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[Abstract] U2 small ribonucleoprotein (snRNP)is a kind of splicing body that plays a key role in the process of human nuclear
splicing. The maturation of mRNA , including the processing, splicing and transport of 5" and 3’ ends, is closely related to U2 snRNP.
The intron branching site sequence is identified by U2 snRNP in splice assembly. U2 snRNP maintains the transcription of essential
repair factors in the body. In addition, it can prevent the transcriptional site from forming R-loop structure and directly promote DNA
repair. Studies have shown that U2 snRNP exists in a variety of human cancer tissues, and its main feature is the mutation of its core
component gene and the increased expression level of core component. These changes further affect the migration, proliferation,
invasion and other cellular behaviors of tumor cells, and are the key factors in the occurrence and development of tumor. In view of the
molecular regulatory role of U2 snRNP in tumors, it is expected to become a new target for clinical diagnosis, treatment and drug
therapy. The purpose of this article is to comprehensively review the mechanism of U2 snRNP in cancer.
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U5 A1 U6 snRNP) FIHE snRNP [ 141 25 17 i 457
snRNP 5 1F 2 & AR 45 &, H BT B AR 1) snRNP &
Gk, FEIX 5SFsnRNP 1, U2 snRNP 7E N & -1
WU R AT AR mRNA 37 B 1 2H 28 5ok 72 wp e o5 5 2E4E
Y. U2 snRNA. #% 0> 8 [+ SF3A, U2AF. PRP5.
TAT-SF1.U2B K SF3B & 4155 % U2 snRNP iX — B %
I EZE RS, B2 5 LR N & 7R RNA (18]
P, AR A R B, U2 snRNP J& — Rl il H A
FeaE 1Y BY A, HL N A% 0 2H 4 (SF3B1. SF3AL1,
U2AF 1. U2AF2) W 5 & A= 3 [R] 98 4% 5k K I8 7K P AR
o IRAL, P ERZH S SF3A3 12 5 5 K4 BUE
55 I S S5 N R AR G BRI, S
0P U2 snRNP 589 D fig S Fe A 43 A2 ) R DA
RAFNEUEAS 5 18 B EE (1 AE FH ML & U2 snRNP 7E
JHORE R T T R AR B AT SRR, 13— 20 N IR I
WA T SR UL BRI R

1 U2 snRNP BYZEHIZHEX

snRNP & BY 52 74 1 4% 00 28 5358 435 51 57 M pre-
mRNA LN & F. £ U2snRNP E &Y,
SF3B1.SF3A1.U2AF1 Hl PHFSA 25 ¢ 4 20 ) 76 5
P ki T EEAER, IR RRE TR & R A
AR,

BT 1 3b WV 3E 1 (SF3B1) 4% SF3B & & K
e RS, 7 43 ST A VR R B 2 4 20 26 1) 7 B By
B g MR NSk X 24 U2AF2
g G F B e AT 4 OB R, 2/3 B C g 22 A
HEAT 5 J7 51 41 J 1) B2 i€ 25 # 4 U2 snRNP $2& it
A R B 5 H A SF3B E 3 (A p14) i A B AR
H. SF3A1/EASF3A E-EYRIEE, {21 SF3B1 5
U2 snRNP (45 4. SF3ALAEBTHE R b & 50 &
B, 25 3 BT SR B BT BT AR TR R

SF3A1 (BT A 7 3a FIR = FAK) £ SF3A B &
Y 1 ANIEIE, B AE U2 snRNP [ BT 3R 415 b ok 3%
HEAER, (23t SF3B1 1) 3" 8y H47 555 U2 snRNP ]
ghie . WHFURE, SF3A 2441 15S U2 snRNP #4144,
N EAG ISP 17S U2 snRNP JT 6 75 (0™, 76 3 8254 72
H1 SF3A1 5 U2 snRNP Al H At 8 [ )i — &St 5248 2
3By AL R, AR RN 3 B AL S S PR AE AR A
IR, SF3A L S - BY 43244 4 285 A IE o BU e S 2%
I,

U2AF1 /& —Fh 35 kDa 5 I ( X FX U2AF35), /&
BTt fk 21 5 Qe R K 55 2 X 5 2417 58 3 WAy
2 RS R R R R . U2AF1 5

U2AF2 —2 B i U2AF E454, F R 5] U2 1) 355
FEAT 5 (37SS) I 4 32 U2 snRNP. U2AF1 5 U2AF2
LA B B U2AF & A4, 1R 51 37 BT 8247 & 7 47 32
U2 snRNP. U2AF1 () UHM [AIJ5 % 5 2 4 CCCH
RUVBEFR PR RIVE A, 398 L S8 RNA 45 A

PHF5A 4t 110 M2 LR AL B A T, B
{357 1) PHD £ 48 45 /3K (ZnF) , 15 4 SF3B & &4 1)
T BB 43, 2 HE U2 snRNP 5 RNA fif Jie B i) A
HAEH . BbAk, PHFSA i@ i H PHD &5 #4385 Gt )i
G, 78 T2 R B R A R T4 2 B D T R
FEHEREIERY.

U2 snRNP i if_F 38 A% 0 21 43 52 00 5 LA P9 350
[ IE R 4T, ATl 4 7y RAR S S RE KA. X
LG 2H 43 7F U2 snRNP (1) 45 14 F1 ) B v R #5 45 CB A
S e FAE R R sh B B2 . Bh Ak, e
AR5 IR S 00 1) R AR R S B DI AR R

2 U2 snRNP{RiHE %R

21 ARRE

TEZ Tl NP, 03 AH O¢ TAL m Jd it e A
BYBEAL 7 51 BY B2 3% T 51 BB B AL AR B ) 5
DT R BY 42 44 50 A ) >R 5 Wi BY 43457 553 7 1) B8 BY 422 1
FERA R . AR, FE B i ST I, I
ARSI PSR Y VR I S W RAN g 1 ¢
B DRI 5 B 2 A L 3R B 1 B-BR AR IR Bk
B o BH I A T 21 i — R B R AR B L
fitg B1 AL g 5 BHE ) 1 SR IR R AT . [ T 2k
A5 U 1 BY B2 (1) preRNA J7 51 Tk 1 98 A8 4b , BT 244k
By O IE B AT N S0 A 2R o s i 2 DR 41
THRITE N OB IR 1V 2 BT Bt il o v R I T
5OR AR AN 2248, U U2AF1.SRSF2.SF3B1 %%, iX
LU TR 5K [ U2 snRNP, #9318 7 U2 snRNP 4%
e P B K 1 1Y) E Ly AL

TR 7T R I, U2 snRNP X — s 5 &M 2
E VT RESE BT N BRI R 2 B0 o A FRE BT S 8L
41 SF3B1.U2AF1. U2AF2.SF3A 1 2548 N\ A& A 5
I DNA AR RE , 5 R 5 DK 548 5 UK 20 e i
[ R AR
2.1.1 SF3BIAHRE

SF3B1 1 Jy it 8 v f i L 1R BY 422 R 7, o oo ik
DR 4 5 SF3B &2 45 1A 1) fi K I 5 , 7 BY 42 1k 4 2% i
mRNA BT P R RBEVE R . SF3B1 RAZIH K
AEAE C R I 5 A 3 AL 55 1 22 N HEAT £S5 #4381
FRAZ (1) SF3B1 i [K 2 i — P AN [ (1) mRIN A AR BR AL



*+ 420 - Mo BE R K % 2 kR

F45 53
20253 A

8 A, S E0F 2 mRNA 55 8042, (2 7 s
KA, Simmler 2 WTF 5t K N, SF3B1 f 58 A8 Y
K700E %4 7€ Ji% i 5 & iR & (pancreatic ductal adeno-
carcinoma, PDAC) - H By B (1) Jk fg v 4 5% B AF
o BBRE, EHRASHEFEPDACTENL, 2
7 % KRAS F P53 [A] i) RAE A 25 5 3 PDAC L2
JFE BRI . X % B U2 snRNP i i SF3B1 JE K 58 48
A1 K700E i 12 J5k it (%) 7= 4= , I 7£ KRAS 5 P53 R
AR [EI I A A IR 3E T R g . S4Bl , Hintzsche
SRR TR I, SF3B1 R625 5748 Y 2 55 L [A] (1) i %
PEBY 42, TP S ADL A 77 8RR 15 2% 9 A0 L v R I
] SF3B1 R625 fil K700E R4 R, #5755 T U2 snRNP
IS SF3B1 R625 A 58 AR S fef 2 168 B €0 20088 72 AR, {2
BET ORI R . K, U2 snRNP @i SF3B1 843
A 5 g K R AR R R = R R
2.1.2 SF3ATARRT

5 4 5 DR AH O R A FE 8 , SF3AT PR R AR
5 i LR AR SRE 1 s 1) B IR O . R
(17 SE3A T Rk AT L5048 BY 42 007 2 RT3 5, I 52 1) 250
i A D] A0 g 410 1) DR /) B 4%, 155 mRINA 2 1)
FEAE AT AR BB B ] 0 3 e R 11 AR L3 R R
BIT RN AW BT R B, SF3AT P
1 AZ T IR % 75 1 (single nucleotide polymorphism,
SNP) , 41 rs5753071. rs10376 A1 rs10427610 5
152074733 584038 A T4, EAAL T e s R 1 4
AV BRI O (B AL s b 152074733
BT 22 5 G AR KB 5 1 X 28 2 77 (56 2 A, F
FARH, 5 e 1 R AR RN SF3AT IR 53 4h K
A SNP (rs5994293 Fil rs9608886) th fir F- 22q12.2 [X
1, 5 R R A O, X R AT A SRR, U2
snRNP I SF3A1 P45 SNP 1) A A5 -5 St i e A1 i
S (AR i, Rz AR R T R 4 i ) R AR S
T
2.1.3 U2AFI AR R %L

U2AF1 BB 34N B 5 % 5 07 In) 1R 3 5%
TR, U2AF] A S 4D FELE M, G145
U2AF [R5 45 M3 (UHMD & & 22 R R FS 0 1R 1Y) 45
FJIE (RSO A 24 ZnF . U2AF1 W] 5 U2AF2 JL[H ¥
B U2AF & &4, AR U2 W & 7 B 47 Ao
U2AF1 555 WL AL 43 il R A AE AL T 58 1 FI 2R 2
ZnF {1834 F1Q157 5% FE A, S34F HUAR (Ser34Phe, 55
34 22 SR A 2R TR 2R B | o L, HER 2
S34Y (Ser34Tyr, 55 34 A 22 5 18 w4 % & B B AR
Q157P(Glul57Pro, 55 157 4% 2 R 4 il 2 B B AR

ATQ157R (Glul57Arg, 55 157 /N 43 & R Wi RS 0 R B
R VAT SRR W U2AF AR 1 I e Al 548 1
IR FR G IR A1 S8 3 M L, SR B U2AF 1
RAGLE IR R R BT 2 R . U2AF]
7 U2 snRNP A #8 K A2 B SURAR, 55 Mg (1) R AR 3
FEA K. BA S S U2AR] S5 BT 2 R AR
T 2w A TR R, 2R T MR A G A BRI R
15. U2 snRNP 537 38 5 10 51 g R s e B
9%, AT BE I 47 ] I 3R S A T 10 I R AR i i R
(A KA
2.14 PHFSAXRE L

SF3B & &40 U2 snRNP FIRZ O 423 15y,
SF3B1. SF3B2. SF3B3. SF3B4. SF3B5. SF3B6 Al
PHFSA ZH %100 i W 5T KB, PHFSA S48 X SF3B
B AW SRR I RE R B A [F 520, X 2R
PHFS5A-SF3B1 AH A 2 B2/ 1 45 & i o™
Zheng ZE I FTAIE S PHES A A2 il A0 7L i o 1) 9%
BEEUEIE . BE IR 29(K29) & PHFSA F % Z,
BEAL AL i, KDM3A MR —Fh 2 IR, &1
3ALFE | N AE BT, B BE MR R 1 mRNA™
Chang %538 18 %¢ 't 2 B A1 mRNA F&5E PRS2 56, F
B PHFSA K29 2 Bt 46l ik 9 & 7 3 I {R & 1
KDM3A ()15 B, B0 7 Wt /5 5@ g e ik 1 45
B R A, #2785 U2 snRNP i PHFSA 2 itk
18 KDM3A 0% Wt {5 538 BE AR 12E o 1) K A2 5
KIE. Mk, WFFIE R, 5 I1EH N85 b R 40 iy
A EL, &5 7 9 40 i 20 R B H3-R R 27 5 5%
FE 4 AL (H3K27ac) 7K -7 PHFSA [ )5 3l - X 35,
BETE, WA PHFSA Pl fE45 B b ULE B &
P A A5 1 1) R B A% 2 ML R A IR i R A . B
gt — 5 # IR T U2 snRNP i@ i PHFSA & 4
B E A IR R e R A B AR .
22 HIRIBIEGEE

R DR BN Rl I B A i N O e
B AR K 115 5 08 B AL O R B S I R AR R
J& 72 B A 7 AR A R SR R RRAE . (H X I
P B R AN S OB AR, — S EHENE S
T8 S AE e RE T 22 RO A O B DR B R AR, AL 4
NF - B i % . PI3K/AKT il % . E2F6/KDMSC i %
25, U2 snRNP JE I 520 1% 225 50l B, iF— 2D 5
5 IR () B AR R
2.2.1 NF-«kBf3 5@ 5% &

Jivg 3= BE AT i Y R P B NIR I R R 12 NF-«B
PRI R . — 7 TH , NF-kB 3 K A/80 #4075 NF-«B
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5 5 B 1 R R AR T L T NF-kB i 1
S s 5y — 5 T, JiRg T DA gk 8 i e 8 e B 5
2 DR - RE TSR 15 NF-kBE M

VLA SR AE 7T 2 B, MAP3K7 ] 47 1) 1 4% NF-«B
558 5™, Lin %™ 7TAE W, 76 2 ik SF3B1
K700E 24 ) MCF10A 4f i 5% 3% 1A 9% 4% & SF3B1 1)
MCF7 4Hfirh, Y52 MAP3K7 1365 i 2% F4I% 7 NF-kB
AR T p38 WERE 1k . IR B FTAIE 5L SF3BI
SRAR BT P A 1) MAP3KT BY 432 48 15 A2 48 5 7L i 9
NF-«kB {5 5 % T [ G/ i . U2 snRNP @ i
SF3B1 22 48 PG NF-B 15 5 18 #% 3 207U s (1 K
A AR T B R 2 . Yang PR FEAE B, PHFSA
5 NF-«B 555 54 ¢, BHWT NF-«B 15 5 % 5 7] ik
55 PHFS A oF FFF40H it g 3 7% AN 28 () I L R
PHF5A AJ 3@ N NF-kB il 5 135 P DL ] fir e
. FRWFFEHER T U2 snRNP [ JEE PHFSA ()
fe 22k g R 40 MR ) R A, AR kR R R
LINC02820 & — Fi# M K B JE 4w i RNA, A1 SF3B3
FiEHE VM % . LINC02820 i it 42 #E TNF- o 1 ik
p65 5 51 B 1 f A% R 0% NF-kB {5 5 i 4 o Wang
S T BRI AL 22 4 TR B, LINC02820 Rk
5 SF3B3 Rk R IEM 2%, SF3B3 R ik 5 p65 Fik &
IEFHSG, 55 RNA ME R84, i —DAEsE 1
LINC02820 7] fg ik B 425 SF3B3 AH B.AF H 1 K 4%
YEFH, 35383 T 5 NF-kB 15 5 38 B2 30 2 Witk 2
Mo JeE FR 5 % . U2 snRNP 1@ 5 LINC02820 45 &
WS NF-«B A5 S50 B, (2R 5675
2.2.2 PI3K/AKT i # i i&

PI3K/AKT 15 5 i i 71 N e o ik 25 30, 1%
T8 % AL oy (1) AR T B T RE IR AT Bl Ok, 51 A
J 258 Ak, , [ S ] 3 1 R (%) A A AN S B, I iR
M= B AR % V)M % . Disc large 1(DLG1) & —
Foh e R, 75 WA 7L F R, SRAS AR SF3B1 dE T A
FI 1ANBERL Y 37 BT LA 15355 5 DLG 10 S B 421,
Guo ZE B 5T & B, SF3B1 R625 B 98 4% 44 A P&
DLG1, {83 PI3K/AKT fEW AL Z R R M5 5 55 3, )8
HEAN A E R 1R 2B A b R A - R S R ik . U2
snRNP i@ It SF3B1 RAL K DLG 1 ik, T HUw 4
(I RE AR 2N b R At - 1B 78 T 2 A, e A adt T i
oK J& . Wang S5V 18 1T Western blot f il PI3K/AKT
I S R AR OS B E p21 s e-Mye Rk ARk, K
L PHFSA 323 N i #4035 PI3K/AKT 38 1% , 31 p21
Fak Th iy S e-Mye R 4K, 5 2k /D 41 i il 9 &
Ao EIRHFFCHEIR T U2 snRNP A 38 i fA1K PHFSA

ek B i e py 5 B4 SF3B, 0T PISK/AKT {5 5 3@
P, I i3k R 1 R A
223 E2F6/KDM5C il 94 3% &

SF3A3 #& BT 44 U2 snRNP 4L &R 50, 'EAE N
Al i A B H2 44 SF3B Z & W I 2H 73 2 5 pre-mRNA
A BY $ 27, Liu 25538 3 Chip 43 #7iE 52 T E2F6/
KDMSC %% 4 3| SF3A3 J3 2 F 19 GPC &, UK 5
H3Kd4me2 ()2 F AL, i35 T 42 3F SF3A3 iy 2 I8 AR
P e 4m i A= K. IR, U2 snRNP A] 38 B 305 E2F6/
KDMSC {55 8 B SF3A3 m ik iA , e i i 1 & 2B
RIE.
2.3 HAbbLF

I AR B — Fh B G e R R AL . T
M e R S LR LV R R AR R R A B
%, D] Sk A0 i) 98 A O () 3T 0L AR R TR IR 9T
FIoeEERY . A N B2 2E K Kl F (vascular endothelial
growth factor, VEGF) 72 I I8 A8 i i S i ) 5 5
K7, Bt A3 VEGF — B2 H A P8 16 77 1o 2
HWE . Furumai 25 5IESE T 7E SF3B W& & Wkl i #1)
0L, VEGF 1 % 20 M 1) 1% s 7K 7 8 (1 Joit 7K
1 B B A 1), 5 X R PR R S 56 Hh R B, A )
SF3B .5 &Y bu e P IS 2B BUAE A . BRI
U2 snRNP 1] fig 2> 38 i $2 5 VEGF ) mRNA #1285 A
JRK S, 0 iR ) R AR AR . 1T TR
(interferon- I , TEN- 1 )7E 56 K G2 B0 o R 4% Ok
PEF o X 6 PR 35 2 A 280 A e T JRE e 928 I L il b 75
[{54, Chang 2855I R, SF3B1 FIl] 751 AT 75 54 i
TUEREFER | RIEMIFN- T K. Fi,
IFN- T " fE4% U2 snRNP 1845, DLk A€ 33t g 1 &
AR . FTLAU2 snRNP 1] G -5 g idl J A7 78 FAb L
il AR — IR T . R 4 M ) v FE AR 28
HHX AT A SIS, U2 snRNP [ 575
BYFE AT DA SO T s A SR [R ) 3R, 5 B R
YHMIEE IR T IRAh, B R R I AT e Bk
ST 2P 24 G iR, e g s S LAYVR T

3 U2 snRNP XJ B8 G 75 548 7T RO 52

U2 snRNP $8 7] 6 97 Fl G % 16 7 [ 45 A A2 —Fb
TR R & B AR, v LG S O 5 . MBS
& BT R I — Fh 4 B R 5 PR AR T, R IR A
U FH R L 2 4 e 2R, 5 A L P S R T T
PR RPN RAE RN Y, ERETI AR M
I A PTI R SEI% . BCL212 A& Bel-2 KRBT T
A, RIEF AR, EEMRE TR RE R R
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FHEPVEH . Bel-25 Caspase-3 % VIFHIE, A] EL#EHT
il Caspase- 1 /7 T AR T2 RN 77 I 2L AR , AT FEAE
SR AE TR R AR 2 A T A 3R (interleukin, IL)-1B8
IR . Pladienolide B #& —#)vZ F T 98 i 70
() SF3B1 1 75 %" . Wang 25538 18 51256 ¢ WH $00i|
SF3B1 2> 5| /& UP S0 40 M £ T, JF2 30F 48 i 55 14 bk
EL 4 f 329 . Pladienolide B {4 SF3B1 11 il 5 7]
75 G SR 5] 20 7 1 AR 4 R, EL AL
BN SF3B1 @ i 87 #2815 BCL2L2 {2 i3 mtDNA
(R T80, 5 5 O B AN AR T . B R A e E
mtDNA-cGAS-STING i #% 7 Wi mtDNA, 7] M1 A& 4L,
FEHE N0 PR AR P SR TR AR 1 3RIE, AT 1 58 4
PR AT P 05T «PDL 72 5P S5 h PR VE H
S 3 2 3 N SR A OA B A E . RIR BT AR
A U2 snRNP [ 51 208 AT AR g he Ve I7 (198 72
g . U2 snRNP W] BEAE Jyi2 b e i) AE Wb 36
P, U2 snRNP [R5 44, 0] B 7E I8 16 S i IR 791 )5
Tl ke F 2 O E EA/EH . H H R LA U2 snRNP
NEE R VR IT TR M R T8, FRIRAHE I .

4 U2 snRNPRYIZTTINE

U2 snRNP A Ge1F 512 W i 8 () 2 P b &40
U2 snRNP [ 78 44 ] B 76 J6 0 1R 5 40 AN 13 Tl
Wb g 2 X HEBEMEM . B ariE7E AT 1M A
B2 R 15 700 I R B 78 A SR e B R K
A AR, 75 B E IR 7 AR LG T 7 dn e
RAEMEREAE
4.1 U2 snRNP T 4E A i 98 47 69 £ 4 & 40

U2 snRNP 7 183 40 i o (1) s ik, BA S HAH 58
B[R (A SF3B1 ) M RAR, Tl 2 UEBH 5 2 Fh 2k
U gRg K AR R AR O o IX B L AT ) SR AR £ B
RNA B2 72, S 8ON IE & BT 34, b 51 &
1 ) S 2 AL N MR R R AE . SF3B R AR 5 3,
JU R S5 v BEAH DG o IXfH15 U2 snRNP B FAH G 5L [
SRRl TN e i v 9k // BB B U [ B
G JRAR B R AL K B 2 A2 K2 Wi i . U2 snRNP
(1) FEAG sy W38 ] DA IE I AR T A SR AR R N T
BEAT , AT A e ) BRI S 42 it 7 — P XS 25 5
TFBeo XM iR AR Bh T FEAR 8 5 iR
LR, T REAE R R I e AU B, G R A S
W B P iR Clan J i)+, U2 snRINP ARG I 1. 4%
HiZWihE .
4.2 U2 snRNP & 7 5 70 H 8

FETH G J7 18], U2 snRNP f 35 R 2848 5 0 H 2%

18K B AR A AR 5 3 () AR A7 R AR T B V)
Ao ANEF U2 snRNP 8 K 2748 ] 58 -5 s A
F) o B DA S 3 F 38 P AH OC o U2AFT 25 5 IR 1) o 8
SRAR L5 IR AR 8 1 R B R R B R, X N I
PREEASEAE T —Fh T B, BT B0 & 3 0 3 2eyg
777 WL, AT AEAS PEAR IR T R 15 B B 4E
. I E WA I U2 snRNP 26 3 K SF K H 4
KL R ZAR s PR 2= A5 AT DA B 47 Rb 38 B8 e I8 1 K
J&, VPRI ROR . RV IERE A, i R R AR
U2 snRNP [ R KF 5 3 T B, IX AT RE A2 B
XPIR I PR A AR AR SN AR 5 . AR, WA SRR
IKPARFEAAS B — 20 BTt 0l e T35 s R 1
PSS N, 1%t 9 T EE G T T SRR TR
4.3 U2 snRNPAE A &7 ¥e 209 # 7

U2 snRNP AMY AT EUE iz Wi Al Fil s TR, HAE
JRg v o7 HR S AEAE AR 5 T i, LR
24 U2 snRNP 3 [K 583 B 422 (2 a3 g i A= I, 410ef)
T RE AT B8 WA BTG TT WS o 0 i) B F 44 (1) 7
W B AT DAY B4 M ) LE R B RE Th Ak M 0
JEAN ML I FEANY H. AT, 8RR O SO BT
T . B U2 snRNP o 5848 BE K i 5] K
1) S 5 B 42 A, K 1 YT TR R 8 R S e b A1 )
I8 4T P ) 2B T T 4 B FR RS e AN 3R ik
JIRITHEAE T AT AE . H3B-8800 A& — Flllfi PR
B8 R BT R4 75 7], L [ I8 1) SF3B1 R A2 44,
FHAE SRS & O 7 R B R 3G A R SR A E R Y
IR T BRI BRI 80OR

AL, U2 snRNP (1) 75 2028 140 5 F A IR A e AL
1] (40 NF-kB 1 PI3K/AKT & 2 I S W oD B EE
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