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Abstract

Myocardial fibrosis, as an important pathological basis of cardiovascular disease, has an important
impact on the quality of life and outcome of patients. At present, there are many studies on the
mechanism of myocardial fibrosis and cardiovascular disease treated by traditional Chinese medi-
cine, among which TGF-B/Smads pathway is one of the important mechanisms. Therefore, this arti-
cle summarizes the related research results of traditional Chinese medicine regulating TGF-
f/Smads pathway in the treatment of myocardial fibrosis in recent years.
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1. 5|8

LA 4E4K. (Myocardial fibrosis, MF) A7 7E T2 F0a IfL % <99 (Cardiovascular diseases, CVD)H, a0-C Al
1 5E(Myocardial infarction, MI). > /7 %E 35 (Heart failure, HF). 38& OO UR < 8 MR R0 VU0 < 0 PR 97 14
VRS, (R 2 1% 0 L5 5 075 3 Ji 1Y) E B2 BE LAty , P L 2 R EUEME O R E, EROTETERE
Y. HEIIET MF 0 RIEHLE A6 7 A i AN HG, B0 IWTF 55N MF 1 &L 5 TGF-g/Smads iE
B BER - MERIKER - BEEE RSN R EOE . RO RN LA TSR, IR EZUUER
- MK ER - W[ N RS HI5 . ARTT 6. B BRI M O LA AL (1] Th 25900 2 i
Zigit . 2RSS, PUA AR SRR, Hodh & T i 2515 TGF-p/Smads 3@ 2% 3% MF 8L AR 2,
WA S R 245175 TGF-4/Smads 15 5 i@ A 7T MF #4745

2. (DAL A

OV ZANSEBUA BB 1) B B 4 A B HE: O LGN . B 40 I & AN 41 B 13 7 (Extracellurar ma-
trix, ECM)="#873, Jrh ECM AR MR R A 4ER AL ot SR A H e B e, R R AR D LA A B o
BLRAAL, BRAR 4 gl € O ECM SRR BT EPTR . ECM SR BT R A RER, XF
i G A A B o B SR, Ik BEANFRSE A 2 45145 LA S Bt S 9 ECM I AR 1 3 200 JUiE 2 9
2 FEAE A B O DIRE . WHRRE ARG, O 4E T RE D R A
—F 2 O IS B (myocardial infarction, MI)J& 8 B0 Co LR T2 A5 16T AT HR T LI Jg kb A AR AL R, X S8BT R
ARG RR IR, FEBAR T S i A0 SR B8 45 5 SR T RO LA, 53— Pl AE AR SR I O L
RECE & ML JEARE UL, R R R I DR LE (8] J5a A4S ) BBl X3 ) i M IR R T e B AT, DA
SHAE DAy o JIE KT 22 A JFE 92 9 R0 JUE LA AH S 008 T A AE B K 301 3% B AR D 27 JIE A, DT 3 o JUE A A H D9
KRR, DL BRI A 4EUTRY v DAIEAE 2] [3].

3. DALFEN S DIMERR
ML IR BRI GO IURSE & B5MF ORARRE. 16 MBI, SECR O &
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S 53 0 JERE i LN 98 SE AN MR, AT S B0 IE E A0 S 3, BETC o LA M4 O U R AT 44
T BB E P A AE AR IR T AR, X SRR 4E R 1O IER) e 8, RSB0 = BEE AL NI %Ak
[4]. TEA S E IR BN A RO = SRRSO AT 4R e S TH s fE PR i, 2 R
FoPATHERE . B T RIS, iR SR B RAEA R . AR R AR R P&
WOE A 2 AR V8 I S5 AH SR ARt 22 T3 MF (ME R (5] 18V i U vl Re 2> Bl gmad i1 AR K IR 1B FE [
R IE 9 9E S B B S AL R BON T s20 MF, V22 B 29 ok & k. B Z103% . KA 511355 Re 22 i MF 1)
KJE[6]. NEEE L L(Hypertrophic cardiomyopathy, HCM)J A2 —Fi i St i 1k 3% AR (R 380 4% 28 Lo i
o % A M B RRIE 2 A2 O AR, HCM B 10 B SR O WUAF 440 X 3k, 3R T 09 440 Hi 41 25
(Extracellurar matrix, ECM) & [ I FERR R, cFB 0 A1 70 A0 R WLRGET 4 41 il (Mlyofibroblast, MyoFB) £ fit
JEE YR £ /& HCM O LT R0 R R R ERE 7]

4. TGF-f/Smads g 5O AL

TGF-p (Transforming growth factor-f)& —Ff{iE i £ AL I SR AR 2B R -, Re IR 4 Al AE KA 2y
1k, (EFE4RRIE TG . TGF-p BiiA S i th = A TGF-B1. TGF-B2 Al TGF-p3 #Hpk, @il TGF-p %44 (RI
A1 RIDFI4H B SZ AR (U -5 B (L3515 5 . Smad & —FPEZEMAIMANEE 51, & TGF-B KW,
5 TGF-g 555 S AL M NifigiE. TGF-p {55 B8P AN EEIhEER SR TGF-p 2R E & A
N TGF-B {5 54 S R0/ i Smad B A0 EIFE R BRIE FIRER /& R 1 $0 I DR e S ) B0 b . IR
BRI T BEREAS B S . AR 4R . O X R B % B B R AR R R (8]

WK TGF-p B9 S, BH - MERKE - BEMARSE. WEER. I/MUTAEKEF. Wat
FEEEBREEHS S T OIE 4L B[ 9]. b TGF-f/Smad 3l %2 BLEE A S MF &AL 12 845 53
Bt TGF-1 {540 ML P PN E R IEIRAS, TGF-p1 Al454 3+#3E TGFBRI1 Al TGFBR2, fit
Smad2/3 MFEBERRAG, TN WG S 0B BOE IR 2T 2k 20 i 5 GE AN 4 R A MR S AR [10]

5. FZ5iEid TGF-#/Smads {55 BETF AT UL

FEPEE A TE LA AEX — 44, HRAE FL I PRER B B2 R A T Ao “ B, 0o K
ETRVEE, JRA ARSI, SR, B ML, BONERSE, WO 251897 MF 2 Lad SR 5 A
S ARACHR N EZ Tk

51. PHES

5.1.1. FEMmMLHSE

PRLL Uiz kA= 20qE. Bt HIH. AT25. IS AR, AR, WD, HFasr
MF ALl AT B2l 0] TGF-B1 55 1 JE AR O NE BT 4E4H M3 5, FRARAR i B A #IA LU K. TGFBR1 Ml
Smad2/3 EERAY., ek £ 4 Ab 3 5 AN i J5 B AR s SR O LR 44K 11

PHBR TS WAL A =R 25 %, BRI, AT SURE IR PESITIeE T
T % SC(LAD) S HL K BRSO UL SR U A3, 7 0o 28 506 I 53 B50R o0 25 A 0 B350 T vy, FEAE F WL ] e
IR AT TGF-8 /31 PI3K/AKT. MAPK Fll Smad 155538 4% A Jak /b 41 g A 3 i 4121 . B35 BE ECM %
AR EAE FHRIJORE, IR O LT 4Efk . B8 K RO IIRE[12].

VWb H iz H. SRE. KSR, AFHERS. SR G245 4 AT
WAL R A /N B0 B S o B H SRR, SRR T T (AR A R IA A AT AL bR 5 ) mRNA
AP B RS, A, TGF-g il FIFHEE A p-TAK1 A p-p38 TEME LB BKUCE FE B 4L/ B i 4
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U RIE N, ML 5B B H RIS K. KI5 227 vl LUEE 6] TGF-A1/Smad 8@ #6980 i 57 2
H & BiFl TGF-B1/TAK1/p38 il % 3 O IE L 4L AL ) 22 v [ 13].

5.1.2. iRPAFEE

HRGRFEHTA LT, AR, £, AJ4, K% ITHER, BRRERKZ IR, IR BT
2 RLRHATT O S5 5 S O MU B . B[ 14]55 AN AE R KRR A 2H-p B I BE 3R B SR 5 5 R OR R
PR PE OO IE A Y, SR AR I J5 T 4R 6 R4 T 5230 K R sz 253008 B T IR I SE3G4H 1Y RHD KR
TGF-f1. p-Smad3. MMP-1 %525 [ R IAHo R 20 35 0 35 FAIG,  /Oo LA R T AR T AR /N T 7 B 2454
Mot 2, R BRI IE] RHD K S LT 4E40 AT #8535 TGF-A1/Smad3 15 5B B AH K

BHASMHRBRE . W AAFARARNR, HiREFR ), R A B WS i 20 8 )
0> F1%E 55 HFpEF KR TGF-p1/Smads JEEORIEEOE LV EEAE IKINAERERS, FEIHO= LV O
Y[ 15]

5.1.3. ;BPALRAE

WSepE (R RS, EE . BOE. FERL. JREE. B, FH2. BEALRA K, GEEEL . HE
TR, Y4 B, B mRIERARRENE LRRIES MF A4 TGF-A1. Smad2. Smad3 £& 1R,
X R WR SR A RER I BE % TGF-B1/smads 15 538 B X Co LT AR R K BRI B VA VE I 16] -

5.1.4. HAthThk

O VSEFREWS. IRT. 24 . 120 aA49R, £ IUESER & oo kR
o, 0 VS SRS AR T OIEIERRLC IR, g T O IEDIRE. TGF-B1 M FE I T 0
S E, HALH] T e A KR B (TG-S S Vimentin AH B/ SR 0 2 5 98
[17]o Nutmeg-5 725 d B G L2 — il B MM BC Ty, MAERE . R, TR, FIRA. B3R,
FHOCHE LRI REAIH] MT K B-C LA 1 25 57 ECM-S2 /8 AH LA FH I8 % Al TGF-B1/Smad2 15 516 %, i@
RLEAT AR Y, DA O MUK B0 LT 4EAE 18]

5.2. HEE

FHEPIRBEHFIZM =-LH R, FUARAIRBBKATE SRR ML 551 HF PFZ2M=CEI 11 W
%], 4525 4 JiJ5 LAD KBRS 8 BF [ERCRG A RTIem, /o0 s ARG AT 4a /), XUt
RARFENGE TR A OIELIRE, SIFER, 2RI 5 S 3E S T ML KB AT 440 i
TR BIFR S o-SMA LA K TGF-A1 Fl p-Smad3 [F13IA[19].

R at JOCRURLIE 1T 1 1 TRPC6 #1ff] TGF-$1/Smad3/p38 MAPK 155, i CFs [4§5H. iTH. 1238
AL A, NTIT SR PR /N BROO LAF4E40[20]. KT RAEMKIRFEHZ 4. TR+ ASHT B4H-F4H %,
FOE MRS R EARERIR . REEARIR R, @l s] MI R RO LA Fr 48 M S i (ECM)AE G R
LTBP2. TGF- Fl pSmad3 [k LR Co I AT E AR 3G 5 . e R O LA 44021

EZRN HIERA Rk, R FEER AIS R, WEE, RER. REERS, middilR
BRUZE AR BNk 1755 HE A RUAELA 24 28 R, S 4 K B 1 o0 MO S5 L 5 PR AL 58/ T 280 2, L4
IRFEIEFE . 4m A5 A T R T AL AR TR . TGF-p1. TGF-BR1 Al p-Smad3 & [ 3Rk & FHK,
U P2 0k v] BB L 1 Y TGF-/Smad3 il B A1 GSK-34 i FR AL M $0 ) O JIE £ 2 Ak 20 O Th BE[22]

B2 a8 S AAIATT J5 T 32 SO AR A= A 2K BRF 35 1 DR B 1 A AR S 3 PRI, #0#) TGF-p1. p-Smad3
HIEE 5T 4 & 2R B MMP (3838, B0 6 08 7 fir J5 1) O IR 4R 4E 4L [ 23]

FEA R TR BRI S, M. ME. R BT AR BE. RS RE 4
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fo FERZH AL, BA AR WA ThA . ZEmRER i A O LA e E - U R . 452
FHipl a5z DOX HFOHEAR 40 K, 4iREREEBAMLIL, L OMR T 4 KR O NI
Masson Ze (8 om0 LT 4EA TR AR S 2 kb, KBV ILZH S TGF-A1. Smad3. a-SMA. COL- [ %551
S mRNA ik ¥ 5 2% [ AK[24].

5.3. FETEMERLSY

B2l 2 h A SRR RS 2 —, AERRIT B PSS O WU BE 5 0 = A
FHICHT T, A0 25 NG 2% L BT B4 S A Mt AMIT /D RSTS84 7 K48 5RaPF ST 4L AMI
ZIN R JFE 555 1L 53 805500 Ty R b DA S o WULASE B T AR 5 A5 250 24 S B 5l 4F % , TGF-B1 # p-Smad3 188 R IA
2 EEAC[25].

HEFRUTEF B 2R AREIRINETERS ST, 45255 nT R/ BU O ULAE 1 TGF-B1 7KF. a-SMA FIR 5 &
F I RIE, 180 TGF-A1/Smad {5 5@ B KAMH] 7 RN E EARZRASO)E /NI LA 4Efl, )
A AR KA B IR T O LR 4EE N B S I 4 %261

TEZE M AL 48 4 5 B2 R T A A VR 7, AR ZE WA AL R 2N BROC IE L 2 R A ) T A 1
R LK TGF-B1. p-Smad2/3 1 MMPs [ AR 2 PG, IXRPTEERIREIEIT TGF-A1/Smad 15518
ANHI 4530 LAD iS5 ML/ RSO AL 4E10[27] .

NSNS 2R B SR OIEF YA SEE NI S O IE SRR E, 557 A E FIRRAM L,
ANZ B Rg2 /N LVEDP 3% B, BRIt N2 2 Rg2 AbHE B4 K 1 O LBk I K B TGF-
Bl p-Smad3. JFHEE 1 Al a-SMA [RIE[28].

ZH G AR AFE T 2 PR B2 E RS, fe FORILT AR, A 35 D i 32 B KR (TAC)
S NG EIRZEJSO)FE T/ R AL ML 4EAL , HHLH] AL 550 @ #)#] TGF-B 1/Smad {5515 51 CFs
YT SR TR B A O P T 4 A0 RN T RE IR [29]

PEBCHE & 2 R ALITEPE RS, B ROGEEIR AU SRR 52 AMI K RO WLEF 4L B, J8 i 253010
B SR A K B AMI RS JS 4584 7 R TREpliri g, MEAMOMEIRrE REon, SHEAAHMI, %
BAF TR, A =4 TGF-f1. p-Smad2/3 Al p-ERK1/2 & A MFEEEY T HLOIA4LEES
Bk, SRtFER, S S R AR R R 25940 TGF-B/Smad/ERK 5 5l B AH G R &= T
PR LR O AT 4L B R A Y, RIL PR L 2 AMI K SO WLAF4EAL AL AT e 2 J8 5 715 TGF-
B/Smad/ERK {55 18 B >k S 1I[30].

6. MNEESRE

PR T AR R E L R 2 ARSI L, S 25 Z A AR RT, 2538 ih 230 R o tB 28
RS2, WIT R IVE BRI R 2. BRI 259097 MF B ZDAMNEAA, HGER. K. RREE R
WIS N E 2RI Uik . 2GR TGE-p/Smad {5 5B AT GEMUNIETT MF BIIHE R, HK T 2545
TGF-p/Smad {5 5 MG YT MF IR 5L 2 DASh )RR 7000 32, BLBETE R B0 SR A it — b
DRI, R A% R 2536 )75 AR DL 34 70 7 22 2 22 3K R 55
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