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RNAR T T A 22 Z1Z5DDRNA L FINB0fE D & 2737 i BAERR S D spliceosomestZ K- THIM « FATS N D, I,
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B & DORMRMEIC O W TITERE N D7y, F 2 T & ldspliceosomes DR L [E IS & OBRIZCHOWTHRAZ %2 H
M& Lz,

(5572 & QN A (Methods/Results))

$9°. GEPIA2DOFT — & ¥ v F &2 HWT, IEFMEBICE AN AMERBRICB W TIHIOE VO spliceosomal proteins 207E A
E LT, Z D20 DproteinsiZiL, spliceosome® ERAERKIK T TH DN TV REEHX /X0 B O KERy H I g
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T, BDAMRER R EEZ > T D AREMEDVRIBE S vz, RIS, DDA EBIRD H D spliceosome DiBIR A B & [RET
B, BEHRIZ K > CTmutational hotspotZ A3 5 & i SN722758 5 T DH 2> H6fE Dspliceosomal genes % [A]7E
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UNSNRPD3 GO6VZE $ 2 HEK293T~ A U ZE Sk 2 EY U 7o, B BRRIZHFAERRICEE | IREER ST C L 0 B W s 7
TTHEC, (REARLEETH B OMMBIIEREO T NF AR LY b EEICE o1z, WIHEZ T 5729 1Zcell cycle
SRHT 2 AT o TR, KR TSR W CTERBRIIBH AR L 0 b ABICHMEN R o7z, BLEDZ & 235, SNRPD3 GI6V
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1ToTofbi T, IKEEREEEE LAk & A R & CTIINIB00FE DB T CRNAR T 7 A v v ZIiE W R T, £ DO#B
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BERAAL L THLZENHALNTWNWDLZ ENnD, ZORATTA LT OELIZE > TORPIDIEMENE/L LI a3 R
V7 OWES~HIEWHNEL TWAARENEEZ X T2, 2 CIREBREE LIEHAKELRKICB TSI b2 RUT0
FEREIZ DWW TR L — P — BRI SE 2 O CRlMl L7253, ZRMROFRBHAKRIY LI Fa v RUTRER
WO LTz, 72, DRPIHEAITH HMdivi-1Z2HE L, I har RYUTOSRHREEELLE A, EKEELMET
TOHFICET 2 EREOBBMEN S Y L EN, DT LA, SNRPD3 GI6VAE BT X - CDNMIL gened A
TIA U THREA L, 2 hary R T OBENELT 5 2 & TIERREFREREE~DIMME 2 #1545 TRt R Sz,

(¥ fH(Conclusion)]
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