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mRNA R4 58T 2 (955 1 ~ 10 5058 F41aL, 7T Bk Tra2
[ Tra2B4 mRNA 45 g 10 ANARE 7, AN BB g i 4=
KM, Tra2Bl Fl Tra24 3o B B9 5437 7 34 7] BE 2 E0%
o Tra2B2 2 HASEHRE, 7T B2 B J0 UF RS 74 S I mRNA g
fEprEL

Tra2B FEY AP A T 72 238, B AT AKTF £S5 /MR
SFRS10 584 —3%, /N SFRSI10 3E:E /A 20 kb, 13 T 16 &
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KEE" . LS BRRAR T Tra2B Y RS G5 H R
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RN B2 J2 14 A0 P A | S0 458 R0 A7 ) 40 B v, 4 i Tra2 B FEAS
(] DX ) IV 240 B o7 W] R 5 L MR AL RS G

RS H 5 )7 41 Hh i) 22 R FIORG B R AR BEAE Tra2 B (Y10 4H Y
AN TREANFEMIER . BEAES (NLSs) ki 2 B2 5 /2
YA E L5 S, TIT 22 R AR BE I B R AL 45 T Tra2
AN AR R, ek I B E 67, N dig RS1 4544 2 /015
PIASFES, LT 5E Tra2 B BIARZIRERE (L ; 57 81 o 22 S IR 5 Jk 1Y



1716 I PRATSE 2020 4F 12 A 45 33 F45 12 ]

Chinese Journal of Clinical Research,December 2020, Vol. 33 ,No. 12

RAREmER"

AN, Tra2 B B9A% USRI o] BEFE AL T — R AR X TFAZ N
At 55 12 [ F 45 ) Tra2B MR AHLSI . 763X 7 T, B 4IE B
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WA, Tra2 B 7R ZL B 96 B 000 L O BL988 | 0 91 L8 A i e
g R T I S A S A P A A RE B
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F 2 37 A Tra2B S5 A3 Tra2a SN TAL &K 12 254G
i 151 ARAREY RNA 25 & 105 T REAE N — 1 E &L % 24
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JUEE R K B, R A% 0 % & ) hnRNPA1 Al hnRNPU &
Tra2B4 4MEF 2 M EAEH . 3k H A 278 hanRNPAL {2 #F
THMNE T 2 A, i hoaRNPU {2 8 7 HBEEK, @ ik hoRN-
PA1 5§ hnRNPU ¥ 2 &Ik Tra2pl 1 Tra24 7K &, i H
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BB 5 SRR S M Z R 6E. G4 (W Wi il
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A Bl 7 S 0 0 e T 5 S 0 e 5, SR I I A 4 X Tra2 B
B R IR ST ZE Y, B2 H R v U N 0 1 58 R BE 9 Es
FE5 3 Tra2@ Y3 B F2 3k, HSF1 38 A Be3 gl gl Fe . 2ot
JEFIRAY Tra2 @ 28 /0403 ek e A8 1 36 (R 1) 10 39 1 3 4 st ofl
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BT R R L RAE CD44 AP TR FR A S IR R
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ST o 3 — BT R T AR Dy 5 90 A IRUAH OC 1YY [R) VR 25 4
I AH B AE 2 E 4 B ( homeodomain interacting protein kinase,
HIPK) 3 B K iZHE R bt — > 22 Z W2/ 75 BRI , 2 5 7% 5%
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HIPK3 2 4 I 7EFR A A4 (9 10395 /M ( PML /&) f
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FETR B 2 M ] Hep-2 159 A9 S A/ N BRI A= 1< . Tra2B
HE DA o 22 0 R ok ) PISK/ AKT 55 A% S 40 il 1 e
AR A0 T8 40 L 3 2
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BB S PR UL ZE 45 (SMA ) A B g R (FTD)
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Pk SMNT Bk 53R A, H 5 R B — AN i 2 A 56 SMN2 JE A
% 0L, i 55 SMNT R[] 2, B R EF I B e, e 5485 7
ST 6 FER C-T e o SRR M B2 M B A, (H e
ESE Ak B8, MR IR AN 27 7 i & ik, k%
% SMIN2 i S i B A D) R 2 ] B 1) SMN 25 1, SMINL
M1 SMN2 #ij & mRNA 4b @ F 7 #8172 7F Tra2Bl 45 & fir
AN HATIACH Tra2B1 F5SPE LS % FSIAR B A, 9T 5 A
P4 T SRp30c Al hnRNP G, TTT#LTG mRNA ) 4h i3
TR AE SMN2 KRS B hnRNP AL16 55 57 87324
SR A TUCEBRIRI " . R, SMN2 72 AR Y D REME SMN 2B
P 2 R T REE SMN 9 MIE 7 A R R L Rh B
SMN1 Fikfyali &t £ ™ 3F B, H 4 SMN2 (1 % Ul %%, &
B ZAREE N AN AL, BT A SMA B E/D
A AR IIREPE SMN2 JEP , Blcat SMN2 B4 8 12 45 42 5
Uitetk SMN & H K FHE AL T — A A MR T R . BT
Tra2B1 % SMN2 4h 42 T 7 f) 40 & HLAT 8 8038 S, ey T fi
RNA (RS0 A B T IR & FLAGHT SMA YA T 7kt o

3.2 Tra2B B G 5ME 5 IE R 0 MOAR HG, 0 40 M 5T A
F 25 T F S0 e 5 M 4 A0 B AT A %) TR 1 R ) R 1R

TR Il — R AERAAIE o 9 0 A A 09 8 A2 £ 30 i PR 2
Ao B HEAAR I3 ) 375 A 0 2 8 A 80, DA R 01 A S 1 0 ¥R
VA RNA 45488 086 958 240 L BY 1 B4 B8 11 kg 25 ] g
HATIRYT 735, ©IF AR A 1 LA BY 32 040 g B o504 385 780 245 )
BRI R TR T ik

3.2.1 Tra2B AL TEHNEE 18 NN LA R

G5 = BN 2 — , LU VR T 5 P9 IR R B0 g B0l
U AT SR B N IR 1 R R AR AT T, LR AR k.
Paudel %5 524 W] Tra2 @ 7 25 AR 400 r 1) 26 3 K F-
I T IR N SR, 1 Tra2B W] R 5 7B IR G,
L SR PN TR A R A A AR B AT TS, CCK-8
i i 7% siRNA Bk Tra2 A R AIK 57 PR 0 40 I A 356 7
Tra2B (14T W RENE I ] 727 P9 R595: 4 B 1) 3 4, Tra2 B WTER
TE B A 1R 25 08 T B MK, Tra2 B 1) 25 2 AR iF T 46 4t e
PHT . SCEG R B Tra2B 1 i bR B AR T 5 P9 98 40 it i 7%
P EFE AR ZE TS T B AN AP T, $ER Tra2B
AT BB R R TN B P g TS (48 R o

3.2.2 Tra2B HIASILIRE  Park 2 S, R P B
Tra2B f9_FHLHEL T MCF-10A 40 i i I8 W HE 245 4 48, A2 k41
Ja s {278, 7E MDA-MB231 4, Tra2 B 45 il 15 40 i (2
28 Wt {55 A MIAR 1 | 200 6] 30 0 S92 o) A G 110 5 P
PR BT, BLAh, Tra2B #24] CHKI 4P & F 3 A9 5 4%, fi
CHKI 2 H RENE T i W il DNA 5345 042 1 200 it J) 9 a0 A
A R S 2T M B S 38T Tra2 B S B A
FEEHE T CDA4 L UL AT AR X BG4, i CD44 5 A 193k
PEVEBTHE S CDA4 A BT v4 FI VS 454, S BN 2 FLIR R
AGS i A= K /N BURERL sk Tra2 B JE R AR 3
Mo J55t 52 P Il (%) TE o % /0, (L BH 8 R TG 2 A% e i 4 e M
i JFEEERS T o I R R X s, Tra2 B 1Y) 85 7K 5 8
AR TG AN e A A R AT 560 AR, Tra2 B
T M 15 A UM L A 0 AR R IR T

3.2.3  Tra2B S SGAE/N MR i E E LE M TS
WG #2 Bl i & B S8 (0 e Pk B B B T s
B4 i T B . axX 26 AR b 40 35 Mt b 9 & A 2 B BCL2L1
MDM2 MDM4 NUMB £ MET 3[R 532 A5k , M T 52 i 35 K
AN T A R A AN A A P 2R g . Hoh, QKT ,RBM4 \RBMS5 |
RBM6 .RBM10 71 SRSF1 25 [ 3 ik 14 25 1k, J2& i 93 40 ff v 5 %
R R B B SRR L A TSR, Tra2B 15T
FEIR AR R AN AE /N 4h 0 it 9 (NSCLC) 20 Jf i 34 48, IF 5
NSCLC B WG £2 22 41561 o A5/ N B i i v Tra2 K 3%
LA LR R B . Tra2B B9 T VR A P8 1 T
FAEEE Y 26 35 0 1 AS49 4 g ) 43 58 12 28 F 3% 5 A
T R R Tra2B (Y S I R X £ 0
B M B T 2 B R AT R A O il b S BT R Y F R
T

3.2.4 Tr2B BEASEIE  SEREA RS R WG
G 22—, G RALIR T 8, TLARE A%, Satake 257
5 % B Tra2 B4 545 i dis M Hh 7o a8, B 3R F A BB
BT Tra24 FEANJT 0 B8 O Ik 1T R g, i %2R
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I FRIRHIN T Tra2B4 17K B HAT 220 3450 1k . B
B A H AR/ AR (GAR) 45 B 5 Tra2p4 Shli 1 2

S5G. B GAR BT 8 H i 3K 3k R RE 12 2F 25 1 i 40 i

Tra2B4 FYFRIAAIZE K . RNA 2856 517 2458 /R Tra2B4 5%
1B AN P AL E 7, T 5 B2k GAR B2 AR (A B AT 3 5
o XERW B HEAG & BIRTFX " (UCR) B Tra2p4 Z ]
F A S A R T 15 40 i TR AT L 1y S A e
Nishikawa %57 $5 40 (b 57 808 2o A0 B 7 114 30 3%
Tra2B 5%, 3340 HuR13 |84 Tra2p4 By 4E , Tra2p4 if
55 nucleolinl5 45 &1t 76 N\ 24 45 i Ji 40 L 10 40 A% vh 33k
ML T AR AR K o 3 JE 63K Tra2B 73 i 5 miR-204
TGN Bel2 (93214, Tra2B 45 BCL2 3'-UTR #1545 i 42
HEES AN S A K0 L A, Tra2 4 i s R 5 CD-
KNI1A J58h 7254 0 Spl KT I p21 (W2&3k , M fin 2 94 41 i
LR R, Tra2B4 7045 I 40 i v (Y sl i ok p21 8 S 5k 4
MagE . Tra2B M UTERE i caspase AT X G 8 HCT116
AR TS0 TR L B, BER A Tra2 4 2 S EU 40
W F W IR RSy F 22—, Tra2 1 Tra2B4 H 840 RIGTT
235 g i (R B 45
3.2.5 Tra2B RO 5EMERIE BRSSPI AR
G5 v i DL AR B0 (0 PR . Tra2 (199 1 B 25 B 161 F) 4 RS
BTN, 15 PCNA il cyclin A 193615 —5, ¥ W AEAR S
PR Tra2B 15 15 B0 0 B4 B8 A O, 2 5 T SR JRA 1) 400 Y A0 301
Tra2 3 #9735 55 3 P B 59 W G 6 BH 40 9 A 6 A G LB,
Tra2B 19 b 34 5 8% )5 3 Ki67 11 & % ik B #F A8 %, Kaplan-
Meier A A7 2R B , Tra2 B 1 L5 BVAR A 77 2R A0 B A 6
Tra2@ EL PR T30 GO/G1 HWiFH #ir , 5 X% B siRNA A6 1L, S
20 0 /D, 2% WA R ) GO/G1-S % s B Tra2B. Ik
A, FE I TR AN ) B LR RS AL I, S AR TP AN M A L, U8T
F1251-MGsi Tra23-3 4 Jifd i 2 i35 foFL IS %) 40 L 7 4 b Sk 35 %
Ko R Tra2B 9T H0 RN H BH I 1% 58 5 924 4 i 3z 3l 1) i 4
o [FIBE & BL, BB B & FARYIBR G Tra2B i) & £k 5 W
JaA R B EME, siRNA JLER Tra2@ 0] FJ§ U87 il U251-MG
2l PCNA Fl cyclin A (3635, B2, Tra2B 5 1 R 938 5
MER A X, EME At R RNEZ LR, siRNA 31
Tra2 @ 1775 I B VA YT v B B R R 1 P

4 IN 2

HHriE s 2 el Tra2p SAZS S T ZFHERPE BT A&
A, 52T KA R R O . LR i SR A RS B AR AR
H—FRAYT B, AV 2 sh W R S50 Th U T E
R FEAL , FE—SEBI (Y HE [ 2590 3R 7 bt BA 1A, 314
1% Tra2B BERE AL 1) 36 77 0 78 v R 8 2 — , (e ik LA
LIPS/ LT i@
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