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Abstract

Myocardial fibrosis (MF) is a prevalent pathological consequence of various cardiovascular dis-
eases, characterized by the excessive activation of cardiac fibroblasts and aberrant deposition of
extracellular matrix. It has been established that energy metabolism disruption is the central mech-
anism underlying MF, encompassing mitochondrial dysfunction, abnormal fatty acid oxidation, im-
paired glucose utilization, and ATP depletion. Blood-activating and stasis-removing medications
primarily modulate myocardial energy metabolism by enhancing mitochondrial function, regulat-
ing glucose/lipid metabolism, and influencing key signaling pathways, thereby exerting anti-fi-
brotic effects. Chinese herbal remedies aimed at promoting blood circulation and resolving blood
stasis can enhance myocardial metabolic equilibrium through targeting multiple aspects and path-
ways of energy metabolism, offering insights for refining clinical treatment strategies for MF.
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1. 518

AERN D E AL H 28 ™ 1R, 2025~2050 44k Cr 1L 297 (cardiovascular diseases, CVD) fi 45 FF 4214 i1
[11. AR I D RERERT (1) 998 R A S it (2O HLEF4E 4k (myocardial fibrosis, MF) s i IfiL P24 o iE s < AE
JERLOHUGE S O EEEN. O IR mSE L CVD I — N — 2] . MF 24 g 403 i (extracellular
matrix, ECM) & [ iR, SECOAEE Y Kk MR ES 2, 7E2Fh CVD Wi S B M (3] 440
T, EVEAM e R BB ML B VA0S R s I 900 Ik 4t 4 4 g (Cardiac Fi-
broblasts, CFs)H1 P S M AERE . HGEA A S S5 A [4] o CFs o0 I P B 1AL 45 4% 1 2 298 15 IR 7 DL &
LA A AZ O RN 4R B [5], & mT BB 51475 AH 5% 4 A =0 (DAMP, - i = B 2 i # (adenosine triphos-
phate, ATP). HMGB1), BJHUE &K T(1 TNF-a. IL-6+ IL-8)FIH&L A T-(n MCP-1), Wi 5| 4 5E4m iz
T, [FIE, O WLEE AL S8 P2 A LN, /) 5 R R 1 (e A AR R -4+ IL-6) IR IRIPE R, 155 CFs HH
S AE NI EF 4 4R (myoFbs), {HE KR ECM B (FEE D | BURI 1N BY AR 1) R, kT 6 2 Lo ULET
HEAL[5].

PR e AR 2, 4l LB A = P B A P A A 4 B SO AR, X I R FR AR it E G R (6] -
FEC BT, AU G AR E O UL S F e 2 o 4y S 22 AR 5, CFs [7] myoFbs [ 34k id 72 75 22 K &= 1)
RE T AN AW BRI R R SR SL R L 1 ECM B (A R[5 [7], 1S 1B I CFs £k A 8 2 AR i 5 4
TR UL Rk e 2R 2 TR . DRI AR T 7 2 70 CFs FTEAL S AL O LA S A — N B
AT S5 1)

UL HR, G QAR 3E — B4R 7O N0 B AT 38 i A = ) sh 25 1 i 1 1 RO B e
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&, TP AU EL R T DU 2 5L LA M S5 4 5 D R TR B A T A o TR RO “ AR Py BEL i
FARHSR IR JRIR N 2R AR B AL 3 2R L8] H AT PR A7 2Bt CFs S HAE LR AL TR P
PRI PR TS AT PR [2], I B CPs A AL 5 3 A b 250 LA, AR oA 53 B 28 £
SR T T P 2= i B A 750 B0 A R0 4 SR

2. MF BRI SR

OO RAE T I 2 B MF (5 S80S VI H0F . ZE3 F, ECM 2 54ERRC T 1E 5 1) A2 B 45 84 A
Thee, (FLONEFAERE AR, O ULAH M52 3505 0 I SR IR AR, X BRAR A 5 B0 UL W 46 A0 87 5K 1)
RERI%, & ECM B MF [9]. #4LAEKIN T4 (TGF-p) & O F AL B AL 4ifb B 02 5%, At
S CF 0. JOMER ECM YURR[5]. 1M TGF-A i FE i/ MF ) 32 BE4FAE[10]

VIR AN BT 2 bk — RAVE PR A RN, 3 shEEdE MF 2. o0 RmpLfm e 7
ZANME KRBT, FEAOFEEFER - IFRKER - BEE RS (RAAS). RIERMN. JE4mI5 RNA
(ncRNAs). 48 EWEAIFET: . TGF-B {5 S IBMBIIG . W E - Mtk LRI (0S) %5 [11].

3. BEBMRHFEL REEN MF £ AL
3.1 ZNEThRERETR

LRRINRERERT S CVD MR DI, LRtk 540y ATP ARk, 7514 (Reactive Oxygen
Species, ROS)IF= L 5155 . 4ERp4MI N Ca® Ik BE T &6 2 Pl AE BV Zh B VDA G, (E4eRF g Fass
RAFEZAE[12], WS - B R G0nT ARl A0 25 BRan i i SZ 30 M dohitds, 5 Bh4ERFE AR AS . FRi%gl
R E AN B 2 5 AR Ak S SRR, AATTRENS P AR R i K B I A R AR AR b AR K T, 990
SN S AF EA)  BE SR R 2 —[11] o WG4 A sd i 25 B A T 10 LN B (e A4S S PE AT gl B ) A,
MRS AF A R, 0 n] REE I3 BRI T 1 LR T 2k 40 i LA B 40 M RS SR A LAY ok S B 1) {1 41 ALl
B AR A ERE . AE SOREFAEE (WO JULBEZE R G L P AR ) T, ROS A% I 3845 1 2 1 A
PEEE I 11 (CaMKI B I0E, INE ROS HITTAR[13]. 4Lbkiik BWRThAE AL, 50 LobifR B bk n &
AL BT T oAU S, JORE A ORI T o A 5 TE R B KRR AL R R IR A, DRI kA
H W Th e fEhg 2 S8 CVD R B R K 2 —[4] [14].

LRAEE A AN & ROS A ) FEAL AL, URRRTIRE . S50 AERRAT, A7 1 F0 1 iETE
B, EALBRIRIL(OXPHOS) %45, ATP & pud/> Hi=Eid £ ROS, /KT ROS SLidh— 5 fin = £k ki A4
i, K& ROS 512 I A RIEUZ A B 40 B AE T 1R B ZEHLHI[15]. CaMKII £E 75 ROS 254 Tt 2 4 iuis
PR R A5 515 R EE M O NLE XE[13]. 7 ROS W RN T M fEH, ROS %55 NLRP3 % 14 /IMA ()
HAANEOE . G, B SR AR 5 8 TR AR A5 T LUE N — Pl MF R8T SIS [16]

3.2. BBkt

AR i AR B TR BRI AR 2 —, BRI N B R AR gt A A IR A Al e & 7 A . fEIX —id
T, PBSRR A R 4% #2 B (carnitine palmitoyl transferase, CPT)iE i {2 3k 2 B4 g A (CoA)%E: 4k A Jig i ik
LA A SRILE KR BEIR TR AL, CPT1A /S IR IR A AL (FAO)IE # 7 4 NADH,  ZiRi 7RI %
SEY W DAL A NADH i it OXPHOS 724 ATP. fEMRMREREVIRA T, CPT FRik/K-TFFEAL[17] [18],
51 LK B AR 7 I 2 PR 2 3k 2R b Ak P BB TR e B A2 B . FAO JE R 36 S 524 . ATP AR A R 1 — R F11 2R
PR o

O NEME R O LRSI K T 5 T A, B RIS NADPH 6l 5S40kl ROS 12
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RVERIK, EAHTE O LA B BTG 07 2 kiR DNA; [R] I 22 i i i B 2R R BRI 2A (PP2A)INHIPIRAS
Al PP2A BE[fEH T A B — S A A BE(EeNOS), F#Ik NO WA B, 5l A TR S K MIE A RS o
AL I M e AR 2R A Y PR AR 3R 2 IR R U vl 1A% S BE 1R 25 A PP IR BE /7 BRAE 2R AR SRR B
ARG R ¢ KEEENEIF R AR TR AR [19]. XAEERIEGEIA, M7 R aRe 1 Re A R o Ler
U AL RIACBAR AR T, D9l A3 vh 2538 1)+ T (RSN A

3.3. BRHERE

R S8 E B A O AR LA B SR 58 R] DL = SRR3R ™ A A2 08 1) ATP AR BRI FLER , AE Sk
SR R BIRENEREOE P AE KRR AR, b T AR AT Re e B H AU 8 2, (DU B AR AL
] OXPHOS 45 2 AR I AR O WE B A s COR IR B RE B, XA AR QI AR AR Wk e B P D i A 4 2 i
[6]. %% AR R b 2 OIS B AL SO 6-BERR AT A0S, E— D= ARNERIR, e IR B KOG FR kR
B (SRR ) I, R 1 i S D5 0% 30 i 2R by PR BRI 25 W 81 =R RO 3R s R LI N T A i
Ao, TS ANFLER A7 A o 24 M N FLIRMER M 09 5 R A, S BRARPUABE pH fEL, Al 4T 4E 4 M 3 AL AN
B2 SR B [20] o e LRI 8 2 1) G 38 0 L i 7 2L 2R3 0 Aol A 9 e e Y 38 P SRR PE D T3 RE
J&, RIBAC LT AEAL I PR ) e 5 [21]

RT3 T Lo (HIF-1a) R 8 EIE] B 25 SR 7, RO UEF4E b BIAEAL T S 2% A T i
W WaE, LR OIS OO . BT SRR A A AT R R A Pl 2 R A LA A 2 DR 8 B ) e
Ry FERFHEAESIAT FRE IR [22] [23] BRI RE b B ) HE R G- R A M e I 8 A & e it 1
FEKEERL (2T ECM EAMTIRR[7]. SRECC ILAR KIS s 4 B S O %4k, % NADPH & &7
i, RIRERERZ, FERCEEIEIA[24] . BEX 5 8 B AR S BUW R T 2R AE IR UUAR et 481 46 B S AL O
W LT AEAL IR IT SRS

LR DREREAG . R ACHT R B ATREA I L2 AL FA AR T MF RO RERARI 3R AL, X852 JFF
MEAAE, MBS MERARA 0. FAO SZRH,  BUBEEH 5 B 0BV ER A, P8 K ATP ZAEA 2
ROS i . MRYERA I A AL i A RGN S B S E, - ELAEAKEN 1 CFs [KIE LA ECM E 1)
TR, XONJEE:K MF 167 ISR At 15 I A4S .

4. PEIFLTOALALHE LR RRIE

MF ZEHEFSA R B ET “BoBcim” « “<0B” Siuth. SUREIRIZIm R SR, L MF i
SR P00 M0 B I A% COE AR N SR LR IIE[25] . A MF LA “PRASARTHEEAR L, b It 5 s
W7 FERIE IR 2[26].

4.1 SEAT—HNEREERGER AKX

FH A NAR T 7SI R 5 IE 5 A BRIh BE ) R S, BORER 2 (RS R W, “SUR 7 IERIEY RS
it S MR RE A RERS , 45l R 2R R AR Th e O R B UIAH 9 [27] [28]. AEHE L, O F8 il T 2 b A i@ it
OXPHOS &%= ATP, DAZERr D ER) IEH #50[29]. WEE L, “FHALR” DhREEEIR, DARKIAE &)
VI EYESZAE] . ATP & A2 F1 ROS i & 7= A48 N AR R BIE . XA e & E L B S ECONIRYE T
. HIESNZEEL, MK T MF JIESHERYf “ApE” B,

4.2. IHEFER RERERSHREM R HERERRFE
SONILZ I, S ETE AT s K, W IAT AN I R .« IR X — R B S E AR R 2R B
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ATRE S T O R AR A RS 2 i DA R LA PN B Th e 3L 55 22 B B U [29] . 76 MF 3%
WSRO R B IR 38 SN B ThREZR AL, L[R]3 0 L2 S HE VAN 2 R =
X R IR I S0 HIF-1o 9554 R 5K [22] . HIF-1a F30E £ 54 20 A =250 OXPHOS # %L
A R, AR RV HER IR LR G5 0, AT 2 SR = R O LA R B PE (28], AT MF 3 22
BEFEMRAL T RE AN S, e T BN S e AR E AR B

4.3. BREERE—REFEILS ECM AR

CRSIMLBHES, AT RE, RMAIR” . RETBR R EEE” FREDIRES . R R
MR, H A B R AR A 2L S AU R S B R R(8] [27]. — 0, BERHCR
o, KREWNEREACNILR, IERNCAREIRY 5 57— Jim, AR AR, T FAO 32 - #
LWHEE IR Y R B AR AR B RN . IR YE . HREEVERY Bk MY, B HGE TGF-p S5k
LR EAL (S SR, SBCFs A, WU IFRESRIKRIEEA . ECM I FEYI S BLL NIH AL X —45
P, SrhEES T CHROE” RIRES AR AL R B B AR, LR IR T AT RE
TS BT AR A R . U BB, U HERE, R A& CUEBIE” , TERRT —
ANTHRERIGEH . b BE B BB 700 B AR 7 R

5. FRIMUFAT MF % £ S HLH]

TG MACIEAE A EE B ¥R O MU R A OIRVE 2 —, bt MF BITEFMLEAIL T 2 5oy 2805
ZIBE MR . IURZAF R AR R, F AR LS ATy B0 ) e AR ] SORE I B e BB TR
PG 5B EZNE.

5.1. MEgeERE

LR PR TH REREAT & MF RE SR RELILEBIIATT, SRR “SRE” 2 A[29]. 2 i AL 2
AR BA R AR D RE IPE L « 22 38 [30]Hh I 22 38 F AR i R 2R A0 12 3 B B WA SR LB, Bl
1ERE A i HA 5 2R IR caspase-3 & T, T BSGE SRR D REREAT . ZKUEHE BRI [3LI A B i 2k
PR T 84 LA A N B0 510 ROS LR, IEREIE I o3t Py B ThRE, TR R O LA P fry S A 2R
RS . ANHIE FZ[32] et i (R AP R R AW Thie, WAL T)RERRG, PEIRGRfAH ROS KFIHH
B ATP 724 X2 id e RF R IA LS M 5 D Redads, IRIUE ATP B RBUER, MIRA oisg T
“BAALS” ThEE, QIET MF ) “ARHE” RS,

5.2. R HERE

AU gL CFs VR CBRHE, & AL 2 RE A AT Pl 72 . ZEREACM 7T, FF2([33] 77 LU
AT PIBK/AKT/HIF-1a 15 5, M58 BUER HIF-1a, T ERERAEAE SRRk, b AR
B, JEAMH ER A AR 28 ML IRRAL,  BELIT EORE I e o IR BN I AT e A bR . ZENRARUH D7 T, 0 2%
FRCE BT o Ji 38 R ZE [34] 46 HH R 24 e S 3 U LT KT, A BT DR 0 L 4o 28 5 e 6 I 251 420 T 1)
B MR R RN B2 ThEE, $TREAE B PR S AP 4L I DG R

5.3. #IBISRAER N 5 4BpRRT

RN LM A5 5 A B BB . NLRP3 28 /IMA B0 2 SRS 2T 4L i B R
Z TG AR T 2538 BL R RIE DA AR - 2046 [35] 38 B i il AMPK., #l1#] mTOR {5 5 i# i,
T NLRP3 4&E /M 1 DA s I P VE T 51 S (RO R« ZEBAZR[36]nT i@ i NF-xB A1 MAPK
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RN, el

B, W TNF-a. 1L-6 SRR R FHIFA . 8 2@ @ ME SORE RN, 3% MALIF 256 RUBH I T B 28 5
IRZN ) CFs Fr&2ih1b fl ECM i TR o

5.4. BEETHZLAHENLRER

TGF-pISmad &8 % 2 AN 4EAL “ TR o HmiE AR 25 A H T iz 0% . AP M=
A P C R HE[37], BESEE R I TGF-B1/Smad3 i i1, & 253l 18] 5 £F 4 A6 F0Co L4 B AT K
I O EE A AKE[3LIRFEELINE] a- I WUIBIE I (a-SMA)FILFEE (A RIE, B0 44k
WEERIFA . XM O RS S EEMEIER, 5 IR SRR 4 1E Y B B AN E],

SLRI T AL 2B MF 1) 58 B4 F I 4%

. IL.\—F' 'ﬁ E

ORI R TRE T MF 52— 2RI RIS R B R, IR IRACI 2ok i Aa 2
BEAT 2 . BRI RGO U P S T A RN o VS AR P 2 AL 2 )
DAL A BRI, AT PO RO . AHE ST e R Dy T R It B3 0, A B TR
PR D HEE .

AL 25 BRSO WL HEi 7, B RTHT 007 B2 R ImRITTE 2 kA I
AL T, IESESERAN L, k= 08RG Il RET TG ) o BE 25T ROP I A R . I, ROR R
TFREBTH ™ NI AR ZE TR AR L O REA UG IS, DUIRIBGS O JIEIESE . IRz H
ZHFHR, NRGZ N H 25 o R R4S, R0 5174 (2 R AR R &R, PR 2B
AT IR S A2 38
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