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The role of multifunctional nucleoprotein P54""/NonO in tumor
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[FESZES] R735.7; R730.5 [XEkFRAE] A [XEHS]

N5 P5dnrb/ A E POU 5 #y 45k X))\ TEA% H IR 45
£ £ 1 (Non-POU-domain-containing octamer binding
protein, NonO) T 1993 4-7F Hela 4 i K I H- A 44
5 BEHI NonO A LG , F 51 [F) Y51 5 98%, B A v
JEE R A B OR ST AR, S on HAE SR B AR W 2 i A b R 4%
YEM . P54™/NonO1E N —FZIhRER EH, TS5
LRI % s 4% - mRNA Fi 4 BT . DNA /)18 5 4%
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HH AR AT AR i AN B

1 P54"/NonO RYZ544

N U5 P54 /NonO 2 R 4K 4 17 977 bp, fir T X
RAAR KB R 13 X 13, 13 /MM T A2 &
TULE T8 B VU i s BT R AA, 2@ ) 9 i £ 19 S A 4
(471aa fl1382aa) . P54™/NonO #& A\ BI V) A 5K Mk
(drosophila behavior/human splicing, DBHS) ' ] —
9. T FLENY) A DBHS 8 [ 5 il 720 B 45 2 JE
WE > 51| 25 6 8 1 A 26 BY 452 K (polypyramidine tract
binding protein-associated splicing factor, PSF/SFPQ)
FIAZ 55 BT 1. 45 1) B2 (1 2H %3 1 (paraspeckle protein com-
ponent 1, PSPC1/PSP1). DBHS i & i1 2 [ v #
RIS B S U — SR ARAT s A= W~ AR

DBHS # A F B 7 5 B AT — N2 300 M2 FE R
S RZ O PR ST X, 322 DU B PR SEIE N
K Biig ¥ HR 15 RNA 2 1l 55 J? (RNA recognition motif,
RRMD , AT R RNA Z5 & PB4 5 — D EET C R
R FEIN FE1 100 2 JE R 2H 1 1 26 i 8342 ( Coiled coil) 5
—/M T RRM2 535 i 2 ie 2 1] H 52 > SRR 2
P55 &5 1 38 NOPS (NONA/paraspeckle ) , RRM2 . NOPS
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Fi g2 545 DBHS F & AR — Ak, [
i 26 M2 e i T e 3E DBHS 25 I R R . P54/
NonO FEiT C AR i A —AME - /- 12 iE (Helix-turn-
helix, HTHD 5#4), 5 Jo T & 75 TR /B 8 L I [X ekt
% DNA 45 &1 (DNA binding domain, DBD) , 7] 44 & X
FEDNAPE D,

DBD
H#«]\
P547/NONO * NOPS m Co“edmi,l /- —
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P54™/NonO F ZRKIL TN, /> EAFAE T 40
R . B £ 454 DNACRNA FIEE (5 18, 3
75 FE [R5 535 1 4% . mRNA B4R BY 12 . DNA 2 e 545
sSSP RIEEEER, HZ 5PSFIERE &

[(EemBE] PEELEREESTIHHE No. 2017M611206) .
Project supported by the Postdoctoral Scientific Foundation of China
(No. 2017M611206)

[MEEBNT  4RFH1990-), 2o, Wi, 32 % A S il @b i 2 7 1o e
5%, E-mail: tulip802307@ sina.com

[[@51E&] T4 W (WANG Ruoyu, corresponding author) , 18 1,
TR, A2, e AR T U, A 2 S i R A BT T AT
E-mail: wangruoyul963@163.com

b



T} 2 2 IHRERZ E A P54nrb/NonO 7E U8 o i 18

< 311 -

VSRR RS 5ix g iR .
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B o (D S5 B 7 5 RBOR AL S 455 H ot
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OTF-2.E47 5 Ni& i) e % 3k 8 1 VH 3 3 1
FHNE PR B 55 R 45 A o (20 BB Bl R 2 45 4 2 DR 1 )
BT IX IS5 AN R T 40 R+,
P54™/NonO 7] H 45 & OCT4 J& 8 F CCGGTGAC
FP B 3k LA SR R s 76 WF 70 1 A B R A2 A i AR
Be Ak 2 & AR F AL 30, P54™/NonO 7] 55 PSF
T RE A, 1L PSF ()N A s & T HAR IR R %2
A& (Thyroid hormone receptors, TR) Fl1 2l 5 i X 52
& (Retinoid X receptors, RXR) ) DNA £ &4 , 11 ]
MR Z R R ONSEAH/ERAR Y S5
FFBEEAOS A, S5 BEFEE A AYIRE,
P54™/NonO £ & cAMP % % 3 2l 7 , il ik CREB/
TORC & & W5 45 RNA T4 B 1NHOE ¥ 5%, 1 7E 5
— L cAMP N 31, 5 RASD1 AH AR H ik
PR 2 5%

P54™/NonO 7] 2 5 mRNA Rij{& K BT 55 f2 . WF
Ft P54™/NonO £ RNA 55 32 v (1) /E H IS &< B0, P54/
NonO 7] 45 & B-BR 2K [ /) mRNA Hij /& & %8 mRNA,
i P54™/NonO J& B-Bk 8 F mRNA /441 BT # in T
ZF B HHT, B RS R, P54™/NonO 7]
55 55 9 8 1 RNA X N il B ik B2 . {H P54™/NonO
) mRNA B A B A A AR R EE g S
DBHS 5% % i 52 F L Ath Rl - 45 A FE ) 56 1

P54™/NonO H A 1 2 % 55 Al mRNA §i 74 5 4% (1)
WEINFEE . P54™/NonO ] 454 51 RNA A B 1 1) 4
K b R s 45 A4, BT 45 5 5 BT s, T 2
BB RE (I ABIEE . P54™/NonO if 7] 2 5 DNA fi#
PR IS FE" . A B SR E P54™/PSF R AR 2
—F DNA & Z (1153 F ¥, 25 DNA XUaE 15 (1 1%
=

3 P54™/NonO 7EBhEHHI1ER

P54™/NonO )& LA, FAE FH I 2 T L]
WF 78 10 LU BB, 5 2 B 33 S8 45k 7k B A FE AL
FLAE MR A E A
3.1 P54™/NonO 5 LM% 7%

1997 4%, Traish &8 i 572 N FL M AN LR i
FE A 2 MCF7 H R LA P54™/NonO [k . Bl 5
T P54 /NonO 7E FL e o (I 978 0 38 12 T 1 %
AR FL R 1) R AR RN i v By AR R T DG BT
YEH .

CU I8 49 A8 o A e gk P A AR -

K2 HIE B A AE EE, S i 8 4 i A R 8
TR T g 0 AR L P - s A1 2 6 i T 1
KU, R IE , P54 /NonO 78 N FL ke 41 4k
R 2IE , AT I NOPS 2546 435 (1) il A i 245 - A2 JIH [2]
P2 755 o0 1 45 & 58 M - 1a (sterol regulatory element
binding protein- 1a , SREBP-1a) , #l| ¥ SREBP-1a /1 &
(%) 7L g A4 e H I o 2 S R ) 2 i AN S I A
23R Pl 20 2B

(2)5 FL Mt FR 1 28 2 « Pavao S5 E X 7L i
FRA BT R I, ER FLIRE )72 3614 P54™/NonO &
H, — 7 R LM 2 1A 2 8 A Uiy L8 1) P54™/No-
nO WA, ER 7L i A /b 5 18 P54™/NonO £ [, Uit
B ER [{) 3214 8 5 P54™/NonO 1EAH5% , K A #% ERa [
RS R AK 5 To AR A IR o AR A OG, R A
32 2k 5 TS AN RAH K, 275 P54™/NonO H dift 2K AT
Re A AT I At e . (HE R R, 7R
i Je 41 Jfd 22 SKBR3 (HER2/c-erb-2 it %35 ) il [4:
P54™ /NonO W] #1 i 48 g 3§ 78 . 1T # F1 12 28 , & 7R
P54 /NonO 1] fig & — A2 13t FL g 40 B 389 5 3% 7%
AR Z2 R T s 53 38 00 FLR 4T 4 I8 F 2 i
ERPR.ERPR".ERPR Al ER PR [ AF12 78 . B W2 7%
DA% e FE A 28 FL M BB 3 1EAT SR o i R I AL
I o P54™/NonO ¥ 31k B 2 i T FLIR - 49 , HLBE
B 8 95 FE 3E 2 P54™/NonO 2% 34 3% i 18 in , 5 B
P54 /NonO ) ik & 5 F| i 1 8 A 0 72 52 1 A
Ko EIRBEIEAHT T A FIRFAE B7 B 1) LRI 7
ST T 45 AT TR, T P54™/NonO7EF U
HH AR E A etk — R A 5T
3.2 P54nrb/NonO 5 7] 7| i /%

P54"/NonO 5 ¥ 2 i 46 P 57 41 B g 110 % A2 A+
Ko Ishiguro R IAE N B 51 it 2 2 H P54™/No-
nO K IK G I, I 5 it ¥ = 32 & (androgen receptor,
AR FRIK TEAH G s 75\ Hl 41 i 1) 200 i 2 ST 6 v R 30
P54™/NonO 7E AR ] LNCaP 4l fg oF /= £ 15, 7£ AR~
1] PC-3.DU45 4H fi K K 1k , 7 PC-3 4H g v % 4
AR J5 3Rk B L Y AR BT INP £ , $2 7R P54™/No-
nO 5 P M 7 51 s 1R & AE A DG o Ishitani 552
RIL, P54™/NonO LARC A 1) 77 =il T A/B 4546 35k
5 AR EAEH , Res 3G 5 AR ()56 5%, it — bR W,
P54™/NonO i id 5 AR 1E FH W] g 15 302 WOl 7T 471
Jie ) R AR AR DG, AELELAARAE FABLAR AN B AR

It 4b , P54™/NonO ] BE e 3 11 51) Jl s (1) & A=
ZHIRIT AP 7T H1 R B P Ak Arid 1 (pros-
tate cancer gene expression marker 1, PEGEM-1) /& —
FhKAE gAY RNA , I8 5 75 7T 71 e o s R 08, 2 i
H1 e ) e KU PR 2R . B PR B, PEGEM- 1 7 M
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PR AU R N HT S s CWR22Rv 1 41 g o (1) R 1A
B L A V8 2K R ) LNCaP 48 i P 5 s CWR22Rv 1 4]
R %% P54™/NonO J& 1] '~ 1l PEGEM- 1, i3 1 {3 2k
AR BT 248 57 {4 3 (androgen receptor splice variant
3, AR3) [R 2 15 Rl Ab , T AR3 R A2 33 Hi 471 Jit e F 25
BT HEPL; HE— 2D AR I, P54 /NonO 1] 45 & PE-
GEM-1 J& 3l ¥ X 35k , {2 3k PEGEM-1 %1% , 3 H ik
1] 5 5 P54™/NonO 5 PEGEM-1 3 3 T [ 45
Ao LA B RIIR, P54™/NonO 1 it i 45 & PE-
GEM-1 J5 37, 17 PEGEM-1 fl AR3 £ i5 , {2 3k
AT 5 B R R A 5 R AR T L.

3.3 P54™/NonO 5 4 5 % J%

P54™/NonO A @ i Y £454 5 [ -1(Ybox-bind-
ing protein-1,YB- D23t 45 B e FI it 25 K 4. YB-
15 B8 20 7L e O S 0 5 I e 45 22 b i R
Sof MFAH FA 24k R R I 2454 %o 7E 45 B P YB-1
KiL, 45 e SW480 4 g Hh ik % P54™/NonO J& YB-1
1) mRNA Fl 2 [ 3% 1k 3 B A s 75 45 17 8 SW480 Fl
HT29 40 g+ YB-1 i 3528 7T 5 33 L 200 Jfa X B2y )
BTN 24 , 5 B P54™/NonO J& 7] it 5 4151 ix te 45
¥ M T B S5 LY D R B 1) 2 KPP I R AT A
FARIR, P54™/NonO W] R I8 i 17 YB-1 i Rk 2 ik
& 1 M yea 1RO i 245

P54™/NonO ] #1 il 45 [ Jet 40 M 2 2B 12 2%, A B
FLPHRIE , PS4™/NonO 1 LA % 5 Rides T 3 [A] (] 4
B JF 9w B5 RNA (gastric adenocarcinoma predictive
long intergenic noncoding RNA , GAPLINCRNA) 7 3
(K40 042 28 , GAPLINCRNA 7£ 45 B i 20 4 rp L AR
IR H HAARIA T iy, HILRIE K5 i K/ il
o W RS o B KBRS R B IR O, 5 AT
MR ML, AL HCT116 40/, RNA 5 57
PRI R IE A 5 0% 43 1 & L, P54™/NonO F1 PSF 7] 45
4 GAPLINCRNA; Transwell if # s 36 K 9 , 5
GAPLINCRNA i [ 1) 20 M A L, 33— 20 @ B PS4/
NonO E{ PSF /& , 40 M il # # % , #&75 P54™/NonO
HMIPSF w] 4| 40 fu = 2% .

3.4 P54™/NonO 5 2 &% /&

AHECVRIL, 5 1EH B AR MM B AR,
P54 /NonO 7 & 0 25 83 40 i AT A 23 rp 2 vy 3Rk, 1
TEREAGUHIEY) b B2 R SRk, RIBA P ISR
Ak v R S5 O, B AE IR R AR LA AR AR
P54™/NonO [ #iE . %'t F B 15 B DA A I 25 SR
—BRW, 5IEE RO R, B e b
I8 P54™/NonO J& 3116 14 , 7€ W 38 (0 3 7 4 il
I ZH 23 1 P54™/NonO ik 1) J7 2 52 % 536 7K 1 11 14
5. RN BB 68 208 )3 14 X T~ (Melanoma inhibito-

ry activity, MIA) £ R (0 ZJR b i R I&, AT 15 R (0 3R
JEE I e N 2 55 g BLTE . 7E4R R P54 /NonO
5 MIA 3¢ &1 & B, w5 MIA J5 P54™/NonO mRNA
FIA 03 PR B SRR IR 75 MIA Bk Z [ 40 i &
L6 P54™/NonO 8 H 34 ; R 1 f Bk P54™/No-
nO Xf MIA [ 3155 A 20, #27R P54™/NonO #2& MIA
P RWED T o MhAh, iE R IR P5S4™/NonO Ji , 41 i
T 5 2 BRAR , 3T A% R ORI B R B, 5 B R R 3 2
PR JE R R A R 2 R -L- IR IR 1%
BREWI. % LU P5S4™/NonO £ 5 M (4 2R 1)
AL .

3.5 P54™/NonO-TFE3 & [H &k & 5 48 X I 98

P54 /NonO-TFE3 % [K fill & 7] §& 5 — L& Jif J87 11
KRR K. —Hor B a0 kA5 X e ik ki
11 X 2 (Xp11.2) B G AL BB A O, T 806 AL
B )% 5% KT E3 (Transcription factor E3, TFE3) &[4l
RAERA, Clark %5 FEJR T 5 R ALK G
41 95 2H 25 () UOK 109 A1 UOK 145 4 il & th & 30,
inv(X)(p11.2;q12) 5 E ) P54™/NonO 5 TFE3 FE [X] /1)
Rl . ARGANI PP R 1 545112 28 70 1) B 40 i e
FEE YR T R TS FAE . BE S XTA Z5P74)k
H T S BIZ A b, 3 — PR T R R S R
ik, R A B FH TG R4, B K H il T
AHD , FEASBE R LA KT PS4™/NonO-TFE3 % [A it &
140 B 2 PR e S — FPAR RS PRI . S Ak SR
FUPR I, TE S SR 8 200 R 1 A R L R R A
I 21 0] B i AF AE inv(X) (p11.2;q12) T 2K
P54™/NonO 5 TFE3 & K il & o 3X 72 SCHk H kK R 1
T 1% ST R, B A YR # I R B R R
Y i 983 77 7F P54 /NonO-TFE3 F HEI 151 -

3.6 P54™/NonO 5 I A% AT tm oL %

P54 /NonO H] fig 5 [ ke (142 22 AR H FE T2 3R
W= 9%, Barboro SEX I SRYE T 21 IR VA 1 R
B A (1) 65 IR A2 A7 4 B e R85 1 s 4L 2L 9 49 55 2H 41
13 45 4 e NP PR I b Rz R A R T R R AT A b
RIN, P54 /NonO (1715 5 155 A% 47 200 Mo e 1) 1005
12 3R XK P54™/NonO 1E 8 {9 171 1) 35
TERIE  RTAE 13 BIBET 3 1 9 Bl b A b 5 R
15, 7R P54™/NonO 1] 585 5 I # AT 4 B e 728 34 A=
TR PRARAE G
3.7 P54™/NonO 5 £ 78 7

FCHE 7R R B, P54™/NonO i85 £ I e 1) &% A=
AR A Fo HIEH 20H 1 7 NP-69 41 iU LL , S0
Ji& CNE1 F1 CNE2 41 ffd - P54 /NonO 2 [ %35 /K1
B2 T} 5 s 75 CNE2 28 i 7 @Bk P54™/NonO 1] 11| 4H
A A1 3658 T B J 12 28 68 7T, 7R P54™/NonO 7 B
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3.8 P54™/NonO 5 3F /) 4m e i 72

A FH PRI, P54™/NonO £ 35 /)N 24 Jfa fifi e o
RAEAER , 3% 5 7 P54™/NonO J& 81 Je H#% 1)
W, &K AP-1.AP2a.Spl .PEA3 . NF-1.YY1 & =
A~ CCAAT &, ¥J AT 454 %2 P54™/NonO Ja 3 T /7 51,
{HAE i %1k AP-1. AP20 fil Spl [ CL1-0, CL1-5 fil
AS549 21 iy 7R & A AT mRNA 7K 7 [ P54™/NonO % ik
TR KA, FRAE ) EARAE F AN B
3.9 P54™/NonO 5 4L & f2. 9%

B 1 AE SR i I8 75 25 B4 L PS4™/NonO 5
I 2 458 e 98 AR 0 009 1) R A T R A ORI .
Spi-1 55 J& [K 7F Friend 3 2 51 &2 40 A s ot 3%
ik, AT gAY PULL B s R, He 2 5 40 (A s RO 72
)43 T WL AN 48 5 (H P54™/NonO B B #2455 21
PU.1 #3%[H 1, 454 J5 PU.1 A] #14] P54™/NonO 5
RNA 1254, I 0T T80 A% , #2758 PU.1 X P54™/
NonO [ I i AT BE Be el & 40 1 I8 & A8 1B L
Bl F3A0 A AN MR AN 20 i S B A 1
PR, WA RRG  45 R . I A BRI,
P54"/NonO 7E T FRAAT5 S /1N B £L 11 L9320 i 23 A 1
Rk B, H 5 PUILER . P54™/NonO 1%
FiE )G c-myce 5 FRIE TN, #2758 P54™/NonO ] fg i@
It c-myc WA R R, FE AR A R L T T A
HIEMEM . LRBFFHER, P54™/NonO fl it S 5 41
1 0995 ) R A

4 P54™/NonO HJEfb{ER

Fr 1 AE 2 F i v R 34 A P54™/NonO ik 7]
I 2 5 A A VA T U A% 40 B R B, S e 4
JAMTESI . S 4h, P54 /NonO A1 PSF M4 A% i #
AT A 5 3, S — OB AL 1V 40 e R 2 A A
5 3 S LR Bl B TR R B, PS5 4™ /NonO
AT T RRUVE BG40 B 1 22 B PR A% 40 M 1) Erk (55 o
A, P54™/NonO 5 N RTEM R4 A RS0
RAZZN RAPIRIVRAE R R B V)RR,

5 4 8

P54™/NonO H 5 1] 254 RNA .DNA Fl 5 )5 1)
SER LA, 38 I A [F) ML R 5 2 P B AR ) A
YER o JEAESR T P54™/NonO FRIHIT 77 4% 38t i bk
%, R H Ay FHUH F T 78 L@ A, (5 A
FLIRIE 105 s ' A B e 55 2 Bl IR 2V 22
RAE R R ORIAE LI Az b IF H PS4/
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I ZR G (1 I 9 B e A e TR s o i LR %
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