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Abstract

Heart failure is the terminal stage of various heart diseases, and its pathological process runs
through every link of the disease. SIRT3 is an important member of the Sirtuin family, belonging to
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the sirtuin family of nicotinamide adenine dinucleotide (NAD*)-dependent deacetylases, which is
subcellular localized in mitochondria and is highly expressed in the heart. Epigenetics does not in-
volve the sequence changes of DNA, but genome-related functional changes, such as egg acetylation-
related SIRT3, can regulate myocardial fibrosis, myocardial hypertrophy, myocardial apoptosis and
other pathological processes through various pathways and regulatory factors, and have an im-
portant impact on the occurrence and development of heart failure. This paper mainly reviews the
progress of SIRT3 in each pathological process of heart failure.
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1. 518§

00 77 3 vy i DRLC R 5 R B D B8 S 35 T 5 LS P 0 28 7R 48 B ITL e 0 2 40 ) — PR SR G AIE, IR 2 2E
F IR PR A, 5 S B PRV B, 2 S O IR IR B [1]s B B AR
PR S SR AL DA™ F R R R AR E AL DA, R B AE O 4. O
JULAE S« (CWLIR T255, X S B U B 28 T 0 1 i AR aa 24 [2] o O IE R —MREE R R MM, L 90%
DL bR R E AR PR [3], ZRRIpR S T O A BRI =5y 2 —, AR IR LR U 4E ThiRk .
Sirtuin-3 (SIRT3))& T WMLz AR R4 — A% B (NADH) (K PE I 2 BERE Y Sirtuin Z%, WANME 2 e hi T4k
hifhk, TEZMAL R RIEIEAE DN S ERIE[4]. REALERIEAKAE DNA FAIELLR, d@itih
BB ARG IR, SREEMAE R M FRIA M DRe, HohdHED OB OB A E . BHETE
HREWMRER, SIRT3 ALESMIREN LU 4ELL . ARSI TS50 B R TR, Xt
O RAE . RIEF AR, [EXRLERF, BATIE T SIRT3 25 LBALAE 50 /75838 & Ff
o BRI R A Y — R L, TR B R T e AR ISR T TR TIE

2. SIRT3 HE AR

Sirtuin K AL$E Sirtuin 1~7, A Sirtuin 3 (SIRT3)& SIRTUIN FKik ) — & 4B EE[5]. SIRT3 7
TG ifk 11p15.5 Hi ki AU [6], HH 399 MG, AMATIRe: — N KMY B2 S NAD &
B, —NINHEIEE SRR AP [7]. TR, NADMKHE SIRT3 it 2k e N R 3% DY
ANLIR8]: 5, LAY NAD LR 45 A 7E Rossmann 378 FIAE LS & a5 it 2 Al 348% h, fi
P S ML 5 A NAD* 45 S 3R Fa5E . SRJF, NAD* R % 36 70 %175 5 1 DAAS P2 P iy 5 B ZE e
BRI K 048 BEfE, XPHRE NAD* [ o-TH 5 R B SE R Y, BB FEAN) CL R T LA E %
PSR BB A SRR Bt . SR L AR E5 72 B NAD* Y] ADP-RZBEHR 3, I 14 Bt A ok frie DA
NAD*Zfif; $:%, CL1-O FiEmt Py RAE RS His 224 HHE B N A XA afE, HiE T
BEI 2'-OH FEFINT O-Je Mt fiic A4 Hh [R144 (1 W e SRl IR S A% B s dedia s SO R TAA B v A 1R 7K 401
W, PEA L CRAR I B TR 2'-O- LBk 5E-ADP-12 0 . fE NS, fEERAP SIRT3 WAL (V1, QINT47 Al
V2, QINT47-2). SIRT3-V1 HAF 142 MR LR iAE AT X4KH SIRT3 &4 44kDa [
EAMRO), fELRRFNG, B8R AKERME—1 28 kDa TS MERE[10]. AFHEIZ, SIRT3-V2 kH
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SIRT3 FE K 1AM T FBEER, 7242 T — P = gk (488 17 37 &) 1 25 5 [11]
SIRT3 V¥ S Fh AW B, I Un2RRiAAR S F1 25 . B AR AN 20 3ok S8 AL LB B2, B0 SIRT3
TEPRER T A 5 2 B R A 5%, B EREAE [12] A0 L [13] B AF[14] FFME[15]) A fh ZaB AT Mk i [ 16]

N
&,

3. ILIERMIBREEZHEA B

RMIBAL Z A% O R IRTEA SR TE/E DNA P ARG LT KA R R RIA R L R [17]. R 24,
i DNA H3:4L . RNA FIEML . RNA T4 Z/MEENL . Gt it Rl et i 3, HE B mss.
BE[KZH DNA SR & H R Y oz /ME, AE ARG ER B BA . o 0HE A AHE H2 AL H2B. H3
FIH4. A H2 A-H2 B 7 3RARH H3-H4 DU SRR sl 8 B )\ Rk . A, HEAfEEE KE
IR G EM, BRI, S BERRAG . V2 340 AOREEEAL DUK R I BB AL AN T Wik o X 28 4E
M AT LABRZI b e AR DR SR K 2k, I 550 B AR OC[18] . Bkt 2 i A b — AN AR )
ANFMEFIHES 520 2H 25 1 -DNA AH EAE FH R AMEFE EAE R, 580 T Ui 25 8 30k 178 A0 [ 19 AT 51
WL R RIE, APl A LB AT O i 5 TR I B 7T

HARKE, HEA X BB (HDACS)RIZLER [ £ B4 FE B (HATS) & P 28 5 22 (1) SR LBAL 1B 1
EATERL VAR PSR R R R (R S . E TS SRR, RRE SR 2 A0 HEE AR Y 2k
AT B AL IR BN HFpEF A J I —FhRE il AH S B, LI S B0 I UBRE AN WA R [20] . th4b
g 107 1R 368 3 A 1 8 1 A K ST SR Y A 0 R 40 B P A A& B AR [21] - Chelladurai P 58 AW 5T & BI[22], 2H
A LB AABTE M3 ik i  (PAH) FIAE G AT O 3258 (RHF) R R L A SR, JF HAeTXT A&
LA AR /N oA R o YR IT OB R . R84k, £ O IhRERERS . PH FI RHF I TEST 24 Qin
2 NAAA[23], $0H] HDACS BGE HATs AT LM CoUIE S i & AR AR, AT B T LE BRI o I
JWITER, SR,  H ATx T ZRE A PR e U JE b i B AR ML I A E A Rk — P . SR SR A
[FI R, BRI, 0O K bR Sirt3 RN B0 O IR FE RO B, R DL 25 386 im0 I 2 R 7 2 1 1 2. Tk
K, AR A SO NE LR AR Th BE =25 B 52, 0 IR e D 3 R N . R,
L RLAR R [ ZBEAL I A & T 8000 I £ b7 A T fi o 5 RO B AS RS9 () £ R A [24] . X —WF e 8 SRk
% 1k W R, 2B O I 0 AR AT SR TR )

R AW TR (HDAC) A& — R MUBAL T T, B b 219 AL AR 1 sl R 4 2R (1 0 R B R
BREE R 2Rk, DARIE N I At 3 UL R 1 Rl SR 2 DNA J3 31/ 5 DX Ssloke i 1 2 (R i 53¢ [ 25]
SIRT3 1A Il BAEA L LBUEER R 2 —, ERPOIIPLH 2224, OF KEWREN,
SIRT3 n] LLidit 2 Z Bk F - 350E AT s B1 (LKB1). Xk 1 3a (FOX03a). FATIFIR LA 2 (IDH2).
SR E D (CypD)~ Ku70 S5 FH G B R4 O AN S 32 O WUIE K . IV AR a2 400y il P B 1) 1)
FEH T/ T 08 R A S 38 (GSK3p). FOS/BLG S 1 (AP-1). 1555 S KA FWIE T 3 (STAT3)SEHH
KIBBKCE O 4EL. IXE R S O ) 3 vl B YA G

4. SIRT3 5L AR B RN S5

LRI IE IS A G R T S, AL TRLE - 2RI — I AR KR B ) 24 [26] . ZeRifk
(IR A Aoy 24 R 2 R HEALAR ST B J1 B ARG GTPases F A SHI[27]. (EMFLE R, LRkifkohE
(OM)FI A JE(IM) P Fit £ 2 23 591388 i 2ok Ak i 45 2 1 (MIFNIL AT 2) IR e 22 25 45 25 11 (OPAL) /3 19 [ 28] 4
AW B IR AR E A 1 (DRPL) [291F13AR B 11 1 (FISL) IR HE[30]. ZRkifksl 112 2k 1 S B L b fA
WA %, MHIZRA T RE[31]. SIRT3 AL I RUS T I 2k U AT BB AR B A4 T R e i Al O ) 06 2
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] () SRBEIA T . A HFFE[32]3R 7 OPAL FI{E N SIRTS [ EBHE L, FEMBIN AR, bifkas EA
OPAL TEL I i EAL, X PRI IR SRR T iR E I GTP B PE. ZRifk 2 4 BEHLES SIRT3 G2
il OPAL % &Mk, #emH GTP BgiGtth, MMM T EkiiAsh /1% . SABF[331R, B OIF
A0 R SR ZR R RN, 51 RO AR A R A A R AR EL . Zepifd sz k> AT caspase-9
P, AHJ2 Sint3 i BERIAIRSS 1 RARA, NIMIRE T ZRAATRASF OIS 7. Ak, XDt
FGE RABAUESE, Sirt3 i 1B 4 AMPK-Drpl @ B i 28 bR AR . AR, 24 AMPK P (140 il B ] 21
FrigaS 7 Drpl, AIMVEER T Sirt3 XfEobiiAZAR 4MmIfE - . LSRG, Sirt3 g9 ] §E il il 55
L RARZLAR TN AMPK-Drpl il 1E 5 44 R IE G2 K FE ) O IE 45493 A Je A 38007 75 I SFE AW 9T B [34], fi#
IR ER -2 (UCP 2) i ik i) LGS SIRT3 AT ek Co LA HR 45345, GRS A gs i FIThRE, 1
Ab, AT DL O NIRRT 732, FRRE bR RS, JFH UCP2 it RiA v LASE mAi iy SIRT3
(12215 F1 NAD*/NADH LhfE . BHith, UCP2 @i 75 SIRT3 MRAME M, S50 N0 AR
BRI KRB )%

5.SIRT3 5 &L

AL PR TR S H R ARG bR, IR PUEALBI R T, A AL R AT REXT AR I 2R 1)
REFNZE 1) SE B PE = A AT T REIA[35] 75 o JIE L AAI R0 7 308 v 3 B A B A2 rp b 5 B BL/E FH [36] - Peng 55\
WFFE T [T RN NEBAE I & 0 1588 AR P, R R LCZ696 (V0 EX b 4t b 1) ] LA i 45 SIRT3/MnSOD
T PR R 77 A 5 T (O RO VR R, %250 O S TR 9T S I S0P 0 1 3298,
FOO MRS E 4y /2 it SIRT3 MKtk iz 25, R SIRT3 nJ 277 0 /I L s . Tomezyk
MM %5 N R IR[38]F %5 25 P F#AIC SIRT3 ik, B O lE Rk 4 medk, SIRT3 R DLk i 78 A4k
VARG 2 (SOD2) 1) K122 Al K130 ZMifkR7E, LKW1k SOD2 & 7K PRI R A il 2 R Ak 28 AL,
i, B L B B 2R S I EE AL RD I AR A . kAR IR A I 5 [39] & BN I K 41 7K R A (TSC) il i
SIRT3/FOX03a/SOD2 17 5 i faf 42 A ) 25 FHE Y (OGD/R) JIl 8 1) A BRI -Ca UL 4 B (HO.C2) 400 i v 1 4
(ROS) A —FE(MDA) KR, HEY BB SOD) A Bt H K(GSH) K F- T, mlifs: SIRT3 F: A Al
BHIT TSC %} OGD/R #li#% HOC2 4Hu Pt AL Ve . Rk, 1EF AN R Fe 4t 4278 TSC bttt
TERH T SIRT3.

6. SIRT3 5/ ALAEX

OB R R — i R SSE, (EAE A SRR BT 5 S P e . 2 IR B R — Tl B o JUL A . 25 2
V)5 2T 24 40 L 3 3 DA % 8 JER PRI R S B 0 A AN P i R, A o LA 92 05 B B2 (19 B A B4, B T
RGO /35 [40] . SIRT3 18 7] LA 2s S WAk A F HAE 5@ B 1S 5 40 T e sl b O UIR K . — Tt
A1) R I 2G /RO LA S 20 M4 S5k & 1 (Ang INEEGS, miR-214 &L 53 FiF, MiR-214 B
FERE ) A SIRT3, HETMTFEAC SIRT3 X X ki B4 5% [F 1 3a (FoxO3a) i 2 LBEALAE , # % si
P, REEREREED 2 (MMM T, X/ SEERER I ThRERERS, Mgt oleE,
HFEARMECENERE. HATARSRKI[42] 5.0V 52 2) 57 0 EIRZRE(SO)RIERT, SIRT3
Fik B2 R SZC-6 (3-(2-bromo-4hydroxyphenyl)-7-hydroxy-2H-chromen-2-one) ELF:i% SIRT3, @it
Hhn LKBL 5 SIRT3 (AH EAEH K LKBL (1) ZBEAG/KF, [FIR3E I T LKBL @R /K- F1 AMPK ]
BoiE, AMPK 35 PE R S50 Drpl 78 Ser616 {7 s (I ERIL/KF R4, Drpl b fA%h 78 i 5 51
ISO FlI5 T LR R 7> 242 B0, R BRI ERARIER, s QAR R Kk JE. ATP B
iR AAA RIS R E 3A (ATAD3A)Z LA G (MAM) H i — > HELA S R, i s 4ok f4
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58S ATRITh RS, 4ERR O T IE RO I RE IR O NUIE K . SoBi[4310F 50 KL, ATAD3A /& NAD
(12 WAL SIRT3 [(—NHTKY), ATAD3A [H ZTALFRAR T H B S FE R b, (2 T OIER. Kk,
SIRT3-ATAD3A #lim] G O NUIE K IEIR T35 . Bl IR B [44], SIRT3 7EMIE A Nt ar LA
TEAZ P E, LR [ADP-EHE RS 1 (PARP-1) Z AL /K - FHVE 1 i S 6f 1o JIF B K B A4 1
F, M SIRT3 A SO E RS E ISR HE T8 HLE IR . SR Bl 558 NRFSE R L[45], 480
AR A= £ TR 7 5 (PEXSB) I R S EGS S RS =, BETRIR 10 LR i Hh (2R iR RS, 1Mo SIRT3
IZRIE T LARYF PEXS (13RI, M dERe 1 i A k-2 hik A AR, s T ONUIRE R R A2, 1X
& SIRT3 X B0 IE BB R B DR AP R R I — oL, R 1 HAR R RR i S BERE I A NAE . AT
K I TR A 5T P 1 SIRT3 $k O WUIER, #% SIRT3 ] GEZEHI I Co VUM B b R HE S EE . LA
TR R AT, ATEAM SIRT3 3 FHLsIxT O AUIE KRR T, BRI T80 ) 858 R IR AL .

7. SIRT3 5ibALA%

OV VAR SR —Fh DAZN B A0 358 I B 2T 4 40 M S 3 5 e D o P8 R e S5 43 A R REAAE () BRI
SO LB IR B BRI 2 —[46], £E% O IR /EH T E00 I M /& i SR A, a) R AR O EER
W O, HE OO FYERIE[47]. SIRT3 SONA4ELIE R4 5Y), HEEBEMX.
5T BoR[48]R4: SIRT3 Ak Ang-11 %55 () NADPH ZEALEEATA: ROS HITE R, FEI N4k A4 K A1
BL(TGF-pLFIE, AR T JE 40 B- LR AT 4 40 M 1) 36 A% o X 2 S 5 B0 A ) BRI 41 AL AN o LR 4 AL
M FBCOHE T RERERSG o VT HASLIRIFSE[49], SIRT3 K ml /N B F O LR 4Ek . JEJEAT ROS 2Rk
SEEN, HAk, SIRT3 R AR /N O lE R p53 Al p53 ZBEAL 3 IA B2 1N, 11 GPX-4 IR iEN D,
R 3RIA SIRT3 B2 W40 p53 ZMidk, wI LA LRAT 4E 40 i i (kA8 T . BRIk P LAfS HE SIRT3
N T O RELF4EAC o S il it — Rl K p53 LB T VLR ET 4E 40 sh R BET- AL . A F 73R
[50], SIRT3 J& Al b /)y B P s B (1 -1 (AP-1) 86 S 38 o, R I O F 4 A RN 28 5E , SR17T, 24 SIRT3
78N AE R RO LI o 3t 2695 3820 P FELAE TNF-o i S 10 RAE AR LT a4 [ N o (AT, X
SeEE I 5 SIRT3 JE 3 1AL iHs & 4R 11 H3 JER K27 25 Z Ak ] FOS 1) mRNA A (5 /K7 DL
AP-1 ] DNA 58S IS A 9% 48, SIRT3 (RIETE LT sz m O ILA 4L K, R SIRT3
WARTE AT e A I IR IR ST A R 2 — o

8. SIRT3 5.LAVAT

SR TR AE N TESE R S B A T g ALY AR Ay 1 — R R 2R I AR T M Al R A T [5]
O LR T2 A0 B AR Co LA B A 2R I o Co UL B PRt P 0 1 T 36 o U A B SRR v e O, 0L
RAGERERAL, B A S5 OV HEERE YT, EA RIEIA T FBLL )15 . SIRT3 78OV T 72
HRER B RELENEN . Dai & NKIAERIMEREFA T, B RFEAERED 4 (ANGPTLA) H5E 4
FHTAER, RGBS (FAK) Tyr397 BEERIL/K-FI4I0, 55 SIRT3 Rk, MHEMDEIEG 2
(SOD2) % LA KT IR, i PEA(ROS)IE N, T hrEY(Cleaved Caspase-3 F1 Bax/Bcl-2)/K V&% -
W, FRNONAACLE) AT . AMEE B FL[52)3 8~ 1B B R IE I BUE SIRT3 15 5 i FE k.0
JULGR 10/ T E VR 5 S O AN AR T o BAREIAE 1 JE B BRI SR B sirt3 Sl O LA iE T2 it —2 S8 )
T R AL Z — AE AT DUR R FRATIA sirt3 5 O WA AT T2 R R HE— 25RO 1 5258 1 R IR
N I ZE R IR T SR AL L

9. SIRT3 EAZAM S5O MERTR
FAE LR T, /27 1) 0 2 0 4 R A 6 00 6 M M ) 22 S5 T i 5 3 TR 2 A5 Ak A
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A K. B, FERZEMESSAE DNA FHI SR, £ C R LRmE R RE. thah, £
AL AT 7T DNA AL ZHL 2R (810 22 AR A RNA 25 28 00 356 DR A5 T 110 28 A 3o 3 [R] i B = f S
DNA 7KV 1 I8 22 75 M RN SROULIEE A5 252 IR A T M 7E N SRBEAR AR 50 45 21 T4 JJ3EHE «

SIRT3 MK Z SRV ZHRH OANIT, WA B, S20mSTrm, e & wm
HE G T VF 2 WF 75 B4, Adam Z5[53) M AFHRL 7 AL i o i FL i 24027 15 g O I H 0 ) 70 4815
ARBNHKET (CAD)IF A1 30 f5i%f HE A SRR IR, $REUEERIZH DNA, J&T- PCR (155 {0 FE R 5: R 43 AU 52
SIRT3rs11246029 T/C % 251 Hd it FE R B3 Hr R 0, H X REZHAH b, CC R BYf1) CAD JRU: & 3 B iy,
IXPEIR SIRT3 B K Z A HTE CAD 5y B T 7 FH 7R 25— 2D A 5ok T HBTENLHI RV TT 2 3
WA, EWFFRLE REM[54], EhEILT AR SIRT3 JERI ) rs28365927 547 3EK] A 5 CAD i ftfk
ZBAFAE S 35 1 KU BRI DR G, 3 OR N 0.727. LA RA M 7t 45 B R [55], SIRT3 A 1 rs1 1246020
2 A SRR SO, HIRKATAEH rsl 1246020 4t AR S5 2878 1§ SIRT3 £ ik 208
AR AL N T R, XA T SIRT3 & A AL 45 k38, DRI R U H s . H AT SIRT3
FEIR 2 A PEAE O iU 7 T JE R O B A 5T, PRI, ik — DR NI F0 0T RE A 00 0 SR8 1) R0
ML B8 B

10. S4E5RE

R AL A DLW IR PR Q2R 5 R 7, KERNPT MR T SIRT3 X LB
Bl 0 ) v S L B R P (VB AR o (BRI VF 22 BB BOR AR S ) 7 1 WL 75 22t — 2D W
U0 SIRT3 FE K 5 3 7 e il P U 3 30 SIRT3 RIAKF 1, TG S eI IR e . R AE A%
AR SR AN A% 22 3SR 2 (AP BB o R A% AR 57 ] REIE I A2 ke e IS DN A M 2%, M B A% T IR
% A TE(SNPs) S54RI IR 2 18] I & T 45 2R - BEAh, RAIEFUE KA AL T BERZ I SNPs 15 2 3L 1R 1y )
IR 5 AN B 22 AT DRI REM o DR BRATT AT AMEE TR 73727 R A E N T8 — AR R0 T 38 3 A R
BUii, BT AL, CAHONUIN R, BEETTC AR, SIRT3 A i A F 0 7135 55 B A I HE R
BOEBZy, W0 SRR, DU R O R AR

EE&HE
T 2= 2 Bt B AR Bt 3 = 22 e PR A Ak AR Sl B HF 2 4 (INHL2021FZD02) .
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