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[ Abstract ] Fucosylation is one of the most important glycosylation in mamal, involving biosynthesis of blood H
antigen and Lewis antigen, selectin mediated intravasion and homing of leukocyte, host-microbe interactions, modification of
signaling. Alterations in the expression of fucosylated oligosaccharides have been observed in several cancer, playing a role in

proliferation, invasion, metastasis, immune escape and drug-sensitiity, especially in lung cancer. Targeting the abnormality of

fucosylaion in cancer will become a new strategy. The role of fucosylation in cancer will be reviewed in this article.

[ Keywords ] Fucosylation; Neoplasms; Therapy

This study was supported by the grant from National Natural Science Foundation of China (to Hong

WANG)(No.81572266).

S0% LA L (Y FLAZ AR 3 A A B e B SR A 1
SR AT RE s AR A Th g e
WFLSh Y SERE S IR G, A R R —, A
WL AL S5 1 L ORI S W48 T v i DL A T 5 5
LRI BB 1 A ABOIN A R G HBT 5 . Lewislfi £
U S BERE S 5 P RN SR A A SNE B 2 4
JE ISR | e A AR 5 S Sl B s i s 7R 2
Pl PRAE DU (ANt sz, ) , A1 e BB SRR AL P 5=
FL ARG TR A WAL R S B i
5V B ARG BB RE. Baumann®E' T 19794 ¥ Y 4t i
TR B B R AL O AF A . AFP-L3, 5 bk
ARG R [ (a-fetoprotein, AFP) , AFP=FilV Bl 2z —,
FEH A (19964F) F13E [E (20054F ) FHE AR g JiTF- 40 it 198
(IR AR A 7 B AR R AL SO A ) it 5 T B

ARICZEF A RBF A TH (No.81572266 ) Bl
PR BiE . 100071 Jbnt, H [N Rl 45 7 2 e o B2 e i i 1% g il
TR R GEIAMES . £40, E-mail: wanghongS6@hotmail.com )

HRERE

(RIEAE, e B R B Z2 1 S R i A B, LA
PR AN AR | R 2R B L S ks LA LR R T
RAFHEA .

1 EhREEREEL

L1 AP A B AT R o B L A 2 T Y
Ao Jr 2 A FENEWE AR BIONE L K B 5
U 22/ R IR R LI AR O3 . GDP 2 inl
S MR AL A I — AR, AR N B b G, T
1 GDP A M L 2k (GDP-L-fucose transporter, GDP-
L-Fuc Tr) ik AP 5 355 2R S 41 g2 8l o sk
PR AR5 LGDP A de . Sk B kA : 320
L KF GDPH 58 B 5% 4k ) GDP 4 b, i Ak 52 1 A
GDPH #F&Wi-4,6-ii 7K i (GDP-mannose-4,6-dehydratase,
GMDS) """ HIGDP-4-fii-6- i 4 1 55 H-3,5 5 M -4 -1 5.
fiff (GDP-4-keto-6-deoxymannose-3,5-epimerase-4-reductase,
FX) " IR MR AR : e A SRR L - B 1E ok

HRERE

www.lungca.org



o il 2 d 201645 11 A S 194 5 11 4]

Chin J Lung Cancer, November 2016, Vol.19, No.11 + 761 -

GDP R, fH1L SN R LA sl FGDP 2 38
BEAEREE" . LB AN (AT Th10%GDP 2 S F b
A BOBAR L, Pk 5 OB ARTEGDP A il 5 i
AR
20 i BT AT B N R AT = ph s W L e B Tl

(fucosyltransferases, FUT) ffifk, HETE AR A A bk
SEAVBERG AT 134N, 2R 1 SR A MR RE RS ML 2 (protein
O-fucosyltransferase, POFUT ) E(i TN, HAYENL
TRRIEAR7 FUTHUR I BEA IR 1[4 UL, Futl,
Fut2Z: Hal-2A MG L, Fut3-7, Fut9-112: Hal-355 50
B, Futd, SZHal- 45 HEA I, Fut8Z Hal-6 430
Jiio Futl-7, Fut9-112: 5 R by g ML 1T, f Bem Ak
SIN-FHELO- BRI A S S AH ;. Fut8 2 %L 1L
18, 72 A N B B A 3t 1 N 2L T A 2 A

(&) o

1.2 b rb e i o R A B RN s | 45 B |
FLIRIE . BRSSPI | IR 25 2 b R vh A A S
BESLAL SR, GDP& Sk & UM , AR L s Ik |
BWER RS 5, H SR | B 2% U1
Ko A PIBELEA R IR vh B0 2 RS DU AFAE 22 575 [R]— Pl
T IR R AN [R5 B2 B LA R AN [R] B B R iR i B AN 58 42
HAA]

1.2.1 fEHGDP AR AR, i 45 B2 i
2 BFM RIS A X Rk SIS
SR R sw4SOAHLL , FEREME MR Rswe20H iR 3R 1A
EX, 52 MuSLea )ik MUIEAHSC, Al 4 5 b g - N K

RSB, Moriwaki e 25 a4l ZHCT 1167 &
MGMDSHMEFS . 6. 78 NI BUHG Ve 2, il
PEHIEAL TR o IR 9T 27 15 9B IR AR A N I e
AR I TGMDSZRAS (AMEF2. 3. 482K ) o 76 IF4
s I 4 R A1 2R P 7 GDP-L-Fuc Tri ik
Moriwaki™ {45 %1, GDP-L-Fuc Trre IFA4NM 75 b
FEAH R Y EAER

1.2.2 JIeg v Bl B T

1.2.2.1 BLOAEHEREL R Fu8 S 50 H BRI g
Wio iR LIRS IR S5 B | s
FRCER B 4 i 2 U AR Fut 8 B 46 5, 76 B 4141
HFut8 KA T [, P2 24 22 St i B 5t I8 H A AN T
F, ATREEAN A S B A% O B L R D REAN TR
1.2.2.2 Rupaac b 534 Futl-7, Fut9-11Y2 5K i
AL, T2 S A lewis L BYPT IR, AN lewisHip
JEFfiiLe" . sLe*. Le’AIlIllewisi i Fe i1 Le*, sLe*, Le’,
Hal-2 7 BRI AL R Fut ], Fut2fiifl, al-355 810l
Fut3-7, Futofiifl, al-4%5 Bk Fut3 L7 JE/ N
JiliJ (non-small cell lung cancer, NSCLC) Hif¢7ELe’ | sLe”,
sLe', “HLEANRIHZE AN RIAAEAR R 22 5, TERY
MR IK e, B AR AU IR 2, SRR F AL, R
IRFEATHIN A A, FUBE &Ik Le', sLe', Le,
EiFiksLe’, Le Gk | R BURAMISEDY, 458
idEarhLe’ | sLe| Le*, sLe*, FikLe", sLe R H A &
(AEAEIT, B SURE P K Le", sLe', Le’, AN [l L2k
HAETERE R 25 5, RS IR PE IR A Le® sLe®, MMM

1 £ERGTERBEEMLDIE. GDPERE
BT MK & RIRE RS B R R A
TEB, AREIGDPEEIERIEHHENKRN
BEBRER, RLENEM (POFUTL 2) BE
REMR (FUTT-1) Aifa et e eI Rk .
Fig 1 Fucosylation pathways. GDP-fucose
is synthesized in the cytoplasm from GDP-
mannose (de novo pathway) or L-fucose
(salvage pathway). In case it is compounded,
GDP-fucose is transported into the ER/Golgi
through GDP-fucose transporters. Fucose is
transferred from GDP-fucose to acceptors in
ER (POFUT1, 2) or Golgi (FUT1-11).
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