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H E

SN FE W RALAE (ovarian endometriosis, OE){E NI IR F& % LMERERZ —, HRETFEH 4
AF1L76(0 A L HEZRZRE WM. OEBRRAR BERRE, BERNESRE. HBEBMRTRRE &%
fEAIGR EOERERFFRIE, BRARERMK, EHTOERRTHEREB R, OEETHHRHESEMHES
R, REEENIZEGZFENREENR. HAT, ¥SHRAINAN, FABNETFERNERLE
(atypical endometriosis, aEM)& T B W R FALEA <14 JF 8% (endometriosis associated ovarian
cancer, EAOC)IERTHRZ, OERZHATK BRERMTENEARITE —EXGTEUNRMNTEN
FEE g A, HAT4kaeiB A RA T8 AR, {5 HTOESEAOCZ HHIRRRA HHKH
KR, HATXTEAOCH IR RERIER T R IIMEBE . S, BHEREERRAELRERBIREH
KR¥ETEZE(EF, HPTEN. ARID1A. PIK3CA. miRNAZ L M4W(E S @K A E FHED 7T EEEH.
Wntfs 5@ 82 AN AREEA T AR EERTET N EEARESASEE, ZEBRNRERETR
B S FBENE R R SR . AR OEEA WA AR X Wntfs S4B RAX — R K
{ER#TER, UHIAEAOCH RHITHE . SSHZR N REHE. LIRHERMMLIET H RE TR E
—ERERKIEE, ABEEAOCEHE NEH LN, FHETTH LK KE SHIZEAOCEH M TG R4
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Abstract

Ovarian endometriosis (OE) is one of the most common gynecological diseases in clinical practice.
At present, about 176 million women around the world are affected by this disease. Although OE is
a benign disease, it has the characteristics of invasion, metastasis and other malignant diseases. As
the most serious complication of OE in clinical practice, malignant transformation has a low inci-
dence, but due to the large number of women with OE, the total number of cases of malignant trans-
formation of OE is considerable, so it has been highly valued by many scholars at home and abroad.
At present, many studies believe that atypical ovarian endometriosis (aEM) is a precancerous le-
sion of endometriosis associated ovarian cancer (EAOC). Benign ectopic endometrial cells in OE
lesions can be transformed into atypical hyperplasia of ectopic endometrium under certain condi-
tions, and can continue to be transformed into malignant lesions of ectopic endometrium, Howev-
er, there is no clear research and elaboration on the relationship between OE and EAOC. At present,
clinical and basic studies on EAOC have found that estrogen, oxidative stress, chronic inflamma-
tion and other factors play an important role in the occurrence and development of EAOC, and
PTEN, ARID1A, PIK3CA, miRNA and other biological signal pathways and factors also play an im-
portant role. Wnt signaling pathway is an important cellular signal transduction pathway in the
process of human cell proliferation, apoptosis and organ formation. The abnormal expression of
this pathway can promote the occurrence and progression of various human malignant tumors.
This article reviews the research progress of OE canceration and the role of Wnt signal transduc-
tion pathway in this process, with a view to providing some theoretical basis for early screening of
EAOC, improving the classification management of the disease, achieving accurate individualized
treatment scheme, etc., and providing new ideas for early diagnosis, early medical intervention
and improving the prognosis of patients with diagnosed EAOC.
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1. 5|15

BN S5 N R 67 E (ovarian endometriosis, OE)E IR b WA EREI 2 —, A 10%~15%]1]
B A HERIZ R[], Fow SONEAEDIE T 075 A A BT SR AR IR IR SR . OF (Il IRRF
MAFEARZ . BRI ZIRTFAR UL R 5B 3 4 2o T (it B AN A= 35 o e (= 26 7™ J ) 6 T RS2 [2] . O
BN RSN, (HEEEABERR A AASE, flnfERs. BiH. 2R, HHAAEA NG,
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B FEERY, 15 WBERAE (endometriosis, EM)BAE R K 0.7%~1% [3], Hrf 80% kA= T BR§i[4]. Ur4E
K, KREMFFFRY EM 825 AR R OP GGV MR i R B 2ot B3 E,  BRHIZI EM KT
A EM B2V 0 3 SO B3 THERRHEAG RO ik 2.01 AT 2.23 [5]-[10] . Fi S RLEE 1952 4, Sampson
[11]sh L 1RIR T EM 580 SUE 2 B RR R, SRHIFHIE 11 5 AR AL AH I O S48 K2 Wik dE, B
Jri» Scott [12]F 1953 X M2 Wibrukss T 1 Bt — P 4b5e, HF— B R4 00 E 75 A B IRE (ovarian
endometrioid caicinoma, OEC) A1 5l 537 B 41 g J& (ovarian clear cell carcinoma, OCC) & B[ # & A I 554 JiE
AH 214 B B35 (endometriosis associated ovarian carcinoma, EAOC)## WA EEZRM, H5 OE Rk AR%1)
[13]. OE fENUN 8L KA 1w fa Rl 3 2 —[14], {f OCC Iy &g Mt i 1 3 fif. {3 OEC [ s XUk 12
12 f5[15]. AEFFURIL, EAOC BFLEESL]) 1 MR bR T8 WA v A E A 1 B N I,
FR RS AL T B A BDRAZEL EAOC HIEAZE[16] [17]. ARFEILFALERE, wT LA I R _EAR B T Fil
VG YT AR LAY O BT B P IR 467 (atypical endometriosis, aEM), DL EAOC &I 2, J EAOC ##
IR LG s R R 2.

OEC F1 OCC ffy EAOC fiz i WL ERH 152K . 2019 4F, HRSAIZE[181@ i HF 5L 69 #il EAOC
B, HCBII R R W) EAOC T B 25 28R 5 J 3 AR . ARTS T R AR I IR EHE So2 i TiE 4577
G R, PRALEE AR IR e /N B RREIR . FIGO 3 SHANEAT 24 8.2 Fr o L5 5507 1
2SR . 2022 47, BCER[191@ i Xt 50 5] EAOC B3 (B 78 it R I, A R #E 4H 21 22
RIEYNMLE 5B P R AR IE LS8 . XAl LU, EAOC BARAT 25 Rl B 4 41 2
A, (HIL T RS 35 AU 35 R R % 22 AR [15] [20]. BT AZE FRAT TR e F v ml DL L 48— 3 M 1R S80%
i, N EAOC BIWFFEHRAL T 7 (8.

AR SR, EAOC TENRFIREALN) E R Ve S0, AHLU AR A Op 81, 2 HA KR
ERS /N FIGO 73 AR JoIR AR AR U S5 F i [21] [22] [23] [24] [25]. HAGIEAK EXF EAOC [z WifE
JE I Sampson. Scott [12] Klein J Hunter [26]55 3 i FE il F 324 H DU &2 Wikrife: 1) [R—M 5P 55+ [H
I A71E OF S A8 20 4 7 UP S ME ORI 2124 2) OF YN S i B AR BEAH 212206 R 3) DR
LRI ACYE T OF, HEBRHAWFEREMEGIERIR; 4) 85 N nl WLIER OE ZH 4 1A) B 5L 1 I i Ak 1) ZH 21
TRELEEUEYG . SRR TE LR, fEbRIIIGR SRR, EAOC 3% IS R ESLBRfIZ HImlk,
MIFLJRRAT . 1) #0700 LK, PR A K R eogg 40 B AR T 1011 OE Hikts 2) JiERHUM A R
HARAL, KREUSH OF WiARMMALFEA;: 3) W ELRIEIMER 200 SUB MM 5, ZMEE RS T X OE
IR A1) [16]. DAk, 35 AR 5E RZHZU0 22 X EAOC 12 Wil 7775 32 0 P i e AN LR R AR 258 i, 56
FEATA KI5 T A 50T 50 B vT AT O R4S W it J& B4, ZE I PR _E AU AT LAE B2 I EAOC,
I H AT LA BhERATTHR 3] EAOC - JI1 25 (1) ] S A= P2 R T Fa o

2. KARHLE

XF EAOC IR HLE, BRI, EATRCIELEZMIGRR R AR 7 L apfE 514
SEBS 5T OF B RE, WRAERMN. MERME. PTEN JE[A. ARIDIA JERI AL, AL % B
CTNNB1 KR4S, P53 FE[AAREE , A SOkt bRy T 7ok @ HE4T 83k .

2.1, RIER M

EAOC HIKRAEL KRS BENUARI SAERNA K. — 51, BRAEWEFERET, RIS JE S B m]
BRI e BE A R A LA R -6 A 2R-18 HRIRSEIAL -0 SEARMOE P DR 77, T 24
PR BRI S R TRCT S UM (R R RN RR[27]. HATARE AL, £ OE & EAOC ¥
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PR L S S5 T LS ) IR G S P R R R IA 3G I [28] [29] SEBR b OF Wl i b AH G A 4% 4H a4 R 7
() S R TRt SO /MR A B, JETT S R U S, AT 9 i s B W] 5 B0 58 ik /MR A 56 1) 4 o K]
TR BuE IR ERIE, MM EAOC MK AE[30]. H—J5TH, KM 4R th AR T HLA a4
M hee, e T AL bR 40 M 0 W S B, S SN S ThREAS R R BE B A, AT
FURRE AL ) g 5181 2R T B0 7 A0 A R E A FRDIRAS i, BIAEAGTRIB D ABT e 3G m, 2
BEOP B, M A, A RS SIS ST HO-1 il Nrf2 ZE R It ik, FREHE S
5B A R 7 40 R 1t 5 S DNA #5453 [31]

2.2. WEHRIEH

OE M1 EAOC IR A5 B3k W MEB R A K. OF VE N —FhMESE e, iUk
SR — R SR BRI, 1% LU AR BRI AT 3 80 178-FR 2R [ M i S -2 (IR IE, BT 3K - RS2 4k
L F5 AR Fak, JET 5ENUA N BERERKCE I — P T [32] . B RN I B R N R A
PUMEBCER IVE RS, OE 3 kA B B4 A R 193 AR 4 i i A= BRI A8 [33] . (R O AR ML P Hh ik
ST PR AR T | A A P 1 PR ) S K TS D e A P R M R A RS L R ARG, IR TR
18 OF Ji kb4 & A= L R 9845 [ DNA 5 05 K T REE T, (R AF L s v i i 1k, e84 3 EAOC 1)
RA[34].

2.3. |HMAERMEA

AWFTER, A PR N5 P A SR S Bk 1, EM SR HLAA P 8L RIS B o5 48 T
FFHAL[9]. OF B BEH &AM, AT AR & i i 8RS EE W, M
FEWH IR T 45T Fenton [z B 2 BR3P 420 (Reactive oxygen species, ROS), il n#sdt [ i1 %£[35].
IEFEHOT, HUATTE T HUAL IR ROS MRk EKi/> OCC Mk, HIEBMHA KA, iElk
FIRTA AT OCC i A 40 M 475 [36] . HABTFUAEL, OF AL AL HIZEEELH I m] [Kl ROS # S S i
R AR A N N B ARE T, JFRT 5| R R 5 L AR T TS  DNA #5580 %, #1535 EAOC
H R HE[37] [38] -

24. HEERESHEER

2.4.1. Kirsten X iR AEHRSEERE (Kirsten rat Sarcoma Viral Oncogene, KRAS)

KRAS J [A & —Fi ] DLgitis /N T 917 = iR B -KRAS & (A 3L K, /54 RAS # GTP BB
RIS, W2 5T, I KRAS B2 R AERAS, W] 800 A4 M 58 25 8 . AR TR I,
K] OEC B A 29% KA T KRAS JERRAE, (ARG HA OE Mg & k4 KRAS JEH R
AR (IRERAN A 3% [39]. Bastu E [40145WF 78 &KL, 10%~20%f] EAOC H# 177E KRAS JEH 5848, HEHE
RATIREA %A OCC fE#, HAE O AL iRkl {E it O [ OCC #1k. FTbl, KRAS
FEPR AT R R FI OF JBAR 1 A= M) 2246 % o

2.4.2. \%E 10 B#6FHok i) BELES X ok HE B RIRERE (Phosphatase and Tensin Homologue Deleted
on Chromosome 10, PTEN)

PTEN 1EAN—Mimieir, widid gerr e e . R Tl ss . 228, T RIEER. H
kA R R G, KRR ULEE-3, 4, 5- —BEIR LRI N BENE W VLEE -4, 5-WERR, iE X
PI3K-Akt-mTOR 15 518 it 2404/ Fi[41] . 2005 4 Dinulescu DM [42)25 78 %ok /)N B A M AR ) o (R RIF 98 %
B, K-Ras FEFE KA PTEN ik K JAL w] {8 4% 7 1 U9 S8 (10 5 AR 32080 . S AERATWF AR I, PTEN #£

DOI: 10.12677/acm.2022.12111541 10704 I IR = =23t e


https://doi.org/10.12677/acm.2022.12111541

RUKIK 2

EAOC A4 ik [K 2848 % B\ 7 T aEM K EM 2041 [44]. T2 [45] %64 78 &K L PTEN 7E OEC 3 1
FRIEFRPE, HURACTOPSR MRS . Ly I [46)250F 50K, PTEN ML IE W S5 OF 41 I & A= ik
(RGN s 1T S v gk D P 4 200 A B B0 5 3 S B T R A . BRI PTEN FISRIE R AT RE & OE &A%
MIRTIAE SN R, HrTREREA AR R (1 7 i Rk JL R F: 80T EAOC R

2.4.3. AT FEL AT 1A EFH(AT-Rich Interaction Domain 1A, ARID1A)

ARID1A fEA—F i@ A 1, 74wt BAF250a &, HAT7E4IAIGsE. 71k X DNA B R SR K
HEHEREER. 24 ARIDIA KA R, W HPIZ L1, S5 BAF250a & (AR ikHk, Sz
Hy 8 R SR il [47] - BEAE AT B 78 K L, 46%~57% OCC 1 30% OEC & ¥l ARIDLA J:[KI 545 [8] [48].
FEW R KRIL, AT%Z% 5] OEC. 60%:4% 5% OEC 1 HiIl ARID1A 5¥48[39] [49]. Wiegand [50]45HT 5t
R aEM i H KA ARIDIA JERI %A, J5iEid HHER ARIDIA JERI 3k, i BAF250a £ 62K,
T LN B A 2, AR KIL ARIDIA RAGHHSE ] 33 EM FREAS . itk ARIDIA RAEFE(
BAF250a £ [ RIE G T REHES) | O %A, & EAOC HITEHL.

2.4.4. THBEEEANEE-3- MBS IE £ « (Phosphatidylinositol-3-Kinase Catalytic Subunit a, PIK3CA)

H RGBT K, 40%F) OCC i HiIl T PIK3CA FEKZRAR[51]. 1 A I 704, PIK3CA %t
[RI 245 3 OCC 3 1 EL 451l A 40%~67%, FL7E EM B3 A th % BLiZ L IR (1) 28 48 [40] [52]. 43 W 7L W,
PIK3CA K RAZ % PIK3-ATK-mTOR {5518, HMEHER W T XL (E @ s E R BuE1E A, EM E
N R AV, A HIAL T2 M SOREIRAS, 1245 5 BB 1) 57 0 T AE 33 EM R AR
[53]. Suda K ZE7EWFFEH KB, {XAE OCC KJE5% OFE 443 KI5 PIK3CA i A% DU B ks, 1%
DR AR G BT L R e P SR AT n] e OE SBAZ [ 5 — AN EH B 3R [52]« DAL, PIK3CA JE[R RAL Ay~
A4 EAOC AR IR R S 1F, mIREZ 51 EM 1R 2R K [54].

2.4.5. p53 EHE

P53 SR N H 15 AR S B e X R S (R [55], HmTgmid P53 & (1, Hal/EfEHildn a4 K
T AR ST P A 8 A 5 T AR B R A I [32] . H RTARF AT R I, P53 ERITE EAOC M Hh I B 14 28 B 1
mT aEM K EM [56]. AT RIL, (UEA EM B E AR K P53 JEF 548, 1Mzl EM & Jf OCC
(3T o) B E R I FE R AR [57] . (RItk, P53 FEN SR B S8 T OCC IR . XITNFHEE/EXT IR &L -
S S PR (ORI S R R B, R ER A R . L4 IR, P53 B (N PH R IA iR i (58], HEan
P53 LK [ - # RIA [ BE5 EAOC MITiE A k.

2.5. miRNA

miRNA &K BA MBI AEAEgiS RNA, HaTDUAEGME T, 5. b kiEE
RHEBRIEH . miRNA 575 20k na e (2 0 40 MBI A . S g (S 5% Sod s . PR %
5 TH S B B R 1 &K A2 . Wu RL [5912:7E5%F EAOC [IWF R F &8, MXTT EM ¥, 7£ EAOC
BE B EILT 9 Fh miRNA HI5% %Kik, MifE Gaia-Oltean Al 2EfHT 721 KT, H Lt miRNA ) 5733 %
IATE OF A1GN I v i H[60]. H AT EAOC 5 miRNA S 3k 2 1] () 5% 2 i R B - 22 5UE 58 R B0
EM K& EAOC &5 K I miR-191 Mkikfim, HFHIERIATE EM B fE it = ZEEH[61]
[62]. HAEWIERDL, miR-141 IERIZE. miR-205 Al miR-125b FMEKIATE EM SBALFE A1 T 2K
HE{{FE FH[60]. Mari-Alexandre J ZEZEAF 72 HF R B, mIRNA & AT DS 40 N oA B R A 75 B T EAOC &
AR ZANIRI[63]. DRI, IR B RE R R B miRNA 5% Rk R B T30, Al A 2B 1E OF %48 K
EAOC KA.
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2.6. RIIB{5SiE & (Hedgehog Signaling Pathway)

FIEE SN EERE S Eg 2 —, S5 REZMHAY6e, . g0MEGE. 51k,
T . H BT CUESSZd g b i o B PRI B 5 2 R AOBEMIR R A KIEEDIME . AR
KO, FIAE1E 5 I8 B 000 5 LR o3 T AE P SR, Rt N SR IR (RIS B R T A [64]. 5 — B
FENE I, 1Z%IBE B 3o LR R4 7 15 O B R A AR R IA BN RIA[65] . B4 K S @R 7L R L,
ZEEH GLI1 & Shh R IA AT S OFE J&45 4 EAOC 5%, HEIAME, EAOC BF TG Z . N
I, REAE 5@ I T AE 5 T B8 5 OF (5%7E, H5 EAOC B3 M5 2 VA k.

3. Wnt ESiE8

Wnt KR —H 5% Z MM EAXR, S5 REBRERR. THRBRIH . 408 5mH
AETEAYERE . BAF R, wWnt (558 REBRAEANIE KGR REZIEH, nEdEH
ORI S5E . 404k DL AR I S B2, H CIF 52 Wnt/g-catenin 48 HL{Z S R 78 BF 81 | iy g v B e ik i gg
JEIIVEF[66]. 1 Aeth T3k R 40 e 0 IT A2 AR 28, 15 S IR 4l IR BTIa T 259, JErTRe s 5ME 4l
U I A O G 31 [67]. 24 Wnt/B-catenin {5 538 1% 28 PRI AN AT G S EUMR I, 16 7] B 53
R (1 B K [68]. ITAERA W TR, Wnt {55 B MAHKCHE T2 5T OE MRAE69]. (HiZEHERS
55 OF {8 As ik FE M ANIE 48, ] DUB IR I 245 58 B8 1) S B K 776 OF ARt A rh ik, #E1 7
izl gt A2 5 O AN kA, HIEIGAKR F454 O mE G+ aEM (HBL, 7T LA EAOC [
SRR .

3.1. p-EIFFEH (B-Catenin)

BIERNE R LM Wt S EA . KR A SRR AR AT . (RE SIS, IFReE
S PHWE AN A T2 [66]. FEBRZ Wnt FLARIITEIL T, p-catenin IR E SRR, 2R E &P
PO R LR R R 0 1 (CKL). #l AR (A (AXIN) . B R A B S 38 (GSK-38)Z[70]. {H7EH Lt
TR R AIVE R, AT 55 H0E Wit 15 538 8%, p-catenin KIS ] il 2L i £ o4 & 71 . Nguyen [66]
SERFFE R I, 16%~54%[1) OEC ik T p-catenin 25 K CTNNBL 848, #Ei S5 f-catenin ik
. HAEZIEFRIL, #5r ISTI OE HL g R e I Wint SRICER R R RAR, 2R S T S 8
Beatenin & &EF+ . Goldsberry [70]1587EX) DC /N RAYIE AL W 7o rh R, IR Bk = p-catenin, FH: P
PR A Ko B 18 .t AT L, p-catenin fEA Wint {5 5B E B4 L, HE5EFHE A S EAOC
MR RIEA K.

3.2. HEAAXIN)

AXIN &R B8 A, B 5 2 R 8 AR (45 GSK3. CK1 28) HAT M HAE AL 5[ 71] - I E K,
AXIN %} p-catenin SRR AR A R AR EE, I Wnt 1Z45 55 FIEEE 6 p-cantenin [FFAELE] T ¢
BEPEVER . BEAEREF[72] 58, AXINZ DR Bk A e i 7 2R oA I T4 5 3 % AN I k2 240 L )
AT, JFim I T 4 Wnt/g-catenin {5 5 I8 R ¥ 4T R IGSRAN ML A 4 5E . G BT LR, AXIN /B Wit
5T Sm R I E L Y, A N SR R AR R R OB R 2K . MR (7315 8 I T 50 151 B ST SR T A
ORI, WGk, FIGO 4R, Axin BUPHTEZphidtm, H5 90 S 0 R 4 K R K m A 2R
TR — 2 HIRBE . 5 — B 70 R B, AXIN 75 K4 01 5 IroRg () B M 2Rk R BH B8 i TR 8%, HL5 FIGO
AL LHLUSAN IR ) B bk D S R R B IR 2 [74]. EAOC 1R ARSI o0 85 1 e vhdi, [RIAESZ 3] Wit
E B, AXIN VEIZIE R 1) B R 1, H R RIA T RE S B EAOC HITERL,  FER2Mmain
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{5 JE I TS o
4, BBEERE

AR RS NGTT EMT B4 K IRZ EAOC MR A MINLHI$E Bt 2 HuEdE, &2 N EAOC ¥RIT I
G PREE YR IT B J13CH

EAOC 1E NP L I 7 Mo I RF R 28, i BE2R M - B FE OEC. OCC %555, HARZIW R R BAK,
IR F/D L, (RFRE VRN DFEHORE, PR E 0 A N 2 v . ARYE B AT E WA SR E, i
B, FALNER N . ARIDIA. miRNA 25455 OF %45 EAOC WHEER %K, Hif/rH %5 EAOC K
FIGO 73 #il. HHZ 0 S B TG 6 5 W A S, ARATRERCN EAOC MITilibrEY . (HH
025 DR 22 2 8] A RH B AR T IR, iy o 22 RSB 8 T 00 B 7 AR . 4R 5 5% SR (E A
AR IBE AT, Wint {5 Sl CA0IE E 2 A NG R EEZAE A, B, HE. #e
ek, DIZAMETECAER, Wit 5585 AXIN 5 g-catenin {57 5 RI5 5 U0 EBME MR A 55, (HME
W ZE RS /E OE &R EAOC H AL, IR ANERIHEFT Wit A5 538 2% H O K1 (n
AXIN. p-catenin 55)7E OE A2 M FIMLE, FE4E G SERRIGIREAE 24T 7047, DAY EAOC R4
fier. K AFBHIT OF SBA48. 43 EAOC &3 i &5 7 i i Bl 5 % S
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