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[ Abstract |

female disease. ES has always been considered as a potential risk factor for the development of endometriosis-associated

Endometriosis( ES) , manifested as pelvic pain, infertility or adnexa mass, is a clinically common

ovarian cancer( EAOC) , and EAOC is a subgroup of epithelial ovarian cancer( EOC) , mainly including endometriosis-

like and clear cell types. At present, the risk factors and pathogenesis of EAOC are still not completely clear. This paper

reviews the research progress in the pathogenesis and targeted therapy of EAOC.
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Cai %57 R B, RAE/N R 4 A5 I B P (AIM2 |
NLRP3 NAIP 1 PYCARD) F1 48 %E /M AH 56 34 7 Jik
K a5 4~ 3 A (TOLLIP . NFKBIA \ TLR1 . TLR7 HI
TNF ) 75 £ 5 i 3R 0 A 3 1 22 I8 7K OF, FOOB i R
FE /MRS A1) 5 HAD L BT A3, AN 1 BR 45 5 45
MRS & e @R E P A 8 H Bt (NLR) PR 4R
FH DA L 52 AR i 412 48 8 240 i X (491 4 TLR
TNF \INF F1 P2RX7) F15| A 39 55 S A9 AH 538
1%, BN ES I EAOC Z 8] 48 5E/IMAH) T AE
B TEDREL ES RS h R i A O 115
AT RE S EIAE /MA S A 38 28 95T Aif 4t e PR 133
SR ST T A 35 0 R P, AT S B . B
S5 FEEE IR P ST TS T - R DG B R A
SR A, 1S T EAOC MBURMEMY .
e AU Y A 53 ES Fil EAOC th AIM2 1y
B TEIR B AL P S8 T 5 AREAH ISR, 51
AR IR, i K EAOC i b AIM2 (1) 3K 7K1
B, I ES AR Ki-67 JUHE S, ALES £] EAOC
BTG IR, KW AIM2 7E EAOC % A0 Fn 9
PR A TR,

L2 FAbnid 8T8 —5 ES R CRE 1 &
S HLIRA AR R 2, N2 Hh T A S A i
TERXAMERG T , H &7 i R RAE R A S A
NS B RN 2, I BT 218 ) (themo-
globin,Hb) Jif B4R FIIMEL %, Fr Lk 2 88 TR 41 R
W B 25 (T 2 R 8 T e AR AL N JRORN S nvy P A A ot
(reactive oxidizing substances, ROS) 1§ 7 f%, ROS A
A2 DNA 5 Fn R B /E . 58 IR S
BBk T I2r Rk, oA R e g L it
BUAAAE T, 21 3R i 4E0 B B - S Ay e ki
ZLEE 1, ES S 09 035 A R rh — AL R AT 40 i
ARG L2135 1 2 0 R M 21 8 1 A S, A —
T HH A, TSR DNA | S5 JL R i
A B A (40 ARID1A (P53 (PTEN) K1, fi #F 5+
AL e A AR | 1 e WA A N T AT A AR 7R 22 1)
[ M4 F T EAOC 1k £ R, ES Bk #%
TEIRE SR R 2 5 ES BB R W25,
SR ML R A R P15 S ROS MM, 28
Ja G TR, B B T AN R R 46 AR
1.3 Fs A MR s HENEEMSR
FOBALIE P 4 TE ES Fl EAOC HpgfEH . EAOC
R B 3 ) 1 WL 345 A8 (B A )47 o )
A FTAIR , AT RS 235 A4 B PR TR Bs i 45 2R
EAOC [y Fh 3 2R OCCC #l OEC, HA A ]

(R LEYIRRAED) , A% F - 18 (HNF1B) /& OCCC
HAVFWEYIARED) , (HAE OEC A WIbREY) .
7E OCCC FLRIE Y ES vy ¥ HNF1B BH 44 i,
HNF1R 3= 224 A2 A b I & i A AL By 2 42
PTG A7 EE R Pt HNF1R 75 3% W] 40 il g
g ik, BRI AR O T I FLIR Y AR Rk SR
= A= 2ok 22 ROS, ITTTE -5 IR i B R A7
#o AP HNFIR IR IDE H BRI BT S 19 5 L,
AR TR A, i OEC A /) 42 18 1 38
E %K (estrogen receptor, ER) , 4341 ERa #1 ERB, 1%
TR BETEWAME" . MM EZ AR ER
Gy sh AN, BN e ik Mgt 4% (W LAk S mEAk)
BUBEIM LR 455, 16 ES 1 ERB HHEfEA &2,
Wiz&E ARk, H ERa 84K, ES H ER 19 _Li#F
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TESEAE HEJE TR A R . A FSEIA N ER JE A
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febrai' " o AN EAOC i K i WL A A5 M4 f
4% DNA 1 BEAk Al 4 % miRNA FIZLE (B
WH5E W, 78 ES FN ELE A MR Z 18], A7 2L R 2
WAL FEE . DNA H A 2 FT 35t 4% 1Y) 6 W35t 4%
Fl, RAAE CpG % H BT 5 N LM BE ) C-5 7
BRGSO DR A O T A 9 S DR
I HAaz B BA WS Ve, 5L R e R S A B T
SRR A o

1.4 B 78 EAOC MBI R ES h#fk
BT AR RE R 58 , X W AT THA L W) A v Pt
W AR AT R AR OEC FI OCCC
PR T MR 9878 4 i AR AT g2 5 ES
B ERE AL . T R £ EC R OCCC
Hr, ARIDIA 28 R £ R ARAR &, ARIDIA 3k
AR S FI R 1 ) DO BE ) 2 2% 2t ARIDLA g %€
A R, BRI, ARTDIA 5838 (I AETE A At ES 3
PR A B B AL . BT, Ishikawa 2512
R WA S e ™ 1 5 1%, R BRAE EAOC
HE R ARIDIA 28745 o 40. 0% 1) EC §133.3%
14375 W 40 a8 19 ARTDLA 1 pS3 #-AG IR 40 i 58 4%
ARIDIA 878 281 55 HA S AL [R) I & A8, MU 5 2
BRI UL 3-3iiE ( PI3K) /AKT & 42 3435 ™, PI3K/
AKT/mTOR JE M FL a1 41 i —Fi {5 558 i, w]
HEF E B AR . PI3K SRARTE MR AR A
TR AR A I DR 110 200 L 5 5 R A T RS SC B T
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AR MRS, FEAIDETE 40 Z UL BB E Y, BT
LLYUFIRE G H 1% IEAT IR IBR AR . H i
JEH EAOC (B 1 BEE 35 B, IRAB 41 21~ 2 A
PRI i B AN [R) R RO A 1 BT O A 27,
WISBWATT Al BT BT SO A AT o Xt
T EAOC, JEHEXT T A7t 25 1) OCCC, 5 B HE )
TRIT IR KA EGE EAOC [ HGE ke SR
2.1 B WA AT (anti-vascular endothelial growth
factor monoclonal antibody, VEGF) #ii{& J4¥7 VEGF
g ER B 2 T 50T B — 23677
LA D B2 6 o i S AN BA I 24 1 2 % 1 D SR
o 5T ENBERALAH L, EAOC Hh i 4 A iR+
VEGF (3235 22 T i , ML OCCC i 1+ 90% LA
TERFE T VEGE ™ o FUHT, 1 ML A 1 1
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T-#% [ 1( programmed cell death protein 1,PD-1)/F7
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