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Abstract

Epithelial-mesenchymal transition (EMT) is a core dynamic process in maintaining uterine physio-
logical homeostasis and driving disease development. Under physiological conditions, EMT partici-
pates in key reproductive events in a highly controlled, spatiotemporally specific manner, such as
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trophoblast invasion during embryo implantation, cyclic endometrial regeneration and repair, and
cellular remodeling during decidualization. Such EMT is typically reversible and tightly regulated.
However, dysregulation of EMT directly drives the onset and progression of various uterine diseases.
For instance, in endometriosis, EMT endows ectopic epithelial cells with migratory and invasive capa-
bilities, promoting lesion formation and fibrosis; in Asherman syndrome, aberrant EMT directly leads
to endometrial fibrosis and regenerative dysfunction; in endometrial cancer, EMT enhances tumor
cell metastasis, stem cell-like properties, and treatment resistance. Thus, EMT plays a “double-edged
sword” role in the uterus: its precise regulation is fundamental for maintaining reproductive func-
tion and tissue homeostasis, while its dysregulation serves as a pivotal hub in disease progression.
This review summarizes the dual roles of EMT in both physiological and pathological states of the
uterus.
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1. 5|8

F R - AR AEMT) R4k 5 bR ARl gER:, SARRRAMRER. R78. W5
ECM & Re I A fE . 0tk A%, SEEELRRFENFERGEES, ARTERRS
2 Pt B SR B BRI o 7 A IS T B B AR R Ak R R o T D I N S B 4 O H
TE L) 2 TG AR B T RE SR Z A AU AN RAE R e T 5 bR R AL 2 [, X — I FRAR A IE] A -
R HEACMET) M L7 - [0 78 B AL(EMT) . X PR SRR (S EMT KH W2 MET T8
AW TR, ZIWFAH 2N, EMT 2 i 2 74 e 2 P B e s B AE B0 “ L R g .
AR EEREPAMF, AHEH M EMT 76T 5 fa S 4E 7 5500 Kk AE P 0UE M

2. EMT #%5iAR

FEMIG R ISR, A nT DAL B2 v] BB VAN BN A5 14 77 SUAE b B ARES AR 78 FOIRAS Z [ e 4 1] 1)
[ ZE ORI AR, BV BB - A ZE A (EMT). 3 FE AT 0 9 J LA R BRI Th RE2D IR (1) b R4
PR B, FARRIONA M SR . RN DA A AR G 2 s (2) A PRIRDREFHRES . S5
Y MO 53 B AR (3) dHMUIRTHT RS IS BN RE JTs (4) MR ZRRE M, BEBE % IE 3R T 7 B
BE[2]. FESbE R gn sk 5 B PE . AfalA) R, AR BAIMITRS . RIBREIAEY . X —
R I [l ——Tal 78 T - B R EAL(MET) W44 7 EMT i S (2R 8L, 4 1] 78 R4 i 5515 T — LR A,
AN LR, R ARG G 5, T RCE P LR [3]. EMT £ — RAVED SR RIEIER, B
T Z5RRKE PSR S, 12 2 F50m I RRALE], BEANES: 53R R 1 K A 5 7 #
FER 55 O e HAFAEMSEE A4 AX4].

EMT 2 R AR — RAE R MM AN T ERE S TRENBEEM. & L EMT R R 3 Zhx
{HE N A A M A 57 AR A DA S — A 03 AR W, AR FARE(2]. BN, &R0 i 7ok E-4 &t e
(E-cadherin) 13073 SR AR EMT KA MIARE, 10 55— 200 2 A 40 i A 25 1 (cytokeratins) 55 b 7 A &
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WAL K I AERF SR E AR A D 584 EMT. T EMT B30 10— MEZORER: BRI
KA FIREEE GG PE I B [S]. 75 EMT TR B, T - J5 R AR P 1 e 2l 5 d e W2 21 11
HAE[5], PR FECHMT E SRR E, WRHHERE A (W0 E-cadherin) Y 4H 157 #8T € f7[6]. EMT %
OV THRELE TR T SR AR X [ 5 1) _F % A A LAR 28 MR IE RS IR 7. DMk, 7 EMT iR, R Anis /5
W BE A LR A B JF 3L b J e PR 7], IXFRMH, IXUEe R 1 B SRR . 12 3RS T IIAR T DL R
EMT (8] ECM P&ffRE /7, #0& EMT CBER) . B0, DhRetEM 4 R, A Reum i q i b #5100
BAREKHEM TR “RE” 8L “HB” EMT 25 KE.

3. EMT/MET EFEEESETETHEEER
3.1. FTENENAPYEESEE

BN NR LGN, FERIEEENHAR . TERNBRENRZN. . JGE KB ER,
IR HE AN BT RPN R e 2 . R, 5 A REAE AR Bl A i i S N 0 2 A2 2 400 7k, BA
PR A A58 B TR B AR UEYR[8]. B WD) RERR G 2 S22 LR VR 2 MR 7853 1 Al A B tR L
BB N 1B N ALE A R H B 8] .

T E NIRRT Re I NEIRIAES, TEREBIRN 4ERRETR, URERMNPER NREASL. T8
DI Re O 4ERF AT HAS % 1 S5 MR R, 2S5 M AERE IR ] 28 A IR B AR J5 250 7 58 I i o N2 4500
T E W — AR R AOIR bR TR B FE IS B AT AR A R 1D 7] 5T 4 PR 55 22 P s
HAMMPETT, ForAiaE 2 A5 B ISR A E RV ERIRAR . BREsh Bk LA 5E 85 1) J6 R e e 4 [9]
NET- B WIS R B R B 5182 7 (H &)W B A ZERAL, 72 A & W, 20530 50 L8 [ B2,
T N A5 3G G B A B N B HE B NIBEDIRRZ T, £ BEENER—AZ
ML, 2 F A A A RGR AT — R 5 B R AR 2 ST b [10]. Bl S, 78 OF 8 70 i MERER K BT
XA, 5 WG SEEES, B3 T AN E R E AR A R R 1], X B AR P B 5
bR R AN B A G A, DA R B N L) T g A . AR A e N
bRt Al b S R R R, R AT B AR B T RS ) AR T DR Bh[12]. T
Garcia-Alonso %5 i B4 Mg I 7 A 50 e BN 818 P b iz 9 3 & 40 9 SOX9 + i b2 LGRS + Jig
PRI T AN MRFERE . DARCGRIA M R 2R (OXTR) M AL IR b 2 2 AN ERE(13]. BRI ik S
HABAURIAEZAIFOR 24 /N5, FEJRIX Z A 5 23 25 00 20 Bod el i # /G e o b R At i b 7 Rk 2
SERE b 7R [14]. Huang S5 AW T 70U )5 5 PR AR RIEL 08, R 350 40 26 0 240 M Ao A g N s b 52 R i
& FRz[15]. B AGRTE ARG E PR O R, RAEEEWRIR. A RSS20 flERE T =
FEAS I 20 i B IR ks Bkl 0 v 1 N B R 8 MR T B RE, FFiEid RNA ve-
locity Tl 1 ¥ 7E 1K 2 Ge [ B AL 40 Bt i, HRII SRR BT NS ER i RAHE, 18 AR AR
AN AT BB S R S N A . (EARE R, FIRH AN S 5 v S, Th RS Uk ik 45 g
[16].

AUFRR, HEUHL IR AL (F & TGF-p. RAER 1) 5 _ETHRMERER P A, #oh
BRAF T3 2 1) b R 20 B 4 i SNATL/SLUG S5 #% 0¥ s R, 5 S HOR AR /01 EMT, X 1540
Ml BB I RIA T SRR BUR AT e ), AT PR 56 01 SEIERIEE[17]. — B B
FEAETER, WA, dierT et (] e - B ERAMET)RE b R R, &bz it E @A g5
BVE[17]o XFRARR AR AEFEME EMT A2 1 5 PRSI e 280 A 1 P A B A% o 4 BB 2 — o X BEHIE
PR, AT BME R - BT H SN B AL e B PR R .
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3.2. EMT/MET B E KRB E{ER

WG PR IE I 5 5 P BT 5% U 0 ) BE AN A PR A ) ik A2 o A5 PRI AR 70 9 =AW B R e 7
JRRGREBE LL AR IGAELN[ 18], FEEIRE LI, 75 AR E R Ao % 4k MET #5040, RIAA0 Mt
HH. BB SRR R BT . X — R E N “Bffm” 34808 “Ri i 515 53 6er
67 o b, FE RN LRSS AR R IF R 2 N E SE R T), BT E AR R
BIA% 0 bR FAF[19] BRI fE, WERG 40 R %4 77 2 41 i (Cytotrophoblasts, CTBs)ifi ik EMT s J5 31 7 {t.
NEEHMIEFR E 91 i (Extravillous Trophoblasts, EVTs) [20]. CTBs #7454 EVTs & EMT HJ—F s 1 2
X [21]. 7E EMT FEorfbid 2, EVTs &40k EHA TR R, A RTBE HARNER 7R E
AL XA IR S SRR AR AL A5 A0 B AR MR ARG B AR A [22] 0 T IR B8R AY,, TR R AR 1 v R (R 28 RE
NIRRT R BN, REAR N 75 WRRIE 5T, JF S B BRI IESN Ik, 101 5 W2 e 5 fhk =544 1) i)
HEAT R R R AT ) G5 23 ] o B 5 WA 77 2 40 M 2 i b e B JRC JBE AR N IS 56 J5T, 7] DLW %2 3] E-cadherin
TEVETR Z UM S AT 2R i B X 2 R A M R 3 3RE . AR IE E-cadherin 1X—#Y F7AREY), &
WIHARAS 7 — @ W B RER AL Rk, FEE IRV, #1040 JE X R A= i 40 i F BB AR mT e v J MET #EId 7%
[24].

WEFRA NI IE B AR 22 R T B IR e ik 55 5 W ISR U . 3R R EMT 5122848 2N, 2
FHEURNES IR E R, SUERMAGE R KN, FRAr s WAERKZR. JId RN, 25lEhaE
EARIELL[25]. AW EMT M EZEIERE 72— ZEB2 (FHR B G4 A A T ERE S R
bR - R BUR AR, TR S AR 2R R ) R N[25]. SISk, EMT fEMRAGE K S 4%
B AR R AR O AER .

4. EMT/MET EFEEREXELXRPHIIER
4.1. FTERERALE

F B W R AL E(Endometriosis, EMS) & —F B M. 180, RAEMEW, £—MELTAEFFER LMt
(P 2 AR AR b, SLRHIE & T B AMEE AR RN R R AL 2, 5 A 18 I s PO AAS 22 26] 0 A
T, T ENBERADER 10%0 E WA [27]. T 5 WSO AR /0y =Fh 8. IEIE. Op 875
SRR A B E AL, AR AL B AN 2, AR A A B R EALEI[28]. EARFLRIEHLE] A
R, AHBERIIAET R OGRS R 3R, o 4 57 (1 7 5 P4 JE R AR AR e Fh R AR (1928 AR #HE, A
RGN, BN R A H Sy o@ i SR, S RN [29]

AR EMT FEA MET FEEHE AT RES 5 301 7 5 N L SR AERE PR A IR AL [30] 0 M2 A5 105 S B 2
T A () 28 i 7T 388 1o B b 2 e 40 i R 7-(B1 TGF-B PDGF. EGF Al FGE-2)fit % EMT. TGF-f &R & 414k
P AESESE EMT M EEF SR 72— BuhE, e SMAD2/3 )iz {k, SMAD2/3 5 SMAD4 H&
HoHA MM, 730 SNAIL. ZEB1 Ml TWIST {2 EMT #3% K THIRIE. ZHFR TR, SEE
YR, T A RS ADRE L RE I ARRORN IS TR ) TGF-B AKSFE R3] EJUEE, KEMRD
ZESE microRNA (miR-)7E 507 5 7EAL I 23 RIAH 2 5% o miR-145 3@ AE T — L6 F-40 fi 0 i 5%
DAL 1T 3% 57 P9 BT R PR R B, (it S 7 P S 4 i TG BR 38 [32] . miR-142-3p AT 77 Py ] 5 41
HEENPE33]. AR Z I miR-200 FiEAEH T E-cadherin {634 40#IK 7 ZEB1 1 ZEB2, MiiZ 5k
B R) 78 U A ) S SR 5 [34]. N RIE R T E NI ZEBI/ZEB2 % EMT %Ok B, os b
B - A BUEAGTR T, AT 5 B4 3R 153 BE s iR 28 5 56 R e J1(35]. b4, @it #44h 11 miR-200b A]
0% ZEB1. ZEB2, i E-cadherin, 8400012 2 M FIT RS PEFEAR[35].
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bR A R A FE 52 2 A T B I T o 0 PN SRR R T A 5 O L A R R i K
TNF-o 1 IL-6, 55 TGF-$1/Smad {55 M5 EMT [36], [FIEF, TNF-a il IL-6 19 7] 3% NF-xB 15
FHEE K EMT NS 5N FRERE A KE[B37]. & LR, EMT ENRRERAE. RKELSFEF
PrEEE M,

4.2. EIEMETFERNRTHEL

B 5K (Intrauterine Adhesions, IUA), PR Asherman ZE&1E. Z4E M EERAH T F 5N ELE)Z
ZWE, Vine)EHAGERERS, HAAG4E REE R EGE 2R A, K EERI A L8R 7
2 AR RYERTE(38]. B W T ERIRME B RS, 278 BT ARG )% W RRE[39].
HEEMALRIR R AT ENBELEN, tF 75 NRIER st (ECM)E 2 8. ERZHE
PVE 5 N IR 5 2 KA A, BV 2500 T 78 WIRIIE S AR SR R 1.
FHRYR AP, X —d A 7 E B “arie a7 s “BERIE7 , ook
PEANZA S KR8], KEMFF CIESEH 7y EMT F_E R Ra s e 2 7E 75 N IR LT 4EAL I & i Hh i 2 ¢
BAERH . FE N R s B AN e M e e A A R R G B, AR T bR AR IR R SRR
TR EF IR, ZTURSIMIA N TEHRETR, EMT 2214 K A2 72 iR B

EMT F&/7id it 2 Fi (5 538 i UL S 22 P W Ist A% AR JE B MG . RERIEYE R, EMT 5 MET 2
() G b~ 1715 I 1) 2 BB AR A M Rk R A T B [40] . M BALAS I E145 DNA J5 37 XA A 2 5
FERE M. DNA FIEAL 2 —Fhaft 78 78 70 IR WAL S, SRSRUTBRAROG, VR T B8 S 3+ 5 Hou B
TF Z A 45 G2 F 3R, i DNA HISEF5 RS g (DNMTs) AL [41]. Ak, HEERRIC IR IRl & ko —
AN hZ5LFE . CDHI K AT LGRSt b R 41 235 ) E-cadherin, CDHI )= F 3640 S 8022 Fh 41 4 1L 505
H E-cadherin & FIRIAF(K, C%0 E-cadherin FRIAN N2 EMT b A2 AL 5EAE, 5 EMT S UIAHC,
BeAh, HWFFUARIL DNA RGBT 5 88 B AP 43 A7, lad R g 05740 ) DNA FEAL AT BT 1 i
PR A YA ) EMT [42], DNMT /S 40 M K 115 5 3 #06] K1-(SOCS3) Al LLid i % STAT3, ¥
T EMT M5 30 JIE RS0 2T 24 240 i AR S 2 TR [43]. DNA FR AR, 1508 44 [ 2 428 it o AR s 2 244,
(3 EAE S, Y9 DNA FIEAL AT L] AT 2T 4E1k[44]. [ CDHI B8 301w B 3EAL 5 30 s 4i i & o
(1) EMT 2 1EAHK[45]. B2, XL EEL Y] DNA WAL S5 EMT U1K

HEAMBIORE M. FRA . BERRACAZ 240, FLIm I 55 58 PRl G £ J5T 110 A 51 445 ) o 38 R A
ik, MM EAR L FENLHI DT ) 1% X I3 K] (1) RE 11[46]. 488 A 2R RN 22 84K 23 ) H 4H 2R 13 Tk e 74 il
(HATs)FIZH 8 1 2 B AGEF(HDACS) i . SR8 S I AE R RIA, & CB AL S0 E R Rk .
P300 /22 A OB, wToUEE AR O OB ML, DRk kR, B S5 REE A ER ST
) TGF-B ¥ (1) Smad3 AH HAE A, {3 1 S5 2 16 - 4 3 1 25 S WAL A2 W& SNAIL #1i1] E-cadherin
FKIEH)— L] . HDACs 7 LB sAF4E g sl 2E . M ECM 4 ok 2 4R 4k . HDACT 2401 -
Fe 40 CDHI A1 ZO-1, HDAC4. HDACS fil HDAC7 HIFAZE(E#E 2 2Btk . e A @it 30 thy-1, JFiE
i R IPF Ak S8 A W i A 2 0 34 T WS 52 A v RIS R~ 1 (PGC- 1) (R AT 4E 40 i R8s, e A1 m]
DL IS 1 Fas 5 5 kA1 BT 4E 40 M8 T2, FE I8 3 4R 4E 40 MMPY (1 3R 3E8 k 40 ECM g [44]
DA A 5T 3R B R FB I AE EMT R AR DA AR A b b e 5 s AR o

TR 55t T A A R 0 R ) — AR IR 25, 5 o I R ol D9 S B, B A 1
(RIS ZBOE AR AN . FETNIVER R I 3 7 ERE 1 &Y E R 4 TGF-B1 %% EMT /3
1, O’Connor 255 I RIPERE F % 8 A2 KT TGF-B1 % S EMT, 1 %8 5 U PEL ik e84k, B A
FIB% TGF-1 i, EMT RAUDGFFLLYERE, AMRICIEE EWE ERORE[47]. TERA 4408+, ECM NI
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PERL R BOE YAP/TAZ(Yes 454 5 FA(YAP)I A PDZ 454 55 i 5 353805 I T-(TAZ)), 55 TGF-p/Smad
PO RIS LT 4k, fRHE ECM YR, 55 B - MR8 (EMT) [48].

ANp63a #t b7 4RI p63 HIF TN, H p63 EL4ERE bl A 4Ukacb b RAEME, AT RE S 4F 44 A2
FH[49]. AW R IAE TUA BRI T, ANp63a ) FAHIE T LGS 15 A IR 2 40 & 4 EMT,
R E R RS R 7 B WA L R A S R, & T8 IUA IR ARRILCRE . A3%255) [50]. TGF-
Bl Z—FPPE Sy EMT %75 WBSEE H, A 07K TGF-B1/Smad3/smad7 +& 7T TUA )5 Z i
#4517 VEGFR-2, NS N 45 K938 2 /R (KDR), /&ML P B2 28 KR T2 K (VEGFRs) I A 2 —,
AWK KDR £ IUA Wik, HHRBKFERHE™EREZHG, VI8 KDR Al ] TGF-
B1/Smads 15 5B IE TUA IR AR E[52]. Apelin (APJ PR TEELR) & —Fidi ik 1, HAENA
B4l G & FARERSZ R (GPCR)-AP) IR R ¥EMEH, 5 ZMIEA(HHE Apelin-36. Apelin-17 #
Apelin-13)FHEAER, ' Apelin-13 BREH ZMER[53]. Apelin-13 C#E AR AT 410, AT
FUERH Apelin-13 7] DLl il #0675 N B L B 4i B I EMT JE0Rk 8 28 i, 27 5 IR IE[54]. B2,
IXLERT R EMT 18 8 SRS R e i B 0 E ] .

4.3. FERERE

F 5 P ¥ (Endometrial Carcinoma, EC) & &AL R Gt B WHISE MR 2 —, HRBIRFMBFET-R
2 TS, EC ARG Ea oMW TRV T AY[55]. 1 A (AL 1 Py R RE ) & A T B o 42 ) el
WA 5 Lot B RGO . R, RAEIARM AN SN, HANSE AR MR 2
SZAR)RFATE. 1T B BRI KA TARE G2tk 2 e e e, VR T 401
BN, HBEZAONPINE. EMT & CHTEIER ARG LA w78 it St /e F g 256, it
T 5 38 K AR 2B M R RS T A ORI IR A AR Y, (i iRe b o« B bk B iy EC g J ) GBI o 7E
FENBEMES, N RNAMIRNA)A @S 487 PTEN-PI3K-AKT-mTOR 44, KAt EMT 263K
(40 Twistl« ZEB1)#GH B 55 EMT. 8Pk &2 il miRNA Ihig, =M 72 NI EMT 1%
TEWRIT T7i% . BEAh, Z SZ A4 (PR) AT LASI I 5 Py L v b 5 ) 1R) 70 53 0 AR5 7], AR 28 M 7 5 A L
i R (58], Jeniif 7t CER] TGF 25 EMT Wifs, SEOFEMMERAE. DL ES ALY EMT 25
T EC MIRES KRR, 15T 5 P 00K JEANE YT H i B FH

BRI TR B, EMT FAEVE N bR R0 IR 78 BUIRAS Z 181 — U0, M@ AE v — R 50 v R 40 3R 24 (G
HHRA Hybrid EMT/pEMT RZAS) B, o rh 41 ffn [R5 b B F0IA) 78 BT EtR o 3 e g A o8 el v 2 ELA
FEOUREAE, FE3E R A g I 5 2 e T 1 S UK B R AT . Z ORI, 5 EMT RS K4k
I HH A 5 (12 B M RN R 7, LA A A TR R DR T B b R B 7 R AR IR A [59]. TEThRE [, XLk
LA G AR NAZ St 52 A0 MO B AR B Al 0%, DRI B AT T B T IR A e = A 2 s 250, i AR
BH P EFRA SRR . /RS, pEMT 21828 B RS MR Rl ANIGTT TN 32 (0 25 Atk o 763584 EMT #A1H],
bR 24 P 3 O G AR A 55 4 T (1 PD-L )AL N PR R34 740 MHC-T SRMUEE e 5 . X 3858 1
G P 6 R IRE (1 1 2 (6010 B23Z3R 4> EMT [ g 40 75 2 0t S AT A B ke ik, 355 17 JLAE 39 B A
SR T o X R AT R M S B AR U IR AR T 2, AT R e T v AR T AR RS . AN
FORI S EMT M OCE A0 Slug 1 VIM)R 238 It A F i 2457611 ZEB1 /& #4> EMT f1%
BREEF, @EEH] E-cadherin RISTEREM 21, £ FiMhIRIATT 5 IMRAE A FOKP B3 T Ei62]. &
2.y HB5y EMT 383 3 i i 80 40 L P 4735 26 FOE B, 7R YR T T 290 Hp R ¥ 36 1% O AR D o X BRS)38 7 EMT
I T AL RN PIIERR, VA IR YT SRNEEl -l s, WA 2P, B AR THRERE IR YT YT
o KUK, pEMT A Al RE/E AR EC H R A 2 ATl Mz —.
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S.

B gk

iR =]

b B - 1A B AL (EMT)PE § B A2 h i “ X187 it . BRI, BRANERAR T B 80+

P EMT FITREER S5, AMUARZR § A4 25 B R AT (R AR AL, o — R8T 2500 2 W 51697
SOt TR IR o ARRWT TN E T TN EMT FEA RN T 5T BRE AV 2> TI1 5%, T AR R IS 0
FEYE EMT LUK pEMT sfie gt 0 72 MET BORSHE T RN, TR 55 R R . FEIT A 4 7%
Ll R B T E BT I TR
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