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[Abstract] Endometriosis(EMS)has been recognized as a fibrotic disease in recent years, and the fibrosis process of EMS lesions is
strongly associated with EMS-related pain , infertility and drug resistance. Myofibroblast (MFB)is the key cell of EMS fibrosis, MFB has
a variety of cell sources in eutopic lesions and many activation pathways. Inhibiting MFB activation, promoting apoptosis or cell

senescence can inhibit tissue fibrosis. In this paper, the research progress about the correlation between fibrosis and clinical

manifestations of EMS, the sources and activation pathways of MFB in EMS, and targeting MFB to inhibit fibrosis are reviewed.
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AL EMS FEAIE AR L, Yan
SER I EMS S kL M £F AL R B S A8 v b 2 2T 4
WS ARG, I B 22T 4% 1 5 EMS AH KR
FEEFLE R EAR DS, Huang 25745 Y, DIE i kL0 £F
e R EE B 5 T OF, DIE B 3% 14 45 608 1 1L OF
BE R . Ding 5T R OF #5748 L i /b
AR T2 A A E S A A, IF H EMS K
KR LT AT B S50 2R P R 2 A G

30%~50%11 EMS 5 G A Fe R 1)
LA 509% A7 7E EMS,, 78 EMS i th & e fE
JEL I 17 55 AR 2 S Bkl R A R I, B R R
iE AR LT 4EAL . EMS kb5 kG 7 Fn 21
Al nT R G R 254 5 R AN OF Jig k1 21 4
At B8 1 A ARG B S T 8 RO 7 S 5 i AR 2
T B EMS | 2248 Bl BL28 5 AF TP SR g A Lo R 25
Sy R BURZ R4 25 3 06 g8 35 L[] 10 95 BRARR 1 gl
SRS I T AL, BUE OE J 28 1 i) 5
5 H 55 60 1 OP SRR M EL , £ AR
B Y6 25 BEAIG, 2F 44k 5 09 30 %% R R OC
Gordts 25 HF 53 FPAALE H A% <4 em 1 OF H BIF7AE DD
WA 1R DA S IR 8 2 Ak, T/IV I OE 5
AT YRR RE W] B T 1/ 1040, 00 S 4 W B T

[/,

EMS ZF 4 AL fR T S 80 FAZ i3 7 F
RFNZGYRTT HIXERE . 27 24k FIORG 7 7™ 52 A EMS
TEA R e A A s R 30045 AN AR S5 2 2 I & E 119 KL
& AT . AT AEAR Y EMS S kE 0 I 2 2 2 WA YT
B B2 PED . EMS Jg k2 2 Ak 34 hn i il 45
HER I DN T IRYT W R MERE T 2R 44
S5 EMS I PRI YIAH G I 2O BEARAE

2 MFBREMS 48k i< 40/

FI 1996 4F 15 UCAE OF 4 BE G I 3] MFB 3 4=
24 AR ZMFTIESE MFB J2& EMS £F4E 4k 1) S
M, 3X A LA AR 5 SR ASE (peritoneal
endometriosis, PEM) .OE 1 DIE",

2.1 EMS ¥ MFB &%

XET EMS Jiktrf MEB AR , HRTHFTEA R A7
FELATT JURF30 U 4 4 - U RGEF 2 20 % Ak
(fibroblast-myofibroblast transition, FMT) | [ 7 -[f] 75
44k (epithelial-mesenchymal transition, EMT) | ) P

Fz -18) 78 J5i 5% 4k (endothelial -mesenchymal transition ,
EndoMT) . [8] JZ -[8] 72 5t 4% 1k (mesothelial -mesenchy-
mal transformation, MMT) | [8] 75 5t 2l ffd (mesenchy-
mal stem cell, MSC )73k .

TEIE T 5 NI K EMS SR 7R 0L N B | et
A0 5 AR AL, A 53.9%~57.9% , (A 1 EMS H5 7%
Hh R EF A 240 A Y B BRI R AR L
FI 2R 2 FIEE M BRI SR R A B, 80
A7 PR BB [0 5 40 it & A FMIT AR A [l Fe e #8007 i
FLAESZ , PEM , OF FI DIE H i 2T 2 4 i 24 7] 34k
SHMFB", H DIE i FMT DA S 2R AL R 2 i T
OE™. 7e/Nl EMS B - AR H), FMT J2 5 %
MFB Y 2 2R IR, BEE 22 B HE R, g E £ 41 R
BRI

EMT 248 R 7R 9 A4 PR B AR AN 21 4L i
TR RGN, I Bz A%y le] SE AR R 1Y . FE I
AR R A0 AR S 4 B-cadherin 3538 /0, 1] 58
JEFRIC ) N-cadherin . vimentin 353400, 2% 2= 4 it
)34 1 5 A0 O A e , AR A B iR ) A L RS SR 1 . iR
JEEW HH S AR 5 A6 AR 4 L7 BT (transforming growth
factor -1, TGF-B1) {2 ffi EMS Ji% &k EMT, & & MFB
I EIRTRRIFEFGE Y s S /R EMT A4 T
EMS Jf- ELZ kL MFB B9k I 2 — , DIE Hh EMT 72
JE5R T OE™,

EndoMT J& N 2 Al /e 22 F R 3= AR TR B i
TR BRI B R RS CD31, VE-cad-
herin 23X , Ao B) 76 0T 4 i R Y B MFB 2 B ) — Fif
AW . /N DIE RS rh S 3, A B 400 e e it
EndoMTEMFBZ 5078 & B THALR I/ MRE
JROR A B4 TGF-B1 ML/ MR IR A= K5, 24 EndoMT
S T AR B PR, B R AN LG A 1R 2R TR IR
A BB B AR L A CRE 777 . OE 1 EndoMT £ T
DIE, fJE X 2y OF HhifiL 45 £ i B 22 , i DIE f) A B2
iR WA T

VF1) B2 2 o A A S IS 5 T 119 B2
i - b B ORI T REIG IR 2 TR AR T &
J5 MMT, AIEEALBCMEFB . 5154k /Pl ss 35 09 A
P %l 1) s 240 1o ) 76 I A L e A, A B
B TR AR Z2 MR TR RS SR A S I, AE
B DIE A8 MMT B UER & MFB BRI

MSC J2& 45 4 2H 2 ) 3= S AH 4 v, B AF 9 3R
W75 R BER UL MSC 7E EMS 9 A L b 220
HE, TEPIEMSC A JRUE B IR MSC /Y Z i
s AkfE ], SUSD2 (Sushi domain containing 2) ] /E A
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T B R IE MSC R bR Y . 5 EMS 5k
EMS BFTEAL AR LE , S0 5 P IS MSC R 3R 35
AR AR T AR o~ F I LS & H (a-
smooth muscle actin, a-SMA ) £} 3% 25 1 VL e 45 46 21,
414z K A F (connective tissue growth factor, CTGF)
2 EMS BB I R 5 R Y RO R Y
MSC #A4b R MFB, [R]IAEBE % Smad2/3 (9305 , IF H.
ST BT PN MSC %58 EMS 75 037 P I K2 1 3 P st o
) MSC B 25 5 K2 MFB #4346 . EMS sl 5 A
WL UESE MFB 7] % H 5 NI MSC 195346
2.2 MFB/~-FEMS 4 44t

MFB & 2o giiIe , e T My WL sh A
T2z (XFRR LI A4 ), 5 BRI F- i LA L A L
22 SERAARL, 25 A5 o-SMA V] 1 41 4 () Hi P2 MFB 5¢
AR RR R . MFB M5 AT 0L & L P R
K, 5 LT AE AR, MFB A5 EMS £F 4L L
-5 A T 0 LA B 2T 24 40 = (R e 254
Ko T a-SMA I ) £F RS 20 B B lica
308 3 240 3R T PR A BORS B B ] PR AL L ECM
HERES S TR o-SMA & MFB Wi ST
] ECM i hnzz 51 Jy 95t . 40 il 4 i L sk
] fig T 2 B 2R, IS, S A A
TE9 A8 JE A B /R F R g i Jg . MFB & &
PRI, 254 R0 i LA T s B T Y i iy
FHIECM 2 [, L n] B0 4 s A 1 R 4
Ji B P A A 3R 2 P kD ECM R o B A
JoT I 3 N B TGF-B 1 FA IR, S5 A7 A s v 5 o
&R FBE-1 38 54 8 2 (- 14 19 mRNA /K7
TFE™ . MFB /3 TGF-B1.CTGF . M4 P iz 4 K
T -6 55, S 808 M 5 0E , 4205 1f 45 AE 1,
AL A8 J BRI AR

3 MFBiEHkEE

TGF-B/Z MFB 1% AL 14 S HEA 5, EMS Jj 22 1 24
Be b AR L 90 PR /N B I 0 i SR A ]
P& TGF-B-& MU 43 Wb, JEHZ TGF-B1., TGF-B1
FEPRI I 7N BSR4 P 65 o o AL RO 1Y 1711,
MFB = £ [&AK T 47% ', TGF-Bil i 4 # ik #8
(Smad 3 #% ) F19E 28 #3542 (4E Smad 38 5% ) 3# 15
MFB.
3.1 TGF-B&fLixsz

Smad 3 % /& MFB 340 19 5 £ 238458, TCF-B%Z
&5 TGF-BIZE & ffi R Ui Smad2 F1/% Smad3 #% iz
1k, 2 A6 i Smad2/3 5 Smad4 i 55 T5 = Rk B

Y ZE WS N R AL, WY B AR 5%,
fEHE MFB AL o BAEAIET L HT9I IR R B2 FgE
I B RS S R A L, S ECRAA R T4
Jf A= FMT AR A5 0] 5 BT A7 o T Ak A4 1L/l
AL 4 WA TGF-B1, i TGF-B1/Smad 3 % , £
i) 2 2R e L MFB

3.2 TGF-BIE & itz

R A RAR AT 22 25 AL A L (mitogen-
activated protein kinases , MAPK) B L AL 3- 34 i
(phosphoinositide 3-kinase, PI3K)/8 H 3§ B (pro-
tein kinase B, AKT) \JAK #4# (januskinase, JAK)/ME
R S N S B H (signal transducer and activa-
tor of transcription, STAT) Fll Wnt/B - catenin 5% i& 15
(30]

MAPK £ 3 7% 255l i, Bl p38 \ BLH#HG
TR 118406 (c-Jun N-terminal kinase , JNK) J 4 g 4h
{5 5 JH 15 B (extracellular signal-regulated kinase,
ERK) , 3 % MAPK il i ) 53 53 42 1] S ECEMS 19
BRI e/ NI e b TGF-B 1 1Y 5
BCET LA M Y 12 RS AR 2268 ) i) ERK AR5 38 %
WAL MFB™' TL-6 {2 iF TGF-B 1 75 5 (14 5 B ] iz 4
B MM, i A JRORY 32 , 2 A% Fh ERKL/2 AR
A5, I H 5 p-Smad2 5 AL

PI3K/AKT {5 i i i — 2% S 9H /- AL A T
A MAE 538 % . ZEAL LA 5 AR PIBK
p-AKT 347, PI3K/AKT 38 i 7F EMS JUHOZ 90 4]
AAEEZEMEN . 15/ EMS BEAL 1, PIBK/AKT
HEEAF T EMS AHOCHENR o fEO L B
TGF-B i i PTEN-PI3K-AKT 38 P55 10 P Kz 20 i
i3, FECMFB 3R

JAK/STAT i #% 2 5 A5 Ak GEAS 4
T, TEMRE e 2 g ol B 2R . L
Uefbrh HCPTRRGE T JAK/STATS 38 P& A i il 2F
AEAAE I MEBSEAL ™ 0 72/ EMS BEA H | JAK 417
Tl 70 BE Aol K AR D F R

Wt J&— 20 W BIE 8 (i [ e 55 o)
WESEAEH . 2 Wt (5 5@ B Wt (5 5A1EH T
PEIBESZ K FZD 35 A 5005 , B sk YA i)
WERR AL AE FHID i B-Catenin [HFEAR , MK PR E L 2
f9B-Catenin FEALANIAZ )5 457 TCF/LEF #5341
HIG A B R UL N R HE 5% o TR R PEITET 4EAL
HY 55 Wnt/B-catenin {57 5 REM i TGF-B4~ 11 MFB
AR . AE EMS 1, T3 i3 Wnt/B-catenin 5 538 1%
B TG D IR T EMT A, 5 P BROR U () MSC
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T 1t 5543 WA 2 TGF-B1 . Wntl , 48 Wnt/B-catenin i@
BT MFB, 25 e O £ 4k,

4 FE[5 MFBHIH] EMS £ 44L

BE A A R £ 4 Ak SR S AR i) 0 1 I AR S F
FEUEA L Al 2 — A B SR e 2 MFB
(4) R SR XTI DA A T A AL HLA B2 S, 1l
MFB {4k e 8 T 15 28 34 AT e EMS 21 44k
HART 1 55— L ] TGF - B A7 538 (% 17 417 )
MFB Ak 4n Py H Sk i n] A i/ MR 3% 16, TGF-
B1 4= Is/L , TGF-B1/Smad 1K AL IS , HETMis /> EMS
AR K /NA K EMT  FMT R 4EApg 2 BE >, BELIBr
HISI AR ZE B2 FEE ML A5 T A0S R A (55l %, 0
AT BELASF 5y P S E] B 40 FMT A2 MFB 54k, BEARET
AeALFEEE . MEK #0757 U0126 51X ERK1/2 {55
3 [ B3 43 BHLAS Smad2 85 1R 1L , 7T /R K U8 %
EMS &5 18 BR80T B 3RS
2 A R 5] SB431542 - Activin A FIBILINE
ol 4 STAT3 HEH6 1) Smad/CTGF 38 % , M T 41 61
FE NI MSC [8] MFB 54434k . TGF/B-catenin ]
I TSP PKE115-584 . CGP049090 11 ] 5747 P
B FMT B MFB AR, 55— ik B IR 3 o s
HAMEI MFB 351k o F J5 A & & MFB JE )8 A9 53 4h—
RIRZR 5L 5T ffi 2 14 i £l MFB 4346 Al ECM JTAR
i — 2L BN TR B, TP RO ERER , 111 A o bt
JEW AT E] EMS £F4Efb H MFB VG L™, 55 =, 4
i MFB 8 T80 2k I A ik . an AKT #l61
71 MK2206 F1 MEK #14l 7] U0126 Y4 fEAE i#E MFB §H
29 PR A RN RT3 S PS3 ARl
MFB & Z i £F 44k

5 & &

EMS & 5 L] i A 56 4 B4, B0A B 9 E B
EMS J& —FP2F4E AL P05 . EMS AH G I R 28 30 an
i A2 2T 2 S A AL B VIR G . MFB 247
AeA ) CER AR . EMS T MFB Ak BT AE 4R A
b KL P R R LR R 0L MSCL ZHEZ LT 4L
T MFB (19985 1438 A7 28 3L %) TGF-B/Smad 312 Fl L
15 MAPK . PI3K/AKT . JAK/STAT . Wnt/B-catenin 7£ P
FIAEZR ik AE . A MFB 64k ALk R Toali
AL AR, D AR A X EMS 21 416 1 7 H]
PRAE T B
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