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R R S F R AR IE R RV EH

RAE R OAT
(PRI B R STEE B, S0 SR 2 AR 0 B RS, e (B A 95, YR 110122)

TE SR E LR (estrogen receptor, ER) B T ZARA Rk R, £ Zi8 T HIERFE 424649
FAFEFTHEARER AL BELTZNAEMN TG, TR, ERBE—Z7|HATHE
FAEANFHEARE TP, ERTUEREHEBZ T RA. SIHEL T ALFHE PR TS
VER, ES A M E TR RBRG R AL RPN ELETZAE. P, TRIRE R A Lotk
F vk Lie, AP MG G IIE, FFE R E AR RA AR, FFRIESR, ERAAT B T
WA HERT i fe R H 6945 R 4E, AR E WA XATIE ¥ LAR T R A, 5 oh, BAFIR
BRI AL E S AL T ERAIFIG 69845, 1% 3 iE F R F AR A FARILSE T 491F
P BAE AT 4238, KB A FARARIE 6978 77 Fa TR R S 3 A F2. 5.
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The Roles of Estrogen Receptor in Thyroid Cancer

He Xiaowei, Zhao Yue™

(Basic Medical College of China Medical University, Key Laboratory of Medical Cell Biology,
Department of Ministry of Education, Laboratory of Chromatin Biology, Shenyang 110211, China)

Abstract  Estrogen receptor (ER) is the members of the nulear receptor superfamily. It plays an important
role in its biological functions through inducing the transcription of its target genes in a ligand-dependent manner.
In the process, ER recruits a series of co-regulators to be involved in regulation of gene transcription mediated
by ER. ER plays a crucial role in the promotion of the maturity of sexual organ, the development of secondary
sexual characteristics and maintenance of sexual function. On the other hand, ER plays an important role in the
tumorigenesis and the development of a number of cancers which are connected with esteogen hormone receptors.
Tumorigenesis of thyroid cancer is more prevalent in female than that in male, and thyroid cancer is a kind of tumor
with sexual tendnecy. It has been reported that thyroid cancer is related to the function of sexual hormone receptors.
The researches have proved that the co-regulators of ER also play an important roles in ER-related cancer by
participating in the modulation of its target gene transcription. In addition, a variety of environmental stimuli and
the cell activity are also involved in the regulation of ER for tumor control. Here, we would review the effect and
the machanism of estrogen receptor in thyroid cancer. All in all, we would try to provide some new ideas and novel
targets for the treatment and prevention in the thyroid cancer.

Keywords endrogen receptor; thyroid cancer; gene transcription; co-regulators
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bE & AR B IT BRI AW 3R T+ AR
T SR A (R AN BB 503 D S & Tl 5 S 23R (1) B8, T i
SEIZWT RN T H HTRELAS T Sl gk 21k R 1) = A
Ko Wl FHRTERRA BRI RER T E— R A
AT TR o, BRI 2 WL A
IR EE, TR R R — R T,
R 20 15 B 8 R R 1% AR 4 FF R e 1)
T E AR LA A OR e L SEVERE . R
FgERE RS . o, AR SRR R IR T R
R UE R An i, 78 TR R P 90%~95%, FL kR
AR IR 2SS . TS RIUF. T REREE IR
T-CHIM IR S5 40 ), LU W 1228 )98 BiE
20200 6F T HUR e B0VE 9T, B n T AR P A
BT, R AR A AT BRI BER B B BT,
MAEIXEIGST ITVE N, FURBME B R . B, B
Ft FUIR e 1R T3 MUCET R T TR b P A
A R0, FR I R A A B R Y 2 R
— R, AR FEODR R R E 2 R ) R R
FRHERLE TV = 3~4f, AEF TS M MR Ao 2
L T-HHEE, M EH HF YN L R R B s
1415, B2 J5RKIRF T M. 551 R w2 WA, 1
— B, B R Y. Ak, S r MR
AR IEMER & % R a(estrogen receptor o, ERa) Al
WME I 2 52 1R B(estrogen receptor B, ERP), 1MERP A
47y NERP~ERPs LAl o AN T2 LI R MR
S ARAE UM b AR FH B Fe it R AT 250, 1A
il R F R e ) TSI AR T 2 fL R () LB

1 BEHRZHRNESSINEE
1.1 EHRZHNEN

WE W ZR 52 AR 53 9 R 52 AR R % 2 AR ER
HMIERP. 5 ME 3R 2 R[N GER 15 R ME W 3% 2
& 1(G protein-coupled estrogen receptor 1, GPER1)
N NGE AR ELSZR30(G protein-coupled receptor
30, GPR30). Goq# H B MER E % 78(Gaq protein
coupled estrogen receptor, Gag-ER) 8¢ ER-X(—Fi %
SE [ 1 M3 3R 52 A 1 RE % /1 T R A R R
ERaFTERPB) 45 14 FHALL, BT T% i [R)R — A4, Al
FEHA/B. C. D E. FXJULAXA . Hrh,
A/BIX & A — AN 3605 [X -1 (activation function-1,
AF-1), HATEA 5 EARSE & B 00 S H0E T i
0L DR [ 5%, A/BIX {EERaA P 4E % FE X, 1M fEERB

H U JLP AN R AEAE . CIX FR AUDNASS #4 5 (DNA
binding domain, DBD), 0 & P ANMEEFR S5 44, 1552 4K 1)
T IRHMIDNALS & A EEAE . DIXECK AN
EX PG X . E/FXPR AR L2 38(ligand binding
domain, LBD), & — A~ % 3 ¥ 1% X -2(activation
function-2, AF-2), E/FFX MY S BLR LS & 52k 5
AR, 385 1% 5 i DA B B3 R 2 3k ) e s A
RIS, b T A AR S 52 A4 T T T T+ A IR, A
SCA AR N ) E R ER 52 AR FEOIR e 77 1T (R AIT 9 3
ITERR .
1.2 BEMERZHRITIEE

ER 5 2 b [l 8F 1 A2 R e 5%, At H BT i I
sk it, EEARFEAE. FORE. 8. 1
B OR 2. 7E FUOIR IR 40 i, ERo AT TR(thyroid
hormone receptor) #fs &A% S AR KR — 571, ‘BAI17E
W BR IS 1) 3R 7 51 B E AR R AL sl X AR
TRA] 5MEBER IS TCAT &, R IRIR e X TP N
I8 B A I R K AR 2 BRI Y AR T A AR
— T S IS B R ) B SR S B . BRocR] i 5 i
IR Ji 98 2 (thyroid stimulating hormone, TSH)% 5 i
A [ 7] % 3z, ERoE S B 8 /E H T e ] 1) 4% iz
(sodium-iodide-symporter, NIS) % 4t 5 g it A K K 1
(growth factors, GFs)F ™ A2 >k T 1 FOIR It 4 ff et A=
A ] 75— T ) S5 A RE 0, 3K AT BE 5 PR R
HIR A R R BIE R I, ERFE A )38 4% 27 0
Ap 55 FUIR i R 2B A SR IR, METER 32 AR a( ERo) 5
(22 A5k 15 OO BR i Jee 60 RS 4 DDA 5B, A
70 R B, ERAE M 1T 5 M R 45 A R A HE L 1k i i
T L B R, X AE P R B R
EMEWER 52 AR 1E B B HOIR R 2H 2l FFOPR MR i e 41 27
th, R AT RE AR ORI T4 I SE ¥ . ER
&z 5EEAL M S B P AR ALK, B8
AT Ho, ERasEME B8 5455 5 40 M S A BT
TAERCHE . ERafEREEE DRI 5 3)) /48 9 1 X 45
MR RN o ERGSNAE BT EIRE, 1
F5 B HE 41 P 3 B3 )i 9 2 [F] (cellular-myelocytomatosis
viral oncogene, c-Myc) 1 CyclinD14, X Y2 1R 12 % I
SER) R B REE., AN, ERaIL A LU — gk
FE R AL B AR 15 55 3, SRR A
1 28 [ (extracellular regulated protein kinases,
ERK). 225354 i (mitogen-activated
protein kinase, MAPK)F1if A5 Bt L EZ 3 3 g 55 AH OG5
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S, 7R ARE S, ERIE AT A MR AR K
FEPR 1 B 55, 4Bk I 41 98 -2(B-cell lymphoma-2,
Bcl-2): R, Bel-24H2% 85 H (Bcl-2 associated X, Bax)
FEPR N K10 535 B S0 £ Kl (human homolog of
the retroviral oncogene v-fos, c-fos) &5 A& 55 # 17
#(J# 3 [F (avian sarcoma virus 17 oncogene homolog
v-jun, c-jun)flc-Myc%§8319, Jr4E3K, ERaMIERBLE FH
PR AT TRk 52 31 5

2 R ESFAERRIRE T RIERMR
FEHRBR A 2, WK R 4 25 o0 WA 5 5%
Sy MERCER D RE, HIX M DhRe 2ot B R b B Pk .
HUIR IR FPER I 7K-F 7] AR M R M, JFad i 5
MRk FAR R4 3G 5. 2, ERoaS
M IR B BB DR L #E R . IR (tumor, node,
metastasis, TNM) 73 3. BRAMERL . 5500 B & UL i
PRI 22 Ak aim ZAH DGR, ok IR e 40 K B9 AT R
B, HERaHIERPH)FEIE KM (ERaF A HIERW/ERP |
). Hrr, mREMEReHM A FERe/ERPIE ZE H
SR M 200 B P B4 TR A A, RIS e B AR 28 M, 4
TR RS A AT E] . T ERPIU 55 B R MR e 40 My
FR T, XIS IR T ERoAE UK AR R AR R R ik
TR, ERBIADJE CRY 2 ff1 €
2.1 ERe iR EEERRBEMEPNLZIRE
IhgE
2.1.1 VEGF  [% W 3 A KA F(vessel endothelial
growth factor, VEGF) & — it 55 22 [ 5 2111 # 22 I
BB . mRIEMVEGFS MR I =12 28
P DL S e AR A A7 2 A o0 . MEVER 32 AR AE IR
Ji Ji 96 v A 3 ) I AR 2 I VEGFAE 5 8 i
SEILI o I R R, FOR R FL S IR I8 (papillary
thyroid cancer, PTC)2HZ{H VEGF ) 51 Fb 1F i 2H 24
T AR, Atk R I PTCIY VEGF & IA L TG itk
B E. BRI, 58k SERB, M PR 1L
2R B AR Lt (18~459)PTC R ML, AN
ERP, #55  Zo M 8825 7R N [ VEGF ) 34 B 2 I,
1M % WA B ERaZ IA ) 22 P 8 3 7R N I VEGF &
W R . B NERP, AT LU B HIR A5 S
“F-la(hypoxia inducible factor-1a, HIF-10)5 VEGF3
K& 7 1 45 & R I8 55 VEGE mRNARIR A 52
BiAI ik, IR, ERaE L KT T FIERB, %
IRTK T AR AR B AF S L HEPTC R R s

B, IXONIR R _EXTPTCHIIG ST A1 E B 5 it b
181 FHER ot S PR35 B 77 ANER B 4 S MR B sh 744t 1
AR S A6, EHAF 502, A5 KL, ERafE
FOR s o K2 RIE, HAE 54 il BML- 140
(UE YRR FFOIR JIR 8 448 B 73 4 K B VEGF!™L, 31X R I
PR 30 5 FH 00 VEGEF 1) 265 9 SR 338 i ) i 1
B A I UMECER VR TT BT RAR A TR AR -

212 E45%%&a. AU &aAMMP  E-45FiE
1 (E-cadherin). ¥ JE £ [ (vimentin) A1 3% i 4 J& 25
fif#-9(matrix metalloproteinase-9, MMP-9) 7T J 4H ffd (1]
R EE A G, R, R IR
I, 52 BCPAPAH M 1) 52 493 DX 3 A ik 7 1A (1) 1
TREEE . RS20 X8 T E2FER a3 71 N
FLIE e = FE (propylpyrazole-triol, PPT)H}, &4 i .
%k % TERPIL 3 7| — 75 %% N /i (diarylpropionitrile,
DPN)I A5 A ek 12 . 5 % B8 2E A0 Bb, i 7 o 5 2 A
PPTYE 13t 4 &1 Jia (1) 5% # 12 28, 1T e 1 fE 38 32 F0
DPNHHI e 40 R i e AR 2. A & B, A sk
I6AIE B, % 52 TE2HIPPT 24 hif/BCPAPHH il (IE-45
FEAREHE A, BEEA. MMP-98E i,
ks e S TN R N3 A S Ll b i ei g eV 0}
AR AR, LR FIMMP-9 0] £l i #EERK 1/2
T PR AL B R (1) K A2 R R« 2 TE2FIDPN 24 h
(\IBCPAPAH i E-45 &6 i B Rk 2. B, B R
. MMP-ON B & R if. 5540, R wl il Bos
2R S ARER R 1 TR IS AE SG M 3R 32 R GPR3 0K
BT 4 )8 B I EEMMPs . XS T MERR A2 44 Y
ALEE R ATE-S RN . WIS I AIMMP-9K A T
BCPAPZH il 1) 7% 7% F1 42 2%, T 9 F IE 3L (ERaFIERB)
1E 17 T BCPAPAH i 11 5% 7% LA K AH ¢ 43 7 (E-F5 3l 2
H, W% 8 AITMMP-9) [ 2 H 473 Y AN [] fg gal-100,
AT, 75 R AR R 4, ERoA] 355 5
K At BEMMP-2 FIMMP-9 (1) 35 14 e 12 L 430k, 4k i
T SR A M P H T . AR AR 2R, g Ik R b
(3,3'-diindolylmethane, DIM)»& 716 R} iRk & & 1)
—M)i, @ ERK A TTE2-ER0OFR G LA S AE 5 5%
S IH M PARKAIERK F1EPE . SEEG RN, VS INDIMA]
P HIMMP-2 FIMMP-9 (1) 1% 14 F1 73 s . 64, ERaff)
o R Uk 55 T DIMOG iR 3 B8 AR 28 77 1) 4 i 4 FH,
FL/RDIMITE FH B8 A5 AT B8 SERodH . 25 b, MEWL
BT R T 5 DR IR MR 1 4 e A 1 /E H S MIMP-2
AIMMP-9F 5%, T DIM A #IiX —EH, $&7 74
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FHER A — € KB AR BRI B VR F, il IR B s
HNEYT FUR B SR 4 78 R ET.

2.1.3 CyclinD1 78 FUIR AR, A77E = FhRRIR
A 225y R AR TR Z AR [cAMPHOB I GER (G
protein S, Gs)Iif H L & G R4t M ER %
(%R R B B I8 15) TR 32 4 (Gg-1 i 1
CZrIEk). Horf, ERANSE 1 TCAH M DNA & A B,
SR ) 40 L A K S T A L A G/ R a9 R Y
Py A B I CyclinD1 2R (A R I8 E A K. &
CyclinD1 H A 7E — /N MESER SR 1 15 45, ER AT i
CyclinD1 2 H W RIL. HERIX K CyclinD1 7] 755 H
R R AR g 2 R IEIESE, #iT90%17
ZEPE R (1) CyclinD 1 #5347 {E kU4,

2.1.4 XJE#-F B -FNF-«xB(nuclear factor-kB)
1E18634F, Virchow it 42 H % i 5 M98 2 [H] 47 7 it
1P e R, AR, BRI BOL 4, 4 F IR IR
S JERE T A S5 8 S 2 BT A IR R A R e i LY
— WU, R AT S, R 48 RE T R 1 AR
MR 55 i I8 AH S 1) 9 RE 4 PR B AE AN A R
A, TR ) S P g AR B P o R e R T
WOE A RN IR A R A % % 7Y 5 NF-«B I B0E
DA K AE B 40 B 9= A 480 1 AH 0% 4y T R IAAH K.
SE R I, AEPTCANM R, £E70 F A0 MR I A L T,
RS S 13 -1 o HIF-1 o) 3 K MINF-xe B 25 1k
i, XEBESRRAEFEFRAGE, P2XMEW 5744
7 [A(P2X purinoceptor 7 gene, P2X7R). 4 il L &
cH AL I I 22 (cytochrome ¢ oxidase subunit 2 gene,
COX2)HEH . — %A & A B 2(nitric oxide synthase
2 gene, NOS2)HE B AIMMP-91) Fe3k 4G . Xk
5318 B SR BEREAE FFOPR BB 1 foh e gk A2 o R 4%
ZOAEH, WS BCEMER AN, FF, NF-kBi&
A5 5 5 IR AT RO HEBTAH G I T R A
[R2IE o A UEHEUE B, (K48 PT R 2ENF-« B 2 7,
TMNF-kBATHIF-102 [8] 47 7£ J¢ R B4 b 5, S bR
b, HIF-10fINF-kB ] B A 1 15 b Ff 3 [R] (1) 5% 5%,
T AR I AZ O R AT B FEO XA A NF-xBiF 5 11
RRE AT LS IRE R R . A BRI 2, SEERE
B, ERan] A % 1 15 DAL Bl Ath 2 5 IR Sk i ik
NF-kBFRIL. 7 4h, SLIGIUE I, HIF-1am] DL %
R ZARIE R [ UNRAGE . P2X7AIZE kT 52 AR 3L [A]
(Toll-like receptors gene, TLRs)] )5 I 1 i FFOIR it
e 2 ERa, T8 3R S A4 T AR K H B NF-«B

FIE J0E J (A 223809, B ok 3, ERaA] 38 i 42
HEHIF-1aFINF-kB ) 1A DL K 98 iE IR 1R A KA1
BEFCR BB R AR R . 4, R Z IHIHIF- 10,
NF-kBH: o — AN B[] B0 1) 3 P A 3 s TR 7 1 245
W A, A ATTTE Fa bR gk R T TR T AN
T P=Ni) N

2.1.5 RIS P HILAIRE S ERa e 9 2H 21
AR R I — M S B IR Ui A, T —
PR EROR B, SEMRA LRI X FHIRIE I
PGS IR A0 By 18 SRR A T AR 2 IR
P, A FEMRER . Hoh, IREBREFE—
T HR 5 R 2 i A A G P TR R, [
P38 R — PP AR 28 R B . Hoh, —FhE
U T4 B P AR S B S TR T E R AR B
BRI F--1(HIF-1), ‘2 — P S 2 1) 1k ) B R 7 K
R — 510 HIF-12 — M55 i 544, s 2 Ikl
%, L HEHIF-1afTHIF-1B. #F 50 R B, REA IR T,
FFCLR i firk 967 20 L 2% AOTHIF- 1o RTNF-xBA%Z 5 67 2 6 1,
HSRVEGFRIRIAM . AR K2, A L5k 5L, HIF-
1o 75 1 5 12 7% 4 2 PR R 2R 1 ) RO [ L anifs 5 —
A& A A BE-22% [Fl (induce-nitric oxide synthase-2
gene, i-NOS-2). COX2. MMP-9%%] [ /& #% & % AF
o XN, ARE IR B AL RE T FAR e i dE A2 A9
B.  ERoA]7E HUPR M 40 i -p BRI SR B, kT
WORHIF-1aff 320k o AH XS H, ARSI B0 HUR e
T2 B R B A IR BRI IR T, R o SR A i N JEPTC
41 it FERa mRNAF 85 H 1) K ik, ERoA L 2 Fh
52 353 0T 4 TH FEODR R iR 20 A P 1 B I UL 3 U
(phosphoinositide 3-kinase, PI3K) 45 [ 115818 Fll Akt{E
22 TR AT73 L IR R A O AN 7 225 TR ol B A T DA T
AKtHIIETE) o BORPI3K/AKUE A= 7745 5 3 1% A A
Je AT 0 N PR AECIRAS, T JE BhHIF-1{5 5l % . 1X
P B, ERoA] 3 3 PI3K/AKER I 1 HIF-1a, M 1M #5540
AR R, 4k 1M 52 M FEODR I e 8g 1 A R Je .
(SR, FH T R 2H 23 110 sk A K A S 170 i 3 v
IAR S 5 1 i Rg 41 23 rp o 0 AR SR PR 3, IR AP B
BLER o) 1] {2 BEHIF- 1o A% P 58 55 A0S, 40k 1 34
G VEGF, £ 13 R 2121 2L BAZ 28 F1 R AL
AHb, R e 2 P A A B ) AR R D AR B, A
FH PSR TR AN LA S AT AR v T H AR e () —
Tl i 445 7 1

2.1.6 WK ¥ ERaL B %69 X BE H g e —
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Toft 2 LA AE T 42 e v £ (i 3 J e 4 2 77 R
PFHLE AT D Ae A R R R R, (BRI
AR HE T R A A RS IS 3R DL AT 41
FIANAR S 25 2 MR R T A A K. fE1E
WA, BWE s>, ML — SR A, RO
TEE IR A N EAEAE S I B RGE 3. i I
PR 9 9t 9¢ K B, ERacn] 3l i 0 s PTCAH g i) H
W V7% 311 K A2 BEPTCAN MY ) AE A<, ERoM A Y B I 3%
#)) 5 5 4 % (reactive oxygen species, ROS), PI3K/Akt
AR A 2253 28 B 13 VA P YR A5 5 11 TR g
(mitogen-activated protein kinase kinase/extracellular
signal-regulated kinases, MEK/ERK){5 5 I& 12 H K.
Horr, ROS 2 5 S 4 L A A 7 b P 2 — R A
YRR, T HE E R TE S B0 E0E . ROSHIRIA A #
WiE 3R A 1 ER oMM ) i A R A . RIS, SEERAIE
B, 8 3 A 2 5 v AN R R 7 92 A0 ) e 40 B ) T
T B, BEAR R b ) i IR 40 B ) AR AU X R] ORR
7 ERoSHPE I PTCHE AL BT JE B

2.1.7 ¥ARME FERa5Hsp27 AR TEA
27(heat shock protein 27, Hsp27)& # 4K 7 & [ Kk
H— G, SARMIPE R DS N IAEAF A G Hsp27
FEPR 55 e 27 X, AL — MR R E 1 (special
protein 1, Sp1)ATHE B & S B2 7T 1+ 1) - A7 i (half-
site)o £ HUHR IR BB 9T o & 3N, e i i ER o/
Spl L iHsp27/ 7 1%, ERBATHNHIX —1EFH . Hsp27
F0) L3 AT e EE A P A B, S TG 1 SR 3 A A
FHAD 40 B T2 . Hsp27 AT e BRI IR iR 7 HR
i FR R

2.2 ERoT SEEFERAFIZE R ERRRES
HI1EA

2.2.1 miR-219-5p Micro-RNAs(miRNAs) & —
I H19~23 A% IR J= A4 G H) A 1 I 2 iBRNAs
miRNAs 7] i if 5mRNAs[H $E £13"5 1) JE 4 i X
(3'-untranslated region, 3'-UTR)%: &, {115 5 H 15
PAZRIA, A Bt 0] I 1T mRNAsH B ff . filr, ok
%2 HUEHEIE B, miRNASYEPTCI) K J& b ik # 22
PERT. e, HFFCREL, fK/K-FmiR-219-5p ) FFUR
PR AR AR EE R, R R B LR S e T S,
e 7K *P-miR-219-5p ) 2 32 AT 1) i1 i /8 48 fif 1) 1T 7%,
{512 1A [AmiR-219-5p B & i K T PTCAN ML R HH T
4 i L 7], X L8 RIS 7R T miR-219-5p & PTCAH Jifg 4
FAAE R AR . A R B, miRNAR

et JiT (1) S L DTVE N8 7R T miR-219-5pfEPTCH
. [FE, B STIESE, miR-219-5pH) ik fEPTCYH
Jitd A B2 U, S FPTC R & K, miR-219-5pff
E SR E Nl i 3 | N e AN D WS N s vl T
ERAEGITFE . BIR— P A KL, ERa
FemiR-219-5pfEPTCH) KA K J v Rk #E VR4 Y
BB S, miR-219-5p ) K i& 5 ERa 2 fi A ¢,
miR-219-5pa] #1)l | ERocf 3% L R 3715 5 08 1%, 45
2 33 iR A4 K i P-P3SMAPKAIIP-ERK i@ % . B A
SO R B, HE 2R A FIERaA] M lEmiR-219-5p i A4 K
P E IS, Bk U, miR-219-5p2& — ANl @it
L ERa%E & K ERaf 2 K5 T 0 I PTC A K
GO R 7, A8 33 L 3Rk AT 48 5 6 ERofH 14 HEOIR iR
UGINPEL IV E

222 miR-1280 A SEE K I, miR-128011)FIA7K
P75 H R i 9 (thyroid cancer, TC)ZH 23 b B 2 I T+
TEH HURBRZH LA, [FBS, FETCHNM RS 73 A
miR-128041) il 551 7] BA & 3 5 FL 3G AR 28 7).
21K ymiR-1280 1] 1 fil] 1€ ¥ 14 HIR IR 98 (follicular
thyroid cancer, FTC)ZH il (1) 14 76 A1 {2 2% . miR-1280
(T 7E H A5 41 S S JE ERaJRE PR 93'-UTR, K7~ H:
FEERaA 3 IR TCHH fu 1 38 5 AR 28 o 4 s L 22 A
1%, miR-12807] i i 31 HlERK 1/2/1CyclinD1 )
FIA, M bR AR KR R, HE— D s
iiE B, BRoA] ek §5miR-1280%F FTCHH i (1) 4 58 113
Z& 7 B30 R, imiR-1280 7] 2 it Sk 1 HIERaf)
FIE, ER% 7 miR-1280/ TCYH i FERaff) 2 15 BH
B EFH, X R, miR-12801] i@ i 410 | ERaff) %
3 SRAM 1] FEOIR e (0 A K, BURT RRCH HOIR IR VR T
HOE AN

223 IQGAP1 Ho 5 BN 5 53 H BN, TQIX = 1
T & I 305 25 11 1(1Q-domain GTPase-activating
protein 1, IQGAP)/EFTCHH I it ik . HidRid,
IQGAP17E F. i J  7 HERath [F 1E . IQGAPI
FIERQZE FEOR I 40 B o 16 08 RIE A Fr il 8. 1E
E2(17p-estradio) s 11 T, EFFR 1 IOGAPIFTC133
Y, ERofFEE G M B R R, 0rsEsE. 2
Bt AR 28 2 BN G, R, SEES R, TR
15 FITQGAP1 A i S ERa ] il K M\ T 4110 1] % IR 1k
ERK 1/2 (1) 3 58 £ [ 3k 7K P F1 40 fa J& 1 82 FAD 1Y
RIEIK o 70 HOR R A M Hp, 156 G g8 UUTE RN
[y 45 SRR, IQGAP1 Al BL#% 5FTC13340 g DL &% Bk



BUINEEE : BERCGR 32U R 4 A

1225

A YL [ cos-740 B ER sl &2, Bk, 78
R4 b, IQGAPLF] B #% 5 ER oA FLAE Fl T ik
&S 8E51, WITERH ¥ % M DL FUIR it e
ARG E AR 2R T
2.2.4 SRC-1. NcoRA=HER2 [ A2 Al i
“F-1(steriod receptor coactivator-1, SRC-1)F14% 4 FHi&
¥J(nuclear corepressor, NcoR ) &ERaf) % 1 1 K T
N F A KA F 524K 2(human epithelial growth
factor receptor 2, HER2)/& — F it 2 B I g 52 14, 1E
I3 RGF ) HOIR e B A N, 5 SRC-TIEAH K,
5 NcoR 71 AH IR, ZEFTCAH M & I, MEB R Be A
i3t 4 0 T-SRC-145 [ FERaf) ¥ 5 [K] CyclinD 1 ()
Fik. GitHdERW], 78RR 85 A, ERa
[f) 215 5NcoR &2 IE# 5%, 5 SRC-1HTHER2 £ 1 4
Ko ERoAE IEH HUR AR L3RI 504k R 4 16 HOR i
N R IE, TR 10% 10 A 24k HR AR e
FERoCA A . NeoRYE AERaf) 4fi 4l i 4 11, 7£ 43
R B HUR R h A AR R B B RS, IR H S
96 e A DA R AR R 05 B2 2 B R ) SR BB
TE1T%73 M BT B HHR SR 98 o A7 76 A% S AR 3L 0%
#1]-1(nuclear receptor coactivator-1, NRC-1)F1 A\ 3 Ji7
KB T ZA2HER) R IL, ERRETIHE
J e ) B2 AR OGP IS 7R T SRC-115 T R i g
HER2:Z [8) HAH BLAE FI0E 1 SRC-14E 734k BT ) H
PR bR v (2 3 e A A RE 0BT FER AR i Y
R B8, SRC-1RTHER2-5 il 1 3% 28 11
JRAZ2%. R, B RE, RImAEFHh T
P I 13 e R BUR R AU T (RIS TR AH OGP £E8T% AR
I3 AR TR PR R Ji 8 28 5 44 A 29 % ILSRC-1BA 1, 17
JUF- BT AR 73 A0 TR i g s 36 2R Hg
HE il 26 73 Hr $7, SRC-11 5 34 5 AR A7 1 ) k2>
23 AH G, T NCcoR I =3 IA 5 A A7 A I SE K £ 1EAH
Ko LL RS REM, SRC-1FINcoR AT G 7E FUIR AR fi
Jed TP A R IR AR Y BRI, REFSRC-1
FE AR 73 A FFORR Ji 88 v A5 S LTS AN B B, (B3
5 NCoRAMHER 24/ ] 11 D 1 Filt 57 L A B iy F) FHCER i
TR YT PR SRR T 1A

OHTRGE, 7EX2034 (454 53 1E, 1584 k)
PTCE # W Il R B 78 rh R I, RAE Hhs244(1144
W, 414 W R B T K IAF AEER0R
K, X BEAS R AR B FE K B, ERof) 3k 5 i e
K/ W & HH C(ERaPH 1:22.8+11.8 mm vs ERaf] 14

15.1412.4 mm, P=0.02). 7EZPEWHH, ERaffIRIE
5 KNI R AN B . A R 2, ERaf) 3R
B 5P MR DG, TEXT19244 /3 31T bl
ViR B, R A AN I IR iR 28 35 ER o 14
FIERT.7%(3/39), 52 AH L, ToIR I AR R e R
FHERaPH PE A N32.7%(50/153). iR El 545 R R
71N, ERaff iR 15 5 PTC 838 5 KR g A AR DA B o
FEMIRE RIS FH K, X 5 DLRT R 3R 10 7T 4o 52 R
ERafE A2 33 HOMR i R A IR F G BT AN [A) 22

2.3 ERBERKBREFHMR

Ki-67 & FH A0 Jif g A= A i — Pk 547, 53
BA VG B SR ZL I A Tz RO . B AR P53 (2
— o B R A A, FR R AR RARAYPS3 R
2R 25 FL A g i Thise, b K. 5 R
FUIR AR UM b, 2R AR HUPS3FEPTCAH il 4 43 b ik
B BTk BRI, fE RO IRE o, ERa5Ki-67
IEAMI 2%, ERB, 5 RAFRIPS3 2 Al 5. DL k45 SRS
7, ERaAT 3 1 PTC & AR N MESER 1O g R0, 1T
ERP U 2 A #1968 2R [F B, PTC 3% 44 WERask
1K 7K1 B IR B &6 4T M FCIR IR i K (nodular thyroid
goiter, NTG)I¥] 2 &y, TERB JUIAH S ',

W 50322 B, ERPAE JE I 14 AR R IR 98 (follicular
thyroid adenoma, FTA)H ) & ik B & /& TFTC™I,
3 L I AR BdE 0 B &k B, ERBAE EEMIB-1/Ki-67 5 5%
{4045 S BRI ey RO I I PR bR . S Ah, IRRIA
ERP-5 87 ()3 1 26 BN I 4512 28 LA R FTCHIMR A
1P %A%, ERBIXFFTCHMFTARA G, &)
A TFIEEFTCHI TG - St 3 & W, Fr G RIFTC
SETIIR N, # A2 RERP A £ 19 N2 X R T
ERBAEA—FARAT T A, IKERPHIFTC M # 75 L%
ZEAHIETT . ARTIE A R KL, ERBAN S
Ki-67f 3Kk R IEME, 05 L HPTCEEHM LR
WS DL RIS MER R K T AH K. A, ERB, 5 VEGF
1EAH %, ERPy A5 B M PTC 5 35 R Ml 8k 25 /K S 4
Ko A AREIE R, BRB.S MR KNI K.
ERB, 5%t R A %, Ak R 14 & WIPTC .
HBE R N ERB, M RIABAK, XK TERB.MRIE 2
HOIR i 1A R TS BRI R, B TR ST PTCHE ki
T 7320,

F4k, ER5 PPAR-y(peroxisome proliferation-
activated receptor-gamma)Z [ /7 76 #H BAE H .
PPAR-y ) ¥ 14 ] 4% i iZ 22 15 [ ER o s ER B 1], 411
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Inhibit the generation of ERq == In hibit the function of ER

1

Influence the progression
of thyroid cancer

Activate protein: VEGF, vimentin, MMP, CyclinD1, NF-«xB, HIF-10, ROS, Ki-67, mtp53..

' Co—regulators

Ell ERo7EFRBREEHEVERAHLEH

Fig.1 Molecular mechanisms of ERa in thyroid cancer

HIERoEKERBA] #2 Ry PPAR-y 1) 21k o A, A 70 &K B,
PPAR-yI i 5 v $2 THER [ R IE AE M. Horp) ERB
L PPAR-y [A] 1 AH FLAE FH AT 2 325 40 ) FR IR it s 4
L () 186 5 AT A%, B ER B T8 SEPPAR-y I 15 5 i
SR T, X — RN AEPTCHI I T 5 . ERa
(1330S 2= HKTH PPAR-y 0T it 8 240 A o) 4l £ Y. 2
[k i, ERBAIPPAR-y [A] 142 H./E FH 3G 58 1 2 I
T2 531 (A T 2 e IR A Bl AR T2 35 5 R 1) 19
Ak, DT S 2 400 LR e A P P 3 RN A 7%, X
AT HOIR B R T SR AR R

3 HIESRE

M 52 PR (BRI S5 M WK 45 3K 5 i
YRR B0 57, AT 46 3L/ W2 T B ERod 1A
45 D43 B3 (2 1 B ER oA 5 £ DR e
ERGA S 87 b 2 5 S A . A OS5 T ERa
ERoA 5 0 B DR S 2/ PR B8 9 22
J& R FE MR, AN, ERaie ORI MR o R 5
FO 1 -5 UG SRR BT 1 Wi 5 B TR 1) A,
7 I PRAE 1, ERa )33k SPTCH # B A
AR B S S B I PR TS AR 5522, 53— J7 T, ERB
2 AR BRI RE £ 52 2 J P 2 80 T A TT 2
FHlo RT3 52 P FROIR R 6 2 2 2 R £ 2
TN 7 T BT B A RN 2.

W Lt rb ik, Bl RE# FIbEs, BR 1
I RAE, i NI AER W RIR 2 AE, T
T IIIE T J7 VR A AR Al R 0 R S A
PRI AL AP AT ER ol 428 £ T 9t 2 PR 7E HOER e 1) 4 PR L
il I FEER a4 1 15 B 17 FOR AR s L 1
PEER oS 3 125 DR e SRR % ) A W 2 Th e DA SR 2R
ERof) 37l i 5 X 7 2 5 1 IZERaZh BE ) 73 7 HL )
HORE AT B SRR T2 W AR 9T T
L
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