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Research progress on the anti—fibrosis effects of Taohong Siwu Decoction and

its mechanism
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(Abstract] Taohong Siwu Decoction is a classic formula in Chinese medicine, which has anti—inflammatory and antioxidant
effects. In recent years, its anti—fibrosis effects have attracted much attention. To be concrete, Taohong Siwu Decoction has the
effects of fighting against hepatic fibrosis, renal fibrosis, pulmonary fibrosis, myocardial fibrosis, and oral submucosal fibrosis. The
anti—fibrosis mechanism of action is mainly through the regulation of transforming growth factor—B (TGF-B) and sma- and mad-
related protein (smads) signaling pathways, extracellular signal regulated kinase (ERK), phosphatidylinositol 3-kinases/protein kinase
B (PI3KPKB), inflammatory cytokines and related signaling pathways matrix metalloproteinase activity, and other pathways for
intervention. To sum up, Taohong Siwu Decoction can play the anti—fibrosis role through multiple channels and multiple targets,
which has good application prospects in the treatment of fibrosis disease. The anti~fibrosis effects and mechanisms have thus been
reviewed in this paper, so as to provide theoretical support and reference for the treatment of clinical fibrosis disease.
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21 45 fb 2 L) 40 L A1 JE T (extracellular matrix,
ECM ) idt BE BURR g A 48 s BRI B, n] AR A
AR B GU LU VB O I R A
DL, 2T A Al i RR 2 K e T B SRR B AL
Wy, G B N A A R T AR AL A2 2% HL
FURTTCHS S ria 25, I, SR8 A R
ISE/N B 25 016 57 27 AE AL B A BIF S A R

HEZT 1Y ¥ 7% (Taohong Siwu Decoction, THSWD)
Je MR ZLAE I N G B AT R
A7 AR HE BT o8 THSWD HATHL 48 i
SEARAEAE I, AT AE | DIl PR R84 P R S 52 56
SFZITHEIT T X THSWD 5T, & U BA i
WUEF itk BURTEF di b Bl £F de b Bi D R T
LR AL AR RO AR SO THS WD Bt 2F 440/ KAl
HIHEATERIR M R ET A B 1R 97 B BT JEL B

1 THSWD 44X /ERBIGIKRF R

e PR 98 & 30, A2 PEEIR 51 R 2 (4140) 2F
YAk ) B # 2 THSWD 697 5 |, nl Bl £ 4 1L 46 A
KB (ALOHTIRE, FIETLL TP 3R 4 x4l
1% B 4 (1 LRl I A THSWD 697 18 1 2 BUITF &
JFEF Ao ES2EI7 6 N H I, K W 413697 11
Wi YT 30 T 27 4R AL A5 AR F T DI REFE A7, K BTHSWD
IR SARCRIK 94.64% , 91 5 5 T X R4 1166.07%
[F] i THSWD £ T £ 4 A6 45 45 425 B 52 2 (hyaluronic
acid, HA) Il B4 ji2 J5 26 1 (procollagen type Il pro-
tein, PC-IlI ) . J2453% & A (laminin, LN) X IV Y Jig R
HH(IV Collagen, Col-IV )7KFFEAL, T D1 68 48 45
NG A AR A KT TR R A R
T, BEEH THSWD RE4 25 IF 21 4E A0 I PRI T 2L, FRAIR
WFEF A A T8 A, B 27 e AL RE

PNHESIZE IR (1 102 1) 11 Jias 6 1T £ 4t 1k i 3
TR B, LR PG 24 i R TR JE FA R RITR £ R R B
WIESHAIT  BE KA TR K, 5 B — RIIA
RSN T E PG 245 41 3 Ay B FH THSWD XHETRYT , 8
R R & AE AR 1.09% , B AR T PH 2541 1915.67%
[ EF THSWD ZH AR 3 K 10 B | s 0 M6 it b, J% 73 €, 3%)
PR I R S R IL 82.35% , 1 | T4 2y
411 45.10%,

SR YEAL A5 B 28 TR PR B 1O 2 R, DRI 8 A
P00 P 9 O R T R £ 44k, T THSWD #

TIE S ] A2 2 18 s ) e 0 % 1 B R RO
FAREAFITE THSWD ARG 97182 P 0 ) 568 3 i TR
WG LB, LR R IR EERR AT AL O
i A R, Xof £ 5 (140 g T2 IR At 9 G Y8 27 28 Tl
K THSWD Bk& SR YT, B O I RESR bR | I3
28 s = i el (R R S B AP R 9 iy
J& & F -9 (matrix met—alloproteinase-9, MMP-9)
L& N KK (vascular endothelial growth factor,
VEGF ) K- B#AI%, HAT R4 1Im RT3 R R
A EVRI G THSWD | T2 HUMIsG T 7 18 1k W i
(TR s e = I =il = S B T P R v N 05 A
HAR I H A BB,

i LRI THSWD 36 Y7 45 4E Ak B e B2 15 I
PRIT R, Wl /0 AN B SR A B A DG T 4 A 38 n e
JIE &S T RETE b , HAT B BT R4 AE T OF REAE 22
PR ERE , 100 A 0 e £ AL

2 THSWD i F 41 E AR SKRIR B 3R

2.1 THSWD ZEFFAENERPHER

JHF 7 A Ak 2 02 P R A A0 405 96 A 1)
BT P EUF AL, FE 2 A0 g, THSWD X
JH-2F 4t Al /I RS A B A G 97 VR HT, 008 o 5504k B
CCL i T BN EF Ak / N THSWD 1697 ) , T £F 4
Fl/IN BT H 4% TR 5 2 I A4 2 i KOT BRI
JHE A 40 b e B D a—F U LB &R (a-
smooth muscle actin, a=SMA ) . T %I it J5L 86 1 J M %
L F KT 98, W] THSWD fig k38 JF h g 0 T
EIEAL R Y O T R S R (A S T N = R ST Y T
Az SN 5 2 B THSWD BEFEAIE CCLy 75 3 1 T &7 4
A BRI A HA LN Col—IV /K | i B8 W6t 2 4 21
R I R P o DA SR /N S A B IR B, R
B THSWD A8 2035 I 27 2 AL 46 A , 2557 JF 5 G 5 45
F, B ARG A A VE
2.2 THSWD ZERfF 4L ER R ER

il 1 A4 A 2 05 P i s A ) 3 1 DL B SR
B, il 2 SO IR B B T 0 B e L o B BRI
He K A] 5| R PR R i SOAEN, F /N FE USRI 5 3% B
THSWD A 236 Jifi £F 2 Ak KRR 09 A2 A7 RS U2 il
YRR, MRS RS S 8 A i bR B
AL THSWD #E47 T 15 , & 3 THSWD 20 K B
A EURIRY) R JC W 5 S RE R B i v BE A
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A DL B kA T AN DR T D AR AR
KR F W] THSWD R0 i 98 AE 12 10 , s fili 41 21
LI S R A
2.3 THSWD 7£'8 S 48 h i 1E A

B 21 2 Ak 18 1R B R R B 2R Y e B
B, ] O il 2T RSP THSWD X 4F
I 2R 5 0 B 2R 4 AR RS R B 7R T, A
Tl Sk ik THSWD F 1l B £F 44 K B, 4 J8 s BUR
BRI Y94 , S YT 3K 92 VR 00 2 1t AL | 1fi R 38 2K
S, 37 T L L B /N ER R R XA A L, SO
PR Col-IV KL . 45K &I THSWD 2 K Bl
TP LIUEE R BRI, B AR BEXECM JT
Wb Col-IVHG Nl a# . REITHSWD BB
B I BE S B LR YAk bR , RIS AR AR
2.4 THSWD FE s AL £F 4 4k 4% 84 dh g9 4E F

O JUVER A 2 O LA BB 2505 PO 1 2573 05 1 o
OIRAT DL LU ECM M B H 32 B4R AE | B
A0 IE ) il v 2R A SEPIPR Y THSWD X0 L
FEBEFE &0 WLEF 2 A6 K BRI 52 | SR 2235 8y
O Bl PRI R B0 D1 i Masson 2 6046 0 A B A9 0
WLZH 2k A% | % B THSWD &b B 28 rfv | R Oy I i
SYEC IR 0 LIRS AF 2 AR B W ) A R
BE N AU ALK IR RO IE S0 T AR RE S
02 Ji 26 1 He i 6 3k, & B THSWD 20 K KLU0 WL4H
g T AU AR 1 5 TR B 2 1 E Al R8T, 3R
B THSWD fi& .0 LA 20 (4 158 D 2 1 23k, Bl
FOIIRE RO LA AR

DL SE8G F 00 THSWD B IS 45 25 1 41 81N iR
JE LA K ECM DL i I i S O LD dg 0 i £
Yefb e e DR AT AR B

3 THSWD #t4F 44k B9 4E B %I

H i ¢ T THSWD $t £F 4 4k A HIAIL 1 i A B
i (HE AR = FATHEAT TR R, RA T,
3.1 A#E TGF-B/smads & 518 &

YA R ILE S A, ORIE R 2 Z TR 5
T % K An M IR T 4 o TGF—B/smads 15 5 18
C R IE S 7 21 AE AL v 45 i B AR I, TGF-
B & HAEITA NI Z 5 2 4 Ak A Az e e Jee 1) i 2 45
K21 Smads # 12 TGF-B TGS & A, Hy
N ZARE R SRR A PR B 3 A, Hoh

smad2 smad3 J& T 2Z A 8TE AL, LA R LF 4R bV P,
TGF-B ¥4 )5 52K (TGF-BR I .TGF-BR I Y454,
T B 52 VR 52 6 W08 32 R0 AL 19 smad 2 185 TR
b, BERR AL S5 1Y smad 2R 1 REBSF TGF-B 55 M4
i oM 3 25 A A%, E I 48 e () TGF—B/smads 1755
T P ET A 20 2 Ak SR WL 2T A 2, 5 G
JEA B, R0 ECM i B OR, i 0k £F i (b ik 22 ik
Hb  TGF-B 22 1K i RE 1 42 06 L Ath 40 il N {5
%, T8 B AR 2 B TGF-B {7 53 [ , 40 ERK PI3K/
AKT 3 %, fi ik 27 4 Ak ke A=,

il 28 2451 405 LA B A8 52 2ok A v R I 4 v e e 4
JiL | I W 00 i 45 X B 2 0 B0 TGF-B1, fff TGF-B1
ik LR PR AR U R H smad2/3 5 smad4 45
B, VYT PR 27 2 Al A o0 PR B S, i il 2F Ak Ak
AR RPN TE R F 4k, TGF-B1/smads 15 538 %
Wos EEAE A . (1) 10 LT 46 40 M 55 4k A LS AT 4
SR 5 (2) 0 i 960 B2 /PN 2 A B 27 Ak mi ] 7 B 240 D
(3) N ECM R&ff Rk, ECM 5% Ui 4t
TEFRFE 0 WUET Y AL 2556 DR B A5 538 B i B 5 o
KILTGF-B i Feik | nT A2 #F .00 LB £F 4 48 A 3 A=
fili T A5 8 1 5 TR R 2R 1 mRNA R (3%
K A RO LER 2k Ak RS, U8B ] TGF-Bi%
P, BT TGF—B/smads {5 5 38 [ |, & 4E 2 Jiti £F 4k Ak Fi
O WLET 4 Ak & T i A 808 A T B 52 46 B THSWD
REJH ¥ TGF-B AHICHE

F/NFESI THSWD T 1ok 85 R i S5k =
) il £F 2 Ak KRR, SR RT-PCR A K BRI 21 21
' TGF-B1 smad3 mRNA | [ B s | I3 i It
A RIK, 535K H Western blot K ll p—smad3 &
2k, 45 0 & B SR 41 40 [, THSWD 41 TGF-
B1.smad3 mRNA | I B EE A R R & H p-
smad3 5 [ £ A B2 TR BEHE UL THSWD BE [
ik TGF-B1 K H T smad3 H G, #/RTHSWD
A B RIE T N4 smad3 ik, BHE TCF-B1 &5, i
i ] TGF—B/smad3 {758 H WG, W 2> il 21 21
J A 1, 38 B PTI £F 44k B Y L i Ah , THSWD 7E4T
O VAR 4 AL A AH DG AE FH L TAN 2528 55 THSWD
XU WLEF i A 1 T SV F AL, SR % S 4027 O vk
I E] THSWD 20K BLC ILH 2 TGF—B ZKTGF -
BR I K Ui smad2/3 25 14635 NI, Ukl THSWDRE
#il TGF-BR 1 K& Fiif smad2/3 & (%35, #£78 THSWD
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PO LA e AL L] 1T e 2 8 L M i) TGF-B Z 1k
i ek, U BRI R UF smads 15 510 B, A HE BT
O ILETHEIRAE .

32 EIEERK ESE%

ERK 15 53l i J& MAPK % % v i) 8 %2 57 2
— S5k R sk T4 ERK1/2
Je H RTRFSE 5 22 (0 05 5 3 5 ERK A8 4k 22 Fh 41 i
P 8, T TGF-B I8 55 7K 3 |, Fifi /5 48 Ras/Raf/
MEK/ERK & 42 , 5 T 00 | & #5200 B 16 5 1
YER . KIM %558 3R 0] 80 1Y ERK {5538 1 2
51 2 LT 4 A S B N AL 5 S ECM OB, 2k 27
Py EEEH R, HT AR F 58 & B R B 5
RN B YA R B A AR Bl ERK 2R (1 Rk T
o T 28T TN 2 b b 7 S A i bR A B 174 K R
AR R I ERK 340 , BEVD o-SMA T
JE I 1 FKPY $28 ERK {5 508 B 15 5 41 4k b %
PIFG

I R SEBIRIE 5 & B, THSWD T 1015 B £F 4k 440 i
BALB/c3T3, 2k H CCK-8 kA Il 241 a3 58 3% 7 , A&
B THSWD 41 BALB/c3T3 4 Jifd A K 5 JE K 3% 2
oS 1 R, Western blot £ Il ] THSWD #H
ERK1/2 .p-ERK # F1RB 82 AAUIR T, &Y
THSWD fE#I ] ERK .p—ERK & 4, #&7% THSWD #J
RE 1 10 ] ERK {5 5 38 B 3ns |, DT 30 41 B B 2F 24
AT TSl e S A AR AR, X — 45 R
PR 5250 THSWD AT 410 ] B 2 4 1k oK B rp 75 21 Ep
UE, THSWD FARE 25 4 4k K BUF 20 24 b ERK1/2 4R
IR, 3] B 2F 2 Ak

UTAE A B 58 2 B ERK {5 538 B 5 AF 2 IR
20 194 B AL A D ORI . W TR AL ERK1/2 #E A4
JEAZIN TR 1 A S R S AR R R BB 1 D/E 3k 2
HE R AR A0 A 22 oy 54 K K TR T AL HE B I AT i Ak
R S R SRR % I THSWD Ak J7 B i 45 A
JHF B2 TR 200 6 348 5RO T B0 4 BT AT AR AR AR
RN THSWD A J5 B AT S22 bR 40 6 384 5, 410 i
2 YA HE AR AT RE S JE T ERK {5 Sl A O (HHAE
FAMLERIA TRk — PR
3.3 3% PIBK/AKT {5 5@ %

PI3K 2 i P 1 i A 15t AL e 33 I, PISKC T I
HH TR A AKT 454, B M PI3K/AKT {5 3 %
RPN ML T A AR TR, A T Rl R
A TR A N 32 2o Pl 3 DR s 0 4 AR PR BT T

20 A T T AR 2 AR PTL R T R
T YEARO % B D) O T B ZHANG S5 2F
FERWY O LA A P T IRBE T AR LIS ET 2 20
JL 53 Ak B e B U He b0 ILET e Ak dE R PR 9
% PI3K/AKT {5538 i 2 hi 4 e Ak i) —Fh 2R 42

LUO “5WfF 55 & B, THSWD fig B AR 0 JULFE 38 K
BB FR0 AL A0 0 T, RO LA 2 Y AKT  P-
AKT # H3R3A | JF RE 3G fn 26 9 & 3R 1 A= K HF (in-
sulin-like growth factor—1, IGF-1)FIH 14 i £F 4 41 ffd
H KK F (basic fibroblast growth factor, bFGF) 13
ik, UL THSWD BE# IS AKT . P-AKT 2 4, 34 .t
JUUAR T8 T3 T A B R B TGF-1 TT
15 PI3K/AKT 1553 i, A FEHTC WUAN ML P 1A JHE
78 0 WLET 2 A b THSWD A AL AT LA 38 08 LK S
A AR, T AT DU 5 O PISK/AKT, #4550 AL
ZH 2P AR A8 A B, e D D LA SR T 42 2R THSWD
PU O WUET 4 A6 AL 7T RE & 38 2 B IGF-1, ¥
PI3K/AKT {555 38 6 , 3 171 410 ahl .o FUL 200 6L 0 1, 412 i
O LA SO A B, B0 O LA 26, 24 S B0 ILET
RSN
3.4 EE RS E F R K AE I8 B

S R R 2 4 A s 3 Kk R i R R
Horp IR PR BE A F—o (tumor necrosis factor—o, TNF—
a) . F141 A % -6 (interleukin 6, 1L-6)  F1 40 g /-
#-1(interleukin 1, 1L-1)24¢ £F 4 fb 1% 55 22 R A 20
JL DR RS 2 B, T £ 2 Ak 0, I 4 s R
Jit KA TNF-a IL—-6 TL—1, 303 A OC 2 AE 38 [, 4n
NF-«B, #E sl i £F 4 Ak & e, HARSCHF SR W] 11L-6 |
IL-1 ZEfl £F HEAb A [ i B R #E ZAE Y TL-1 8
T il 2T 2 A B0 SR N T A A Y A % e DR R 1
BB, T IL—~6 2 3k bifi 5 il 21 4 Ak i) 7™ 5 AR B L,
IFHECM HE 4 M5 HA LN 2 A G, 78 1
RGBS T £ 4l 5008 T R R 2 5 i Ak
PRI, ) 90 RE DR B R DA 3 JH , 2 o il 21 4
b R R IR R 25 4 Ak 1t T B SR s

JE B8 AR ST S B, THSWD RE N ¥ il £F 4k 4k K
FUIML T P TNF-a JL—-6 IL—1B 7K F |, B AR i 20 41
A IR, ol il £ A Ak g B ek A A5 B ke 3 i 3 et )
2K 2B 20 THSWD Bt 1 3 55T &1 41k 1 A 5%
B3 Be AL H % B, THSWD 008 11 s 66 158 2F 4
B L T BE 5 F 8 IL-17 NF—kB %5 % {5 238 %
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AHOCHS, 327 THSWD 417 i) fiff £ 2 Ak A1 11 Ji 6 88
L YEA AR I PLHI AT e 5 R 8 2 5 I TNF-a \IL-
6 IL-1B S AHCAE 5 % NF-xB £ ¢,
3.5 AEEREEE BB (matrix metalloproteinase,
MMP ) B E P 1 51

YN ECM & B 2 | B, 251k ECM
o BEUURR, HE k2T A0 o R ) B B2 P TRk 4
5 FCML St A1 2 00 o) 27 1 K e 1y — o B B 4%
11 MMP 143 J& 25 R 57 (tissue inhibitor of met-
alloproteinase, TIMP) /& ¥ ECM A= & 5 F& it ity ¢
BRGSO MMP [/ ECM, TIMP i il MMP 35 24 , 31l
FLRE i ECM YRR 710, R 8115 30 79 o O e il 2
PUET A Ak (4 BEAH SRS | T 3L 4F F 58 K B0 THSWD 2
A I #EMMP TIMP 75 B9 75

T A SR AIF5E THSWD X 1 £F 4 AL B 7L 52
M B, % 3 THSWD _E 3 20 21 MMP-1 3Rk, T
¥ TIMP-1 ik, Ui W] THSWD fg 3 % MMP 3% 1,
TR ECM &A% , A% TIMP 35 1, 4278 THSWD 4t
JH2F 4E AL AL 7] B i i 98 42 MMP A TIMP 3% 14
fdi MMP/TIMP 35 3] | e [ 25 47 JiT- 20 i i R B A
A 3R U0 LT e Ak R

Zi b ik , THSWD W] 3 i 8 4% TGF-B/smads
ERK PI3K/AKT NF-«B {5 ‘5 i, RAE N F1L-6 IL—
1B LA K ECM AH 3G [ fige Wig 48 10, il il B o0
K ORI T R e fb R R e, TR 1,

4 BESRE

25 LT ik  THSWD fE 4 = £F 4 16 28 % (9 6 IR
FFR, FH 2R PRGNS 56 B S B A B 2F 4L
117 H: A F AL AT 78 38 3 9 #2 TGF -B/smads \ERK
PI3K/AKT .NF—«kB 15 5 i i , ¢ i I F 1L-6 . IL-18
DL Kz ECM A5G B3 A i 45 11 2k S 3L o RAE SV A2 £F
HEAL PRI 16 S R AR M Rp S MR AT, W] RS
21 4 Ak 2 R F K TGF-B 45 41 iy 8 7, i TGF-B
AT AR DG A5 5 30 B 2 4 B 41 4 A R R 1Y
SEHEFRT, THSWD AT LA 4% 4 AE P | R AE 18 % |
TCF-B M HAF S M . R TE& B LA N T4tk
YUY, AR THSWD 410 1] £F 4t Ak it Jie | 398 i 33f i 2F
Yk, AN, W45 25 B AR Y & B THSWD 34 fig 4
£ Wnt 38 17 Wnt {5538 8% 2 Ol I8N 27 4k
AR Y A S g U] THSWD IR Y7 1 18
FRET 2 24 A 1 s DR 1oz FH i 35 AT 3

TE 45 £F e AL R h THSWD & B T 38 i 2 &
1 RO AR YU A AR EE 2o SCHRE 25 By
Mr % B, THSWD 7 0 £F 4 AL BF 5 v 38 77 4 — 26 )
WA ek, 55—  THSWD Bt 2F 44k 591 FRAIF 5T 4%
T AR B AR X A B A D FLT RN
1 B RS B AR G R B, 3 AR o T AT 4L
WF5E B Bl O LA R 0 i b BT 21 4k Ak AH S BF
M4 =, K B THSWD $i4#8 B 4F difb, &
AL YA, FERR IR rh 2 DL T 3000 2 4 A

Hm
)|

F 1 THSWD $u £ 4L B L

[ Xl 3] Xf % 1T 2 BUEF 4L AL A F AL S PRCRERTE Y& LY EEPEN
il &5 24 £k PN AUE N T Tk U/ il 2 28 e e D il TGF-B/smad3 [16]
HR G 1745 38
PN AU N R U D S IR T R AR I T TNF-o 116 [44]
HE IL-18
W 45 4k Ak i — I8 AEK 40 355 44 B S 3 ] ERK {5 5 5 B [31]
LA 4k KL L5 LR B0 ik PO WU S R 1 UAR i TGF-B/smad2/3 [21]
17538
PN RIS TRINZILIS JC LA i 9 T Wil PI3KAKT {5530 f#% [39]
TR 32
JIF£1 44k K I o MMP-1 36 ¥ | 2 5 LV MMP-1 %35, F [14]
50%CCL, 2 Jfd 411 B 5 A JH TIMP-1 1k
I b R 21 i fk — — D g E PR B 56 R i TNF-o 116 1L-1B [48]
S 3 O J NF-kB Wnt {553 i
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F2 5%, i MR G 1 700 S A oA DA B 2 R A T
¢, B, ZE RS P R A (DY R,
S AR G I RO 7T , IF 5 R BF s M S5 &5 ()1 8
THSWD XA [7) 28 B £F 2k Ah 52 0 1) 52 ), VR AHR T
Bii 16 25 S 2F AR AL B 9 BLTR 5 (3)EFXF THSWD 7] 2t
FIHC B[] R0, ] AR A 5% N 258 R 38 503 H 45 5 i
TR B2 A5 Ak DA B R O L, S v 25 5 Dy e AR 4R
LT 43 R AR | i — 2 e o R 2 A A
AE by I ST

S % 3Tk
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