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20 4 50 FARAK & 60 FEARY), 1AL B S E
S TE A R . LRI IR T B 4 S N mRNA,
b J R N R A, RIEMRAEY) ¥ TR, 2K,
WA NAE B R 0] BRI 1977 F5E LW
Al2£ 5% Philip Sharp Al Richard Roberts [7] I 2 Fi £
WP TR A — 3B 70 B3 I I A 3R IR 3L P 4
il B B BR 7 FI LT b, {5 2 A5 mRNA B8 2 I 7
5B IR T AT 2 AR 2otk . ok, 2k
K% 1% Primary mRNA , i D16, &2 F
B EOBT AT HE R SR, O B mRNA X AN T
TR & A BT (splicing) «  Fe 7 4 V1 B& 1) RNA #
IARINEEERRT H, A NFFIE A F (in-
tron) , 5 I #4 W K N A0 2 7 (exon) o [A] b L% 3
DR 2 3 4T AN TE B2 10, 2 A H & F R AR 2 1A 1)
HEB T R, BRI SR AR W7 28R (K] . 1993 4F, Philip Sharp
AT Richard Roberts 3 [F] 3R 151 DR A= Bz MR 22 22

20 120 80 FEAR AR I, B el FE P Ah B F 1Y)
W FEAEEAL 5, v LA — A Pre-mRNA 7= 4 £ Ff
mRNA [FJF B X Ff I G5 A 4 Sy B B 2/ m] AR
B 4% (alternative splicing; AS) . X & — 5 2H Bl 8
BHSAA A ) Pre-mRNA N Tk F2 , Hoi ik 69 2 sl
B Pre-mRNA H (AN [F] A1 8 7 3840 BN 2 158 4 5 it
Tt MR FE R 7= 42 2 Ff mRNA [F AP, X 48 mRNA
Yo B0 3R Th BB A [R) BRAH T 11 8 5 [F) R 2, B4R
gD A AE . BT, ERM AN AS T M
AANFER P AR 2R R OKRFE TR A
FRIThRE Z FEVE . AR AR EIR, BT 90% M N2

BRI 22 7 AS FA e S A A i o b 3 DR A 2 K
2. BOREZ B mRNA [F)F L D) e R AE 3R s
AN Dy I SN B AR AE T R 4% A ) Dy RE R EEL
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WL, AS AMAE AR R 8 I FE i 15
5E J DR IR AL S LB B S 1, 0 T IR Y
A R A I e URIUL A B e AR Ok L B
11y ELAE B8 e AE 2 N ) 22 M i R A R R AR
PHEE E A . BRI E FIEE R Y], W AS 5K
XHJREAE  EERFAE A P 1 A AR AR R A R T R
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5%f R IE W H A R R AT BT AR AL,
11l G b 55 A B A AR VIR R N T 25 Bk AT
L[4, VT 22 9 A HP A7 7E BY B2 IR 1 X 4% (1) 22 S R IA L X
HAaNG T RSN RAE. B, 8 FLR
PR/ R () BY 2 KT~ 1 (SRSF 1) 76 Bl S8 | B e . 4%
Vg LM R it e 5 22 i N S8 g e A7 AR SR IA B
o RPN ASIZEGPNSR B Z I 1 it R aE 2 LA I
UM R AR A IR N R TR RO R . 2B
M7 27~ , SRSF1 ] AS BEAR A & H /N5 2 I, T 2
¥R 2 AN E A2, WA H] PTEN B b A1
Fi% i (PTPMT 1) R [F) i B A= jlt , 308 17 411 1) AMPPK (1)
24K, BH 1 DNA BURE i 22 DUHE B e 56 e ik 60, 35 4
2 F 6 (1) DBF4B [R] Fh AL AE B, 0T {2 i3 8 41 Pfa 384 5
o 7 DR 2H S E MER s (R 3 MYO1B 4 i - 23 i1 24
AL B, P AR AR A K (R e B 5 22 Al N 41, T [
(R i3k e ik Fe e

i B H AR BY 12 R 10 3R 08 R AT S 2L 7 2
H A7 34K mRNA 1) 3 BF B il 48 2 Floe 41
L0 P K S B R B, BN BB IR T R IR
AL E PGk S E BT AN mRNA 73 1 [ B #:48
1o i, B i 3Rk B H2 K 7 RBM4 [ H157 40 ffa 2t
4T mRNA-seq, ilF 52 RBM4 i 15 234 473 > AS H14,
£ 35 &b 5. 7 Bk K (exon skipping)« W & F & & (intron
retention). H. /& 4} & F (mutually exclusive exon,
MXE). 1] 4% 5" 8 32 i/ A1 (alternative 5’ splice site;
ASSS) | A A% 3'BY $2 {3 i (alternative 37 splice site,
A3SS) DL K 5 BE UTR (TUTR) &5 % F 2 Y, % ix s
AS WEEFR AT DhRE & 4 , ALV S 4t i 1 L 43 1
A YN K DNA B 5 2 A ek e . itk —
S AT B A T4 M B BB R T8 4%, 1iE 5 RBMA4 {2 3
BCL-XS & ¥4 T~ [F] A B 1 7= A4 b 3R, IR 38 i 45 41
SRSF1 [k S6K 1 2y [7) F Y 5 2 (1) mTOR & ft. , 3t
P g A K2 AL

2 WEEERMmEAEARARE

21 SrEFRASTFELAE

152 4 M sh ) i 4= 28 R 4 Y | B A 6 70
T30 5 B R A FH A A A B o — P Al o < k1) 3
Ro —HNAXZHTINEFAA EAAEGET 5
RS 5. B AR LA LN & 7 B )
PAAME 7 9 BT R B B RO AN T8 o XL
TR BTN RN A B PR ISR, I A
W AME T BT R E S R VN & T B
FEARN AR N 08 S B e R o A T B 4
PR 137 B Al 57 i ) 5 BY H A7 SUE 5 IR IR
S8 i, T 4211 S 2 R PR A FH i 407 B 55 — 2o Bl 3

RAFTE.

d

e y—

f-rwﬁi:.l

o -
- BT WET

a: M2 Tk (exon skipping); b: P& R B (intron
retention ); c: L. JF#ME T (mutually exclusive exon, MXE);
d: W78 5'BY LA 4 (alternative 5 splice site, A5SS); e: 1] 48 3'5Y
12/ & (alternative 3 splice site, A3SS); f: i #EVEK L IA
(alternative first exon); g: EFEH % 5% 2% 1k (alternative last exon)
1 RS EERR

T TR 2 AR A B DR I 24 1) 22 e 3R AR
AR FH e 510 ) AR R 2k RN 3 U I, 3 BB 4244
WA BN &1 I BTHRAL s s, KA AS, i
M- ECDO A -BRER R A2 s (ORI T8 X
I F R (NMD) FEUR L W) F K s BB T
BUREARAR . R NAE R KT, AS S R (D= A7
[B) &5 R AR B 0, 32 4 5 6 L IR 2 i PRIR
ORI BUE L ISR R T N o € 25 N B v
TR FE R =W KT 5 (3D 72 25 S Th R B (5, 38
E=lTE i E2 =R
211 HEHEFWEZRRE UBREN ZH
PR BY 2 R SRR -- 22 28 IR/ K 2 B2 B 1 (SRs) Al
TEAZ N 1% £ 11 (hnRNPs) A6 SR 46 B o BF FE°Y0E 52,
SR & | 454 ESE BUISE J7 41| F B 5 1 A s # brAH
HAEH ¥ Ul snRNP 33248 2 5'8Y 45467 55 - U2AF
5 EY)HFI U2 snRNP S22 38U A7 55, AT {2 1 b
TR s hnRNP 3 2245 & ESS 8L ISS J7 41 LA i 55
FEbr iR o BT UTER T S8 BY e A BB 42 0
SIS, hnRNPs B 7E 75 (] [H W 1k 8 =55 PR 512 N 8%
BEL W 35 711) 5 38 5 45, AT R # B B BH B AE
[Al It , 7E Pre-mRNA [ 4b 22 5 1% I SRps F1 hnRNPs il
i LA AR S R 7 18], B2 R TR R G R0 KT
A DL T AS . B4, caspase-2 2L F i
TRAF IR &, AN S 540 T2 a3, ik
Z 540 %T DNA #2457 ) [ .. caspase-2 H P Fh BY 4%
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A Fob 78 K LA R T2 Y caspase-2L, &5 $1 8 T2 1 cas-
pase-2S. Pre-caspase-2 mRNA il id & B4 BT
9 Ak R A AL, S EUS BN & A S E B
A . Caspase-2 [1) AS 52 JL A BT 422 DA+ B9 9 745 o
SRSF1 Al SRSF2 3 Jii 4k & 7 9 [ Bk X Fl caspase-2L
&) Fh Y ) 7= A=, 1 hnRNP A1 #E 40 2 7 9 135 1
caspase-2S & . AHELZ T, hnRNP S 1) 75— Ak
0L, PTB i@ 541 T B AN 1 9 TN & 7 1)
T TCAE GG A RS A8 59 AL A IR 3R K R
FIRE-2L 177420 AME T 9 1 BkiK B 52 31 SRSF3 )]
P, SRSF3 5 AN T 8 45 & A3 Al T 630 i BY $2 457
R, 55 caspase-2L HI& ™.

hnRNPM 1 ESRP1 J& EMT i #2 i AS ) 5G4
AT, MFEE TN TR B EES, I HAE
K2 B F A SR A — B R 7 m), R
hnRNPM A1 ESRP1 £ R ARE B _F ki 2R B35 1 1 1
L ILTAT SHHE R E SR 7 GU P A5 s i 3
A RV AFAESE 4+ 45 & o 01 ESRP1 B 5)) CDA44 4
& TELE T hnRNPM {21 CD44 #h e 7 BkEX , 5 & 7
"EEMT T % 45 CD44 [RIFH AL . HoAth EMT 28082 43 4n
EXOC7 M TCF7L2 45 S J i H 7] 1 5T 452 2, B BS-
RP1 fig ik b B [F) 7R 3L f) 7= A, T hnRNPM fi 2 7] 78 /53
[ A AL 7 A0, PR 73 BT hnRNPM AT ESRP1 BY %
WL, 7 BT R R 75 S B E RS R T AS, R
T R A OC BY AR 7 o B R T A5 S A T e B
AR EEM.
212 RAERAFFRTERFHREHHE R
s Mo = 4% oA AL B AR D RE , ATOKE e 428 4b
i F BY $2 1 558 T (exon splicing enhancer, ESE) . 4} .
FEIHEUTER T (exon splicing silencer, ESS) P & 7B
% 18 5% -7 (intron splicing enhancer, ISE) Fll P 7 1~ B
$% TR F (intron splicing silencer, I1SS) . = AE H
F ) FEAL G 5k LA Sl BT 4 B IR N B % B R 2 A 1

db =L

(single nucleotide polymorphisms, SNP) %5 15 f£ 15 5
T Ik 5 e BY B2 R T R 45 A o B B P DA B BT B A A
(R e 55 2 FpL) , S A T B BT A
FrEU R, T AR N TR BT B R AR BY . o,
MY LK % K 4 85 (1) HE LA (nm) ILER 25 (1 52 56 B4
(MLCKO & i 15 1L 7 B X ATk A 98 i SR80S v 7
HES 5, CUEHMYLK #7748 8082, 52 H BT %
A7 £ A SNP (1) 52 1 7= A2 AN [R] 1) nmMLCK [] F 28
1s77323602 3k /b A1 5T BE R 5 BEORHLZ 1 7= AR b
FA T, S BEH 4 A nmMLCKI /) % 1E 3 0 ;
1s147245669 ¥4 n 4b % Bk EL, 5 2O 0 8 nm-
MLCK2 (5 nmMLCK1 /DA 2§ 11D KI5 . BT
RIS AT 11 4k B BT R AL sS85 , X 7 A5k

R 534G A ILES , SNP rs77323602 (K7 AEE (AR AL
FUIRE BIILAG 5, 3898 7 BT SR ), (2 gk oh
T 118 &, A R A A nmMLCK 1. Sk 4l SNP
1s77323602 7] HE I I MYLK mRNA 253, 7= 4k
AP IR

B4 DR SR8t 06 B 425 X A 5, a3k T 52 e
JEE . W RBMI0 A2 i s i LI RAR I R 22
—. B4R RBMI0 971 57142 NUMB [ A A8 B 52, B2
HEANE T 9 BRI 72 A Notch 15 538 14 45 2% 67 1
2 IR 7, 00510 200 i 3 5 5 5% A8 7R RBMLLO il 38 HAE 9
NUMB #5514 SR 15 77 TR , 1 A0 H RRM2 Jk
J¥ 5 RNA (454 . 54 R RBMI0 {RIE 7 A& 4 e 1
9 [f) NUMB [R5 ({2 384 5 [ 280D 75 M Jifea o 1 A 4%
MR, 6T il e P g i A oG B R
213 FWAEM  H AT AS BT LR BT AL
HIA S5 . AT, AU R, AS & —
AN BT R , A2 B N 1 ] B 2 R
WAL N R, a0 e 05 4544, A% /MR % B TN AH B
A1 88 22 o DR 35 35 2 %) B 42 A8 ot s il o 481 4.
B AT DU R0 RNA 24 B TT(PolID [ 4 =%
SEARRCR KT AS™, DAL ER 1 H3K36 F AL R iy
(SETD2) A5l , SETD2 2 Wi L 311 9 24 B v {4 4 4H 5
[ 3 B R 36 = H 24K (H3K36me3) (1) 32 EEFS,
WEARIE N . £ NS E e HCT116 41
WP SETD2, DVL2 N 7 - 2 B 7 28 PRI O Ho
7~ 5 /D ) H3K36me3 124 o 87 F %1 %) A& Pol 111
Ser2- 1§ ¥ 4t Pol 11 I 4¢ ¢ P HU 44 13 1T ChIP-qPCR 73
HT,DVL2 B35 2 NN & X3 5 45 7 5 2 ()6 Pol 1T
JSEARTE ) Pol 11, $275 %A B A7 1E Pol 11 ZE{H 1) ¥
5, TREE BTN & T 21 LB . HlBZEDVL2 K
T2 T R & IR T, W5 R T XA T
mRNA ¥ 4% (NMD) , 5 2t mRNA 7KV FE K. @b
SETD2 i ik A8 DVL2 5 [K i 4 20 8 (1B 1R A4S, 2
FEH N7 DVL2 mRNA [ 5R1A57KF , T 3 58 Wnt /
B-IEM R G 516 T (R4 B i gk et
22 BBFMHFALERLE

AAR JE Bl 5 SONE—JE K] i 5 RNA R4
BFII(RNA polymerase , Polll) 1] 2 A ThRE X 4, 7= 45 A
AAFAEEZH — 4T T Pre-mRNA . X — L&
TELH E WA BT/ 86— I BT WARAE 2 AN skt ah A
RUIER, S s AR ] WS B B B (1) 5 — 4 e,
DLIX S SR 91 AN & T T A8 5 3 7 F A, B E AT
W25 87 (SRR 4 17 £UH-1 000~+500 bp) PRFFAH
[, [FIREH, ¥ Pre-mRNA PLAS [F] i 3F 5 & 1 e )
—MINR TS AUE ORI AR s R WKL
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BARZ B T 3 B 7 A ] AR e 2B A
J& T Al AR B PN E A A SR AR S )
TR L RIEAE R, T 7742 £ 4> Pre-mRNA
T 7= A B 452 (R b A 1 A AR BY 42 38 ik i 4% SR A Pre-
mRNA (1) B4 2 A By Rl Fp R

[F) B 1YY, 346 438 M I i 0 B 4% 1 b 52 8 A% R R
BRI AR . 83T XA & ARSI
BT B 57 WL R 0] CpG &5 1 R A 1 2 4 R 5
3812 %5 AT AR i3 B - (R 1 R AF . BY B[R A R 3Rk
FEAERSI . B, ENE H13 FE K] )8 A Cp Gy 56 B o7
9 T 1) Mets2 52 B 1 3 2 7 FE B AR 55 47 5 [
R AL . 1% CpG By 1 AL T B0 A R Ui SR
ZOE TR MR RS 5, T 7= 28 A K S W) 5 1
CpG 5y &b T 25 B FE AR AR S B, 1) b 4% 1 58 i
HER AT 5 AT = A6 A8 1) 8 e ™

PR TR AR e Sie e U/ 2% 11 1 R E LA 6 T 1
FIETT FIRE B SR . HR AR IE , 8 3 8 37 X 38
WA A8 R 28 1) 20 AR ) P 46 328 e SRR AR 4 AU B
985 JE P N- AR 3 JUA 1 30 ARG, X mT e i i 3 15
) G 1638k . — TN BABRIE AL SE , B = m AR
JE BT R H R R B A 2, R T 40
(4935 P4 BH O BRI, 6 TP PD S % A 7 AV 9T N
PEBR BB AR, 1 EL HH B P R A 38 1) iR 4H 2R 7E Bt PD
BT Ja R B TS 0T AR S B R 2R SRR ) AR
J& BRI FH 28 ] e A T 0 TR0 B 3 7 v OB
PR R bR &Y. HAh, B IEHEC 5 7R , Pre-mRNA 1]
A SRR A AR A LR R B REAE N e R A
A% 3 By 1 25 (] A R AR B SR 2% 1 RN BT 1) R AR R
B, I B AR J5 Bl A S 4k ik B AT DR
Pre-mRNA ] AS #5 2

3 AR R AE RS TR AT HT R

TE AT SC R B B A, AR RO AL LB
FE DR - W 2 72 S R IE 55 1 20 DR 3R P AR AR A A i T Y
AS FAE, AH 45 b 2 23 b H IR e M 2 S R A I Y
P IR 1 BB 2 [R Bob 7R o 3K S 305 I 43— A A A ek g 44
B AR ZE P THRL L S i IR S AR ) il R R R R
HEEAVE, 7] T 52 W TS W0 & B AR e
FVEYT 77 58, X $87R 1 e i 3 AR TT I8 SRR
3.1 WHERMAGEANEMIRES

CCDC50 B 42 /2 JIF 4 ff s (HCC) Hh 5 ¥ 35 1 1]
BRI 2 —, PP AETERR AN BT 6 I B AR 4K
CCDC50s A0, 7 41 i 1 6 (K B #2748 /& CCDC501
Rl R A, BT E AP AL SR . SR
S, 4 e i SRSF3 FRIA /> F 8 T CCDC50 4 &
T 6 1 Bk K, 1 40 i B SRSR3 3K ik 1 1 o

CCDC50S mRNA [ £ e M o M 2 B8 1o 2 1k 2
CCDC508S i i 4 3% Ras/Foxo4 15 5 1% S 412 3k e 41
oA KAFERS . Rk 2 A, 5 R AT R R & Lk
M 4RI A L, CCDC50S mRNA 78 HCC HF _F i,
BAVE N Wibs ST ) CBURAE 0711, 4 3 12k -
0.793) . CCDC50S mRNA £ HCC ) /5 3 ik 5 Jif
J A, TNM 3 IAITIUE A R BB G, M2, iX
UG 4 HIE 52 CCDCS0S ] LAAE Ay e i 1612 W 0 il
SR E)

BT N 2845 i B W9 (CRC) 41 g /& HT29
YesE T — M HERR AP T2 1937 RON BT 238 1K, iy 44
4 RONA165E2. RON & — Fft [i & IR ¥4 iy 2 14 ,
RONA165E2 AR K HEFR 1 42+ 2 FERONB HE 1
4 i A1 &5 R e 63 AN U R IR IR HE P R O, 7 LT
PLE4E T RAFAE . RONALGSE2 AR Bl = % 2 W2
1% A v 1, 1 T B IR Ak i R i R K 0 B ) [RDUR A
(PTEN) , MM B3 PI3K/AKT & 4% , #E 1M % G142 &bk
T, LEXF 67 MR CRC FEARIHE 7T, AR AR 7E
2 58% MIRE A B R IA , FF H 5 Mo =2 N IR JE
TEAHSEEY, X ek BLE B RONA165E2 284K i] RE & A
& /18 CRCiZ W Ak e bR 540

il 510 Ji e e 5 1 55 1k i A QBB T B 56 — KR
s BARVE 2 5 S W0 HE U 3R 3597 72 (ADT) [
R E A 03 8 KRR R 25 AR T A e
(CRPC) , o5& ORI & 2 AT W H1 K TFAH 5%
W kAR . HMERER 521 (AR & 7E CRPC i JiF
B AN/ B P S ) AR B S AT R T . AR BB
AR TCAR-VT) B = B AR 45 45 S5 /3 (45 S HEB )
{8 LA M R AR A I i 45 AR B S 1 L T DL
PLADT 4 BT CRPC [k fE . TR 245 B
JBL 21 B e R ] Lt 3 o L 1) AR O A 45 5 Sk R 4
i) w40 e 32 g AR, B U T AR- V7 BH 1 &
H IR A Ok, AR-VT A BE & H AT
CRPCIRITHEMbR EA) , BPFEFF 4R ADT 2 Hir ks il w1 41
JigdE B AR-VT (R IETE DL, 45 HOA B R &
HERR B i RN LA e VR TT .

Zx BRI, Y8 [F R AN TV 2 38U R kR
I 7% 1 O S A R ) e , 8 TR K 2B R AN [R] e
BURr e AR AR, DR B A 92 W S A B
T 0. I H A — L R A [ B 42 7= 6 AT 25 P 1
SN, BR] gl PR FH 25 52 e AR 4
32 iR A AAE A G IT AR

Mnk 1/2 158 22 2 8/ 7 S BRI » 2 e — T 1 1Y)
1157 HAZ B IR K 7 4E (eIF4E) 1 209 7 22 5 ik 1
FRALHI B . DA 2l R 751
mRNA B B AL 46 . Mnk 5 10 eIF4E [R5 B2 Ak 384
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T mE mRNA SRR T 5 e R A
K2 A mRNA (140 B, FRERE T eIF4E [ EL
FEIETE . A Mnk2 Pre-mRNA 2 8 $2 K| -1 Fl 9 25 1
SRSF1 (W §lkr , H & Py al AR 854z, =4 B AN F C K
Uiy [P PP OBE R . L R K [ R 2 Mink2a B
MAPK 25 & A7 55, T 506 1 [ F 28 Mink2b HAS A7 AE
GELAL S . AN, Mnk2a ] BL#% 5 p38a-MAPK A
HAEH 7 R A T 5 A 240 fu iz b, S BUOLEE
SR AL 38 0 40 i A6 T IR 40 Ras 5 5 1) R Y #4
k. T Mnk2b A B A 5 R 46 p38-MAPK [ HE /7, fif
eIF4E 21k 55 p38-MAPK N 15 S i [ B At B Bk
T AR 1t S8 20 P A KR35« B 9TH03R B , Mink2a [F]
Pl B 7E L, s A 45 g g b R R R BRI
JIee 28 00 1) A5 5 I S BY 42 () ok B 0T e AE 2 A ) T 4%
FEA [F] i gg 28 Y v A7 A8 LA, I 7= 5 90 ] AR BT 4
T 008 (R o 284 ) R v 97 SRS LB TR = X

SRSF6 1Lt R 4 B g i A b B g i, F H
HERERE S5 4 E R EE NIRRT 535
o AR PN ANAE W 2 AG I 25030E 5 SRSF6 i 1t &5 iz e
YT I BE B RN FE AL . B0 RNA-seq £ 2 T 24
SRSF6 i 15 1] AS F 4, 1 H ¥ 537 Ty B AE 20 ffa 36 B
STaESBREREEESE. WFITIIESL SRSF6 i it
ZO-1 (L AZH MRS 4 1) Ah i1 23 BT 4 DA
ZO-1 M1 23 BRER [F R0 28 I/ ZO-1 A1 w1 23 4
R . o ZO-1 BRER R P B, T 75 45 B i i
FE FE AR A AN LA, 1T ZO-1 A2 7 23 A TR Fh 7Y
(KT Y3840 A RE 7 SRSF6 12 339 4 i A A ML
1 SRSF6 1] 1E Jy #1 fll 45 B M Jed i %% (10 78 76 ) 24 %
R RIS 4 9 1k i AR B H R 1) SR B EH I 254
HlB 2, M 4 855 Fh FDA itk 2547 7 i it SRSF6 1)
T F 1 57, =32 Hh & B0 B ik 5 % (indacaterol , — Fft
KB B2-15h55) , F-T¥A77 COPD i id #[71] RRM2 45
ek (A1 50 A% R AR 28 2 B i 0 75 119 485 4 4580 [ Wy
SRSF6. Efi 1k 47 % DL & A6 1 7 =3 il 44 4 o 25
T e A4 P B B AN 7%, S L R BEA VR OT 4R
BT B R 20

ZIE A E S5 PRC2 A ALY (I H3 )27
T R . R R R A ) R R A R R e, 7 A
MR A R R E SRR . EZH2ME N
PRC2 [ 4k 37 35 , J8 ik Ak H3K 27 $E 7] 2 s
0| K, 4145 DAB2IP.HOXA9 %5 . 1 87 4% A 1
SF3B3 il i 78 B i 24 it v o e 1 2 i3k EZH2 25 14 4b
RS R R AT S B A R AR B P
SR BT ML AT CXC ThRg s k. 1% E
SEAA PR AE 5 A 1) EZH2 B [ 57 A4 44 ([X| EZH2 pre-
mRNA By B2 Bk 14 40 57 B 3= AR B CXC

SERAE ) B 1 AR, 5 PRC2 HoAth T BE WV 38 (1) 57 A
FIA AR AS B AT B L R i s ) 1 38 4 vh 5 4R
BH S AL 35 AT 7 A4 A A2 JE B s 4 PR %) 4 5 T AT
o S XERIE A TIRIT B s G B A
& Al DL EZH2 #4155 (51 40 EPZ005687) LA & SF3b
F1]55) (1 4 spliceostatin A)™,

S R E 22 R 2 e BY 42 (R b Y A 4% L BY
F2 000 = AR H R 7R E S o 2 i e i g FE AT 2 A
RREPIE ST R0 Ao (HIX S SITIG 25 10 K 22 4 37 T 41 g Al
s Hent 2 b, Bz BAA 58 B PRAHE SCHF
%) BY 4 () ot 23 8 B 42 K] - 00 1) 551 R bt X 6
BRI 1R YT, A E

4 R 2
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