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kinase , MAPK) 75 4 Jfl M5 5 A 3 2 i 5t S A% Y
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Raf/MAPK £ 8L 3% 12 005 MEKL1/2 J5 4% 1 3 0
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EMs & i 507 75 N B i g o8 1228 R G
TR TR L 2157 R, [N R 40 o 7
g A2 I E VRS, MAPK {5538 J& 76 EMs e
SRR
2.1 VIR SAE N

EMs & —Fiig R M50, 5155 75 ML,
EMs Skt R PEFR R anfe R 40M N+ 1L - 18\ IL -6,
I R B F- TNF — o A A 25 K7 A 22 54 B fn 7
T, RIS S5 067 7B Y B p38 MAPK % M TH 55, 30
MAPK {5538 0" #4759 MAPK {5538 4 nl iF
— S COX -2 IL -6 IL - 8 'TNF — o 25 48 i 4 Jit
(R 2RIA DL S R A B A TG Ak, E IR EMs AH G S AE
i AN (1= A o 1 0= S I e Sl e s
PEFIT,

PAE N2 EMs I & A W B, 507 N
JELHZL 53 WA ) TNF — o #1128 4E K I F ( Nerve growth
factor, NGF) , iS5 =41 COX -2 A] JF— g HERi 41
U207 A T e 28 P g PR R, DT 5 L R R
oM, IL - 33 a5 B W4l ) ST2 Z R M 5.
YER A2k IL — 18 . TNF — o HURRJL, 51 & 4 5E Ik 2
N, i TNFR1/p38 MAPK {5518 B, f1E gk S v 5 28
A I A SRR RN 2245 5 LR AR 2215 ( Dor-
sal root ganglion, DRG ) H&IR AH /T 13638, W&
JT EMs /NI e A
2.2 P T SR hE

YRR TAE R —FPEE P AN ZE T AL, 5 EMs
(R K R S A e WF SR a3 p38/
INK/ERK MAPK {3530 , 7775 S 2008 PR A 5 0 20
PR PO NS I S ORI 12E ROS 147 2 AT 97 )
FE IS AL AR eI R P E B R fL ASKT,
S H5ERRMREHEY &, B ATP 1 3R35, T
INK, DA T o 200 00 1, 41 10 A" P9 8 i) J 400 i 1
AR PRI NSRS 2 B, — ol AR A B
7 PLX4032 Al EMs th ERK BORERR 1L, i 25 14
VL T 40 D b g 240 B ) B4 5, 5 S AR R T TR R
JH4E MR 92 1 D1/CDK4 &5 W) A1 PTGS2 7KF-, Ak
i & DT EMs R
2.3 PR ZE 5T
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45 A1 R B R RN 40 I R & DL R R R,
miR —340 - 5p A] i i 2K i MAP3K2 4 %) MAPK/
ERK f554% 5, Ml 75 P B EE B 4 i i 32 75 (=R 28
LR - B Ae . BFos R, I I R P e
FE AN AL R T FKN 7K 5 EMs 037 ) 52 1F A
%, FKN 7] 38 11480 p38 MAPK {5 55@ %, b MMP -9
I35, V55 E AR 0 M2 # Ak , £ k75 PN s ]
20 fifl ( Endometrial stromal cells, ESCs) BY1228, M {2
HE EMs &4 KR
2.4 JEEEIMAE A

M5 A AR EMs B E Ji8 vt SERvE R 5K
A EMs Bt AH L, EMs 22 P 0 20 Ja il 8B5S 9 RN =
T8 IS 20 20 i 8 P B2 A K BT ( Vascular
endothelial growth factor, VEGF') M 2235 K F Y
WF5E & B, 4% MAPK/ERK 5 Sl %, il A 78
N IS (o7 BE L 20 o vh COX — 2 1 VEGF [ ik 7K -,
M EMs (9 0% 28 5, 0% p38/ERKL/2 {5
S TR T NS R VEGE Bk,
R SN 5 K A LA A T B Arlier 250 5T
W], VEGF M 5 ( Estradiol , E, ) %5 R - 1 44 5 I 45
YA Y ERKL/2 W6 M, 175 5 40 it 14 5 DR 2 S5 6 1
BRI A AL, MAPK 3 B30 500 R H R e ol & 4%
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[, EMs 2 0 2 A i s , MV R ml it
B AN G358 AT A KA Il 45 T B B 32 5, 78
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T 358 5 X UG8 9% ) - PR B A S BT IV AR N 1 R
i S ERKL/2 155 5% Sl e i 40 i 1 >
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3.1 iR
3.1.1 B2
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PP E W e, Park 2500 5l 5 AR 0 A4 4
SEYGRST K B, i 0] R E ERK1/2 ,p38 MAPK Al
Akt (5543 FRIFRIR 2 0E ROS [y 7= TR 2ok (A g
BT, DT 75 5 40 L 0 R 4 S 0342, 90k VK2
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TGN BB P R 7 SR A PR 5 8 5 R IRTT
EMs i3 1, A& 308 %5 2 0l 3 1 98 9% MAPK/PI3K 15
A IR A R TR A0 A AR RN RS  EMs Y
J'&  FEARIE R A 7

M Z IR F/R P AT — R AW RS
Y., Park 250 % Bkl e 2807 300 B A 5 Y 2Rk
B, 15 A2 A T- 8 1 Bax  Bak 7£ VK2/E6E7 Fl
End1/E6E7 H1 3K, [AI I T 8 Bel -2 YKL, fE 3
INK .p38 BBk, 75 ROS P59 07 34 B 42 AR, DA
TP EMs 41 34 58 AL o 40 B 0 T, i X — 3 A mT
e 5184 MAPK #1 PI3K {5 53l %A %,

BERZERETERPOTHEELEY.
Cheng 45" ffF 78 & B, $5HR K T3 40 ] MAPK {55
KA ERK WIBERR L, 35 4 PR 45 G MEM R 2 1k, T
A 5 4] 1 D1, COX -2 Cypl9 By IAKE, MM
O] A IS A7 35 o 40 o ) 54

ARBRRZJE—FE B G4, AP Al
AR T AR R fE AR BF AR FROT A
B h R E DY Park S E AN RSE
S PR, R R 2R AT R e AR A 344 o T S K
7 A ROS MR T ik A Ak, 01 ERK1/2 | JNK Al
PI3K/ Akt {55 25 1 (19 2 3K 7K1, BH iy 4H A J& 49 000 il
YA TE S AR T, N EMs B9 & RE

R R 2 — Rk IR TRRE AR AL AR5
H 2 ) AR AL A, BAA bR PUEAL IR
EAEEATY, Ermis 557 & PR A AT RS T E AL
21 MAPK | TNF — o B3R5, (2 #F 1E 5 5 4 21 40 il
HEFEANNAE A B, NI EMs kR

YA RIE K BT S AR R Y K R Rl
2 0 AR 26 Ak A W 38 RT3 1 ) MAPK 545
6 A SAE P AR AR T, B EMs S
WA TR SR8 A B 045 A A, R R
Pt EMs (1R,

3.1.2 Mk

R B — M AR 25 2 Wik A ., Wang
AU PR AR A R EMs B R OK BRUE & kA
PPARy {f b M1/M2 #% Ak i i 5 A i i A8 4k, T 14
INF -y IL -6 TNFa 315, 7% 5641 2% & 30 PPAR |
i 15 ZEHEHT MAPK 1 PI3K/ Akt {5538 B& ek 25

SR LR RS2 —Fh R IR , ) I AEE TS il
AR 22 =8) R g A e B R LA R NI i
il ERK/VEGF/MMP 3 f# | 5 i B2 AR 410 ] EMs

KB AEAE SN B it A8 A B, B/ NS L SRR Ja 4]
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RRETILARREE TIREGZERZ A S
PERLSY . Matsuzaki 25T HF5E Z L, REE T ILEE -
3 - WA TERER T W 0 EMs B35 015 N A7
"B PN B SN R SO A4 L ) 1 A RS RN R 28, BE IR EMs
A At X TR S TGF - g1 HFIFLH) MAPK F1
Smad {55538 & G A 5%

TR ZE 2 DA PR B & B A — L i 2 e S .
Lingegowda 25 K bR 2 /E FH T AT 5 N 5% 007 240
Jit 22 A EMs B /N B, & 30 0] 38 28 R 45 MAPK/ Akt
AT AR T, AR AR sl /U 4 348 R I A AR R,
PR ISR R A5 5, 1B S EMs IERE
3.1.3 ik

NS RBAT PR =G BT, W AS I EZE R
B AR EMs R RAME Y & I 2 B AT
Rh, AT I & 30 1 S5 A6 95 kb A= 1 A2 3 Sre | Caspase — 3,
Bax/Bcl -2, Caspase — 9 HJ ik, #l#i] JNK,B - cate-
nin . ERK \E, . 22l ( Progesterone , P) %) 3% i | 38 13 1)1 ]
Src/p38 MAPK i #% 175 5 A\ 8 55060 N BEE A L T
2= R BHAE S R IE R B, NS AT Re, T SR BE A
S WA N T X A S RNy A 1 1= 4 S A S e R 1§
VEGF MMP -2 MMP -9 % [fil 45 A= i AR 56 R F 36 35 A
R AL ERK1/2 B HIAHX

RERLRJE —Fh KR =R IR AL G, AT N A 5L
M AR B SR 0 A I A A B P L AR
. BREAEN B 5T KB, R RR T SE i ] ERK -
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ERK/ERK . VEGF MMP -9 {33k, 1] EMs #5175 K
B P10 DAY 0t A5 A

B — WA & —Fh R A IRAR 4 IR FEAR 0 £ 2 il
WRALEY, A B R PUR S Fu 450
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1) 14 G AR | A A PR AT ) P S 7 9 A2 1) A
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55 HE R $5 MAPK 1 STAT3 {5 53 5%, 15 S 2k 5t
-, NS H IS E AL Y B 4 ( Glutathione Peroxidase
4,GPX4) Wy Rk KA K, & 56l STAT3
MAPK14 [ RRIEA K,

PRS2 AFAE T Hh 3 A rh 24 v 2 — o A 045 Tk i
HRAY ., DRI KB, A BT e i IR
Akt/INK/NF - kB/VEGF {55 %, M EMs,

3.1.4 Lk
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AL 3E 2 B MAPK/ERK 38 % , #9 EMs #5275 KB
S kAR K B i A R A BRI TN B 4 4
VEGF .p — p38 MAPK .p - ERK1/2 /K-,
3.2 w7 b
3.2.1 gy

R AR AL SR I R G 7 5% BEL AR B 1) 8 FH 7 741
Wang 5550 B 58 26 B AR AS AR 46 AL vl 3 3k ) ERK 1/
2 .p38 MAPK {5 5 i %, i p53 . Bax Fl Caspase -3
(R B KT AR A L 1 400 ) S RE 5 g R i ot A
A1, AT & 4550 EMs 7B, B dse %677 3 g py 52
B B, HEA AR S AL AT A 3k 3% DRG Mg ot , 2%
fife EMs A BRUACTRR 5 1 1T 300 A &1 52 360 485 A T e 2 1)
REARZE AUAE P T 65 P B S35 [ o 4 e, & IR A AR
25U A] RE I 45 NGF/ERK 15538 J% R EE . Bk
ARSI RO 2 B AR % JLIRYT EMs A&
-, P BHLT 20 A (B 45 5 2 30 0 490 1) 4 R 2, 4
PR K AR I3 MAPK .p — ERK .CA125  VEGF
(2235, S INT 5 A2 2540 Wl/IN EMs 19 5200k

NG SR TR T AT T SR I A
FE&BEE R LW, DB B E T EMs
R L) NF — kB, MEK , MAPK ,\TNF - | IL - 6,
IL -8 ERK .VEGF Hl MMP -9 ik /K F, HF4L
SO R PR M A 1 T SR AR L T EMs A
IR B, GPER2/MAPK/STAT1 %ili, ok 38 540 B i 4 41
AAENG O, 0 1l 45 A= 58, T 9% MAPK  STATI \TNF -
o IL -6 GPER2 )3k, NI ZZf# EMs I RAEFLI .

BEFIHOAT VAT FEBE MR EMs, FINEr 24 BF
TR IR, BE LT B EMs #5810 K B TPS3 \ VEGF
MAPK3 \PI3K , Akt 13K 7K, T & #51 EMs fE
F o ZEVKK' 58 i sh W) S s g & B, BREA 0T i
i MAPK NF — «B {5538 [ , B AR AE 5 B2 557 P g
ZH411 ERK1/2 . p38 MAPK NF — kB 21k, 35 HL
ARG R AR AT SN, i) S5 8" PR RS B A= 22 iim
B AR, DOmm G EMs & AR R
3.2.2 HEIZRTT

BN RO AT S RPN AL T, =k AR
FEEHE BT EALAL N, BT AR E ARz
B, TALSRAE S ES SD KR EMs BRI 8 N 45
T NGF 55 4 il 35 5 p38 MAPK #1457 )5 , K A~
[F) 0] o P 20 % VR TR R, A B4 R 5 AT
NGF ,p38 ' TRPV1 13Kk, ZZ i EMs ¥, iX 5 911 il
NGF/p38 MAPK/TRPV1 {5 518 4 %,

R e E A 2T EE S FENER
Tr HAETH B TR NE (S i EEHR ISR

3 R T PUR NN I N N 2 (B - = S F =+
Wi TNFR1/p38 MAPK/TRPV1 155 i J% i 340 1% , FHL
W IL - 33 AP — Pl 2@ A, DT A R 46 D8
kb DRERSAE (D2 EMs PE

FHERRE ST BRI R T, S B INE
SEWE R R IEEI R AR AL, VK B
GER B, PIAR T B I A3 EMs 12 M 7k i e B K
SRR B A T T, 2l R RSN SR
PRSI AT 38 ok 45 IL - 17/INK R A5 515 558
B, TR T 235, o 2R R R BT, AT
EENRITER

P57 S AT T R B 2 56, P B MR
ARAT ORI AP 2 0T b Bk R
AL, B E I B S I 5T B R 4% 2 B AR IR
R, NI A AR ER ARBRRE 35S M o v] A
JHPEHRAET - 1%, (0 IR B 20 B 1 2 7 A, T X —
T FE AT R 5 IR MAPK Akt {5538 BEA ¢,

WL 507 2R BRI A 50 T, t 48 36
AR CRARE G4 AR EM R S A
RS AR, S 697 A0 RS UE EMs (9116 R A 240 711
sk a5 e AR Ah it AL SO TR BRUEAC B S
LA, & BRI i 55 nl A 5 ROS/JINK 155
% 5 O A R R 20 B AR N S A, I
A P — 3 i S SIS R B, I AL S5 Rl
FEIE LA ROS/INK {5 *5-# % JH Bel -2 Beclin -1,
LC3 Rk /KF, N p — INK,ROS ., Bax , Caspase — 3 {9
FEIRIKF- ) TSRO A0 L T e s R A 1
Ml e EMs KRR EH .

BRSO RV TR T
k=R AL RN R AR IEE Y R
4 AR 2y ] E s R MAPK {5538 i, i
EMs R ERE,

3.2.3 gy

MR A 3 B 6 AR ATk =z sk, £
BT @ T AN SIS R 5 A I 2 9
Jie A VR 1 B AR R N B A R, w0 s p38
MAPK {5538 %, F 74 p38 MAPK \TNF — | IL — 1B,
IL -6 1L — 8 fy&3k K-, 41 il 20 B 336 3, 300 o) 26 i 2
N, S kR AR WA YT EMs,

PG 0 BRE BE B 16 AR PR 28 1k A sk
T EE T I W 4% 2 PR K s S0 5 UE A A &
B, FHFE B AT nT A L A ) STAT3 \ERK1/2 & NF -
kB {Z 5%, T4 ¢ - MYC,CCND1 ,MMP -2 HIF —
loo VEGFA S5 §E 2R [ 10 ZR3k , 400 5 P9 5 5457 3 kT
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DI SRR R o R T B 24 KA B T s I 1) 5 A 1
), KR = R CEAEGE K % R AR
PERRAE 7 W 58 & 2R, P9 5 3 0T 38 i 1 ) Raf/
MEK/ERK {55 538 i , ##i EMs 5 8 /1N B 07 9 k2
GURAK, HZE & %7 i — 0 A TR v B 1 9 S
R AERT 78 NS A7 18] 5T 40 i hEMIS A, & 30 0]
REATR A 5 (R UE AN AR T, I RS, D -
MEK & p - ERK1/2 B)iA/KF X 0] g5 RKIP M H:
A3 Raf/MEK/ERK 55 8% A 5%,

BRHLHEZY P15 B RAT PR =R A
3 BEWT A 25 4 Bk, B T I 25 L BOOE IR 2 A
BLIH S BT S L 50 2 B, 15 P AL AT 38 5 A p3s
MAPK {5 53 #, F ¥4 MAPK .ERK ., p - p38 MAPK
p - ERK TNF - o \IL — 18 TGF — B By ik /K F, I
Argl \CD206 [} 35, I8 5% FEBE MHHIE EMs KR R
PER N, E— D5 R, S P AL AT @ it 1] ERK -
VEGF/MMP -9 {5553 [ , 41 il FEHE M 87 EMs FAY
BRI A A A B

B E2 N FE R B T8 Ik AN 74
P S FORES S 84 R i AR MAPK 55l
%, ZHEDT EMs IIFEH
4 INESRE

EMs & —Fi8 P 58 1 BRI, B
Z5IR97 EMs JE I Z 80 00 ZHLH RRE 8L TR RIK
i/ N AEAR TR BRARE K% PR A IR AR
CA125 /K267 T TR0 2, P 24 16 M B 43 (35
I8 B G2 ZHEDS) P25 Oy A R 2 nT A 0
P MAPK {5538 %, 30 1 58 0 B 7 A 42 22 240 e
T, AN S G A TR R 28, A0 e L I
A A HEIT AT EMs BIFEH

SRS 205 8 o P45 MAPK 5 53 6 VA 9T EMs
(R E IS T —E e A fFE R EZ AR, OB
2yiH9E MAPK {5538 B R YT EMs 1WF5E 2 LLsh 5
35 240 H S 6 /N TR A R0y 2 e 2 RRRASE
I R BEAILXT HRSZE ; @ B 2 19 2 4 PE TR KL RN
RIFCAT VA ; QR A K WA 5T 3 B v = 2 mT 3 aod
JHFE MAPK {5 538 5697 EMs, (B EAR A 5178 HIAL
il , P T 4 A Z R SR 2 AR AR AL, L e S
HoAAF 530 I (A B R I e R MR S, Ak
JNf 20 JR AL g I RS 30 B0, Aty v B2 24 1Y
AR5 2 A RWHZ S v Bs 24 19 245 300043 L 2 BEAL
A5 IR R AR 5 HAthE 6 22 SCHEIRYT EMs A9AE
BL,
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Research Progress on the Regulation of MAPK Signaling Pathway by Traditional

Chinese Medicine in the Treatment of Endometriosis
ZHAO Zhen', LIU Fangyuan®, HAN Fengjuan’
1. Heilongjiang University of Chinese Medicine, Harbin 150040, China;
2. The First Affiliated Hospital of Heilongjiang University of Chinese Medicine, Harbin 150040, China

Endometriosis ( EMs) is a chronic inflammatory and estrogen — dependent disease with obvious adverse

reactions and a high recurrence rate in clinical treatment. The MAPK signaling pathway plays an important role in the

occurrence and development of EMs. Studies have shown that traditional Chinese medicine exhibits the characteristics of

multiple targets and multiple mechanisms in the treatment of EMs. It can exert an anti — EMs effect by regulating the

MAPK signaling pathway, inhibiting the production of inflammatory factors, promoting cell apoptosis, suppressing

abnormal proliferation, migration and invasion of EMs, and inhibiting pathological angiogenesis. This article explored

the mechanism of action of active ingredients of traditional Chinese medicine and compound and patent traditional

Chinese medicine in treating EMs by regulating the MAPK signaling pathway, with the aim of providing a certain

theoretical basis for the prevention and treatment of EMs with traditional Chinese medicine.
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