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Figure 1 Mitochondria-related molecular mechanisms of cardiac
aging. Multiple factors are involved in affecting the function and
homeostasis of mitochondria in the process of cardiac aging, including
the changes in the morphology, genome and transcriptome as well as the
disorders in the quality control system of mitochondria (color online)
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Figure 2 Mitochondrial fission, fusion and mitophagy (color online)
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WiT BT BS80S A ULIRSE, 2 e s AR AL
. ORGSR B e ERN ORI 2 —, 3
R R B R K n, St R ERT7007
NAZ s, R AEALF R A30%, H 2k oK
AR O el T O L B EE AR O U T AR i
AEHAR, BRI AT E B A AT O LR B 2 mT 5 RO
J13E .

T8 FH O IR0 U A8 3 45 40 A T e S Ak 5 Bl . 5
NS FROSHA R, BB RS AL —
R MRS TIEE, SRR RIhRERRNS, RE&5
RO LAAREBET. BaE N AR o e o ot kO L5 4%
Rk, BrEToRE Y B R, AR
i R 0L e 7 A (124 A UG T ss,  JF HBE
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R R (18 H F24~28 )i dn & B &', SIRTs
SENAD KA 2 AL, & 2R 1 A I
#57, AT UE B O IR ORY 7 R D E AL R, I
IO JULR AL FE VR 453 £ AF DG A5 5 i g . B T SIRTS7E
T 2 240 o 22 FDAE K i 7 T RV R R o 22 o0 EE L AR
F, IR RAL 2 KP4 T SIRTs R 3 2 5 4.0 UL i ifn 7
B R ER. g5 B EoR, SIRT3HZ Al i O
P Xof e L PR A 00 1) o e, LR o A 4
s,

25RO NERLA RS R AR T I QL
SR ML AR A, 34 AT S5 0o JI X gk if Ak B g
R, {E3053 8 & 1205 h R 2 fT 45 T E 1
S I T AL FER (1043 y T LA Sl /0N B0 I 77 A= R4 1
FH, 6245/ BRAR R 7= A R4 1 38 I et O £
AT 0 N 2K BT R AME E Tyrode sTE TR
(95% 0,/5% CO)HNITRAE IR Tyrode’siE R (95% N/
5% CO,) AR T 4, B 70 R, AR A L,
TRALER T 4 76k 0975 KB o o3 AL O UL AL I Th R
WEIETARE Y Sk i AL BRI 2, R
R JUL R L P8 R A 2R WL SR 2, 25 TR B (U N
BRI 245) % T 2 4 K B0 U 0 A R 7P 2 i g s 1,
TIALFR )OO WUER S 1 FHTE 22 45 F8 8 R IR 05 Pl RE S 52
LR RS R AL BRI VR TS . Tk
AR 3G Lo L AR 407300 B o R O P -t ok o o),
ot OO LR R S B % 1% B 1 CX 43 W] DUIE I 1 n &
G T RTEE, BN RRATPA B, 105 0% /N R0
WKL R EL, Z4E /N R B CXA3 R [ & 4K 40%,
PR T B AR R B 1 AR T RE 2 I 55 2 A /N R
P WLk i B AR G e ™,

22 RRLAFRA IS AR O IS

FURT, AU O i B9 £ Hh BN R A R il
BOIEIZET R. EZ N ERE AR AL, R& AT
O R, BAOIERRZEN, EE T 2R
RUARSCER, Wil S e, JEMESE. BEs
IFfaR AR, FomBEREE R, TS, fmC T
PIv A AR AR R R AR PR R Ry, B IR A 2L
2% BACH AL A L.

fE65% UL LN, BAPERNKZFEANK
S S0 SIS AN N\ 111K RV B~ S WY IR 2
& W T O PR A UL B A
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By 2 MRE S 4 Sy AR 2L, WOS ST IRAN & RS
F-ME RK R RE, FEOIF4EML. OIL
JEJE O UL PRI T AR BRI A B RS, e 51O
JIEEVR. WFFCRI, O AR S 1 MR B 3 52 AR ik DR B
A Iy 2R SZ AR JER A ks ERT gk /) B E JRe e R AR 1)
IRESE IR D, [F LIRS, b, O IR S R
3% 1 0 Wl 2 18 B 1 A DL (G a4 i /) B0 JUE HE L5
TRAA S, O LRI AE R ANLFYEAL, PR B R AT
AT T AE! . LRk T RS R T AT e A 3 EL A
Jife 8 BB A A O R R B SR A2 AR
TRBUHITEOL T, O VLA 3 B Dy i BRI e 7 %
S, JIg 107 R e AR AR 3 s AESREAA 2 THT, U2k
RLAR X ) 1 R I BE 0 T B, BORL AR IR W 52 214
120 AR R K BB e, BRI T T R
AR KR N 0 ] A 0 1 KT 98 1 8 0 PR K
B Lo JEASC o A1IBBE TS S C JULEH L B 7 A PP R 52 38141031, T 2
JI U P9 DR B o JFE Ao P BT A AR o LA B 2
RIS 35 52 SRS B B AT EE PR S
(RO LA PR AR AR D RE R i, E AR AN 28 2 AH SR
AR, NAD & S HE B ER. B0 R OV
Wrger, O R 5 HENADHEZ 3 4ALIE R il
V. 35 S B AR TR AT AR P e Tl P Y e RS BN AMIPTIE 3%
/N BB I 78 3 R BINAD A J5 2 7 T (i i3 /)
B /O I 1 28 A P 5 A (superoxide dismutase 2, SOD2)
WAL VS E ES150BERR AL A RE B2 40, ORI Jc sk
IR ¥ # ¥ (nicotinamide phosphoribosyltransferase,
NAMPT)A] Ul 32 5 O IFNAD 7K PPk E NAD 48 4k
RSP, IR DI RERERS, $EANNAD A IE S 7
128 FRO 0 LS 0k FE rp ol B B Y R
NAD " th ] i 4% 6 55 2 UM RIS 5 R A 6, FE4A B
JRIF /N AN FENMNFIF 70 R B, NAD 7K 1K &
HLERE RS E o w iR E ", Sirtuins{E ANAD VT 4E
W, e 2 SACHBRBE T P2 K. ESTZi%
TRE PRI N R R B, B PRI /N BR o ULSire 33
R RAR T ARHE IR /N IR, SR Sire3 B0 PRI /) B RN
T IEPE RN BAHLE, S LR LA B (lactate  dehy-
drogenase, LDH)/K-F-F} &, ATP/KFF#(K, ROS/™=A:1H
%, O IRERERS E R, X A R
FLAANAD A7 B R 99 S GE 2% O T8 AR T B
1) L.

JE SR AR o IR 1) — R JE e R 3R, X R AEE
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TE A B 1G 0 FA) [R) IR 8 P JR B AR b e I
JE AL HE S . RELPRE RT Ir AN RO 3 2, TERER AR
JHE TR rHOL R 1 1R 22 4o JUE 2 AR A AN AL 1) 19,47
ETREZONEF, B, FEREAS S G FE0E R ) B
TR NHE O ULAH R ZE L A A A NI 5 D e
HBURERS, 2R ARROSH A1 in LUK stk 4 7). 75
D--FL B (D-galactose) s T 5 2 B A v, il id L ALD-
galactose AL FE ¥ IR H & R B . & IR X & (high-fat
diet, HFD)K i fID-galactosestFETHFD A fR 00 3
e, WFFCE R, 8JHJGD-galactose b HE (FTHFD A f -0
DIRelans DL R ki ia T Re . BV FH R E, EEiE
N ELO MR DI RE, S0 E R, S04 AR T A
77 SN ERE K B 0 Th A p g,

2.3 AR AA S R

LR T 4 R I O T H AR S T A DR E B
— 5T, HERECNLAH L B B A B R TR
BLERARIRMEATP; 53— 718, 1 & ROS AT LA i 1
T 1K A T 1) R B O AT R R S S I R R e 2
TR, 5 B I 2R A Th B RS (ATP AR %
ROSTF =) AT A PR 40 N 28 T R &S RN A 1, AT 51
O IH .

55 Bl ) (atrial fibrillation, AF)f2 0 55 ) — b i
AER A, R LI 5 5 R e L e Y,
T T T LR PR Th RE RS 5 00 5 BN I R AR RN
BYIROC, AL EHE LRk R b B D) Re i) T
. ZRbiRRE AR X EL . mtDNATR 5 DL & mtDNA
BHERABRE NG, @ FEAIE R ERE L
O HHBUE AR AL ARSI AR I, 55 85 28 R A L 7
33 3 Y AR AT A RS 1 51, 7 ok
PRRE AR T, 5 B O by 2 2 Ak B TR I SR Ak
KPR S, SRR e Z, S 58RIk
AR S AL IR, 1R BE K AN B B
W, SRR R G LR B AR BRI IR R AL
BRI HIREAR, A T2 AR AR I 38 n AR T 4 P pHAE,
B SR I Na FCa™ R Rl
e piikfe BRI, PGC-1aih A2 gk
YR AR e AR I OB A . RN, A
# MIEPGC-1aFIAYmMACTE FRAK Y, 5832 S8R
AR AT LLAHIPGC-1a, 51 RCZRRLAA Th B8 5 5 A4 Ak S
W N CaT IS — REIR, RZ&E R BB

54k, mtDNAFE UL EAZ AL . mtDNAZEAS FIA6 51 5 5
B R AR A DG Il PR AR P BA BT ST R B, A A i
mtDNAFE VIEK- 5 s B S: 2 fAE ¢, B 13
fitfa B I &0 B B 0 53 lmt DN A1 7900~
165004% T B Ao B 2 18] 1) K B ASE Sk 2k R A= A 4 1R
oA g B R 20 55 L4977 bp ik Ak I mtDN AT 15 b 451
AR B E 37565, b, 8-FREEE A K (8-hy-
droxydeoxyguanosine, 8-OHdG) &DNA%AFAT 5
ez —, SAEEEEFME, 5 EEFH mDNA
HH8-OHAGHY H N A B 5y, $27~mtDNAR M 5 b
(1 2 L AR T,

24 LR KEE O S FEE

Ao 7 3% Uiy FHCo I 5 440 F1 T B8 14 2 0 3 2 1140 40 L
W4 FET Tk ShEERERS, & bl Firadk &% Flcs U5 B A8 4k
M Lh R, AR T3, & 774 far B4
15 I P 3850 R e T 89 (o A8 T 560 ) 400 0 3R e N
DL, ZRRLAR 2 B AP R R . ZRRLAR E WY =
W R AR R A D DA S AR U AR
FH IR T 1R i A2 A R R L) Hh e 281) = S ) 4 .

LRI T 7 P R SO R s DA G, A
/NRTACTS T e /1 fan B O3 i R Drp 182K AT
A RAAR E W, IR TACT S 4R AAR Th R e hg
At Sy e Y 78 AngITif S ) v I /) L
TR, Mfn 23k 33K RN RO LA R AT JE AR S HE K Anf
(IR FFHNH AKTHE AL, 1 Angllifs 5 090 UAE JE 4%
B A kiR K YME 1L FIOMA 1 2 15 2 i 4
il A B TOPATI A A, /N BROo AR 57 1 Yme 1 2 PRI
B mI s 2k R i A B HOPAL/K B, itk &b i e 24
HFEG AL WAL ST, TR R Omal 3 K m]
DA — R, AT 6 80 0 T e AN o o T 251
FECFEIRIN NI DR P I, 2Rk iAo 24
FH R FACEIG N, Bla AR & A 7K E R,

2R E W IE B AR O 52 AL A 31 AR
. RO ERE L OFENZ RIERHEMulefFRIA
MR R RE, R/ BR Mude 3 DRI AT 4 i 68 22 (K c-myc 38
1, SEPINKI1#RIA N, LkikThae 7%, ROSA K
Wz, NRHIEOEINREREN. MFRc-mycEPH v] PA
I Muletih 5 SEUFPINK L N 2RRKTh 8 AS Al
O IR A, P53 e AR 2K R A 0 ) 5 v
ZYME . P53IEE SParkin &, F#tParkiniT B &%
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TRZRLAR R T, TR Zhi ik B g, SB0LIhEEZ
. FRpS3, AT AN BRRTR 2 3R S E Y O
e s, 05 BEFUNDCIRIL B 5 T i,
i 3% /I8 B8 0o LA L Frund e 13 (R ] 53 35000 JUL 20 i 28 r
RIS AT RE R Y, 0 R R SR O ULE
. LR TR, A =B BRUEESZ /4 (inositol tripho-
sphate receptor 3, IP3R3)/K-F-Ft 5, Lo JULAH M A & AE 4T
FARU AN, RAR VAR SR R A rg st T ) 2ok
AV, SHERARLHROSHZER 2, mE
AngI 15 T 1090 i 28 AL LET A,

BORLAAR R A S A U S 3 a7 B A
. fEmE A s RUR A s gt e %
B, ZRLAA AR ) A RS R o 7 56 g T A T )
WA, n SR S 3 AT P AE ORI AR . Angll
75/ B I O 3 A A rh AR AR A R A BRI
Ppargcla, Ppara, Pparg Mk 3L ¥ R M.
T A0 B O AR T LSRR R R B, SR
OEEBEALL, AN hZRAPGC- 1071k 7K
TR AR EE AL R AR, HIE
O RAAH L, 0 BEDRP-1RIAH N, PGC-lok
ji?)azl/l\[lsu.

FECIERRAL R, 2RI S 7 5 2 — 1
P L eIl S RN DO R NS GRS = W
LRRFATEO RIS, HRAREEH27M2E
ReE RN ZE R RAED. —RERIGIBEAN P B R i
Al E AR EERIEIE N, NRIIRREIOXPHOSAH
KEARBWAD. X RPALE L ) Z il i,
R AN TG 7 2 S o o T A A 52 IR RS0
TSR T B R I 0 U BT A 4 i B 2 T AL Bl
SIRT3/K-V-F#AIK, SIRT3dk = 2 il LU & 152
5] 5T 21 44k, SIRT3 I 334 W] LA Co JI 4T 4E 2
M rh £ bR B FE . K EEHTFT I RNAD K
SRR ZORLAR L A 2 AR O i B DG B
YEH]. NAD' R Ll ARANR AT LU ik 30 5% fig 7 1 42 Ak 11
AR, BB kLR DhRem = AL LR E
% AR STRT3! .

3 ERRRLAR Bk O T AN B T
kY

FE B L8, ORI iR T 2k Az
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A RMTAE LA IO IR i) A7, E T HES)
T 2 0% T B ) B R4 5035 56 22 R OO JIE 5 05 T R
R, OIEEELRARCH, iR R AR R, W
LRI A RIS SR R, A8 5 A% G B AN 2 R A4k G
IBDNARAE, 4RI LPLAEATAE 2 )k (mitochondrial  de-
rived peptide, MDPs), JFRZERIARBEHAREZ A
JiTAl.

3.1 kiR

NAD 78 O T 2847 A AR W 2 58 3 3ok e v i 39 o 22
YEH, it ¥NFENAD R A4 BIENAD R ) 25 2. Bk
PR (STRTs )25 1 TN AD A AR i Fa 4 7T DA 0 i
Thfg, 1X—1E M CAES R b 8 B B6EDT . ZE IR
R, ¥ FENAD RIANA S R H A EliiE
A e H2 mINAD KPR b AR E AL BRI E 11,
B R R i R e S b N D = Y R = G
It A FENAD 5 —RTANR A AR BINAD 7KF, [
IR N USAE I, o8 3 3 liktsifb, B H w5 A ik
NREA BTS20, AR K I B g
(K NRSE FH o0 226 7 19 11 PR B AL X B 50 % 1,
NRZ){# 4= fINAD 7K-F-34 hin—1%, H I NAD 7K 1)
FEXT 34 05 471 Jo AL S A A% 40 B 2 A A P T e 14 i
NLRP3H 5 4 i /M 2 i A AR 7,

WIFTSCHTIR, SIRTs/ENAD WM 2= 2. e A g,
MR TNAD & k. —LeiFE R, — & 54Kk
AU B IAE O, FF HLBE 32 AR 0. 78 KBRSk 1f P
TR R B, SIRTSHRIE 771 (1 22 7 i vl LU i 55
S AWML EIHSIRTIAISIRTS, 23 OIhAg, b0
WUREFE AR Y, 2R 5 2175 110 K B0 U 2 e A6 7
vh R8T T DR AR A 0 B EE M S AT AR, IR
WF9T SR, AR AT 2R bR & I O B
A0 JE L BN RZ 20 e R PPARY FISIRT L. 24 FR 95 Al
RN il BN = =22 bl 75 k] NN A i/
SEAIPH — % (malondialdehyde, MDA)/K 34746 255
w35 F B A TT L YA 4% SIR T i 2274 K7 K
EHRBLOIAYER. fEigshidfEd, SIRTIM
SIRT37E Lo EH RIE B, 1@t FOXO3afk #1115 51l
%, B E A Y S A A E AL AR K, R AE O
U f4 4 AU O,

B 5K 2 R AR AR 1 o) — 2% B B I8 S m TOR I 26,
LA 7R 0B 2R L HE 220 B T 2 7 T A Cpli
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ZHEFCUESE. BIAE @S M H mTORIA RS, Wi we
ORI A I /D, ISR AR A, X —id S
TN N 2 O I AMPK BRI A . 72N
KO AT 4EA M SR, TGRSR
B AR A AR kS8, I B8 & kAR
FFH I RE ") i T3 i E X mTORC2
4 F AT DA A AR ey T IR R, RHE 0
KT R INE R IRAADL00L, i HXmTORCI
{14 i 325 20 P A8 L AE A 284 1l mTORC 13 4 11 [ B B S5
B oF i AR AN % R G EN 1YY Bk T R A
FLASL, R E PR T DUE A mTORIE #% & %
PiEZ/EM. T mTORCIAEE F7 Al 5 & BN i
FICBAER, BN R B 5L PR ) o a0
mTORC Ul B RAFPLREEAE . I IR, 20
HmTORC1HIFRIE K IR i B R ok i K, iE
—BIAE Tix— AN, KR E R, R
% LR 1) P4 e R S 1, 0 R, o5 KR A
AT TR IhAE, XL T R X 4R RR I 1RO T Th R A AE
G0 e e B T B O, R AR PR X O
PRI R VE 2 B 5 0%, B AN R ARt B
INERAEZ3AN A MR BRI R (P R R D
40%), B 2% LR ) 2 0 e b AN RO
R, AHECE E R GO LAH B K AT O LA 4
oy RAE. ZoRifRIRgG . SkigEsE LR 5 A ok
MbR B, (HTEAREE /N B AP 15 % R B ) e o o ke o JUE
W, R E RS R AMPKa2, AMPKB2HI
AMPKyl mRNAZKV- 835 AR, SOIR S 5 R (fork-
head box subgroup O, FOXO) it %4, WiBCL2/
Jigps B E 1 BAR HLE F 8% A 3(BNIP3) R A S B 1
BEE3B(MAPLIC3B, X FRLC3) i, {HIEHEMEZLE
NER AR AR X — ARk, DR i B PR S R APMIK YY)
WO IE B X FOXOfE 5 38 B 1 1 4% 5 4R kAR 57,
I B LR 1) 4 T 1 SRR AS R R AR 7T BASE M —F
T OO I AR B R TR/ RSB Hh ) L2 R IE S
AT /N BRAR B, K HIHEAT R TR SR I /N BR R 2 LR
S o o A A PO PR ) S A

32 LR BRI R

oy RENTIR Rt Il P RS B O N E e S TR LS
P2 A e E R R B, L T LR AR & 5 )
R Rk B UL B R AR, ATUABOE AR

OB TS .

MR, i 2Rk 7y 24T LIS AR O LR i/ i
VEER 7. R AR o 24 FIMidivi- 1 7] DL 3PSk
L/ /S B R o USRI AR Y. 5 Mdivi-128
fel, P110t ] L@ fH1EDRP1 5 DRP1 52K/ 24K
(fission protein 1, FIS1)Z54, A St Hf| 2 ki il
SYEL, JR/ANOBETRR, R IR A O R O e
SR, 105 O U AEAR Y 3 5 P v 4R i etk 3
ik P9 ¥R S Midivi- 1 AN e k2> O JTURE FE T AR B 4E R o0
AEThEE! ™. EAEsk, WRICEANIIT R T WA R ) 7
Drpitor 1 #iDrpitorla, H AR T-Midivi-1%/Drpl GTPase
AR A SR 2530, 76K RS AL e
T DR 35 o 6 o U FERVRE V45 105 39 1) s 3 Th el 7Y
AN, A KA T GDF11 AT i id TGF-pAZ AR5 5 it
PR LRI ARR G, AT RS 8o JUE 1] 70 S5 48 R 7,
T TG 7 AR ™ i 5] A F
IREEH, 98 R AT I I e 2R R il A B FTOPALE 5 il
e e R LR R IR T AN T RE, e RF LR ) 5 5 - 2
K A 78 )i T 48l (human  MSCs, hMSCs) A7 i
7], $2 TFhMSCs o0 H A5 o ML R Va7 28R,

IR W 52 5 R A B3 ok A 4R R0 T
FRGRA. RO ER, Hrof 2
] 25 R [ W K 259 1E A TR SR B R T R
PINK 17 5| G2 b A T RERERT, 2 i3k 5 2 AH O
() — AN ERRAE. DR R KR Parkinid %1k 7)1
IR B P LR LR RN E AR, TR/ N RO
ZERiiR EE, R Z SRR O A TR g,
ARSI i o] e o LA B, ol i o LA 2
LA T T RE RN 32 2R 7 1 W R 4 o 3 2 i R A
O Bet T R 0 WU B B A S 5 i
PPAR/FUNDC /£ Kk F W@ B A 8. 252 e AR BN ik
55 H5 FAE A (coronary artery bypass grafting, CABG)[H]
SO URE B 25 25 R i I P B 95 A TR ) /N B A )
RIMPPARIZRIE T, HREZF MK ZPPARY & .
FHIWTFUNDC 1™ 5 B 2R 5 Wik sk 2D o0 I Sl 1 7 2 v
G R B P T, ARG LA SR PR 2% th T
WO R R AR, Hetn, FUNDCL R HAEEA
FBXL2JL A 4ERF SR I B RS TR L IERRAS, WEA
I 500 JULARS PO 7 [ 0 U 70 PR B VA T A0
W, BN 5 B D) [F) % 12 44 (sodium-glucose co-transpor-
ter-2, SGLT2)HIfill 7738 sk A4 g F i & 22 40 st 784 B
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WL, 920w B VAT T RE T Bngse. BT, 6T
SGLT 240 70 B s AR AF 78 2775, SGLT 24001 351 4 )32 i
AT e 2 R PR R R R o, T LI T R
AR O I S L0 S BB A B R A R, L 5 0
SIRTs. & [ I A0 45 28 ki ok b & 0 4y R A
SIS B C 2 £ 25 7E SER S AR A o
o A T S U R A 1 W AR R AR, (R i
2 RS Bl R EAE AN BRI O
LHE PV £t — R R,

3.3 LR AACRIY

1EIE 2202 45, O KESI) K R 78 5
R HPTEANFNE T O EZIE, WEFQ(coenzyme Q,
CoQ). 4EEZE. HidA MR (vitamin C, VitC)HNIB-iH =

I eI CoQARE — i it A7 £E T4 i R £
e R, AR ME BRI S A QB 28 B

TERG, HrRsREE. BERER. 49
VTR LIMVE B« 1BAT 1 UL IR T A1 22 3R AT
PP PG, IR IR R B S T A i s . R =
P MR E LA S E R R &, sk
JETECoQLORT fe A7 Bl T-FEAK O J1 32ty O 5 BB AL
JUURE B 45 0 065 576 1) 2 2 2 U,

PNEZ U7 R TIIW &2 N i BUN 4 = 0 e e e N
2 AT DU S I A R BA R P A R B R K
S, B IE AR B S 1 PR AR R BT R AR
AT TGV 5 TR 2 W A4 T i X0 1 )2 T il 2D B b A T
ROSHIF=AE, DA BE ) 2R A4 (1) P A5 =2 B AT
LIS, Mitoquinone(MitoQ) 2 —Fi kT2 /K P = 2K
FE [P (triphenylphosphine, TPP)HY 2R RIAARHE 7] 1 AL,
TPPPHES T2 1EMitoQitE N KA, R 11 b2 Lok
PR EA R BEFCRIL, 4 FMitoQ10 7] 4E
Gz IR R R M e, oG N B2 DR, #ail
FULAE O i — 2 SRR O ML P B Th B R
R R 72 th 245 FIHE 2. Mito-Tempol 5 MitoQ
HRAME R ML, — Fak AR, Bz s 1L
“AMito-Tempol-H, /£ 470 fig 5 it A A B 7E FH Y. Mito-
Tempol P8 ot Pk 52 151 Wik = 4100 i {6 5% 255 i B A LDL 5
SHERMMTE AL, BoE A, SaEshkos R e,
4k, Mito-Tempolis 1] 3 Jeb 425 i1l 28 i A4 Ca™ -1 A1 417
] R BT 2 2R RO Y, IF BT DA
DN RROS I = A, B O IS 46 D e
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ka5 Elamipretide(7FF%SS-31, MTP 1318{Benda-
via) e —FET 2R AR EE [ DY K, RT3 N AR e,
B EEIEMRROS, 128 i TP i g AT H 1
HA, WL RAR TR ROSHITE R, K BBk i F
VERSTY A Elamipretide i Ab BE AT 5 35 PR AR S il P v E
FI L WUIR T B, SRR AT 7R — T
TIs R 70 & 3N, Elamipretide ]+ 8% M43 250 FAR Y
I BTS2 R AT, T4/ Elamipretide 7]
PR AP oR ™, T 2 5 — R AR
K HLBE D7 I TR ) i PR AE 52 & B, 18 H Elamipre-
tideVR 7 1 B FEAJA I 2 S 004 A S AR R WL i
2™, I TR 9T R B Elamipretide a7 8 8 W] LAY 4
ZENRBIEARASNIRA, Elamipretide?E T 423K
A T F I8 2 AR S O B . s B i
FNRAEARI | 45T Elamipretide 7] DA TR i B X £ 51
RO ERR R, BRI, LS s & 1
PR B MR LER 2 1 455 B Hl (cardiac myosin
binding protein C, ¢cMyBP-C)WiR A1 FEES-2 Mt H
ik Sy 12022081

LWL T B A E A N ) B3 P, ORFFER L
AR (1) 54 1A B T FRAR AR, I8 b Lo LR
1, DRIIEG A 27 38 0 2- sk P e e 147 AE 0(TC9-305, AEH T
LR AT B S S 1P PARP1IIH I (Hn3-2
I I 20T LA % 4 L 37 1k % e (mitochon-
drial permeability transition, MPT)i% S ISR ZEHN 157
(—FE F #5672 (A TSPO /N FTRO40303° (g
RYER AT THHIE. TR S s AR MR F B 1) R,
XLy T R 2 BN R BEN I R TT KB B, A
TRO40303FIIFE W ATE 2L QU SE J5 #:2 PCIVR YT
fi B eh T e I R 36 0%, MER R B W R
PR 210213

34 ZNAGMIIDNAREBE

K % BE S A SR R AR T A7 fEmtDNA
AR T A LA P ] g sk kA P TN B
mtDNA LR L5, o] ) FH A S 2 A0 1) 238 1)
mtDNABHTEE, & HTmDNARAEE M 5.
F 15 FRNA(guide RNA, gRNA)GERF 14 #E 17 £ hr
1K, 2 \JCRISPR-Cas9 RGiAE F T 15 E mtDNA S
A2 R KB R T R T K % i $RNA K mi-
toZFNP' I F1mitoTALENZ A 735 1) /s LR B ik
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HR I ) 2R R [ ZFN IR AH 595 B (adeno-asso-
ciated virus, AAV), A~ F Ja #6000 2100 I 20 21 58 A8
mtDNAPKF T FE40%;  J5 #5555 1 e bk i
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Cardiac aging is characterized by cardiac functional decline and pathophysiological myocardial remodeling over time, which is one of
the major risk factors for cardiac diseases. An increasing number of studies have elucidated the critical role of mitochondrial
dysfunction in the pathobiologies of aging-related cardiac diseases. This review mainly focuses on mitochondrial dyshomeostasis in
cardiac aging and summarizes the remarkable progress in understanding the impacts of mitochondrial dyshomeostasis on aging-
related cardiac diseases and the potential perspectives of mitochondrial-targeted interventions and therapeutic strategies for aging-
related cardiac disease.
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