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H By, 4 58 & 409 9% ( reproductive system diseases,
RSD) & 28 1A 2 1 A T i T 1) B i [N . B R
W TAERRBNRA , R BLAFH R Geam M A 38 5 5 o0 fk 2k
iy 25 RSD ME ZHLH . A OF9ERM G R mEk
& 30 ( G protein coupled receptor 30, GPR30) /3 Kz 4= <
[H 732 {4 ( epithelial growth factor receptor, EGFR) 1553
BE Y5 SR A M S T S AL S AR 2 Thg, R
GPR30/EGFR {5538 % Al REZNA RSD (3R , 4 SR X
GPR30/EGFR {5 538 BT 4 B HH O AR — T E 40 A

1 GEHBRIZAIVRELERKETZFRESHE
FE BRI S E R

MR T R R G M E R B
T2, B Z 32K o (estrogen receptor, ERa ) I 324 B
(estrogen receptor, ERB ) 2 M {8 28 25 ML 2 (A () i i 32 3
A W R T R IMR 2 A, 52 G T 240 5% 0 4
BN, MR AMMEE ERe fl ERB & 45 5 1E4S
B, TEG B T R B BR80T 7 A A B 1Y
HEWERON O BRI S . MER R B A — A K
i ERo 1 KRB 9 TR I 28 SURE (R L300, A S i 2
FR) e — T 37 T 400 M JE b A B 25 M 98 R 32 {A——GPR30
AFN MK S GPR30 4 T &AM RIELS G, T
LA i GPR30/EGFR {7 51 B 75 HORD A 7= A 2f H1L R 2
BB . GPR30/EGFR {553 9 B0 43 F L B4
GPR30, EGFR | & 43 24 J5 i {1k 1¥) 25 & ¥ B8 ( mitogen-
activated protein kinases, MAPK ) | # 5 Mt L BE-3-38 i

[ TZEHS]11674-4020(2021)10-033-06

( phosphoinositide 3-kinase , PI3K ) K 22 42 {2/ 75 & BR 3 B
( serine/threonine kinase, Akt) ,
L1 GEAMBKZE 30 BEAZHHIE

N1 GPR30 4y TR T3 ik 7p22.3 F,
4 NSRRI R S Y, AR B 4505 A 375 M EAE R
¥ RN 40K ~50KDa,, @i g K PE T, 45 R
7 GPR30 77 FHA 7 WEEH KK, BT G HEHM
BB N Z AR R — 0, BRI 5H 6 MR AL
A 40 I N AR Rk, IS 20 ~ 26 A SR AR AR Ak A1
%' GPR30 4 F7E AMAMI 28 B 2B 0 H RikR
A, FINERE FE ORI S, YHESMERSS
[T P A R e R AL, RS MR S i T 5
MG R, WG T A R R ME 5 7% SR AR, 7= A A L
H R
1.2 REARKETZERERSHMINEE

EGFR 73+ 1) 4t S B F LAk 7pl12 |, ER—
il 1186 A2 HL AR 2 A rr) 32 1A 5 s 2 2 s TS 2 1
EGFR 73 &% 8 1 & i MR B9 43 7, 5Kk
R EZE AL EGFR/ErbB1 ( HER1 ) |, ErbB2 ( HER2) |
ErbB3 ( HER3) #1 ExbB4( HER4 ) , iX 4 4y 0] LA H
TR 28 F Rl IR ok S 08 — R ik, Hp B Rk 2
ExbB2 , & 097> FAH AL & B IR SS 5 38, ILIR AT
FE] LA B HEEOE B W BC AR, {8 EbB2 E1JE I H fth s TIE
BRE Bk T, EGFR T SR KA KR
F (epithelial growth factor, EGF) GEAFZH 5 -G F K 4K
Bl F ( heparin-binding EGF-like growth factor, HB-EGF) |
XL 2 [ ( amphiregulin, AR ) 2 11 #pEd R4 TH45 S,
TE R ) 3 R 3R A BB S R AR R S U IR S R IR S



« 34 . CHINESE JOURNAL OF FAMILY PLANNING & GYNECOTOKOLOGY Volume 13 Number 10 2021

1%F = #5 % ( adenosine triphosphate , ATP) #8454, i€ #F
L P S R G X P AL AR i 5 T T 2 R Al
FROBTS ,B5 2E 1 5 AT A b B A
1.3 #BFEAEARERGEHERSHMIIE

MAPK &3 8 i 77 7€ 10 L 30 27 40 i 1 1) 22
PN, B R B BR AL A s ¥ 05 P/L-X-T/S-P, MAPK
EFA0 5 A B S0 R 5 R A 1 (extracellular signal-
regulated kinase 1 ,ERK1) F1 2, C-Jun N ¥ {8 B/ K 14 15
A3 H ¥ B ( c-jun n-terminal kinase 1-3/stress activated
protein kinases, JNK 1-3/SAPK) ,p38 isoforms( p38) Fl 4l
MLAME S B T 5 (extracellular signal-regulated kinase
5,ERK 5) , R/ FRKEAE ,MAPK {555 T8 I
EZ YA Ras/ERK {5 S0l #% INK {5 0 E5 p38 17
Sk, Hooh ERK {5558 g 32 A S AR I A S
T | 2 B 0 B S F T 55 5 2 9% 7 3805 48 RSS2 AT
%, MAPK {5 S5H ol LA K T R0 R E 1 %
PRI BT R8T L T 5| e 02 06 B i, e J T 5l
Ao I Ak A PR A A S P AN R ) DA B A R S
ZR0RY) , LA R S T L oA R TS TR DA e
AP SR -y 223 kel (32 R
1.4 BEASWEALRE-3-B R/ 22 &R/ 7 BRI B A 4
HHIZhEE

A Ay D i PR TR P Y — B, PISKC S — e 4 ff o 1Y)
BENEERLEL S A . PBK th—> pl10 fEALIE SN HI—
p85 I M B A7 26 AR, PR 0 A X 4 T R 4 ) O
110kDa Fl 85kDa, 110 FAT 85 e AL SS 1 A1 2 A
TG, AR I JOT I M ) R S A [ R A
OV 483 FlE B SHURAE 2R S AT, AT A
Wi PBK 201, 5 & AR R B NS BELEE 4 .5-— R R
( phosphatidylinositol 4 5-bisphosphate , PIP2 ) {fi {k, 4% 25 Sy
AN B VLA 3 .4 5-— B B2 ( phosphatidylinositol 3 4 5-
trisphosphate , PIP3) . PIP3 J&—Fh 4l i Py 38 21 58 — {5
i, 2 540 T i L m L BE s

Akt J2& PI3K {5538 #% B liF— 1> 55 %A 3000 2+ 4
o AR 4T R Ol 60kDa, SRR N B 1 3 & B ( protein
kinase B,PKB) . 7ENFL3h4 0 411 P, Ake 25 1 205
& Aktl/PKBa , Aki2/PKBB , Aki3/PKBy 3t 3 F iy #,
BRI F RSB E, BRI RS a4
80% )[R I5E , IF HAESS 9 LA 3 AR ZhEEX,
33 R B AR Y LD AR - A C s iR [R]
ZEH I, ( pleckstrin homology domain, PHD) | FR.Cs i 1k &5
i FTREARITATT X, EOREATEAEY
40 A GAEETRFF 3, 551 eb 4 A B B 1 RO Y R R
fiE. X Ser124 71 Thed50 BEER LR Akt 5221k
FRLDA 20 254 , PO R BR fk mT LA S IR K R, )2 &
UM ) S ok 55 G s 0 T 5 2 e A B
2O

2 CGEHBEBEZENXREEKEFZEESIE
B HY R T AL
2.1 CERAMBRZE/REEREFZE/ ZLFEL
E AW E S A AT AL

WERR SR E IR T [R) GPR30 Jp T & A R
5a ), T RIS S0 THURIET G EE . G G
mEAE A TR AR S EE B H — % B2 ( guanosine
diphosphate , GDP) 32 # i, & M2 W5 4% 11 = B R ( guanosine
triphosphate, GTP) , 25 GTP 51 GRy B (A
Ga A (Ga) WHENFFE . HFE THM S Gy =K
{An] LA & il Sre 06 8% 2R #§ ( sarcoma family
tyrosine kinases,SFKs) A5 kit #2 , dF i e 1F Sre A
RS 317 {3 i 2R Sl Bk i B AR Ak, J5 25 T LA A1
4x J@ 4 1 ¥ ( matrix metallo proteinase, MMP) , 17 #% 3 7%
f) MMP 0] LA U] #) B 38 25 & 1 3% B2 4 4 B 5 (heparin-
binding EGF-like growth factor, HB-EGF ) , {/ {i H: M 41 Jii
R A . BB HB-EGF ] 1 Ay it i i o
G EGFR i HJE fl e I 4, B EGFR k4 A &
Gt 5 ATP RAFE RIS RE LT, P UG
MAPK #%i, Z )5l ERK 737 i& 1% E i RN T c-fos
PRI, T4 A R A2 Hh bR ik DR ) 80 . 1263 S ) R
W AT S o 0 T S A B E B, B G REAER
R,
2.2 CEAMBZE0/REAKETFZE/BIEHIN
-3 R 5 58 B B B B

1) EGFR S — 2R {ABR 1 i MAPK iR 12 &
PV Z A0 ] LAFI ] PI3K 23 & 42 5 i 40 il A 2
3. EGFR iR —RMM it #S PI3K 4> T & PIP3
TEZR MRS b 3RAE , B EAT B R 20 M B
FfY PKB/ Akt 38 7 PH 25 #5) 380 55 48 21 I8 15 E 35 1k
AR Ak XA B2 B —E AR & BB v B A B R AE
LR — A (NO) 742 5 s: T
{2 A AR B, SR 1T EGFR A sz AL & GPR30
5 PBK JSAL AR o Bl 640 T HLA BF 55 A9 IR
A, ZBTEALA) EGFR S8 — S A th mT DA sh 51 20 i 4 i
B Ca™" LA Ca™ " WA S 2 5B 5 R R

3 GEABBREERIVREERKEFZEESE
XA T R R 52
3.1 GCEAMBKZAI/ERERKEFRZEGSER
LI

G B2 M 2l 4y A P A 0 R L B SRR
— XN, TR BN R F BT R B, & R
SR AP R 240 0 S 40 M ) 400 R SR A AR R KRR
GPR30 43, 3F FLH 3 1K i 72 32 e P BRSO A9 915 5 24
B P63 B GPR30 R Z R /D BB 4 5 B L TG v
8, BB GPR30/EGEFR {5 Sl Bl fE2 5 T € RlA 3%
R A AR o R MOV L S e B LI



AT RIAPAE 20214 H13% 10

OB B R A T U SR Y, 22 5 e B A
BRI (L) . MHLRSE AT HIG R
BE | FE R E A A B E (luteinizing hormone, LH ) Y4
TR, U 3 P gl BEL I A G 20 A R A A A R
Fan %V 26T 5 20 LB B ROWT 52 7, 2k LGRS ob JB0RL 20
ML MAPK {5 558 i 5 TR PER SR iy L B oh ik,
VAL T B A0 B Y AN HE B B AR . AR G, RS
6 I BA BB 7 8 A /D B ERK1/2 32, 2 )5 & FLI 26
/N B OB 240 B S 4 SR S HE U S A o R I AT A
FRCHRE . 2R ) 4 A B R 2 e A 4y
FEHA 7T, IESE GPR30/EGFR {7 5l B2 5 T 4EHF
FLah ¥ BETh (1 R 40 M 0 A o) SR BHLU ¥ R T o R
SRTTILEARAL AT B . 1 B0 Bt ], B9 &
il GPR30/EGIR {5 5 i I ££ M — % ( estradiol , I, ) 7] &
TiGtbls, &5 & MAPK BB 09 iE & 1 43
(connexin 43,CX 43) Bk, FH IR LFENERE S
RS W% B R T B, AT IR T 1L 3 R 20 B i 4
ZA0 A4 L AR SRS sh i) BRHLHE T — IR A
s,
3.2 CEABBEZEKIV/ERERETFZEESEE
5FH

TEHE N LT EAZMBEFRILO ST,
GPR30/EGFR {5538 B 16 T & (19 & B MO RE{E A+ &
BT+ EEMEM. Dennis %" il GPR30 &£k
Weahl (G-1) b B/ B, 45 3 B 7R S2 30/ B 8 Y I
B e A R B AR s A X e SR,
GPR30 L EEMEAN 77 ( G-15) AbF /N, 45 5R R B 50 /1y
FRA 5 AL b B Y4 )RR AR T 50% , 1% 5 ik A
T GPR30/EGFR {5 51025 T MM BB /DR TE
PR bR AR A 2RO . T EERNZERILA
B, FEEZERIE 785 WA 21T R 07, i Ht
DA R AR AT B BB AG BE J) . Dymara-Konopka''™ fif 5% %
MAEMMENS T, BIE ) GPR30/EGFR {5 58 i vf
Phil it PIBK-Akt i ek NO 895 . NO E—Fpil &
EFkeFR], AT LA o 3R Y e 280 R R A AR L o B B
RN A SR AN IR T A ) S A PR, AR ARG A
MG R s S T RS T EEMER .
A AT P4 T GPR30/EGFR 5538 & A NO Sh 4 5ok
EFIKTE NS, (23T 5 v R SR E /D 30 Bk 0 T 5 A
A BETFENBEMBEASRE, R TFENENEZ
o Feng 557 % i 3% 12 40 M tE 47 9F 98, R BT G-1
Bi% GPR30/EGFR {5538 B , BRAE I8 (b (- 1532 77 2 40
(R RETE 2 ZEHE ), Rt T LA 400 460 00 7% 40 i £ R 0, i it
JRHGHE A, SR G IR ES Ry o
3.3 GHEAMBZE0/REEKETRZERSHE
5tk

Yu % G-15 AbTRERUR/NRAY ARG , 25 58 % 5L
HAEE S 75 BERYSE M D A B3 T, B0 /N LA R

£ 35 »

R R, H T A4S 2598 : GPR30/EGFR {55 3 %
A5 11 R 2 R AN T RE R e T/ R FR R R
Zhang % TR JG L W FE 42 B, GPR30/ECFR {553
HANRIEREEF W EE SAEEREAMNRE
AX. FEVTLLETHBAESREE RSB KX
A /N BN TE 75 PN P (RS 1 3 R, DT 1839 AR i
AT IR, FEIEFTRY, EFRERHREEERAT
BNEAER, BRI SRR LY K EFEY
K. EESFHBE T LR S, MPIr B 2 ik e
8/ HMG-2 (B cell lymphoma/leukemia-2 , Bel-2 ) T H £
5T i a5 - 00 TS A A UR T R . BT R T
B B G-1 REOE B FR 40PN GPR30/EGFR {55 # [,
SR 5 {d FHl Western blot 43Hr 2 A Wi, 45 5 /R Bel-2 &
H B9 R R 5 B 0 T, (]I 3% 30 40 i 1 16 7 5 e 28 B
1B AR 3 5 W AEXT L SE 86 Hp, 24 GPR30/EGFR {5
S B B, Bel -2 28 BB SR AR B R
JEEEs | K EFEMMA KRR T, AMUS | Z IR EZERE N
TR, T ELIR SR T MG 5% 28 6 BE R S B, B EUR IR 5
BFP®, BRTiFr % GPR30/EGFR {5 5@ B 7E R & &
LA TR AR HAE A 2R 9 R 45 P 045 R AR
T BB IR

4 GERBEZFNREEKAFZEAHESE
BELXEEREER
4.1 CEAMBZEIV/ERERKRETFZRESER
55 SRE

B LR 2 A IR B v JR DL 1 — B %
TEACR R JL-F- JCEH e AR, R R 2 808 & L =2 A
WaSAA B 92, 1 77 TR 1 OE BEAE R IR, AE
GPR30/EGFR {55 i [} % 5P 82 9 5% Wil 09 5 52 & B,
GPR30 43 F-7E 9P S0 5 J1 i 35 06 M e 2 3 T e, O
Fem BG83 3 BAE XA [RUR 2 A2 0 O SR 98
BENSH s, GPR30 43 F7E B FE B = 1Y Bp &
AR PR FRIATE T R AR B 09 8 M 4 4,
A BR HE IR 9% 40 -3 ( ovarian  adenocarcinoma cell-3,
OVCAR-3) 2—F ERa( — )/GPR30( + ) AGPEE
&, HAT Mk GPR30 4T HURE ), i H] G-1 4b ¥k
FR ML, 25 5L i 7 EL 20 B R 4 ) B PRV T G B,
RIS M B ] L E#FSE I GPR30/EGFR {5
B3 et T OW L 0 A 5 % SRR B U R

BRI, 93 S — S BT ST B R [ B 2598, 5 e
WFFEAESE , GPR30 5 23K 15 19 5L 75 30 24 74 01 0 32 e
T8 1) o3 WAL A 7 S|, 91 40, 7EOF 5 | Hz b 78 ( epithelial
ovarian cancers, EOCs) # 3% i % if 955 tp GPR30 Fikim
FE A S TR . Smith 25 FEXT 89 451 B SR R
B 9E I A A B, GPR30 4378 & KUK ™ /Y EOCs N
A ik 0 B T i s T IOXUR ™ 1) EOCs ; 3 H. GPR30 43
FEFEIER EOCs B3 5 4EA 773K 33.3% , 5 GPR30
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TR EOCs B 5 AEAAFR(T2. 4% ) IPAEE W
WEF . NTRICPITES TR HLA , 25 5P 50 20 B
(OVCAR 5) fyfksbhsc s wp , s # H E, A1 G-1 403
IR, 20 WM IESE, B, F1 G-1 AT LASE i GPR30/
EGFR/MAPK 342, i %% 5 [N 1 c-fos, fi 7 i 20 Ml £%
AT IR ERE™ . A THEFEHBTER,

eAME GPR30 435% B 559 = A s 0 20 RE %) BF
FEH RN, 4R Y GPR30 o] 51 SLAE 8 # 19 B kAL
AP S AR ToiE R AR A7 R 2% , T ELANM it o GPR30 119
FIE LT 0 SR AR R TS . AFSEiE R, GPR30
FIR) 25 2 R v ) L9802 R AR A A ) N TS PR R i
M F RS TR A A R T II L o X b
ATH A P S [l B A 8 : GPR30 fE 4% P9 R AR AL
FAm A%+ GPR30 f9hRE.
4.2 GHEAMBKZMEIV/EREKETFRAFSERE
5F 5B

M4 5 N 198 (endometrial cancer, EC) [I¥) 20 21 4%
SREFINLZ R L EE , v DA A3 T3S (i R A B )
A (HERCR AR RY) . 18 EC R R EEAER
RS AT T IR S /MR M R, 5 1AL EC
AL, 1B EC f) 32 58 Ao I PR R R 52, I H HC g R
R GH 2. BRLAR LI, —& 1 B
EC A REFR /- AmMERER , 7] 1 2 EC w] 5 BAT AL &
FHLEY . MM R 5 GPR30 4T & A4 R4S &
J& BT L3 5 3% 1k GPR30/EGFR 15 5 %, 5 5 EC #Y
TR A

Zhang % 38 13 1 K % B, GPR30 43 T-7E EC 4141
TRYFREIE N RS TIER T8 AR, IF EHRBEHHR
[Rlp RS ] R B2 A A LZ B IR A k. T
7e 1 BUF B EC B R &k A0, HAA SN 2R
2,2',4 4'-T0JR — Kk (2,2, 4, 4" -tetrabromodiphenyl
ether BDE47) 2—Fh i & T84, B GPR30 ¥z
FIBGVEA] . Zhang %5 15 2L40F AL A BESE R 80, 24
{ifi il E, 5¢# BDE-47 AbHE GPR30( + ) T8 P4 6 H 4 ffa
Ff ( ishikawa-BDE-<47 . HEC-1B-BDE-47 ) , 48 1of f 5 4L {4,
FA WS B 7w, #EWE 9 GPR30 4338 & MMP-EGFR
EIEF 1L MAPK ( ERK) &5%, 25 5 H 3 ishikawa-BDE-
47 .HEC-1B-BDE-47 [¥) 3 5if 55 ¥ i1 68 71 13 3 % K 3
sift

W i A gl 145 (1 [R)JR 3L Rl ( phosphatase and tensin
homologuedeleted on chromosome ten, PTEN ) J&— Fli ]l Jfz
RN, EWS 5T EC AR, 7EXT EC 20 i bR 1)
(HEC-1A [ishikawa ) if 5 H , F1] FH 3t 2 40 M {508 I 2 7
PTEN T ¥ X A F & W IE % 4 it &-1A ( human
endometrial carcinoma-1A, HEC-1A) Fl ishikawa 21 Jif /1
T4 B S AR FE L, i PTEN () 3 23k W 2F 1 40
RERGIET="T, Tgnatov 277 % B M ( gankyrin ) 1, fig

5305 GPR30 43 T, M i 80 GPR30/EGFR {3 23 %
X EC (VAT . 7R H A58 TP ESE , A BEER#E EC
AL E L, PTEN FRE R M6 AR
B & M R AR A AR 0 PI3K/ AKT g4 {2 2 41 i )4
WE I DI AYEE et 72, T HE & EC 40 fg A9 38 R
e R iz # 5 E, 3K GPR30/EGFR {5 Sl k&
080 4= L AR GPR30/EGFR 5 25053 7 EC %
5 RRERE R, Hoa] 88 ARG EC ) E 2
i) R
4.3 CEAMBEZEIV/REAKETRZEGESER
5FEIE

TENER LA RS P &N W —F R4
Feefeg , o B AL ) 3 SR B T LA Y G AR,
Il FRAE AR DA 28 B JE 1< 20 i 3 &2 T R B 2 Y
k3, R FH R A AR R AL R . 2 Tian i
FIA Rz A g B A W IE H P+ 5 i L 2 A+
BB H TR e 2, 45 1 R )5 & TP GPR30 £
K E R TRIE , ZHTRIEWN GPR30 4 F5IETEHE
TR ERE e FE IR &4

Liu 255 M 41 ~49 % 4 V44 oy 32 30 H 75 LI 410
AL (ht-utLM ) FIE # 09 7 8 7 45 AL 40 K, ) B &1L 5
(CdCI2 , 4B MEMZE ) T G-15 ZbFH L ok 42 Ay 4 i, (8
JH Western blot 4344 A 5 %58 41 fb 4% AR Wi i GPR30 &5
HT W& T3S0, I BRSO 1 VLA B H 5 543
SUEOL, WIS & B . MR R K GPR30 X &
LG TE A e A F R e 23 T GPR30/EGFR {5 538 #%
SEBLEY 34 GPR30 41T LU R0 A Sre AR RR
b, J5 M o 0% MMP2/9-EGFR-MAPK/ERK i 7% 14 28
F B LR AR R, fE I LR Y AR SR .

T IS YR W E, T4 T IR B R 5
S HEAE B IR B AR B A S B IR e pE A 3R B
MERM R Z— , WL A(bishpenol A, BPA) "z f£ 75 T YL
S S R ATEEBRE A B ME R RS T 3 i, 7 A 2K 1
EpikfeRE, 2 Li G5 BPA L0 EE T 5 LR 40 A,
[ )5 ifi L Western blot 3l Real-time PCR 3 W& | 2/ g 4
GPR30/EGFR {5538 {43 R H I KR F O, 45 R Bon
¢l #h GPR30 A1 EGFR 1y %A K8 B 7 &, JF BAF
BPA 1T & - 4 LI 40 B %) 34 2 iy & & a4k, BF
FEE NN X TR ] 85 GPR30/EGFR {5538 LA &
H T iiF MAPK/ERK/ c-fos 43— 35 2 ) H0TE A 9%, 5 IA JL
5 E2 k1 NUE T aE A HRIAY 70 FHLH
4.4 GEAMKEZEI0 5TFERERAE

B [N I 7 4E ( endometriosis, EMT) 245 EL G 4k
KAEPER 5 Y B4 (= A5 PN DL S A9 41 28 b T
T B —Fh A IO RN , e H L AOEB AL A 0N 8L 5 B )
I R 32 2 AT N TE R 22 A 3 N e R . AR
G R, K29 40% ~50% [ EMT A GFHELE T
IR
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Plante 2/ % GPR30/EGFR {5 5@ 4 1E EMT
TR AR FIEA TR, 2 8 GPR30 20 T7E T & N b 2 9
JSAvER IR, o 8 N R B 0] ek R . A, A
HeA TE 3 A T8 AR, EMT 835 1 1E 3 P9 IR R o2 11
FEWNRES GPR30 pyRAHWH Bt &, WiEC M
GPR30/EGFR{5 58 f% EL A i 40 i 15 7o 24007 , i 2605 2
#2715 GPR30/EGFR (5 {Z 5 T EMT (1) &l 2.

FEHA FHLG RS i 24 E T T AR
FR ARG 4% 5 A -1 o  hypoxia-inducible factor-1o, HIF-
la) k,iK0 GPR30/EGFR {553 2 5 4% T HLIK N
HIF-1a B8 AT, 1% 43 7 0T LA & EMT [ Py Bs 2 £
HR¥MAEER o HIF-la 40 F 3 F8 0 R
J, YR IE ) HIF-1a ZEBE AIRME A T2 % 4
KRR ; 2, SR SRR BE AT, HIF-1a 43
L BUAS E SRR L AN EAZ AT IS 3l L 1 B 40 B AR
I F ( vascular endothelial growth factor, VEGEF ) i
MMP-9 #8 5k [A] (1% RSk 2 o, HLG R 7= 402 EMT 41 fifd 4
RPN A AR L5, TifE GPR30/EGFR {55
S HIF-1o 435 [ B R ) 0F 98 b, B9 3 8 o i Bk
TEH FIS AL P BEERAS , B ) 4 AR 30 19 75 1A 5 i) Jo 440
M2 ( endometrial stromal cells, ESCs) fE{E4M7 24535, TF
SemH A A E2 B G-1 AL ¥ ESCs, Z 5 #] ] RT-
PCR AR M GPR30 fil HIF-1a 43 F I F B, &5 5%
BRSC A M A X PR 4y T RIE B E R, 3F B ESCs
FRYGEF% 0L A6 CRE A5 2R Kok, FE AT EE, 0l
G5 Z Jg, 3 Bk R W) g B R, SR e
GPR30/EGFR {553 [ W % HIF-1a 535 19 H AR AL
LA B AT B — IR AT .

5 BEE5RE

LAk, Bl RO TAE & B9 AW 5% 1, GPR30/EGFR
{5 5 B AR SE 54 L TRE LK R T ML AY BIF 515 DL
A . WFFIESE A5 R 4 & B il RSD 5 GPR30/EGFR
5 5 108 5 R HL R Mt I 4 =2 ) A 55 VDB R, 3 Al T T 0
ZIUEHA T GPR30/EGFR {5 5@ B 7EHLIR IR % & B 5%
FHF RPN EEE RAMEMNBLAEAZIRD
GPR30/EGFRAF 5 il B ATh SR 17 76 35 1 22 1) BIF 5% 3k /2l
GPR30/EGFR {5538 B A9 EL A= BT AL LA 45 2829
A2 B 7 W ] 8 W GPR30/EGFR {5 5 38 B 1) 15 1
GPR30/EGFR {55 fg el =AM R RV K ES K
# i3 ; GPR30/EGFR {5538 [ 7E RSD A op T 24 4%
MO PR . 2 b B o ) B M ok, X T A E & |
GPR30/EGFR{E ‘51 % 1fii 74 /& RSD (193497 Mg & X
5, MEERE S — 4 EEREA R SRR TSR
ANBTSS 1, RSD ™ 5 5 i) Lo M A T {1 R B — o2 5
T , M T R A% by B8 25 00 A2 S T T B85 1) S8 3 7 S B A2 119

& 37 4
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