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Abstract

Fatty acid metabolism mainly includes fatty acid oxidation (FAO) and fatty acid synthesis. The
change of fatty acid metabolism will affect the structure and function of the heart, and its effect is
mainly reflected in the change of myocardial energy supply. Previous studies have shown that in the
state of heart failure, the energy metabolism in the heart muscle changes significantly, among which
the change of fatty acid oxidation is one of the key points of the study. Therefore, this paper reviews
the existing literature, deeply explores the correlation between fatty acid metabolism and heart
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failure, and provides new clues and ideas for its clinical prevention and treatment.
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1. 5|

{02 J1 3535 (Heart Failure, HF) 2 — Rl PR SR & E, H O TS5 sk oh e 7 % SRR ShRg A0, RIUAL
TR SRR AL . RS BBt B Pt ift, O R E T 2D G LT — IR IR R T mE
T Ik F2AG S B TR BN 7 2 W A5 AR TR RS PRI A AR [1] o TRATR SRR R, SRR
6400 JjLaE s, HBEE N DB NG BF ALK, ORFERER FIEH2].

FEARRECE T, O IF 2 Z 4 R B = BB AR L (ATP) 242 . ATP H IR SR P2 A Bk i A IR
TRARERERAR, ZRRAR AR ER LB S (5 ATP P11 95%, i FEREM = LE A 1K) 5% [3] [4]. o fE AT LA
M &MaEeEIRY, Wi (fatty acid, FA). FLER. MiZIHE. M EERR4ERF ATP B9/ 4 . fEIEH 5L
N, 40%~60%It] ATP AE ik T FAs [5] [6]. AFFCR I, O I3 uist Lo UL4H M ) g A QTR AR 2 R AR
2, SECOHTIRE S MM R [7]. IE5 ORI T AR R rARE LU, CREFAe AL R 307 P4,
ML FAO. i &) Hl A A AT AL T BN A P EDIRES , DL B4R O LA e B L4 o O3 R AR,
XFPPHTHAT A, FAO LLAGIN 3G in T 400 ) 5 2 B G S0 Ah, TR I3 AAE L A8 369 o U m [ R 401 FAO AN 25
WA A8 UL BT R RR L e 71 T FE, RINTPEREE S BRI R, arResl ROt
PE, SO IETIRE9]. MR R 20 M ] R ER I A B AR RIS AR S A R, R 4ERR )
R E AT A AR B DI RE B OCH B, R ROt e, ARLRIBME TR A e MR . O J 3 R A
F, BAKTRUA ) R SR 0 J1 32 SR VR T -

2. RERFER AN AR AT AL

FAO ¥ & = A E L. FAREANAM; Fid bR izs; LA ZRRAARIE i i Ak, Zhifk
LRI A ZE[10]. FMEME FA ZEA 5 M A E A8 E, B AL BERRL AR 2 IR 82 3 (VLDL)
I =B H I (TG) KR JE AL B0 AF[11] [12]. FA B —ANEE RAsh “filk ™ 50 ik FE 75 4n i
DL E kAR R Al (FAT/CD36) A4 Aot IR 7 2 45 & 25 1 (fatty acid-binding protein, FABP) %)
FFhisk[12] [13]. — EHFEALHM, FA PERBERLEAHET a & i 1 (ACSLL) At Nt IL 4 A (acyl-CoA)
[14]. FEEEAHEE FA AT DL E B NERiAA, T HE 75 22 AR Ik 4% F2 g R4 [15]. FEZRRLIR N, acyl-
CoA 4t g %4k 24 2. Wi 4#ilE A (acetyl-coenzyme A, acetyl-CoA), #EN =RERMEIARJE 7L ATP [16]
[17]. K5 FA M REE S B AR 30T B A0 [12]. AP, iR FA SEBuE IS S v il 143
SIS 52 R (PPAR) o it A AW i 358 5 47 40375 22 A (PPAR: PPARGa y A1 5) FIE 4 3 A1 5% 52 /& (ERR: ERRa.-
BRI NETTZ 5 FA A IR SR 77 0 R 4555 RBEERI[18]. B 1 FA AR5, PPAR FIl ERR &7
Z 5. IR A . GRS 46[19]. B4R PPAR Al ERR B EBMINAE, (HE1E0M
A AR A R IR
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FE—T00 IR 7 5 PPARa IIBEFE T, RILAR T4 PPARa 155 (13 2k 2 5 FUIH [ e 15 114 164 m
I B 5 oA 45 A B -1 (SREBP-1) M0, 5 500 E M 4 M Bl 1 1) i A8 AN T 197 A 39 n [20] . il )
FORIN, RS 71 PPARa Sk = 18 7)5 B 7 JIg 107 TR S A 14 ks DR Rk il A s s 3 8051 A 1) JIE T e
BERS[21]. BEAN, FECMFRFFVE ERRo SR /N BRI OO NE D) BERERG . A2 R A AT HE AN B KR 32, JF
TEH B IVUR 5 2H 23 FEAIK ERe ZE R 3RIA [22] - a0 BT, A 7 Rk 7= A2 ATP JRERFFERAR 1 OO IETh A,
FA W, S-S AN ZERL A AL B IR A I R 2R P-4 e A ] A%
3. LB RIBE R ER K4

HF BIRBRRFIE 2 — 2 R AR SZ AR e i, 5 B0 PRI R0 DA 32 AR 2R R A AR 32 400 X
BE B JEC A I L P A8 A LA B O IE RU3 R B [5] [10] 0 HF 32 B2 43 A W b 27 o 56 1 43 B0 ARG 1) 00 77 3 3 (HFEF)
FSR 173 £ R BE 2R (HFpEF) 10 1359, J5 3% B [23]. HFrEF Al HFpEF BB it AN F PEH
HH5 0 )3 R R EVIMDS . HFpEF & —FrIGIREEAAE,  H RO M5 Bs M AR A M Bk . K2
5%[t] 60 % LI B BULE B HFpEF [24], X 55 1 7 B AR AL 0 F) 32 38 (HFrEF), O LA AR TR 1L RE %
%, BAARGEREIG . O 13RS T O VU R EL B R A H — WA, XageEZEEmT
ORI ERREAE, OSEERNEIHEAR S 0 EE T, BRI R AR RS A
TR BRI AR A e — 8, BAEAFIZRBL O 7 38 v ] BB A R R I [25] -

FESF I 73 BOOR B AL 0 3 v (HFpER) WO IR SR BLALT- ok 1 it g . O IEAR 1% HFpEF
HH R AR AR A0 i 1 RO R VR 215 S B R A AR OR MR o KB IR 107 R (L CFA) A2 O I 1) 32 B
kBl EdEAREEE, GIWREREFMEER R A0, TR (SCFA)FIER & (KB) L 32 i)
YEN HFpEF FiB e 1 £ Z B AR . X LAWY A UE yRe 2R, 30385 8 1 0 38 5 1B 1 A0 H At
LANE ST, 18 HFpEF AL -p LA % 0 B 2 5 X [26].

T2, DR EE . B BRI A0 s I 25 HFpEF 32 35 KUK PR 35 (4 S50 22 88 hn[27]-[29] . Hesk
I R AEAE IRGE I K [30] . HFPEF & —Flopi & R B0 I 45 A1 : P38 5 — 22 UL HF 2B R 5 & HFpEF
B3], 2 AT R HF EBE RN 35%, 2 FFETH N 14% [32]. H ATt HFpEF O & 4 1)
R TR TR . WFFLR I, HFpEF (oI 3 51 H 8 7 0 S8 10 2 R AR R e L3t n, 17 p-F 3%
TER(B-OHB) %ML/, H p-OHB £ HFpEF Hiz il Zkiik D MO UAEY Thae, @ik pg-F25: T Midk
(Kbhb) 5 M £ 4 Hh (1 i 75 14 [33] -

BFXF HFrEF F1 HFpEF 1S BTt 7t o, 44 - #i &THE L 312 81 2 #0171 (sodium-glucose cotransporter
2 inhibitors, SGLT2i)7E75J7 HFpEF J7 H 1S T 2 43t f&, EMPEROR-Preserved il DELIVER #ff 73 i
7N SGLT2i B FEAC L AU T Bl PO A BE I B 6 28 XU [34] . 4, 2023 4E b [ L K 25 il
E IR O 7) 30 SGLT2 HHfi I R S (1 B L S 38R HEFF (8 A SGLT2i Sk PO I 3 (£ B
SO0 M FE TR A A B RK, JEHER Y E E i divbiE, JEHEXT LVEF AR 1) HFpEF &
o DA S 3 B Bt AR o 555 1L 23 B DR BE 1100 2 0B 12 I 5 3R 97 Hh 5 KR 2023 G ntk, FH
A A1k, HFpEF WA 2067 iEEE IR AR
4. i8fr

PR JIE ) — A R 2 8 I FH B IE (TMZ) . fKFESE 8 AT perhexiline S5 255K FAO, X462
VITESI YRR RN NSt 50 b R A5 8, 3 B0E A Tk - PR A8 PE HF [35]-[37]. X7 7
FAO HIRm S AR, IR MR & 0 F A L IR 5 [38]. 5 — Mk 2 M PPARa BN,
I RO AMAZ R IR 2R FA B O ILEERI[39]. PPARa BBNFINGTT fEBR M - FRREVESRI
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A OIE AR R, AR R H K HF 0 XS B PE[40]. oAb, iz {8 i SR w2 4 ik 7 —
A A R EF(MCD), 1ZBOREE 2 M8 iR S EZ TR 7, ML B EE A (malonyl-CoA) it 2
[41]. K& HF B8t MCD B FECO LA ZBEHEE A AP FHE, O FAO SR FE, MMiBHIE T
HF 1) FE[35]. filt, SGLT2i %L Lhid i {ig ik bR 76 %7 W HE e A 5 PR T 1) 44, 4 B2 B L A4 1)
O 2 AL [42] o FE/NRFIERE R b, i T SGLT2 40k £ 19 Lo I i 481K [42] [43], XM A A
AT DASE A O I AR R ) R0, AT BT Bh T o O IR DI RE[44] . RAEA M DGR, (HEH FAO 4%
i, BTLAHIH] FAO 72 HF Rl REJCRL, il 45 i Sl Ak b 2 ) AR & B A2 [45]-[47]. Rk, HF BI¥RTT
FEV RE TR B L TR E A A STk AR P, A AP 0 Y FAO.

5. &

LREFTE, BEXEC WU B B A QU R I6 77 SRS IEAE AN A Jig 38 A 0 I 7 PR A R e o MR A8
O ULRE EACH, g ONCEIR IE T B — N TSRO FE 5 1. SR E83a T VRIS R AN 2 4 kAT
i 30 3 A ) e PRARK ISR IAE o AR SR (R IE T AT FAC N2 FH 4 23K SR 33K — Ak 11 3T SR s R 26540
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