Journal of Chinese Oncology,2015,Vol.21,No.10

Noteh 1553 B 7 B W7 it R AL I 35
TR

B A FERE #
(M X OB R B, L 203X 430070)

#  ZE.Notch {558 M e — &b L+ FE S S 28, XAl i3858 51k
Toal B AW AT S AT R T ELAE IR & 7 B B A 2 20 1 R R Ao R v X A
TAM MR C A G EEER . EARALUEIAEE T Notch 155 14 ZE 8L 5 WL 2 Fh iz 1) &
A O T I T e A e N Sl R ) R 2 — | i — 25 T R o AL, A BT
S FIRIT R 5 IR . UK Noteh {55 76 S I 38 g8 ML b AR FH R8T & BRAE — 2534
FE /17 : Notch 155 ; B M8 45 20 g ;2 F L

&4 S . R735 XkFRIRES A NEH/S:1671-170X(2015)10-0852-04
doi:10.11735/}.issn.1671-170X.2015.10.B015

Progress in Notch-mediated Signaling Pathway in Gastroin-

testinal Cancer
FU Tao, LI Jia-huan,CAI Xun
(Wuhan General Hospital of Guangzhou Military Area Command , Wuhan 430070, China)

Abstract: The Notch system is an evolutionarily conserved signaling pathway that regulates
many cellular processes,including stem cell maintenance, proliferation, differentiation and
apoptosis. Aberrant Notch signaling has been implicated in several tumors,where Notch can act
both as an oncogene or a tumor-suppressor gene ,depending on the context. Gastrointestinal can-
cer is an important global health problem. Therefore,a better understanding of the molecular
alterations underlying gastrointestinal cancer may contribute to the development of rationally
designed molecular targeted therapies. This article reviews what is currently known about the
Notch signaling, focusing first on the activation and modulation of this system,then on its role in
gastrointestinal cancers.
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