o 2 P EHE LSS5I EF X Vol.2 No.2
202545 H Journal of Integrated Traditional Chinese and Western Medicine on Chronic Diseases May 2025

2T RUE Ml J1 S0 AL B BT 5T R

i, 2R HEL, FA

(LAFHEL RS TT N 110847; 2. % ER %2, % #iE 519041;
3ATHEHAFMEER, LT HHE 110032)

H  E.NMHC A 3% (chronic heart failure, CHF ) f #f0s &, Z —Fb B 4 696 RIEERE, B A B 509 Lk Ffe
JHIFE, CHF 9 E B R T AaME (25 — i 7o) SIe B £ 8 A%, BT R 7 CHF 25 A2 K a4 69 5
o BB RILIRA, T8 — AP0 S ILAE TR AL, 3t e oS LIRS, H 3 CHE w2t &, W6 R b ) i248 A
A A 825697 CHF 2l R R KRB RRER B S, m P B AR S ¥ed % me R R /NG4S, B st
S URE B AR 09 A v, T AR XY CHF 697897 B A Kigdhak s, Bt B4 A R A T O I8 AL SR a9 1L 2
CHF Z ymid A2 7 o5 LAk R AT 89 £ ZAUH A B AR X P 2h e T IS L RS R R, B ARSI S
Ry A A P E 25 B4 CHF 32431 69 B8 o o ik

KA RS 3B S LR AR P 23 KBRS M AT it R BRI R Y B B A A A A

hE 5 ZEE: R285.6; R541 NERFRERD: A XEHRS: 2097-5031(2025)02-0073-11

Research Progress of Traditional Chinese Medicine Intervening Myocardial Energy Metabolism in
Chronic Heart Failure

XU Caihuan', WU Wei’, CHEN Zhihui', YU Li’

EEWE: FR AP T AERAILE T H (81603504 )3 3L T4 ZH T & AR H ( 1LJ222410162015 )

PEH BN ARAME(1999-), 5 1AL AN W76, WFSE 07 ) 2O TR0 , 26 30 AR IR 5 SE B0 9T

BIES : TAHI(1983- ), 20 AL THRITUA , B A5 h BRI 2082 , W5 A SO, 1t B9 07 170 « 230 390 B e A 5 S BT
E-mail: yulicatherine@163.com.

SRR AR A, Sk, R A P2 T B RO ) e LR RE GRS [ ] Y BREE SR MR 25, 2025,2(2): 73-83.

(71 BRuseiy, TROmER, Wk B, 25 . D T 20452 38 i 2 R S A R 224k, 2023,57 (4): 29-35.

L[] e 22k, 2015,30 (1): 115-117. [16] BlkIt, Semete, Bt 45 GR B SR T ILTEAN G B TR

[8] SIC, JINY, WANG H, et al. Association between molecular ST R T AR W 22 A AE [ ] 35 AR £ 25,2020,40 (7):

subtypes and lymph node status in invasive breast cancer [ J ]. Int 896-899.
J Clin Exp Pathol ,2014,7 ( 10 ): 6800-6806. [17] ZFHo XA PHERTT B4 2N gs SRR [ ] S

[9] HUH, LIU Q, XU L, et al. Clinicopathological features of MRHLE,2008,22 (2 ). 43,

luminal b-like breast cancer [ J ]. Chinese Medical Journal, (18] skl ®h, flanar , thag, 55 L IHHA 2L S 1 i 25 Wik
2015,95(4): 248-251. JPIEAN RN 288 [T ). A B, 2018,33 (1): 15-17.

[10] ORDING A G, HEIDE-JORGENSEN U, CHRISTIANSEN (191 M5, Bm, SO, 38 3L T HAR 2 I WF MR 7L
C F, et al. Site of metastasis and breast cancer mortality: a Mg ALY Ry e [ ] A P e 2 45 & 2%k, 2022,
danish nationwide registry—based cohort study [ J ]. Clin Exp 31(20 ): 2851-2854,2866.

Metastasis, 2017,34 ( 1): 93-101. (20 ] B2 20, MR A%, Bt 25 . = 70 R L M o vl 2 A 4 A (1Y

[11] AWOLARAN O, BROOKS S A, LAVENDER V. Breast Meta 7387 [ J ). PU#EHHEE2Y,2023,36 ( 2): 48-52.
cancer osteomimicry and its role in bone specific metastasis: [21] ApRHL, Er, VR B 25357 Mg HE ) S AT 2590 AH G
an integrative, systematic review of preclinical evidence [ J . JBHAr [ ] dbstrh 2y, 2022,41 (2 ): 168-170.
BREAST,2016,30(9): 156-171. [22] ARAET mITELAR. MONABIATL AR BTG T il

[12]  ThOR,SRALYG , i . FL I S R 5 S5 TE 2 53 A 175 20 S AT BN [) ] B 24, 2022,4(5): 6-8,5.
KHEWFFE L) ] P24k, 2017,23 (19 ): 99-101. [23] sk—ng, MR, 2T K, % T8 740 B 2L h R

(13 ] b3 FLAR W12 50 25 0K T 28 7L 5 10 PRI 24 1y R G A4 HEHEIA AR [ ] AL mtrp B2 25 K27 27 41, 2023,46 (7):
FELD ] A AU B2 R, 2012, 1025-1031.

[14] ARRte, sk, FRF, 45 R IR B2 2 5 FLIR R A DG [24] MU, 200N, 2555 5%  SLIRE AT C AR b B AR R IS it
Meta 707 [ J ] 10T HRIR 2RS40, 2022, 24 (12): 157-162. Fe[ 7], spAes 25440k, 2021,36 (4): 2219-2221.

[15] ERE AT, B— 01, % FUE ARG RAIaY7 5 26T [25] 2% IS VA TESUIRR VAT A AT () 1. Bt
AL E T B UE RS 2R P SO R (B S RPA [ ] [,2006,27(2): 191-192.

73



2% heoTEoBE 4 A oW k&

i

(1. Liaoning University of Traditional Chinese Medicine, Shenyang 110847, Liaoning, China; 2. Zhuhai College of
Science and Technology, Zhuhai 519041, Guangdong, China; 3. Affiliated Hospital of Liaoning University of
Traditional Chinese Medicine, Shenyang 110032, Liaoning, China)

Abstract: Chronic heart failure (CHF) is a complex clinical syndrome with significant incidence rate and mortality. The
pathogenesis of heart failure is not yet fully determined, but it is closely related to certain specific risk factors. Studies have
shown that heart failure can cause a long—term pathological state of ischemia and hypoxia, leading to a series of myocardial
energy metabolism disorders, which in turn aggravate myocardial damage and promote the progression of heart failure.
Diuretics and other Western medicines are widely used in clinical practice to treat heart failure, but their clinical efficacy
is unsatisfactory and there are many adverse reactions, And traditional Chinese medicine has the characteristics of multi—
target, multi—component and minimal toxic side effects. Due to its potential impact on myocardial energy metabolism, it may
have long—term benefits in the treatment of heart failure. The article aims to provide new ideas and methods for the prevention
and treatment of heart failure with traditional Chinese medicine from the perspective of myocardial energy metabolism by
summarizing the process of myocardial energy metabolism under physiological conditions, the main mechanisms of myocardial

energy metabolism disorders in the pathogenesis of heart failure,and the research progress of related traditional Chinese
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medicine targeting myocardial energy metabolism.

Keywords: chronic heart failure; myocardial energy metabolism; traditional chinese medicine; mitochondrial structure

and function; energy metabolism substrate; energy storage and utilization

1840 J1 5535 ( chronic heart failure, CHF ) faj#R
O, 2l 2 A LD R B0 IESS F4 F /B RE Y S+
WU, 00 B W 4 A BEET 5K D E AR A Y Il
IREZGAIE , ¢ LA W WA DRI M 9 = AU B (Ot it
L A R L B A1 R K ) 2 MR AT
TR /R CHF J2 65 4 DL b f80 35 43 B 1) 1 22 Jt A
Wi AR I HE K, 70 % DL T ARE CHE 1 28 05 %6 1] 34
10% , T S8 4 4F i S AW GK 50% . CHF B &5k HL
il 1 A 58 A o L B — SR E R A RS R ELE
ARG, anvs i Hs s AT (2 BOE R eI 20 ke
A HRTE R CHF 2275 [ B[] F e i k0 8
RSB R AR USRS
e LR S5 B Dhae s w r o IR = AR
il SIS e CHE i, IR
I HIRIBRGR B R - A R KR RG]
BAZ BRI I  IE R 2545 P 23Ry cHEF ', (R
I RASCR KA BN RO Z v 25 AT Z2 88 1
Z IO AN R/ INARE A R C JLRE R A Y
WEAERZ IR, W] REXT CHF A4 YT BA KA i3k as e
ARSI 2 F GE A B N AMAH OGSO, £53R T IR O
e WL S ACUR AU L 72, LA e CHF A& it A2 A L
AE A B 1) S AL )R G2 rp 245 3 o) D5
O HLRE SRR T FMER], B 7E MO JIURE S AR Y
£ 13 0 BE 25 I6 CHF 4 A58 ik S AN ik
1 EECEOCESRIGFHIEE

TEAE A A AT NGO IE 95% 1) = BER
M (adenosine triphosphate, ATP ) 3k [H 287 {A & 1k
Wiz 1k ( oxidative phosphorylation, OXPHOS ), T4
5% WK EREIEAR L, fdBE RGO T RSB R 1 FH A
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TR i A WA RE AR, R LR £ A
A LLYERE ATP FOBER T ESh, T 0 I ik e
AE IS ) 1 it A7 BE ARG, PRLHC e Z50AS W DA IfL AR
AT o MR W B R AL R A AR it e
RITHRA R, 42485 T B RE B 4090~60% ; Hil 40 B 4
AR AT S 43 209%~40% ; Tl 2 19 Y] ey ) (S A0 S e 2 L i
( branched—chain amino acids, BCAAs ) 4 AL HRAL©
2 CHF O AlgeER I FERR LI IR

1E CHF 1K it v, g A iy G 1 T
Wi, i H ™ A2 ATP FRE T B, H B0 I AR REAS 12
ST BRTX T CHF O LA AL B9 BIF
SN T b e o I INi8 =g hw i
3 G LR T RERRERT AR I d ek AR
OB RN s AR A LU S RE e AE R T R G 235
FLAEHLARIAE
2.1 ZEARLG WA I A

SRR B2 AU i Gk A ) g 2 O Ay (il
B 1R ) LR A RS A R A ORI R i
JEABA S bR B Wit S5 i S LR ELAE Y W]
J& CHF £ R 28 K AN I REREAS L, TG PE4L( reactive
oxygen species, ROS ) [ FH S 2 4R A4 S AL N 3 Y
FENE, ECHF (9 % J8 i # 0 L0 i Py
ROS A= i3S INFNE BRAE ) B9 T BEAT 2 F B Aobi Ak
ROS ( mitochondrial reactive oxygen species, mtROS )]
VecHE RO L T mtROS 5 B A 45 A K 2
CHF i = BEEOR HLA 22—, K& I PR A 3
BEAY S5 i 9 3R W] CHF th ZRi AR 3y g 271 Ay 1] 24
ARG FR A B, BRI L H R RERL L ik
A, 7E CHF 1 & @t f v, O UL W ( sarcoplasmic
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reticulum, SR ) Ca®™ & U /0, DT 5 | 2 24 7 41 []
Ca™ WA R Sh e 1 1T 7 e 000 400 M
Ca™ S0, 2o Bt ) Ca™ EL % 5[] # 2 5 OXPHOS |
ROS{H B o £k ki 4& fL( mitochondrial permeability
transition pore, mPTP ) #T JF, 3 £ £k &7 4 Ty B B
At R T B AN M (0 R C RN
R R A TR T O S 4 i 0 B g
5 CHF FTE K 8 S LA Y 85 11 5T, 23 BB 3R
R fid U 47 22 OXPHOS AR A 75 1 2L, b,
U AR 25— D ISR AR, andg
T Ca™ FRER KUK 25, I LR T RERETS . BRut
ZAb T8 CHF & JES A v, B LR A [ g fin, 9%
MHFLE AR F 0 S 2 BRI B b
O MEHEREA /2 5 TR IR A F WA F R R 12 52 451
HRER VR Y ZRLAR U RE FE 70 KA , B s itk — 200
O NERE AR
22 KRR BIFEE

78 CHF 19 & it A vy, O LA 0T BE B SIS Y
FHIRER R A T A2 A, 30k 26 S A8 A 4 Dt DX A 2
SCH BT AR SE . (HAT U SCFF, CHFRYBE
AL I DU TR A% . BCAAs % (LTI,
BHIE AR T 5, FLER AR A AL AR L O
A e AR A6 5 CHEF By 43 35 (A0 ot et
UMK, 75 CHF B AT 1 REEACHC B 3% 22 52,
117 CHE B 91 8 £ A Q35 A A2 MR 10 I A 4 42 S
HIBEIRIE, &2k T 2RI LA R A A A
& CHF P IR 17 B2 S8 AL K7 oA BT T B BT 2
FORE AR OB A A8 B WLk
P, SRR F TR R RE RN, (H o 25 i i 3 vl
B NRTTR A BE RS N, v] BEE— 0 N e QR
FLALC IR s b, 3l e -5 T A 1
2 T BN 5 HRY AR RN, DTG Na'/H
ZEHAR I Na'/Ca™ 284 7 , S BUMLTT Ca®™ AR, I F
MR AL
23 XHEEpAARIEIRERR

O LA R A3 G S8 il AN 5 i AR i 2840 5
TR A A DI 15 T A A 2 1) ] 2 S A R — Y o
A UEYE SCRFAE CHE (8 & Fngh Wy s sl vp R T2 B 4R
Ak Tl < £ 15 5L B i A B %0 ( long chain acyl-CoA
dehydrogenase, LCAD ) FI H 4 it Ji %8 g A i = 7l
( medium—chain acyl-CoA dehydrogenase, MCAD )
mRNA Fh AP H BT TR A 05 & Bl
CHF Ryt Ji it Rt vl ae S A A 1 B W Vs =2 A
a ( peroxisome proliferator—activated receptor alpha,

PPAR o ) FIBFEAR, FEOCHEMENR IR, 12 A

TR B A A Pt 5% 2% 18 1 ( carnitine palmitoyltransferase
1, CPT-1) =% A §% £ # Bt % #% B 11 ( carnitine
palmitoyltransferase 2, CPT-2 ) FIFA I TERAL 7,
X R W TE CHF J J ik A% vh A7 78 i 1D 2 AL 1k ) g
W1 SZ2 40 AR S e CHE v, o0 I v ) 4
W5 iz 25 1 ( glucose transporter, GLUT ) 1 f1 GLUT4
mRNAJFRIALL K GLUTA 8 13348 R, 1] GLUTI
BB FORBAT AN R, CHF RS
HIAIEA T R3S a2 4k & T IRk S A i il i 42
PR K AR, AR, X Mt PN RESE AR
#b CHF ZE A rh IR 1D 1R S A i BB, B e itk — 2D
R CMERE ISR, I E LR

24 feEHEAAFABRE

O LA B Y 3 22 658 5 W) BT 2 ATP FIBE R LR
( creatine phosphate, PCr ). 7E CHF 53, .0> JLATP
HERFTE IR H K, vl LA 2 O WUCHR &7 5k AT ey 1
7 (% 2, (H PCr /K B PC/ATP HUAH T R, 500
JUUIR SRR B S (AR SE . 72 CHF D, L ATP 7
T FEAE T 30%~40%, PCr7KF- K B T %, H.
PCr/ATP A RS IR, i m] I, 7 CHFRY
R, PCr BYTHAE B HIKE B 1R BCER ATP 1Y
TR A, T CHF & i 7 vt 2 I ILRR 7K -
FIILBR P ( creatine kinase, CK ) 34T [, S2UL
JULRE B it A /b , DT B AR 1 Co I Sc A i 2, sk
TERHER L WA 1,

3 PHEFETHCHF LAEEERBIRRETIER

CHF AR B TR A R 52, 22 WL R S e 2%
ZAlke AR AL B BH S M W DL
SR B PR s AR S DAy 32, 3R IR S
AL B B R A5 AR B2 e A BE T CHIF e 17 218 5%
A6, PR K CHE 43 A8 v R T CRirsh) b |
Wedh] ) RSP AR s Jor MR AR E T I DL 45
I IR T, R T DA A AR B LT I AR R FH R
JK I L R 3
3.1 BAFERESREAAK)

P BHIE T 02 i S LB 2 AR DT 72—,
HATTH R A 2L | BB S AE i A8 A 2537 A= 1 4
A A, RESAT R O LR il ST B 5, R
PZBULNL P TR BT R BN IR 0
W CHF SRR FRZRL AR S5 A FI DI RE , B0S AMP AR
6 F) £E P4 [ adenosine 5'—monophosphate ((amp -
activated protein kinase, AMPK | - I 15 AMPK/PPAR«

T R AR, SR AMNHIE F7 AT 2 CHE G AL
RET AU, 22 CHF JE e . THA T BAT 45 28 B Y
g, B AT I LA A IR T AR A Ca™ Ve iE

75



2% v B8 b

L R S 24
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E1 CHF L ALEEERISIERSHLEIHE L

AT CHF D ULRE AR . YANG Z Q%5
58 2 WA T 6 37 T 410 ] CHIF LAY FRAN AR IR 7, ik
FEALNIBUK Y, BEERENR AL, IR AP LR 5 R
i, NI 2 B CHEF I g A il 0 2= EAA 1Y
YEFT, AL 5 AMPK/ i 48 A6 4 1 1K 38 5 90 4T
ZAR v I TG 1 (aperoxisome proliferator—activated
receptor 7y coactivator 1-alpha, PGC-1 a VMESm g
A HOAh, — 2RIl PR 2256 5 0 b 25 52 07 il
R A AEIGYT CHE EHA UG RSO . 57
O “FROHEE” Ay 2GR, A kIR
1A | i U I AT KOk T 2 3, BE VA T SR A
JIR 105 PR AR SRR AR (LR 6 LA 2 P AR
R, WU R M%7 R & B350 K AT
il 17 PI3BK/Akt/mTOR/rpS6/HIF-1a 55 {5 5 i [ 34
PiC WUACar %, 0 b V8 A M 1 2R 1 4 RO
AMPK/PGC T {55 18 s 47 o 36 A8 MM 30 1 2
U N U 2 R N AR I NI U BN
OV, S5O IIRE 4 =iz shit . OB
JE AT EAR A BN TI6Y7 CHF I 25007, BA 43
ALTE L AR IR, GO &8/ B, B0 nT
i E5 U . OXPHOS AL M T4 AR Yy A
P CHE O L4 B AR ™ 7 LR SR 5
R IR o BT S Ao DR AP O LA T 2 oRAR S5 4 | 92 fit
5 R LN VA N (iR 2 Y T L NG LY bR e A 1=
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SRR Y s TSR RS IR Z b A A
A3, £ =5 OXPHOS 7K F-, ik 21 24 3 CHF .0 AIL#5
Pam B 70 0 B IR 04 A I
PRIGYT AR N A CHF R 2288 7, B R XT 105 B
F1 AR 7 CHF U (LR AR B S BOMTR A L 3
BB FE 7m0 B2 F1 IR PT 38 52 PINK 1/Parkin i
AN 2 AR B B e, MO SRR 2 R 4, A
T/ CHF AR A0 0 S T, Bl JL0 Shg ' ik
A RS R L0 SR IR i AL e
A RS AR, IR SRR, AE R LORAAR S, $E
OXPHOS 7K~ , M e AR R A B T B, BRAK O L
Pith. LA RUIAERT ] CHERIRTT M 45 <
T 1 s H 24 52y kO ILRE AR v 7 S, T R
SXUEE CHF B RIS o
32 #ARME

A= kAR A6 7 A P A CHF AR 3R, B
A AR SO T TR, REE L i 5k etk
ok | e SR A T e R SR S I A5 B e
JUL Bt i ke S A R B, 103 O ILET A Ak, AT 2K )36
J¥ CHF B H Y, YANG Y 2 058 % BRIk ik
LY AT Y Ca®t - 45 1 1 IR A S Y Drpl {55
i, YE R AT N Ca™ RS, M Lok AR A S 1 41
JROR T, A R O U AT JE CHF O LRE S5 1Y)
YE . fa S MK S (R T ) J2 pR AR K ek A A i
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oK, e I B ] ROS 18 A8 RS I8 2 P AR s v 2
T T 15 230 % 55 22 Fha& 42 3% CHF /) BRIk
HEENS L XIAO Y H4E S BF 5T % R 45 52 ki 4
W (5T ) W38 3 4 Ak OXPHOS 38 8% . 18 45 PGC—1au
FHAHCE 1, By SRR T g, JF 4 4 gs 1,
AT e 0 LA Bt e e AR . B il A9 3R W 2
RERKEFHR CART) nT gm0 UL ST 4 fRE T
Mg W IR 480 AL 5 18 F BRDA/AMPK 1 42 ok 38 4 R {4
TIIRE, 00/ A0 BRI T, DT RS 2 O D) BB 1R
P8, 232978/ F DU, HAT 35 SRR 23,
REIE A 0 PI3K/AKT 8 i , XA PRI 5 | k2 AL LA
Vil B VERT . WANG Y45 O Bi58 L 22
J5 T3 3 AT OXPHOS 33 72 AU Dy E , 2 Hp2kr
IR BE AN i R A, IR O LA, S22
HESROE S AR T AL AR , AR 244y
BFIR , 2 22 TSR] 38 e el s A A I A S AR i
JEWIZETL , R 2 Fh e i ACAE OGBS, ATl v
DESRASE Z Ak, G CHF SR, YU T H&E )
9T R INS 27 T PR AT AR AP bR S5 4 , D 2 br
PRIF 53477 , B4 ISR AA 7 W, 400 i Sk iAo i 2
AR LR AR R A, DA T 5038 O LR I 3 20 0
WU , BAEGALOIERIE R . 25 LTk, fE b e
CHFRYT ', 25 AR IS 25 2 fig ok 1 3000
JULRE R ACISE, B W 03 CHEF O I A, 7250 LT AY
PR
3.3 RFAA)K il ARk

S350 NP EINE 2 e iR CHFRY
228577, B 25 AR P IS R K B PRk, B Rt T
Zrit g 00 J7 T 10 CHF O ILRE 52t A 9 B 98 8 TR
Ao WFFE RIS 0 7 vl il ad e 4o (R S5 44 Fn
It  BE R FH 5 R8T A K R Bl 17 A0 ) FH 45

LRI CHE O ILRE R 7 Hoh B
B 46 VIS S B I 20 D T ke e 2 R 4 4
TIfe , 60 = BEmE R 1k & 4 A= B, DT 2 1 CHF 45
RUGH I AM8, o D IR . R E 2 I kS
RN b AT BT B M S E2 R IR LN e = BS v Il
JHERRLR > M E R8s, YRR 3 1 4 3h 57
i, AT 23 CHF AR R0 28 R, 2 v O T k.
98 2 IR B AU R0 LA AR v, 2 B 25005 AT
e AT JULZE 6 S P I 384, s i it A R AR 5 10
JR TR FH 5 B 5 A AT WE 552 5 B, DD Bk A4 o 3
L, AT At 4 O WL AT M 0 7, B RO iR
P RIRYT CHF MR R i 25, nl st £k 12 £
A LA 44l , FESR 0 % F A, IR YT CHEF
FEO WLRE ARy 1T, 675 5O Ji 48 T 3 i A g R
TP VR B T R R A S S R 4R
OO WLRE A ROCR, L3R40 LR M A 1
KUANG Y L4 557 2 B S5 0O e 8 T $2 s A
TAEAE, JF0 5 O AMPK/PGC—1 38 B4 8 35BS IS
YA AR R ES R R LR R 5, DA T e 2]
EGEL R EIVE . TER I I & I G
568 Co B B T 308 3 AT R A R AT S TR i
HIAPREACIE, TR B IR S T IO LA A
- WF5E R B FE CHF P e 0 (9 34 7 v, IR B A K T
Ml B R 255 5 nl 2414y LS Ll LT
il CHF O ILRE AT VE 7T L4 CHF JR i ok
LA ETY

H BT VE 2 10 ARIE S AT 8500 h 25 52 T Ae oL
e AR T B A T U, A 2% A0S I O
TAR 2R HZ KT8 (RO WURE ARy
T A ML 58 2 — 0. P2y & e 9
CHF LB AR 3R FAE IR I 1,

®1 HHEFETH CHF LAlgEEREHEIETTIER

e BIrH/E gL FBMR I PEFIRLHIFN /B2 400 5 B MR TR AR A I 5 WRfES Sl
ik B - EESR i (AR B i) 3 ¢ /A

AR ANHIR Y B CMIE ORAT. IR ESi kA A Y BOE R R, Gk RS AT HE: AMP, ADP |, AMPK/PPAR« [ 23]
15 1M, e )= M. (AAC)ECHF K ATP T ,PPARa .PGC-1a T

(B EAwe3
A FHit

B(12.72¢ - kg")

BEC HIEE S ESIRAZE (TAC) S0 AR T, IR SR AR OK T, M BE B AT, 3% AMPK/PGC- [25 ]

A FHR HCHF KB(S5.1. FiIRAEAL, BOEZRRZS A T RE : TUNELFHEEAIIE |, 1o
10.2.204 ¢ - kg') MDA | ,SOD 1 ,ATP T, ATP5D T, LA FFA |, CPT-1,
GLUT4 1, p~AMPK/AMPK . PGC~1 & . NRF1,mtTFA 1
FRLIRR  WE S P RS MKaTRE B0 U 2%, 8 R 2 R G A R S A0 R PIBK/AKVmTOR/ [ 27 ]
NS R EF L(LAD) 25480 10, sk ORIk 45 M FnTl i, st fig & A A« PI3K. Akt rpS6/HIF-1ar,
FE M RZ H CHF KEL(500.  mTOR . .rpS6 ikl HIF-1 « mRNA T, AMPK Rk 1, AMPK/PGC-1o/
BOMHEE B 24 1000 mg - kg')  GLUT4 mRNA 1, PGCla T, TUNEL FHYEZNAE | , MMP T, GLUT4
RT3 WP AR A A T 3EME T, L% CKLFFA LD |, ATP 1
VN5 NS EBLH TERBIIKGS(CAL)  Hosgoh RS A BE , MEER &k . MMP 1, PGCl « [29]
TS CHF /M. mRNA 1, CPT-1 mRNA |, GLUT4, MPC1 mRNA 1
(1.65g-kg")
CAL PRI CHF  ZRHFZRLAR 3] ) 24 3 A A, W 2 b A A B 3, 3 [30]

INR(1.65g - kg'); LRBIARINAE: Drpl mRNA |, mtROS |, 28k R LAl 1 1%
HOC2 L (55 24 1f3i%) 5 e KPR 1
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gR1 PHEFETHCHF LABEER B HRETIER
s B/ e U SRR FEFIBL A/ 25 Pt 5 e A AR DG AR (14 415 wWhAES ik
Rk B B LR (DU AER o) L S !
DEROMRE BT NS FHS . LADSSHIECHE 40 i 42 ki 44 2o B 13 W, 1003 2 B0 K 445 44) - 410 il Parkin . PINK/Parkin [ 31 ]
RE EFFE Y KR(27.54. p62. LC35 COX VAL, PINKI mRNA T, Parkin, p62.
SN 108g-kg") LC3 mRNA |, PINKI, Parkin,p62 T ,LC3 T /LC3 T |
TACELCHF KR FFMCEEALILIL, 1Y Ca™ RS MuB SRR e My A ik, ik [32]
(39.78.156g-ke") 3 He A H]: ROS | , £ Ki 44 MitoSOX | , SOD . GSH-PX
WP T, MDA | ESBEASIREE T, A5 BRAL I R 4. 509% Pk
] |, SR Ca®leak . SR Ca’leak/load | , MMP 1 ,#zk
MPm A A HIRFIRRE ) T LR E S T VIV, V
1511, PHB1,PHB2 1, PHB1,PHB2 mRNA T, mPTP
WL, ATP 1
R R MKEL/ 28 R NS BRI . LADSSFLELCHE MY Ca™ Fads, Mt LR R I BE s R A A, IRl 40i Ca™ - 5k [ 34 ]
B & DkOTE B W R TORKIREY . NR(45.5.182, AT 4ERFERIARS) S48 B : Na'-k'-ATPase . Ca™— TREHS Dipl
(%T) RO 728 mg - kg™' );  Mg”—~ATPase. Ca™*~ATPase JGPE 1, 4HMICa™ | , CnA |,
ANEHIZFHOC2  MMP T, ATP 1, Bel-2/Bax 1, caspase=3 | , Drpl Ser616
(25,100,  BEERAL |, Drpl Ser637 B2k T, Drpl |
400 pg - mL™")
ANB FL IR AACELCHE R e dpi RS AIRE, M40 T OCR T, PGC-1a . PPAR-a/ [ 36]
(20.40.80mg-kg"); PPAR-« .RXR-a \NRF-1,TFAM 1, Bax | , Bel-2 1 RXR-«
H,0, 1 5 H9C2
4L 45.90,
180 pg -+ mL™")
LAD Z5FLB0 CHE - R AR 401k 7 8, oo 36 0 i 44k, ok 3 B it - SOD ¥ [37]
KE(464.3, £ 1, p-AMPK, AMPK , GLUT4, CPT-1 1, ATP T
928.6mg - kg )
LADZEFLEC CHE /)N Bl 2R PR D i, > 20 4 7=, 2% fiE 622 1 JH: BRD4 BRD4/AMPK 38 ]
Fl(0669 g-ke' ;% mRNA |, BRD4 | , p~AMPK/AMPK 1, MMP T, TUNEL
WERIZFHOC2 40 BAYEANM | , ATP 1
(05.1.25mg-1.")
SEFI15E A5 EL LADZ5FLECOILER 35 2k 1A 2y B, % BE & A 1] : ATPSD . NDUFB10., [40]
HHHR MR (10 mL-kg'); MDH1 T, TNNC1 T, MMP 1, ATP 1,328 0CR T, & K
BEGH RO I T, ATPAISE OCR 1, B Filltis 1
IRIIE (G
20 wL-ml")
LADZEHUSCCMUSL 2035 2 b7 1A 25 K R ) 6 , 1 ISR R 11 05, 44 5 26 b 4 [42]
KRE(038mL kg ); &1 J1 2% ShA i MMP 1, SRR i | L I Ca™ |
BE/ERAES mPTPIF ik |, B LROCR T, it KM T, ATPAH ¢
HOC24fi( 1.2.5, OCR T, Jit F it ¥ T, LC3. Beclinl, Parkin, PINK 1,
5plemL’) MFN1,MFN2,0PA T ,DRP.FIS |
W SHEs0TTT NS M B LAD 8533 U 2RI S5 M N D 8, B3 AR BB MMP T, COX, [43]
FIK . St g0k 42 RAT 4 B CHF KEL(1.76 . Tfam ,ND-1,ND-2mRNA T, CK,ANT 1
‘fﬁ[f[l ﬁﬂ%“@\%§‘ﬁi 528¢ - kg")
ik BEP DT R LADSHLBCCHE AR 3 )2 A4 : Mind M2  Opal mRNA T, [44]
BB KR (3011, Drpl. Fisl mRNA | , Mfnl Mfn2,Opal T, Drpl . Fisl |
15.055g - kg™")
Bl A A O R AR S0 AR I V8, IO i f 1) FH RO A7 - 40 ROS L Bk (A [45]
ML4nfe0.25. ROS | ,ATP T ,CK 1
0.5mg - mL™")
B4R LA AR 2 35 Rg 1 A, 400 46 BR 195 B2 R A : ATP T, FAT/CD36. [ 46 ]
(025.05mg - mL." ) PPARa .PPARB/S |
B AU AR LA AR ot R s P, O A R I B R 8 R D D RR T [47]
(025.0.5mg - mL™") JFHEFL ATP 1, PDH.AMPK mRNA | , GLUT-4 mRNA 1,
GLUT-4 1 ,LDH |
PO AS I . TACEICHF REL BB RNE Ak, W B e 1 TR A LR ME AR, BB Bk AMPK/PGC— [ 49 ]
BerEHRL PSS BN T (025.05.1g- kg') I, B 3 A 6iF 7 AMPK, PGC-1« | CPT-1, GLUT4 la
FEHY) PIDEARESEREAW N mRNA T, PGC-1a . CPT-1, GLUT4, p-AMPK 1 , L35 TA .
EX (N5 FFA | ,MMP T ,RCR T, BIEHF2( ATP+ADP+AMP ) EC 1
BRIV a0/ 0 20 B 0 T, Bl i AEU 1L, B R R : TUNEL [50]
(0.5mg - mL™")  PHYELIME . Caspase3 | , A HHEICGR T, LDH | , Glut-

4 PDH.CS 1 ,LDH-A | ,ATP 1
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24 TRAME, A5 T2y Tk e D LRE AU S 2%

4 PHEYHSETT CHF DAl ER R HEST
€A
41 FEREEE

AZRBHF R FEFETAS =L HHES%
MY RSB P EENEER S Z— NS
B RO A E A A0 T RS R R
LR WS BCEENR TR B AL 2Rk T
CHF LIRS AR, ZHENG X 452 BF9Y &k
PN R Rb1 W] i Ak iR A2 ik 4 2 W s 12 o
[ 4 5507 TN A BRI . KONG H L4 R
FKHIANZ AT Rb1 Gel i S AMPK A5 38 % ol
NRIGTR B A Ak, IF48 v O LA G BE B 6 77 AR
DU L& B8 % LA Z 54 Rb1 49K Foki fig W 2
Vol Dl S P A AR T ) SR O, i e A T
HIERZCRH BT ASBITRbL. AS 217 Rb3
WAL 2 TR O ISR , Bl i Pl ROS 1Y
AR A A S S L R R e s R A Th g,
CHEN X 2 BF 5% 22 W\ 2 52 4 Rb3 1] 8l 3 I 17
PR ! K ) O R T AE2 o AN SR VAR R LS
P EAYE T, HALH] S5 PPAR o /RXR o 38 #§HH S
TP A v 258 R ) E SR ALY
T 5 3 WH B 16 22 0 ml i 1o A1 0B 007 85 Mg i I ) )
PR3P 2Rk A 45 K TN Dy i 28 14 4% 11 CHF AL L2 it
RERARH T, LUAN A N2 % gt & B 2
REHGE RS LIRZA SO IUEE, Wz bRt
WIS, HALH 5 TNF- o /PGC-1 o {55538 BEAH G
177 25 1 T M 2 R R A ST R
BT T A A 5 33 1 1 PPAR o 38 58 i
R AL R ZR AR T RE I it ARSI R
it IV A2 AR R i 2 AR TR ) D, T A 38 0
IHRERIMEFI 0 IHeAh, B I AE IS ROS LE A,
I Ca™ M, ASw 2L B H 07, 410 A A T, A
117 23 HL,0, 375 A9 0 JULAT B33 47, FEAL T 5 mitoK
ATPBIHAESE" 205 KFF )32 B 0ol i A
W BIA , el OB AE AT S KA nlE s i Bt
AL PR LAl TS B I S 2R AR, KRR
PUOIUEFER . HAO W45 BT R IRLL SR
I3 28 857 mTOR/AMPK {5 538 B P & P A AL A
AR T, TR T8 PR A , DR PR O UL
FRAEAR . IEAM, LIAO W T4 B oy LB LT 5 R
REZEFE — BRIRIEER, AT AR TR 8 EALALL LA A
AL IR DA T R AR 75 S O LA 3 4
42 A5 R

BTk s v AR i B A B 3 RO fE L B
HERAL . EHE B SAL ) Tk i

PETE M 43, B R IS 2 B SAL W 9 % B A R
(DOX ) 75 5 (R 27 R 1 2 C 38 25 L A INE W T BE 43
5, HAE AL AT B -5 300 i 2ok 485 o ) 4 5 1k
A O IR I P2 )1 AR B A
I PR L P+ 2 11755 W58 e G Y 7 o DG s Ik L3R 7
AR — 5 5 I R Ak, ELR R W 8 7
LRSI O R A0 A AR VR S bt Ak
P SR SRR 0L HATHr s 2w 2
W RE A 2R IR S F B 47 , B8 R AR I Ca™ 4K
FH ATP RIS E , 420 L Ca™ B 28 I8 i JAK2/
STAT3 5538 fH P9 P8I 00 Ao UL ML T, DA A
B RGBT R RN 25
HR 73 B () B B A, B M F e R AR R
ALE PR PR IR AN T 2R, R
A IUFER . HE L& ™ RF5y R SR ]
i 1 PPAR oo 285458 4006 Co AL Z00 AR 9% 1= 1 98 R S B
T3 I CHIF K B o, s 0 T g, 2 v 3L
FEHGH ., CHENG W L4 WF5e e ] B4R 25 v i it
HEINGLUT4 By 3RIKF 7 1 | FEAR CD36 [ AF1Y)
AF, VYT R AT RS TR (BB B, & ¥ s O LR
R VE R, ML 5 98 35 PI3K/AktFl PPAR o i
A

4.3 B BRSLLA ¢ b B AR )

FZHEA RO NUER , EIE R 1w S5
RO, WS 28 SR AL EIRYT CHF L HA B
FERIR RS TR, Bt B MR, S
FEHY)(SM ) 5 B 5 & 3 ( DOO ) kA fif B w] 98
DRI B AL, HE MRG0 = R ER, I\
77 2403 O WL A0 it e AR08, R 4 O O I B VR
FH LG8 ( HG ) & N Th 2] [+ rh 2 B4 B A=
il , 6- Z R (6-GR ) A= T il B 2
— 9T K BB 22 25 X 7 DOX i T /) CHF A5
RIK R BB —E R A SO R IR
PEFAR S T B — i R A s e R
WF ¢ 2 WA 7E 0 WLARE B A5 7 i, HG A 6-GREE S
{85 11 7] 38 5 PPAR o /PGC—1 o /Sirt3 5 5 10 % ok 3%
SRR g A QI ORI LR PRI T 8 5 b vl 38 2
LKB1/AMPK o /Sirt1 {5538 [ 4 15 2R 1A i 24
HH G381, T 855 DOX 175 S 1140 UL AT i 52 45 , 62
FINEYT CHF MVE ;L) , i — 2D 38 UE T HG F16-GR
A T A R T, PR 2 B R R A
IR R R

g5 TR, A1 JE 2SR RS S L
W2 TR Ry, T LA AT B LR AR 25 R R T RE LR
T RE A S A B2 = e A A AR P
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R TR S ER Y R O LA RE AU, AR T CHF IR R S A R Sy 2 A R0
P AN R L IIRERIVER], Son P25 el M E T CHE CHILBE R G R AR PR IR LR 2.

x2 hHFUMHETH CHF LALsEER GRS IER
, A R - FEFABLENA S 2550 5 Re A QA DCHR PR IR W o el
e SR R (LR ) 0l g
HEE  AZSREHRbl AACECHF KF(35.70 mg - kg ) s g bR AE, B A s A . MMP |, Akt [52]
Wi B GLUTA T, 405 GLUT4 | , p-Akt/Akt 1
DOXECHF KER(100 mg - ke™' ) #0357 R 4 1k, 2 3% fik 2 6% 47 0 R JH: i B AMPK [53]
CPT 1,75 [t4fFA T, CPTIb, CPT2 mRNA T,
CPT1b. CPT2% #£ T, MCAD. ACSLI&E ¥ 1, Per.
ADP . ATP. Pcr/ATP T . ADP/ATP |
AS B Rb3 LADZE LB CHF/NR(0.63 mg - kg ); B3 MR iR 10, Il 4B 0 -, e g it U, PPAR o /RXRa [ 56 ]
SR 25 /P T S HOC2 4N i 1 36 R R & T fig: SIRT3., CPT-1« . ACADL T,
(40 wmol - L") PPARa . RXRa 1, Bax |, Bel2 T, TUNELPFH
4ffs |, ATP T, MMP 1
HIEZ 1SO B WUIE JEE K BRL( 80 mg « kg™ )5 B35 AE 1 F1) FH, ok 2 Ui 285 I 7 72 , e 36 M NI 481k TNF- o /PGC-1ac [59 ]
1SO 175 5 3 A= JEAC K B0 IL4H L ATP/ADP . ATP/AMP T, FFA |, ATP5D. PGC-
(100 wg - mL™") la PDK4 1, TNF-a |
BT AACEL CHF KFL(30 mg « kg') 3 R 7 R A Ak, 410 i 4 % % : LCAD mRNA T, [60]
PFK1 mRNA | , LCAD 1T, PFKI | ,0LFFA | 0>
il
TACECHF/MR( 0.3 1 mg - kg ) BCEAEIIER AL, MEELE R R IR, Y Ca B2 45, PPARa [61]
35 B a2 A, 70 40 8 T2 PPAR @ | Acaca,
Acach , Cptlb, Acadm , Acacl mRNA T, PPAR « 1,
OCRT,ETCE AW T .M. M IViGH: T, &k
fkCa™# Bl 1, SERCA2a T, SUMO1 T, PLB#
2 & T, RyR2® iR /& T, ATP 1, Bax. PARP.
Caspase—3 |, Bel-2 1
AACHICHF KR (30.60 mg « kg™ ) 48 i 0 5 A 17 R D, e A A T A g A 32 [62]
& il W FFA |, O WLFFA |, PPAR o . MCAD .
MCPT-1 1, PPAR a . MCAD, MCPT-1 mRNA 1
H,0, 5 SHEFEACK B AN RG4S I 3, I 95 Ca™ Fa 2, ik 36 LR R AR T B, mitoKATP [63]
(30mg - L") AT ROS |, BTG Ca™ Wk |, MMP 1T,
Annexin V FIPEZHAL |
R STZ - FEERE CIUR R B B AR Ak N 35, Ml 4098 1-: P67 | , SOD2 T, AMPK.mTOR [65]
(40 mg - kg™ ); EHHA S HOC2 NADPH % fL i | , SOD 1, TUNEL FH 4% 41 ffg | ,
110 wmol - L") Bax | ,Bel-2 1, AMPK ., ACC.TSC2 . RAPTOR #/#%
1k 1, mTOR ., p70S6K . p4EBP1 Bk |
B HOC2 A (25 wmol - L7')  AHIANIEIA T, MeE LR TRl , s IR TR A AL, [66]
FA AR 4 A IV 80 : Annexin V FHEANNE | A7 ERR 3%
TR R T, LCAC |, SCAC T, GSH. NAD+/
NADH. GSH/GSSG 1, NADH |
YIRS EHFEEIM DOXECHF KE(5.10 mg « kg ); #1040 40 i 8 7=, ol 3 Lo AR T BE, ik s BE LA . MCU [68]
HT DOX 755 HOC2 4l TUNELBH 4 41 #g | , PDH. MDH, NNT mRNA T,
(20 pmol - L") MMP 1,3 OCR., ECAR 1, M OCR. ECAR 1,
ATP 1, MCU., MICU1, MICU2 mRNA | , MCU
MICUI,MICU2 |
IS AACECHF KFL(10.20, Pl R AL, R Ca™ FA A I Ca™ W |, [71]
40mg - kg') Ca**~ATPase itk 1
LAD Z5 L0 Uk K B BB SRR ) e, B AR S AR N B, 0 AN M PR T JAK2/STAT3 [72]
(3mg- L") MMP T, SOD 1, GSH/GSSG T, MDA, H,0, | , 4i
JIJAT % |, JAK2 . STAT3 . Bel-2 1, Bax |
B TACH(CHF KE(60 mg - kg™ ); I A0MIE 1=, BB Mt 40 fk: TUNELFHYEZHM |, PPAR [74]
PPAR o s fifC 4T AR GLUT4 1, CD36 | , PPAR« . Nrfl, Fos, Yyl
(2mmol - L") ACC1. FAS. L-PK. MCAD mRNA T, PPAR« .
Nifl, Fos. Yyl ,ACC1,FAS,L-PK ,MCAD 1
STZ  NAJESHILAD 535 5L Pt ER AL : GLUT4 335 S 1, CD36%35 . % PI3K/Akt .PPAR o [ 75 ]
IR IO CHEF /R B |, AktiEfRfk 1, PPARa |
(100 mg - kg™")
B TS 1B . LADZSLELCHF /NR(5 g - kg', s omi PR Sh B, ok G i A1) 7, s g 404k [77]

HEY

ML 0.5mL - kg'")

LD, NEFA . AcCoA/CoA | , Fr iR 1 .,3-% % T
iR KA AR R T bbe iR AEAE SRR |, cS T,
ATP T, Na'-k'-ATPase . Ca*'~Mg**~ATPase , Ca’'~
ATPase T, AMPK ., ACCH#§f&fk 1 , CPT-1 | , PDK,
PDC#ERRL |
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e . i T, YEFIBLHIR 525 % 5 RE B A DCTR PRI IS 8 Se o il A
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£ B 5 3L g, DOXAS HOC2 400 (20 wmol - L7, e 2R BiiA T RE: MMP 1, JEREIEIE T, B KIEE PPAR o /PGC- [79]
6- LW E 20 pmol - L) TR T, ATPAESEOCR T, PPAR« . PGC— 1o /Sirt3
1o, Sirt3, ANT1, P300 mRNA 1, PPAR « . PGC~
1o . Sirt3, ANT1,P300 1
DOX £ CHF KFL(5 mg - kg™, ok 35 2R R T BE, i3 IR T R ARk B ZEOCR. LKBI/AMPK oo/ [ 80 ]
5mg - kg™ ); DOX ' HIC240/fE  ECAR T, Ji #OCR.ECAR T, CPT-1 mRNA T, Sintl
(20 wmol - L™",20 wmol - L") FAS mRNA | , LKB1, AMPK « 1, Sirtl, PGC-1 «
mRNA T ,LKB1 ,AMPK & 1, Sirt]l \PGC-1a T
DOX E CHF KF(5 mg - kg™, T A0 ML T, e AR R, OB SRR I RE , 1 [81]
5mg-kg") LRI AL : TUNELBHMEAIME | , ATP, ATPase.
NAD NADH 1, Z e R G A 1 Fehiig |
5 Rz a critical target of cardiovascular injury [ J ]. Biomedicine
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