W EHAEERERE DDX1 R

B A% B EERW P EHEIAW,TRR R &
(B PR A2 W I A L B B2 e, Al st T LRI BT, JLAR 1 5 T A, L T
HE Bk SUSMRL AL AT A B LS 100045)

W E. ML 41HIE (neuroblastoma NB)EJLE%EL PR 2 — . MYCN R:[H 348 5 NB
AN RBUR DI B MYCN 3R AE 4 NB I K2 B & 550 T4 S W A7 AE— & 5 FR A BF5T
FW] 5 MYCN 3 H 4838 DEAD boX 1 %LI(DDXI)f NB R E7E S MYCN 9 1 9 4
DDX1 % 4/ DEAD box K& — 61, HuIHEIE s H Al G8 % —F K fi ATP 1) RNA fif 12 e
Wity , 5 g s A kR e R YD (A DDX1 KK XF NB A AT R, B DDXT 5 MYCN %
PR 3E3 48 X NB 8 3 905 52 A7 e 40 B . SCEE MR B BT DDX1 3 [N 5 NB #F 5% if J | X
DDX1 5 NB &R #7454

E B DDX1; # 2 BF 40 )% ; MYCN

FE 43S R739.4 T ARIRAD A X EHS1671-170X(2016)05-0417-05
doi;10.11735/j.issn.1671-170X.2016.05.B016

Research Progress on the DDXI1 Gene Related to Neuroblas-

toma

SHI Jin, LU Jie,JIN Ya-qiong,et al.

(Betjing Key Laboratory for Pediatric Diseases of Otolaryngology ,Head and Neck Surgery,Beijing
Pediairic Research Institute ,Betjing Children’s Hospital ,Capital Medical University , Betjing
100045, China)

Abstract : Neuroblastoma(NB) is one of the common malignant tumor of children. MYCN gene am-
plification is strongly correlated with poor prognosis of NB. But there are still some limitations
that MYCN is regarded as an important clinical molecular markers for NB diagnosis. DEAD box 1
(DDX1),a gene nearby MYCN , has recently been reported to be preferentially amplified in NB
with MYCN amplification. DDX1 protein belongs to DEAD box protein family, putative ATP-de-
pendent RNA helicases. However, the role of amplification of DDX1 in NB is unclear,and the ef-
fect of co-amplification of DDX1 with MYCN on the prognosis of patients with NB also exists
great distinctions. According to the current researches on DDX1 and NB,the relationship between
DDX1 and NB was reviewed.
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HAT NB s AN, WHoE R L EA R R 5
AR NB AL 7 1% , 46K 22 800 J& 1A 40 i A5 5 1)
K NBYMYCN BRI 474 T NB o B¢
RIK Y 20%1 NB B FHAAAE MYCN 993, HE
55 NB Mg v R | R TR RO R 5 D) AH
KB G IR L K NB 3 MYCN 9316 bl &
Sk NB 12 Wi i6 I7 HUH WGBS G 2B, AL
MYCN fE2h NB i K12 Wi v 5 20 7 AR S W AF 1 —
FEJRPRYE, —2 MYCN §3 NB 28 A7 A0 X
B, ATREA 1 s 2 A IR FEE T NB,
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KL NB [ 2 2140 i e 51k 2p25-p24 | 1 Bk
HEAFEHFTE MYCN BRIy 3%, B H - #f8
515 MYCN PR B 56 K 8 3 A %, o DEAD
box1(DDX1)7E i T Y (.4 2p24.3 BB 85 MYCN A
(4328 vty 45 22 R0 AL 340kb, 5 MYCN B 3Ly 15 i
ok, ENAMEE IR TVFZ DDX1 X NB 5200 &
oy FHLHIEE

1 DDXI

1.1 DEAD box K#&

DEAD box % J4 & 1 & DExD/H £ )& T 5 2
KAZBERZ T (ribonucleic acid, RNA) /i B2 g il 8 5%
5, JLF-Z 5 RNA &l 2R 4 727, DEAD box
FIGET ZAFAE TR AR /NBER A=), K
ZAMEZAEY ., HEiCTE AR PR 43 Fb
DEAD box & F1, ¥ HA MR A E W D RE , A BE i
b ZE 71 AT HCA ', DEAD box 2 IR & 9 NMRSFT)
e X H EAR B8 2 T (Figure 1), /& DEAD box & H
R ATP 456 K & RNA 456 5 M e e i .o
DI, b AR SR MY I XA 7 4 R SR TR )7
5Il——D(asp)-E(glu)-A (ala)-D(asp) , 1 LA 5 ATP il 2%
5,25 ATP 454 Kl & RNA fighe, REMA
DEAD box ZZ % (9 1.0 X3 i BE AR AL, (FUR B ATH8
TRAT A A MRS B E W D RE AN REAH B AR,

AR H HT I Z R OF S ETE A W ER A H
JEIX B H R VI I RES R 88 E . DEAD box 3 H
AR Z DhfE RNA FRA 8 FHE JERRIR RNA 254472
B, R B AN DEAD box £ [ 7E 8 45 {5 fif
KbE% 8 (messenger ribonucleoprotein, mRNP) 3%
KR B OCRAET OCHEAE M, AT RE SR RNA-H
AW A B EE RNA 58 A B2 A58 451

M AR FERZAMEAZ B A (ribonucleoprotein , RNP) £H % i3
v, AT 2H%E RNP 9 v (8] 7= ) 45 00 1R 1, 5 2 19
DEAD box # 1A GE# IS . Rk, DEAD box # [
Ty i S5 55 0 R R 0 O B SR AR R A R L
B— R BE S8 10
1.2 DDXI & 51h6E

DDX1 & i T 4« 4 {k 2p243 |, &K
39.491kb, #if% ) DDX1 # 142 DEAD box %%
1 — 0, 2K 697 M2 5% . DDX1 45 F RSB 7E LM
JERE 20 YO T RB522A Hhgi & B, HE A L5
[ H £ & DEAD box K% 9 A RSFHIRE X, I 4b
DDX1 & H ik A — A FF5k 1 SPRY XM 3536 1A
HEEZH5FS L hEAMNLLE A RNA [
JEfE 2 DDX1 & S HALF G 5L R I
I, G R 7 5 AR VR B ARG, & i HAR T 8 g AN
B, BRI, DDXT & A A07E T A 42U 4 i
PREFEARAKOF- M 2k, I BL7EM 2 A0 e )2 IR 41 i
ARG b 93 A it vp ek i 4R HnT BEAE pf 22 Ak
YA R e o N S Vs N (o R L N
WESE DDX1 2 4[] DEAD box 5% HoAth i 51 — £,
JE— MK ATP 1) RNA i 2, Hrifez 5
RNA & 8 T R 5K 0 T8 B LL B o fige ik 72 17

FH W52 22 W] DDX1 4 1 X microRNA - (miR-
NA)LA S AF MR R (messenger RNA,mRNA) [ty
FRPEPE T B, miRNA J2& 1T 4 51 & 30 A4 P I
PEAE i % RNA, 8 o {2 #F mRNA K i /s 41 i
mRNA BBk &L, 5MEAEE S
b K g & A B UIAR 561 Cecil Han 55 @ (EAF 5
t & B DDX1 2K 1A LAY DiGeorge 25 A fiE fE 4 X
H K 8 (DiGeorge syndrome critical region 8, Drosha/
DGCR8) M HAEH , 25 miRNAs ¥ 955 5 A (pri-
mary miRNAs, pri-miRNAs) il T., {2 # miRNAs (1) 3

Internal protein interaction

1

Q motif — I motif — I a motif — I b motif|—

Il motif
D(asp)-E(glu)-A(ala)-D(asp) 7

II' motif [—| IV motif | Vmotif —{ VI motif

Figure 1 Diagram of conservative sequence structure and function of DEAD box protein
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Ik, P B S A AR 2R I A R

DDX1 £ [t o] 3 o 5 KH-%Y 55 52 1 4% &
(KH-type splicing regulatory protein, KSRP) %5 &, %
55 B R A s K P-4 22 KSRP & — 7l RNA 45
HHEE, ITTE mRNA § 5% J5 K P £8 2 5% 5K 7 & 4%
YERT, 82 5 M R — 5 R & & JoF (AU-rich el-
ement, ARE) Z54 R4 mRNA B2, % mRNA
P B A= R R R I T U R E 4o m =
B, AT RS2 AR R T P S R A S
FEXT N EF 4 R I8 DA KB 3000 5 PR A0 i s 3 b R B
DDX1 15 KSRP 7 2 Jifd J50 1 240 Jd 4% v &5 47 76 A1
HAEA, DDX1 AR5 1433 EEH w4 &
KSRP,DDX1 4 1 % ik T B% J5 48 Md B b KSRP 5
14-3-3 A A M, Mfl mRNA FEfE 2, [F B
KSRP i£ 2 5l ] miRNA G #2 Bk, Hanxt
DDX1 2K 19815 SKRP 7 41 i 1% 5 41 g ot 1] 28 AR AL
il 0% A4S, (HAE DDX1 HEH 5 KSRP & A 454
P4 mRNA KKK, b 24 miRNAs & ik K
V- ¥R W] DDX1 R 5K LT GG 531k i
Sl R B DA

2 DDXI 5 NB

2.1 DDX15 MYCN ER i1

T fl 28 ) 20 R R B9 b &2 B, DDX1 5 MYCN
FER N T Yo ik 2p25-p24 b, H & Z [ M
X2, DDX1 P B 85 MYCN 5 [H] (1) 12 35t %5 22 ki
% 340kb, 5 MYCN fF7E3L [ 34 84, JF H DDX1
5 MYCN 5& P S99 38 90 5 35 3 A7 78 T % Wb g S
20 6 R e B R D R 40 AR | B A 2R A AN R
TSP RS B i 28 B 20 R 25 120, BT MYCN 9
W R NB OB B R TR FUEN R
I R 2 %45 455, i DDX1 KK Al fig 5 MYCN £ A
L[R50 NB /) #UE 24008) . B AT 2558 £ DDX1
FLH 5 NB HUJ5 ¢ &R J5 A7 ik, (HE5 RS
[
2.2 DDX1 EEX} NB 5 I 820

1995 4E Squire % % Bl DDX1 %K 5 MYCN
L 38 I G NAAEAE T R I B4 e o, il HL Al
Wi AT NBH MYCN 97319 3 ML A=A 2
ANFAE DDX1 Y34 3 H DDX 1§ o A7 7e | H:
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P DLEA A S MYCN ¥ 35 5 R /N IE ARG 3l 2 XF
32 > NB #HEARM ST & B, 364 13 4~ NB f£4E MYCN
Py Horp 2Bl DDX 1 P il T AR R4 K
gl MYCN 9™ 3840 b3 & 8, DDX1 W] 1 58 i e {2
22, FEONB BLEAA R, (Bl TR A &
K/, B MYCN 9738 Z 8 b A2 IV I DA ot HE At - 48
PR XTS5 R R aT A, [FAE Chitra F 45158
iE X 15 4~ NB 4 & LA & 122 A~ NB bR A #1746
W, [FEEIESE NB IR 70%MYCN 4738 41 i 2 47
1€ DDX1 3938 DDX1 %[ 1) 5 35 2 & NB i

SR, EAE SR BATWFSY & 3 DDX1/MYCN A
Ly 48 DL K DDX1 85 i B T+ NB AE 7507
1 ] B 72 AR BUOPE . 1 TBE 9T & B DDX1I/MYCN
LB B B4 MYCN 938 58 LI F k2 R 1
SE- it S, DDXI/MYCN 3:47 3 NB (83 1 JC 5% i
B f IFTR] 2 MYCN B2y 350 3 5224550, 2004 4
Weber % “/%F 98 ] MYCN ¥ 1% NB LT 6 4F
BE V5, JLh 65.3% 8 JLfEFE DDX1 §7 3 ,MYCN/
DDX1 E:y B ILAEFRLE 2 FU L, HEM)S 4
AR DDXT Y34 LA R 2 AL MYCN 33
BIL2 MU, BAXATRESHA TR EEL
s X MYCN $ 383657 A 5, {8 s ) 1 35 B
DDX1 5[5 755 3R 3k 7T B 23 48 S8 L X AT 245 ) sk
PE, [, g R DDX1 8956 0158 1124 43 &
B, DDX1 ¥ 1% 5 W12 4F % LA K b 98 43 39 o W1 S A
KM K DDX T w] Be /25 B MYCN 93 43 Br il R
Tijs R Z RS br . 55— 3 113 il MYCN 97 3%
NB & JLWFSE , DDX1 FEH P15 1 NAG 3 A (neurob-
lastoma-amplified gene, NAG) ik T Kl R F% 9T
W LU RS S SR s, DDXT LR P X NB i
IREE MU E R, nTREE P DDX1 33 S 20
T RGN, 5% DDX1 HE P B Hoft St 4 4 3
RIXE MYCN HE PR 7= A= B dim il /R . 2011 47 de
Souza %5 %t 64 4 L P4 NB R 82 JLEAT MYCN,
DDX1.TrkA F1 TrkC % H 3% 35 7K °F- %t NB i J5 i
58, B MYCN 4738955 ) J A 20 4], Hod AL 8 il #
A DDX1 ¥ 38  Kuefs A 2 X4
23 5 DDX1 EEHEXHIHHI# R

HHETXET DDX1 9 ¥ 520 NB & J& K i J5 #L ]
PIWFFEEE D ALFE 1998 4F Godbout 557X DDX1 %
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K438 LA K DDX1 4R 1 i 35 76 NB A i 4 ik
T TR 5T, fEZ24 NB 410 & *h i H RACE Jy
X% DDX1 B2 5% ¢cDNA BB HEFE LK 55 S B 4
AT TS, S5 LB TA NB 41 &
DDX1 ¥ DE, ¥ 5% /K-F5 DDX1 & H By RIL S IE
M2 S5IEH DDX1 3N Rk A 6] A 7 T 4l i %
Hi DDX1 R P8 5 ,DDX1 2 (A [6] I A7 78 T 40
A% A4 R, R0 DDX 1 2K (i i 5 Ay =k
AR, Ho 5 R IRTE NB &R & 8 v & 4 5 Fif
YEHT,
24 5 NB#EXH DDX] ERBEZERESSM

NB i & i 7 Fp R A R Bl R 42
e AR K i B 4 3 41 B 53 BT (genome wide asso-
ciation study, GWAS)#F 5 1) AN W IR A, it 28 B 41 iy
Jed 1) A BALA 1 R 22 A5 VE (nucleotide polymorphism,
SNP) & ik NB [ Ft 32 2848 rh g W 58 #4502, H
HIC A 2 SNP #ESE 5 NB A7 6302, (H
oK & 263 56 T DDX1 SNP W4 IE A 15 ik — 0 BF
FEIESE DDX1 2 19 SNP 5 NB A Pk,

Zi Lk ,DDX1 5 MYCN 3988 5t F i 42 £
S0 LR 1 R A R T TR S AT A AR, HLAS iR
IR E M FEZ IR THARA R, FETh AR £
2 S AR5y F A BEAERH, BB B’ AT R
DDX1 938 %F NB 52 me i} 5% 5 #0857 (1 it 9 L it
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