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Research progress on promotion of wound healing of traditional Chinese
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Abstract: Because of the limitations of growth factor-containing biologic drugs in the treatment of wound healing, the exploration of
traditional Chinese medicines and their active ingredients which can alleviate inflammatory reactions, promote angiogenesis, remodel
epithelial tissues and accelerate wound healing has positive significance in the treatment of the chronic wounds. In addition to
traditional blood-activating and hemostatic drugs, such as Danshen (Salviae Miltiorrhizae Radix et Rhizoma), Sanqi (Notoginseng
Radix et Rhizoma), Jianghuang (Curcumae Longae Rhizoma), Ruxiang (Olibanum) and their active ingredients, we also found that
heat-cleansing drugs such as Jixuecao (Centellae Herba) and Huanglian (Coptidis Rhizoma), and tonic drugs such as Huangqi
(Astragali Radix), Yinyanghuo (Epimedii Folium), as well as their active ingredients, and the compound formulas of tuolixiaodu (&£
JTFEELYHEERL), Shengjihuayu (A2JL4KI$%), all of which play an active role in the regulation of the various phases of the wound
healing. The research progress of the mechanism of action of blood-activating and hemostatic drugs, heat-clearing and tonic drugs,
their active ingredients and compound formulas in the treatment of wound healing is mainly reviewed, providing references and basis
for understanding the related researches on the pharmacodynamic substances of traditional Chinese medicines in the treatment of
chronic wounds.
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b JE G TE R A A AR UM HERR . BT R
MM TR M AR B AR AE 47 J5 1
HUPm s 4 d A, QIR ARG P AERTILER. Z0
AR BRI AR KR T, AR AR S
H0, BRI S AR, LRI A
WA KRG, T ARAEI, I M A B 4 i P 4
FEFFITR A AL, MR, T RET B
B, ORD CREET. HTE RGN I E A HERE,
TERUMAE IR, SRJEWRIS R 4000~ lap, o1k
NEBERAR B BRIk, R IR R AT A 2
SV PR P TR, ST B B A AR ELORIER
AABE, S R SN . BRI,
HEVMBEHRZIH, SldaEss, FERIAK
HHAS VAR JEIE SN, A5 AL AEAE R & kL 48
MRANEWRANN, o N IRA K BT A, N B
MIIGIEZ IR, FEULE LA L, T )5 HHH
P ReA,  BEAS AR o7 40 IR AN BT 4 4 i /Y 22
JiE R AL RS ANIGFET . [R] I T LR D Ao 2R ik
MR BRI R RIA AR R VIR R, e
PEOITH G PA RS, KB R R B SR £ 441 21
ToVEEMITEAL, SEIR LG AT, IR
K, HEAANTMARER R, N7 itas
TroH . BRI IESCH AR B T, HEs
F B B St sg ot T i A B B Uy B
1 EPFFIREGOEESHHNBIR
AR E EARE R MK T, D
3 FRUC A VBB 7R A P 7R D =0 A A
ML/ AT HE A KR F (platelet-derived growth factor,
PDGF) A1 4N R AT 2 40 A A R il i T
S fr 5 25 BB AR, TR T BAE IR L 1
B0 WRIE AR5 BRI . 2005 43K [H A i
24 i Hh 2 B ) bk of L 2E N R M AT A A P A TR
BT, HTRITRERE B H R A
KEHIBE I 2 R B a 2507 e i, iy
H MR A B 20N B AR BT R T s 51 A Y
Bk, R EREORIEC & B2 N R B AR KR
WITR IR EII Y, 7 2R R B B S
HAH R B A A IR IR TR PR B A s 1,
B A NER B K B TS G T UK Mo 559697
LR TV 64 P IR S5 A B SR Hh i 3L,
WEF B R, A ME N EAEKET
(vascular endothelial growth factor, VEGF). PDGF.
KA KA F (epidermal growth factor, EGF) %54

PR - SR AR Wl 701 2454 1) s P s e 6 R 5l PR %%
[AAFAERORZE 5, I R A A 36 e AR K BT 7 4 FE |
IS, o BF IR, . EEEAR
SN, 3F B D S EURE R, R
IR 2 1 B0, (R IHCHRAE IN E T R O PR
Mg, e HE, B RKETRYTRORR
REFEREMEE, IR 2T RKE1GIT AR
Rrigk— A0,
2 hETEMERSRHGORE REERNG
(EEREE) hg . “SZEgR, BRIk
. TR, ZeHisif s s,
UMM 2, SRIERCLNIG 2, BAE RN
DA EAE A% S A7 R H 24 7 DATE AL S . 1k TR I 2
N5 BUARZG BRI TR I, 1k 24 =-ErhdE ) =
LREEFE 20S)-HAZ . L8 Fu. =t
B Ri. AZRH Rg %] ALY A K ZHE.
LRI EE R AFRIY o-ILER. K
R 2R MRS (s R, M5 R E
R PSR (FHREE B, P12 2 MRS
o BRSO 2 BERLA b b i I PR T
i H RETE I RAER . iR, RIEHSIE L
PIER o 3B W TR o, Y87 R R 2 i 2424
PELLFEME R 2, Z90RDLH . 3. SEoh 3, Hig g,
TERZG AN 28 2548 AR = 8 A I A T B
TR IR T B, BRI R IR IT ROk
I, RN IR, AT LA AR RO R
o CERAREES) UIET: “ou <RI, YReis T,
M TS, EE TR ” BARHT 703 B #h 25 26 3 1
MR, HEHE, EEORMEZEERN K
Hb = VT R PRV o 58 T A PTG RORE SN
WY MU AR R, B AT LR, da 5 & A ),
2.1 FEMIEMAREERMRHGOBRENER
HLH
2.1.1 1EIfl%)  Zhang FFPOHFILRIL = 20(5)
JRNZ AT 0.6« 6.0, 60.0 mg/mL A LI HERE
PRI /D R RS I A, I G . RS SEs
K, 20(5)- - N2 ZRE A 2.5 pmol/L # i 1 45
R EEULEE -3 ¥4 (phosphatidylinositol-3-kinases
PI3K) /2K ¥l B (protein kinase B, Akt) /I .5
Y IHR =% (mammalian target of rapamycin,
mTOR) {5 5iHEEF Raf ZRHHEF 1 (Raf protein
kinase 1, Rafl) /222 J5E A0 I 40 HL A ME 5 1 15 0
signal-regulated

( mitogen-activated extracellular
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kinase, MEK) /Zf 7175 85 6 (extracellular
regulated protein kinases, ERK) 155G p70
MHERE A S6 Wl (p70 Ribosomal protein S6
kinase, p70S6K) [N VEGF mRNA FIEE [ K Ht
A5 38710 (hypoxia inducible factor-1a, HIF-1a.)
Tk, (EFE N ER KN R . 0 R =
L =HRBH Ft 10 pmol/L AJIE T PI3K/Akt
1 Raf/ERK {5 530 B& (2 E 1L A R o A A 9256 12
N, — LR Ft 6.7 mg/mL Ak il 3 bR E W)
CD31 fHEZRIA, EIFL4Egu A4 KR F (fibroblast
growth factor, FGF)\ PDGF. VEGF mRNA #1 VEGF
EERIEAKN, FITRAYEgpgiE. L0, B
WA, IRHALZUEE, (LB R /N BB
#1221, Zhong IR LR M = e B H 70 B
) =-E=1F Ry 80+ 100 pmol/L A 5 L5 A il 2 -
2 (angiopoietin-2, Ang-2) /P& 2 B Wl 52 1k 2
(tyrosine kinase receptors 2, Tie2) g 5, IS
Akt 1 S473. T308 Fil p70S6K Hi T389 HER N A,
PRHE NIGE ik N B A s . a8 iR g, WEHG
SREANNE FUR S WNSEIRRY], =-L=1 R fE
R T LA AR G DRI S AR 77075 3 B 5 2 1L A
BITHRAZ . M=t BHASEH Rg AN
J R /70 RRE- R RS A, AP R, A
Z: 2 Rgr 50 pg/mL AT {2 FE N5 K P B 4 i P 3
VA IR S T R, e 4 i S S R T oy
Pr& iy, MSCBEPRETSUR I AS B Re G
Jik A R AR AERSTE (S I GyM D HeE I,
FERFR (Go/G D Bl SIRTERIRA (bR
ANZEH Rg) fERMEL, RUANSEH Rg nldd
'S HIAN Go/M AR L 11755 P B A 1 4
Zhao SEBWIFFLRILA K ZHE 50 mg/kg XA
I 2 /DN BRI R 2 B B R PR E R F- (tumor
necrosis factor-o, TNF-a ) . [ 40 ffil /v 2 -1P
(interleukin-1B, IL-1B) /K V& A 520, HA]
) Bz BRI T 2 TNF-a IL-1B B8 FEIRE
WEAHAE M,y brEY) CD68 BHMEZRIA, 38 i bR &
) CD31 HIFHMERIE, 97 NOD FEziafviE A
gEMIAMH B H 3 (NOD-like receptor family pyrin
domain containing 3, NLRP3). IL-1B BI/ARFIZL 1]
IL-1B S MA, IR Ake AR & R
P-3p (glycogen synthase kinase-3B, GSK-3B) 7K
P, OO AT R A B v A I A AR Rl R A
A A R RoR, H A ZHE 5. 100 20 pg/mL 7]

b7 1E BB S AR S J)R 2k, RN P A A
PE R AR S SRR, SRR R R R
i SN, SR R B U, ARG B O R
[FRE, 75 M ZHES A4k 2 A PR 2628 H IR Y
Figid sk [ 2H 25 B 2R ) KBRS e 1 B 2 M KB I
AR A DA g, WAL, B
BT B AL, AR 1 A,

2.1.2 j5IfiZ5 Dehghani Z527RH CD34 4y 2141
1 G R A IR S B JRZEEAL Y (chick embryo
chorioallantoic membrane, CAM) SZUGUESE, #MHZE
TR 50 mg/kg FIIE NN SRR AR I E B, (2
BERE PRI /N BB A T A AR B, (R R )= 3 25
TR FIBIT AL E VR M, 7] My R AY)
1, RALHERF S (L3 O & A i g
ARG AR TR KR I S E B —E 1)
JRBR .

T R £ B TE R o-FLE R 2004 400
mg/kg I HG IR R K BB T ZH 23 v A 8 Ak
. RSB H BRI O TR 2, F0)
. %A% TNF-a. IL-1B. IL-6. %1
kB (nuclear factor-kB, NF-kB) %5 % 5iE KRR
B kE4HfffEE-2 (B-cell lymphoma-2, Bel-2) %
X HH mRNA WIERIL, Z2fftn O R 9O M, T
Hm Ang-1. Tie2 #ALAKHF-B (transforming
growth factor-B, TGF-f). VEGF i JAImRNA Fik,
DN 22 2 TE A% HR R A B , (it B B4
A R b TR, FE4h B H AL a- AL RN T-15
C & Je AR 2% piofn 25 98 oA B 8 28I,

Haffor &2Vt Fi i I 1% 24 e % 3800 1) 40 P 3
BA, AT TG R e 1 S e L A M B B T
RPFBAEH . AikiEft, "AEE 2.5~50.0
mmol/L A @ L #] NF-xB $#IH]5 F o B A7 AN BH Wt
NF-xB ¥fifk, 2555 S 0 B bR i
RIER T EEBE-2 (cyclooxygenase-2, COX-2)
A TNF-amRNA. F7% A= B0 T 25 vh i) 32 2452400
Jii Z-3% 2585 20 mmol/L @ id 17T ERK/p38 %Y
JRIE AL ER B (mitogen-activated protein kinase,
MAPK) {5'5i@%, F#fIC IL-8. TNF-o ik, b
RIENMOIRIE, G CD34 HMERIE, EAEEM
ISR EFYE, BN, (RdbhE R 2 AR,
Suliman 5B 53 & 3% 25 I RE 42 LY 100, 500
pg/mL AN B BN My BER AR IC A
FI4H P JE-DR A2 (27%). CD1IC (12%) J M,
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FELRbRCY) CD206 (33%) MIBHIEZRX, shise
e RN, BRI RE B BEAUAR PES 15 K R
1T & B R Sk 2 2R i T i R s B kAR K
F I 2GSRIV RE S 1T BT M, R M, R,
AN R, 53k PDGF S84 KK 1.

ikl (¥ EPSVER) P EaARF- B2
M5 21 &, 2R AR 11.54%33, fEik
8, FLA-B AR T 77 T R R AR
£z, FURH T WERRERRY, DURZGE A0 50 R I,
HAF-H IR AR 10 ng/mL il it MAPK {5538
EANH SREN 7 IL-1p+ IL-2+ IL-10+ IL-12. TNF-
o~ v THE mRNA FIRIE, 8RR RN, [
FE, FLE-I 2R 90 me/kg AT LABRARAT i /& 48 0E
KB FE S ik 2, 98D K BRI HR T A1 IR 2R
TNF-o 1 IL-6 ik, Z2ff 5 WI90E, HT-8 i At
Ik I 2 2H SR RN EE S BB,

W FLARIE, I 2R = =R 2h 200 pg/mL ] LA
BB 5 K R B T 20 23 b 98 RE R F- TNF-a IL-1a
BB R OmEeR, FEHm&Lka it CD31
(e L, Bl TGF-B. VEGF /K, ik
JRE TR, AR O @ A0, 45 AR Ah L6 R,
v 2R S AR 2L 7.5 umol/L 7] LLiE it 1 #% Ras/
MAPK 15 5@ $ VEGF 433, 123K, Sk
BN NIk A S ARG . iER, TR N se B
()5 SCEIRZER, b D A & 1380,

FRIEEEC T RIS 2 Z R EE 1 mg/mL W]
{2t VEGFA mRNA HJKiE. 1£ CAM g5 R,
P15 Z 8 100, 300 mg/L NI & E, H—
DT, (kP AL AR . N Rk 4 R 4 i
YA TR, HETRANME LS I B 104, kAL,
P20 R B fef® A VEGF Rik, {eit
SD K RUME WA AR5 R, FHHER BO0.1.
1.0, 10.0 pmol/L W LAFZ iy Nt fik A Jz 24 il DNA
AR, (RN A TR R T,
Ik, INRIAE VLI AT RES B VEGF #RIA K
ﬁ‘;‘%[@]o

W90 R P25 B AR 5+ 104 20 pmol/L 7] LA T
1 mTOR 1 ERK B ALK P i N J5F ik A
FeAmpustsE . B . RN e, TR
B, MR RALS T oM EA (a-
smooth muscle actin, a-SMA). J&JE T F1 IIT #IRH M
Rk, R R HET T,

AL R TR, M—IRARZE 0.4 g/kg AT LAY

DR VEAIZNE, B0 EGF. VEGF fHiE®RIA, €
BRSSO G TE, T TR N SRR I BT A
N — T H B B R s 28 T DA /D B
FEEERTH M t5EY CD86 FKik, N M, brEY)
CD206 ik, /b RIEH TS A — A EA A
(inducible nitric oxide synthase, iNOS). IL-1p. TNF-
o BTG 0 1 B IREE A a-SMA TGF-p VEGF
PDGF. EGF mRNA &1k, &4/ MO, 322
i iR4% Ras/Rafl/MAPK/NF-kB 13 5l 4 S2H45),
T, Wb 2 O R A G T
4 H T PIBK/Akt/mTOR . Ras/Raf/MEK/ERK .
Ras/p38 MAPK. 5t &, PI3K/Akt/mTOR {55 i@
FRAEHET I AT AN AR, BT . K
R i A M %, 1 Raf/MEK/ERK 2
PI3K/Akt/mTOR 18 ¥ 1) 3 ZE M % 2 —, i AH
HMEX TN AT AR L= [ R
HAE MR AR R ML ZG,  RERE IRt A B2 41 i)
WHE . TR IR, L S AR RO B e 5
WAGE . JE AL A AR A E A, AT 0
WO EAs MEW. AE WA SIEER A E
(V& L2 DA B SN BOB AT BT
s O A W EEE S8 Ras/p38 MAPK/
NF-kB T 1IE S 18 15 280 (1) B Bl Bk 2 — 1471, [A]
i, v I i 24 R AR AR o A AR I AR Y [
W, LB E R 7 ST 20, HilE 2 [
TR AR EIAIREETE RS, HAER,
2.2 BERARGEMR S EHG ORERIERLE
W RS B 40~320 pg AT LAk I
AR, BUEANEME VEGF 1FH SR &8, flg &
H 10 20, 50 mg/kg 7T LABGE PI3K/Akt 15 5 i,
1% VEGF #l VEGFR2 £ H 3Kk, {2t 3 ik fH %
R R BRI T A 491, Lin S50 5 AR S5 RE 1)
2 JAGK A 4E K EE RS 125 2500 500 pg/mL X
RAW264.7. N B 7 BET 4 20 i F0 N I 5 Jhk P 52 44
WA AL GEE L, JFRE A2 2 F - IL-6.
TNF-o BEJf,  [FIIE 43 VEGF, (N5 & ik 9 5z 4H
M LAZhAS 5 R I AR i R SiEe R, S
R [) LL PKET E KEERE 250. 500 pg/mL A4
HEEWRAEM A My [F) M AL, 38 045 116 A7 P 2R 20
2, M A BRI BRI R, s oK SR 1 0B R B
JR A
BESRIY) 40 mg/kg RIEHE 4R R D) AR
BU/IN BRG] I35 AR B, 8 @ 4% PIBKV/AKY N B



2024 4E3 H 558 63 Chinese Traditional and Herbal Drugs 2024 March Vol. 55 No. 6
i3

* 2117 ¢

H—AMNE AN (endothelial nitric oxide synthase,
eNOS) 15 5%, Hih Akt FF S308 Fll S4372 Mz
ML, Y eNOS. VEGFA HIE HRIL, 12k
PDGF Fl bFGF {4 RS, T s EE R 25, 50
mg/kg REREIR/DUTER TR T R 1 BED R/ RIS
HE 28 R B A M AL -1, TL-6 F1 TNF-a [
FHAERIE, TR k> B B AR 542 F4/80, Z2ff 4
i S W21,

gi b, JERZEEME AN PIBK/AKY/VEGF/
eNOS {55 g5 11 @& . VEGF 5324k
VEGFR2 45 181d 2 L eE eNOS, 21—
PEREY, — A AT IS COX/RIFIIRRIZE
RIEHMIT A FI AR 772 A, R IR AR
2 5 Je Jk A S S B4 T I7 #h 24 38 5 1 2% PI3K/AkY
eNOS 15 T id i, | — 2 A B4 [ IL-6. TNF-
o SFERRERTRIK, GO RIE RN . B,
Wy RIEEY R O s, SRS 5RER
KET B A MO AR A VIR, AT B T A
BE.
2.3 ANEARIEMRR SR O EHIER LS

TR LW B 1) P4, PS5 (P4: 30, 100 ug/mL;
P5: 100, 300 pg/mL) A] LLEIE 7T VEGF AH G
DRI, A B o 5 R) I 5 R O 2 g ) 5 L7 453
17 BB, R R AT LA CD31
PEMERIE, (RdbMmE AR, nidd n@aees, &
B H A IV 40 pmol/L W] LU s 34 inwl i w4
fo bl MRATAEA KB F B 23 (Platelet-derived
growth factor subunit B, PDGF-BB) ]t 2t A
AR IEEE . 1T, SR E K ER SO, fE
PN R AL RO RE S BR, AR R I R TS
FEEFREL ) BE R A T A S T IE Ang-
2\ Ang-4. BEFAMATAR T 1. Slit FUEY 3 K
VEGF mRNA 131k, 1X 530 Akt/GSK-3p/B-1EH
H [ (B-catenin) I FE B PIAH 8, Ak, SR HAY
IV 5 ng/mL BER5 15 T N B ITK P R 4B MR 28 A8 /1N
Rz FABEY, M AR e I IR 5T 1) HIF-
1o/VEGF 182, {2 84 5. Wang SFEOF 7
FHIE R AT IV 120 pmol/L 7] LUE I 0 Janus 3
2 (Januskinase2, JAK2) /5545 I S 0E
¥ 3 (signal transducer and activator of transcription
3, STAT3) #Eg, Ml a0 —F b 2R, 14
o N BT A Ik Y R R B 3G L SR A TR R, 16
S A R

VSR R 3 MR R R R 3 n if
EHE, (RdmEAER, PTRESEFEEH 5 umol/L
%} PI3K/Akt/eNOS F1 MEK/ERK 15 5 38 i 1) L 22 1
WK, MTIEHE NSk N B G5 . TR AL
W pie-621, Jf H., EFEEH 2.5+ 5.0 10.0 pmol/L
Refs BT B BN A S TGF-B1 THm, (2t Nrie
ik 4 M i S AR O G B L DA S TR, B0
AR EN VEGFA VEGFR2 Ang-1 Ang-2 F Tie2
mRNA J A EKFO), Mi SO} 5 IE S =F 58
30 umol/L "] @A77 Akt Al ERK 15 5@ L3k A
AAEACS Y AN g E L 15, IR 2 KT IL-
6. TNF-o /742, et R BT IL-10 FI3Rk, I
BUBRAR 1 K B AN T A

TK i 22 R B R = P T e HLA)
BAZREYETE. K21 25 mg/kg Rei8 i@
A A Bel-2 SR R I Sk 44 75 14 1
T2, JFHEM I mTOR & AR AL AL 2 N0
Fr p70S6K M EAZ I AL LA N T 4E 4558 H 1 1Y
WEER AL, 98> IR 1 R V& 4k & 1 B8 (adenosine
monophosphate activated protein kinase, AMPK) 7
FRAL, JETTAI A B AR A B E R, {23 SD KRR,
BT ZHZR b A A R JE T A, Inidi s g 516,

A RE 2 SOE T AR A EEE S
5 Akt/GSK-3p/B-catenin . HIF-1a/VEGF . JAK2/
STAT3 . MEK/ERK Al PI3K/Akt/eNOS. AMPK/
mTOR 5. FEAIMENGITRMIEEHE N 5. b 3
Kik, HAhsmeiml k& 2, BigHid, %A
Tz Y B B 124 50 A, SR IV
VSRR HRK i 22 E R (R 0E N B Al R B 1T S
MAEPIRIE O A ZUE IR LA SAME -, I
He AR =9, A G A . XTI, MR
EZ 5 ME RN ASS, BERAIH] IL-6. TNF-o ]
FEAL, I IL-101 TGF-B. a-SMA [FFRik, Z5&HT
FRY, AEHAAET ERAEEI TS,
TEAT D R S$RE AT ZUE B A B 1 25 34
YER
3 FHEFR#AGOREREERNE

W2 7 AR R R FRIE R TR I SRR 1, AR &
BB EA ], VIR 25 4%— E E
ARJFE BT, &b BRIm PR BTG 1) 2N HIE
MR, AR SIRGH LGS, PRI
I mih R g, X T RSP ERYGKERA
HEAE R0l
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FERWHER (NS, K, HH. )15 A4,
AR BRE . IRE, &4R7E. M. At HED)
ERITIEZRIE AT, JET BRI/ LR
) “—/N)LkA T, RGBT
J i, RIE AR, R A, P ERBEZ T
HEEBSE IS e, HIEREEEm ko,
FHFE BB 7o WA R 2K R S DK 48 BV 23 AU
R MBI, WAE (OMRHESS) Figk:
BRECRARNEE, EREAGUIEZ, REGE
A, CRCERN, BRI S, BIASA, A
A VMR SR A B B B OB XIS SR
DAt BH R BORIT A AR G e . i
X e 4 P BRI A, FERH BT RS A
EEER. B, FER. SRR ATiE
W77 NF-xB. PI3K/Akt/eNOS. MAPK “5H %155
WK, RIEPUE. PUR . TR SR A B A S
YRS, A 7R B, FE R B A AR k> 745
SRR EAL B A CD86 PR X, el b
MR E R AN IR, F0H] 28 RE K F- IL-1B TNF-a &
i, B b0 AR KK VEGF. PDGF-BB M JE ik
JE AT 1, AREabb o oK SR A 47 €01 T i 51000, 2%
T BREFUOVR IR I TR HOR 8177 (909 1.5 g/kg. 38
B 1.5g/kg. AL 1.2g/kg. 2AM 1.2 g/ke) feisHE
It gm D @A, b SOREA IR, B4Hi
B2, SR RMMENE, i Ang-1. Tie2 &
ik, N Ang-2 EEERIBIKE, HRITHERE
KRB &S,

DIETE. fF3. K. Mg, £¥. g, 2
EREE. JH A 8 SR LA AL 7 Be 8 e iR K
B O BmER, B R, BRIRIE 2/ op
FFEEORIA, #HBER2 1L Smad2. NF-xB p50 %
PABAMERIE, TS HE PRI /N B BRI T, JE i
W5 B T 5 B IR BRI, A VAR 5 R I 5 4
o TE MERC A -2 A AH BLAE 5 IR I (5 5 i g
DS HE R /)N BRB Y R SR AR 11721 FE AR AR T &
17 BB 6 T7 08 R s R BROML A 195 458 Y B 9 o R
L, SIS G T A A% PR (proliferating cell
nuclear antigen, PCNA) 40l = 5 niEmMr. i,
PCNA FHEAIMIIE 2, 75 2 (1) VEGF A
AHEBI N R ANBE, RRJREFSE IR, b 4 R bk
R, fEEt & E R,

AR RLE T F & B, VEGF/VEGFR2 FlI
Ang-1/Ang-2/Tie2 15 5B MEEELM O, 5

UESE, BCfR Ang-1/Ang-2 5 Tie2 k45 & Akt %
WEARR NiE 5 @Y, 5 SR0EERRN, &
FEIR N BT . B TR AR TG
WL Ang-1. Tie2 ZE [, ML TR
VEGF 5 VEGFR2 456, fit KR 0 & &g
AR i b, RV TR RIE R ANV T &
LU M RSO E, FRAE— E R ] 4 0E
PRl 7~ TL-18~ TNF-a I5RIE, A5 BAGNTH 223 1 A
RHEEIRAEATRE, Bk D@ AR R, F12h A&
T P A R A 11 R AR ST L P 1

4 HFHEERZE

%} bFGF. VEGF. PDGF &4 K [K 12K 24
FURIIG AR TR I, AN AR PR A7 i 241
(eI Ra S QN 1 3 (T TR 7 W = N (17 e A s ER )
FHIRHIF D, Tovm R ImIR TR K. eSS
TG ERERT iz, P&, BE 2
DR, IS AEUC, LA EEEIH,
R 2 S It s I T R AR R, AR
A, WOE TS SR, E R R R M Ok 4
ARUEA.

CEBE ) Uoleic g “ R I B A2 KA #
FrR. HEMRE, PASANTIE, SMEAT.
HIEWEG A, AHGEE, @ANWEOAEGH.”
B AN, PRI FE L2 HT AR IERE,
AU, E DAY, SRR, RAUVRE S
RESEIES, ABhR, ERIMFEANEAR, BHRGA
RHEFRON . R4 G BUARZG BRI LRI, RS 1k 1
=t =LBHE 2009)-EAS . =LtE
1 Ftin =21 R AFFN o-ALEFRE. [ &R
WA k2 hE. s EiReh . BRGE R
MEREE, 2R FERIYEEET. B
FAF, ELRR R BRI/ =2 25 25 035 1 1l 43 7T LA
it PI3K/Akt. Ang-2/Tie2. Ras/Rafl/p38 MAPK/
NF-kB. HIF-1a/VEGF. JAK2/STAT3 1 ERK1/2 &
Sdg, (et e N R 4IRS ITR . BT,
SR M I I, B RS AR DA 3 If
Y HIEPER Y a-ALE IR RS E. B R 2P,
I A R h 22 E . M— R R IR A kS 1K,
THRRAY R PE R ORISR HER,
WK IV, FREEF SRR T IL-
6+ IL-8. TNF-a. TNF-a. iNOS. IL-1B %&ik, {2k
LA F IL-10 SR8 11T eNOS, s — A A
557, Z 58P RIER N, X5 PIBK/AkY



2024 4E3 H 558 63 Chinese Traditional and Herbal Drugs 2024 March Vol. 55 No. 6
i3

*2119 ¢

TGF-pE{f

ERETES

Le Li1p M8 pnog VEGE

TNF-o L-le cox-2 TGF
i~ PDGF
EGF

[
P-catenin }  ERK172 STAT3

a-SMA c-Jun

Tk

TGF-B c-Fos

D20 BEASTEEH 2 =hetn, 3 SLETn 4 AZeER, 5 AERSE 6 28R 7 o3ER S RAHEN
9 zip#HEE 10 RETREEDY 1 IENRRSETY 2 METEREL B Az smiE U pesmm 15 AlGE 16 Z955F

17 m—wEEEEEs 1B MEEE 10 HEE 0 wssy 20 gEey REXEE B RESH 24 HENSE 25 LA
B 1 SPHRENR S RGO RERREXIE

Fig.1 Mechanisms associated with wound healing promoted by traditional Chinese medicine and their active ingredients
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