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(1 o B BSR40 R B, YRR 1100015 2 oIS RIA 32 2 bl 2 T A4
AN, A ME AN SRR, ORISR, R 110122)

1 E . MEEE 2K (estrogen receptor, ER) A& A% 52 44K S (1 HE B Al b1, 32 B DAMES SR AR 1 77 AN 3 R
TPERFE R Rk, 2 BB AT AT IR S Y RNA 250 1% . 2878, ERs /S0 3E R Rk i
TE | 5 1 B SHE A0 B SRR 4T R () R AR S R R R B E AR, REAE TR P RRE O Bl . A T AR
IR T A SR R I AR B R 7 5 JE 9w D RNA 7E ERs /- S8 TP I1EH . ERs HIEZE R DL 2 ERs
TE T8 P9 B S A6 E ) L AH G UR S itk R ik FE v (VB . A B AEE— 2D B 45 BRs AR 2E e M LAE Bid
AP N SRR R AL IR, FERTEACHT I 3 iR TT SRS SR At B 5 E IR .

KR« WERER A s P AL BRSO s BB R

hESHEE . Q74; R737.31 XHMFEE : A

Estrogen receptor-mediated transactivation in ovarian cancer

YING Tao', ZHAO Yue™*
(1 The First Clinical Department, China Medical University, Shenyang 110001, China; 2 Laboratory of Chromatin
Biology, Department of Cell Biology, Key Laboratory of Public Health of China, Department of Medical Cell Biology of
Ministry of Education, School of Life Sciences, China Medical University, Shenyang 110122, China)

Abstract: Estrogen receptor (ER) is a crucial member of the nuclear receptor superfamily, playing a significant role
in modulating the expression of target gene that can be regulated by co-regulatory factors and non-coding RNAs.
Numerous studies have revealed that ERs-mediated transactivation is associated with the development of epithelial
ovarian cancer and ovarian granulosa cell tumor, especially endometrioid ovarian cancer. Our review aims to
summarize the newly discovered roles of co-regulatory factors, non-coding RNAs and the target genes in ERs-
mediated transactivation, as well as the involvement of ERs in the progression of endometriosis to endometriosis-
associated ovarian cancer. We believe this will provide insight into understanding the pathogenesis of those ovarian
cancers and developing novel endocrine therapy strategies.
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BN S R 2 o L B AR R, B I
PE, TEHZE By bR R AR B 2 P i
o PEER - A5 MR AR I bR s AR YR A AT
NEIAIE, wldE—2 N RYE. ARG H
HROE MR O B 9%, B DN BLJE (ovarian cancer, OC),
I EIAA Z) K ShZ A 0697 T8, BUESR
P EAAREGE R Ar Mo b R M OF L (epithelial
ovarian cancer, EOC) & fi¢ 7 WL 2= A, 2
SR 90%, H X a4 i 2R (high-grade serous

ovarian cancer, HGSOC). KKK VE (low-grade serous
ovarian cancer, LGSOC). T & W EA¥ (endometrioid
ovarian cancer, ENOC). i%& 4 gtk (clear cell ovarian
cancer, CCOC) F11 %f ¥ & (mucinous ovarian cancer,

MOC). AN[RIZE MY {14 51 5L Hh B3R 5244 (estrogen
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receptor, ER) FIZ2 3 2 52 /& (progesterone receptor, PR)
A5 LA R - HGSOC = % % 3 )y ER+/PR—,
VN ER+/PR+ ; LGSOC M| EZ RPN ER+/PR+,
H IR /& ER+/PR- ; ENOC F % £ 8l y ER+/PR+ ;
MOC Fl CCOC # F= % 4 ER—/PR-", i il A 24 )
FURL 4N M998 (granulosa cell tumor, GCT) J& T &4 1)
PEZ - [BIR, B W K MR R

— IR XT 2 933 {51 B S A I KRR FT K
I, £ HGSOC. LGSOC #il ENOC ', ER [ 5% FH
PR IE (BRI RZ e i = 50%) 20 1) 5 60% 71%
H160%, =T MOC A1 CCOC H11) 16% F1 14%,
XN, ER MESMERENGT S 7T AF LRGN
BRMIRES K. —IERESP R, B2 MR
R EABIT 42 J5 1 Lo e SR OP SR I AU 2
B0,  H %5 LGSOC A ENOCY, R4 ix sk g
S P AR IR MR B 5 S, AR ERR
ITIHBCR AL e e R, 2 ARSI 7T
7~ T ERs /T R R R IA W8T 5 3)) PIBK/AKT.
MAPK. NF-kB %15 518 #%, 5201 EOC 20 i & 1
W AR b B B SE EEAT N, IR EZ
B4 BT AR ES RNA 250114 1, K,
AT ERs 7E IR R O S8 w4 A Tt
AT, HEANASSEBRATTE T PAER
U LA S ERs £E T 5 P S AL ) HAH OGO B
Jeer 1t FE LR Hh B FH I BB I T
1 ERs

ERs F 25 R « ML 24 (nER) AR
PE % & (MER). 28 #4524 XL AL 45 ERo A1 ERB P
AR, 435 B ESRI A ESR2 3 [K 4 %, ERo Al
ERP A A LRSI - (1) A/B S5k, WAhRk A
3 iR K Ui 35k (NH2-terminal domain, NTD), &
—MECAR AR I D REVE L X (activation function 1,
AF-1); 2) C [X, H DNA 2415k (DNA-binding domain,
DBD), 5 DNA b HIfEFE =N IT (estrogen response
element, ERE) 454 ; (3) D X, &4%IX (hinge region),
EECKXEEIKX, R SHEEAYE:(4) EF X,
W4 R O R B OK I I 4K 45 & 380 (COOH-terminal
ligand-binding domain, LBD), PN £ Fo A 44 i () 4% 5
% X (activation function 2, AF-2), 5 5 M 245
B REBE S DR e o 1

FH TS 4 5 A 1) B AR e e M B R I R
ERo A1 ERB #J/74E 1A (K 1). ERo 57414
& ERa46. ERa36 2. ERo46 G = AF-1 &5 #4 i5.,

ER036 ANMUEK T AF-1 X3, £ AF-2 X[ 138
AN EHE R O R S )y A ECAR . ERB U
ERBI~5 AR, AR5 SR .

mER = EZ A5 G 8 B A K B MR 214 (G
protein-coupled estrogen receptor, GPER). Gog-ER.
ER-X DA R A% S AR A J 57 o 34 R TR 8L 22 1Y)
j& GPER1, H XK GPR30. fEANMAIN G & (A 1H
B2 AR R B, GPER HH 7 NP5 T a- B2 X
4 AN BRT 4 A g B AL 1Y

LAk, MERER A 2K (estrogen-related receptor,
ERRs) t2 — K JE T2 B X RN E B 0T
£ 4% ERRa.. ERRB #1 ERRy = F Z 7. #. ERRs
PAAMER A8 T WMEOR 45 & 007 UORFE T RE, FAE 9K
JLBEARS Hofth o34 B F R AP R R ik 11

2 ERsTSFHERFEFTIEHF N

ERs /i3 [ 5 K F ik 77 U AT 43 B3R R AH A
. R AER . mER /SR 5@ B AE A
B A SRR o

B E R AR 2 M R 5 4 L ERs 24567
LR, O IR SR AR D\ T e B B AR A
H¥EIL N5 3 F L ERE 454, Mm% S 403 4]
c-myc. GREBI1. TFF1 %5 () %% 5% fgi i 7, Ja)
SR AHAE 2 BT B L R 5k =2 ERE, S EUH
s 0L H 2 B ERa AL ERP B R4, 10 A& [A] 4%
JHId AP-1 (activator protein-1) F1 SP-1 (stimulating protein-1)
Sl R TR 1Y

fE FiR i R, ERs RESHH S RN 1. &
WL A% A O 1 1l AN G (5 J57 25 98 DR 1 55 B U 1 A
T (co-regulators), EA1IHIL HES 5 FIKF 1
A 4% Bl O AR R R ) X ) 4H B BB A K
KA. WEIEH AN, HBR R EnT
53 R F WG BT (co-activators) A 411 il K] -1 (co-
repressors). I A F- U1 CBP/p300. PELP1. BAPI1S.
MYSM1 450X} ERs (1) i ek (e e R, ik
14 ) 7 21 SMRT. NCOR1, BRCAT1 48 i 2 411 1
ﬂiﬁﬁ [17, 19-20]0

mER /- $ {5 5 @B /E A, 7 i GPER 8%
AR B o s U 9l fn, GPER Y MR
G- BfRBE G, iEAEN GEH, 8
GoPy 55, A0S S RN 5 1, B3
YU IS AR S 2046, 18T PBK. cAMP,
MAPK Fil IP3-Ca®" %515 51 it 2 FE AR 1 A ik [R 4
AN B
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NTD/AF-1 DBD Hinge LBD/AF-2
ERo  NH2- A/B c D EIF -COOH  66kDa
1 184 263 302 595
ERo-46 NH2- c D E/F -COOH  46kDa
{ 411
ER0-36  NH2- (o] D EIF -COOH 36kDa
1 373
NTD/AF-1 DBD  Hinge LBD/AF-2
r 1T L — 1
ERp1  NH2- AB (03 D EIF -COOH 59kDa
1 149 214 248 530
ERp2 NH2- AIB C D E/F -COOH 55kDa
1 495
ERB3 NH2- AB c D EIF -COOH 56kDa
1 513
ERp4 NH2- A/IB C D E/F -COOH 54kDa
1 481
ERpS NH2- A/IB (o3 D E/F -COOH 53kDa

1 472

ERGAIERPEA I 4 H94%: A/BIX (NTD/AF-1). CIX (DBD). DIX (Hinge)fIE/FIX(LBD/AF-2). ERaf77EER046. ER036%
SRR, ERBHERBI~SILFIEAY, 2 MR A i dsk(NH2-terminal domain, NTD); 4 A4 i (1) Th A 7% 4k [X (activation function 1,
AF-1); DNA%i 41 (DNA-binding domain, DBD); #f# 3%  I JG /4 (estrogen response element, ERE); 4244 X (hinge region);
F A AL A4 45 A 13 (COOH-terminal ligand-binding domain, LBD);  Fit A% 451 /) % 538135 [X (activation function 2, AF-2).

[El1 EReFIERBXN H R AL REE

B AR IS R S — PO T 3 ERsTEINER P RIEFER
i ER e BRI, e A KHE 55,
e S =R IR -1 (IGE-1) MR A B T ERa 7£ ENOC. HGSOC. LGSOC #il GCT
(EGF), vl it i RAS-MAPK SRR, AEER Y g e sh i 26 MOC Al CCOC ot 2 {15 22 1% 2,
AF-1 ZE 3k b 25 118 7 2 W iR FL WAk, M 5 IR S5 Ra b, SRR A 1 ERo S5 52 | T
ﬁ@i%ﬁ%/ﬁ%ﬁ%ﬁ%iﬁﬁ [22]0 ffﬁéiﬂﬁ@bﬁ EF' E/‘] ERo. ?%Ji% EIAF l% [25]0 ERa fl\%"‘ 4
SER RO HIITCIE I T ERs B L8NR8 e g3 g g e o 2 (R D+ ERa PTIm3: 1-
ERo (1 LBD DCBUAFAE SURAS, BERMIRARNIL o gos | comye 250584 4 103EE, (23 EOC 41
PSS SO, TR RS ST s . ERa 773858 WA B-cadherin A1 11 Snail.
i RIS ™o Xu 85 PRI IOFT  Siug fydeik, {23 BOC 48 M KT RS A b % - R
FeR B, ERa R —FiARZ M RNA S5 FT, geqp (BMTY™, JLAh, SHIEE ERo36 5 5L AT
A #% UPR (unfolded protein response) B #H XBP1 (i AIBE R 4536, (ELTE U 54385 v 1 S FF JE AR 2
mRNA [ BB 72, HR TR B EE W g @,
eIFAG2 fil MCL1 mRNA 181, XL IGENIH 3.2 ERB
AR O S P SRR AL TR T A BT A7 7E e #1480 $%, ERB H A ERBI~ERBS

3.1 ERa
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TR, Hord ERBL A2ME—HAT 52 B IhRER T,
REfp BB iR ™. Rk, HATJF R ERB
ARSI EE0 5 ERB1. ERP2~ERPS 7£ LBD
SO LB, TR EES ARE, HEES
ERB1 il 5 V5 S AA, M B R DA 6t e 4k 1)
AT ™ ERB3 NER I HRIL.

7EIEH B AL, ERPl &K FEERIL, I
I 5 O 5L P Re )k T 32 Tk D . ERBI #A R
BA MRS, nl BN S T4 f e 1=
ZE A EMT, RREgu T, 4y i 25 1
FUIRE 5 KR 19 A B, ERBL G4 SKOV3 41 iy
FIAKFNE 17, FRIE IS caspase 3/7 DL AR 140
RS E BRI 2 R BRI S 0, 5 AT B,

5 ERB1 (4IHIE A, ERB2 Fl ERBS 7P
B rp ] RO B AR A FR B IE . 4
Wl J27E HGSOC , ERP2 7E40 i vh i % ik, If
5 AR AT AT TR 24 1 2 DA 5% B2 ERPB2
RE 2 h 0 40 PR B 3B R 112 2%, I Tk 7 28 A4
H1 5 BAD Z5 ArmidmalE T B ERBS MIET #E
FAK/c-src il %, {23 ES-2 I OVAC420 5P &1 9% 48
MRS . RZEAEIE P,
3.3 ERRs

ERRs 7E % KB 1 U §e P AR B 3RIA . w3k
1) ERRB A1 ERRy {5 35 B AR A P O S A8 2 1Y) A
AEAEH, H ERRy 2% KM B OS BT 1l J5 Fr
E . 1E HOR910 4l /2 +f, ERRa A345% EMT,
it EOC 18 28 ff g B,

4 ERsNSEFEFHRIFIEEIIEREFHER

4.1 EVI1

SEREMEI EEEE A7 15 1 (ecotropic viral integration
site-1, EVI1) Jf&—Fh S0 i s 81 . 2021 4F 1 —
THE 7R F T EVIL £ HGSOC W (g /E T, H5 512
HEMMERGETHIHRR. ZHFR KN, EVI
#£ HGSOC s Al 23k 1 B ] varik 30% 5 SR
B, EVIL A /E N ERa B9 JL 305 T, 158
ERa /3 (UMERCRAE 5 T, (2t O 50 40 i f 1
B RS AR A K P
4.2 BP-1

2,4- — ¥2 H = % Wi (2,4-Dihydroxybenzop-
henone, BP-1) J& —FA7EAE TN A4 B 7= i o R8T %
59, FIEAR N BERUIE BN 70 U 3 BL AR i B i)
1, BP-1 Ali#Id ERa /- 3H0fE55@8%, {2k BG-1
G Sy 40 M AR, B4 E 8 eyelin D1 RIS,

TR EE SRR AR /IS B (1 g A K B B T R B
BP-1 j& ERa (3L HGE A T, 75 ERa FUAA 4 &35
LBD &€ 45 &, M 2 p-catenin #E N 41 Jg %,
5| & Wnt/B-catenin {55 5 il i 1) 7 ¥ 35 40, IRt
SKOV3 Z4Hfffy s, iL4%. {Z2&M EMT ",
43 DOTIL

2 i R PT BR T #6 4K 1 (disruptor of telomeric
silencing-1-like, DOT1L) #& — Fh 4 & 1 H JL % £%
B, IR TR AL 2 R T HB AR 79 AR R
(H3K79) KA B AL, R0 A = F A B,
DOTIL & 4 78 7. Hi g th B UE 55 2 ERo (1 3L 0% B
T, EriE PR SRR B TURAS, E3E ERa 45
ERRBE IR B TR BT BEJS, Salvati 25
FE SR E O S A0 i B E 52 T ERo R R0 1
o ABMTEIRTTEHR AL, 2446 P 5 L7740 1] ERo Al
(5¢) DOTIL B, JEB 55/ H3K79me2 1 H3K4me3
PG P sebrid 22982, N A4S ESR1 EKFE A
22 T L RE DR A 208, AT R I g i 20 i 185 5 B
o0 s, TR T R OB R ) i
ERo L3 75 Bl 7 1 77 ¥ W] BELAG ERa {5 556, JF
FEAI ERou 7K, BVE AT O 90 AL s N 70 WA 6 T T
TRt 245 T G 53988 P4 23 WA VR T R AN B BRI T B AL
44 KDMIA

20 B R R R S I 2 TR AL 1A (lysine-
specific histone demethylase 1A, KDM1A/LSD1) f&—
T AEAZ R, W2 3R B 13 A 5 DU A i
P2 (H3K4) A JUA AR (H3K9) A AE 25 A Bl
2 T34, KDMIA ARy 2 [ B iR 2 R 1) 3
WA, thBhAEE ERa MU Z 2R T 15 A
£k B, W5 R B, KDMIA 1E §F S5 & — Fh
ERP B34l R, wPHAS ERB RIEMIEIEH . 24
K& N H KDMIA #1175 1 ERB 5 71 i, w] 3
ARSI B EARSCAL E AR G 9 ERP ok
WP, SUR ST A E A EMT AH O
R RIS, B U0 SR AN &R i AR 286 ),
A P S N B AL g AR T R, A
FA e 0 J5AS 10 245 W) BV RE % Z5 0T IS DT ER 1Y) ERB R
i, BET ARy — R TEE SR K o R i 555 S5 2451
4.5 JERAIRNA

JE4utS RNA (non-coding RNA, ncRNA) & —K
FH 5 D] 26 % S5 T 1 A 4 B 2 15 RNA 731,
FEEAFERUN RNA (microRNAs, miRNAs). K4 4E
4mfi RNA (long noncoding RNAs, IncRNAs) %5, ncRNA
AL I R | e 5 T T SR R R A R AL,
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3t B AN 5P S A OCHE R 3Rk, B RIe YT
ENEESSULE SEAOIEW N AR

He %5 ) % 9L, miR-26b A #L[a) ESRI ) 3'UTR,
] ESRI FE K % 3% ERa, M 474 SKOV3 b i
958 2 I 1 A2 KR EMT. Qi %5 " B 5C R I, E2 1]
It ERa /1 5 B 2 B % 5% E i TCO101441, Il
it CDK4. CDK6 1 cyclin D1 123 EOC ZH il 38 5 .
DR L] e M 25 4%, TC0101441 XA FR A MR R
#S KA IR RNA-1 (EIncRNA1). 7E EOC
ncRNA 5 ERs J& 7] DL E AH I8 15 /) « ERs 1] BAAC {4
a7 3, 4% ncRNA 1314 5 M1, ncRNA
0] DL 4% ERs (1) 1k DL A 5 1 2k TR 3k 1
. BT ncRNAs A DAAFEFE T3 MR RN PR VR 55
W, JF BIERE TR R R TR A,
SE BRI SR 2 W AN T T R AR ) AR A

5 ERSIFHZER TR R E IR ERE P RBEER

5.1 GREBI

GREB]I (growth regulation by estrogen in breast
cancer 1) #& ERa IR, HFRIA/KTFHfi# ERa
HIaE G . #8171, WA B3R GREBI /2 ERa
(LT IR, ELAE U9 S R B AT A
Hodgkinson 25 ™ Wf 5t K B, #il%: GREBI L[ Gt &
K O S 4H MRS A /)N R A7 TS IS [R] 5 GREBI W]
et B an M s AT B R 1, HES S
Colla2 ( Zwhth i Jd 8 (1 1 2% ) A OC I [a] 78 R L 45
A% . GREBI {E ERa FH % ) IF % 2 P A8 B 3 4H 21
hBERIK, JEAAERIBNE. 75 BRI R T
YN ELE R ILH ESRI A1 GREBI JLFIFHYE . £ 51
SFRURLZH i b Jeg R BIE T K I, ERo Rl B
GREBI 215 KAt hRg a4 ™,
5.2 RAD5I

RADSI j&—Fh[EJR E HEE (homologous recom-
bination repair, HRR) &K, & 465 1) 85 )i & HRR
HHOCEEI H AN, He e RN 24 L 4E DNA, I
¥ H 5 R B AEE DNA BLXE, MRS 12 5 DNA
WU W 2R Y. Rk, BT R R F RADST K
A 7K R B HRR AL D RS . Hao %5 ™ )
WL R I, RADSI 5 ERa /i 5 3 A 0k 1) R Ui
HA, JFH ERa AlIEIE AP-1 /3RS dus 31
SEALAMEIR 7 CtBP, EZAEH T RADS1 EiEHI A
B, $i RADST H)FRIK T 7 E HRR (1) D) RE G ;
[FIR, 1Zid IR 55 7 EOC 41 B 46 77 25 W i 5
JEE ™, xR R, B DNA 45518 52 ML B g

&3 BOC [ 1 J&, (H AL~ th m] i ook o 38 3% 52 i)
HRR ALl 11 364 56 b 98 ) A0 7 R0
5.3 PTEN

PTEN (phosphatase and tensin homologue deleted
on chromosome ten) f& — Fi il L K], HFRIEZY)
PTEN % [ v] i i PI3K 3@ #% 1 T 4 fu MG vl . 1T 7%
MAFTE . ELAERBEF T, PTEN FERI 6k O 4%
NN B I R R R 2 —, Hizskk S
HGSOC 1 CCOC ZHZ iz 2 A [ R IBAFAE A K
P ™. Li % U R g B8 T8 5 ER Z IRl
HRKAR - M EIEN ERa /5 138 1 (5K PTEN
FikoKF, Bt GPR30-PKC =JF 35 P 41 i % ik i
1L PTEN % [, 3% PI3K/AKT/mTOR 15 5 i i,
NI AR 22 P 4 L S AR A% J B B8 1) A e
54 FOXL2

FUIRIZE / Xk S F 2 (winged-helix/forkhead
transcription factor 2, FOXL2) i T A Je ik 323,
J& T Sk B N T KRR — A, 2 ERPB HER
SRR R . I 95% B GCT A a] A i )
FOXL2 A%, H AW RN % T e 1) vt e
WE oy W A OC M. W 25 BT AR N B SO R
JHRT A i & KGN A (B 9 4 1 e d i 2
PRSI FOXL2 A FHAE#ER T2 B « K5
B MEFCR Tl ERP A T 9 FE R 3R 0A IR FOXL2
mRNA FlE HFIA, 0 caspase 3 il PTEN mRNA
Foak, AR R A T s T —E
HEINF) FOXL2 3R] ERER /51 GPR30-PKC 15
SIE MR .

6 ERs7EF SRRSO X IR E R P RIER

H ATIAT I 7 A 20 B Lk s, CCOC A
ENOC /& ¥ 5 P4 i 57 {57 A AH 5< B 5196 (endometriosis-
associated ovarian cancer, EAOC)™™*, I\ Jy 3
RAZ . RMIEALAS S GP AR5 5] & 1) MBI
ERs {5 5 e, & FEF 5 WIE R AE ) P 5§
AR RIS AENLH o

— I T N PR B AT R R IR S T
CCOC H1 ER. PR R{3KiL, HHWHEZE ; i ENOC
1 ER. PR B&EKIE, KRBFFERN, FEHEH
KT E W . i — B st R M, CCOC
ESRI R:[H 8 31 5 B W &AL, H ERa ALHAH G
FESH R 4540 55 (1 FOXA1/2 Fl1 GATA3) t#R 5&
P v 1) FR 34k 5 1 ENOC H ERo 45 & 7 250 1 H
FAIKE AR, 512K ERa {5 5 (1 BE B0
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F—%, CCOC Fl ENOC 1 RNA HIZRIEE L5515
TEH T8 A IEAE A 20 AR o il S AN B84 0 A AL B,
X R AT AT B IR TS [R] FH0  B N RR E
ML, A, 4-OH-E2 S5 B3 MEMER R AP nl 84
DNA 1% SR 48, N ERs 7] fE 2B A 51 45 5
£ DNA I, M0 DNA #5345 f198 48 ; B2 ib )
W ERP i S A A RE B, FE LSS 4l 1 77 X
35 45 AR 1A 1 B 4l i BV He %5 B [ 78 R 30,
T B A RS ARE A1 EAOC R R4 1) miR-148a A
FAA Bax/Bel-2 HUAE A caspase3/9 §i5 4, 11 HLA-G
HEARIA, eSS, MEE T, Am Rk gy
H B NIRRT AN T B P S O SR R AR R
7 SIERBRIAS AT

EFXF ERs 5 5@ B (1 9 - BT, BE)TIZ B
T ERa FHYE R FLIRE G YT o R oI R
29 ELHE « JF B BRI G (ALs), 0>k b el e
Tk ) O A A R AR M R KT s B R
SZARIAFT] (SERMs), Qnfih 58 25 il SR 55 4
T ERs 1IFES%, I RIEREPUER § e
R AR B AR5 (SERDs), W44 w) Al il i 45 4
BELWT I B& /% ERs, 5Bl ERs 15 5 (K5 305 &,

TEYN B, G WA ILVRIT AT ST ERs &
KA LGSOC G1 2% ENOC bA K & K 51 g,

r-----=-=-=-=- |
co-activators: EVI1. BP-1. DOT1L...H

ﬂ co-repressors: CtBP...

co-regulators

ERa ERa |-—/
|L ERE )ﬂTargetgene)'[l

GREB1. PTEN. RAD51. TC0101441...

co-regulators

ERB ERB

|L ERE /ﬂTarget gene)'[l

FOXL2...

EHBCRER — B HATRE . T X ERs 7290 51E
AR PRI 4T, IO RTRES BLR LR R R 5%
(1) ERs i % 55 HARAE 5 38 B 2 18 A4 A2 B2 22 B
PER,  $0if— Mo i IF AN BE 58 20 BRI+ ERs 1)
PR o (2) A N S A 7L e R 15 ERa AT
ERB, HiH 1IN ERa eI, ERBEME(E
HY, (HAE SN 5L o ERB HIME AP RO 2L, (A,
il P9 i i6 T7 AT RE = FEAK ERB AOIIEESE T, AT
S ECER X IR SR R T RCR AN . (3) IR S L
BRI ERs RSB AT 7 PEAFAE 2 5, IX R SE
1 ERs £ AR 50 2 D ) 3 1 B A AR AT AS
R 2,

8 HiESRZE

S [E] T 3T 4E SR ERs 15 538 1 7E OF £
VEH BB 7O . ERs 7£ GCT Al ENOC. HGSOC
% EOC KM F i MEEM, HNFF 8 RN
JiE 1] EAOC 545, {H & K %, ERs 5 ENOC
Z AR R, EHRESRETHEE RN
ZO . FR, ASCERETHBIATE TS
JE4miS RNA 7E ERs /5 1R R R I8 i o E A,
DA Bz H S35 % 6 0 R R 0 S S X 28 ([ 2)0 3K
BERIE SN A BT St TR ORI R A R AN
FEVANLE, o O S0 0 TS AR TT SRR TR 5

ERa: Promote the Proliferation,

> Migration and EMT of OC

ERB1 : Inhibit the Progression of OC

—> ERB2. 5 : Promote the Progression of OC

Z K45 T ERaATERBAE B Sje v AR L], A6 S 5 5 P 0 B R 19 X 1 (co-regulator). ARZ IS RNA LUK T i 28
B R IE A o il B R 5 LR AR A AN TR) 23 3L TR (co-activator) A LA K] 1 (co-repressor) o
E2 ERsfr SHVERFRIAEIEAINE R H1ER B
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AR AKYE . BARAFISEAY 1) 50§ o ERs ik
TG OAFAE R 2 R, HOH N 73 1 HLH] & A [E],
{EUIX A A O B398 RS A AN R A R T R AR T R
B,

ESFEEMZ, 4R A+ ERs RE RS
SEBRIG R B I DU AR 22 e, RO SEES Bt 9 1) 7
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