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oz X, DAL DE g~ a7 77— 08 Clg 20 WL T Wnt &7 VT L CeFgesz bS5 8% L,
DARENEAZTHE T D0 T2 fi# AL 7= (Naito, Nomura et al. Cell 2012), #t\ T, A THIO Tl > 7 vt
RNA-seq fi#AT &ML L, DNA 815+ p53 > 7 TV AR 20L& #5552 L& L 7= (Nomura et al. Nat Commun. 2018),
¥72, DNA Hiff52EH+2% XRCC1 % KO 95& DNA HENERL TREDEAR TOARENFHEESNLHZLE (Higo,
Nomura et al. Nat Commun. 2017) . :[:fF DNA HBEIZ L > TR EREOIERIGEEBRE CTHITELZ L2 HEL
7= (Nomura et al. JACC Basic Transl Sci. 2019), =L T, BHEW REAREZ A T 20N EEFH TN D1 S HEGM O R
ZEREL . INNAAREARDJRK THHZ LRI LT~ (Yamaguchi, Nomura et al. Nat Commun. 2020), F/=~</LF 43I 7R
FEMTIND | BRHESFRIIAAN WS % TGE- B 200 DNA 2% JEL T IGFBPT 72&0 SASP ZihE 45 LA HLZ
(Nomura et al. Nat Commun. 2022), 512, ZZRIHINT A7) T b= SENTIZ Lo TR REBIC BT A A /By
T HEREDS DR T TV T A AME T B2 LA i#RA L 7= (Nomura et al. Nat Cardiovasc Res. 2022)
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7 DI EFE ATREIRtE R TR L TND, AR % eI CHFESILD DNA ~DRGEEE LML, TOBIREHREATRS
THEA D ZET, MALMEIRD —E (FATF AN ITHADINTND, LNLRRE, ZO 15 Wi T Re | A3kfE 9
HELAEIRE DB EIR B RIE T D, AMFTEIT DAREICEBNTT / AFe rlRetE 2 HilH 55 FIE AL, 20
oy FEREEOM B P A R L L DA R0 B BOGY Tifie— B LU TR 2282 BERLT-,

(55 &)

ODARERIEICRDLEAS TR RO INIIT ) MRS AV ZOERZE <D ATFHEE T L7290121% CRISPR/Cas9 %
A=, E-HIB O R BRI DM DT-DI21E 7 Lt /L RNA-seq/ATAC-seq CHEfIMGAA— 0 7% W, 55K -
728 DFSRERENTIZIX CUT&RUN % FH =, F72 iPS HiAe H S D A MR OFSREMEATIZIX, iPS DA VA /AR Z W, &
W RN CHERERI I FRIC DWW TR L 7=,

RS

OO 7 2 DNA OBEEBEZHIEL , 72 0 RN EEHIEH T 585 7 LMNA (235 B L, B R PE S
JRIRPEIC CZDOBUR T A BA R HILIRAL DA E A FIE T2 F R AR E LT (p.Q353R) . EL CEDEBEMND iPS Mz
RIS 58012, [A—Z % CRISPR/Cas9 CilE LI~V AET VB LT, 2O R~T AL A B RNYRERLO
SEDAREEFIEL T T IR L, £ LT, BH iPS AL OV B~ LAV T gH2A.X
Yot TRHEID DNA HIENERL CDZ AR LT,

FZTCE R~ A0 Uligz H AR L CGlllaz BEEL . > 7 /b&/L RNA-seq fEfT I8 LU 7 /LtE/L ATAC-seq
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B) o ZOHIRRLERNL O DB AR T2 FFEINC BRI T ZENE, B B~T 2 TIOR3 BRE X
NTCNWBEE 2L, EBIZV T 'LV ATAC-seq DT —H0 b, ZOMIBER DA —7 L ra~F U fEIkICITER B K
+ TEAD1 OiEABCHINIEMEL TODZENHBAL (K B), £7220 LMNA B F+EREETHLHMEIICRNT
TEAD1 DA 5 e, TR~ THDHE, TEADL Ho "V EITEE LVMNA BAE 733 —R 95258 Lamin A/C #2737
BLILITEBICRIEL TRV, EBICE R Lamin A/C #7378 L TEAD 3R BANTHE ST D2 b2 (X C), T
2B, 20O LMNA B A ENSA LSRR Lamin A/C 2 /B BNREKF TEADL 85I T v 7528128 -T
DR REMEIC B D DB R T OB L CORRINEE 295, LV TP E 52603 T&72 (K D), 721k
A% TT-10 Z VT TEADL I LD BEATETEL T2 LR A2 i TE 528 R L7= (Nomura et al. Science Adv. 2023),
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