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DAFES DOLAEICHEFET s ME & A O AREITERICHRT 2HEBTH L, TODTFHRFEIHESNITIE> TN
T2V, AR TIEM & MED S G LRERENOAFHRFOMAZBENELT, /705 UiiGEET VPR
BIEREET )N TAEEBIVERICER T 2 BETFEMENICHRITL ., ALAER THRANICEBINT 2B8EREFERAL
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TMEM100 3@ REEDFEEICBEE L T2 ALKL FRICET S Z & MilENEHR TR OERNL . i
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WDz, £/ 708 YRSME - HBELODREETIVEKR
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RVmct/L¥mct ratio =2.51 proteini00)
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TMEM100 OFIRIMiE EOFELFT & 0 F L <FEH
MET LT,

E7z, BREW & & IE R MBIk L E O R E R
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ALK1, BNPR2,Smadd @ /v 7 ¥ I THRITHIH S
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AHFZEYEL. 1974 FICHEER R EREHENFFRIEEL T
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A. FRHEN

DIV aA R—=3 ZABEITBNT, RS Bt REm &
VAT 04 RYRAFICBIEA DL AI——TH DK
i 8-hydroxy-2'-deoxyguanosine (8-OHdG)MY. HRAMNE
IMITDNTHRFL 72,

B. A AE
1 REFEBEIRE

DN AA K3 R BAE R OIE ¥ O B O
BWT, BEFETH D 8-OHAG HiEIC TESL R
BOGBEREETN, OYIVIA R— 2D BH OO
BT, BIEA R L ANTTEL TR EI NERE L7z,
2 MRBE ,
AT, HFETARMEZTT >
7= New York Heart Association(NYHA) class I ~ Il ®Di»
PN aA R—2 EH 31 fladRE Lz, OYILaA B
— 2 AEFNE, X 512 FDG-PET ME IZ TEROE T ET
g5 & T IEEEDH S 178l EIEBED N 14 HID
2EITHE LT, aB, BEOARL O & L TR
DERECMYER] 25 #l, & <IEFCHEREES (EF
WREZ o2, BT 2T 7 ORI LEEER, FRE
DEMMBORER) 30 FlZ BB E Lz, ab. FREE
DAREEFINHHA P4 dassII~V), SrERE. B
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WEH L2 D70 LT,
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EEEOH 20031 R—3 X (Active SAR)EEFI. &
it OV IV 34 R— 3 A (Non-active SAR)JEH.
DCM EM, EH OHEE(Contro)EFIOSEICB VT, LA
TOEEZZNTIVURTT Uz, D) ERIRIE & KBRS S i
WY > 7)) 27T, F 8-OHAG REZHEL.
8-OHAG MM TEEINTNENE I NERFTL 2, 2)
FRep 8-OHAG RE (REIR) ZRIETZIET, LYV
J4 R—Y ZADEHHOREICLD, R 8-OHAG RE
WKEBENGLMEDDERT Lz, HFEIEDH S50
WaA R=3 ABEICATOA RIEEEITV. T OBRKEY
W - BELRF 8-OhdG & 18F-FDG PET 0% {b%
LhEsRE L 72, 4R 8-OHdG St DEE{LZ ML R - RIE
< —JH— (FR 8-isoprostane, hsCRP, IL-6, TNF- )D&
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WTHRFFL 720,
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C. FEMR

1 BEER

R LICAMEOBEERERT, £, 5. BML L
BODGERRAME, fRSRHAMIE, REERME L T7F>
8. NYHA DAL EREE, BNP RUVEZERHERIZBNT,

EEHEOH 2.0 I R— 2 A8, BEIEORVLYIL
a1 R—2 Z#. DCM BO=#EIC£EE TE2RD
MoTz,

Active Non active

DO BATL 54

(m=25) (n=17) (n=14)
Ane (years) 63,4516, 7 G5 194 BT
Gender (M/EF) 1510 86 NS
BN (kghm®y 23 74:7.0 20007 S
HIZ (bpm) EENEIEN] TrO 142 NS
SBP (mmifx) TRk 20,8 10722171 NS
DB (mm Mg 6843 65670 NS
BUN (ma/dl) 241242107 7 NS

Cre (mp/dn A0
NYHA class T
BNP (pg/mi) ABR A
LNEF (%) 272183

#1. BEER

31522287
L ARAI0 S

2 KER(Ao) LE#IRA(CS) DL 8-OHAG RE DL
B

KENk(Ao) & EEFIRIA(CS)DIMIE 8-OHAG B DLk %
7”9, Control # TIZKER(Ao) & i ERIRIF(CS) DREIZ i
1% 8-OHAG BEEEZD N> 7z, DCM #. Non-active
SAR BIZBW T EEIRIF O 5 288 W ERNT & 5 72 0%
BEEZIEM o, —H. Active SAR BIZB T, Ao &
0 CS DHENEEEIC 8-OHAG BENE N> /-, kX
0. Active SARIZBNT. 8-OHAG VLB TR
FOELEEAINTND ZEIRB N,

3 OWILaA R— A, DCM. EEOEREEM BT
SR ¥ 8-OHAG R E D Lk

FRH 8-OHAG REEIIEH OERREN L 0 DCM # TRl
Eizolr, Fio. AISARBHIIDCM B LD X SICEMET
Holz. AISARETIZESDENKEN 2228, 5
IZIE DA T T Active SAR # & Non-active SAR B
WAHEL . R 8-OHAG IBE 2 i U 72 Non-active SAR
X DCM B EEDRD SN M - 7208, Active SAR #
TIIERF 8-OHAG BERIHRICLEFL Tz, LLEDHK
BEnS, EWOEREEM SR LZHE0 DCM #.
Non-active SAR # TORH 8-OHAG IBE LFIL, Bkl
RERXEOBIEAN VAR ER L Z LICRRT 2 &5
Z 5N, EHIT, Active SAR BTIE. HLa1 R—
ZDFEEE (RAE) ITXOBIEA NV ANTTEL., RP
8-OHAG EEA LR L= DD EEX 5Nz, ‘

4 AF0q RHBERMEOD 18F-FDG PET CR¥
8-OHdG BEDZML

Active SAR 12 2 X7 O RIGEDMKIL, (LEHEH,
BERETOY I RUOOARLRREDERERZRD 7 iE
BITH D, AFFETIE LROMEISZmZ L7z 14 FloaL
TATOA FREZMT L2, 728, &EEOER. &8
DF R e UIZER. AT 01 RSEEZES /- 34l
W, A7 04 RIBERETO T, HRHAE L, BEET-
214 B0 S B, DEERNRE OERRIERDNSE L7 84l
% responder #. BRIRERIIEEL ZHPHE L2 o2
%% non-responder B EEEL 2. TIFNHITBN T,
BEORI TO 18F-FDG PET #%E &R 8-OHdG 2
B %1772 > 7=, Responder # % 8 i TIX 18F-FDG PET
DI AAIT, A7 FRRATRICBWT2FATETL
7=, BEIF D 18F-FDG PET Tl OHNOERBNIFEALE
¥4 L /-, —7 . non-responder # 6 #fi T3 18F-FDG PET
DO ABITTHEL 2, BIE o7z, #EFHO
18F-FDG PET TILU i~ OEEHFAALN 272, K1 D
7' 713 18F-FDG PET X[ EFHICHEL ZRH
8-OHdG #ETH 5., responder # TITEEFITBNT,
BERNICEETH > 2RT 8-OHAG IREIIRERICET
L7z, —7#. non-responder B TIZBERZICTBWVT, R
# 8-OHdG BEIIEEFI T ER Lz, BEORERM G,
responder #. non-responder # & H1Z 18F-FDG PET £
FE LR 8-OHAG IREI/N T LIVICE L 7z,

Responder (N=8) Non-responder (N=6)
Decrease in the Increase/ne change in the
tracer uptake tracer uptake
100% 100%
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TRTOLYIN DA R—- ZEHFDORY 8-0HAG BE
1d control B DCM B+ HEBE L TABIEBETH - 7=,
ZLT. obaAa R—2 ABE% FDG-PET O£/R Ik
STHEBFEOEETRS TS &, BEHEOH D L)L aA
R—=2 2 TIREEDOR LI 31 R—2 2P DCM &
g U CRF 8-OHAG DREIEIERICEMETH 7. LU
FO#EENMS, DCM #. Non-active SAR B TORH
8-OHdG BE L RIIFUBREICRE LR L THD, Zhud,
BHEODASIIOBICAN VAN ER L Z SITERTY
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7o
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BEREOLYIVIA R—2 ZA0BEREFETI0ICHZ)
THDHIEDRBI N,
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C. MIEBR
1) TFAM EBEFHIR~ T 2B LN Twinkle iBFFEH < 2
IZHB1F % mtDNA O I E—EOEm

o TWBIN, ZOFRTHRIZ. T a2 FYJ Y DNA
(mtDNA)D I E—BOHERFNEETH S ERINT
W3, HEEEAT. 2 hI2RUY DNA 20#HE I,
Transcriptional factor A (Tfam)BE59 2 Z ENF 50
THY, Tlam OBRFRHFANLFEEBRETINIIADTF
BEELIUBTHIENS, TOBRES—F v hERd
HBTENRBEND,

FHFZTIE. OmtDNA JE—ROEMZDH DM, L
VEFU TICEET 500, QTOEFIEEDOLSIzb 0
DB, DWW THRETD I EZANE L,

©

MIDNA capy number

B. WA

1) BET IV

BYETIVEL T, BRARICKDEELKERY., Bt
k> + > METIVEIER L7z, mtDNA JE—#3En~ ™
2 & LT Tfam iBEZEE < 7 2 (TFAM)/: 5 (N7 Twinkle
BEFER T A(TW)ZH W,
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Senescence marker protein 30 (SMP30)/I i iz
WA T D5 FE 34 kDa OF /N IEE LU TRES N,
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BHELUTHEEL TWD ZEWRBINTWS, AT
id. BFEYILES OOX) ITX20HEEEETIZBITS
SMP30 OfEEIZRF L7z,
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1 2EBOBEMWD Y A, SMP30 RiEEKO)T Y
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DI I—RE T, SMP30 KO ¥ A1E WT I X
LR, DOX #5®OEEEHEE, AEREEQE TN
FOBEHEETH - /=0 SMP30-TG ¥ U A Tl EREHER,
EEBREERIT DOX 5 8ICELL 2d o,
Dihydroethidium (DHE) #6 T 5T superoxide B
EERE L, DOX % 5# @ superoxide B 4 1
SMP30-KO ¥ 2T WT v XAL0HEKL.
SMP30-TG ¥ AT ML TWi, 8hydroxy-2-
deoxyguanosine (OHAG) BBl SMP30-KO <~ X
T WT ¥R L0EmML. SMP30-TG ¥ A TidE/d
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SMP30-KO <7 A Tid#EM. SMP30-TG <7 X TIHK
FL7., TUNEL #eEpBkiimid DOX 5%, WT <
A EHART SMP30-KO < A Tid#E M. SMP30-TG
T ATIREDERD 7z, SMP30-KO v AT WT
Y UALD c-Jun-N-terminal kinase DU > E{LIEHE,
Bax/Bcl [t. caspase-3 {EHD LFH %D, SMP30-TG <
D A THHHE Nz,
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SMP30-KO YU A TIIWT T X EHE L. RFEUIL
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