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FE Y-box 4 {3 F1(Y-box binding protein, YB)J K I AF{E T AME GBI L AN E CURKIR, RIS

FAE - ThRE. KEMIFURM, YB-1 AW ZFKIRR AL —, HFZEERNAEY RS TAAEETRKR,

IEXTA . LA

W EBERLRE ™ AR . SO, YB-1 AEZ RO, Uk R £ A A MR i it 21+ 23 S B (K
X gt 40 ML A Y B Ak £ R 9RE 22 24T 2 PE (DRI 7 A B A A T3 2 RS . LAY B-1 A A A A R 2R e v o SR v 22 2
PEBIRAL B E A, BOEI 2RO, DL YB-1 55 MR A B AR 2 18] R AR IOWT STt g, LSRR XS YB-1 397 SR )

RIS,

KB Y-box LiAHA 1(YB-1), MUREA, MIEWTRIHIT

ZR9ES R7305

Y-box 454 £ 1 (Y-box binding protein) & — 2
SRR 2 G B IR E 31 FE5E 1 N Y -box 7
HI(CTGATTGGCCAA) M3k K1, [ ZAF{ET N
EESESIPNSSIURA e A 7/PL SR MY & £ FE A e e Sl o
WrEDihe. REE TG LA =H 5 N
Uiy 45 K 1, ¥ B 4G K 15k (cold shock domain, CSD)
HC gk 1) Hodr, N S 45 800 e 41 A
ANFEPF AR, B2 AR, CSD W IR
BRI A R0 = LI AL OR SE D), JFE S S
W45 DNA Y-box FEAIRId . 107 C Sin&ifs
ISP e 470 D) AT R A A e R i B o AR X AT
HILA R . YB-1 J& Y-box &5 6 8t KK R
N2 —, K#EZMEIEWAEIDEE, ICAKEIE
P YB-1 5 e i R A R YE R A7 AR 12 % D)
R,

1 YB-1 B9 NRETINEE

YB-1 437l 35 ku, HIERAEGE Foe
f7F 1p348., Didier 256 BRI, YB-1 AJ L5 A
MHC T 2K E B 1 XN & 5] CCAAT 741 1)t
XAEH ToHE Y-box R e 4 &, R MHC T (1)
e, s T ORE A R A, X2

BB YB-1 THAEEN) IF A fRiE.

YB-1 5 H AR 7 54F, @ik 5 DNA 45
BT 125 502 R IR, % 22 Fh i 2 1)
ML REr= A m . g i K7 A 5 A S TE B
WA RGEKE S MSNLEF 440 k. gl
4. YB-1 MY LIS DNA gih, Ll
mRNA FHEAE FH B O A4, sl il G 4 i 2 1
FIBIE, BRZ4ERF mRNA F2E Pk, 5325 mRNA 1)
PEREPERTY). YB-1 %7 mRNA B P61 5% 00 bl 15 (1)
AT I AR A S R0 s AR B i 2k 7
B, T R IR . I, SR YB-1 )
B 4 s 2 T8 I 2 eIFAG 5 mRNA ) figt 25 A1
PHAS mRNA 5204/ N LS55 Se B (K 1).

MK, YB-15—28 \KE RPN AAAE%
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Fig. 1 The structure and functionality of YB-1
E1 YB-1WEHMURERAR
(a) YB-1 B =AM . N S &i 3, ¥4 3 (CSDy i C
A, CSD WA m LR, C S 45 I8P A7 4 8 AN IE St H g
AR WL FL A B R X, (b) YB-1 CSD [RSTAREE K. A0 AR ET Sk
RKoRk BB, BHEFI/RX BN DNA 454X, (c) YB-1 i LUt 5
DNA, mRNA FIIAl (505 I0AH FLAE R A B Th e

2 YB-1 EREAERARE

YB-1 5 NP R o RAEH B D), 750
AL bR vh ek i e, O HLAE I S 40 I PR A%
W A, COIESE YB-1 59 &8 I g iy
AN UM, M. g5, IR EUm S 2
JPdRE,  JCHAE TS B SR L e, YB-1 R
IR BE S BTN, X R YB-1 Hix skt
R A R R R AR IBAh, YB-1 2
28 A i R L AT /N A0 B g R8T A 00 PR AR
ﬁ%ﬂm'

YB-1 fEMR R A R 2 R E AR, A
AU B3 40 M 3o P B AN T, I B R
MEFs, I HEES 5 GO HRE 2 200 2P
FEAEL A, YB-1 R RS R M AR BAE R B
Ry =R WAL R E
2.1 YB-1 {23 phyEE s paiEsE

Jip g L2 )1 2R e D AR, X 5 4 i A2 A
KAEADIREN) A HVIK AR, Jurchott 5 HL
JE W 1 cyclin A Al cyclin B1 /E 4 YB-1 [f) §E %
R, 7RI 358 YB-1 (140 i 2 ek 5 1 1 4
M, JERES R 40 MR BT . Gu U3
JEAH JCIA - DNA 1 4h 5 441 1T ao(Topo 1T o) A1 5

41 M #% Pt JiL (proliferating cell nuclear antigen,
PCNA)YJZ 3 YB-1 [, g i = 1 ik
TR PR, HHAAEMES YB-1 Rk &5 ]
FKIBEAIR AN f 0 FU e 9 R
L, YB-1 0] 1E 453 B 40 M A= j R 1 52 A& (EGFR)
()2 I8 ik 7L i e 40 M 1 ST P 4 L i A 4
YB-1 P GE A AT 25 b 0 b g A=A KRR
PR, YB-1 Gk SoE i 4 i rh — R A0 G A
FHOCH [ It 1 SR Rt e Rg 2 2R i i R 3 A
2.2 YB-1 T SEMEMIUATHE

JhIRE 40 L PR AIE 2 — SR R T R . T
FIA T 1 PR B IR T 8 1 (R SRR A A 2t B
TR D Re e, B0 40 M40 A S SR I A3 )
Fas S/ FAMIEAR T-5 5 [l Ji P A% 346 119 52 A 2
F1, A 5 25 5 W 4 B TR e A AT
Lasham S50 PIRFFTUE S, YB-1 0 LA 2% b 40
Fas FER L, IR IE4E M T2 & 4. 4
— TN SR S R R, YB-1 SAERTIR
AR R A B R AR B AR D, YB-1 Rk e L
{20 J A T — P P TN U RES, Iz YB-1
A AT R TN 1 pS3 iR A R SR RE
JJus sl R W] YB-1 78 R 4l M TIRE ) e AR
AR R E AR
2.3 YB-1 SHEH AFIEEBAIR R

557 B [ 5 () JSUr SR A EL 8 0 ) 9 %
FAERE 0] AL A B 50 DA P e A Ak 3 )
g 1o J] (L 2 P URT At 85 B ()9 ORI A A% 1l A I 9
FETT TR R — KHMER. V722 8 1 ST/ g 40 AU
HRREOREEZER, 05 48 B (matrix
metalloproteinase, MMP). Mertens 55 2 20 % Fj
YB-1 AJLLY AP2 FI P53 TR &4, BG4 & 5
MMP2 %5 K ) 858 7 RE-1 1 LLEGE MMP2 1) 5%
K. Ef R, R nm23-p 1E i E
15 YB-1 55 DNA X145 5 R A 45 0 b 96 6 % 1) )y
RERA. PAG,  YB-1 7R MR B A 4% Hh (1 4 2
ANT] AL
24 YB-1iESMEAMR-E T8N

7 IR IR 3 AR iy TRz —, B2
T 24528 1) 7 A2 4 7 ) 55 40T 25400 i Iee 40 B 1 %
7. s d M AU R R R 2 07 . 3L
Hr, T 25 A OC R A B AE AN W AIR Al . ABC
(ATP-binding cassette) # 5 ik 4% 12 14 £ 1] GR 8 K 24
Yoy HRE R AL, DRGSO EEvE,  F 2
IR N M i 24 MR P AR RSR B A TR 4R P-gp,
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MRP, BCRP/ABCG2 %. M., P-gp i H (]
M 25 A S B 1, HE AT 7921 193E K] MDR1 4
fi5h . Bargou 55 PV 5 B, 78 N FL MR 40 M &
MCF-7 Tif 258k 1) YB-1 2 (1 K =R E T4 %N,
I MCF-7 25Uk (1) YB-1 13 H IR i
EULHEPL A R AR 2 U R Al b, YB-1 &
57X 25K . S5, YB-1 Rk &
¥ MCF-7 25 Uskik— e B P ghivE. B,
AT T o) i L e R AL 2R R I S
L, 4 B b P-gp IR S ERE YB-1 8 A
(A% ZE AL [R] I HH . Ohga Z5293F— 0 K I, YB-1
BEVA 456 MDRI1 JH 8 11X, 1 HaX A4 &1
RS BR AN L FIALTT 25 1) A BRI A0 B v BE 32
. AT TR S C PR YA LU T 22 P Al i
[P cisplatin FEFAH N K 25 W) BURBE N YB-1 (13K
st RSN, BN YB-1 SR, e
M Rz I KB 4N YB-1 RIA G, K
T2 TR 24 RE ) B 2 59 . e AT TR s,
YB-1 7E1% DNA Z 2y 259 iy, S H#ES
MDR1 ¥ % i) CCAAT FF 454, B J5 o5
MDR 1 #3551 P-gp Kik.

534, DNA it il I o M E S @ E A
(major vault protein, MVP)HZ 5 T i 4il fd iiif 245 1%
(K74, Stein 2% B YB-1 fg i @it i MVP
(R 26 3B A Ty R 5 SRR B BE (5-Fu) Il B4 10 | N . [+
I}, Shibao SFPEAGIN 45 g i 1R Mg 4 2R )
HEF], YB-15 DNA bl IT o ZRIA AR
SRAAH DGR, AT R U IR i YB-1 13
IKHE )T, DNA $h4b B 1T o J3 30 73 P ]
L. kAT A, YB-1 A DUE R RS — &80 i
2R DG 11 3 08 SR S i e 8 40 ) AT 2 ) HE
J*, fRY DNA ANSZAM K iidi  .

bR T 24 AH O B (1 3k LIPS T 25 W nis
4 L DNA B4k, YB-1 36 0] BLH 53T 45 & 4
P BT RAZ IR, 338 1T R AAE 4 S 0 3 36 o FE 4 32 3%
M. PRCUESE, YB-1 ] DURBIA AE BT RC B2 Bk
37 29 20t 1) DNAPRY, I FLIs b 45 & - s %
Flt DNA & 8 10 7 A8, )4 R PR DR FF A5 (5
SUBSPERER . X 3RB YB-1 AT DU oS
o 20 MRS 24 AH DB 1 I A SR M 99409797 3%, 18R
figif i 590 DNA M E#ES G 515, i
MR 2 ) R
2.5 YB-1 SMERXREEEREIHXE

AT DA PR 3 g 1) A 5 0 B A AR OR

%, MRZIEERY] YB-1 HiES 5L MmEnE
WL R, T A ANZENE T 40 M %5 % (human T-cell
lymphotropic virus type I » HTLV-1)[1) /4L Gt 5
% T 0 A 195 . Kashanchi 2502 8L, YB-1 A LA
PR S A B S AR 2R R/US X [¥) DREJF 4
b, BT HTLV-1 fR 8 R 1 S 3. fhuT]
W B YL SIS AIFSE, YB-1 A LA HTLV-1 76 A
Jurkat T Wk EL4H B P (1) % ) RE DD 4 e 14 £, o] L,
YB-1 7 HTLV-1 [ i 2 v 24 o] 2004 .

N FL3kLJ% 985 (human papillomavirus, HPV)j&
O E S DNA i E . e, 18 A HPV
(HPV-18) 5 ¥ #itd (1) &K A2 K &R % V). Johnson 45
F PCR &Ml & B, 7 i 20 23+ HPV-18 DNA FH
PRIk 59%. Spitkovsky Z5P4IE it %F HeLa %1%
SCEE I KB, YB-1 5 HPV-18 3958 1 1)
CCAAT JPHIT R 45 e ). 5ok, Spitkovsky
09 A B S ORI B YB-1 AR B ORI R
k. HET, YB-11E HPV i ZHIF i Zhag A+
SR AL Rl AR SR, YB-1 NARAE
HPV-18 5 & 7 it (1l R b ok 4 — e IMPE A

JC IR FE(ICV) I W A — AT 1% 22 e A i 11 )5k
Wi NI AL o 2498, HoA 08 AR O U A
PHEE ISR RE ST, J5 oK Enam 2509 71 25 i 18
F () IR LR I E] JCV DNA TR, X B
JCV 5 NI i R AR A7 AE — € FREE DGR, JCV
17 98 bp A LI AFAE AN 15 EE RIS 2 7
Sy E MR 7 41 B X (B domain), Kerr 2857k
B YB-1 fgfg 45 & 22 oofE b, g as
JCV W31 PRI e s ice. ok Sk 8 1 I 4 %
P2 Bt S DS - DA S B B i 1 B 1 A e
5 YB-1 M EAEH, dkimidail JCV B A PR
IEE ATLUH E A, YB-1 A LU 3 5% JCV
(14 52 TS AR A0 S L g 114 4 2.

YB-1 % 2 i 80 2405 25 52 1 e g i 1A
ENATNIRS], 3XFh 2 D) ReHE O A7 (R A X (A4
75 R R AE I AT R L.

3 YB-1 5EETT

YB-1 FES R (AR R o A% E EL TR
I HLAE 22 5 i 2 IR i A AR . 37 BA YB-1
A R HEAT R IR, TR0 R 4 A 2 A
HRM PR, e AR R, AR
BN R, G, YB-1 2 MR iR v —
AN BHARRE A
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3.1 $B7E YB-1 BIBVEREETT

DL 68 03 55 A B4 1K 93 8546 JT (virotherapy)
MR MR BEE IR 20 L R R B S A, B ) R 1)
SN, SE O] SRR, R IR R OR
P A0 B IR TRI IS, AN 506 10 40 B 7 A W S 1 2 )
ER. RESEIHEE R, BRI 2R AE 76
JTRRAS NWE, EBAT R R SRR
FBZz—.

R T SEIOGH e A B B P, AT NS i B
BT T — RANNE, Al FL A DO 40 IR IE
ML RE ST, o iR 4 2R STy S P e o P A
H B SO R I B ) SRS . a. HARBMUN B
G L, W BRE o 50 e S B e 0 AH DG OB P
H), A2 e B b A R 4 A b EL s S R
41 Onyx-015 1 ZD55; b. i F psa s S v )m 3 1
P I S HIAR DG H )0k, A5 i 2 7 g 440 L A T
ANTEIE A0 N R AR, AT B AT M
CNHK300 F1 CNHKS500. I %8 52 i [] £t w] LAY
FHFEEXF YB-1 1R b 8 1) M R 7

Holm 2% ¥, YB-1 {& E1B55kD /£ H
ATLLERS A MoAZ P, Ol IR B2 X RIS 3h
THIE G G aE B2 XN SR I )R IA,
ML R G BE1A X8 (I CRIA IS o0 N k4T

(2)

DNA 5. )5, Glockzin 54 CMV a5 1~
PRI YB-1 F3AHEFT N B1A X Bl 2k 95 75 1) 5k PR 41
W, A R B AR ADYB-1. SIS R,
AdYB-1 BEfS 7 A549 FI1 U20S Jied 41 )i b A7 2% 52
T, 2 FURE JBO B BURE,  dpe 2% 5| RS0 40 L 1) A
To. XSEESCUEM, AE E1A X8R Ak 2% 1 41
T, MR AR AT LR YB-1 A4 B T 85 5
. M YB-1 fER A b m R IA S oL, B IR
s B OE AAR P YB-1 RIA E I H 5 DNA &
FRE IR R IBE A, w SR R A
JIR I .

e, Mantwill 5540 T B 05 4 250 5 )
YB-1 A 1 iR 4 8 28 5 9 I i 5 Xvir03.
Hus o Xvir03 1 E1A X EK FE4i A CMV JH 5
T-IH# ) EIB55KD M1 E4orf6 FIAHE, 4 Xvir03 %%
PP, KEK AT DNA & HIAHCE A
E1B55kD F1 Edorf6, Fifiji E1IB5S5kD A1 Edorf6 54
Uk N R IR YB-1 R AR A IR IRl sk N &R
TR, 5 BT 8 B RSUR SR e 20 BT AR A
BRI AR [FIRE, IXRPEE ) YB-1 17 E A
X TE A M AR R, IS LA SR AL i PR YR 9T
TR B A 2L 2 AR (B 2).

IME3 1V E4 TR

[ TRES | E1B55 kD |

(b)

vii
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I—L
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EIB55 kD 5 &4

Fig. 2 The construction of oncolytic adenovirus Xvir03 and its replication mechanism in host cells
B2 AERRRE Xvir03 89458 LUK 7 R4 A & 5l B9 4L
() V98 IR0 B Xvir03 # 7R i &, (b) Xvir03 3E A )5, #i& Edorfe Al EIB55KD K4, Bfij Edorfé 1 E1B55kD 5 YB-1 #H H.AE FH i
HARARLLIAKI T ELA 1375 DNA S, 55200358 H R 03 FERORL T 5 S04 i 2 foft
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32 YB-1 SHFHCFEANMBETE

1 YB-1 IR Z (/e vh, 75 3 g 4 i
PR AT 2R R BE Y 24 5 AT ST N B3 A AR S
ARG YB-1 13, AR TR T R A%
AR T K.

Sk, AT gty b B B 412
PR PR R, BTN AR TR R AT 2
WIS IRIT T 5. SR R, XMeE 52
YIARES A IR IT SRS OS2 . AR AT R e &
FIERE I RUFIIT R AMT—H ARG MALEE |
9T RRE.

BEE IR, AT BN FE - b2
i 1T Ak S YB-1 I D BEAE AR AR K BE &
Bieler ™% Bl E1A [X 13 S 2K [ Bl 2K 11 52 1 e B
TRUMRIEHF d1520 BE S 759 40 Mo 1R it 24 #k b A 32
i, JE— BN, T 2 i g SRR ) YB-1
et T d1520 7R 25 40 b AR T ETA (1384 556
AT, WL, FEATT 29 RIE NS AR I =
YB-1 2 i b 06 5 70 00 40 B P SE A s g o,k
T 184 05 5987 IR, W T B 3 1 Xvir03 1) LA
WL 5 YB-1 456 KA 2580 OCIE KT MDR 1 A1
MRPI [P0, FFRR AR G A R 1 1 R IA .
XUEEES YB-1 AH ELAE FH AT LA 95 40 o i 24 fig
77, S A O 2R U, TR ST
PR AR B4 . R B ar A, A
7ML 2 2500697 2 B AEAE PR R O 5 YB-1 I AF
TEATEK R,

4 [OEFIREE

KRS YB-1 558 2 [0 A7 e 5 % )
FICFR, (X YB-1 [ ) MG ST A T4 20 (A
T B FET YB-1 EMR S R A s ) 2 &
Ft, A7 A LS 1 T B IA B P T A% Y E AR
ST 2. Schittek 25U HI ¥ ) YB-1 (1) sShRNA i
ORI T YB-1 1I3RIE, 45351 40 fu s
FE R, TR BT LA AGE R e g
10 HHEST 29 RSP B A R . X b LA
I AN OB A 11 R e 0) rRe 4 = 2B 22 Pt T AR
(1) SRS A) S R

LU B M BRI L RG22 Foe, HR
L PR 5CUE B I AR (1) 4 WLEE B R R — T
ARG T B Ah, SO S IR R AR
PARREE AT MG DI A LA T3 BB ) 42 5 A
LAV R R SR FE L RV BB ST H AR T

I ORBR . 7% RNA T HUHOR 5 5 KA 7 AH 45
B, AR ER R RS Y BERE AN YB-1 FE M RNA
(f15 siRNA, shRNA Fll microRNA)ZE J 41 i 4 =
Rk, TS N,

fHJE, X YB-1 B FCEA 40 &) i,
YB-1 E AT i ) RfobL i 75 S 40 1 A i 24 1 1
WU AFAE— 2 4. Vaiman ¥ YB-1 il
T (i Fe 1 AR 11 2 B5 24 e 40 LK 9 19 1K) 7
A, RS e 40 M AR 29 M E L. )
Ab, EEXEYB-1 [PRE ) PR VT ] 5 457 A3 R AR
i G R R TR B E SRR . BEE X YB-1
TR, BRATTHE X X 28 n) 35U 5 A5 2 1
VNS

S I H A TR YB-1 50 g & A A K A B T
AR AT R DS B, SO A RFE
BIT TS, AT 5 FEAR VAT 8UR.
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YB-1, Tumorogenesis and Cancer Therapy"

LIU Jia, QU Cun-Ye, MA Lei-Na, SHI Wen-Fang, QIAN Qi-Jun™
(Xin Yuan Institute of Medicine and Biotechnology, College of Life Science, Zhejiang Sci-Tech University, Hangzhou 310018, China)

Abstract Y-box binding protein is a group of proteins that exist in a wide range, from low level to high level, of
biologic species and they perform multiple biological functions. Numerous researches indicate that YB-1, as a
member of the Y-box binding protein family, can interact with many important biological molecules and
significantly influence the physiological function in organisms. More importantly, YB-1 also has a very profound
role in relation to many diseases, especially to occurrence and development of cancer, and it can induce and
maintain all the phenotypes and multiple drug resistance (MDR) of cancer cells. It is anticipated that a novel
strategy of cancer treatment targeting YB-1 will effectively slow down the conditional deterioration and abrogate
MDR in the cancer patients. The current progresses made in the YB-1 researches to its association with the

occurrence/development of cancer were discussed and prospect on new strategies targeting YB-1 was provided.
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