Osaka University Knowledg

Activation of DNA damage response and cellular

Title senescence in cardiac fibroblasts limit cardiac
fibrosis after myocardial infarction
Author(s) |44, ™A
Citation |KFRAKZE, 2019, B/

Version Type

URL https://hdl. handle. net/11094/72492
rights
PUER/BWVWERI’H D ERABEMRRINAEEL
7D, EXICRATEORBOEN =L TWWE
Note T, EXDTHEZ CHLEDIHEIE. <a

href="https://www. Library. osaka-

u.ac. jp/thesis/ficlosed”> KR KZEDELHTIC DL
T/apE CSREI N,

Osaka University Knowledge Archive : OUKA

https://ir. library. osaka-u. ac. jp/

Osaka University




[Format-HO7]

X EEOREOBEER AN E

(RiER4) S8R BA

(k) i5 %

¥ K KEKEEGE AT ;“-\ i
e T Thom ¥
B & KRR oL X T

s > -7 7 1
HOO#& PNITRE ;} R ;}‘1 ﬁt‘“ LN

MLEEDOHRDOER

STEARANEIZ S5 1 AN NS & (DDR) DM bR IS A oM & LT <ML TE Y., EEMBOM

bl BV TH 2 e BSMEEIZM C EBEEN TV E—F T, OIEOMRAMEIZ B T 2 DDROTE Mg/ o
FE S TRV, EE LT ¥ ROITIEE 7017 0 TR DRI MESE 2 DDNAH IR 2 (DDR) A5iEk

LA RS E s TnA &R A L, X 6B Ui OISR EAIE L B Sy oA ko iz <, RECEE

CIE R O BT A LT B 2 2 2B G2 LY, F2-DDROEGME & Rk 4 it & = & ¢ O nIE
OMHA O TER RO 5N B 2 & S D EEHESEHIRIZ 451 SODROTFEME (L. I35 L USSR A5 DI HE L o B %
BLTWaLELZGH, DHINERDERE VT Y v o T AT RiBWOy—4 v » L AuiiEpmg ahl,
IS OEMRBREMICHTALO LB S,




[Format-P02]

moxX N E 0o EOF
Synopsis of Thesis

K de T

% sk A

Name
“o Y EHA Activation of DNA damage response and cellular senescence in cardiac fibroblasts limit cardiac fibrosis after
e | myosardialinfarction (LERHHESFBIGIZ 21T B DNAYUBIS E OB HEL & 1 E LR DASIIE R 0 LG
HEfLZ i )
MXNEORES

(B #9(Purpose)]}
O EE IR O REME AR T 2 LIROBRMEAIT OB OB E 2 R 27 DI HE TH 528, ARt ss) =5
U TR R0BCORERERE 2D, DIROBMELEIRET S A D= XA ESERE S TWDE—F T, R
ST E ST A A D=2 X A2 TEHM L MIZid A - Ty, DNAESEZ (DDR) OFEME{ L PR 21k i
AR & LCE<HBIT WS, IEENMTBIC ST, PSSR I - 28 MM kA5 Mk o Sia
Lzl a L 8@ER2INT WS, FO7R bk O OB ORI 3 o TORHES SR o HfE 2k
EOL S RENE R LTV ANERIELE,

CH s 7 B NI ALY (Methods/Results) )
EPEEIARE SR Lice 0 RLFBEEEF AR ER L, OIHEILHE o RS HEIERIRIZ B W TONMR AR (DDR)
OFFEACPHIZELAFEEEN TV LN E I P EIRTE L2, DDRIEHA LD~ — 57— T D v HIAXD g i Tl R
hf & BEIRAENE T v HAXBEHEANE D DI B3 A A I LTH T — o L e ofe, EESTH TO
senescent—associated B-galactosidase (SA~Bgal) Yefd TriBL R RN & FHIEMEINE TSA-Boal [BAEATIA A KA L Turi=,
F DI O AN O~ — I —TH HpHSORERG T Lz & 2 A, OHHIERLIA CHMOE— 2
Lo Tz, LA DA EEIEE Tt OMHESEMIE I 55V CODRDFF LR Ma BN HE A N Tk, &6zt
FLEHL OFREAY A2 ZE b BRI DDROIFHEAL L MR ABE L T A - ENFEEE ik, RIZ, BR<Y 2
A B L NEARHESEARNG & BARE U R R A B L ‘E’—‘ﬂ: DR HESERIIRE A3 16 Ui, i3RI B LA Ne 23 S8 B o Heia
2o W B S TREBOMIBICES S 545 S MBEENTV A, £ Phoyden chamber system# B
b AR HE S NG & 5 Do At S e & Ji—t pe LR i e B WG L= & 2 A0 IT IE B Otk 3 0B oo g 5l
B ERBRS adole, WIZERCHEMRAEENE & EEDEBEEFEMR S RAER L L A, B OSREmE
AR B O IER DR ORI L Tnb 2 0 b, B ORISR T S W A L TR B oM I n
HATEIMR L TW AL EBRPALMI Ao, ZHADRICHBO TR O ARE AR LTWAENT o T3+ —F
ataxia telangiectasia mutated (ATM) % OEBRAESEIEIE T/ v 2 #9138 LIMAELSTFESNIZC (D, X
LIRS COR MO EF OREAHESEIS O MM R AT 5 Z & R U, B#IC, AME~TF o i &
Hilow O XA HOCTHRE LR, AIMAT 2 RIA < 0 2080 TORHE RN O B RIS I & M0 1% o
HE(LORBIEENRTRD 5,

(# 4% (Conclusion)]
DA HE I B 0 ADDROE (L, B X UM O ER O GEBHMEORBEICFS LT a Z L 585
L0, DHEEGOERZVET ) ST AR B0 Y -4y b ER DR STRE S s,




