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Abstract ; Epithelial-mesenchymal transition (EMT) is a phenomenon of cells transform
from epithelial phenotype to mesenchymal phenotype. EMT plays an important role in car-
cinogensis and progress for cancer,especially in the process of invasion and metastasis.
Several factors alone or in combination can induce EMT. The latest research has shown
that by acting on those factors to change cellular pathways, Y-box binding protein-1(YB-1)
can regulate EMT. Hence,the studies on how YB-1 regulates EMT have provided vital in-
formation for developing new therapeutic strategies.This review is mainly about the role of
YB-1 in the EMT development, tumor invasion and metastasis.

Subject words: epithelial -mesenchymal transition (EMT) ; neoplasms ; invasion ; neoplasm
metastasis; Y-box binding protein-1(Y B-1)

I fz—T[8] 5 5% 4k (epithelial-mesenchymal transi-
tion, EMT)J& IR iy & & it B v i) SC Bt /| [m) i 72 22
ol g b IR B kA e e B T BRI, e
iRy b B A bR AR e, A0 2 ) A G R 4
FA O L A M RO R L A/ T B A A L T
Rz ShRE g o, BT ToRE g ™, Ok
BT 58 UE 52 EMT 5 e B9k AR Ok J 5 U0 AR OG>
EMT B ALE + 36 2% 3 L8 — R o> 5
14 R 3538 1% . Mouneimne 2857 % W AE Ras i f&
YB-1(Y-box binding protein-1)ifi 13 i 5 snail F1H:Ah

BRAEE  AF R AR B EARF B4 REFRAZRKE HEH
R, A F R ERTE, ] ARG RETA LA~ LR
X #H 4 A 1 5 (523808) ;E-mail :huxinrong@gdmc.edcucn
Y5 B #5:2013-03-22; & B B #5:2013-06-17

MEFRE201345% 19 %% 8 H

EMT AH &5 s A - 1 BE R A 2 EMT, X 2 5 Ik 0k
MEKT YB-1 25 EMT X AER#ME., BAWRE
UE 9 YB-1 (958 FH M 3R 0k 5 46 88 S il s ¢ &
BN BEIR YB-1 XM e A K TR R 2 e B LR
PEHER . 1% YB-1 XI5 EMT Rl (= 2257 %
ZIE M FR, X T HRIATT AR R R 2 e 4
i 2 R 1y E A a5 A L

1 YB-1 & ELEBRFEER

YB-1 & Y-box ARG R Z —, 2N
BRI ARz FA N T, il S By
K 3l F F1 B8 a8 N Y-box 7 81l (CTGATTG-

649



Journal of Chinese Oncology,2013,Vol.19,No.8

GCCAA) R Ve 4 &, DT AE e s oK 7 A B 6 K
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AKT #8241k YB-1 1Y Ser-102 i 5, F#AIK YB-1 51
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