SR EE BV T EHEX LS

AWM, I &, FHE

(LTI R 2 A g b 2 B, I T AR 500 T 25T & G SC 9 %, 10T K% 116081)

8 E AW R (FUTs ) & — M A M 8 1 oo AR o s bl Stk (o, B R C & BE 13 Fif
FUTs, H 25 S L R il IV (FUT4 ) & £ ST AL & LA B 3L AL SE M Lewis X (LeX) Al Lewis
Y(LeY)%5 [ 5 i, FUT4 7EAR 22 1 R o U A9 Pk b mp v 253K 0 AR SOt FUT4 5 PR 78 ey 4
JibL v 1 2 TR R A AR L DA B FUTA 78 il T8 & il 72 P VR FIVE — 2534, 8 i o
B % A R B AL BB AR AR | S I (1912 W BRI HR I & %

KEEWR A BRIV 5 5 5 0 31k S 0 5 b

FE 525 . R730.231 XEARIRAD A X EHS:1004-0242(2017)08-0629-05
doi: 10.11735/.issn.1004-0242.2017.08.A009

Research Progress of Correlation Between Fucosyltrans-

ferase IV and Tumors

ZHU Yu-tong,SUN Jia, LI Hong-yan

(College of Life Science,Liaoning Normal University,Key Laboratory of Biotechnology and Molecular
Pharmacy of Liaoning Province, Dalian 116081, China)

Abstract ; Fucosyltransferases  (FUTs) are considered as key enzymes that regulate the synthesis of
fucosylated oligosaccharides bonded to glycoproteins or glycolipids on the cells surface. It is known
that 13 kinds of FUT have been cloned to date. FUT4 is one of key enzymes for the synthesis of
(Lewis X) LeX and (Lewis Y) LeY. Elevated FUT4 expression has been found in many tumors of
epithelial cell origin. In this review,the features of FUT4 expression and regulation in tumor cells
are summarized. The role of FUT4 in tumors progression is analyzed. The aim of this review is to
provide a theoretical basis for the development of tumors,and a reference for the diagnosis and

treatment of tumors.
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Note : Fuc:fucose ; Gal : galactose ; GalNAc : N-acetylgalatosamine ; GleNAc : N-acetylglucosamine.

Figure 1 The molecular structure of fucosylated oligosaccharide
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