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1. &I

BEEBAWTIE, BICa—-FESh2BIETOIEEA
EVA b Lo THlbE R Tw b, 2070, 7
J L BEE XN T TE 2 mRNARIBRIE2 S 4~ ha
ERE, 2oV O EEDLY S, mRNAZAT T4
T UTFATIAY Y T) BLEHERD, ATITLY
R4 v A eIy Yy OBREEHICON TS S
EVRLETHY, FBERIEHEENERING. 20720
COBBIZRFEEZRLZEGS, M TIRERE LTINS
Bl E % <AFAET 5. B REFEBUERRE (myelodysplastic
syndrome : MDS) T, RHEICATIA4 ¥ ¥ 7RFIC
BRPEODH>TVDL, TNEOERPEREAT I v
FEHIERIL, MDSZRETHLEZOLNTVS. K
Tl MDSIZALNZERE, ZRIZL-oTHIERES
ENDLBREATIA YV TIZOWT, AT T4 v 7EEk

FORUR AR BE B A AR G R -2 JE RIS F B B2 S Bl i A AL
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MRNA R 774 ¥ v 73R FEZAY CREETRIICLALBRTH Y, BHERIEME:
YR EIND. FD720, mRNAFEKAE LOBIBEESIR AT T 4 2 ¥ 7N T ICE R %
HELBE, M TIREEL LTHNZGAEDS . SRSIERUEREE (MDS) 13, I
fand & &7 b MBI RS X, IEW 2GRS EE SN LG 2 RR_TH 5.
HHoOBRETERL, BEULEREETI2HBOBEI O L ERFLEZ N TY
L. EEL FOPALBVT, AT7IF5A4 Y TRTFPRNIAN—ERE R LHAPHRE SN
TETBY, MDSTIEEZEDPLHICATIA ¥ Vv FIRNTOERDP RO o> TWVh, AT
X, MDS CTEMBEICERNRWLEEINMOD AT S 4 ¥~ 7 KT SF3B1, SRSF2, U2AFI,
ZRSR2IZHE# U T, ZOREATIA TV IR OWTIRIT 5.

DN SIRHT 5.

2. ATTA D TIZDOWTOBEER

FTRATITA YV TR OBEZOWTHT 5.

1) mRNALICEETDIRT A TIChBEYTF

WERTZA4 Y TRIE
EBEEMAEYTIE, ATIA TRy S E e a—
K9 28T ORBICLELZBRTH LY. 2754
YTICEREL G TZOoOMAD D %25, mRNA LT
RTOLY Y Y &2WETARAEZHEEWATIL V7,
W OPDITT Y OV, 1 HEE O mRNA Hi
BRAR 2 S B BAE O mRNA % FEAET 2 X% BN A 75
Ay 7R B 50K T, ATIA TS
FOBICLERRINEFICA ~ bar FICHFEET S (R1).
9, A bR YDOS R, SAT T A AT EIEH
LIRFIABHEEL, F03 vt v 3 ZE5IE GURAGU [R
X7 Uk (A$72136)] THABH. IKMICHCAGL
W) AV ARSI R RO AT T A AT
b, 3ATITAAWMO I, Y IV UEE (CF
7213 U0) RS AR H Y, CIVIV TS
bPEFEENTWS (H1). F/2, TOEYITV VT
Mo LTI, 7T v FEAL LTINS BHIAAIEL, (2L
AEDYG, ARRIETHL (M1). EVITV Y FTF7 MR
75V F L DOERE 3 AT T A AL DR )T % A
B35,

AL 8594 %55 6 5, pp. 797-805 (2022)
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AT ITA T YT BIT 2 2O IS EEE. 2754 ZEMICALNDL T v AR Z/RT. RIZTTY ¥
BHz, YIRYY IV VEREEZZNZIURT. NIZTRTOFIELRL TS,

ATIA4 Ty RIS 2EROIL SR 5. 7,
B—BRORIETIE, 52754 ZAEMTOW 5 2
D, £ YOS EKBDOGET TV FIHMDAEDHT
25 RARYV I AT NVEEDEREND (K1), Z0t%k
AT TA AN TOYRARE Ty v v &) LA
EN, mRNA &% %, 4 v va P EEHET L6, 2
OBEBERVEL, HEMATSA YV 7 TETRTO
I YRR EEDLEINTmRNADELE SRS (K1),
Wyshzz4rrarid, U7y b xTH) #iEz
Lo THD, mRNADSEEEL 2RI L & F Y 53R
Ehd (K1), —JimRNAEEAANE xR sh, & o8
7 ERROGER L 72 5.

2) AT SAVV—LERERTI74 Y TRIG
FROATIA T Y TRIBE, AT TA VY — L EIT
Eha, VEY—-AZRRT2EREEGH P TR R
L0 ATG A4V — ABBITB RIS & B 2 & A
S5NTwd (K2). £95 275 A AL A uridine-rich
small nuclear ribonucleoprotein (U snRNP) O—2>TaH % Ul
SARNPIZ & o> TRR# SN L. 7 F ¥ FEHAL I branch point
binding protein (BBP) 12X » TSN, 3 AT T4 A
B LYY IV F 27 MiZU2 snRNP auxiliary factor
(U2AF) I2X > THEENE. 20k, 75 v Fikhiid
U2 snRNP 25383k L, £ OB KIZU4/U6, US snRNPH &
EHPEHELTHEMI LA TIA VY —nEhd, ZLT
Ul, U4 snRNP DR BEZ#ET, A7 T4 ¥ ¥ 7 UG A AT
L, WHEMICmRNA L ) 7y PRIA O b a s &
s (X42).

Lk ZA 754 vy =LKL, 4~ boy ookt
FIRGUEAGTH AL VIR Y TRELETHS. b

FCIRIFEAEDA ¥ PO YHRGUTIHE > TAGTHD
H. Fhoofrybhburig, 7/ A ETIEGTEAGDT:
WDGTAGA Y hay, Fh@gAYVry—Af v bary L
Na. ZHIZHL, & FTEHLTH04%RE LA L
WS, ATAC (T¥ v 7)) A vburgszid~A+—A
viru v EIENAAL v O U BEEET A, v A4 F— A
YharyOWEORIIZAU & ACIC k> TWD (7 4
ETIZAT L AC) BG4, THWRIZATACA v+
ELFEINRTWS (M2), T4 bR YDATTA
VUi, 3 UII/UIL snRNPEAKRDSSE DS, UlLIZ
S5'AT T A AL, UIZ T 5 ¥ F 540 % F 2 ki
T 5 (K2). # LT, U4/U6 snRNP DAL 0 12, Udatac/
U6atac snRNP & IHEN A ARG § 5. EHEWZ &
12, USsnRNP7Z2UTiE, A Vv —Af v buri@cdhsb
(X2).

3) IUVUBHBETIICEDS Y XFHEESN LT NS
> ZHIEEF

FTHEFIWICBWTIE, 4> MaryOFHREII FELREH
EPICERTT o Rw. LALT2 Y ryoFHRICE
NI ERELEVIIRV. 22T, 4 ¥ Ma OBk
Nd, TV VOBBPEETHALLEEZLNTWES, C
DETFIVIELY Y VBEEET NV EFEN TV DS, ZOE
TUVORMWE LTIE, 1) K& 3 Koz r Y v &k
W27 Y VIF300MEEREMA LW L, 2) B MO
BT AT I AHMINERDB A TE, 204~ b
OYDRATIA Y Y TORBMESINLDOTIERL, 0
EROZZ VU BREENDLZENL N, L) T ERD
b, TV VRMETVCIR, WIS ATV O Rl
A e Yo7 yFEN, VIV TSN, 3

A 894 K% 65 (2022)
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STy Ry mRNA

ATy —A4 2 A VERLAF—A VIO VDATIA YV Tl E, A 754V —LBERE & HITRLT.

AT T AR, FTHOAL ¥ M YHEBOS AT T4 R
WAL EE #2375 v FEALICIZ U2 snRNP
BREEL, VIV T MEFATTA ATRIEZ
NENU2AF2, U2AF1I 238 L CWwWab. /2, =7V T
D5 AT T4 AEMIZIZ UL snRNP2SHEA L CW5b. 2
NooAf yba vyNOBRRICMALZZ Y yORIZiE, —
Y=y P ATFTA Y YT I NYH — (exonic splic-
ing enhancer : ESE) & WX 5 BEFIDAFAET G E0H
% (K3). ESEIZIZEICE) -7 IF=21) vF (serine-
arginine-rich : SR) ¥ Y X7 EDHEHL, =7V ik E R
WSS, SRY V7L, T3 REIC—oF o
DRNAFEA KA A4 ¥ (RBD), AIVEKFVREIZTIVF=
Yok )y F (RS) KA yaFEo v Hlolsy
RO, e bTIEREENONTVwE T 7 I —F U
JHETHBH™. RSEAAL VIE, MORSF AL 2 &t
R EEDy X EHMEEHZ oS £ 5. Hidk
D U2AF1, U2AF2, % LT U1 snRNP DR EFZTH 5 Ul-
TOKHBRS KX A Y ZFoTwh. SR773I)—F 3”7

HIZZDORBDIZL > TESEL A LT, RSKAL V%5
UCUAFB L UI-TOK EMEEHAL, =27V v 2ikA
TIATITARTMEL S AT T A ATFMOREIE L % LT
%5 (X3)., Zor7uAbM—=212&Y), ESEXxfOT7 Y ¥
DM EIND. TN LT, =7V v oFiHz Ik
T &L HIHES S GFET S, CoOREENETs Y =y
JATTA Y TH AL — (exonic splicing silencer :
ESS) LIFEN 2 (X3). ESSIZHIDAT S5 4 ¥ v 7l
[Xl T heterogeneous nuclear ribonucleoprotein (hnRNP) 7 7
IV =S URTEEEALT WA nRNPY ¥ 87 B
77 I —IZALSUETO/ED Y VS 757k
D, 5, AT54 Y, RNADEE - ek, R
RNADZEMW R L, % OMNatEREZ FHEOBN Y 37
BTHAHY. mRNP7 7 IV —F 80 ED—DThb
hnRNP AliX, T2V YHNOESSIZHA L, ¥ 5IZhnRNP
ARV O LEBIOTREBREMSET S LI
XV, BSEXR AT 74 AT EB 2 B3 2 & TUl
snRNP X U2AF OFEG2SHE S, A L V¥ v 7hfib

A 894 K% 65 (2022)
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SR 2\ E

hnRNP A/B 2 >/ /N7 &

R3 27543y ZHBENRTICE 227 v v BEOMES X W

(A) SR vV B3I V= P ATIA v 7Ty H— (ESE) ICRNAFS R AL THESL, RSFAA
YA LTUAFI R UL-T0K EHIEAEH 5. 2O%%E, =27y yilik% T 5. (B) hnRNPA/B ¥ > /737 B
ZDORNAKEBR AL VT V= 2 AT I5A4 7% 4 Lo — (BESS) IChia L, 2 %N ELTRNAL
THHIANEFEET S, ZOMSE, ESERAT T A AN E2E N, T2V OFM2HT 5.

TS FERL
X4 2754 7O0HBEBRIIBTEIZ 2 Y VoK
MDS CERDVALNIE AT IA4 Y Y FRTOL4R & P RLF TR L. KENZ Y v X7 BRME/EH 2R
ESE: L/ V=Zv 2 ATIA4L 7L H—, Ul : Ul snRNP, U2 : U2 snRNP.

Nz (N3). TOE, =27V OFHEPHEINS.

3. BHERRERBICSITIZIRTIAL L ITRFOE
BEThIHSIBERTZM4027

R Tk R72 > AHIHES R b T~ AHIEIK T O %8s
BERATIA 07Ny =5 &RIL, LiIZLIEe
MCEBEZD725F. 2D X9 % RNA OACHHER I B
VHBHFEIL [RNAFE | LD IFIEND., €O—DTH 5
HRRIEEEBERE (MDS) I2BWT, A 754 YK
FDHHENER LTV B Z NP SN2k o 72, MDSIE
Pk B NE S O —AE T, i, AR A, Bk
BEVE TR~ D HEATDE Y X7 72 D% L OFERZ K
WMETH—-HOEBETHDHY. BEFEDOY ) L DNA Z Kt
Ry —2 v — TN L 7-&5#, SF3BI1, U2AF1, SRSF2,
BLUOZRSRODVE D HBICER L THWB AT IA T T
W THsHZ AP L 727", SF3BI, U2AF1, SRSF213,
ZLDBBZTERLIBEDT I )V BBEEFOZ LD

3RS A ZERL

ST 5 A XERL

b, INHLOERIT [HREEEM | ZRTHLLEEZON
TWwb., —J, ZRSR2EIZTFITIEE DL 5N
OhoTHEY, TNLOERIT [HiEEL] 25l&ko T
ZEMRIBENT VS, KIATIE, LREMN>OZXTIA4 Y
YIRT RPN, EROOERDPTIERITEELRAT
A4V RN L, MDSDRIED KR IZDOWT A
TIAT VT OBRPOELET 5.

1) Splicing Factor 3B1 (SF3B1)

SF3B1l3, A7 54 ¥ ¥ ZDEIZU2snRNPD T 5 ¥ F
AN DOREA % REN ST 5 SE3BEHAROMBKELZ D —
D2TH 5 (K4)'"”. SF3IBIEE T 1d Ytk 2q33.1 L2z
BHLTHBD, MDSHEHE DK 20~28% (X SF3BI DEF % AT
LTWwasI L REZ LIS, SF3BIZAERIE, 98% D
BEITB O TEIREIFEK (ring sideroblast : RS) FHAI D
JEH & 722 5T b P, F72NOD scid gamma (NSG) < 77
2 &AW B VT, SF3B17%E S MDS-RS /& & @ i
MM (HSC) 2R L7z~ 21&, s 2= Bk

A 894 K% 65 (2022)



FEEZEET L EPME SN TS Y. MDSEHEICE
V7 % SF3BI #5281, HEAT F X 4 Y IZAEFET 5 700
FHOV Y YBTNE I VIZBIL L ERBE L ADR,
[y FPARY M E LTI IR —ZRE LTS, i
DOFy FARY b (R625, H662, K666)  HEAT K X £ ~
WTRHBMICEE L TWA 720, FEEOEIEREEZ o
CHEME N D Y SEIBEARIET T ¥ FERALELS O 2
HWICHG L TR END, COLBREIAREIZIRLLT
T U F AR E 3 AT T A ZAENOFHEG X 3
B2, EDXI)RRELRATIA T 7F, LIl
IFmRNA FIZ# 1k F > % 4 U, nonsense-mediated decay
(NMD) 12X %2 mRNADREIGEZ 5. mm/—7l/
AENTIC XD, SF3BIEFKRTIES { DBIRF Ol 5
VM STz, 2O L E OB T2 FE L, %
DWREZWHSPZTHI L, AlEEy —7y FoHEZED

WCIERICEHEETH L. AIFEMM L LT, SF3BIKHE
AT PR SRR C ML o fi B By R 2 AU BT 2 i R
PIRDOEIRIE L 2 DM RIB SN T WD, SF3BI XA
TIA4 YT TH D Z NS, SE3BILIERNL, §
RTDA Y VB YDATIA vy FRIsEHET S EFH
ah7z. LaLl, ATIFA4YVAFZF A (Spliceostatin A :
SSA) ’;éz?%%vyfwmii%%%%?u%ﬁ%
THhY, HEMRTIZEY Y Y7 BICHRS N BIEE
PR END 7 ) —oDkEMTHE T TV
4 FBiE, ¥ilEii~r w54 FTHY, SFIBEMHES
MLTATIA Y 7R HET LI ERREENRLY.
¥/, 75V 54 FDOFEARTH 5 ETI071F, HRW
PUEBHGTEZ /R L, U2snRNP & A 75 4 VY — L D[
BRAERHETAEIET, ATIA4 VY —2DEHEH
ETHEBPLNPIIR TS, LR % ¥ 572 SF3B1
LKA LET 2ESTILEW R T4 21
MDS 7213 Tl 7% <, FRRIZERBALN LA A, %%
WAL EDOMD DS A DIRHIEGR % o1 5 2 L1204t
LEMEINS.

2) serine-arginine rich splicing factor 2 (SRSF2)

SRSF2ixd &b & SC35 L IfiEh, SR Y37 H 7 7 3
V—DRAYN=THY, HEHNATITAL L7 LR R
ATIA Ty TOWMFIZEG LTS, SRSF2 s 1%
et fK17q252 120 L, ZOERIIMDSEE DK 14%
THRBINT WS, SRSF2IZIZRNA A D 72® D RBD
Ly 7 BEMEASER T 5720 DRS KA A V35
D, ZORBD% /- L CmRNARIBRADESEICHEAL, —
7 vk e RET S (X4)., MDSHEFICBWTOER
FosHHO 7T YFREIZ [y ARy M &L TH
BLTWwW5%, MDSIZBIT 5 SF3BI DR LA,
NOEDOKRY b ARy VERIIERREAORIEES 2T &
g e E Nz FERE, SRSF2ERIZKBZATIA Y
YN — DR, BEEME, v AETN, B A
HH TNV THREIN TR Y, Zo7Fay YRk

801

mm#AFx4y®bf#rﬂ@’ﬁE¢étw MDS

DEFIIRNA K BB RS2 hwEEZ LN TW .
LAaL, WAER & x,iﬂSRSFZ LAV A ()Y k=d Wi k=
WM U 7ol o, ZRWAISRSF2 7 ¥ 8 7 Bk, BFAERH)
RBILWEETAHT) JITEAZEIITINZ T, GGNGB
Y WCCNGEF—7 (CR¥Y bV Y, GERZ 7=V, NI
FEOWEIE) T L THVREEEMEEZ R LY. &
OBIMEDOEAIZE Y, ZLDOBIETOARATIA T VT
HEALT %75, ZOHICIIMDS OB ETO—D2THh
% enhancer of Zeste homolog 2 (EZH2) b & F ML Tw 7z,
EZH2IZSET KA A4 Y %2FfDO L AP AF NV IFT VAT =
S — ¥ C Polycomb repressive complex 2 (PRC2) O f#§ & %
FTHAH. PRC2IZL A F YH3DLys 27D k1) * F LAk
(H3K27me3) z=fltfit L, #aTHRAZHEL 5. &
RREISRSF2IC BT AEZH2DRE AT T4 ¥ v 71k, #%
LI Frzgbry 952587290, EZH2D Y V8
7B LAV LR F R B AR 2T b vz v,
DO EPMDSHIEIL DL o> TWnbHEEZLNS. F
72, SRSF2 L U2AF1IZBIT A MDS TA LN LA HH, R
V—THEEOEKEFIERITZIEIPSNICERTWY
5230 R —THEELIZ, RNAKY X5 —HIZX BHEE
PEEIET 2 DI, ZAREDNA D) B OFFRISHAS, ¥
BREYT3H HRNAEDNA - RNANA 7 v REEHK L,
ISP S — AR ORBCTHAET HMENDZ L THS. R
Vo — THETETE R DY KIZ, DNA RIS BRI oG Ak
DHN A, MDSIZBW TRV — FHEE DRI K S
NbDIX, A774 3 Y 7 RISH F 7213 RIS O mRNA-
7R HBA RO ZEL T4 22128 TiTbh
LOPH L. RV—THEEDEERHEICA T T4
PUYTWRTBED L HICHEE L TW Ao, FEFICHELE
A

3) U2 snRNP auxiliary factor 1 (U2AF1)

U2AF11E, & & ® & U2 snRNP auxiliary factor (U2AF)
OREEEFRE LTRESN, U2snRNPD T T ¥ F AL~
OREGEIET S (X4). U2AF1IE, U2AFA~F 0 /1K
D/INEWFHFDOHTL=y VT, 33ATF4 AEMTH 5
AGY X7 LA F FERBRT HEEZH- TS (M4)
L) —2DOKREVWFOFT=y ThbHUAF2IE, 7
FUTFHMES AT ITA ARMNOMITHIETHEY IV
YFF7 7 MERET S (K4). U2AF1 L U2AF213 & 1
RS FAAL Yo/, =7V VBB nT, ML
RS F XA Y &FDOUITOK Y 87 G EMEEML, 3' A
7T A AFMLE FRD S AT 5 4 ZHEALE DR O EAET
EONZED. U24FIBIET1E21q223 1 E L, €D%
BIIMDSBEDORHT~11% AN, BESKLZY VY
T4 YT =F AL VI ET H34FHOLY v L1573
HorZnvg 3o FT/FZT/LJ&LT@ELTw
%012 U2AF] D S34 X Q157 DIMZE I, RNAKS &
WMUCATIA v B 252562 2:7)>Téfﬂ.“on

A 894 K% 65 (2022)
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B, 3ART T A AR 5 BI R % 5. U2AF]
D S3ALETAKIL, 3AT T A A OEF & LTCAG 7=
ZAAGERFFORF T 7V Y OMH % RET 2B H 5
CEDIRENSZE T, QISTERKTIE, 33 X754
AFMED 1IEIETHAGTH HYE, =7V v oOuEgzE
50 72, U2AF1 O S34 28 5AKMS Interleukin-1 recep-
tor-associated kinase 4 (IRAK4) BIZYDIT ) vV 4DWUE
BHETHIEPHEZINTVSY . IRAK4IE, Toll-like
receptor (TLR) A —/8S—=7 7 I =D VD ¥ 7 FI)IVix
#x AL, NF-xB & MAPKRE % 1L 9 5. IRAK41Z,
IV VADAEIZL D, IRAK4-L & IRAK4-S &\ 9 =D
DATIFTA T ITTAI T+ =020 F5N5A. IRAK4-S
WXIEH 2 & MER IS B 2 HRERES 2T 52—
IRAK4-LIZNF-«BO{EMEA L 28 L ¢, S imMmeics
5 HARSGERISOHIBAREZ 7259, F/2, IRAK4-L
AP ARKERAMBTORBERLTEBY, BAKMEE
ORMEATRIEEINT WD, E512, ZRAIU24F]1 (S34F)
AMLAINEIZ IRAKSA-L~DRLEE 2 F L TH ), TRAKS
FHEANEZED D 5720, HREOEN LR >Tn5.
AT, FEFEU2AF1 OF5 SR IT 1 6, 33277 4 A
MTHDHAGY X7 LA F KA, Z2oDZn7 4 v H—F
AL VLS THREEBEINDL Z LD ST 72%,
Z L TU2AFAT B Zamfk (U2AF1+U2AF2) 1%, ¥ 3
TUOBWRBL VTN IV T P REET AR
12, BIU72U2AF2 E W2 U2AR2 DIREW & L THA

5T LY, U2AFL O S34F 25503, U2AF2 OB R
aAvEA=TavBEOYT7 VEREITLZE LWL NI
ol ZoZ ks, InT7 A4 Y H—F AL YDRNA
MO E T ZBIET 572012, BRLZZn7 4
UH—=RAL v I =y N T HLEMERFTTAZ L
A5, MDSDEHEE L LTRSS D2 L xR L
TV,

4) zinc finger CCCH-type, RNA binding motif and serine/
arginine rich 2 (ZRSR2)

ZRSR2 A% T Y« AR Xp22. 2 12L& L, MDSHEH O
K5%TERLTWEY. TOYUYRIEDATIA Vv
ZIZBIFBBEEEICOVWTIE, FEAEHLNRTW RNV,
U2AF E MEAEM T 2T L LTHEESN. Z1L Tin
Vitro AT 54 ¥ U T RIBRIZBWT, AV v—, <4 F—
WD B YDIAT T A AEMORIRICEDLE Z &
ARENTZ (1X4)7. MDSHEHZEIZA SN D ZRSR2 D%
3, 7L—Aav 7 bOWA, KK FrEVA, IAkY
ATHDHI LD, EIERLERTHLWRESEHVE
EZLNTWAD, F72, ZRSR2EBRDOBHZETIX, ~ 1 F—
Avharofr b REFESEETWAS. B FTIE800
I ED< A F—4 ¥ s u U DPFAET 5D, E2FEEE IR
% & te v DO H Oz T % mitogen-activated protein kinase
(MAPK) OV DI DBEIEFDOIAF—4 >+ >
B, ZRSR2ESDBEHEY V TIVICBWTRELR AT IA ¥

VI RRLT BT, ZRSR2Z YXZED ) v 7T
T MIEBEIAF—A v barBEOREEDS, Bl
JOBHCHEBAIRET LI EBHL,IIRY, fbay
DEBRPBADF S A N=E R b REEIRIEIRTY
5% LaLl, ZRSRROZEENPIA F =4 bR YDA
TIA VSN BES LM A A=A NEES
BRI NTW AR, 205 FREEZHAT 2 21E, <A
F—A VB URATITA YT OIEREMBEIZTFTIE L
ZRSR2Z 5% 9 5 MDS DIEN 53 F DR EICD 3 h55
EHIREE NG,

5) MDSICHEITBZDMDRATSA4L > TRFOER
MDS#H# Tld, LoD AT 54 ¥ v Z7HFI2m
Z, MOV OPDRATIA LY FHTICEH, FNICE
HEPHER S N7z, & D —DIXpre-mRNA processing factor
8 (PRPF8) TH 5. WD Pp8 % v /X7 EDWEH 5,
PRPF8 ¥ Y NV BHIIAT I74 ¥ v ZIZERFATTH D,
U5 snRNA EHHEAEH L CTA T I54 VYV —AI2BWT5' L
3DATTA AT ESDEEITo>TWAEI ENHS
Mo TWAHY . MDSIZ3B1F % PRPF8 ¥ ¥ /8 7 D%
RIIRFEATIA v 7 R2GIERITH, TNIATIA
AGROE D IRARAZEAL L 72720 T 5 W BT 12 W
L2 LPRPFSERNBED X HICT 7V VilldkTEBE L Y
RBMPIZOVTIL, SHRBNPLETH L. HORFIE
LUC7 like 2 (LUC7L2) T& %. LUCTL2IZ A T 54 ¥ ¥
7" HF- lethal unless cap-binding complex is produced (LUC?7)
OFNYuarZTHl), UlsnRNPEHEL T, T
ABHN D SNNT25 AT 54 AFRML OGRS L Tw5b
EEZLNTVWBEY, MIZHRNANY A —EF V37
D—>Tadh % DEAD-box helicase 41 (DDX41) 1%, MDS &
AMLTZRLTWA Z EAURENZY. WL DOPDRNA
AN B =B ATPIRGEEON) 7 — Btz b, 275
AV — LOWEEETIERITILT, ATITLT >
FIZEGTAIEPMONT WS, FEEE, &by RZ
FIIRS2BSHERTH ), THIZATPHAITHEL RITL
FERICAY A —EEEERBETE RV EZEZLNLTY
L. B, MDA TIA4 v FHTICHIEWICT LM
FETERPEONP o T0ELY, ZZFTIEHEshTw
LERRFEORXTITA LV TRTIE, FIXT T U FEHLB
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