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Abstract : DEAD-box RNA helicases (DDX) are a member of RNA helicases superfamily ,they utilize energy derived from
nucleotide triphosphate ( NTP) hydrolysis and function as molecular complexes by interacting with other proteins in cell.
DDX are implicated in remolding ribonucleoprotein complexes, RNA or DNA and in this manner affect the output and poly-
morphism of RNA. Nowadays,with an increasing number of researches, it has been identified that DDX are playing critical
roles in tumorigenesis and tumor progression, their expression levels are related with tumor growth, metastasis and prognosis,
besides, DDX are suggested to have both pro- and anti-proliferative roles in cancer. In this review,the research progress of
relationship between DDX functions and neoplasm are reviewed to discuss the mechanism of DDX in tumor initiation, devel-
opment and the significance of DDX in tumor prognosis and therapeutic.
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WFEUES:, DDX Ay Z R IjfE, 2 5 T mRNA
BRI 2 RNA 0 5 3z 0 ik R B IR 18 15 7l
) Vi RNA M e B 2 om0 o ek, O L
RINA fift e it 5 205 38 1 UG 8022 5 (HAd & B
7 RNA i el A e i AR Yy Thig . Xl
FUE T B AR R E AR TR A 56 A SOt F T 50 4
JIZ B LA DDX 5 g G R RO STk Rl — 230k
PHEHS G MR A KR R B S HExT bR G 7
FITUS 975

2 DDX 5hERIX &

2.1 DDXI
DDX1 i R e )4 A I AE AR D90 RSB 240 B e i
22 R} 21 9983 ( neuroblastoma, NB) f75 MYCN J&:[F 3t
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[l 44" {5 DDX1 475 %f NB 8 BUS 15 05 14
NI, RSN SEBR BT R BIUTER NB 41l DDX1 Y
Fekn] s NB 40 1) (=22 FIT AL RE Sy, I 44 m NB
2T 22 3 LS AR Y SRR

DDX1 53| i J o8 T O R AFA il
Germain 25" 38 DDX1 75 34 i J5 2% VE LRI i
BEAREE SR INE K (<S5 ), B)5 5%, Balko
LT D RESE N 21 4 B3R 4 ( ArrayExpress Fl Gene
Expression Omnibus) H7 1593 {51 3 i 967 £ 2 95 0L 1
IIMTA R SR IR GE , Rl W R UK & R SR TT
LRI R DDX (3858 5 1 IR AR

DDX1 7] IR HEER 53 microRNA f4 4 B, 76 0P 4
S R RSP EEZEEM, miR-200a, miR-29¢ . miR-
141 .miR-101 3% P4 Fh 55 O 295 8] i 51 AL A5G 1Y
microRNA [ 45 i 4T DDX1'7, 3f: H. miR200
F ARIA 1 U LA F I PR BUS B4 o Han 467
38 33 FE R B0 7 ( The Cancer Genome Atlas) 3¢ ¥k
YRR §9 8 E 1 SR A IE 92 DDXT 5 miR-200a
miR-200c B R IEA G, H DDX1 R A /Y 4
H S AR A SRR 5 A PN A S itk — 2B W 5 e BT R
DDX1 ®|] L BH 3 s /b O 5895 41 i & 1G10 miR-200a
R A B4 iR 200 i P R 2R 1, 12 0E B B0 A i R
WOFE B RS RN b Rz 18] %% 4L ( epithelial-mesenchymal
transition , EMT) ,
2.2 DDX2

DDX2 RIEAZF UG K T 4A (eukaryotic initiation
fator4 A, elF4A) , H AT LU FF mRNA 5" 35 =5 i 245 44
ALRAERIE X (5 untranslated region,5’ UTR), i
2098 B DR RV Sy R TR AR el P4 A AT RHE, L
HRRURR Y S A 45 MYC . MYB  NOTCH , CDK-6
BCL-2 45" AV R o, 3% PI3K/mTOR i
W] A P R T2 R T 4 ( programmed cell death-
proteind , PDCD4) , fitlik PDCD4 %t elF4A {475 , Hé
SRATDCHE PR M s BRI, e TR A g Sy 40 1 R0
HERER— A E S A

=R TRIR AW b SR B AR s Vo 1 AR
T elF4A JF H B AR AE/EH . Rocaglates &
—RMRAF 2L B A ) b S BNy TG, T
H elF4A 5 T mRNA 1) Z % 741 |, B 1k 43S
FEAR S A Py mRNA, AT BEL 1k 8 2o Sil-
vestrol J& Rocaglates [1J—Fft, {4 PN ShSEBriE S HAE 1
i T 40 s (T-ALL) 20 i 54 58 , I BE B
2 A, f BRI AR i g T . Hippuristanol Jj&:—
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Tl DAAGI SR v 42 B ) 22 2 B [ i, R elF4A [
PRI, REAE eIF4A ffERER 15 , I HAM ] mRNA
1 elF4A 254 W58 K BLILRE V) [R] 22 Fh L iR 254
ATV P EL R P L 2 e A
(PLA) J&—Fh DAIHFZR A5 7 4 v 2 U A 355 /)
53 BT R RHATT A W eI ) 2 45 45 s R4k
AR 3 I | RIS ER SR N Y 32 el e e 4 e )
R
2.3 DDX3

DDX3 7 A s rh A7 i o ] 9535 PR A ) R ) ——
DDX3X Fi1 DDX3Y, DDX3X H:[X (v T X I {4 {4
pl1.3-11.23;DDX3Y FLH A F Y YLk ICHE T4E
X ¥ ( azoospermiafaetor, AZF ) [X Jf- 45 FEF ik T 52
WAL B R4 . T DDX3Y 414145
Sk, AT 2 WF SR & DDX3X 7 b9 o i 7 H
PLil. WF9E % Bl DDX3 H A7 fie 8 F140 98 1 B 1) 4R
LIt HAA R R VR LS

DDX3 J& Wnt/B-catenin {5 5 i [ 11 B 2 7 4
K iR AT e i Ras KRR 5% 5%, BF9¢ & B DDX3 W]
DIEHSE G 1 RIS 8 O CKle 19— 03, ¥
% CKle MBS, #F— D8RR b S 428 1 Dishev-
elled (Dvl) , T2 3 B-catenin HEA 20 Az B-
catenin A MMEAZ G EEE T 4 AT ( T-cell fac-
tor, TCF) | Ik B 40 Jitg % 5 (K] T~ (lymphocyte enhancer
factor, LEF ) LA K H- B 53¢ A 2L [R]85 B R e 5%
He % " B 58 R BUAE EIAEA12Uh DDX3 ik 5
BERR AL DvI2 (pDvI2) (A% B-catenin (1)K 2
TEAH 565 A A1 52 56 iF — 25 3iE 55 DDX3 3 o B0
CKle/DvI2 i | B-catenin Kz H: T i & R 1) 2 ik
B SRS g A0 M R 4R 2R . G A SRR Fi 3 TR
DDX3 ] LA ] 45 17 s 200 J #9496 B, (7 40 6 9 0 45
T GU I /Ny T4 1 5] RK-33 7]/ H] T DDX3-
ATP S840 07, IR AN 35 . W 25171 B
FERIAE DDX3 2B 45 E g 4 21% , K-Ras |
B-catenin \ZEB1 FiA7RE , 3 H DDX3 il ZEB1 # 5
PR B E AR BAR, To B R A AR 5 IR A 52
B UF 55 7E 45 W 96 4 M bk T84 Fi HCT1S v /5 3R 34
DDX3 A] LM fingh 4 %2 K-Ras JE[H 3 801 G5 5%
K Spl, i K-Ras JE [ ¥ 3¢, 9 3l it ERK/
PTEN/ AKT/ B-catenin 2% J5z v 38 % i 523 240 Jfd 1)
2.

DDX3 3 ik /K52 pS3 %, i # ik DDX3
REAEIE p21 [R5, 10 il JifrJg Y 9 & . pS3 fiE

Pateamine A
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FEAE T DDX3 L 1 )5 3+, e i#f DDX3 K& K 4%
SE, [AJE DDX3 k38 finml DA i 5% 5% [ - Spl 5
p21 SRR I], ik p21 Bk, ANFL I8 9 7 (hu-
man papillomavirus, HPV) E6 % (4 7] LI {# p53 515,
It HAEH 9 FL K 9% %% 7 (human papillomavirus,
HPV) A G ifi JiE 21 24 vh, DDX3 [y 3635 5 HPV E6
EHMFBEOMK, 5 p2l MFRELEME,
TEAE/INAH il 987 v, p53 2% 16 B %8 22 n] T 3 DDX3
(IR , G SR I A L Y 12 280 s UUBR DDX3 A] i/ 4k
T MDM2 J5 gl L% SPL, # il MDM2 % 5%, i
T Slug 2 3389 i1 I 40 ] E-cadherin f) 357"
Chao % BF 58 UE 92 7 # 3k 1) DDX3 5 %5 5 [N 1
Spl HH H.AE & p21 M K/ g 3 7, 2 ik
21V I DR S5k TR A0 R

DDX3 £ 575 microRNA 4 pl . Li 22 4R
T i DDX3 (1 387K 5 R B 9 B A
AEAF IR A G AR S SE IR IE SE DDX3 5 HAT R
He W1 2300 13 (9 miR-200b . miR-200¢ . miR-145 . miR-
122 4§ microRNA FRik S IEAH X, MUTER DDX3 A {¢
#E DNA WL RS i DNMT3A (13255, fff iR 9
microRNA FE K 119 J5 2+ B SE 4L, 1] 3X £ microR-
NA (15655,

2.4 DDX5

DDX5 J& M HEM R AR B % sk H -, B
AefpMfe IR 2R R ETER, 2 5 ER R
e S I HAEFLARIE B2 R I 98 %
g 5 2 Fp M A U i RaA .

DDX5 5 DDX3 AH{l, 5 Wnt/B-catenin {55
PRI, TEFL I A0 b, BE Wt {55
eI NZs & 2 DDXS J33hF LAY B-catenin/TCF4
JEfEE DDXS &5, i = 33K 19 DDXS AJ g i TCF4
J Wnt/B-cantenin 3 % g 55 P ) ik, TR 1
—ANIF [ E 5 [ 5 Ak DDXS %F Wit/ B-catenin i
A EMT 28/ o MR 2 5 ARF A]
IR DDXS 5 c-Myc JE B AY IE ] 38 775 [81 2%, B 1R
DDX5 5 c-Myc D c-Mye T i 3k 5 R 36 19 45
A FIRARSE B DDXS LR /Nl i i 5 41
LU RIRACE S G R ARG, 5 B E A A 2
TR G 5 1A SP S5 IE 52 DDXS 55 3k 7] DAE i B-
catenin [0] 1% N ¥% 12 -1 70 CylinD1 F1 c-Myc F{) 3£
5, A2 FE g 20 Bt 3G 5, 1M T BK B-catenin A] LT BR
DDXS @ik 5 LIk, Sarkar 45 #2 i DDXS
TS i H A b3, JF B S AKT R IEAHG, 3
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— 5 & P DDXS 5 B-catenin 4% 5% 5% A+ ( Nu-
clear factor-kB ,NF-kB) Php[E/{iEiF AKT ik,

DDXS Z: 515 Notch {5 53 B A T 1Y & 5 5%
o Lin % HH DDXS 2 A T-ALL Ff A e 2%
35 PRANSEB I — S-S DDXS W8 Notch £33
T AT B HE R B S, T T ER DDXS AT 4] Notch
H AR R 22 35 5 AR PN 552 36 F 9t & BT 975 DDXS
R 235 T SR A AR LE /N BUAS Y Y T-ALL Mg 2 4
2.5 HE

DDX23 TERII 22 I S5t vh i 46 35, HL DDX23 &
TR B ETEHR2E, WHMERAES: DDX23 7] LA
fEk pri-miR-21 1] pre-miR-21 %4k, )\ 138 )i miR-
21 B2 B TR A miR-21 #9335 AT DL o] b 28 e
JoE 200 J %) 8 B P 4= 22 1o B b B R AT L4 )
DDX23 fif miR-21 A= Jii i /b, I BE 40 i /] B A4 A o
R A

DDX39 Z: 5 s ki i 1L 4, B A 2+ DNA 57 %%
Py T RESY . Kikuta 257 $7 36 B g i 8] 58 H
DDX39 [ 55 5 Mg # 7% b AN R WG A5G . (HAT
FER I DDX39 Z A R BE e b w2k IR N 5256
W UESEITER DDX39 38 2 18 i J§% IO 8 4t 1) 12 22
‘@LSSJ .

Linley 25 {23 DDX43 it [ V8 Ras % [
TR B F IR AN MU B . Ambrosini 25 f) i
A & Bl DDX43 3@ 52k | Ras £ 1Y 28 3K 1 1
MEK 1 ) 77 6. 4 JI S (0 2R ML P OV AT . Ab-
del-Fatah %5 4ff 38 DDX43 553 A i FL IR HR 5 G
A A AL, OF HAE R IT b A RE 4, (H
DDX43 {238 Al LAAE by x5 B 28 245 W9y 403 Al B
S PRI — ST AR AR, X FL R R IRIT R
IR RA TR T E L,

3 HRiE

RNA i el 2 5 A R Y A N L-F e 5
RNA Z5 RO A S 3l , o 3 A 2 i RNA
Az RNA 22254, 9E— 2 R 1 i A s A 4
MR LE B . A, RNA A e -5 40 P 22 il
il i R BRI, 2 5 0 S D S
FEP IR TE IR A A A J v 3R B R 2R A
W00 o A AT ST RINA AR Jie i e e v 13 1
U o) ORI P P TR e i Y
RINA it Jie B 71 Fib 8 i A D e v S JI0HR  1) VL
il Tt 15 SRt — BT
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