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Abstract

Heart Failure with Preserved Ejection Fraction (HFpEF), as one of the most common cardiovascu-
lar diseases in clinic, is the main cause of human death. According to statistics, the annual mortal-
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ity of HFpEF patients is about 10%-20%. HFpEF not only seriously affects the quality of life of pa-
tients, but also brings huge economic burden to families and society. In recent years, mitochondri-
al homeostasis imbalance has been found in cardiac myocytes of HFpEF patients. The changes of
mitochondrial morphology and function lead to the disturbance of energy metabolism, which ag-
gravates the damage of myocardial cells. Therefore, to further explore the regulation mechanism
of myocardial mitochondria homeostasis and its relationship with HFpEF can provide new under-
standing of the pathogenesis of HFpEF and provide a theoretical basis for finding new therapeutic
methods and targets.
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1. 518

S I 23 B B £ 0> ) 5 35 (Heart Failure with Preserved Ejection Fraction, HFpEF) /2 1 %35 () — 1 lE
A, AR 3 B BT & T 50%. AT AR A RN, REERE HFpEF 83 ikt /5 1 442 i
R FO AR 22.2%H1 13.6%, 1 F4EIET ML ME LTI HR 54 8.5%H 3.1%,
HFPEF V28 BN UM A1 5 Ca i B (1) B BP0 22— [ 1] UT4F K, HFpEF 548 kiR Th g 5% 2Rl Rk 2 3]
FVE. LR O P I E AN RS, R 4ERR O IIRE I SRR (2] LRI BN 12 H AR A O LT
RE LN B EHLA] . Rk, SRR ERARS) 1= NS S HFpEF 956 &% T HFpEF HRYT A
A HEERE L.

2. LANZRIE RN F A

AR A REE A EZ P, El i AR LI R A ATP, SRLLE R REE N . £k
IR DI eI AR G ZoRifk BWESEESEIdRE, JEFFAIIR NIRRT R, BRI
AT UA R R iR ThRg . i T ERLIR SN 27, AT LSRR 2 sy, CAB IR Rt — it . 4EHFek
KIAR BN ) 220 T bR i R DU RE AR M v BOC L 2E. WE TR YT, ZRACHE RV B 32 404 B ) B 2% 1 1Y)
LR AR AL BE LR AR ST R P, IRk T e ™ 2 240 L S A R T, T DA R T R A [ o
R N EVIRIR G A3 BEAh, LR IS T2 A% £ JoT 5842 1) 368 1o 30k 35 o3k 52 4 o (A ok
PG TR A ROR TSR L AR [4] . JEAER, SORLIRSN )4 4E HFpEF 86 32 57E o R B2 O BF
FRWY, HORRSN 152G 5 HFpEF (R A4 K S VIR R [5]. IR AW FEE LIRS /152 4E HFpEF o ({F:
A AAFH7s HFpEF (AR, I TFABE X IRTT A 1R LB R LAl

3. HFpEF &R A

LRI NIRRT “Bi 0 T, HIBA SR O B O LR Y RE QAL Th g 1E
HFpEF &, OUELRARRIEESS R A T RFEKAAL. Dan S8 N[61@ @ —Fogr il “ k4T ”
HFpEF /AR, B HFpEF /) B CoIEZE 23 S 3L HH WD S R SRR 51 2L 0 1 RO AU i K 1405
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e, SPELRAAIIREZ M. FA—TU TR, HFpEF B8 ONIH L P8R A AR I, B
AN, B M ILERARTE AL IR o SRR OIERE BB L0, HIBSSMN 7 Bk S ERe a4k
AN TN BEF T BE[7] LML P TE 25 G5 44 (1 2522 3 W] DA 25 B AL Co LA WAL 7 RS 32 7, Rl
R B, ORI TS TR AE HFpEF HIBEfR Th i # A . BRI AN, E R KL
BEEAE HFpEF (S5 AR T RERE 71N B Az Bl 1 18] e (8 SR BRI o [RURE % 8 B XA I [8] - Sacnaliss
SE[91EIE M HFpEF B i B WLET4E R h,  RBLRIA ) REFERS 2 HFpEF O SIS = f 5k at, JF
5P EIZHIATN Z K 2 MR A % BRIUEEEI M EERATE, HLRARDIREIRES B s
BB RISENRE AR R . X2 R L[R2 HFpEF (LJIEThRENZBIRE ), B — PR R LKL
PRIIRERSAGAE HFpEF FH AL, JF SR TIF B A BT3B Z0500 1 #ERE I 5 e S 10 A
[

4. HFpEF R kah %
4.1, BREERIREXT HFpEF KRR

LR B OB EAZ L R (MDNA), s 4200 515 40 DNA AfF. miDNA RESSHZ
Tl DL L AS o BE 2 21 i R A NS MR OB [10] o 4B 4RIE, A EFEm O P 2k ik B R A 2 B, X
AR/ MIDNA SIS 1 25 SR [11] o E B URLCo LA FR) 2 R Ak J %% sl 2B 40 e A NP 357 52 2 3 DR 3
A Bt A 18 B A 0 2 AR SR 77 (PGC)-1a A1 PGC-18 FI o O I EEM R 22 0 0L PGC-1a &
B, BERNEERRIC, XM R YRR E[12] — ST B EE T TR LY, PGC-1a
(3 Fe ik AT RExT OO E A 25 [13]. AR, Pereira Z5[14]3€ W], PGC-la 1 3FRiAH RNRELGE LA ThAE AL
Wi DhRE, X5 REERIFMIE O EF LYIHL T PGC-La kKR IK K A 525 A B F AV A [15] -
#t HFpEF 1 5, Chaanine 55 [16] AR 78 A IE BA 56 1ML 73 £ FEAR A0 /) 3235 52 30 1) PGC-1a /K FEARFI
EW IV IR, {2 HFpEF . RS2, SR PGC-Lla 1ENLRAAREY) & AL LRI AV FI 4
DS, ARG RIA M 45 J IO F R AR A (1 R 5 1 RA IR LA PGC-1a 5 H AL LR D)
RN A 2 8] B AE ELAE F DA R AR A B N R % DIAR G . (R, PGC-la 25 HFpEF {37 E S+,
ZE LRTIR, IRABEARLRAS HFpEF Z AR, A B TR HFpEF KRALHIRTBELAR, H A GH
BT SRS TR AL (0 R AT i

4.2. ZRIFRLE BB AERT HFpEF BEAIF

AR, WEFORBL, SRRDIRER H 5 HFpEF MIRZEREH VMG, Hrh, LRk G 5027
Kiffe HFpEF KAERISCHIAT . B, LRGS0 RN LR, S50EMRNERANEH S
HERAENA . CABIFE R HFpEF B BRI AR SR T, JF R ORI R Rl A FRehs [17]. IR
HE ORI S AR B AR I H ThEE, M N Sl AR F BT R, A A R EH
fE HFpEF &35 (MR IAFI D) RE T RE 2 2078 . Sabbah S5 [18]HF 50K, TEMEIE LR O =L K
B, ZekifkRt & A M2 1 OPAL 3% T, ZokifAsrRE A Drp-1 Al fisl B3 L, RUIRAMEL&
B2 R LR AR R 2L KA HFpEF B2 O ULAN M AR Sh e 6 35 5 m . — 0o
MW TE[1914R B, LRk Rl & A0 73 BT AT S BRI A2 2 S 2, 51 R S A BEBORT JE S B,
BETHRE O LA S5 M AN DR . 45 BRI, SORiA Rl & A 70 R AT HFpEF B 52 32 2R LR 28
FIARBCRE AT S AT RE 28 EL LA S BB JOE S ML TIN5 D5 ThT o PRI, BT Zekifid ) 772
S IR YT SRS T RERCN HFpEF S8 PRAGEL BT (), A4 9T R (A R 5 0 70 ST A4 . i LA R
FGE R B AR I, A B HFpEF 8 1O LD RE AN PR TS o
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4.3. SRk BEXT HFpEF BRIz

R A H W2 A0 P R N SRR ARA I — P ORI AL o BORARSZ B0, AR tH 40 1 2R i
A RES A KB I N ALY, S B M S AT FETS[20]. WEACREE, PINKL A1 Parkin /2375 itk
Mgt ik 2 o Y DG B B 11 [21] - Shou 55 [22] K I HFpEF &35 0o LA 23 H PINKL A Parkin 318 /K 5535 T i
X—RORW, £ HFpEF E&EH, LRk FErT e 240, FECZHL PRI R ThRERAG . 10
Yuan Z5[23]1% H Western blotting £ A4l HFpEF 38 O HZ R MG EE 1 1 3255 3 (LCI)IRIAK
Fo LC3 btk AW FE P dr B E A, HELRR LC3-11 AR | AR T . #F5CK I, £ HFpEF
BFH, LC3-1/LC3-I LA W S RRAG, Ui W 2Rk B W ()3 1 52 20 . GX— 45 5 PINKL 1 Parkin ]
TARHIERL, B2 SORR T AR B W R HFpEF ARG EL Bk, BhAh, —TUEXT HFpEF 350Uk
B R A ThBEMIRT T R I, SIEW XML, HFpEF g 4RI AT fe il B2 51, AR IHE
AN N S LA A RE BE 0 T B [24] 0 IR LR Ak AT B S LR W ROREAT, T SO UL R A Th RE AT
KRR FIRSTIGFREA, Lohifd F AR O 3 I R R I PR vh Py e s B2 1, 0 SRL0E 2 38 i B A | W
[E, FIREIEZE.C Sk . tk, DR 5CA BT v HRpEF HIBh AR R 458 2%

5. MEZRIERNFIRTT HFpEF SRR

AR, SERZRRSN 15967 HFpEF SIS — N8 2 SRUE I L. kiR sl 1152 1E HFpEF
hEREEA . BT, Cf LTl T LR sl R Rk 2 HFpEF .

56, DRP1-FIST e 4 {4 73 24 v ) — 4N B B0 T LA, 72 2 Ao ISR BB L T, DRP1-FIS1
BT, SRR FERE . WETERI, X AR 2 B T 00 DD RERERS /) BB BEAT P10 iRYT RIK
LRI IR BERAAE Fr, I O HEDREFEIRIE TR [25] 0 (AL, BEXTERIA DD REAE A 7 (1
697 AT RE AR YT O M B — AR sk o FLIK,  AORAARAE O AR A7 BRI RS IR A3 T 0L
AEZERH . /N RNA F-HE A — il 15 2 R A R4 R T RE A 7732, v Bt 1 7 55 2o A4 AH 5C i 2 )
RIEE S, LR A RER MIIRE, BEMOeE WULIhRE IR DR LT E4L[26]. DRIL, TR 2ok
PRIERS A REJY HFpEF S50 LSO HVRTT s OB IO B o 534k, SORIAA (8 WG AE O U P00 Hh vl RE R A
HERRYEN . Tong 5 [27] K BT 254 {5 FIHE N2 4 B 1 mT DB 2 BRARAR M 5 RS T i 22 =l
AEDNRERENG . DRI, SEIRIMARI R AW, AR T ECE ORI, B, DHAERY, IRERIEE AR
filf (AMPK) I i ELIEBE IR PGCl-a 7 A W] LAUS T LR AR 2B W & i [28] . H ¥ 22 97 ¥ A) 32 48 1)
AMPK I BATOHEGRYE T, JCH A = HXUIE, AP AT LAAE SRR rh sk b 0 ) 3 35 1)t e [29] . B B
AL, PRI FURIL, HUEAT N-acetylcysteine BEWJiHE HFpEF o CoLZ KR SE AL NI, cias 2ok
Iige, IF HAE/N BB A B OR H FEAR O UIE R AN LR AL ROR[30] . o BE i i 48U A0 B4 1 771 (MP T 131)
REAL [T ZRLAR N RS o B AIR 4G 1, S I Aok i R S MR BE TG E AT 508 R (A T RE[31] . X LEHIF T
BRI R RIAR B J1 206 7 HFpEF 4248 T — S (0 B EG FIAEE , (E 47 T3k — 25 (1 PR HIF 70 56E 3L 22 4= 4 0
AR

6. &t

FIAT, BEE N DZEAL NIRRT 0 70 35 B VEA R AR, HFpEF SZ# O AT IR 7T
ol HIT HFpEF MAIRHLEI R 2 HE, — L8290 NRT HFpEF B —E T3 (BTN %4
PEFIA LI IRAFAE — LSRRI Bk i . R, GoRiRME v N RE B AL 1 BB, 1RO ML %
IR 2220 2 0%, B P RERR S /1545 HFpEF BIOCR A R TR RS HFpEF Ji 2 2
BN IR, HETT Y HFpEFR V67T SIS IR TT A H fik BE RS HE (32 A1
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