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[BH] AA0E, EFHIAEE~ 22 N L AIC K D ARG ERAZEET A Z LIk #ET S, TNHD
—¥hiX Driver Mutation & U, IEEMIA~E 2L L TV S, BNTRZ > T\ Z OB R EE TP
DNEF DB NTHENIIRAE L 7o > TOIRAEZR 7/ 2ARZEEM: Genomic Instability & FEA TS, Fox 13BIFEE TlC
TV RT (v T 7 H—ThbH KDMbD OWHERFIZE Y | MDD h T A7 V7 h—AZ5E0RB 20, DNA
DEFUZARDNIND ZEnD (B NV R) | ZOBEREDNTERITENT, BAMDST ) ARZENE
FIEEZ L, X VEMEEOE G~ 2L T Z 23 LTV 5 (Komura et al. PNAS 2016),, AHFZECIE,
Z O FERFII RO L | BERA~OISHORTREMZ LN T2 2 L2 B E Lz,

[5iE] BHERRAIEGR CHDRNIIRBATO, Y Yefafk hica— REShnd e A hUlA FULEER Ch D KDM5D
i, EHREI TS mRNA UL TORBME T, £72 KDM5D ERE L~V CIEA LN PRI AR TH D
Z L EERORNIIRA A FFPE KA % Fv T, Fluorescent in Situ Hybridization (FISH) (Z &5 KDM5D locus
@ deletion ZHaH T 2 FEERRAHNT LT-, F7- KDM5D deletion (2 L% DNA A b L A4 H T HRFD
fIRNT DT8OO in vitro, in vivo FEERREREE LT,

[RER] BINZIRAS A SHHEA T T L 7= FISH Bk 5 5, 11% (8,775) 128\ T KDMED REDHERS L, SHIT
ZDHIHLDOIFEALERH] (1,/8) TEALZ Y Y AaT N b OEMEOEVIEE TH -T2, DI Lnb, KDM5D
RICE. BN A ORRD TEMEEENE N T X A T DD = T 4 7 IR O—>Tdh B AIREMENE 2 BT,
KDMB5D RIS TIL, FIRANTRAE L TWAERIZ R L RI2L D DNA & A—EER O 24853 5 7=
ATR 7 FNA~DURAFRE Z > TE Y, genomic instability 723 BAEFHIHL TWD Z LM L,
ZDZ &b, ATR PHESKC LV . DNA LA b L Z~DiEZTHIE T = & ARSIt A HE T 5 ilREM4
Ez, invivo \IZTEDOMBEERGI LIZzE Z A, KDMED DRI LTS IS RRFL A 7 FEEHEHE O3k 2h 8
D BTz, ARZERRG L. KDMBD R&ORHS, ATR FLFEIKOIRFENRT RO A A~ —h—Th 5 alfett:
ZRLIEZBOTHY, Zhz b LI Precision Medicine ~Di A BIE L, 7/ AER TR S N5 5 1R
FT v a DD LR D AR E b ORI Th D LB X TV D,
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