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Abstract

Chronic Heart Failure is a complex clinical syndrome characterized by high incidence rate, high
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morbidity rate and high mortality rate. In recent years, the influence of myocardial energy meta-
bolism disorder on the occurrence and development of heart failure has been more and more
recognized. The effective regulation of myocardial energy metabolism has great potential in the
treatment of heart failure. Traditional Chinese medicine has shown its unique advantages in the
regulation of myocardial energy metabolism, such as overall treatment, multi-target, individuali-
zation and small toxic and side effects. This paper reviews the energy metabolism mechanism of
heart failure and the regulatory effect of traditional Chinese medicine on it.
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1. 5|15

O SR SO NEBIR 1 — D FEFIPE LRI B, 2 RO ME A4 s AT 7k D R Rt 171 5 8500 2= 3 1L D) R
FEASRET NI TR Z 0 — HIRIREEA R[], FE ) “ i ELOIERITHRYRE” BoR[2], KE 35~-74 %
AR N2 1370 J5 003 (38 o A NFRDR IR LR IR UIALHITANE 28, 259403677 5 AR FE T2 3 AT1A £ 50%,
FEAU I T o IR 25 AT TR W () — AN IR PR, iRl B SCRRIRIE[3] [4], 7O RERIR B,
R AT S5 2 AEEVINERR, A ONIRERERW AT A2 O3B T It . HET, & CpHEs T
DAAT O LREE A A 2 B FE[5]. ATt ONLRE R AR S 25 5t O LR S AR 1 T SR i
2. BROLEEOALBERA

OV AR OK 1) B8 B 75 SRR 4 R5 L I 3 (0 &7 48 Th e LA H 70 2 1 iy R LA 7R 28 . — B IR AR
(Adenosine triphosphate, ATP)/& CfiErE—n] BRI IREETE . ATP 1774 950%K B 2R R4 1) S AL ik
FR1k, 5% 2k BB R MRAE[6]. Lok A AL IR A0 2 4R CERPIRE h B LI ARIE ATP TE RIS HE,
HA, A% 33 5% ) J1 U R 4804 (Fattty acid oxidation, FAO). 7 % B4 4L (Glucose oxidase, GOX). FHEMRAI =
FRIRIGIR = 242 1R TR L AR B e B P4 — A% 7 2 (NADH) AT 85 2 IRV NS — B R (FADH2) =4 ATP. M ILAE
g RIGHFIFH Z M RERIEY, VAN XTES R &M R Rets it 290 ATP (LOERIAH, OHEKZ) 60%~90%
() ATP HHfIRIIERIZHE, 10%~40%RIE TRIZME. 2. Wik, FLER[7], 7EIEW A& M N AR,
FifAs . SRR A 2 ARMK[8].

FAO n] ] LR FE BRI V4L FE 8 B-SE M HEN = IRIRIG I SA AL 4 i I CO, MUK BR K R RE i o
725 B Wi R (Free fatty acids, FFA)E IS 4 s B 7R 12 & 1 CD36 & (et Nk N4i i [9], 2y,
FERG AR R T B30 A0 Sl AR A, T KB I 7 198 i 0 Ak A0 S 1 DAY SR AR 5 %% #% i (Carnitine
palmitoyltransferase, CPT)-1 &4 KB IE2E BRI N Zekidd, 78 CPT-2 VEF T KB 2L P B 4% 44 (Bl g
ARG A, TEZRRIARIE I 34T -k A 2B A BN = RIRTEIN S S5 REE T .

TEMNOIEF, ¥k GLUTA 27 & M5 E N1 JCHE A, TR B 25 A0 O LI T 755 GLUT4 LLgE
IR 202 B O RS R DX HE N OB, R4 7 W B, Ik R R P R I VS 1 B 1 I (AMP-acttivated
protein kinase, AMPK). W/IEBEALEE 3 #4/iF(Phosphoinositide 3 kinase, PI3K)2545 5B [10]. BHEE M 7
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EREA R ANATCA AL FEE, FEKM T, BEMEE PRS2 FhEE IR T T RN
B2, 3G BT (Hexokinase, HK). BRI FHET 1 (Phosphohexose-1, PFK-1). i & ¥ (Pyruvate
kinase, PK), 7E P& it &g (Pyruvate dehydrogenase, PDH)YE I T 7= 4: Z L4 A HEN =R IRTEHF, B
AT, NERBR A i A FLIR BRI ATP, PP AEREE D .
3. LRBEOAEERE

AR, O RIS OERRE . KBRS = E/EA X WS 2 Z e EHA
, BOUNBERIRY S AR . RRRThRERERS . 55 ey, W& (Phosphoric acid, PCr) 5 ATP

4

B 23]
31 REERRYEFNET

OV, OISR IR DR 32 280 B, A R e R A 2 . Doenst [11]55 &, 1E.L
FEHERMPKESET, GOX 5 FAO L& 21 nEasy, s ut o T #£H. Zhang L [12]51E
1% 3= Bl ik Wi 46 (Abdominal aortic constriction, AAC) il #5052 /N RS A RSB h M3, T ARAAER S R
PR MR GOX M WEI ARG B 2, AAC AL/ HH I GOX A figeis /b . GLUTA Sy sz 4
ATP SRR N BRSO, IE S0 3 A O LA M A7 7 JBR 8% KT, SO A R FH 22 ik, fE O3 P
I, PEREARIEAREIRIRAE AN, [OM o] B2 5 RS FLIRHERR[13], iR mHEE .

3.2. ZNFFWINGERER

LR SE AR A K AT D IR BN AL 6 A T ATP [14] [15]. JE R BRIk &: BB
e LR E AR AL 1) FE LR T DR, T R b s B R B SR U A A A S T TR VR YT
B Julie L 25\ N[ 16]# R Z BE Ak R AE ZBHAM A A i KA NAD /K BRI 3R Eh R 3T . iR
O FERE 2 R ECKE . MR A A BUEBE. PDH. ATP & BESEE A IS TEFEC[17], M
M LR EARE ), BRAT ATP P24

HUAAR I H AR AT DA A2 7 4 48 (Reactive oxygen species, ROS), {5 SAE#EH, LUL4IH ROS ¥
LORIF T ERL R A b A 33 1) L7 38 SRR 00 TR BR15], T AT A B 18 28 4t Hh B S A P 05
L1 (Superoxide dismutase, SOD). %+ bt H ik id %4k ¥ (Glutathione peroxidase, GSHPx). i %At S5
Kr[18]. fEZES O F, ROS BEH T S KIA mIDNA £33 . IR Fd 20k & B 7445 5 2 S i e v 4
5B R EANEE T TR, SRR ThReR (et ROS =4, & BUBMEIEH[19] [20].

33 EmETRELE

T FE R B [20]00 38 B 1 R I 5 5 5 A, S5 LR I B 280 1 B LR Na-Ca 22 #2(Sodium
calcium exchanger, NCX)## 5 . LI WGt EEAHOC, SECONIIAARERS, RS T B B g, W S8
TR DhReRRnG . ORI E AT REXT AT HURE, 5] BRI T IR S R A E A . S RERIEH
SCHER . ATP & RENSS, 2 5T ATP P2 AE A RE[22]. Zohifkhaifas R EhmL b hifk Ca® uikia ik
5 & 14 (Mitochondrial calcium uniporter, MCU)JiEART NCX it tH4EFF[22],  J 5 A v 85 1 3k e 2 A Ak &5
IR, AR . BRbE. BFFRERWI23], MR EEh A0k 10 1L 1V AHSE NADH AT BEES ik
FEFFmE T, A ATP P24 180,

3.4.PCr 5 ATP gt BB TR
WUER B (Creatine kinase, CK)fg i st fi AL LR AT ATP 5% PCr M2 ADP [ N, fRIFRE= LN, 7

= o
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DR B, CK RN RS2 40, A48 CKOIE T FEAIS [ S PCr ATP 254/ [24], 3800 32 5% PCI/ATP
FaZS ST, ik O ZEFEFE . Ashish Gupta %5 A\ [24] [25]#F CK-M it ik [¥) (Transverse aortic constriction, TAC)
AR, CK-M i RIET] LU 4ERF SR CK iEE. SR 4E ATP Sk, B35 PCr/ATP Ji/b .
388 0 JUL i R IR 2 T K/ ARG 3k 5 46 A AR 510 TAC 0RO WLEE E AR AN A2 O = U 46
e, IFREm /R,

4. NhERETRLR

OFERBIGRRIE R E LB T 0K O B AKIPEERE, iresk b (4B K< bk
WEFEIRD) X ORI “H G HEMDS, AMFEN, B, AN SEARO R IR AR AR
Z 71 ARETEN Bl KIFEE[26]. 2016 S8 MO I TR FE R 45 A2 T B K ALR[2718  “IE”
JEA R ZAE, FALETH “RE” 7 COK” MEE, DSR2 W, FOCHFEE . B, KR
P, VRITHLL “2RRT . I . BT . CRDK” ONEE, COLIEY BT 2S TR O R B
NYHA GIhRE T 40) B = BA G RO HRIE ISR, WRRAEREER, MEFHEARR, <0 FEHEEY
T NYHA 0 IhEE N~V ) H ULE A UE R H B, S s I A0 M78IE « BH A5 i LSIE AR R R LA IE -
BRI 7 G, HEZh. Mgy, TE BUE. SRIER, SeesEATONRgE. ArikThae A 4k
EPE[28], PR IE I 2 B e A R B AT S O LR A RS . BRI IR VAR VR B, TEIR
PRIGIT 2501 “258R7 « WML . SRFE . “RIK” ERIT 5 ORISR .

5. EgxtL AL BEEABEYIETS
5.1. BARRPZY

B85 L T 25 B BH REUE, HA 58 OE o B 503 B [29] B 1 1) 32 A Wi il 23 28 PP Ik % S v e i
S AMPK GRS, {23 T HepG2 AlifuZekitk mDNA SRR EE 554 1-V kit mign ATP
=4 . AMPK IS IC AT LAXG N FAO. 1 %1 B m I N 32 2 [30], - [R1 I AT DU I AL PB4 8 5 ) 52
(Peroxisome proliferator activated receptor, PPAR)-y #}&iE Xl F--1a (Peroxisome proliferator-activated recep-
tor-gamma coactivator 1 alpha, PGC-1a) &k 1, MBS R iA i 45 kg AT RE[31] [32]. Bt TRl 21
FENG PR H AT I B Y R, J8 IS rh 2GR T DR B, Xu S8R I B, R m] DA B 2 Skl
IR S A5 AT 75 0 1 2 5 [33], e rh S sd a0 o B 75 T R o e 2R 0 Lo JUL A L RS R4 4 FH [34]

NS EHREREER, MAZEE. NS2H%, b ASBE1EREEE VR 52 m 0 g
RAMAEHT)EE[35]. 3k, Wang FERIMAS B Re A LLKGE AT _EIRE S 510K RO NIEF4E10 A0
0 %E[36]. Zheng ST 5T R I Z B H RbL @ #fil i 4k AR K K 7-p1 (TGF-BL)/Smad iK% ZHAuSMA
WHEEEEEN, WS Akt K, EEROIUER. WELRARDIRE. FRISZR AR AL, {23 GLUT4
IFi) O3 53 ) 384 N A T BE BRI [37], S REEAR . WA R BI[38] A 21 Rb3 v i@ 0 PPAR i,
P MU A CPT-1a. KEEMEEEAHEE A BUERG R, O~ R IEH, SIS FAO. 4l
IR RN 7S a5 A NS ER A

g B sbas S, WSOERS IEAFRER . kg a ZRay), Hihss, mERgs. mrk
BRI R 5 2 MY Sy, BAOIERY . BRI B ORI EF[39]. — U iR B [40] 1L
ST PVE T A S TSR R 4 T I RRAE TS Y8 ROS 177 A st K BR G L2 A 1) A8 BB
Kb SO, ATRES Bcl-2/Bax/caspase-3 15 Sl 32 RIS MG, 5 2 5 2 6 X o0 A%
PFRORE .

WICEZ W N2 S5 e AR, W@ X PPARa AT, (0 PRI O IE /N B ) O L RE B AR
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WHER AL, > IR DTER A, B0 2 s AU, s OIEIR R [41] . R R H A T VLR B A
MWK Ca2+IZThRESEVER, MBI N REL O3 B W R A mAEA[42]. WFAR, 4UF4MZ nT
W5 HOC2 LAl M S kA A= W e [43], B dE ERPZ bR M Fi A AR IR B i S A B R AL A DG ik (R AT
HAL DNA SHilRIE . SUSLRAATLE, BRI EE /1 1 ATP B4, A a8 gl 2
G R AR I R YE RS . Dong [44]58 N R ILB IS 2 AT LA 18 PPARa S H A FH & m) 5 [A] 4
CPT-1b &fFik, BEMAMH] TAC AN ONEERE AR, RIBIR DT AL, @RI S R Rk 2
T T, AR SRR AR e, ORI ORISR DI RE -

FRE MBI, ERE OS2 N T O M B BRI SR PR IR R . RS, B
B2 AR OIS MEY TR B, JUR. R RIPT. WA IRIP[45]. — TSR
BRF IO R R E ., S 0Re. IRmKRATER, 5 PPARa 8B LI HIH] IR A IER T-a
(TNF-a) 1L-18 F1 1L-6 Y7570 LE TR 2 AT FH 3 DIAH G [46] 0 S50 R ILE MR 2 v] ff GLUT4 RKIAFIFE AL
BN, CD36 FKIAFNFEAL FFE[47], 11T A B B 57880 7 B A B

— DA FUAE B AL S5 R R] DA RO O VR BB /N BRAE T 3 L o ORI ZE DR . R O U BE I 5
AEC IR0 I EEAL) [48] . BIFFT R I AL 5 OR B AT I 2 el 7 32 3 K BRI RO LR A Bl K, Tl B R AR
BRI OS2 DI S BT RS, BRI mERAIFIREE A 1. 1. IV 5GP DLEGE R ) 6E,
DR Z LA A ) R A SRR A BT PGC-1a0 J NI AT NRF1. NRF2 [1)5814[49]. 2020 4 Liao % A
RILLLFOR RIS T 000 WU R HE BUIE F 7T Re 5 4R = SRR T4 (KB IR DR (1 4 Ak &
-1 NAD+/NADH ECAE A 5% [50].

52. PEHER

B a0 i B BT 2 AR P YRS . FUKEMIIER, &/ 2 a 8ustss, . A2
Rbl. FH®EZ B. BT IV. P NA. KHEESEV R R FIEEE A S5[51], CEpuE i n] (RO
TE 3 NT-proBNP 7K. #8048 5. 203 NYHA O IhAE > R B AR i = [52] . 7 Ae A
JTIEJT L, AE I S AMPK/PGC-a #iRAFENR ISR, L CPT-1. GLUT4 mRNA FiA Jk/ i 25
AW AR R B, R E O UUIRE R A% %, R S bR 6, DAIA B AR 0o T A0 2R 4 NP E T i 6
H #[53].

AR KR SR AT S AMPK {5 538 B SR A M S5k R 17 S O AR AR AR T, A2
TRIT LR — M7 A [54]. Li [55]5F A9 AE Ik S nT se il s AMPK/PI3K/AKY/GSK-34 i i 4111 il
ROS 724 NI LR AR SE Bt AR IR L 5038 2R A T % T i AR AR ol 25 5 2% T S50 70 o IR 2512
6. 5B

£x b, O WUREEACHHA R LR T R I BRI T, AR R AT RE 2 4 3 - A R 2 B Ak
BB IR AR TS, FRARSET R SreEsk, BB AL IURMIBT TR, KB 257 ML A
ZIBEIRTT0LIE, W PUErEL. HERRIER T S EMELK. PUE. IHIEAE T Rk ik
DR = A [56]. {H H Al P 2596 7 ORI ImE VF 2 IBkik: 1) O RA R A, 3
BOLFE IR RBHE IR S Z IV AARHE[ST]; 2) sPEyMRE L, HAARGHIER R BUAE. S8, H
R A IAR NI %, A AR — 2BV, SR (D M. SRS A L A
PRI 25 BRI ASF the] e S BUT RS 3) H AT RANRSEIRAT FU R 2, SEi ki
THE L REL BIAEARN, PRI A E L AR @R AN, SRZBEHLXTI . XX
B 2O R SRR .
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