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Review on Exploring Treatment of Fibrotic Diseases with Active Ingredients of Huangqi
(Astragali Radix) Based on TGF - B/Smad Signaling Pathway
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Abstract ; Huangqi ( Astragali Radix) is a traditional Chinese medicinal herb that has originated for thousands of years. Mod-
ern pharmaceutical research has confirmed that Huangqi( Astragali Radix) is rich in components,such as saponins and polysac-
charides ,among which Astragaloside IV and Astragalus polysaccharides are the main active ingredients that produce pharmacolog-
ical effects. Modern medical research has shown that Huangqi( Astragali Radix) can improve the progression of pulmonary fibro-
sis, combat renal interstitial fibrosis and reduce the severity of liver and myocardial fibrosis. This article provided a comprehen-
sive review of the anti fibrotic function of Huangqi( Astragali Radix) based on the signaling pathway TGF — 3/Smad ( transforming
growth factor — 3/recombinant mothers against decapentaplegic) , delving into the characteristics of its main components, further
enriching its pharmacological activity mechanism and providing a theoretical basis for the efficacy of traditional Chinese and West-
ern medicine in clinical practice.
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1 FHRUKEREBILE

UTAESRAEDT LT 4B AR R Je I o vy, B 2 P 258 R
AR R E . Ho, P2y s ) & — R B R S p
2y TEHUET 4E AL 52 J7 25 W) v 8 00 0 R B B YR T
BOR
L1 BE A4 Zmils

LPYEALSE — R PR 040, FEE R A I A o ( Ex-
tracellular, ECM) s - HEFR T P2 AL IR AH 21, HH S &
G EE , RER R EF AR E TR B
PREFAEAL IR R IR BT , AT LA £T 4E 21 ifd ( Myofibroblast, MFB)
R PTG AN B, AR 20 L AD 5 5 a7 A, (2 2T 4B Ak 1 s B
TR B SR N A M TR T ik — 25 B, WO A S, TE 1T
PEVGFR , 55 S5 RREETE AL 04 LR EF 245 4t & B ECM ) 2 15 6 5
FURE i i, 3 3 ECM R & HE AR, I % B 21 4E b 9 ik
IR .

JUUBGET 24 240 M J2 27 4 A 14 S5 L0 A M . 7 3 B R
TG R, MFB X 4k R 40 i R 74515 5 i B fURk, T
e 2 i R EH ( Collagen protein, CLP) | £ 4 3% #2756 1 ( Fi-
bronectin, FN)) 25 4fl Jitg 5} 3 [t i 73, 3 1M 5 B0 de B 21 4E AL i &
AR BT e 2 e WURCET 4 20 M fee SR U, ET Ak
TE G AR b, At i R AR i i T 4 4 Y 3 5 7% 3 1) T A 467 9
Sl m T dE 4 M o3tk o SR BE# AMFBOIRES T, el 4k
MR 8 2 SN B 5, o AN A G2 R
fife ECM JTTFF-85 4 ML PSP PRETAS L 5 M 1A IE 6 M
JHFIIE B b B 200 B W] LA % A AR B F B1 ( Transforming
growth factor, TGF — B1) BUfR 21 AEAL R T I R T & A BB~
[8] it %% 4k, ( Epithelial mesenchymal transition, EMT) , 43k 1%l
MEB'' ] e A TCF — B1 A5l T WY 2 S PR T e 1
Shy V) FE BT AR, 33X — % AR 3 RE R g 18] e — 1) 58 5 4% AL (Meso-
thelial mesenchymal transition, MMT) ,Z: 5 JJL £ 2 20 MO i
LRAEALHAR o AL, LR 2T 248 4t A0 7T R U T P e 4t L ) e
"

1.2 TGF - B/Smad 15 & i #

TGF — B/Smad 55 1@ B Je /T f B £ e b e 2 MY 5 5
T TEAE LT YR M e VR AT RE R — K
SR AT AR AN S AL T, AR SR AR AT AR AR

1E TGF — B A G, L% 3 il 24 B TGF - B1 Wi
AU TGF - B2 WWAYHI TGF - B3 WA, Smad 750K 3 ML
MR, Horh Smad2  Smad3 S 2 AfEERY, 4 TCF - B {5544
T AL 5 5% 5 Smadd S 32 AR T FIRY, 2 5 21 i A% 4 DNA
KA HFATHE R % 5% 5 Smad6 | Smad7 & 52 (K40 i 5L, 7 TGF -
B1/Smad {55 38 F 1 S 55 39 1) B35 L, 790 6 033 B (5 S
e,

TGF - B BETT A Jy 58 1% H F- 3 % , X T A AE S ML 1 TE 1k
5530 R I EMT )35 AR SCBEE T s SUATHE S R 9E I 7,
T 200 P J D A 1 S5 B 1 S U, AR 40 L P A T
VE, IREF AL e & A= i . TGF - Bl 552 K25 & el
& Smad2 FI Smad3 1YBERRIL S, NI 774 — R 59,
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B Smadd HHEAER, FHEIN— A ZRWZ G, N i7EH
WA P & T A A1 a0 T A4 T L I J5 400 A 4 oAk -
B 2RI A R A A A B B ECM JIUAR, M
AR IR R A e AR

Ak Smad #5572 WL, p38 LG LR
18 ( p38 — Mitogen — activated protein kinase, p38 — MAPK) {5
S MMM I T % B ( Extracellular — signal Regulated Ki-
nase, ERK) 1/2 f& MAPK 2% 1) 4 1 5% , A S e
RS AL A AR AR L p38 — MAPK 5 53 B
15 R TGF - Bl .o = I WLALBN 25 (o — smooth muscle ac-
tin, o — SMA ) 5 5 i A 56 B 38175 e e ik TR 36 38 e #4024 4
FRAEH ;s WS, ERKL/2 {5550 % 7] 2 5 Ras {5 55 Sl 16
TGF — B J ) Smad {5 538 B A PR o B, B
BN KRR A A Z OIS B AR RE .
2 TGF-B1/Smad ESEKSEHEEMALLIEARN
2.1 TGF -Bl/Smad 5 5 & # 5 & % KA1 H 4 % L1k A

V5 T4 (Renal fibrosis , RF) K46 B HEBC 2K W0 26
S, 18 1 B S Ml K S 2% T 40 L R 4 0 R S g AR T i
JRJEAE ECM S5 AN, e 4 S AN M D RE R4S Hh 9 o 1 i
PR A by

A SRS AT A R B A AL ges AR, T 5 TGF -
B/Smad i P& A CHL , AT RIANT .
211 M TR Rk MO R,
TGF - Bl 5 Smad2 1 Smad3 2 i) FAHH B A AT fE a0k 7 2 1L
TR SE, PR LF4EAL g, TGF — B1/Smad AH XK A5 5l
PR 2R3k 23 & AR A R B AE, an R F TGF - g1, Smad2 #
Smad3 55 K F A AF R 3, 17 Smad7 [ RE 25— & MR
il AN T LT A AL B Smad7 kK
1 DD, Smad2/3 IR F AN L e A R4 A 4
AT TR i A 5 ( Collagen type — 1, Col — ) 2 AH 5
TYALFRE N T 2, o ms B IE A A /MR R s HERR . [
I, i Smad2 Smad3 1 Smad7 [] ¥ 3¢ SLAE FI T X RF #E4T 4
A5, AT TGF — B A IR A Ak R IR RN I R

AENE AT o 90 UE W, £ 4 A AR A 2 U0 R I o
Smad2/3 BERAVIRIR 2 WG, T Smad7 FRIKFEAK ; X5 34 LA
TR (3.33.10.33 mg - kg™« d ") AR A (4 mg -
kg™ dTh) A1 B R SD 25 2, 45 R R B AE 0T R R
Smad2/3 BEFRAL I Smad7 Fik Fi , T LMKIREF6 77 3l
YIRAE 7 T RAS T RO B CE ) 5 T 2 3 A AR TR &
2H 5] W AE IE B K B 48 M (Normal rat kidney cells, NRK —
A9F) iS5 ", I T AERBR Smad7 S PR oo (™ &,
TGF - Bl 25| Smad2/3 BEERILAR . 2L Smad7 Fik Y
7, TGF — B1/Smad {55 (82 52 SN, b Bz 40 M 53 16 F 240 i
SISO D, DT A ok 3 ) S 2F Al . il B 7
AEAL I N R Z—7T 2 : Smad2/3 Fl Smad7 {55 1 AH G5 55 F1
FIRE . -l TCF - B1/Smad {5 51l BRIk , REwE ' W] 5
41k,

2.1.2 kLR et oA, Y et R R iR IRIE
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JER ECM R U RR 1 1T B0 JUL I 2T 24 4t T 1 21 48 £k 1)
. TGF - Bl/Smad {55 % 5 ECM 5 & M 7r WA K,
TGF - B1 TEAL LA 15 J5 AT 2 A 47 48 40 M, Jin sk ECM
VU, R AL o b o™ 3 ok S I B T T
VAN Smad2/3 3 H 335, BT TGF — B/Smad {5 53 %, (%
ik o — SMA \mRNA FI£F 3% 8 [R5, /) BUE /NS 0] BT 21
41t
2.1.3 AV REREAAAEHE BERERNE
(Integrin — linked kinase , 1LK) J&—F) 8 2 ({8 1 it , H 5 &
U ILK 21 TGF — 1 LA Smad A1 5 2RI 75- 5 14, 1 8 EE
ZWERTREAR TGF — B1 323k, /1y TGF — B1/ILK j# #% , v 2 &
Uk 98 ANLF 4 Ak s 36 1 Sh B> . A WFE ™ LT 4L TGF -
BI BHUT, 74T KB o - SMA ABEERfL 41 M (5 556 T4y A
1 TGF — B1 G4, T Smad7 FKIEAHRTAD , HH-UGG HE IR 2
RF ] 3@ i 55 TGF — B1/Smad {5 51 #% 22 35 4 523 5 1M 78 45
P H G SRS R R, i IR SE 2 5 P AT BEAS TGF -
B1/Smad FHIAF 5 B 235 5 W] I 45 24 2 1C HH AN TG - Bl
1AY7, TGF — B1/Smad 5538 B& 4T IT, [] i 2 1) 55 2 18 Y Y
IBYTRCR RS B B A 2, HAT 3| TGF — B1/Smad
S PRI R A AR

P B ST B ( Shenkang injection, SKQ) J&—FiA 7 B IE 45
Uiz b S B AT RIS B R, 1E
252} SKQ J5 &3, H AT 3 44 T il TGF — B/Smad3 i #% 2 H 4
RN, 00 SR AL L R B 2R A LIU MY KR 5/
6 FFDIBR, 7E45 2 SKQ(450 mg - kg™ - d ™) 34230 d J5 &I,
ATt 4 Ak R D TG 00 & PR - K-
2.2 GF -Bl/Smad fz 5 # 5 5§ % &40 i 4 4 e 15 A

i £ 24k, ( Pulmonary fibrosis, PF) & —FJC LIS M & 4E A
Ji 22 0 1) S T , A o G , e 22 Tl s 15 s A S0 1 3 72 45
SO B AL AN T B T S5 S R AE 2 — A A
NS T8 R U, 2 BUE F 4 SR R 4 R, B
IREAS , B AR PRI e L > BT N 4 BR O Y iR
TR A NSRRI R, H F 2R I AU LT I
22,1 wH KmBR B LF4ifl, BT 90 40 Mg, HR b R
R R R R R EAT . SR TESE, B R
ST A (40 0 200 i R L 40 ) R RN A R Al M 3 £
JELKE WM dre R AR BN, ) 7 b R R £ 4R A A R T, 4
TGF - B F# /1 3 (Interleukin — 18, IL - 18) IR IAFE A 1
(' Tumor necrosis factor, TNF) £ | 18 0] 38 1+ 1) S 38 1% T 79 i 2T 4
Aerg % 700 AT 3 ) TGF - B1/Smad {5 & 38 # 19 14
3 S T LT A A A g R L R, 4 o
LTLEAL NI A S, St BEL T 28 A PR 3 B8 i T Ay s N S 2 A7
REma T A S AL 2o B R RO S R B Ik
COl - T ZF- 235 RN o — SMA 4% SRE S5 NE , DA T A1 A 175 =
FYefb g AR i L ( Astragalus polysaccharides,
APS) BEMCE T BOAY A B BUIMT_E Bz 40 2T 4 4k, vl /b ik i vh
S R B LI 5L IIE R R I 20 R ( Hydroxyproline , HYP)

A 134
e

2.2.2 FHRRACEHORT A R AR AT A L 2R
b WAL T B RE T 52 B BELI , (45558 43 4t i ) B a2 2% I i
B JE AR5 Sl I 9200 e B, RS MR 1 T R
THIT£F ALY/ IN B 2T S K- o) Bt 21 2 v s 4
JE P F T A Ak B T 481k 4 15 K B ( Superoxide dismutase,
SOD) \TGF - Bl S5 A1 56 [H T R kR 9B, et BFJEIE
52, EEHE (25 mg - kg" -d! ) B] 3 1 84 TGF — B1/Smad
5 D T T K BRI 7 24 AL 8 R, 42 ) 48 A 17 3850 2 o7
TR YR AT B RRAS T, A 238 2 WP T R e
9o , (A5 SR 7 S R A, T AR PR e 2 BUR S A Ak
RESIAS I, S8 Ak N 38 B T S 3L, D s 2 200 2 08 Az 48 4 )
15 K FIBIEERE RS . BRgE Y W, Il 4R 10 R N A AL
TR S TP L 5 e sk g & A, TR 2R — A R4
(1 S AR KPS BELLE PF 7= AR ) C R 3 22—
2.2.3 HEAmMMAY A LM EMT 24405 £ W EH S
ARG R B 58 IR 2 20 25 119 5 7, 4025 1 B s, 2
Wik 1 B 40 Ff S5 R 10 FR 40 2 1 A R 5 Y R A S TR A
ARAFAN TR RS (2 0lRT B ECM R#1E )5, &5 &2 EMT, EMT
ALY AL SOk B T A4S TGF - B1/Smad 7EN Y £ 555 %5
i} S

B P A AR G R B S Y e F ) TGF —
Bl fF53d i I N liF R (AL A B R 3k, BELAG TGF - B1 {5
Sl B RAE T TR E BT BT R B, O T
WA ATAT A ] EMT 5272 X 2 KO8 B fE AT TGF - g1/
Smad il P72 FHAS F 17 /N F RNA (microRNAs) —21 LK
&, FEMTZ I B T i o — SMA (Smad3 fl Smad7 K FZ3k, W
il TGF — B1/Smads {7 538 B N 7 B, sl A H Al wF 58
NGB AERS S8 g R B, 35 1 rh 2 2 T U TGF -
B1 T UE3E W B B 1 Smad3 {14 7= A2 A5 B 45 ], DT REAIR T Al
LA/ S KR L R ) TR A R M G R 3R

A o B T SR P oS AR 24 M A T SR T A 1Y
TESHC SRR, b & AT 2RSS B  R TT R A
FEMSr. AW IESE, ol i TGF - Bl 44 X
T B LT 4E AL 2040 EMT &/ . ZHOU Y 261 DL £F 4k 4k
PRI BRI 5 4 24 8 P T A, T 58 R M R P /K OF TGF - Bl
o — SMA FEAIG, UL BA 25 B I S AT 0kl (5 5 TGF - B1/Smad {5
S A LI EMT i3 78 06 2% PF R RERE .
2.3 TGF - Bl/Smad {5 53 B 5 & # & 30 i 4 4 L AF A

JHEF 44 (Hepatic fibrosis , HF ) J& iy 22 Fi £ - 5 2 1
TRIRTE Aot R , R S UL 2T 4 40 0 2ok e 0, (o 45 e sk
JEUURURIJERE P73 m ™ o P 2R 40 i ( Hepatic stellate cell,
HSC) Ji—Ffrr JF A 5] Bt P A7 7 B4 Il S 5 1k 40 e, 32 338 % 1
HSC FlSCET 2 40 B 2 27 4 A 4 it 7= A2 10 R 2R IR . JFIER
PG , BT 14T bR A0 A2 8 B AL BT 248 2 e 43 5 320 20
HNERR R T £ 18 SR R LR 1 T SR R 5 i
JIEAZ 407" 5 i, B R R PR e Bofs 25t B BT AR A I B 54T
I A R o — SMA, e 1 e Jit | T 280 Jie i
S 2% 1 AR 1 S A SN T B T A R, (AR X sy
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PRI RS T 8 1R 0 T A AR, Ao i 9 2 T A I TR, B
(o S RAE 22 M R SR RUIT 2T EARIE IR o BOATT I 2 2 A 5 e
SUTE Tl BT HSC Ay 5437, 451 ECM 9 3 3L, LA OR fin
ANAIAYFET

TGF — B1 2 HF %5 5 A2 ik 42 Th1 T 21 4 Ak i) — A~ S 4 4 g
A, 50 2 {5 5 Smad 58 B A8 2T 4E Ak Hh & 357 G SR T
AN e FHE PO R T £F e A AR, i TGF - B1/Smad {55
36 1% AT S RARAV I 2T 24 A R R 2R 2 21 v i U AR ST R
M T4 . S i RS S Wistar K UIT 4T 4
BTG YT R , & B 1S A AT 05 P O = A s, AR
AR RN T 2R BB &, I s (Al
bumin, ALB) 7KF-, A B &2 18 A BEORITAE

P77 WA AR IR BB I £ 2 A RURE T80 52 56 2 B
T M I ZHZ TGF - B1 2 kit MR I 2R & B
I%, LHLUG A FE B G2 A , b T R TR AR X R R &
BT BELAE 2T Ae AL AR T 21 4 eh TOF — B1 ik, HEE% " E
I, W Z M 2 fUJA 5 TGF - BL/Smad {5558 e 5, i
TGF — B1 F1 Smad3/4 ik B Z AL, DR TF H 20id [1)
JO, I AT b R

PG A A0 ] TCF — B1/Smad {5538 B A 5 S AE
SN AU AN o B P i) S 8 295 1 A B
B, A W PUAAL PO R S R SR E T, AT
VR R B, B A S B 58 i 4 ) TGF - B1/Smad {5 %5
T RIE B 159 TGF - B1 Smad2 Y 3R35 T $2& T+ Smad7 ik
X— AW HSC 1546
2.4 TGF - Bl/Smad {5 & # # & 5 # €300 MLAF 41015 A

O WLET A 3 2002 I R 0 B ST 48 200 MU T 22 Rl R 41 4 4k
HFREAER T, 23 A FES WmER AT, 5 Ao U EF
AN T A o BEE LT 4 4 M 43 00 1) 0 e 9 5 B A
I, O WLET4EA I S A= ALt i =2 B o LA 4 FN 47 Tk
JE T HIBEAR, LA B2 C JUUAREASE fin ] , ok S 8 O I 6555 5 e )
—E PR IR IR IR L R e LB E R e H
BTN , B4 I R E A W TR T 18 it

TGF - B1 BEAA 03 JnnC> AL AR £F 2 44 Jif ( Myocardial fibro-
blasts, Ckbs ) ({3858 k7 CLP il ECM (%R, [A] BB 1
g TRl P e A, DT B O JOLEF 2 A R 577 5 [0 B, 52 i 440
WE 2G5 FEIRY LS Smad2 F Smad3 & AE B R 1k 3¢
FJ5, X5 Smadd T3 J5 5 A0 A%, 202 A1 Y 2 B R 2
RE, SR NI IE  DhBE 25 . BOEIOBFSE Y L B, 5 k4
JHEL R B 240 T 2 o0 M AR TG v Ak 3 A 2 2% IR - RO £F 4
A A T, A 2T 2 Ak i 72 5 TGT — B RE A% 0 40 Ji 15 3%
PE T RSZAREE G A A i Al T RS2 0k i) 20 i o 45
IR, S5 AN B A1 R 5 10 A, T 1 46 ( Reactive oxygen
species , Ros ) AMUBEAE(E TGF — B (4 £E Ji, [ It B4 1l 8 25
7K I (Angiotensin, Ang — II) B I 52 A O NLEFHEAL

R RO 53T S 3 AR T O ILER 248 A0 AH DG X+
PR, O T S S RIS BE YO
JLEFAEAEAE . B9 % B 05 L6 FR T RE A0 ) TGF — B/Smad
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SRS A% TGF - B1 il o — SMA A i, %0 ULEF 4k AL B Bl
PR 96 3 451 o 3iE 52 2% 8 WY AT 3 80 [ TGF - B/
Smad 3 BEANH 0 LEF 44k, 25 P =5 2D JR T 5
#] TGF - B1/Smad2 . p38MAPK 1% -3 % %} CVB3 55 %175 5 110
BALB/c /N UL 4L B A AR . WET'Y C 2607 gl
H R A RO B LR R R LT 44k, X — 2538 1R
JEERERH L mRNA 77 BI85 RN RE 4 U 263K , AT 0
il TGF — B/Smad 38 Bt tH ¥ BRI RE I, LA o - SMA |, Colla-
gen | BUFE3A ., 2(EE 450 X S D9 1 b B 20 I 0 8 3 K
U LA 44k , 5 AN IR T , & B L S P SRR
I E R MK F TGF - Bl .Smad2/3 Smad4 .« — SMA 5EAET7
TR, Y98 R W s JE AT A, 2% 1 P 4 0l o A 5
TGF — B/Smad il B Lo UL S o Smad7 iK1

[l , A 43 R 1 20 B 1 T 9 0 L4 TGF - B
Fih | R A A G R SRS AR SR I R (&
ek 125 IR BUL T RE LG VAR i AL, S5t o e, %
B PR BRI A A S R T A 1 ) TGF - B 324 %
TGF — B1 755 19,0 Bk 5 2T 24k 20 i 18 5 0 e i AR, 28 Ak /) B
O WUREBE J O WLEF 4 AL AL ThRERE A5 . RIEFE 25 IR & B,
HEHE N AT REE 1 ] TGF — B1/Smads 3 3% 1 X 5 74 1 Ji¢
% (Isoproterenol ,1S0) 75 G 1190 JILEF 2 AL AT — 52 (19 5 VA 1 i
A R, B O 5 0 UL TGF - B ik K
Col — T il Col — I f945 HG T Ik 2% 1SO 55 i/ R LT A

25 LR, I AT AL T 44l 0 LR 44k 5 2F
A8 S H BT S BAT PO, el LA 6 R I T 98 3R 1
3 i

UTAER , B S A B T I AR T TR A % B, 34 156 0 7T Ok
R [H B8 U 95 T 50K DR %5 ( Diabetes mellitus , DM) 1[5 36 2 i
BERBAG . TGF — B BUH ML A 2 15 8 PR o ' JUE s B 2 78 A 56
S D7 W T U Smad B VR R R AR AR . O W R
NS AF Rel A, AT A A0 AR S8 AL B0 5, 4| TGF -
B1/Smad @ F4 (0% BRALEE L AN, WA RTINS E
s o ¥4 LA A MG R A A A 1, L o 2 R T L
ARG e B S 0 B R A K | B S (T o 1
A TR T LAk O LBG R e AR 2 R R G K UL RE 2
A A5 R LA DB JEBE 11/ AT ] E ], 2 i
TR WIS , DAL/ BRUIILBE ' . WANG H L 2817 a5z
BIESE, TGF — B 13 53 B T 45 B 40 ML 1) % & R4 Ak d 7
AT YRR HL P T 220 RE ), M TGF — B {5 55l k4% 57T
DATSOUL IR I 28 300 A T L W15 80 A, i) IRt TE 52 1 7E e
Smad3 38 5 , BE IR I 5 243 W AR K, DT AR 47 i 5
2K .

YUHTTTATFEF AL 25 L, B B BEROR 2 4k
DA, MU 25 T 30 o 1R A2, T R TTF 9 1 R
R EEZATT . w2 5 05 1 AR G v I 2 11 T B L IR 4
SERTIFST , W 1 H 25l R 2 T S S VR R [ 5 B e 47
YA TR AR F A B IE W IIRE . TRk, DA 2R P2
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T HATFIRIraR B AT YL WA AR e T R O R
LR . XL TS T A B gL 2y 7 & A
T2l B I, PR B TR T A A e h R BRI AR
H—Ril B A 2, SRR, N2, R
SRR I IS, E AT T e il 2T 4E AL S

iy N U YT RERAANR 3

o VR EL WAL LT HE LB BT

F— BN Abs o W RITEFGEABIR 19 AL
il e = 25 B VA BN A TR, PR LA 8 BEVR YT 4R 4Ly
AR, W]l R 5E 35 b 25 5 7 SR AL B AR , o JE 4R 26
PRIRF (P B 253R )T B J5 SR . WIRFROR & A 2T
IR BRI T L EABIR 9 F BT HLEE, O rh R 25 ik e i

St 2 2% .
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