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Abstract:Heart failure(HF) is a kind of continuous development syndrome of cardiac

insufficiency caused by various heart diseases. Not only does the prevalence continue to

rise, but the mortality rate and readmission rate remain high. Heart failure is also the

end-stage of cardiovascular disease and the main cause of death of patients, which

seriously affects the health and quality of life of people all over the world. Ventricular

remodeling plays a key role in the occurrence and development of heart failure. Therefore,

by improving ventricular remodeling, it is of important research value to explore the

intervention of traditional Chinese medicine in the development of heart failure. Studies

have shown that the mediation of multiple signaling pathways can lead to progressive

aggravation of ventricular remodeling, and experimental studies often confirm the

therapeutic effects of traditional Chinese medicine. Traditional Chinese medicine usually

achieves the therapeutic effect of heart failure through multiple targets and multiple

approaches. In recent years, there have been more and more researches on the role and

mechanism of Chinese medicine intervention in heart failure. However, it is concluded that

Chinese medicine intervention has less influence on heart failure signal pathways. Now the

understanding of Chinese medicine on heart failure and Chinese medicine intervention in

heart failure are related. The 5 signaling pathways in the world, namely transforming growth

factor-B1 (TGF-B1)/signal transduction protein (Smads) signaling pathway, Toll-like receptor

(TLR)/nuclear transcription factor-kB  (NF-kB) inflammation signaling pathway,

Renin-angiotensin-aldosterone (RAAS) system, phosphoinositide 3-kinase



(PI3K)-serine/threonine protein kinase (AKT) signaling pathway and mitogen-activated
protein kinase (MAPK) dependent signaling pathway.
Keywords: traditional Chinese medicine;heart failure;signaling pathway;ventricular

remodeling; research progress
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2.1 TGFB 1/ Smads {558 %%

HAAEKRHET-B1 (TGF-B 1) 25, 5. OIFEHE A4 EEZMBHE T, 5
TR AEAR AR ) VAT AR 34 . TGF-B 1 SHZAE S G, SR WIFEEE Snads 55 H .
BE Sk 2 uiz)E, AT 7 R RS, BN ER & B & AR, IR
SRRCATYEAN RIS T, FEUH R A L E Y . Smads & /2 TGF- B 1 55 @ EE I R UM
T, A ULER R P E LB L, Smad2 A1 Smad3 A F. OILET4EL 20 HEEEE
FRBEEGAT 2 —, T TGF- B /Smads {5 51 SR AHMAM T ER — ™. ik, @i
TGF-B 1 / Smad i&f%, TR OFLF4EML, MTTEZEO Szt R,

A s S R S 2 SR, FEF RO AU AT A0 B K R LB Collagen T FIIIIY mRNA ik
BEAI, TGF-B 1 J Smad3 & [IRIFRIEWE TR (£<0.05) , MBI [ Smad? KF I RIEH.
SER BT AL TT EIE L R TGF-B 1 &L T {55 Smad3 &1k, $ Smad? BEKF, I
IR IR A R, SEE O AR, RS 5. mlss RS R RN, 6
SRR A TGF- B 5 Smad3 &K AHMEFL H HE et Bon Ol &5, % g b,
Masson Zet RO NIAHBHEZIRIN, RIRAF 48/ 5. $R7R S PR Re o O NUBIE f5 0 /) 5
KR ILET AL, Forh TGF- B /Smads 1558 B B MEME T . A2 2525 0 70 2 LM B2 25T
fF TR ROEAZA S TGF-B 1. Smad3. p—smad3. collagen I. collagen I11 Fik/KF1
A, FE7~Mt Bz 20T Lhog /b o LAn B 4549, A LA AT g2 i@k N TGF-B 1. Smad3.
p-Smad3 ik, /T TGFB 1/ Smad3 f55BHKILIA. BEHRE " LREREN, TS
ORI Z ), LI TGR- B 1 Fl Smad 3 & [ FRIAI K, miR-21 i) mRNA (REIX,
TGF- BRI mRNA KA T s BL BG5S IRIRIR,  ZPh O UKL AT ok O ) 2 by K RO LR 4 4L
AT B L 4% Mir-21 1L BEWOE TGF-B 1 /Smads 5 Sl . FFaesk! seib s RER, O3
TIH K ER collagen 1. collagen 111 FRiAWE# S, H4h TGF-B 1 EAFREWHE LT,
FHE i Smad3 FIRERR (L (/X0.05) 3 MAENKEUZE K collagen I. collagen 111 fkFiA, TGF-
B1HEAKIETFE, Smad3 MBI 2IHNH] . FEnAEBKELRETE FRK T I TGF- B 1 SR HRIA,
FEAIS Smad3 7K, FFOOLE KR OIL4EL, SF 0Dk,

TET-F0 J1 52 iy O LA EAL O U FE R, TGF- B / Smads 15 5 @B & — %+ EEM &
7, BLEZHFLJT 2 Smad 2 Al Smad 3, HAth Smads KM AR K. H—Ji1H, KEZH
ST LS, Al (e B ol e AR5 . FEVR T O WLA 4tk T R R 25 &
FT R 0 IR ST RS T 1)

2.2 Toll P£3A%k (TLR) /¥ FHE F- « B( NF-x B) RKAE(S5iEEE

TLR/NF-x B{E 5B+ TLR. #E04LIA T 88 ( myeloid differentiation factor8S,
MyD 88) Jz NF-x B. TLRHIEERIE SO FEl A KIRA R, TLR RIESE R RN,
o PE TR s AR B L PR W G PR e S50, R E SR SR, Mk Myd88 1&1%, I
W NF-x B, FREER MY 7 (Bt INF-a, IL-18, IL-6) Bil. 7ERMEMME T
SPENUIER TR, O LA B T AL O WL RGAT 4 A 38 TE K 5, & FECONLE B O E
Digetitn . T, 7E.0 138 AR Bt #Erh TLR4 /NF- x B 29[S 5 10 B i 5 24 EH,
AR SR N, A T O S TR K R Lo T RE A B2 0 5 A HERE Y B AT R0 3
YR TT HHT H AR



IR VESE IR 124 IR E L SR B E VAT AN R, SRS OHIRIT RO
HETEHEE (746D, FERLFIRA (50 B . 45 WHSHROE 4 5, SRR
b, Va7 A R R s, TLR4, NF-xB, INF-a, IL-6, IL-1B mRNA FIfE K IEKF
B TR (P<0.05); EIT AR FAERRMIET R EE T . S 07 e@E T TLR4 |
NF-x B R, WD OEEBFEMRIERN, SEEOIIRE, Wb BE N ERZE. HIEEM
FAERRRE. XS 206 2 JE R L, BRI I3 TNF- a Il IL-6 /KFFhi, 1L —10 BRI,
MR HBHAE R PEE T INF-a | TL-6{KFKIE, IL-10 m&IA, HHONEHZ TLR4. Mydss.,
NF- & B ERA /KPR35 TN (/X0.05) o AR ZAT FEACLITAHZY TLR4, Myd88. NF-
K B (KRIEAKT, AN RN, B R i 0 B K RO ThBE J Lo B . A P R AT
Bon, BPERERR TS, K. B mAIESLIA N TLR2 AINF— « B SRR E T
B, HhmEA s . $E B8 2 B SUR O D) BE AN 4 78 iR PH 4R 2 0N T 1 1T LATS
BN, XA ST TLR2 A1 NF-x B R ANIRIBA I, SEE ™ W SR, 16502
ATAE O TE B K O LR B R MK F- TNF-a . TL-18 . IL-6. TLR4 A NF- x Bp65 Fik/K 23
BEAR, AT ES 7 O IR B o] - Fi0 J 32 v b A2, ATRES 1Y TLR4. NF-x Bp6b [IERIAH K.
2.3 BR-MERKE-BEME (RAAS) RS

BRI Sk R - (RAAS) ARG ODIEMAMERSS M EBEA Ry, AERE
RS ONUR RIS . RAAS REGUE — P EERHAARHLE], T KFEA A, Wi fEy
SRIMA, FFRaE M. 4RO IR, RAAS RS EEBOE, OISR KA, O
P AL A, RO E S BUE PR SR, ) RAAS RGERIEGE, W LS O I RE
Jetr BEMY, %15 S IEEROIRTT 0 SR R R

BERE VIR RER, WTHTHUE, K4 PRA. Angll. ALD F#MiK. #R/RHTi%wT
T RAAS RGETE, A0 EMALLIhREAS Rk, S O R L, B TR R T A
O 13 R PRAL Ang Il J¢ ALD KPP, TFH.CIE ACE A1 ATIR mRNA J 85 I HRIEIK
(P<0.05) o 27~ e 5O R B AT A 0o g 2 08 K BRE LIRS BRAIG, O I RAAS 35 FRAIK,
MO J RS R RO ThRE ] B 0435 . Ry T 4 R R AL B R AT A0 S BN KR PR
A Angll J¢ ALD ¥JBHRFEK ( P<0. 05) , $IRZLSRT nlfd 0 )5 K R A O DR 20 =
FHERINE, XA S H R RAAS S A 5. HEIES IR, SR, %
PR AR IMIE T PRA. Ang LA ALD & &3 T 0%, LI ZF ACE A1 AT1RmRNA F1EE K
Fik. ARIERTEC I E KR RAAS RS, 22 F 8018 10 77 38 v K BRI O D) BE 15 21 ek
. XTI RIL, T NVRIEOBR G, 0I5 KR PRAL Angll. ALD ZEWIE L
Fto XK RASS RGULE L )35 0 K B B FR S0, 7Sl O R n] B IE I 1) RAAS R4t
MIMTIESE T O ER . SFTINE TR, BRI AT M3 Ang 1T, ALD. NF-x B, Z8HEK
AR (NT-proBNP)  TNF-a | IL-6 7K-F 0o Il NF-x B 8 FERIAKFE TR, fEME MO
IR A NF- x B IBEEE AR, S50 NT-proBNP LR {3 shAb T 0 iR A, 0 EA1E LA
o3, JRZE TR I R R TR R EOR, R0 LIS NT-proBNP. PRA.
AngIl. ALD & HB#K, #2875 03 0H] RAAS REEAIEGE, PR K RO /1T,

RAAS RGUE O35 8 () 28 L5 S B RE 2 —, 1RO IR AR B A KEER .
B2 25T T0s JI 323 A7 2 R 4R, RAAS RGANE RN T o
2.4 PI3K-Akt {E5@%

PI3K (RBERRNLEE 3-le) 2 e, BAVF2 EEAY SN, 8 E0s T
2R R/ AR E AN (AKT) ML S R AR (nTOR) , (2 E 2 X FE A AT
AKT J& TR MG LS 3 4l (PI3K) (UHE &S, PI3K 55 AKT Z54 )5, AKT AZHMR % 3
SN, S AKT WK WEAGE) AKT ARG & B R L A, DMEREE TR, ACS, dffnAE



KRGS . W7 R, AU T AL = EA R AR, PISK-Akt {5 S5 lBEESE
FEEMMEM, RIEGFT OB,

B TH SG AE R RN, SR, ROmA oV p-PI3K. p-Akt PHER
kR R, GSK-3 B RIAM & . #ARE LA KRG L4 PI3K- AKT-GSK3 B i@
BEAFRE, CEOVEM. S0 R, SR RETHE, KROIEZ I  Coll,
Profilin—1 & HEM mRNA 7K-F3 B & FEAK, H p—PI3K /PI3K.p—AKT /AKT.p—GSK3 B /AKT
i BAR TR . O HRFFIE PR AMT 50 J1 5808 K RO AL S Col T, Profilin—1
EAKE, U859 PISK /AKT /GSK3 B iEgrh & AR ML, IR OIILF 4y, 557 Fes seig
gEREIR, XTEALOIIA AT BAX K mRNA X RIAEWE T, BCL2 Tifl, 5EAE
EA—E, FRBESRE S PI3K A1 p-AKT /K-F. TEmFIE O T4LONAZ% PI3K. p-AKT [
HEEHKIAF BAX 1) mRNA Rk B K. $E7e0 7 BECGEA8 140 ) 22 v /N B O D e
58 10 7 32 /N BRI TS 26 B FPE AL T 18 PISK SRA7KF A1 AKT 8RR AL 7K AH G,
A5 JULZH PP T2 AR . Y PR A5 R A 4 B R R, R R B0 2OV UL 2R Bax, caspase—3
mRNA FlEE H RIS B & T, Bel-2mRNA FIEE K IA . p-PI3K/PI3K. p-Akt/Akt &+
(/X0.05, /0.01). h3& 58000 48 p-PI3K/PI3K. p—Akt /Akt FL{EIAI S T, $2/R7E PI3K-Akt
SRR, RGO GNBEYE TS )2 Bax. caspase—3 [ IA, 5 Bel-2 Fik, #HF|{HE
OUWER M52 55 B 5 B R B SR T UG Seib Rk R LA p-PT3K. p-Akt.
Bel-2 % %A M Bel-2/Bax H AR & T, Bax. Caspase—8 & [ & ik ¥/ (/X0. 05, /X0.01) .
$E7R PI3K-Akt {5 ‘5@ % a7 H TG T A, M FEYE RO vl seid@id Fifl PI3K-Akt 13
SR, PAYE PI3K-Akt {55 @M MR, fWAHCH T EANRIE, FR4ERMET, F.05)
REfS B, TR AR 2 O L2 H -

2.5 #AYFENEREBEE (MAPK) KBS 5@k

2 B R TR A (mitogen—activatedprotrinkinases, MAPKs) Z2—FhZ &G/
RIRE AW, ERZHABHN, S5ZFRELRE, FImMmpEsE, FMr, REMRZER
Mo MAPK {55 4% 3815 T BALHE P38 WlE, cJun 2 AT
(c—JunNH2-terminaiprotrinkinase, JNK) FIZHAEAME ST E: (AME S HT7EF ERR)
SAFKG . A2 BN BIR R, X =R S IRE T UM REER, AT LU
AR EASEE Y, WELR, MAPK (5 S8 50N E SR, 2O LGH AT K LA A
Yp A B A A R s

T g LR ), {7 G460 3% ANPL BNP Al Ang IT 928 B2, RGO WIZE 4L ACEL
HUATL HIFRIEKF- o [RIF, ATL 324K T IEmER it P38 22 25 % 1k d 1 g (P38 MAPK) . TGF-
B 1 Smad3 FIAIKFFEAK, 1T ACE2 FRiA/KFTim. ML R BN, RocZaedE] Ang Il
FHFHPO NG ATL 3L P38 MAPK 1354k, TGF- B 1 Smad3 £ [ A IA 7K B i FRAIK
TR TG VA AN C U BE fa R L X 2 AR RE RS, A28 0 g ulgidt g, X v R 5 1R 0%
AT1/P38 MAPK/TGF- B JBER A 56 o SEFA IS ™ 92 b 45 R W], OB R ONIGIIIE T2, LC3-11
FEPEZ . p—ERK. p-p38 MAPK. LC3-11 / LC3-I #lbeclin-1 K FE/KFIEML, I H p62 HEM
FIEMIN (P<0.05) o PHIOFERER LA/ MAPK / ERK1 / 2 S ARIRIE, FO0UE KT
BEAR, B O S, BB ES O NLER . INES g R EoR, SRR LL,
WM B —arrestin B AL, p-p3SMAPK i /KT MK, R ORA —EFLE LT
O B IHFE, ATRE A O P (4 B —arrestin. p-p38MAPK 2R 1Rk, i khfss ™
SERERY, ZLRBHTHE, SEAAMLIL, SLiRA OV E SR, OULARIEK
WL, OGRS . OUEIRE TR B N, OUZHZH p-ERK. p-JNK Al p—p38 &
35 KB B K (X0.05) , IMILIE INF-a F1 IL-6 KRR T (X0.05) . #R=-tM



R LMECWIH L p-ERK, p—JNK F p-p38 £ [ FAE KT FEAIK, 80/ LI 28RE K7 1 73
W, BEELIIRE. PERZPIR O IEEE ARG Sl LA IR bR A R 1.
R 1 PEARIAOIFEE PHRE S I8 AR bR

(ERepiiles Ji% oRlIlEEY 7N
PR AL
TGFB1/ Smads s Collagenl 1l ) mRNA. TGF-B1. Smad3.
WEZ%‘% [12]
%M{fﬁé‘b%*ﬁ [13] Smad?;
A ik
§ TGF-B. Smad3:
TGF-B1, Smad3, p-Smad3 collagenl, collagen
Il
TGF-B1. Smad 2. Smad 3 . miR-21 ]
mRNA .
TGF-BRIIl [/ mRNA;
TGF-B1. Smad3. collagenl, collagen lll.
TLR BiEHLGE " TLR4. NF-kB. TNF-a. IL-6. IL-1BmRNA
A ’ ’ ’ ’ '
TR PR R T ks
e o TNF-a. IL-6. IL-10. TLR4. Myd88. NF-kB:
o7 o IR 5
TLR2. NF-kB;
TNF-a. IL-1B. IL-6. TLR4. NF-kB-. NF-kBP65,
a7
RAAS oL arr PRA. Angll. ALD;
R SR R B 9
LR
%;?m PRA. Angll. ALD. ACE. AT1R mRNA:;
VAL, S NS Tib A
gg\ﬁ‘;y e PRA. Angll. ALD;
?_['%‘[L“JZ][M]

PRA. Angll. ALD. ACE. AT1R mRNA;

PRA. Angll. ALD;

PRA. Angll. ALD. NF-kB. NT-proBNP. TNF-a.




IL-6;

NT-proBNP. PRA. Angll. ALD.

PI13K-Akt ig?{gm] p-PI3K. p-Akt. GSK- 3fB;
S
250 p—PI3K /PI3K. p—AKT /AKT. p—GSK3p
AT /AKT. Coll. Profilin—1;
Bax . caspase-3 mRNA . Bcl-2mRNA .
Pp-PI3K/PI3K. p-Akt/Akt;
p-PI3K/PI3K . p-Akt /Akt. Bax. caspase-3
mRNA. Bcl-2 ;
p-PISK . p-Akt. Bcl-2. Bcl-2/Bax . Bax .
Caspase-8.
MAPK ﬁgg; ACE1. ACE2. AT1. P38 MAPK. TGF-B3.
ii?;ﬁm Smad3;
LC3-Il. p-ERK. p-p38 MAPK. LC3-II /LC3-I.
beclin-1 . p62;
B-arrestin. p-p38MAPK;
p - ERK. p-JNK #1 p-p38.
3 BE5RE

gr bR, PR DA A OGO s 2 AT, R REAME SRS
&, 1 TGF B 1/ Smads, TLR, RAAS, MAPK, PI3K-Akt %%, MmOy, (R0l
M, IEZRCIERTEERE . TR, O I G RIATT IS T — SRt e, PR 2R
A0 BRI, HSITTIBHNE T RIT 2 RERE, FRARME, fEOMREM
B, R, RN, WGBSR AR,
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