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ZEB1 5UP& FEEXTHAHELNMRER

Research progress on the relationship between ZEB1 and chemotherapy drug

5.-
3

resistance of epithelial ovarian cancer

Bz, 50 FHBEHKXFHENBER @B % RBBESANBIRGLHAAKEINET LT
F,% @7 530021)

[ ] U3 L7 (epithelial ovarian cancer, EOC) A& G R R b 5 By (10 35 Bl , 78 1047 B S BIR 52 1) P98 440 fa ik KA I
e 4 AR BRI TR AT . Z2HUIRIRATT 45 SRR, EOC 38 MR 52k I i 51 Ay W R 24, 5 300U 22 Vi FE 2R
. BER E G455 [AYRHE 1 (zine finger E-box-binding homeobox 1,ZEB1) /& 2 F R & A=« R TR FE RS AR 28 1 25 B 3 1A
F. ZEBI nggi i A4 b 7 18] 51 %% 1k (epithelial-mesenchymal transition, EMT) I . JE4a A% RNA (U1 miRNA . IncRNA) {251
YN LI 24 5 B Ah , ZEBL 38 Al A1 3 p73 A1 BRCAL AH K (W R WAL 112 2 5 09 U (Wi 245 . A SCA ZEB1 I 2514 5 4 B T e 12
G e R HE R e ANAE B SR T 24 R R4 P 2 C T B8 S (R LA e AT Dy O 80 AR 0 S IR 0 55 5 T — 253, IR

69T BOC TR BT 6T SRS

[RSEIR] URER b o s AWOTT 24 5 546 B R4 & RIVRAE 15 b IR BEE Ak ARG % RNA ; e W% 5
[hE43S] R737.31;R730.5  [XEAFRIREE] A [XE%HS] 1007-385X(2020)03-0327-06

9P e — P RS P ZRER . 23
Wi TR, 2 S EARAE R LN 47% . K25
BN SR T L 4, BR SR 7 96 (epithelial ovarian
cancer, EOC) 2] 5 JIT A7 51 L (1) 90% , & I R} b
S5 B () R H AT OC T EOC I —ZiByT /2
DA fih 96 20 i sk K AR R =, R S il DL SR 25 B 542
BERIER S A0IT o FESRIR I, S AZ IR /B0 2R 2454 (i
B REDALIT X EOC 3 1097 R I BN R, K
ZHUEE WG LA M. SR, bR R ) B XS
B J5 18T B & BHER 2 L T — Bl A b AR T T 2
P, 3% 7] BE 55 R e 0 A ) 24 R R BRI L R X
29 S5 R T IR KA R I A 22 R L A
KO, i 245 ) AR R FE AR S RE VR T I E L RAG Z —.
B UE SRR B, BE R E B 45 A [FURHE 1(zine finger
E-box-binding homeobox 1, ZEB1)-5 & i [ it 24 14 AH
Ko AR HEMZEBI 5 5) ST 25 1) 0% 2 L 50 O
LI 24 FT o] RE P S AL DA B FLAE D B S8 1 A
Yks BRI D)5 T7 H HEAT A, 9l R VG 7T EOC
FHHTHIR ST TR

1 ZEB1WZE#HS54%IBThEE

1.1 ZEBI1#44#

ZEB1 H Zthx1a JE K gwt , i 52 00 4 fo A% 3 5%
[AF. ZEB1(JFFK TCF8.0EF1.BZP.AREB6.FECD6+
NIL2A. PPCD3 . ZFHEP . ZFHXI1A . DELTAEF1) {if.
F NGt 4k 10 5 %8 | (location: 10p11.22) , J& T
delta-EF1/ZFH-1 C2H2-type #¥ fe K it . HEEMEH

2 ML (1) C2H2 BUFR 7% , S5 TC AT CACCT(G)e-box
Ja s e AR, I E — AL 2T pouo
I [EJR IR, B = DNA &5 515 7. ZEB1 A E A
i (145 #9318, 4455 Smad- . CtBP- 1 p300-P/CAFinter-
action 35, 1X L8 25 Ry 3 A7 B T % ZEB1 1) % 36 7%
Kk, R ZEB1 . ZEB2 [ J& ZEB R TE s W i
i it 5 CBP 4 i) 5 B AH ELAE FH If 7= AR (1 e 3%
R 7, 2 H A ] Ll i 5 p300 A1 P/CAF 454
i IR 7 PR R EL A PR SRS R S o TP OB S M T
EMT 42 e g 3 2 1),
1.2 ZEBI# 4 2t

ZEBI j& — MBI X R+, e il LB S
AN[E LR S 31 X E2-£5[57 -CACCT(G)] 551 45
& PSR E M. ZEB1 7E EMT.DNA 8 & .
TG B A 1 2 0 iR 15 5 G g2 40 ) S T R 7 R
EH . ZHANG %5418 1 CSNS il it #)1 ] ZEB1 1)
B2 fe {1 330 5 4011 B e 1 5 7% R EMT ; KREBS 251 2
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RIE T SR P 256, ZEBT SRk A H0H] T bR
S M 1 e RELRE T, R e R A A T B . i
JoAH DR R T 3 2 T B 8 7R T ZEB1 /£ DNA 45 4%
Xif 435 Jg e 4 B AT VE 9 DNA 8 E 5 700, OCT4 15
S BE A EMT %5 577 ZEB1 ) _E 3 v] 5 5 o8 4
HaHt PD-L1 (I3RIA , 37 e 40 Mo 75 2 78 1 A2 T
REATTE o 2L B BEATL 1)1

TEW A sh ¥ , ZEB1 45 3 A4 i X1, Zone-1
TR TR A 1) 04 . WU S 5L R, 78
T 4 2 1 9k B2 B | 195 7 (T-acute lymphoblastic
leukemia, T-ALL) ZEB1 A 1 75 T 4f it 7 1 B Zh 88 -
A K I Zone-11 A #1115 14 , Zone-111 5 UL 7346 F
S0, LIZEIHE 5 K B, MYOD _E i miR-223 i@ id i
il ZEB1 BE e 2F VLA M 73 A . b4k, ZEB1 1575 37
A RS BRA WLA R A R RO VB R BRI
TEF, B RROR Y B B L S0 52 4047 » 72 i B UL P A B
[0, NINFALI 2408 , ZEB1 7 & Py Fl 44 4 LA
5 MYOD1 J¥ 1 B B P 40 i A e mp 452 2 %) 77 =2 42
F LA 25 45 A0 5% FE IR (Fbxo32 A Trim63 J5 31 1)
SRR LA S T 2 4 4514003

ZEB1 fEH R RIETE B K B i A2 kK #5 E
EAER . A MR IR, ZEB1 K 2845 (1) /)N
B HH AR 5 AT BB TR 22 A PR R v L 7 ) i
T 4 R e R 25 Tl B B8 R B B, JL ARG o BR
U CLAN , ZEB1 38 AG 4 ¥ 1 fibg B e K% A 33k e g of 75 A=
HIAE . LEDUC-GALINDO 250994 7 HIF1A .
ZO1 % ZEB1 mRNA Fll ZO1 2K [ 75 1 Py IfiL Fisi J57 e
LR G B, RIAE TR (PIRAS R , ZEBI
M ZO1 mRNA ik = BEAH K . LIANG S50 ILAE If
B E A A (vasculogenic mimicry , VM) 45 i 9 A AS
W, ZEB1 fyE I R ARIE L B4 3 E R ARIE T
Wi s ZEB1 B bR J5 VM BT RS2 30 40 1), 48 i 38 284 4k
AR T ZEBL IR YA SIS TN PR 41 i Ak
MDA-MB-231 VM F1EMT ¥ i »

2 ZEB17EDRERAELXRPHMER

FHICHTFLIZR T, O B e ot B S 1tk %
YRR L 5y R AL fe 3 B0 SR B TS BRE
JRR Z —. ZEBI 7] LL{l ] E-cadherin [ % ik . E-
cadherin x& — £ SR LR I DR 1, 24 AR R I8 Bk
SR T ASE fe e 4 M 22 ) £ b B 92D 5 5 B4 B TS PR 18
B, HET R AR R 5 5 P. BOC H EMT J# % 5 it
Je8 A0 AR 2 1 e e T PR AR A 2 i 24 1 A G IR SE T
GRS B Rz AR S b bR — AN SR k4T EMT Al
78 Ji - b % ¥ 1k (mesenchymal-epithelial transition,
MET) ({1 7%, HIX SE 40 i B A7 al 1. ZEB1 il

it EMT i #2 7€ EOC % #% vt A5 QA AU+, LI
SR T T Cire-CSPP1/miR-1236-3p/ZEB1 ffi 75 51 £
Je& R HIAE i cire-CSPP1 i@ i 17 miR-1236-3p, ] 55
7 miR-1236-3p X} ZEB1 4l /F A , 2k 1M {2 3 EMT
UM S K . Ak, — SR B RNA (4 mi-
croRNA . LncRNA) 1] # ] ff #25 ZEB1 3K 52 Wi G 8
W RAE R FER8 [ 1R 7% . LIANG 2527308 IncRNA
PTAR 7 i it 5% 4+ P 45 & miR-101-3p 1% ZEB1 &
K RO B EL I EMT MR 2856 #2 . PTAR 1E
N miR-101 [ 5 4+ IR RNA , 24 PTAR 5338 %1%
B PR miR-101 B R IA FE 1, R I #Y miR-101 7]
2 ZEB1 KAR 23 Ovea 41 ffd 5 (1) EMT F14H fi 1= 28 %
% . GAO S F ik i T K 4% 9F %% 3 RNA(Long
non-coding RNA ,IncRNA) MAGI1-IT1 j&@ il 55 4 M 45
4 miR-200a, i ZEB1 1 ZEB2 R AE i# EOC %% # Al

R7%.
3 ZEB17ERER T 2SR EER

G S 0 e AT A I 2 1 i 24 2 BN B A
ST E B EAS 2 — . DASARI 25058 o, O S
HRAFTE 25 AN TR B S 51 ) R g R 4 44 41 Y (cancer
associated fibroblast, CAF) V. #¥ , 1X 0] 5 X G 5 % 4]
M2 28 R A% e A SRR, S 25 4H G

ARG 3 R AR I T 24 M R AR 28 M e R 2R
B[P H OV REAIE , AR R R E AF DG AE T 1Y) o B R0
EMT if5 5 {54 01| R 7 ZEB1 A2 X 24 i 72 rp 1 5%
SRR T, G e R A e ) OS5 T
P 2R A7 R PEAH 45 4 1T R H5 /B FHEY. MITRA 25575
FREW , ZEB1 S K TE % S EMT A 5 /TP A
2y R FE T EEAEH i@ TGF-1 9K3) (1) EMT AJ
TF1) B 5698 20 B A% 336 T PE AT 257 . GHERMAN 2505
T 5E R 30, I Jeg v 97 B 24 1% 1T B 5 ZEB1 F1 ZEB2
I RIAA 5% ZEB 7R U S R 5 B E B
A A B TR AH OG5 AR a3 ik e o A AR s AR KRN F%
Ji 87 AH 5¢ B W 41 i (tumor-associated macrophage,
TAMD (K #t ZEB1 & 4% {2 % {E H , CORTES 25599 ¢
TR, TE NS /N RS b, I ZEB 1 (+/-)/N R
3 5 1) TDSRI 2 Ji XeF M5B 17°) S0 M v 1 D 26 2L /N
P 2> B IDSRI A . [FUFF: , FH 7 A2 284/ R TAMEs
AT A4 ) 25 1F 35 3% WK (conditional medium, CM) i &
1D8 4 A , 15538 £ L 6S I 58 B A i 251 . b g
F U, TAMSs 7 ZERIA 5E B IKF- (1 ZEB1 A Re 3 5 i
IR IFAA PRI 2450, ZEBI 1) 56 38 635 5 O S i 24
K . SAKATA ST 5T 4E B , ZEB1 [ WL it % 1
5 0T A 2 T L 2 1) O B AE bR D, TR &
ZEB1 1] fg 1 53 3 W I8t A% R 4% O S0 Y 25 . [RI
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CUI S5 PV B 58 R 3N, 7E IR T 25 1Y) SKOV3/DDP 4]
i dt ZEB1 FF i, H R i ZEB1 7] 2 35 FEAR I 45 S
(A0 BRLA7 3 2, 38 00 175 S (R 4 BRI T, 92 ML
FHFMAMMTEARZE. XL LR, ZEBI 13
1555 P BLRE T 2540 9%, ZEB1 IR 3R 1A 1T BE BFAK P 5158
TR 24 240 RO 6E T MEA B T 24 1% . et T 45, ZEB1 Kk
L5 00 B 245 80 OC , AH i R AR AL A7) 75 2k
— .

4 ZEB12 5008 ELTIZ5A] sEa01ERHLH

4.1 ZEBI 7 #638 i2 EMT % 97 3 J& at 25

FESEANEI A 7 ZEBL 4] 2 VN R MR 1R 28 %
F LT 52 AT 05 S R IR AR KRR B il A
S EMT S2BLEIMS . EMT A2 5658 Bk 1 S 5
A UR e I g 2 2 i TR) G B AR 1K AN T B 1) b R
Y1 M Ak R P B AR B VE R B A0 . EMT ROHFAE
2 R R T R0 E-45 FE R A Th g e ok, il
R (A5 A AN e B B AR RIS R A L FIN-
LR R D KT SR B JFURFAE -

ZEB Z i (ZEB1 M1 ZEB2) 5 EMT A%, 1] L3
E-F15 Rl 2 (1 ARk, AT A b Rz 44 i v ] i 200 bR
BEAL, B S SRS I HHDP IR, A, Bk %
(UEHE R B, EMT AT i 40 B 14 B RE AR AIE , (45
JR VAT 25 A K . IR, ZEBI1 Al g2 IEi EMT i
RS 5 IR YT KA 252 Rt f2 . QIU &8
W FE A I, R AE P S b B A BUBE AL TN 255
SRS, HIEIT miRNA - SH EMT 2, il 7
Fr &4 E-cadherin F1_E 18 (8] BiAR S 8 H/ZEB1 I
TR S Sox2 . Oct4 F Nanog i ST 24 .
[ i , MOMENY ZE95F 50 R , IR i oK & Je & —Fh )
LA ErbB SZAAR 254, REIR/D U S AN AR K R B
T ARDTLL A ST . & Rl K EMT 341k
FrEH ZEB1 . ZEB2 Al CDH2 (4ihdh N-45 864 15 1) 3¢
LR PR OY B b R 1 20 B T B AR 2%, AT I8 3] sk
/L EOC i 5 R -

BrUbZ 4, SAKATA 5558 $2 41t 7 5P 559 41 i
of IR iR 24 AL 1 14 8 WL f# , ZEB1 AT B 2 5 EOC
() 55 7% F S8 A2 BE i 24, #1011 ZEB1 7] 380 %% 18 M 4k
I TR 24 99 5 0 4 AR 1) B RS KRR WK R RS I B
SR, ML) A VB T TGF-B i 5 5k E 18] Bz )2 1)
MR M TGF-B 7= 42, F 8t 7 B 38 TGF-B. 1%
¥ W 25 44 Mo b, TGE- Bl S 30 T BE R Mk
Smad ) [F] ZEB1 SRk 5 . bk &5 LK B, TGF-
B A1 ZEB1 /& EOC 4H Jfaifit 24 (1) 5C f . EOC Al ] J )=
T A 58 20 i 7 o 2 (R 1) 22 9 13 TGF-B H 3) il
BOR AR R, 3R U R ZEBT M 88 N, & & S5 83k

73 1 5 72 W Ae ANON SR b R M KA RE T 2
42 @it 3E %45 RNA (miRNA. IncRNA % ) A 4= %
v JF IR 2

ST iR T 24 #4052 A BIE 9 R 2 1) A A g D
RNA, 3 5 miRNA J IncRNA. miRNAs #&—J
B P BEAESRAS VR PE RNA, 7] 5 mRNA )37 -UTRs
G BRI SE/K R Z A EDIRE . mIRNA 2
5 KR, 325 K 2%, HUH 0 i
KSR QRT-PCREGA, LU 15642 BTt 245 SKpac
T & H miRNA BRI, K T miR-591 (1)
H ) ZEB1 5 59 L0 20 i AN S8 R A AR o ) R A
R 256 5% . KA EA IR 22697 N S 1
— &7 T BAE IR 2 R 2 5 35U 6 20 P ot it
YR 25 A0 A SR, K25 K RS
PHTIARSG, DL R IS4 96 97 I il 88 4 B 131 W 1 284
ST 251X — i FE ) 4k . ZOU SO0 78 R B, i
miRNA-429 7] & 3t EOC 4 ) ieH iy skt . ik 5%
15 miRNA-429 & /b 7 H Wi A 5% 85 3 ATG-7
LC3A/B ik, % B miR-429 %k ] fg i@ 1t i 5 ) 8L
e 24H R 00 TR 1) [ W R 3 ) 0 B g 4 %o MR 1
BB, HAE A PL o] B8 2 miR-429 1 I T~ #8 2 [A]
ZEBI1, N ZEB1, AT B3 17 5% & 45 400 ik [X R
(1) W AH G J55 BRT PTEN F R 0], {72 e i 247 24 i 11
PI3K/AKT [ Wk 388 5 52 S0 ] , 10 A5 JH T MG ) 80U
PERS 0o

FHICHIF 7026 B, miR-200 ¢ i 8 o #1512 E-
cadherin % ik [ ZEB1 Al ZEB2, j& EMT/MET HJ—4
A TR B T . MUTLU #9338 7 miR-200c¢
AT miR-200 5% 1 A HoAth miRNA C4E A e85 1 EMT
& AU 11T O S e 20 R X B e 24 4 A R AT R 4
U, ¥ UL T pre-miR-591 [ K A2 BE i 24 SKpac 4 Y
JE 1 0 A T AR A 4 BT R AT S B, 1S A
T i 24 SKpac 40 Jf i 0 B5URY, IX e g5 SR B T
miRNA RE 0 R e (= 28 11 35 5 P O S8 200 i Py
25t A, IncRNA [F]FF 35 31E S0 EOC i 5% 4 1
FHE28, GAO 252 5% f2 7~ » IncRNA MAGI1-1T1 7]
At i@ it miRNA-200a £l ZEB1/2 SR i2E U 88 | Je g %
211 ceRNA, ZEB1/2 1] §E 4t 2 5 1% 38 % 1 B2 22 R i
B, AHSEWTRRPIE B, IncRNA NEAT | (B 5554 5% [H]
T D% € N miRNA-94 i ZEBI §) 4> T 145,
NEAT! ff) 38 i miR-194/ZEB1 %l K 52 Wi 45 42 17
755 I 48 B i 08 T, AT CE T R b 3 5 4 i 0 5542
e P B
4.3 ZEB1i# i 4 5 p73 #2= BRCA1 48 X & i 4% 4
=9 R a2

p73 72 p53 M 2 Jk B 51 , GARUTTI &5 i 5T &
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N5 p73 7E FL MR A AT A S s R TR R [
i), IBRAHIM 2690 FLUE SE T p73 e dm g (2 98 128
H fEVF 218 0L T 54007 T 2545 5% 5 A 30 O S e i 24
5 BRCAI1 F1 TAp73 [ 3 W8t % 1 4% 8 2% A7 ¢, H
TAp73 1 b 1 2 38 3 4% ] ZEB1 %% 5 40 1) K 1 1)
DNA 254 (R M A& WL 5 1, IX 0] § /& BRCAL
SRR IR AT U ) — AN E LR R . BRCAT B4
{14 N SR AE p73 Y42 XN IR H o AL iR 45
X 3L FE p73 B 40| K7 ZEB1 1945 44 51, DNA
1 H A BHLLE T B A 40 R - ZEBL &5 &g 0,
FEZEB1 45 & ARG AE L p73 WAL (TAPT73) 3R
TR IGO0 , a3 T S N SR B 2 . R A O R] ik 4%
PETS S BRCAT BRI 1Y) 51 559 40 i Tap73 IR JH T2
B SRR BL IR, T R Bk TAp73 AT {2 ik BRCAT 6l b 41 i
)R S P 24 5 DA w82 0 ALy Uk

5 ZEB17EDPERERISIERTETUN 80 R A HE

5.1 ZEBIAEA I L 45 WARE 69 7T e bk

B K HBR 22 TR UE H5 12 B, EMIT 1) 7 5 3 A 7 i
Jo A A= 2B 7 h it B EE M . ZEBI1 A& EMT )
&Y K T, 7 EOC 41 g 7 ZEB1 PH PE £ ik 5
32.8%, 55 B B R 4 WA S A O s 2 IR & i
T, ZEB1 FRIE & UP B 5 4F PFS (M7 fE G IR 2%
7N ZEBI1 1] BEAE I 142 28 11 U1 598 3 8 o o #5 O%
HEAEF 5 Rk, ZEB1 AT /E A EOC 697 - A T
FITEERE 5 . FUKAGAWA 5995 58 7R , EMT #55%
FH K (SLUG. TWIST1 . ZEB1) £ G £ 98 41 fitu h
(R, A RN  J I T P R e
% B4 R g , R BLLE W41 b ZEB1 2 B 3 R IR
A& . CAO %™ X # 7~ | CCATI1-miR-152/miR-
130b-ADAM17/WNT1/STAT3/ZEB1 4% M 2% £ EOC
Yl f 5% 7 B ) < B 1E H  ADAMI.WNT1.STAT3 %
ZEB1 H AR AR AT —F 85 [ 1) R #B AR H 1) EOC 48 g
() EMT R AR 2%, N EOC (132 W AT 4243 1 7%
TEIEDIAREN) o
52 ZEBI1 A4 97 £ %77 K ATG 69 TN AE B

EOC J& — 5 ot P (1) i U4, BB 3 VR 7 A
K I R A R 43 B 3 e AT 25 7 AR T
7. DAVIDSON %5 5 2 7~ , Y% % 5 1 )X ZEB1
RIEGWIT AR RAIT IS A O, $2 1K
TE 8 R ZEB1 AR 5% 8% 1 S 1 O S0 J8 AT
ROR Z (AR W), DL B 35409797 2. SAKATA
SRR I, ZEB LE SR b8 v i 0 0 AR
G RIS B S 0 BT 7 £ EOC
HZEBl RiIE5E K/ RAEFRIRR, 4R
N, ZEB1 H /5 R 0K 1) £ 3 0t Je A A7 B R A

72 /£ BOC 4 s Ak, 55 ZEB1 RIS B 1)
B, EOC B#E M M AE A ZE . FRGRRK
], ZEB1 PHME 2 0] BE A2 Tl EOC &% Joidt e A=
EIA S B A A R — N8 F5 . SRS, O
P A A PR AR B A IR AR T I R R, X
R Fe i Z3 L (R A RS R, 4 FLt Fe s ok 1
PRI

6 % B

ZEB11EN EMT W3R ) [R5, 75 i e (1) 3k e Fl i
P HEAE A . MR B AR R R R B AR 9T R
B, ZEB1 A 2 P A 8] (@) BL ) R 18 759 98 A 14 A0 97 T
2, IX ] B2 F AN ) 1) s B i R ZEB A ELAE
2 FAFEE AN S W T 00 898 5 , ZEB1 /]
AEE I EMT 4% #i A E EMT A& 86t i AL i1l (21 miRNA
BB A% IncRNA [ 245 R MBHE RS 2 5
S AT 25 (H H §T, % T ZEB1 78 51 S 4k 7
i 245 AL 1) A B4 G A7 A B 2, TR IR 0 T R AR
I IE ) R B AT AN TE 2 . ZEBI WAl PR A 5P L
S AT T 24 1 ) B ARV TENL A e — D . i
2R W] miRNA-429 # n] '~ 1 ZEB1 R 1 5 51 5198
TS 245 200 M 1) RO, (0 LR B T AN 48 . B H AT
NIk, R ZHOE T ZEB1AE N UE 1236 TS DIF
IV 24 () A= 0 b P (R B T 2R1 0 1, B TR
AHAGE B, I 2 25008 3 K 1 R IR N BIE 98 AR = 1
15 AR A I ATE B

[& £ 3 #]
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