FUT2 7F
CRC AU 5t 3Rk LR GAAKOF 5 g % 78 122 1F
FHICE, WA X gt 5 R M L 8L W8 e A
W50 He %2 & BLFUT2 78 CRC 21 23k i, A
FUT2 IR E S BE ARG BEHE ., FUT3
7 8 Wi Mg v = %5k, 5 CRCF R e 1% D)
T, FUT6 A 3L 27 Lewis Y LA K, 8.3
B CRC 40 ) i A8 AR AR RS BE . (AR
()52 , B R I — AR AZ O 5 A SE AL 1Y il , FUTS 72
p53 WA CRC B YR R I8 5 B KA DFS &k 2%
AR, FUT9 2 H i CRC T30 5 22 A A 351 fih 93
PRI F 2z —. —30 3 R 2l AR AR 25 5
WHFE 7R, FUT9 7E CRC i g i i vh R B8 8 3R ik
FRAE « U T B T A i 1, (EL B 2 0 1
(MO~M1 1) Fe ik iz i o, BAkin 5 H3 A K5
BE AR E B IEAHEY . Komor 4178 5 v 25
ELY IR T CRC SRR A P W42 3 POFUTI R34 |
4, 5 Notch {55 & S FARAR AN I o0 fb 78 A
%, $#&78 POFUT1 il Notch 15 5 ¥ 5 7] RE J& CRC i
JERIEEIR SRR . Qiu " R B, & L4 1 i
I FH POFUT2 F A /K7 i A TR 2 . B0
AEIEFRW , ZHFUTs 7€ CRC H 2 B R IRE (R
1), 5Ty 2l UL 2E . mRNA 235538 F1 40 i 5256 1
WL SRR, FUTs ME & A2 2 W R 135 br s
HAEEZ L. SR, A F FUT K8 R #E CRC R
() HAAAE FH B LA AN TR) A8 38 S v ) R S e A A
KABTF L KA Zrh O it —E R

3 FUTsZE CRC H 9 FHLE

FUTs 38 33 A 3 59 5 14 55 i 0 28 A0 B 4, 3T
Wnt 255 538 #% , {£ #F EMT . TME & % & 4 4% CRC
Fan e, Wi S 2R E UG AR .

3.1 FUTs 5{ESEEARE

3.1.1 FUTs 5 Wnt/B-catenin 5 S & Wnt/B-
catenin {5 51l J 2R A & & M40 iEfa 500
B A5 5 3, h Wnt 85 A & H 3Z K | Dishevelled
(Dv1) % 1 .GSK-3B M B—catenin %5 S 2H 43 44 i,
HSHHES CRC R K EEYIME, 7EiE
RZE T, B—catenin 7] i 1 GSK-3B & & 445 1B
T A o e A AL B AT AT 5 >3 B ARG ), Wnt 2R
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%1 FUTs & CRC V8 £k B % vh

Tab.1 Expression and effects of FUTSs in colorectal cancer

FUT 7% CRC ik /K i AR R T F) 5 27 ik
FUTI1 A WA RAX [5]
FUT2 IR ERN! A CRCE MG LR B B H PR K %= (2, 6]
FUT3 A 55 e i o AH G [7]
FUT6 A PR3 Lewis Y HLIFIE A, B8 1 3 A BRI A% [8]
FUTS 19 LK1 DFS M6 (3]
FUT9 U R R R R R T A R AR R AR AR R B A G [9]

POFUTI s 5 Notch {55 & & SRR S 531055 A 5% [10]

POFUT2 i 55 R0 RS &5 B R A G [11]

F5 32 K254 )5 Tl Dvl 2 (I SR ] GSK-3B
VLS 1, BELIBT [B—catenin R ft , BRI R 2
It AR, 5 T M H F (T-cell factor,
TCF) /i B2 #¢ 18 5% [H - (lymphoid enhancer factor,
LEF)# sk IR EZ A9, 3K 8l c—Mye .cyclin D15
FOTE DR 0 5 1 5, e 2 S BC R PR A A R e g
B FUTs v] il if 4 4 (& 1 = 5 Wt/
—catenin il (PR . FUT2 A3 352 00 Wt 25 H 1Y
HBORHEAL , ] GSK-3B 4 T A WERR AL At , AT
1498 B—catenin £ 11 A FRE P I 2E T i FE 5L X 40
c—Myc cyclin D1 F %% 5%, Be 242 ifF CRC 1 & B,
LEF1 & ¥ RNA1 (LEF1 antisense RNA 1, LEF1-
AS1) A3 33 #4075 Wnt/B—catenin i i 1 8 FUTS 3%
ik, 2 i B —catenin ¥ 5 i K 4 ffd 1 c—Myc . cyclin
D1, 3 7 4 J& 5 H B 2 (matrix metalloproteinase—2,
MMP-2) \MMP-9 {31k , ZE i 4r 5 CRC 41 i (9 5
FH ARZERNER . POFUTI Al @ ad i ik 3¢ j A= 4 X
5 (epidermal growth factor, EGF) & 73 /) O-7
PEBEILAL , 0] B—catenin B BRIk , i HAE M 5 AR
B AL A0 MO, PR HE 58 TCF 37 il 1k, e
R g JE

3.1.2 FUTs 5 PBK-AKT S & PI3K-AKT
I B AN SR (R S R ik — e 2
oo £ R o AR P R PR OB PR AR T L i
1 AL TG HL A6 T A K - (I EGF) 5 32 1A 45
A, BEMTHE PI3K I MR 701 AKT AR
b, & 5 E mTOR 5 53 B 5 L . PI3K-AKT {5
5 A CRC HP i 52 5 SO IR 5 e 4 e 3
B R T HRT AR 28 B 25 S5 A UIAR OGO g AR
KYU CDIS/FUTA FERE R 1k CRC U P 3k IF
5504 2 BT S DU AR R T A T 24 M S A OG .
Xu ST R, BA A A 1 CRC AT o

=1, 3= M B KO 2 Ty, EL R 1 2 4
LA 5 53 F- A W R AL /K7 B X e TR 55 1 20 81
HE— 2 Western blotting 45 - .7~ , FUT4 23k [ &1
P2 #E A SW480 2 it ' PI3K/AKT/mTOR 3 % 1 1k,
AN, Liang %55 0 5% & B, FUTS F1 FUT6 7£ CRC 41
S Rk I S R 38 e 40 S 56 R S e R AR S
B9 HIE S FUTS A1 FUT6 i 26 3K AT 30 i% PI3K/AKT i8
%, {2 iF CRC 4H MBS 58 E % A=228 Fos B 1
B

3.1.3 FUTs5TGF-BES@EE HAEKKETB
(transforming growth factor-B, TGF-B) 15 = il # 1
ARG FE TR ok R T R R G g ik it 4 e A
R HEZAEM . MRV, FUTs o] i i 2s
TCF-B ZARIEFAAE M , 5 TCF-B 15 51 J% 11
ek, JEM P4 CRC )R . FUT3 &Rk 5T
[ B TGF-B Z R (TCFRR- 1 ) & A 5 A i i ik
&, TS TGF-B/SMAD2 {5 518 # , b 1H MMPs
FIEMT 5 5 R 7 192635 . MMPs R 3 i [ i 32 i i
(i R O s NP T O ol 7 e 7/ M G
E-cadherin) 35 T 8 AI[E] 72 AR & 97 (40 Vimentin)
Feak bR [ 9K 2 40 R 1 1 32 2 a2 A i 8
B, e &4 E CRC I & AE TR R . LA, FUTS 75
EMT i #2 3R ih B, A S0 TCF-B Z K% .0 %
PEWESL AL nT 1 5 5 AR Y S N TR R R
TPk, AT 3G i friiag 240 i e i B8 AR 28 e 110
3.1.4 POFUT1 5 Notch 5 Ei@8 Notch {558
SR AEAE T Z R0 3 W b i e BE LR ST 00 20 P ) 45
MR, TS S5 ZMEY SR ) 5
B 5 2 R R Y R A & TR DI G . Noteh 52
RSHEARZE AR , 2 y- 43 IR T 10 B F K ff ol
3 Notch 32 14 il PN 45 #4 1% (Notch intracellular do-
main, NICD) B 5% 0 28 4 g 2 , 2 1 38 0% 1 Ui
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SRR 5T W, Notch Z K 3 7 A= K K+
FEE ST 5 I O-4 Bl 5516 th POFUTI fiE 1k ,
Notch i #p 45 #4 3% (Notch extracellular domain, NECD)
P 5 S W S AR A M 5 2 b i 8 % D0 R OGP
Du 2521158 & B, POFUT1 78 CRC 2H 41 h ok 33k,
I Em TS, £ A SW620 fIHCT-116 41
Jo b, @I POFUTL AT $2 2% 34 e—Myec . cyclin D1,
Bel-2 Fll Vimentin 3% , [ p53 . Bax 3Rk, #&
JRULER POFUT1 REAMH CRC 43458 TR R 28,
JEAESHE T HE—2Eu 5 &, UTER POFUTI /]
35 A 40 i A% h NICD 1 1) %1 7K 7 K Hok % for
878 POFUTI 3 38 3K AT 42 2F 2 it #% NICD (1% 7
Az, BETTRCRE Notch 1 {7538 i, (50 3 PR 2ok 3R o
LA CRC AR
32 FUTs5TMEE#

FUTs A/ A J AR 1 174 G B ] 42 il , P 5l A
5 TME 0 G 28 9 5 B i 8 A S o R o g ik
R REE AN . MIRERV] FUTs M-S 105 b
FEA A AT 5 2 A S A A RS T I RE  FUTS i
A0 B A% 0 o B R A AT 0 R R MR AE T AR
fic & 1 (programmed death-ligand 1, PD-L1) % [ /Y
Fe t , R0 U b3 A1 i B g Wb > . SR A A
VS0 FUTT L8 BE A% 42 1 1 Y PR 85 &) 1 X (sialyl-
Lewis X, sLeX )P 5B A= W& B, , 14 58 i a8 41 g —
B 240 it 268 B SR A LA T 2 DT A5 2 e 14
AR HEERS o Pinioti 552 3L T4 AL A DG 3L
(Fuco) B R IRTE M, #4555 M T 4l (regulatory T
cell, Tregs) 734 Fuco 15 1541 Fl Fuco (IRFRIK 4T, &5
FEIRLHAE S EM I PE TME rh B 35 5 4, iR s 41
MWVE 4R T T4 AZ AR 0E oy TR it 5 A&
T BV G R T 2t it 22 3 AH G 1Y 4 2 i
PERME R iGAR . (HAHE B 78 TPS3 R 1 HL W
JETh, FUT4 1 236 KT 2 5 T 45 W 96 S TP53 B
A B i FLFIR 5 R S e O B vh 2 R s
S f 9 9 AE DG, I A T IR M2 Y I A A Y R
I T 1) 9000 2 1 AR 0 B, 2 I S e L i R
BT 2
3.3 FUTs 5hhET40A

983 40 i ( cancer stem cell, CSC)-EF5EHA H
FRHFRE 1 22 1) oAV 0 i e A A, S
JIgE 1) 52 e A% BTt 245 1 2 DI AH G . CRC T4 il
Frai¥ (£04% CD133.CD44 . ALDH Fl1SOX2 %5 ) & 1
FEREIEACRRAE . BRAERE S & B, FUT9 J& CRC AR

- 346 -

WK Sh &', Blanas 227 F) ] 3 T 788 T BLAE
FUT9 6k B AL /)N B 45 B B i MC38 4 g v sE B8 1
FUT9 Y 54 5E F ik (MC38-FUT9) , % 53 41 43 #r fi 7
Z AN Z H Lewis X.SOX2,ALDH . CD44 ¢35 i 3
R i —25 3D B 3R & B MC38-FUTY 41 A JE Al Y
i 3k 5 vt OoE 2 3 A%, HL RIS SR Y S-FRUR
W W i 245 1 A N IR R ) o i — 2B A R
TE FUTO i #3519 A\ CRC 40 it 28 Hh [R) A UL 2% 2] st 764
[ CSC & RUEREAE | 17 B B3 FUTO 2 DA AT (g 25 11 55 5%
SAEVE L RBFSE R, FUT AT AE 8 1 WL Ak 15 1
S 240 L TR B i 454 , SE TR 4% CSC i Elife .

4 FUTsTECRC HERAE A

4.1 FUTs 5ByEiRYT

FUTs 7E CRC il i 0k , 1 d 42 e il
AR i (2 ke A0 L ) f= 28 T A% B f e il it
PRI, 4] FUTs 7T RCR CRC BB TETR YT SR mE
4.1.1 INGFHIEIF]  2-F A 5B (2—fluorofucose ,
2-FF) J& — R R BB 25 0 & i /o T
Yy , L3 i T AP R R BRI FUTs 59356 1, AT AT
RO HONEEE I S LB G >, 2-FF REAZFEAIK
N-BEHE RO B ALK 3 3 je AR K 732
& (epidermal growth factor receptor, EGFR) 1 TGF-
B 5 518 5, DA 11 o) e 200 5 B Rk A R
SERSU AR R LR I CRC AR 2 Fh iR
PEAI R, 2-FF YR B 3 BT R ROR
FUT 0 550) 1 42k~ 1 DR i AIE 5 B B, ARk itk — 20
DAL AR S e A v IR R HAE IR ST i 1
F 838 5 i RIS 56 E S PRy T A%, S CRC B
SR IR T R
412 HARARMST THRBMI I ZH A
RFEVE AR L, LEMRIR YT s H R A4 B
1B o VAR, BIF5E & B 22 b v 25 B 4 AT 3 i 8 45
FUTs 12 3K B0 1, 400l e 400 B g 36 5 L 4 28 00
¥#% O CRCAAYF I T L . NS 2
Re3 2 NS EEE MR, BA T Z PR B
F G BEAE HEVE S . Shan 2853 53 4 N AMIFF 58 &
W, NS Re3 AL F I FUT4 B 540 EG-
FR/MAPK {5538 [, DT 410 1) 6% €00 2% 90 4 J 346 7
JE— TR FUTA S50 o A, AT R 3, N
Z: B Rg3 b il ok b P Re S 2 1 1 AR o ]
T 1A S FUT4, M5 S 1 i 40 i 0
T2 A BRI T A B AT A 2 — o Long
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AU B WGCNA 4347 & 30, FUTS 2 55 A e BRA T
B 5908 A AX 2 5 R 22— 5 1 — 25 1 4 T X 9T
/N, FUTS 2B A BRI R R e 25 A A R B A
e B T SRy FUTS 410 il 350 00 46 ek 1 A= 4 o SR
H A 7% 24 v TR SM S 56 A sh s Ay, ol IR
REARATY T PE— 2 000
4.2 FUTs 5SMEEMIRED

i gs A A s 2 TR 2 e S ik
Jei it R ANIE YT ROV 43, R R T g 20 20 L Il
TRV B TME %5, FZA0 56 3 (T AR M3 1k 4
T AR B AR Rl o 45, L A A iR 4H 4 v i
B2 R A A I R S R 1 AR S AR AE
HEREBNAS IRITRCR A R AER

T 8 A B B B, FUTSs S0 1 3 2 b
968 210 M % TR 28 00 T BB S AR A2, T s S 1
SALPR G o X BeAR A AT A 0 RV B S
S5 YR AR G T AN, Sy e ) 12 W i fAt
MR o WG PR H 08 g A Cln G 2
CA125.CA19-9 Fil CEA) ¥4k Uk 52 HAaz Wi ¢ (i 5 Ib
Jod 1t JEE A R v e S A KT A T AR O
Horpr, 3% CEAJE HET &) Z 1 CRCAREM Z
—  Hobr s B S A AL B . FUTs A R 0A %
Wi SEAL T 520 CEA (1923 8] 45 4 F e Pk M ) g 1
PE, AT fE R TR AE B CRCAE Wi bn i . BFSE £,
FUTS8 7 p53 A AU 11 /TN CRC & i FH M Rk
5H KA DFS B3 H 56, nI/E N I B E 1 U5 4
PtrEY . POFUTL 7€ T ] CRC R B3 3
ik, HH IR KOV 556 B KU 52 1E A1 G, n BB 2 i
1E T Noteh 38 i & #/E Y, $2/8 POFUTL 1 fig /2
CRCZWi W B BV E AR i) . 2R i B,
POFUT2 7E 4 CRC 7E P 19 22 Ff % 4 Jib g v ik 3%
ik, HHRRK 58 UG W& A5G, AR
TG PG AR 4 5 BEAh , JEF 5 FUTSs #4282 i JXURS:
TN AR YA B b B R I g v R B MR ik ST TS AN EL
[F] B POFUT2 [ 338 7K -1 5 s B e REAIE 22 1 AH
K, $E R HAE N S BE IR T T AT bR R
W
5 REERE

FUTs 7E CRC 1 o Az A S v A 45 GV E T, o]
PR RE S B S 5 TME S8 5538 #K
5 KR T 20 MR PE A4 5 A B 9E O R kS
T FUTs (Y297 R Se it 7 824K 35 . FUTs /1Y

Wl B A B A 7 W m] T CRC Y 5012 W7 TS 2F
fiti o TR, B2 1] FUTSs B89 /N73 540 300 75 i PR AT A5
et R B A PR ECR o AR, AR AL
14 52 2k il PR AL AT T i PR A, AR T it — 22
WFFELIHES) FUTSs 1ERHE R 27 B SEBRIVHT o
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