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Abstract

Breast cancer is the malignant tumor with the highest incidence in women. GATA3 transcription
factor plays a broad role in regulating biological behaviors such as cell differentiation. SOX2 tran-
scription factor participates in the development of tumor cell self-renewal and maintaining stem
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cell characteristics. However, whether the two factors affect the expression and the diagnosis,
treatment decision and prognosis of breast cancer remains to be studied. This review summarizes
the progress of clinical studies of GATA3 and SOX2 on breast cancer expression.
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1. 5|

FLIRE (BCM) A2 th 430 [ P 5 i DL —Fhfiiogg, 7P, HORAEZR DL 2%~3% M Z000E EAb, Ok
BT LS — 1] AR FEAE AL 2. TS Kisr P A EEEM . (Bl T =S ER.
PR il HER-2 MBI, HuTHLABMZWREY, HH=7m B AR, R, Koms
SRR BEFEREH, 76 TNBC i AR AL HERE H,  JiiRd A G B 1 (0 4 B R - B e R - R AR Ak e 25
SERIPER o B BT B2 H IS PR o A A R 1D 1) R

= BIFARRE(TNBC)E R [E AR miE 15%~20%, {HIRAER BN TG 2] =AM
T (TNBC) LAME 223 2% 2 AR F1 HER-2 2 PR 308 S0 8 3 - = I LR 48 T 73 9 basic #(CK5/6, EGFR)
F19E basic F£(CK5/6, EGFR)# 2%, Basal-like =A% (TNBC)H A p53 R4, EGFR m#&iA. BRCAL
BRI c-MYC ¥ AERHIE, BA o B BRI 2 28t . =1 2L (TNBC) & — PR B &1L 5
TR GRAENZBER A, HRIBHEA G, S50 TNBC MIRER IR TT k.

FLIRAEFE . FHEE . BMEILIR UG AT o FUR SRR A T B, RETERC - 1] Y 4R BN i ko 7
SeERE R AR GRS W H R, T e R T AR AR L. (=B AL (TNBC) 5 52 K 8 Rt 25
P, ARG RIATT 7 RORME . FHR = B I 7L R AR R R R OGS R R, e = B M 3L s P e IR
BT HAEER

GATA3 J& GATA KJEH 11—, AT 10 S 4k p14 b, B 6 MMET 1 2 ME1EIX .GATA 1-6
16 2 R iloR b R 455 BT DhAE, b GATAS3 £E Luminal FUARSE MR R A 5 5 75 % UM 56
[3]. GATAS3 j&—Fl 5 —HUTFI[AIT] GATA [AIGI4: & IFE % H T, Xt Z M E R ERNK & LE Kk
. GATA3 301k /K5 g i)k A2 K R ATE A AR R BIAH G . JRTT, GATAS3 1t = FH 7L M 40 i b
R IEBA R AL RS A, GATA3 b =B AL ARG A A TS rE DA IR K4, HAE R =B
g 40 B T VP A O LA (B R A5 3 78 70 H € [4] [5]. GATAS fEWS 5 E-cadherin A 301 XAHLAE M,
ek EMT &4, HEmietRi@ 221228 . GATAS /£ =B AL M@ 4ni i) — NEBAE S Thric, &5
F T = 9130 B (2 i R0 A AE S

L5 ESCs #feh, FLM¥E T40MEA Z i B REH AL, EMIRIEEE. 7 ARG E RS
DR AE T ORBE/ERI[6]. SOX2 &4 BCSCs HIK MM & 2 M bie % 073 ¥, X BCSCs K1
KA RIIE R R AR B BB [7]. SOX2 /& Bl ik 5 5 LI 55 2 Pl e A DG I BRI, A s 4
/R

WK, SOX2 R/ SR 4H i b K - 8] 78 U AR (EMT), 326 1 s 0l g 4R 28 AR 22 RE )
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GATA3 HAMBIFIMER, HASH LK - MRl (EMT) & GATA3-FOXAL-ERSI /1 SR 41 ig iz
B 2R IR E BN LH] . A SCHE GATA3. SOX2 Wb 58 ¢34 A ¢ I R W 90 3 FE #E AT 4538 .

2. LB S GATA3 X A&
2.1. GATA3 EFERE IR

2.1.1. GATA3 5. IR Rl Fa15E

GATA3 TEAME & — AN EERE 507, BIEFMRIIR M & A & v il AR A SCHRRE A,
GATA3 £ MMTV-PyMT /Mg EA IR, HRIEK PSS, fetid@id s Caspase-14 S m Hxt
Caspase-14 f5&15, AT 1 oRg ¥ 4 8 i 5 A [8]. {H72, SHAN et al. [9]Z0& 3, GATA3
REMS 5 2 JRIRAT —WERR AL HE & AU 1 (PARPL)ZE [FA T CyclinD1 & (K (13855 , M {2 A 3 GL/S IR 4,
T S350 7L s ek . OO B, 76 MCF-7 il GATAS A 5535 A M8 40 i A K [10]
TR EAR A SRR R I, I GATAS3 RikJG, /WA BRI AL /12 R .

2.1.2. GATA3 53.IRBEHAMRFERMER

bR - AR AR (EMT) & — P i bR - ) 78 51 i A8 g b R - 1) 78 O IR 345 1 — e i V2 Wi R0 7% 7
o BN — PR TCAHRutRYE. TRAH MR ARG AR, & T B ANRIE[10]. FRATHTIA R B,
E-£5 44 25 H (E-cadherin) & EMT KAERI R T, GATA3 ity EMT B+ X EE4 G, Sttt
HFRik, H GATA3-/-/) AL RIT F2 e /) W35 PR (K. GATA3 fE MCF-7 g 3Rk FRAIK, T {2t i
SR AR E, (R R AE R (1], SCHRHRGE, GATA3 5 ZEB2 JER T —/MIE RS, HE &
R EFEYIMIE[12]. ik GATA3, G9A, MTA3, MTA3 J&, MuBdufuntkities, I HLmm,
Gy T B, AN, W.Z2E[13]38F 52 ELK3-GATAS i 1% 7T LA T2 i 83 40 i 5] Ry kG B 87, kT e
HE R ) AR 22 RN B R . UTER ELK3/GATA3 MK /5, MDA-MB-231 {12 28 FI 6 #% e /145 LASE 5 .
ELK3/GATA3 3£ K2k 5, E-cadherin. Claudin /% Zo-1 252 Fh 7 THIEIE F . Kim ZE[14)10F 7 £ 9,
miR-29b & GATA3 f— AN I F T, 1 miR-29b 7E GATAS3 % e 3 7 54 /Ef . miR-29b i
1T VEGFA, ANGPTL4, PDGF, LOX, MMP9 %% /> 1 R IEHUIHIRVEH] .

2.1.3. GATA3 RES IR #E

GATAS S A R A Al e e — M “IRBNHZR" , 1 GATA3 (WA 7 5 LR % V). GATA3
RERMAE R T 5 5. 6 S4MET, A8 @O ZnFn2 /4%, @ BIEASRAE, @) MR, @ &
RAZ; 6 HE L RAF 5 FpFAL. Chou ZE[151%F 630 B2 & 1 /N8 EAT T 04T, 45 /R GATA3 2
7.3%H I T RAE . DESMEDT 5 [16]%} 127 B= 28 P /N HHE T 78 AR INAETE R 2 [ FOXAL H: | 548 Fifl /b
K GATA3 JLAZRAF, “H I E; M GATA3 Z:K 9485 U 2 WLT Luminal 288 AL R 281 S
. MARTIN [17]0F X £ W], ZnFn2 E K125 5 R330fs F KA B VIR, 1M ZnFn2 FH KRS
 GATA3 5 DNA WAH EAE KA 724 BFFE R, ZnFn2 RAZ S EFL IR B35 1 T 5 GATAS
AR TR, H ZnFn2 SRAZ 58U R 41 i FE BE ) B T 18],

2.2. GATA3 R BREALPHRIERHIGHRE N

2.2.1. GATA3 5#. BB Im KRR

IEHFLRA L, GATA3 R T F RIS, MAEN R RAE[19]. Fi#kiE GATA3
ANEL S 3 200 0995 B 03 0 S M R B U DG, B AT AR Dy A I TS 4R AR[20] . PPATAR[21])0F SR A,
GATA3 fEFLIRm A 2 PR R IE S IR 2%y s, A #emr, MR iAR, ER Al PR BIfRRIL
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PAJ HER-2 )i A A WL R MR R . GATAS /Ry — M L A FL IR 70 Thmic, A 2 B TR,
JEHFENS T AN B SR A Al AR A P L e A st i PR S P A B

222.GATA3 54 BE»E

GATA3 J:[K7E 2 MR h 24 B3 3R IA &, Hh Luminal A, B. HER-2 1 TNBC 414 99.51%.
97.70%. 68.50%#1 20.16% [19]. TANG & \[22] Meta 73BT £ ], GATA3 7E Luminal %47, s 40 i o 1
Lk KT 5 H M K 2R (ER) K P IE EE « McDonald 25 [23]#F 78 £ 8], GATAS 7£ J5 & = [ FL AR v ik
FPAE, SRR S0 JF R R R PE L A — 2 3R S . DIAE[241I0 R, K R AL = i L e o
MERER 52T GATA3 LR IA /& TNBC —AMRERL, AT LA SRAE Syt oA S 5 & Jeb i 98 P il B 12 8

2.2.3. GATA3 5. REM /A

GATA3 J& — P LE 1 AL B 0y 7 ¥ 2L, (EAEMRIR T R IIPE - M€ 18 . SCIRIE, GATA3 fE
FUIMER SRS BE TG, MRS — MRS TS R &R . RS [25]% 8024 N5
FUIRE I NARE A SRR BT T o8, KB GATA3 25 A5 FUBRR NS A XK £ 3
o SCHERIRGE GATAS n] {2t s 4 i85, (et iodaan i s, (et sE. SR, GATA3fE
I R F 19 A AT B & — A ST R TS R 25 . KIMURA [26]38 58 % 3119 42 3 s AT Ry, 45 3 SR
GATA3 5 ER HEH/KF 2 IEHX, (BXf ER & A (ER)FHERILE 4T & Box GATA3 5 ER EHAMI X &.
GATA3 & — MR BH UG M EERbR, SHEMEZARER)ZE VMG, HHTILRAUETEIEH GATA3
ML TG T

2.2.4. GATA3 54 BERTTR N

PEARIEE ER PHYEFUIRE -, GATAS IR RIA 5 N /WA YT I BUEA7 (£ 3% — & 1195 & . AGEDI BOTO
[271%F 166 44 M 2R 52 1A (ER) FH M S M 2% 52 AR (ER) I M 1 7L BRI 9 NEAT 200, &5 B 5n GATAS 7Eth
TG S5 AL FR AR 2 AR (ER) B R N P s 3 B, LR RAE TR R, 8 GATAS3 Al g5 ER
+ MhBEFIF TS E IS, ATRESCN— B T8 T 7 U0 2 FARic) . YANG Z5[6]/ERTF 5T GATA3
T GHARBIAL T BURE 2 IR0 RN, AT R I GATAS 295 B 27 58 4 LB (X ik S F500 [ 25

3. SOX2 5F BRI X 45T
3.1. SOX2 4=

3.1.1. SOX2 L& HaF T Bk

SOX2 #& SOX (Sry-related HMGbox-containing, SOXB1) X il 71, i T 3926.3-027, & 317 NEEIR,
4375 343 kD. SOX2 & ESCs Z e /AL %Ll 19 (K 7, I OR%F ESCs MURHE, 7ERHIMEIG R E . #h
ZRBRKEMBEEE PRI EEZMER . SCEIRIE, SOX2 7EMIR4n i h =ik R, SR
MFIIGTE . (228, Hefe. PR T A T HEPIAE B DA ¢ [28]

3.1.2. SOX2 ZABREPHRIER SFRESH Z B XHR

SOX2 fEFL M rhRIA %N 38.18%, &M THFHL, EREEAETRIAZER 22%, £F
E P I RIEZR N 44%, 16 bR R FEFLIRE I RIE 20 43.3%, 1E HER-2 BHPEAGE Jis BY FLses h 3R
KA 13.3%A1 10.6%, i £ = I FLIRJE (triple negative breast cancer, TNBC) 5 & MR 4 b () ik %
7393174 52.08%411 79.17% [29], SOX2 f£ TNBC H & fls 1 5 AR Jis Y 2 [ I A B A XA [30]. Bbhbh, &
THE R, SOX2 m#FKIAE OS K DFS il UIMoc. (X 237 4 =B AL IR B 35 B0 — ik 7 b R B
SOX2 £ = [ FLARE B h i RIE SIRDIRZS, TNM 2031, WESRIEHE IS, X —4S
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Hewtsi N g5t 2 — 2.

3.1.3. SOX2 EFBREMAIEE. RESEBHAER

SOX2 ¥ AL A K 7 THLE AN . A58 P RS s BN o Rk HoR, K
L SOX2 (s RIEAEAE AR S + G, /M HIZEK.. GO/GL Wihnik. G1/S Wikstk, ibwliffiz
cyc-linD1 (CCNDI)HI#ESE K, ARAs R 40 g . G1/S H%E4k . WFFL R, SOX2 JEPKKIA N w21
SR AR A K, HALHIATRE S p2l1Cipl. p27Kipl SHSEH 74 5. SOX2 mlifi#% miR-181a-5p K&
miR-30e-5p/TUSC3 {5 51 #% - SOX2 1] {fij#% VEGF-C [ 1A, H rl 4% VEGF-C [13&IA, 1 4% VEGF-A
(RIS 328 17 52 i P 0 L bk B 5 5 8 . SOX2 7 LA 0 e o 11 o 308 15 g PR 5 B8 5 DA 6 [31]
L SCHRIRIE SOX2 FI % Twistl /5 5812 & MMF3. MMP2 351, #Eiie sk LR % . WANGY i
BT SOX2 EFL R R IA TR, JFEE AL IncRNA-PVTI {5 5@ 4% sk 8 i 7L e (1 B 7 Bk 11[32] .

b R 1A i AL (EMT) 2 — Fiols AR 32 3l bRz 40 B 1% 4k 4= 28 1% 1) 53 40 B 1 0 F2 . SOX2 T\ i 4%
Wnt/p-catenin @ %, S5 1 5 A (6] 78 53 40 i 5% AR (EMT) . 33E M0 2 5 e (132 1 R % 8% [33] [34]
P13K/AKT/MTOR #2& FLARJE 1) — 4% B85 5345, SOX2 Al i1 1% 423k M L 3k il (1042 28 M6 4 [35] .
LIUK & Bl SOX2 A% miR-181a-5p & miR-30e-5p/TUSC3 {5 S, HE M #2 s (i i A %
TE/N AR, i) SOX2 ik, 7T &3 PR NI BURRE /1, 1877 SOX2 T Rg e FLIe & A8 K 146
)7

3.2.SOX2 FEABRBEALPHRIEREN

3.2.1. SOX2 EFLBREISHh K {ER

SOX2 & X k& HEE AL (FOXANM Bl i 4+, FHul i FOXAI &1k, SOX2 5 FOXAI 3t
) I (1 K5 3 LR 03 2R B vy, DR R 7 3 P s vl B 35 B T LI K2 B R [36] . b Rz e S ME At
KP4 (EpCAM)Z I PR B MR 4, W7 I SOX2 Al EpCAM 7E = BV 7L s 40 i 38 2 &
ik, BCAMIE SOX2 Fl EpCAM 1 Ay — 11k FL IR i 7R S [37].

3.2.2. SOX2 *FLBRFE G RT3 Y R0

Zfh IncRNAs 41 ROR, HOTAIR, H19, UCAI, ARSR %% SOX2 [f3zik, Fxh 3L iz
GRS =R B EL MR [38]. BRI 53 SOX2 3Rk, 1458 NEDDO f4: sk 3Rk, Mgt RACH
HIF-Lor 438 55 fih 38 4 () 3 7% S AR 28 8 11[39]. IncRNA ESI 2 SOX2 (M E 42, ik ESI A i@t )
OCT4/SOX2 ffk%, HETMTHH R4 miR-302/miR-106b (K35, T 5 s & 2E & J2[40].
linc00617 & b B2 1A it AL (EMT) S Ui 41, H T ii#% SOX2 gk 1 52l fif e 4 i 1102 i 5 % 7%
PR AT S NPT 2R R BT EAR[41] o B IR SR B, miRNAS & — il L8 J1 iy s
23, TANG W [42]%5:0F 78 & B miR-145-5p AJ LL N i SOX2 KRk, Ml &2 B R FL IR 4 R i AR K

4. INESRE

LR A M 10 L R 1R EE K0 « GATAS FEFLAME T2 — N EERE ST, EIEALIRIR K
R EEEZEERN . GATAS MRIAKFS5MB AL 0 m, MBS B s, MgAR, ER Al PR
KRk, HER-2 mRIAEH Z= A K. GATAS REATE MR AN ML 704k, JFB8iE e P2 5L R 7 71 52
e FCZ v 7% . GATA3AEA— Pk B IR bR 4, AR HAE = B M o (0 B S A 2 WL mT T g 1)
BRI, IO TR A0 E R RS TR . SOX2 EFLEELI T 52 A0 TdAm o, (HEE
BUHI ARG, Rt — DR . HAEFLIE T R IA K 5 G5 . 1R28. e i 245 1M B UIAH 5,

DOI: 10.12677/acm.2023.13102314 16539 I IR = =23t e


https://doi.org/10.12677/acm.2023.13102314

B2

FEFLIRRE R W 0T RPUREIN P B AR SRR, TRER — IMBFE R 20707 SEAR A T 4 b
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GATA3. SOX2 Mt xtg sy, —FHE EMT BUIMK, Rzl 7 IR KL4etl 1R 2E,
B2 5| IR B i e 7% o P 2 0 = Bk FLIRE 0 L T ARICY), A R O = PSR B (1 254
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