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Abstract

Heart failure after myocardial infarction (HFAMI) is increasingly becoming a challenge in the global
medical industry. In recent years, although the technology for diagnosing and treating myocardial
infarction, such as percutaneous coronary intervention, has advanced, the incidence of heart failure
following acute myocardial infarction (AMI) continues to rise. Western medicine has achieved lim-
ited success in the prevention and treatment of HFAM], primarily using diuretics, positive inotropic
drugs, vasodilators, and neurohormonal regulators to alleviate symptoms, but lacking methods for
improving long-term prognosis. Traditional Chinese medicine (TCM) has unique advantages in pre-
venting and treating HFAMI. Through prescriptions, herbal preparations, acupuncture, and other
treatment methods, TCM can improve the quality of life and long-term prognosis of HFAMI patients.
Currently, TCM interventions for HFAMI involve multiple mechanisms that are involved in ventric-
ular remodeling in HFAMI patients. This article provides a review of the mechanisms by which TCM
intervention treats HFAMI, serving as a reference for targeted TCM treatment of HFAMI.

Keywords

Traditional Chinese Medicine, Myocardial Infarction, Heart Failure, Signaling Pathways,
Mechanisms, Research Advances

Copyright © 2025 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0

1. 518

O WA BE (Myocardial Infarction, M1) 2 $& K itk sh ik SRR ZE,  CoUL40 i BIARSBE, (6150 Thfg ™ &
AR —MOPIE o 2 4R [ BT K AR T, SO WUSESE (Acute Myocardial Infarction, AMI)
M BERIER C R EFEK. H AMI 5 F kA0 ) 3em il Had ™ 8, #8401k 25%0 AMI HEBER A
TEH B G — 5 PR gk 0 g 3] Hh [ R P20 i A8 N RFER I 202 o b O I fi R TG B ZH 23 7E
2020 F4w'5 T BRI BE J5 0 715 35 (Heart Failure After Myocardial Infarction, HFAMI) #3518, 8
HFAMI $2JE0 32 AR ) 20 122 20 5 R HEAMI (O AN B B BV A77E B3 B 07 18] H 3P 00 368)
M & HEAMI (H B2 G B0 3E) s O i S 0055 (Acute Heart Failure, AHF)A1CME 5 18 4 00 %% (Chronic
Heart Failure, CHF) [1]. % T HA0F S E0H HE, HFAMI [0SR E B B A ™ HE . HFAMI AR
FEAOIAHAEIRTE . O ESRE R O ILE R SR - RS AN RREE SN2 Y,
WREAME T, XEHLHIERS I E O H AT RE 20, RO IR ER, JFRARENGT]
HR[2].

RS EG HFAMI Bl ar 4, R4 M1 AR, RGO EEIRY “R” « “F0JE” .
“HR” SWTERE; MR HF EUANER, FREHIAT LK o KT . iz L IR SERTE
W5, HAERFAT OEAFRZINIM . W (KN - HRBERE) B “WE. HEANZEM
A, TUNERHMEA, RSRZREE, HERALE, KINT W, ST, BAR SRR, lRamait, 25
HTW, MEHETIN, BZ3?7 [3] (i« AKRTORGE) Fidd:  “A00 TR RIE, EomIE,
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AFRENE, FRAERT . 7 AZIRIRRT O I EBON A . BARER 5K R BN AR B B AR =
AL T RORAS, BT =R, TIEHEKIE, SEERRETRIA, R EST BRI T
Abo BRRMIME T P4, SO BV 2, W msh SO R ik, ATAHA T R, A FIRREUR
O FERVR LA T RS R, (EBEENE ) A5 “RBCUBORIEA &, FHAEA 5%, B ,
FrUASR#, ST HAR M. 7 R T RS RR LR Z AR AS 2, SRR AR, 45 T0 8, PR,
JE NI FERE, A IR B, BIEARH, BRI SO T, OlkRTE, ZEH RN
9 o MR o 3R ML B4k KOG R, W] SRIN R R A B, SRIB IR, BRAWRITHE, (HF
RIS HIbkds 28 OGO KTFIRSE, BRI IHRERE, FRAURIRATLE; ik, s AR
ANEg, ZO50R, TR R ST RN R 0ME . B, R, B ERES] RO, O KARHEIEK, Wb
LB ARIZME, RONKI. HEZGGTT BAE 2N SRR, ISR T EEHHIE R TT BE S H 2T
AMI 5 ORI A[6]. F2 ORI, R LUEEAER T5 HFAMI A 555 58 % DLAE S O 1 R
JEIF B O ThRE, AR LE M TB- A K F (Wnt/B-catenin) . AR A I 2. 196K 3 (Sirt3). REAR ML 3-
Tl B I B (PIBKIAKT). A5 R BERREE-T 4HMk% 5 1-(CaN-NFAT). 510 8 B ARt 2 gy £ 241
HH 2 OBHAGEG 4 (CaMKI/HDACA) (5 Sl 55 . A SCR L T 20 (5 5%, RSk — R
= 251697 HFAMI BLEIETFE IR A, DAL T 2 iR 259697 HFAMI IR AR -

2. Wnt/g-EFEBRESEE
2.1 Wntip-ENERESERES HFAMI EZE X R

Wit {5 5B 2 — M T B R MNEATIE S5 M4, 7L A4 3 Wit %42 (Canonical pathway), dF
7R <P T 441 i A% 4 343 1% (Planar cell polarity pathway), FIHEZ$ Wt {55 /45 % (Wnt/Ca?* pathway), ¥F%
o BELAE B R AN PR IG TR 1R 5 R B R E I R AR 5145 T iE g BB A OC[7]. 2 Wt 2] B 5% il (Frizzled)
HAGGN, Wnt {5588 EXTFR: Wnt 536l 8 B AN N Inf — A& &I E iR 1) 45 148 cysteine
rich domain, CRD)45 &, WA EVHE, &l E 24k 2x4H 5 Dishevelled (D) H, MI CKla iR
& LRP5/6, EINE S R T iR b LRP5/6 SZARRTIT, M p-E30 8 1 REE A% e R AR T AE4H i A%
SELI[8]

A LIS B ITUE B Wnt/g-1E 3 S 5 BB AR O WA 4E Ao R R B E AR, O WL £F 4kl 2
HFAMI & & it #2 i [ 58— 34 (9] Cecilia 25 AR FC CHIER, O WUESE f5 o /ME_E I Wint {55 35 18
9, Wnt-1 FFRIAAE R A OB 5 (RO AT 4L b W 8 B, X SEom B B8 AN 40 B A 35 o 43 b 38 107
Wnt {5 SIEER N T HFAMI (g2 JHAA XU PE: — @R Wnt 55 I 28 T o8 0 Thig, EAKR
(] () Wint 15 5388 2% 0ot 8 0 T 2 S ECO LR 4EAL, 1& 47K B4 Wt {5 538 2% v] DLd i gk R R TR
SR O IIRE[11]. Wnt {5 S B B0 5, 8T bR 0B F R - R AL (EMT) P2 AR o Ik AT 4 20 A,
B /580 X B Wnt2b, Wntba #1 Wnt9a i, 0o iE - 4EA s 5 F RIS (R A 4E LR, B IETD)RE
T, OEYIK[12]. FRFERRY], Wnt/g- R O IUIIE S 0 AT 4R DG —

2.2. PEHTI Wnt/s-EXRERESIERIGTT HFAMI %12

LR ZRPELBTTR, RS L AR HEHER, BARBAK. @RARRHER. 2
7] FHAE[13]E {2 REAR H 26T AMI JE 18O RN AL, R B i oh (2 RE AR H i 4K RORE 18 2
Zija, SBFARE. RIEEFIH, BRH - FWRER LN SHEMHAML, SHARHZHE KR4
PP BE SO A B B 2R, 9% CK-MB. cTnT FLOLHZ | BRIEE A 11 B R K R 1 8
IR 5 P AR 35 BRI o 2SR 08 A BLS HR 7 T DAE i ] Wintig-iE 3R R 1 RaE, AL LA
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il Wint/B- 3R R OB BB, 9 O UL AR R | B JRUER 1 (Collagenl) T AR J5U 25 1 (Collagenl 1) )
DURR, s B4 LT A R RR

ANEE A TN BAC R LI T, mER . BiEL TS R AS. 46, B8R, =Bk
B R TIRIT 0 SR . A 14155 N T 0 8 3 VA A e K AT A S R A 038 s EGERE CHE KR
Wnt/B-FE PR B 11 S L R RS DR (AR A R B, B3 IfiL &2 5 R U088 B SC B B (1 Wint3a., DvIL. p-GSK-
3B, M ZE AL MMP2, MMP9 % 5%, A ZEfF CHFE KELOIUIEE K& 2 44k .

i T L7 A R EE B R Rt 20, DAARMG s8R WS MLAIACRTE, BB, 5. RHE,
N PSR RI3E 4 LR o TR IR [ 15] 254 FH 25 300 I 7 ¥6 97 AMIL i 03 KBRS X6 K BR G UL DvIL
p-GSK-3p FKIEFKFREAT I, KI5 KA &40 5 i f B 40 UL DIl p-GSK-38 KIA/K PR
B, JEHZSIE M SR EA p- R ARE I T %5050 MR a8 S06 7 TR CGE O IRE, 42
2% CHF J7 T 2 A 297 3%

TSR PHEBFREFR KGNS T, B PS5 EHAE. ERERGHKR, 7T ZHT
BT AL BELTRE 2 SR o 4 0 [ 6 AP 9375 2% 250 R PH ek oo AL 200 e i P8 3 452 473 P &4 RS L LR A L 1) B
D, TEEBRPHEGE 6 h, T2 2 h &4~ BRI A p-EHEEH mRNA 1 Axin mRNA 1%
ik, MRS 12 h, F4 2 h B FHPHIRAL 4R P GSK-38 mRNA £l C-myc mRNA FJKIA, MM
o L2 B PR sfe o PRV A5 A o

3.Sirt3 (528K
3.1 Sirt3 FSiEES HFAMI IZE X R

WA I L IBE G (Sirtuins, Sirt) RAUSE —MOKBLE Fli——Sirt2, Heg94E « T4 BIT 2000
R TZRFIT Sirt3 LR i — AN B £ SR B, EFFE. OIE. KA — L5
NE W A ZEARUHE BRI A 23 b 25 Rk . Hod i s 4ohi i b v 2 AU B (035 12, DT 428 40 i 2 A
FIACH . AMP J5 4k 2K 13888 (Adenosine 5°-monophosphate (AMP)-activated protein kinase, AMPK) 1.2 5 1
Sirt3 FHE ARUHT R, EFE A SR 2 AR . IX — P R 4R 2R A S5 M D R T 00 B AL
[17]0 SRR IIX P oy 2L - RGBS RE R LRI 0T A A AT FE AR R 55 1 s L R 45 2R, 0 T4 R 2 kir
RIS M I REREAE 2R EE M {EHI[18], Bugga [19]5% &L Sirt3 55 AMPK Z [a] ) 11 S 15t 5] # @ 1 14
TGRS AR 5 PR TR I 2R AR A W B, T U 1T 2R A o 24 - Rl DLAES 2R R IR D RE

Sirt3/AMPK {5 53 % 7] A7 AMI JE 1810 3R #ERE . Sirt3/AMPK {5 538 % il o 1 7 g 24K
FAIT ST AN AR A 73 2 - Rl S ORI ORLAR S 200, REE O NEORIPVE o 12088 B R0, vl 10 2
KA oy 2 R R A I IR RIRES, IWTZEME M1 s R 16 L LR 145 [20]

3.2. PEZHTFM Sirt3 S SBEIATr HFAMI

WRIB[21]5 NI SR B, ZEREAR HZREWS B HEAMI K B JULAH M 0 S8 A0 SRR T 45 4%, 1% 07
FEIE N ATP & &5 ZRRIE IR AWV, S m 2RI I s 7 el L bk Thag, 2k i
5 CHF A2 7 11 Sirt3/AMPK {5 5@ 6, AR RARA - fila .

PSR N EZ R R I E 2y, ARSI & HTiR7 O R — TS d i
AP ER B (Sal B)IWF 5t &I, LA Sal B 2 =2 oy il BRSSP 2 BRVE SR (TSI rladd F i Sirtl.
Sirt3 FRIAK -, BRARC LR PR B2 45 K RO UL 28 S (MPO) . T - (MDA). & LA
(H202)+ TEPEE(ROS)FRIL KT, ML R4 AP RE 2 A RS I, SR O LRI PR B 0, T —
EFEE LR HFAMI [22].
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223 R IR R o) 223 R L DR O U i O LR S IR AR EE[23] 5 AR TR I, 3
TR A BORE HOc2 Ak . PV E S0, AL 2 22 38 3 Sirt3 33k B, HIfAUA6 S

rH RS20 R R IR E A et O BRI U 24, BeA% e 0G I KR . B [24] 48 O
R IR AL B OB f5 0 J) 38 R BRI, R IG5 IRV I 5 E i SIRT1. SIRT3. PGC-la [NEHK
KK, AT DGE I R ZORAR ) G il SRS 2 BOREiR FE, 3R IS S50 R BRI O ) 5
O O T RE

LB IR LR ) B M sy o Li[25)5 0 S R B, T8 2F28 CH (icarisidell, ICSII)iE i #0%
B S AMENA 2 (Nrf2)/SIRT3 5 Sl #, e T MI SHEZRAREh S SRR EAL R, M 7
2 MIJE OV RO SeE O lThRERITER .

PLer 2007 N RS TR IERE H B R . HITIRIT CHF AT . FEUK[26]5 A E I HLLF 250005 T-7
KR O WURCET 4 20 8 (CFs) s AL IRt ST S B2 ma i L, 485 SR NPT 26 00 77 183 7 Sirt3/-catenin/PPARy
(e S P R HG B RO 2 4A), 03] CFs #6704k, SEZ2 0 3 H A

4. PI3K/AKT {5218 2%
4.1. PIBK/AKT 55885 HFAMI NERE X B

ik NG T UL = $2 3L 347 (Phosphoinositide 3 Kinase, PI3K) & — i g Py 1 5 BE LI i . PIBK/AKT 155
% Lewis Cantley K& [F SR, HAE N — ARG 5@, ARSI aet (K. . 4R
W) R AE EEAER[27]. PI3K &M 3L p85 AL IV pl10 454 s i Ak, — ik H 4k
R LR RS TN R IV AL[28] . 1 A S B (Protein Kinase B, PKB, XK Akt)f&—Fh 22 & RI75
AIRE LR, N PIBK RIS E, HORFERIE R S 4000 0 &P A B R AR OC[29] . 24 PIBK Y Z
MM T IS S, SR LB IR BENLEE SR (PIP2), Zadk F2 7= AL B AR LB — B R (PIP3) A5
B AKT BEEBIFUE E, JRBGE Akt, DU S 54 1[30].

PIBK/AKT 15 5 i@ i it 2 /N J5 T 7l HFAMI 3EE , & HFAMIRTT I0A (5 515 S AL PISK/AKT
GBS S, W NHE SR SRR OIKE MG RR[12]. PISK/AKT {55 i@ % nf LA it
WY Bad B NF-xB 5 MU SURFEBU O T RIRRE, A R080E PIBKIAKT 15 5 18 HK A F T 0L
A, S T2 [31].

4.2. HEZFF PIK/IAKT (E28B 877 HFAMI

FHRPFOEG WA (FAaTEER) B0, e DU ARG T O RVAE . 455 [32]551EH
BARANAL 2 PRI T 2 AN TR ORI (RO iz ALE /N ALK I BRI LRI, R0z ] LA 5
PIBK/AKT {55 BBk IRIA, $&1 p-AKT RIAMHLE, #—PH0S NF-«B @i, HIEPTMT-EE Bel-xl
EIL, HHMRRE TR E Bax Rk, FRARMIE 2OREHF AU S &, A o, Ry
O ETHEE:  Fh0aiz W Sl e o LR I K RSB R OO IE T BE RO I A, O ST BUKE, HA.O3hE
EF F1 FS #2 5, SOl Y6e.

RELLRIRL N bt rp e 25 K 2= Y @ W e e e A i) R 2, 5 BT e HIF B30 ThRg. XIPE[33]%5 A
(IR E R IR, FEE 4T ISURLRE RS 0% HFAMI KB PIBK/IAKT 13 538 B I ik 3 O UL A s s 46, 189 n 28 ks 44
B, WO, MITESE HFAMI .

OFENRBITBIECIHREA LI E AR, ARSI, NS, WEE. 7. BE. kA A
TR —h. WERRSE . fIEFRP[34)55E ATEOE RTINS R CHF (KRB SEIG R BL, O
FUANELOIUIEE, TR SR S35 ANP Fl Myh7 mRNA [k KFE, FBCIILE NT-proBNP AKF, If
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H % p-PI3K.p-AKT.p-GSK3p KL /K1, A 3R TH KB EF, 1 B 2 O Dh RERIVE FIFLHT S PIBKIAKT
ERep e

A KB E G o IR R inifk A A ST, BA sS4, SIEA 2 Thak. B RHI5ER 7
PRALHT A BKHEOTT R HFAMI KB D RERI RN, R AR A 3 A Jk AT % Co JUL 200 L 07 1 B S PR 4 i 4
H, FTEAEGE HFAMI KRG DIRE, HAERINLEZ (2 PISKIAKT 15 Sl B los,  [mI H0H1HE A INK A5
Ol O O ORI T, FIRETE Bel-2 B2 A T haniE .

T2 T B O IR B T O T B . T BE SR MO ) SRR JE PR =, 8K AT UE R Y
BT BAST K [36] 5 A 70 B 7 5 o s BT S A LA A7 o JULE B A S A2 ) T 0V P B, s
W WoR: 4T AN ERE R 0 I B S AN RIFE FEFRAIC HFAMI K ERIMLE LDH BEBOKF-H ROS ik
P, dELC AN TR KR TR AIRIE, Fhm Bel-2 ERAKIE. p-AKT/AKT Al p-GSK3B/GSK34 #
XPEG, FEZRAALROEIG, BE HFAMI K BRG IRE

5. CaN-NFAT 2@
5.1. CaN-NFAT {5585 HFAMI REE X R

5 VR BRI (calcineurin, CaN)Jf& —FPE A% Ca?* MIFh i & I HOVE 22 Z R/ 75 2 R T I kIR, 7E
A 80 AR T IR B S N K I B R — P 52 Ca?* [ 4% 1 2 (CaM) 1 15 1 2 Th e S 5 1, Ca?*/CaM
5 CaN 454 )G, o048 T CaN [F45#), 51k CaN [37]. T 4iAZIA 7 (nuclear factor Activated T, NFAT) N
CaN [ FiERF, H NFATL-5, H NFAT1-4 %% CaN 75, NFATS @i TH%W. CaN 24l iz,
TEPRZ TG, THRELIM . BB A O R RIE KR, O, WA, BIIRAERAH 2K
N E B

BRI 2 AR, CaN-NFAT {5 SIEREEN SO EM IS R G HE/EM . CaN d@id 258
B2tk NFAT3, B0E T, 5l AR R IR PRI 5%, szmaC 40 i J2 T i A s 7ROV ZUZ T E R |,
TG CaN ] LAJRZZ Co LR AT 440 M 25 13 & o 2 72 OLHLEE R 7 T, CaN mlLAURTY L B4 IEIE . 44
BTRIE . BT ek, SECO IR R EM[38]. BL = ANANEE TH A R 2 T 5L
O YURITHREEE ), 7™ HE B AR O JUL AR W8 1 R 12
5.2. HEHF CaN-NFAT 5Si@E 4T HFAMI

SO DAL A Z 3, 150 B KO, IRIT RN, el eea T £ R . B GR[39]
IR LRI, 0 BERS @ T 7l CaN-NFAT {5 5@ N HFAMI KR IZE Angll, 1fLiE CaN. G
NFAT3 & HREKY, HTFHKPETH A, FHAMMEE HFAMI KR P06 .

Yang [40155 NIBFRFE M, A BKEEEIY(ESMS)iE T i CaN S/ Drpl {5 5@ s, BRI
ZNF(LDH) WL (CK) & A NIk (BNP) S 0 LA A Ca27KkF, FF3Gm ATP B, B
TR BRIV L 5] 62 1) o0 F7 3 3

Tl R R B A F N FEMERT . Pan [41]55 NTERT L AN O IR JE IR, RIMAAZ
AT PRI AR, BEEIH] T Ca?t A B CaN-NFAT {5 5l i 3 R4 H PO MR E 15 14

6. CaMKII/HDAC4 {52854
6.1. CaMKII/HDAC4 {55 E85 HFAMI IR £ X R

B 2 AR B B (CaMIK), BRPRES TR 2R SN, 2 — A IBOE e TR BCIZ RN i 22 R D5 R
FRRFIER EE G, 5 CaN KEIRE, EFRFEZEE/ASHER R SR T . CaMK 7070y IL 1L 111 BL
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JIVEL, TG AT R IE N 3 . CaMKITRIE G5 9 Ca?*/CaM Mt FH AR asi e, T O L2415,
OV A S B8 FIREE S BET R, RESET5 CaM 45 MR &85 KBS CaMKIT, 3 iR
b £ 415 A 2 Z BB (histone deacetylase4, HDAC4), HDACA WBRAL G 4% R g 7, 7550 L4 i e
B, &S HF KAE[42]. TR, CaMKIVHDACA R BRI H O IF 6 A% 52 1 o e 3 ) ol 4% 2
CHF 687 WF 78 1 RV 5

6.2. HEZEF CaMKI/HDAC4 5S84 HFAMI

TREBE[43] B 5 1152 77 R R B FIE T ek bR 20 ik A A1 B S 45 LR 51 R HEAMI IR BB AL, R 30
ANEVE L7 5 R FNE T ORI AR 2, BRERE I CaMKI/HDACS 55 #%, F#{% CaMKII. HDAC4
IZRIBIKN, H0f] O NLEEEAL, PR K B LIS BNP 7K1 I 203 K B0 Dy BE

RO R ET R AR . AR =B5E, W TR IR S R AR . O ESERA HRFAMI
R . Yang [4415 NRIWFFLRIL, OrEF 7 MI G K BRARIZRELET, JLREOE I DUAN G4 i
R FRIA,  BIES/AES  E (B 11 (CaMKI). KAEERE L4 A & Rl 1 (ACSLL). A BB AR L 1% 7%
fitf-1 (CPT1B) A IEHE A21IA (PLA2IIA), HENS D B 22 o IR A% A FH o

B R OR MR P25 (N, AZ. A IE . =-b)% MG B OREE IR IF I DcEEH . iE
e [A5] IR TR I, ZIEHATEIRTT MI G O IhREFAR K RIS, FHALH 9] CaMKIIF R IE K B R
b, FEE I e A AT 2 X B 1 RIR KT, D 25 A0 I 2 2558 5 4 ) CaMKII/HDAC4 3 25 1) 3 34
SR MK RO LB R AL .

Hh 245 i LS AR IR TR M i 2 — IR R . H B [46] 5 AT AR B, 43R
REWE ORYT MI G R RGOIE, SR BRI - PR, FHLHIZ T CaMKIIRIE/K T, I B A2 i 1 1
TEABMEBERK), R&EEIRYLIAITER.

S Z NSRBI —, SHZEARKRMZ 2 AREY, LT RO 0] A5 E i
B BB FERE AL BEIY B . 55 FH FH [47] AP S it g 37K BB A0 IR I — PR A A5 2 B oy
BRI, WESE T S R0 LB H] CaMKILK > JE % %244 2 (Recombinant Ryanodine Receptor
2, RyR2) Ser2814 {7 s (MR A, AT ZZAAGR I - PR AR 10 S BUROEERE AR, [FIT kb O UL P UL
H X B TG

7. Hitb{5SiER

P A5 5@ B3 HFAMI B2 R ¥R AR A, (AR FR(S 5k oh, ioF — LRl h R 25+
IR AS S I BRI R B I, H TR S5 S IE R T A, WOPE ML Bl A2

(CEBEENG) CFM Tl & 7 B KRG R ASEN BiKkR . — & iR, il b
SEEIRE HFAMI FTRBLFIEIR B B R A 2R AS[48]5 N R BILES 1 KRG iz et @i -7 ACE2-
Ang(1-7)-Mas Hhii3 HFAMI K BRI = B, HOE i e QUS| AR R 734, BRI 48 5 i 2
(MMP-2), EFi&EEAN 9 (MMP-9)/K-FFI¥ 2 B (Hyp) & &A1) 1. 10 8RR 8 3 3Rk LUR YT
HFAMI.

WA FEMEAE, AT, B, FREEHT CHF DV A EERIM S . Yu [49]5%
NI FER B, s Szt MK BRI - FREE B0 6 1697 808, @i i35 -8 A Beclin-1. ZHf
J Ca?* Ah B A (RN [ W 2K 15 5 10 % SR SR o

fE IR 25 0o 7 AR FE T 0 IEMNBIRTR " BIAHT R M R 58 77 o 1725 [50] 558 Nl 7F 70 {ek JI 2 .0 J7 Xt
HFAMI K ER B 5EM , R I% 7 F50a e 1 1 AL v IR B s . 5 TR VR B 8 . NKA4A214 B . 9 EREAT & . Bl
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T e DL 2 A O R R i R R, AT A il B B Dy R, SR 40 E YR TR JE (Alloprevotella) %5 22 Fh
PR E KT, & O WA 547

SIS aRER, HE (EERER) , HEG: CDEME, TR0, FEROK, TRENR” HLE
Ji 2 AMI [P RDEEIR o E AR5 L) MRHZ T FIEAT W 9 3, X M1 BT 3 30 O R B B A VIR
27 AN UL 5 S 2 e L 5 30 Kelch # ECH SCHXER H 1 (Keapl)/(Nrf2)/HO-1/Bg S A4 i% [
-1(NQO-1)%il i, FF(RIIF LEIL(ANP). I ETKE 1 (Angll). BEFEI(ALD) & &, — e bz
A SR A T .

BRI 7 2R AR OISR 3K T 2 —, BT UE AMI BE G . FE[52]mid K
BUSEIR BRI @R T B AMI 5O = EAMERNLS], RIZITREE T TGF-p/Smads {5 S i@l . 4%
Collagenl. Collagenlll & F R ERAMEOVLLFL4EML; RS20 Bel-2. Bax. 2 )t K 4 (Cleaved-
Caspased)fH R T HE FH3RIA, mAESLEEM.

ANPHIE Tz — IR 3T, BV, 1IN, 8% DR, A3 Fid, *hHIL
FZ i@ i TGF-pL/Samd {5 5k, s HFAMI K Uz BAAE A7 SR AETh &S, F0if oL 27 o) i fle
JRPUAR,  FE Rl e O UL 5 o0 2 AR

R IT SR AR K RE VR B R, i BEL 4% 51 A Lo, AR L Ao J L7, v g LR
NE WG RE . E EA WSS T, AT A IR B 35 B IS T i v A R O M 50 i P a-2/6-2
(Calcium Voltage-Gated Channel Auxiliary Subunit Alpha-2/Delta-2, CACNA2D2)f5 [, BTz HE
AT Ca2+ P47, D eieat S5 K R ) HFAMIL SRR o

i Co I HE RN 2, BERTRST AT B S AR, AR BRARSEREIR, ORI T IR BT 35K S e,
VST o WG UG [S5] MBI FT A I, i Co e 1 1 0% 0 o O O f R MER v — A% IR ol IR 2L AL B (niicotinamidle ad-
enine dinucleotide phosphate oxidase, NADPH)/i 44 (reaction oxygen species, ROS)/TNF-a 15 5@, i3k
LA 4EdL, FIRT B X 24K a (LXRa) mRNA KiX&, 1fii LXRo tEEGHIH]_FIR(E 5 iEEk, iAF|AELE
O 2 E AT R

BB WSS BIH . MOKEDIR, MRS 2R SR, EHT
O MLBRIL . T8 [56]158 N KX 22 R H O Co AL AT 78 L, B B R AE ORGP O I A FH B A AT B
Yokl Rah ik, ot 2t olUE; [ AT CARH A Ca?tidiE LA/ b N Ca2 ik, MO llleds 71 T 1%,
DA Ca? il o] e i 4 i e

ATUT e AT 2 TR S U AR S Ay, REAE I /MR FI 2L A M SR AR . Bt B, HUahikiseE
il . T#5 (571558 NAEW FUAT 2458 0oL IR BRUPRT YR 97 1 FH B A FIATLAI IS R B, A5 2458 4 38 43 o JUL
A (CK, AST, LDH)FIRBEBOK, FRAR T AMI K B BEBE AR FOVE R, () Es BE A4 vy I 37 s S A P Ak
i (SOD) % /1, ARG R & &, HALHI A E 4B, 150 B A, PRACIR PS5,

W ZRT T AT BRI OB G PR E 7 B98O O BLEAE 1R R [58]7EAd FH FL BT i 5%
ZRII7AEE MU R B CoAR AT B, 38 0 A SG TR AR R I FRAE B /N RO DI e L 5 e &
ORED X O LR 4T 2% B 1 (heme oxygenase-1, HO-1). I/ P iz 4= K [K 7+ (vascular endothelial
growth factor, VEGF)Zik, MMM 504 5 X M A, oo LA IR Ab RS A 5K

AT R HABRCA G2 7 —BImRE H I BRI AL WA TEZE . FRFE[59]R K B FEAL 70 Bl
RUAH . BG5S UL, BHRIAL. U252, IRFUEH 2S5 G TR0 AMI R SRUIBEIN 1 [m) $ES 138 18 Kv4.3, KChIP2
HEHRIBHIF, %R I 2545 & R BG4 R Kva.3. KChIP2 R B RIAET ik N, It
I VT S R T I T A DGR R K2 AR AMIL AR B O IR
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8. FRSRE

GEAUAEIETE, WTLLRIL, HEEZGIEST HFAMI RCREZE, W LUBE T Wnt/p-EHXE . Sirt3,
PIBK/AKT. CaN-NFAT. CaMKII/HDAC4. ACE2-Ang(1-7)-Mas %ii. Beclin-1. CACNA2D2 #5H, %~
eV RREEA N RREEA. MMP2, MMPY., ZEkifAkiG . Myh7 mRNA. Drpl. Ca?*Z¥))iiikfE
AR, S LAH L 9 RE SN SR NS B S O VA AT AL, e B2 O s A, o038 HFAMI R
TG . [FR, ATk R B A T0TT HEAMI R 25 5ddk . A2 32 iy, s 7700 Je b g e b i 2 8 s
AUE MAFSR L, FEIRTT EIRS BERF G IR RT i ML RE . ks AN i A L. [l LA b
FUBR, AT LAE B P EEZ5697 HFAMI BIFSCH0 SERUS TV 2308, IR 25307 AW AT 80H 2, 1M
HAZ R . AL TR IT AR, PEARITENER /. B8 WA PELRIT
HFAMI FIALEL, T HFAMI B A7 M B BV o AR SR 25 (I AH OG5 5 Im e S 0 SO0 T I IR = 2R VA
J7 HFAMI (3% 77 25, DAR R 2 A B — e fde 5 .

WA, ST R EZ TG Sl EIGTT HFAMI W R AEAE V2 B AR UL AL (1) HRTHERE
Z W EEZIRE MIJE R R SZ 80O ThREN T, BB 5T H B 25T 70 HEAMI F K BRUBE B 1) 58 B 7 285
BKED. (2) 4R TS 5l ERIGIT HFAMI [T 5T 215 B E A L s se g B, b
SESHERRIRRAT T, &R AIGRY R, (3) HEZIRIT HFAMI B SPHERIR, F—ME
UETIANIE], oA B 206 AN R AT 30022 ek, FEBREUIR T 75 B0 R S50 K6 T T T k. (4) 2
Bk, AT RERZHE SEEN BN R 2, HITROTREA IR K5 T EEs, mEATHE
G5 5 FE R8O, AT s 2 0 T 2 EAS Sl IR R . 9N HEAMI A7 ™ 5 g i3
(AR ¥ o A A Ay, A AT I RN R R 2 T PR SRS S IR VAT HEAMI RIBLHISRSE T AL, B3R
PRI A AR RGP EANS, BAPEETERETHA THERME, Nt Rr S
H RS, RIATR BT 7 L FE ST

E&WE

VU )11 48 s 27 FE g o s 24 v R (B ) B T 56 o A AT 9 38 T2 0 A 32 6 98 A O SR IR )
PRIT SRR 1L/ 965 55 1R 26 1 52 117 (2100601)
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Table Al. Overview of HFAMI signaling pathway modulation by Chinese herbal formulae and acupuncture points
F# AL RHAGF. FRINEIE HFAMI ESBEEEDR

VRN A R I TR PEFIAL S 2530k

P L% CK-MB. ¢TnT &
LA E Collagenl

FEAL a-SMA. Wl Collagenlll 7K~F, #ilC L

041 Wnt/g-catenin;

FHEAH i Sirt3/AMPK ﬁ'c%a;gn‘}ffzgi_ﬂéﬁgg'g B, wm ATP &Rk (021
B PRIFIREE S A (1- V)i 1,
VAL R R AR — Flf 2R iy
) P2 S T AR B OO LA 4 B 0 320 K BRI 37
s . 0] wnt/g-catenin; 1 Col I. Col lll. o-SMA EHEH% 4 BNP. NTproBNP } cTnl
FRRIAMATT ) CaMKIVHDACS  #: BEE CaMKIL HDACA R i, sl i, 141 [4°]
RIEIKF LVMI k& CSA
[N . . %A DvI1. p-GSK-38. HEEONUER M ER . O
BRI SR Wint-catenin p-catenin 225 BRI ALO S s )
e C BT 4R GSK-3BmRNA D o LT L
V-4 25k _
TEA R FPF ] Wnt/g-catenin 71 C-myc mRNA [ 2% S L P HE P AR [16]
NPPIVI o e it CFs #731k,
PLerzs 0T i Sirt3/AMPK ¥ Sirt3/p-catenin/PPARy HE 2R 02 [26]
PG NF-xB @, FiEyET: - T
- . . BERAER 1L 375 2% 95 DR R UL
ARV i€ i PIBKIAKT 1 Bel-xl, é@)ﬁ(ﬁﬂﬁdatﬁe B RO IEThEE [32]
121 PIBK/AKL 15 5 I8 B E0E
Az ik Bk A PIBK/IAKT NS S INK {5 5 B B0 ) L T [35]
Tt Bel-2 AL
. L TR Angll. I3
L fiil] CaN-NFAT i NFAT3 & 5 RIA KT CaN, 0oL 1y [39]
[V ] CaMKIT 1L 2RIA S i
ML ] CaMKIVHDACA ) ™o o o e O AUE A [45]
B P e AU i el FEIC MMP-2. MMP-9 7K-FAT cei Lo JILHES RS2 J5 5 A7 »
FHREEIA A e Ang(1-7)-Mas B Hyp % ML R REA gL O
HHE T EA 10 Bel-2. NCX1. Serca2a %
WA Beclind HEGKA(G b, WICIETEE Bax, p oo TERITRI g
=il E A Beclin-1 F£i&
PR R SRR o ‘
e e st e L RO ZEL %
R L7y WITRREE s NKaAzie B BREE i (501
. “ WiE Keapl/Nrf2/ o VRSN B A AN A
Bk AR R HO-1/NQO-1 i FE(C ANP. Angll. ALD & & - [51]
NI 45 TGF-p/Smads 0 Bel-2. Bax. Cleaved- .
TR (2 Caspase3 M1 =25 43235 FIRIGAE A [52]
S i1 TGF-pL/Samd NI REOIETIRE, IR
FPHIE 7 B ol o JLZH 21 1) J e SR AR MI I 00 35 T 4 R [53]
v i H9HIHO-1. VEGF % \ BRI S IX LT,
Ak HIIR ik HIHOL, VEGERIE e omammsisrsg 0
Ofr. E=H, AT Tl T GRRT A A 41 2 Tl iE Pl 7% 1 hs-CRP & IA [59]
SFS K EE A RIEAKF Kv4.3. KChIP2 & [1£ik i, BRAR S R B
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Table A2. Overview of HFAMI signaling pathway modulation by herbal extracts and proprietary Chinese medicines
F A2. PRI, FRAEE HFAMI (ES@EEHEIR
*%ﬁggﬁg‘ T ST PR LA B30k
N , S E SIRT1. SIRT3. PGC-la ¥ AFELKLALED S R
ODERBEORBK LA Sit3/AMPK kT R % o T [24]
e LERR LI p-
JEE 21 ik i PIBK/IAKT PI3K/PI3K. p-AKT/AKT Byl IES R AN G [33]
MR FRIE
T YNEJEAE S HE ] ANP
. . Al Myh7mRNA £iE/KF, AR NT-proBNP /KF,
LA £ PISK/AKT % p-PI3K. p-AKT. HARTHA R EF [34]
p-GSK3p Fik /K ¥
FHi Bel-2 SR, e B
EYE i AwiE i PIBK/IAKT p-AKT/AKT F1 B‘%Tﬁg;;’jk?” ;g gggﬂg{g Lfeos [36]
p-GSK3B/IGSK3p Ikt L P Om TR
P LDH. CK #5141 BNP J
A Tk HR B 0l CaN-NFAT  1#% CaN /2% Drpl 5538 8% OULAHIE A Ca2/KF, FEfhn  [40]
ATP B 1t
e % CaMKIl. ACSL1. ) Ca2* i S i IR R B-6 4k
LHTEFST A CaMKIVHDAC~orip o) aonia %k TR [44]
e nonsms PG CACNA2D2 S ST JEZZ 0 NE A7 O Z T BEAS T, B
AN g s A Ca EF. itk o
4] NOX/ROS/TNF-a
RSt iE 4 {E5i@s, Li FOI o UL 2R ) S e R TELR 0 ZE [55]
LXRamRNA ik
" N o e . s SEINERRLR AR B E A RS
FHI R B =i Sirt3/ AMPK i Sirtl. Sirt3 FikKF Ve, RO B [22]
LWE 14 Sint3/AMPK L Sirt3 FikAKF bR AR [23]
i s ot N s s W M1 5| R I R AR B A 2R L
EEEREND LI Sir3/AMPK BOE Nrf2/SIRT3 15 5@ iR Pyt [25]
S 3 04 CaN-NFAT I CaN ik FRARAE N B AR S [41]
" N CaMKIIRIA K, - A
FHIE ##] CaMKII/HDAC4 R L, ERK VR ~ T R4 [46]
181 CaMKIL, . . .
72% 5 72"\\/ £ N
VEE & %] CaMKII/HDAC4 RYR2 Ser2814 fi f (IR L SRR H R AR [56]
. ik, , . - . s
PR AF o C”;2+@ - W/ B CaZtik B4 Cat RS RN T [56]
. - ; R dn i, &R H mE, FRAR O RESERE
PAE L SOD i) VAR 3 M FE 157
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