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Abstract
Endometriosis (EMT) is a chronic hormone-dependent inflammatory disease. As one of the common
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i, S

gynecological conditions, it significantly impacts patients’ physical and mental health as well as
their quality oflife. Its pathogenesis remains unclear, hindering early diagnosis and treatment. Con-
sequently, most cases progress, leading to infertility or even malignant transformation. Recent re-
search identifies inflammatory immune dysregulation, ectopic adhesion of endometrial cells, and
abnormal cellular invasion and proliferation as core pathological mechanisms. The stem cell theory
and immune-inflammatory theory have emerged as key research focuses in elucidating EMT patho-
genesis. Key factors in related inflammatory pathways and stem cell surface markers provide cru-
cial insights for understanding the disease’s development and guiding its diagnosis and treatment.
This review examines the roles of stem cell theory and immune-inflammatory theory in endometri-
osis pathogenesis, aiming to offer novel insights into the disease’s development.
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1. 531§

T B PSS RE (AT R Y S0, endometriosis, EMT) S48 125 A 5 2H 2 (A R 1) 57 ) H B0 AE 125 4k L
HMRERAL, R ZE A B AR T AL, Hrh O T B R R A10E (Ovarian Endometriosis, OEM) & EMT fix
WA, PEEASETPIRIL. FIE =R RN TR NS 2 IR, N SE RO R A H 184
sk, oM At 4 10% (1.9 12) B A (1], HETIRK RIS 2k R Rt
INEE . VEASH A5, R VAR G TR B O (3 AN A B (g R #0726 JE KRN R [2] [3]. R N S
M RMEGOR, HMAGIZAHER . P RZESREMR AV ERE[4], R B R A )
W Re. HETCART AR EMT B o0 U B0 M E 7 LT 2~3 £%[5], 29 0.5%~1%IF EMT "] %%
A e, i R AEAEVERR, Horh OB 78.7% [6], FRON T PN B SRS RE AH 5 M O 5598 (Endometriosis-
associated ovarian cancer, EAOC), J 3= B2 2R K15 A B A1 BN 52325 B 40 e, B4 ML g A
WITA[7]-[9]. RILL, PISRERISIARNLICNEE, 2/3 () EMs BE 7 F R B AER, B e
SN BT A SR 5 LU0 B Y, 3 NIRRT & 2 B2 W A7 E 4~12 S Ri2 Wi e iR [10],
MW B ] S BRI E— N, s B 7 oG, RN B2 Fm. BT EMT KL
WA, HEr MR, KRS IR O T AL, FREEE SRS, BlRIR
BT FEIATKILEAE L, JIRABIEMAEIR. (R EE . WP E R HAR[11]. SR100, %N S K
MU R A B O I B AR 5, (B RAESE A B . H AT I8 A [R) 9 P9 3 A LA LS PR 2% 1 . A
fis b A S g RORE U T AE M AR U TR tRE WA, H AT B Ul e B 55
SIE T AR RE R AT B LERT T 5 N R ARE AR AL ST R AT SRR, EE S AR T A R, R
i 5 S FL OGR4y F OB TR BRI T MR L ARAR DAL 5297 AR, i e IR 2R Rt —
R ARE -

2. MEFRSHEMARRE R

Sampson #i& HH AR 22 10 (] 2817 BA8) B 1920s Lok iz 832 [12], Hokii1 8 A RS T AR %
W OPE R NIRIE, MR ORI SRR, R SO R AR R A, A BT AR U A
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M, B

PREANARIESE, M RN . A4k, BRIEPERRAERT SR 75 RPN . FiE = 285 % iE
AW PR LT ARYI DM 51 75 W ALAE[18]. Ha, BT O 2EREIE 80%~90%H) & i1
LMEAFAE L IS, T 10%~15% &V AT 78 WIS ALAE[14]; @ RATA L& WA A A 57
RE[15]; () e M3 e ol MR B S M s P9 17 8 A RBSR (S0E ,  (ELTC VB R MBI Szt i 5 A RS A
MIAAENL], BOZBLR AR I A REMRE T A SR B, o RO . B, BRI £
JePRiy “PERLABEGER” , BIRRTR AL 1B A AT LU O 1 O 51 A I R AEIR IR A% Lo L, 8 T
P BB P 75 RS B SR R s B R A VE DR RS S A B S R RS A R A ik o =T i 2, RTINS 5 b B
R LME L= A KRR EE R WAL S L R, EE R T T 5 W A 2
R, X B AR BN AL 75 WIS I 15 A (B 7R (2 R R IA 22 5 [16] . S UL[RIN, Rt
AN AERNAR TE N R A T BRATLA R A gt — 2P 3R, iR i i ) 7 5 PO B AL 2 24 s LAt
MO SEURE A, Wl R LR, M, WRAMPHF S A RSB TEANBAL, L=, N
P T AR R B 200 5 T o 0 L e 25— e e, ROR A SR R A =, IR R4 A RR A
AR e T ZEME SRR, FHoesUe i fE; FE0U, B AR AR B A 1 -5 i O e 98 i XA
VLR o AT IR  2 EIRBi AT 26, 1 PR S BRI R S fE [17], 2B DB Ik
FFANTE TR U AL, e T IR R.

3. FLapaF

T2 Hf 2 A AR A SRE R LR 7 ) B KA, AR PR A OOk 1 A% 48 A BP0t
FIA L, JCHT TUR B2 B P S0 (deep infiltrating endometriosis, DIE)FM R IR & A7 L A s T
G RE[18]. T E NI R — A B s AR RE /1A R, & H b H 2 B A i B 338 A 23l B i 7%
X P B A RE PR FLA S AR AE K SAERR B 3R H 2 ) 0 AT RE I T AAH AR, X T U
B O HERR[19] 2R, N RAERT “Fp17 IR B BR8] B 4B i fr, SE T Re L A
BraBE A KHA B IR S 2 ) 7 A8 RE 11 5 P B T/4H 41 i (endometrial stem/progenitor cells, EnSCs),
TYHML ) TR . B A0S EMT JERRCE VMG, HAEWIRA M. AT R IR TR S
AR BIAFALEAI[20], FRAEAGE . MEMELS . KA. AR EE E R R AT, AT
BRI, HAERE AT B AR A S, R AP 440 25 50 R e R 5 T A0 A PN e A 2 5 ) o
SRR P YR[21]. 1978 4F, Chan &8 1 IREEH T8 IR T BEAEAE T 40 MU AE A B [22], T $LIEA EnSCs 47
TESE AL E IR 1) /2 2004 4 Gargett HIRARIAEFT, %A T 5 N L 24 oy 25 H B ve B T2 R
PIARE, UE S H B & T A A% ORFIE (23] HETIE TN N, 5 N F0E AWM G T4 = EHadE 8
A & T 41 B (endometrial stem cells, EnSCs). ‘& & [7] 78 i T 41 Bl (bone marrow mesenchymal stem cells,
BMSCs), Itb4h, B ia se i T4ui . g7 7 o1 20 Mo 55t m) e 2 51200 1 Kk AR R [24] [25]

3.1. FERETHMENSCs) ENRIE

ENnSCs & P S A & T4 i K VR (94% 0, EnSCs BT 78 WK R 2 X & I E, o~ b
41 AT IS, 40 S T AR B A RN A R AH AU A S8 R [26] . BESRIBE L “AEAL
MR EW” 48, EnSCs 58 & S A0mi kT UV OB [27]: Liu Y SR 78 R I N Sk 838 I AEAL T 8
P EnSCs 13 W35 m TR e, HIEREFRE /). 5 AR 2260 13 B B s, X rTREE A
SERE R ) B LA o 2 FE Rk [ 28] o UTAER, &FX DIE. OP 15 P R 5247 FE Jif (ovarian endometrioma, OMA)
JBCXS RN T8 IR TT R AR AN i 5848 5 e B 1 R 78 (i@ ), A “TF4ni/ s B iR 7 B dR 4t
T EBAEHE[29]. UbAh, FANREE S S A R U 2P e T EnSCs MRRMEINEN, A WFICIE
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M, DB

Sz, SRS [F SRR (U S AL L R R A IR EIRIE AR IR R R AR, MEHEZHRiILERS
RS HAELERE “ BB (niche)” , 1X5 EnSCs “ARNIMKHINE " IR OREE = A,

4 2 AR A TR I SIS S [30] . SRk IEIE, ThEEZF SR S — N E SR T SCRF: Chan SE7EGN
SEAFRERM BB AAWEIENR. BRENSZ e AR, UE AT SO S iR A
AR “WIERE” S50, PR TS S50k IR S 4R [31]. ENLHZ M, H2uim ] kR
PR Z 100 B AR AS A2 EnSCs s NS, IR SL i RITIE T, BB A NBOE M RE J 5k, B 5k
RE G T B T e OE HE[32] [33]. BEJG, EMEBCGRILE . Z28E OV S S JORE R+ S5 L [R) 818 i A B
XN T, EnSCs #F2k B B I 10 ik 518 BT [\ 704k, RSk R A0 kT S 2k R [34] . IeAh, A e
3% EnSCs MR MBI, W DNA FIE0, A8 (MBS R B 7l — 2D a5 S5 5 8 5/
RZERA, $) R IRBE IR E By T3 2 — . B, AWFRAEN RE RS E] PTEN 530
T AL AT RE S PTEN 1A 18 il AR VLA 3 Vil &5 1 B B JE % (phosphatidylinositol 3-kinase/pro-
tein kinase B, PISK/AKt)& 1, AT (i 35 AH 5 240 384 58 5 12 28 35] -

3.2. BREEFERTHM(BMSCs)5AFIE

BMSCs & A S AH ¢ T4 ) B oAb TR, 2 —Z2ERIE T H B Z RE T4, BREA B IR,
Z AL RS, I RAH REHTTIIRE, e LN A R AN IR 4 A ) J5T 4 i 55 2 Al
YA SEAL[36]. ILAERWFFURIL, BMSCs W] GEiE MR AR TR E A S5 EMT AR &, AW
SRERI SRR AL TR 4RI . Du SEENWISEIGUESE, bR IC ) I B R 785 T A R R R N R
b5 175 SN RO RS MY, KIEAER BMSCs RENSITHE 28 2 i e i kb 40 A0 25 oA B 1] Jo3 4
[37]. IR FCIL AR I, N FRE B 1 A0 b rh A2 4E BMSCs 475w MEdR 547 CD105. CD73 ik, H
HRIEACF SR 2B FEE R IEM . EAh, BMSCs ik Aefigimid /il Z M A 7, o /s i A K
[Xl-¥-(vascular endothelial growth factor, VEGF). 1 plt 21 4 4 Jfl 4+ [X -1 (basic fibroblast growth factor,
bFGF)%%, i A K ML AR, ikt (0 A K AR A8 77 SRR [28]

BMSCs 25 I SE R I 1 55 — B E LK E H A A4 /EFH . BMSCs fgfig sl T #RE40HE. B ke
HHE. AR (natural killer, NK)ZH BRI, et EWEAAAR R M2 B AL, AT F0 0 AL 40T S o A 2
LU G HER I, BRI T O A e BRI BhAh, PN SRR 3 A1 B 1) 76 5 T 400 P G 02 0 1)
1R, AENsER i AN A R -10 (interleukin-10, 1L-10). #4t4: KK~ (transforming growth
factor-p, TGF-B)5F i R AR 1, $9] 4 y58 4 i of S S P 24 i ) 2% 4 4 FH [33]

3.3. Htb TS AR

AR ALK I, B EnSCs ¢ BMSCs 4, it i) 7o g T4t ff . g i) 78 i F4u i gt = 5
SRERR PSR . BRI SR T AR R A RIE . B AR S S RS, BRI B A
AL N 7B A IERESE N, AR RS 730 2 Fh 20 ff D572 2 0L A R RN 2 B 3G e [38] » B 7 18] 70 i 1
UM RIR T MR T LR, B Z sk ee, Ree b v+ 5 R R B4Rl Rz dp . AR ORI, K
SRR %) I 7 L2 IR 7 D) 7 o 4 L P M4 B R D AN oAk e ) R e TR Lok, MR TR) 7R R T4
EHENS 73k VEGF. 40 -6 (interleukin-6, 1L-6) &40 K 1, (it FAmm kA K AR 22[39], X5
BEAE — 300 T 76 /N B A SOE A 2R mh o B I 2EL 2T AL A IR S B A 2 R Mt 34 1 458 M I [40] . [T,
AP A L A S A0 ) B AR T AL A7 75 8 — 2D IR N 9T

34. THRREEMFETASARE
P SERESRALE AL R 1 AP AT N P T AL A AT R, RS TR R, b
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M, B

B - R FRFUEAR . BRI i 5 . TRAERF 5 Bt e A A R SR AR AR R OGRS N AR B
o, RS RE R SOMEEE 2 AT B 4S5 R F-1a (hypoxia-inducible factor-1a, HIF-1a). #% K 1--«xB
(nuclear factor-«B, NF-xB). 155 % T 553G F 3 (signal transducer and activator of transcription 3,
STAT3)Z5l i 447 EnSCs T, Rk Hb5E[41]. bR - 18] 78 JR AL AR L7 A0S T 1 1 55 PN SR J ) 8]
FOIR TR A PSR BE SR 0 I2 ) 512 28R AL,  fi$ T+ EnSCs & BMSCs [ILR8 58868, RT3
PN A B e e VA I AVNER i 5% 1 S 74 [ NP s Al 17 Wi 2 A= T -l 1 W g s a1
Jita %% 431k (fibroblast-to-myofibroblast transition, FMT)%5isk 2 (1 48 5 ] i 2h 40 /18] 72 R 40 i 2 5 (1 20 41
HIPGARNRRPL, SRIRTIRIE SN FE (DIE) 4519 T RS i L 2 —[43]. 5 RMWEE 5
W T M S TR AR A . KRR 4 i R 4 S BERIF 7T (genome-wide association study, GWAS) 5 25%/)
HT O P FRE LA 2 5 (R 5 BRRRAE,  A77E 2 A AT B IR 5500 . SOREA S MR IL st AL ke ath, HEE
FEN~IV B OF SIS AL 208 5 [44] . TERWBHE ZTH, W RREAAIE SN Fhb A2 2840 551
DNA FEAL R, 5 K PIBK-AKE S5 G HE I8 P% (e ik 7 i 38 5 5 18 1 9 e 4 5

3.5 MARERXE Y-Box2 (SOX2)5ARIE

FE FIRGE RO S5 W E @ A Sl B L R 4R IR SRR A 5N, ol PuE X3 Y-Box2
(sex-determining region Y-box 2, SOX2)1F N & JTPEAZ LISk K 12—, BB AN 2 N S0 T 20 B 5 1
HEAFITER) BT Al SOX2 5 )\ 1AL &4 5% [F 1 4 (octamer-binding transcription factor 4, OCT4)}:
] 45 & - 0K sh 29 K Bt 98 £ F (nanog homeobox, NANOG) 25 £ e It R [ (R 4% 55, T A4 RF B BB H .
LRI IR 2 [45] . SOX2 IR SE4E f-catenin FERE & 15 7 - JX 3 Wit J B4 38 (Wt sig-
naling pathway, Wnt), AIITE A SAE Wt K477 5 8 9f AT 931 512 2800 G s M 4%, JF5 Noteh 15
518 #% (Notch signaling pathway, Notch) & I 5z -[a] Jii 6 A fl A [FfE #HiE R . 1R28 S5 4UE 3I[46]. TN R
SEJ Kt IR AR I RR A . R2E S B R, AR 2 T 7K SOX2 A [ Bt EnSCs/+40 Hu i 24
JELS H O I B TAR S SR REN N 1. AT IO A AR A R H 4 SOX2. OCT4. NANOG
LZ MR EMRIER, KU SOX2 7N FEH LI AAE R KIS, JHEILHEH SOX2 nl §E 32+ N FiE
T M 2 A A [47] . PN A A D SEIRAIE S SOX2 #E EMT Sl 4 K Aefr A B rp ik vy, IR 5
I R W IEAR DK, $7~ SOX2 nI g S5 kk it g 5 1= 28 M 5k (48]

4. RIBRIEF

T RIEF VNN AR WAL, HZ2E AR, HOCHZE RAE TR RZEERE NS
RAESIE T e A SRE R0 DL s v E R A s 2 . NK Z0 R4 iR B Pk T RE T 40 MR R4 DA & B
YL/ 2-6 (interleukin-6, 1L-6)%5 2 Ff S8 0E Kl 7 Fh iy, 3 3UR0L P9 R4 i S e W i G S A8 P 00E - 1B
PEIR[49]. BEAN, T T b T PR AL -2 (cyclooxygenase-2, COX-2)/Hi 41/t % E2 (prostaglandin E2, PGE2)
Wt i, PGE2 MY ELREUM, AT _EiHDT &AL (Lt R e R AL i, iR S 98 COX-2/PGE2 15
T OISR SR, T ¢ AORE - MBI IERAFIA[50] [51]. TR KRR S AR AL
FEFH I FUE D S, RAMELERE Z A IR iR, EMT BEEIEER. DB S35, 75
DAY S R 5 e R SR A AR v m ) DA ()R B ) B A O A [52] . A N 55 2 i 22 B (lipopolysaccharide, LPS) & $
IR AEAS S 1858, L JFUR 2% 20 145 3 (pathogen-associated molecular patterns, PAMPs) F] figi@ it Toll
FEZ44(Toll-like receptors, TLRS)%5:5E K o 2e i %, FFEIKh BN B2 M 2O e N, M2 59w 4
Fr 5t RE[53]. SUbFNY, [ H 5 4 2345 45 PR IS 4% AH 28 73115 2 (damage-associated molecular pat-
terns, DAMPS), 73T #% Z % 2 1 1 (high mobility group box 1, HMGB1) } #5219 70 (heat shock protein
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i, S

70, HSP70)2%, 0 1 2R 1) 32 44 (pattern recognition receptors, PRRs) (£33 Toll #3244 4, Toll-like receptor
4, TLR4), #t—H4BEFE LK 88(myeloid differentiation factor 88, MyD88)uk TIR 4 i)k & 423k i% 5+
h%-p 1B (TIR-domain-containing adapter-inducing interferon-8, TRIF) 3 4% F T--xB (nuclear factor-xB,
NF-xB), _Eif IL-15/1L-6/83 ¥R FEK F-a (tumor necrosis factor-a, TNF-a)5 COX-2/PGE2 J{HE I 4L
B~ F4EAL KRN [54]; shPit 70 5 /R BT HMGB1-TLR4A-MyD88-NF-xB il iy 4% P 74 AH I S v
PEIR TLRA 38 I 90 5% U B A0 70 1T 119 5 [55] -

5. TSR EMMREHZEIER

P S PR R AR R FE AR T AR M B S RE B — BRI 3 AR R IR R, T2 40 0 5 S e B B8 S5 K3l
SEZHE MERIENER. RBESUERCA SO TINS5 s gt T2 “ 37, T
2 e R e B A T RE . WA ROAE PR A5 5 AN B B A BT, TR SRR B - T IE L
REBETERS, JERHESD AL AT R St i, 31X — S TR LR Y S A B R A P 1Y

5.1. REREERETFXTHREMFITRIEE

SO ZE I OAEE TR B 10 IL-61 TNF-on TGF-B S &E K7, I h5 5 A5 50 b E B T4+
PEYERE. SG5H. T i, TR S ARG IR SN 1. IL-6 MR OB RN, HAERE T
Fes VR S N b AR K B T ey, LS 1 T AR A IEAR OC[33] . IL-6 FI45 A T4IMR I IL-6 2 /A
JAK/STAT3 ili%, BERRILI STAT3 A4 & SOX2. OCT4 &1 MERFEEIT, 4R EnSCs J2 BMSCs
FFREE B e Sy R HI AR a1k, FIES B MMPs SR A 58T 402 21T/ a8 71, FIT WA U700
JEFE[56].

TNF-a 7305 NF-xB B R TR, S324d G E R IKK E6YiEH. kB EAMFM, fi
NF-xB p65 W.E:AZ 447, JE5) Cyclin D1, c-Myc %538 K e ik AT A2 it e A k3658, I3 98 20 fa i
TR I LOE M JO0E « RERIAERE[S7], 5 IL-6 PhRIFBCR ISR, TGF-B EA MR AR i P 1 X 1
FEVEH, IR FERECE Smad2/3 Ji EE et EnSCs m 8] ST 40 43 Atk i 2 S5 4R S EE 98, vy oA B I 4k o 72
WA T RO A, (L P R R R TGF-p ar b ki, RIS ThREmIaE 704 5 4 ik, (R E R
IR P A R [58] [59]. BbAk, IL-1p8 @it MAPK & 1 5 T4 T A 68 /1, 1L-8 4 CXCR1/CXCR2
RS A0 S ERE[60]. PR, RAECALIAE EMs HIfAE Al 5, e F 3 iE AT
N ALY R E R R

5.2. F4AREX RERFERER(ER

T4 B S ARE R 11 “REZHAL” , R ORI E R s, — BRI, T
YT RE 20 B RO A 2 A B 2 o SR B e e A 5E » EnSCs f BMSCs 1] 433 IL-6. IL-10. TGF-g %%
L RF, 0 NK gHf0 837 BRAIK CDA* T 4 S e vE 14 - (20 Treg 44k, SEBL e ikik[61] [62];
Biltn EnSCs 73 WAH IL-10 RIHEZ) E MR ) M2 BUARAL, J5 & /il 2R 7 AR K 7, (240
i 8 55 9 A L A B [63] 0 IX — I AR R SRS TLR4/MyD88-NF-xB 1 COX-2/PGE2 i, #EH#E
PESIEIRES, (e i A KAy JE [54] [55]. FANRIE AT RIA PD-L1. CTLA-4 S5 i+, H
A G T M0 R4 FOE G 5, I o e e i Rvi[64] . WEEIAKE, EMs JFE “F4iiureE” 5
CHRAEFE T WAL BRI R E N, e IR ARSI R B SRR T, T R
WAL AE AR R, WikhE— PO R AT S kiR . X UORIEIR, ASRIATT AR R R T T %
S 388 % T 1k 4 B R B A R T SR, W IL-6/STAT3. TNF-a/NF-«B. HMGB1-TLR4 K SOX2/Wnt/Notch
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M, B

SV LR SB[ R E
6. REERE

TE SR SRR A2 T R ST T A Lo A B R A O R MR (OB S, R R
A2, MBEARZE. Ml BRPORER AR YA AT 8, JLRRMLEI = 2% LM R 5 4% ] . Sampson
22 MR S BN A RRE RO BE T 2 S BV LA, RIS SR g - 58 H FRIAE A7 PAJEE 5 18 DU AAAEE S PN e
EMEERE A, R T AR IR RO AR, O RGBSR AN TE . TR A DR DR IE SR AR
RN FRRA, AT ENBETAI HEEIR 7e R TS 2 W . el S LA, AR
RPN SFE S 32 Ak S S ek AT RS A A SR L 1 A A M A R, PR R e SR AL 5 2 TR e R AL
BORIIRIH], 2 — D7 7 T RSO HE AR R A K P IO R, R RAE AL 3
MBIk, “URE - MEMGR 7 IR RBIARS . TN AL A AL SRR 1 A A, R
BE o RIIERS A AL A T B S s SOE A M DA S R AR s AL AR KRR 2R B3 1 A 2% A
“HEAEEVINFELER], ERCBIEGEA, RS A SRR A . BhAh, PIEBRG A MR . M
I IR R, 2 YRR, LB SE R 1 P8 A R A% R0 B A B R 4% R 2%

AT, AU A SORFENLE] P SRREAR DG HE O S (1 B e AL R T R B8, ROAERA S P 2%
SRICHEAML . FOE LR 2 18] (K 892 00 268 o R S8 4= BT, JORE -5 T4 B [ 10 P 0 LA 20 LB TS R RN
Wik, RS EERZ . A TERTT T BOA IR IR AR A i e 1) . AR, BEFE I BRI A
Wrizk s, Wi Anl . SRR S BRI, AT B DRI A SRRE I RR AT, BT AR A R
AE A YOEHL PR A L AORIEIL. FIR,  45 & T4 BR e AN JORE 2 B ELAE R, T A TR R 2 T4
PR BE RN S S S RIBR IR TT 7 56, AT S0 Y SAE A8 I ACAECIR, 3R i AR TE i, PRI
R, N FRE R TT BB T T .
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