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Abstract: Ovarian cancer is the second most common malighant tumor among young and middle-aged women. More than two-thirds of patients are
diagnosed with advanced ovarian cancer, and more than 90% of ovarian malignancies are derived from epithelial ovarian cancer (EOC). The initial
standardized treatment of advanced EOC is maximal cytoreductive surgery and postoperative cisplatin and paclitaxel-based combination chemotherapy.
How to correctly understand and prevent EOC to improve the treatment effect of patients and reduce the drug resistance of chemotherapeutic drugs is
a problem that needs to be solved urgently in clinical practice. This article discusses the epidemiology and pathogenesis factors, molecular mechanism
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and chemotherapy of EOC, and provides theoretical basis for clinical treatment of EOC.
Key words: Epithelial ovarian cancer;Malignant neoplasms;Molecular mechanism;Chemotherapy;Drug resistance

Y §595 (ovarian cancer )& & P4 TS B H ULAY
AN 2 — | BRAER K12y 13.15 7, i 4z ERO
HURIR B0 28% LA I, B UK T8 S T
A OE SRR DL R R WL, HR R
ACNEAE FE AN bR, b I Rz PR B S8 (epithelial o-
varian cancer, EOC)FET -3 (5 225 0B e 19 &5 17
P B PR A AR, BRI, Al EARIA TR K B
16 EOC, VAR i i WIS W A v s R S M Al
R I MR A (1) [R]85, A SCMN EOC I A T " S &
R Z o FALE S A 2E36)T = O e —25ak, R
PR W12 KRB iR EOC $RALES K .

1 EOC Wi TR FER & RE R

B 9 S T HJE EOC & 4 Ak A i rp fe B iy
FIERIE o PESETT, 2018 4F- 3¢ B e (51124 22000 4],
LT NELZ) 14000 A 5 BRI B 384 51 S8 95 9 451 v
65538 4], Her 42704 AFET-®, EOC 43 M s g i
P R AR 32 D AN MR RS RO RN R A
I NEIEE | 1% BELH IS R AR T2 s R A A= )
AT N . REHEOC A WISk B L3,
B R TS EOR EgE CIY)) , sids 8% 2 &5 LL AT
A DX 8K, Tl i 5 4 R B ML IV 390 ), i PR
SR E BRI AR S, AR R KA R i
. Lu TP Z5Mi i 248 B Cox KUK [0 45 51 W
TR A% I ( HR:0.644,95% CI:0.436~0.952, P=0.027)

YEZ R T (1980.10-) , 2o, PR, i+, IR BRI, 2N A
B BT T AE

24

FEE A RE K /<1 em (HR:0.312,95% CIL0.170~
0.573, P<0.001)/& EOC & EZFIFLT INEHE N ER ., ¥)
B SEORE ST A R R I R 43301 T~ 1V 48]
AL I K s 20 it PR RS 3% B >1 em KR T
FMk L5 EOC Z L fal N & . % T EOC Y
R RIRRRIBET A, BRI AR AL S AR D R A
CY, AR A 2ia T SR AR S R IE  AA

2 EOC )4 FHlHl

2.1 SMYD3 SMYD3 (% set Al mynd Z5H4 2 14 3)
ST R AL R U R SR R E R e T
St FLIE S AN RIS 1) Bieg v R 1 e, kg e
1,SMYD3 A By F s i) &k A= S5 LR 155
e BT UIRE . R L F A LA 5% F R,
SMYD3 K g FIX BRI E R 75 (VNTR) I 24
PR B S35 04 A AR XU AE G, 2 B SRR A it A
K b 5 1 B L R0, Zhang L 4FBIF 5T & R
SMYD3 AJ 5 EOC 4HiEiyiERfiE 1, Py EOC §%
I A 25 S E— I SC SMYD3 #of B ek e ik 1T
EOC # &, AlfES SMYD3 4K T p53 & ke e
M S E R T AL (emt) A 5, FFIESE T p53
i) lysines381.382.386 J&: SMYD3 7z % fk it 1% p53
[ kA A PRt , SMY D3 A 24| EOC 4 fudsg
B RN R I T A A5

2.2 NF-kB/Mortalin Mortalin(grp75/hspa9 )& HSP70
RGN LRAR Y FIHMBEN, S 5F20REAR
Pr& izt P dopi iR RoE R WA 20



BE2E{% 2019 4F 9 F] 45 32 545 18

e

Medical Information Sep. 2019 Vol. 32 No.18 g R

AT EAL S5 Sl Y, F5E & B, Mortalin 76 K%
BOBNERE , WnZLARIEE e i AN e AR A I
JEFIE , nT AL e 40 e B, Oncomine fifRd %K
PR e 20 2 A BH4 5 (CCLE ) 43 B Al Ho 8 20 1k Y
0 B30 2R W M B S50 = 3R 58 Mortaling, 38 2ot
Wnt/B-Catenin 15 =i A i7F 9 200 it 38 78 A1 L Bz 1]
i) L A T S E AL 3 e QS L Na e e S Y A
FHOCHS, A A AT F IR, Mortalin 3 1 p38/MAPK |
PI3K/AKT 2 MAPK/ERK 25 Z Fli % S 1% 5 T B 541
T AN A TE B RS N2 U E . NF-«B 255t
PR 8l X255 W i sk 1 BT, 5 Mortalin
T4, i Mortalin A2 3 5P 5590 40 i 1
FEFERSE, [m7KF- 23519 Mortalin AT fEJ2 I35 B
HU TS T8 bR A Db ) B ik 2 — .

2.3 MED12 RNA A& T 5% 544 i W 3 12(RNA
polymerase 1II transcriptional mediator subunit 12,
MED12) J&yRd PAHIR it B 2298 15 43 F , MED12 %8 4%
W R B IR LR LT 4 T Rz 98 R 81
Jigdes e 7 EOC S AEAC  MED12 [k 5
e [ A= K R T 2 AR I 3k A TEAH G 5 ARy T 25 R S
1) MED12 7K~ T s oy e f 3, 6 W MED12 38 iof
W R AR K PR 2 AR B R T JH # EOC 4 1)
PRHRP, MED12 X} EOC HE 4212202 R A A7
AR FZ AT U — 20 IR S, DAVE A I3 BN 5L
I WU P A AL b i)

2.4 NR2F6 #%INJLAZ1K NR2F6 2 —Ff7 84 il 4 fit
968 IO AR I B 1L, AT A 5N e AR G /N B
FEREA A g, R A B 10 1 -5 oo 20 B e AR
JEHY T AU A M (B IL-2  1FN T TNFou) 56 8 4 ifd
PR B LR A SR, 5 1 8% B9 B3R 1T L 2 4RO AR L
B LR | Rz 40 NR2F6 FEak i B i, 5 Bk A 17
WAL W E ARG, [RIR, 3 BE SR A Y NR2F6 i i
L5 DDAL JH 8l 454 3405 DDAL #% 5%, 5 SKOV3
F1 A2780 4fififi #% DDAL mRNA F17& 14 i /K F- %35
W3 1JH ,DDAL =Rk SR MM L E & AR
X%, XEW] NR2F6 1 DDAL 751 S35 rh 3 fm] 14 .
Li H ZPF 5y 320, it fby7 EOC ZH 41 NR2F6 11
Tk E LH, HFRIRS DA C, NR2F6 4
FFE Notch3 5514, 2 EOC 4 g i ALy if
2

2.5 HAUS6 .KANSL1 #1 PRC1 Gusev A 255 4
AR NE EOC 11355 R 36 3k FN B 452485 A itk A T 4 5
L HRAIT AT Fe 4 S PR A SR BRAIFE, B T 5 A5 5k
AR SR LR, o 7 MR KO, an
Lrrc46 7E 19g21.32 .chmp4c 7£ 8g21. L) & prcl 7
15026, R ME EOC 41 2 i T B 16 & 3R
T HAUS6 . KANSL1 1 PRC1 =5 KL A F5E

FHAP A7 2253 2425 AR () HAUS6 7K F-Fifi Sampl
MFER MR, P25 T y- s E A A 22325
FRIRIZE4E, 78 HAUSG A RE 2 it g 40 ffd 43 S it
A VRS (I 0 o i DR B 7R SIRRE R 2 SR
HI, RNA I i 16 %5 4 43 #7728 B CRHR1-KANSL1
J& EOC Hey WA G, 16 B 80U I R4 e | i
SRR At LR Ak R h S e R B T
JHIRE () 2.7% )P0, 5 1E B AR AR L, it 40 AR A6
BAHCE H PRCLUANAEIN FAE 1 IF s AR )it
BEFEIR, FEARM R TR R s B g A b 1
T AL A ER, Sl B BUs A~
R AR,
3 EOC ML= 9T

M40 EOC ] U i AL 8 7 2 d5e RS BR B2 11 i
968 20 Ml K AR e A 5 NIRRT 2542 B R S R B A7
J7 % B IRE A AR KA B H YRR ] RE B b b, i
e 240 ALK K AR S5 5 A P 2 A5 A7 A 2 D SRR R
BEENIGKRIGHNEZ—. S5 MR d14t
B SEE AR L, TEER A i 11 J8 3 T et ), Dk
FEAEI DS, T EOC i w2 i B ik r
fF5 DNA [H]5E S S50 (AnsA2E 259 ) s DNA XL
BEWT LA 2, fERZBUERE s FIm IR e 2%
fie CERLIEHR KA . PR Z A CAL25 /K
o AHRZHREXRIT AR BEIR R AR N, HR
S 254 56, SRR TR R .
3.1 Pt EpCAM Bl Zh & Bim B 4tk R AH G 5
(AAV) BT KIRFRIREE Ty o s [t fnsom e, 2
— P A RTENY SIRNA RG Lk, SR, )z
B A 00 ) AR = 2 AU SR BRI RE TR Y 7 S I
PRIV o BRI, 4 AAV ZRARIG AR [P ) B ARR Y
22 BT TSR P RNAT S0 S 967 B SR Bl
FIH b Bz 240 R B 43 (EpCAM ) 75 4% 12 Jig hE 25 1Y
g AR, T BERE SE AR W R L
EpCAM HifkZE & 1 AAV LT 2 7 (AAV2) 2R 44 [
% EpCAM T£ K Z 50 i Fbeg A AL 5 Wb R A8 Ja b
B e B AR, AT ST & R, K S Pt EpCAM
PUikgh & BT ARG , 76 EpCAM BHE:fryEd /N BR
iR W IR R AR R Ak, ARG
ShRNA )% 3 [R 3 R Xt EGFR 1, 54T Ep-
CAM HTARZE A Mo 53 24K vT 5 5 i vf EGFR 3
IR R, DT e A e o s AR PN TR R
R T E PRI AAV2 2R i IR 3R 45 2
EGFR shRNA 7E /s 2121 b g B[R] Rk, AR P Xt
B 595 (%) R 45 P 57 R e /e
3.2 HMGB3 SR 251 4y (a5 AH G i = i 7%
FIE L 3(HMGB3) & -5 N S8 1 AR ALl Ao
ZED B R R ) O R OB SV 2t o I L 8= 5, e i

25



s

| & & BE2{7 K, 2019 4F 9 45 32 445 18 )

Medical Information Sep. 2019 Vol. 32 No.18

TRIT TS TELEPEMERE B, Mukherjee A 25845 1
] 2:f% HMGB3 F H , 75 ATR 1 CHK1 4 154
SR, TS T ATR/CHK1/P-CHK1 DNA #i45
{55, T IRENIG Y7 5 it %1 A2780/CP70
A B PR T, ZENTUEA TR 24 U195 g 200 it r K A2 00 i
JEME. Ak, HMGB3 JE RIUT BRI 50 1 X A A58 A2
Pt () SRR | BRI 1 X BV R AR SR, R
HMGB3 & [ (14 1] 41 i) 771) 7] BE & R#AIK EOC i 4 iy
B 2R 1 2 IR I 18 58 T 0 58 A2 B R PO T PE AT 5
J7 1], e R MR E AR RITE E R A%

3.3 MicroRNA SRR 2450 Bk il 22 ik 4 3¢
B, MicroRNA 51y SUsEA ¢ Wang Y 25PIF5E
KB, 5 IEARUR AN AR L, AT 25 /) EOC 41 i
2 3A let-7 FE K BT A mir-98-5p, 4% 40 A
DICERL1 i9 3'-UTR ] #l| 4 35 b4k, mir-152 11
SV 2 N3 3 B e [ 5 B 20 ) 420 i 51 RADS A,
FEMR NSNS T IAAHEDT, 278 mir-98-5p/dicerl/
mir-152 3 % 7E 75 EOC 41 M i 4A 4k bt v B &
FAER . Jin Y SEEMF5E A, miR-210-3p 18 1 #1 )
ZhEA E2F Bk R 3 1 3G 5 e i) SUE A | 3o
HUR AN G FEID S . AR T, LE mir-
200b 1 mir-200c AJ ¢ #F EOC 418 %L 1= ; mir-200b
F1 mir-200c 3@ = %8 [ DNA H 354575 il (DNMTSs ) 3%
57 A 2450 ( B2 HE 7] DNMT3a/DNMT3b, i i
LS PR A 1 )44 ) DNMTL), 28 mir-200b-
F1 mir-200c—41-5: 1Y) DNMTs T & A 3 3 384 i 9 40
L ) BB IR P 2 i AR SR, R RE X B IR Y e AR
AL

3.4 RBMS3 5254 EOC 44/ & 3
(RBMS3) HIIRFRIA 5 HBE SR E AR E EAE
FERASE, RBMS3 (3L w5 f5 , EOC 4 i Xt i
AT 25 R R BTPE RS SR, 1 RBMS3 ik &2
FAIK T EOC 4 AR N 4Pt Abyr i 1. RBMS3 i
i H4E S 2R BT 40 dk3 . axinl bachl Al
nfats FaE 254, FRME mir-126-5p 41 5435 S 411
W, MG B - R Micbp 5 516 S, £W
RBMS3 & [H i 8k A B FHi4by7 ,PRI-724 W] fig &
EOC RBMS3 Gt H & B — P i 7 AR Y7 A B
3.5 MR Z IR 5 R 25 1E e E Z R (AR)
257 EOC MunY3E5E . Chung WM ZEHR ] AR
R fie 31558 79 ( ASC -39 ) G I 5 A2 I A O 1 45 42 B 41
VLR AR EE 1 , 45 5 R B ARIGS B A2 A (AHR) Ay
S ABCG2 Y3k, 53 EOC M ik 77 %Y 40 it £
rR S BN TR E M URME AR . A RIS AR
B 36 I SRR 45 A 7E abeg2 3T i 3 F X 3,
XAE AT AR AL AR T AR FEf#Z18)T AR BHTE
EOC IfiL 3% 240 Y B A A HTR YT SR o A WF o &2 B,

26

FKBPS 5 AR &5 A EHE AW, M1 TXR,

FKBP5 AR % [ /%% 55 K Akt 3415 , FKBP5/AR
A Y ATREE SE R TXR L 31k K Akt 14 it
TRAR T2 M 9 200 M X 55 A2 B R BURR M L 3K 6 HH AKTY
FKBPS/AR il 4 0T 1Y EOC 55 3% 7 38 4 i 1 LA A

2 AR ALY

3.6 CD44 % PLGA 44 K Wi w5 5% 42 Bt ief 24 %

Yeongseon B &5¥AFF & T —Fiids B TR bR i i 2R (d,

L- 28R -co- £ 28 i ) 4 K 5k (HA-PLGA-NP) , %

SEAZEE (PTX) AL sy kb K B R (FAKDSIRNA 1R

PUALT? U0 U I BE PR 2 R G5 ; 5 CD44 FME4H

JAH H , HA-PLGA-NP Xt CD44 [HVE: iy 41 i i) 45
BRCRF R . HA-PLGA (PTX+FAK SsiRNA)-NP &

ST 24 i 40 e %) A B R AR TR, A EOC
HeyA8-MDR F1 SKOV3-TR A 75 147 ] 4171 ] fifrJ28 2411 o
K . HA-PLGA-NP 1ER4LY7 259 Fil siRNA 1Y

AR PRS2 RS, 0T DL vi ik EOC 41t i ik
ISP 25k

3.7 BRCA2 587 EOC k7Tt 25 BRCA2 J& R H 4
RGO HERSY, 29 50%H9 HGSOC 771E DNA
4403 [F) U5 E 2EAE 2 i b o 5 TR) IR A B A DG 1

BRCA2 5878 82 % 4 T HGSOC, A 3G (G HE IR £

527 (germline ) AR 41 iy 2 48 5l 10 & M (somatic . spo-
radic) . A 5T F A BRCA2 45 2575 J HGSOC 41

ol 2 B PR R A B 57 (PARPI) 15

TURPEIBR B . BRCA?2 #45 257% 5 HGSOC #%
U HIEAZRIARYY N PFS A1 OS #H ¢, 1 #7 4= AY BR-
CA2 = BRCAL % 7% 5 HGSOC (347 Wil )5 JC 5% .

BRCA2 it 5 I} ,PARP 75 3¢ ik J& PARPI L [7] 16 )7
HGSOC e #EHEFR™, Ashour MESH I 14 A
104 5] EOC &35, At d& A #sEnysh i+

BRCAL/2 5& K ) B AR N & F X9 )7 51 I 34l T AR

B L MIT T RE RN, 45 R P 21.15%0/Y
TAAEEURTE BRCAL2 2875, ik 72%I1) BRCA 2848
BETEMIN B2k, 5 S SN e ) B PR

BRCA A8 B A8 . #5H7 BUm I BRCAL2 87%
W S L B R A AR TE ' R A A 0k

64.32 1~ 1 42.43 4~ H , AR # R 56.63 > H

12224 4 H . i, BRCA2 2875 5 EOC fhy7 it 2
I

3.8 MyD88 £k EOC SEAZEENM 2y Ao R,

A TT%H) EOC S H FiAF17E L MyD88 /5 TLR4/
NF-kB/IL-6 15 5 % . 123 B2 7k P SR A2 B 24
B — AL, A 5 MR 4212/ EOC £ ik

MyD88 7K, 435l J& HGSOC(75% ) \LGSOC(86% )

75 W 4 i 7Y (50% ) 5 Y IR AE 51 (100% ) F1 26 14
(75%) . EOC 7¥ &4t & it b B 45k B 25 MyD8s



PE2A{5 2019 4F 9 A4S 32 4545 18 1

e

Medical Information Sep. 2019 Vol. 32 No.18 [

Kiho T ATRIERIY, R — TLRA 5%
= IS AC TR, — B2 TLRA 454,
i i 7% £k MyD88 fig i NF-kB /51 IL-6 [ 43+l
[ 4 A1 VEGF 1k, 1L-6 £ K £ % EOC rhid & %
ik, A Gr 1L-6 HE 1L-6 2RI Ak, 0% Janus 3
B 2(0AK2) , e HEAR 5 % S RIL S0 7 3(STAT3)
(TR Ak FAZ G A7, DT IR S A e 384 5 41 1 240
JHL Y T AR S AR A R TR Rl s L AR T 5542
PSR T H 1 R 0 M R4 T,
4 BEE

EOC J2& &M A AN AL T A K5 85 ey 1) BP0 firh
4, "I fig5 NF-kB/Mortalin NR2F6 Jz HAUS6 %3k
R I \MED12 2745 #il SYMD3 T {4 3¢ M b
EOC ) A bR AL A 7 2 fi A PR JEZ 1 e 8 200 i ik
RARBATG A EAZ B R RS ST I 5 N
JI9t EpCAM HTiA LS & i 75 4 14 .CD44 3K PLGA
44K kL . HMGB3 I RBMS3 T2k & 4% MicroR-
NA ik 2341 EOC AL fb iR 7 BUskik i A 2L
B AR AT 0 FRAER EOC 231 B 13T T T
PR, Rz EOC g3 BRI kAT 3 R B 58 A iR
M ARAIR YT T LR T T 25 25 T 780 i B
S
[ £8, R 5%, 7 4ok 2017 5% 4 5 NCCN 97 £ 5% 16 & 55
3% 45 dy AR [1]. 4 75 [E 57,2018(4):398-402.
[2]Colombo N,Sessa C,du Bois A.et a.LESMO-ESGO consen-
sus conference recommendations on ovarian cancer:pathology
and molecular biology, early and advanced stages, borderline tu-
mors and recurrent disease[J].Ann Oncol,2019,30(5):672-705.
[3]Kurman RJ,Carcangiu ML,Herrington CS,et al. WHO classi-
fication of tumors of female reproductive organs[J]. Lyon:Inter-
national Agency for Research on Cancer,2014.
[4]lLu TP,Kuo KT,Chen CH,et al.Developing a Prognostic
Gene Panel of Epithelial Ovarian Cancer Patients by a Machine
Learning Model[J].Cancers,2019,11(2):E270.
Blaniets M A AR F LABIFREERS LAY 0B X
SAT ] A E B 25 4 &,2019(1):30-32.
[6]Huang L,Xu AM.SET and MYND domain containing pro-
tein 3 in cancer [J].American Journal of Translational Research,
2017,9(1):1-14.
[71Giakountis A,Moulos P,Sarris ME,et al.Smyd3 —associated
regulatory pathways in cancer [J].Seminars in Cancer Biology,
2017(42):70-80.
[8]Tsai CH,Chen YJ,Yu CJet a.SMYD3 —Mediated H2A.Z.1
Methylation Promotes Cell Cycle and Cancer Proliferation [J].
Cancer Research,2016,76(20):6043-6053.
[O]Liu TT,Xu H,Gao WP.et al.SET and MYND Domain —
Containing Protein 3 (SMYD3) Polymorphism as a Risk Factor
for Susceptibility and Poor Prognosis in Ovarian Cancer[J].Med
Sci Monit,2016(22):5131-5140.
[10]Peserico A,Germani A,Sanese P.et alA SMYD3 Small -

Molecule Inhibitor Impairing Cancer Cell Growth [J].Journal of
Cellular Physiology,2015,230(10):2447-2460.

[11]Zhang LJin Y,Yang H,et a.SMYD3 promotes epithelial o-
varian cancer metastasis by down-regulating p53 protein stabili-
ty and promoting p53 ubiquitination [J].Carcinogenesis,2019:
bgz078.

[12]Mylonis 1,Kourti M,Samiotaki M,et al.Mortalin —mediated
and ERK-controlled targeting of HIF-1a to mitochondria con-
fers resistance to apoptosis under hypoxia [J].J Cell Sci,2017,130
(2):466-479.

[13JJin HJi M,Chen L,et al.The clinicopathological significance
of Mortalin overexpression in invasive ductal carcinoma of breast
[J].Journal of Experimental&Clinical Cancer Research,2016,35
(1):42.

[14]Sun J,Che SL,Piao JJ,et al.Mortalin overexpression predicts
poor prognosis in early stage of non-small cell lung cancer[J].
Tumor Biology,2017,39(3):101042831769591.

[15]Ando K,Oki E,Zhao Y,et al.Mortalin is a prognostic factor
of gastric cancer with normal p53 function [J].Gastric Cancer,
2013,17(2):255-262.

[16]Xu MJin T,Chen L,et al.Mortalin is a distinct bio —marker
and prognostic factor in serous ovarian carcinoma [J].Gene,
2019,69(6):63-71.

[17]Hu Y,Yang L,Yang Y et al.Oncogenic role of mortalin con-
tributes to ovarian tumorigenesis by activating the MAPK-ERK
pathway [J].Journal of Cellular and Molecular Medicine,2016,20
(11):2111-2121.

[18]Li S,Lv M,Qiu S,et al.NF—«B p65 promotes ovarian cancer
cell proliferation and migration via regulating mortalin [J].J Cell
Mol Med,2019,23(6):4338-4348.

[19]M?kinen N,Mehine M, Tolvanen Jet al. MED12,the Media-
tor Complex Subunit 12 Gene,ls Mutated at High Frequency in
Uterine Leiomyomas[J].Science,2011,334(6053):252-255.
[20]Lim WK,Ong CK,Tan Jet al.Exome sequencing identifies
highly recurrent MED12 somatic mutations in breast fibroadeno-
ma[J].Nature Genetics,2014,46(8):877-880.

[21]Barbieri CE,Baca SC,Lawrence MS,et al.Exome sequencing
identifies recurrent SPOP,FOXA1 and MED12 mutations in
prostate cancer[J].Nature Genetics,2012,44(6):685—689.

[22]Luo XL,Deng CC,Su XD.et al.Loss of MED12 Induces
Tumor Dormancy in Human Epithelial Ovarian Cancer via
Downregulation of EGFR[J].Cancer research,2018,78(13):3532—
3543.

[23]Klepsch V,Hermann—Kleiter N.Beyond CTLA-4 and PD-
1:Orphan nuclear receptor NR2F6 as T cell signaling switch
and emerging target in cancer immunotherapy [J].Immunology
letters,2016(178):31-36.

[24] Liu J,Li T.DDAL is induced by NR2F6 in ovarian cancer
and predicts poor survival outcome[J].European review for med-
ical and pharmacological sciences,2017,21(6):1206-1213.

[25]Li H,Zhang W,Niu C,et al.Nuclear orphan receptor NR2F6
confers cisplatin resistance in epithelial ovarian cancer cells by ac-

20



—_

& R B2 5 2019 4F 9 H 4 32 4545 18 1

Medical Information Sep. 2019 Vol. 32 No.18

tivating the Notch3 signaling pathway[J].International Journal of
Cancer,2019,145(7):1921-1934.

[26]Gusev A,Lawrenson K,Lin X,et al.A transcriptome—wide as-
sociation study of high—grade serous epithelial ovarian cancer i-
dentifies new susceptibility genes and splice variants [J].Nature
Genetics,2019,51(5):815-823.

[27]Larsson VJJafferali MH,Vijayaraghavan B,et al.Mitotic spin-
dle assembly and -y —tubulin localisation depend on the integral
nuclear membrane protein Sampl [J].Journal of Cell Science,
2018,131(8):jcs211664.

[28]zhou JX,Yang X,Ning S.et al.ldentification of as the first
cancer predisposition fusion gene specific to the population of
European ancestry origin[J].Oncotarget,2017,8(31):50594-50607.
[29]Hanselmann S,Wolter P,Malkmus J.The microtubule —asso-
ciated protein PRCL1 is a potential therapeutic target for lung
cancer[J].Oncotarget,2018,9(4):4985-4997.

[30]Landrum LM,Java J,Mathews CA,et al.Prognostic factors for
stage Il epithelial ovarian cancer treated with intraperitoneal
chemotherapy:a Gynecologic Oncology Group study [J].Gyne-
cologic Oncology,2013,130(1):12-18.

[31]Spizzo G,Fong D,Wurm M,et al.EpCAM expression in pri-
mary tumour tissues and metastases:an immunohistochemical
analysis[J].Journal of Clinical Pathology,2011,64(5):415-420.
[32]Lee S,Ahn HJ.Anti—EpCAM -conjugated adeno —associated
virus serotype 2 for systemic delivery of EGFR shRNA:Its retar-
geting and antitumor effects on OVCAR3 ovarian cancer in vi-
vo[J].Acta Biomater,2019(91):258-269.

[33]Song N,Liu B,Wu JL,et al.Prognostic value of HMGB3 ex-
pression in patients with non—small cell lung cancer [J]. Tumor
Biology,2013,34(5):2599—-2603.

[34]Mukherjee A,Huynh V,Gaines K,et al.Targeting the High
Mobility Group Box 3 protein sensitizes chemoresistant ovarian
cancer cells to cisplatin[J].Cancer Res,2019,79(13):3185-3191.
[35]Guo S,Wang Y,Gao Y,et al.Knockdown of High Mobility
Group-Box 3 (HMGB3) Expression Inhibits Proliferation,Re-
duces Migration,and Affects Chemosensitivity in Gastric Cancer
Cells[J].Medical Science Monitor,2016(22):3951-3960.
[36]Wang Y,Bao W,Liu Y,et al.miR-98-5p contributes to cis-
platin resistance in epithelial ovarian cancer by suppressing
miR -152 biogenesis via targeting Dicerl [J].Cell Death Dis,
2018,9(5):447.

[37)Jin Y,Wei J,Xu S,et al.miR 210 3p regulates cell growth
and affects cisplatin sensitivity in human ovarian cancer cells via

28

targeting E2F3[J].Molecular Medicine Reports,2019.
[38]Liu J,Zhang X,Huang Y.et al.miR -200b and miR -200c
co—contribute to the cisplatin sensitivity of ovarian cancer cells
by targeting DNA methyltransferases [J].Oncology Letters,
2019,17(2):1453-1460.
[39]Wu G,Cao L,Zhu Jet al.Loss of RBMS3 Confers Platinum
Resistance in Epithelial Ovarian Cancer via Activation of miR-
126 -5p/B —catenin/CBP signaling [J].Clin Cancer Research,
2019,25(3):1022-1035.
[40]Chung WM,Ho YP,Chang WC.et al.Increase Paclitaxel
Sensitivity to Better Suppress Serous Epithelial Ovarian Cancer
via Ablating Androgen Receptor/Aryl Hydrocar Hydrocarbon
Receptor—-ABCG2 Axis[J].Cancer (Basel),2019,11(4):E463.
[41] Sun NK,Huang SL,Chang PY et al.Transcriptomic profiling
of taxol —resistant ovarian cancer cells identifies FKBP5 and the
androgen receptor as critical markers of chemotherapeutic re-
sponse[J].Oncotarget,2014,5(23):11939-11956.
[42]Yeongseon B,Jeong—Won L, Soo CW, et al.CD44—targeted
PLGA nanoparticles incorporating paclitaxel and FAK siRNA
overcome chemoresistance in epithelial ovarian cancer[J].Cancer
Research,2018,78(21):6247-6256.
[43]Rebbeck TR,Mitra N,Wan Fet al.Association of type and
location of BRCA1 and BRCA2 mutations with risk of breast
and ovarian cancer[J].JAMA,2015,313(13):1347-1361.
[44]The Cancer Genome Atlas Research Network.Integrated
genomic analysis of ovarian cancer [J].Nature,2011,474 (7353):
609-615.
[45]Ashour M.Frequency of germline mutations in BRCA1 and
BRCAZ2 in ovarian cancer patients and their effect on treatment
outcome[J].Cancer Management and Research,2019(11):6275 —
6284.
[46] 7K B 4,35 o 90 £ R o F o A AL ST w25 64 EA
R[] B Al AR 4 &,2017,18(6):481-483.
[47]Huang JM,Zhang GN,Yu S,et al.Atractylenolide —I sensi-
tizeshuman ovarian cancer cells to paclitaxel by blocking activa-
tionof TLR4/MyD88-dependent Pathway[J].Scientific Reports,
2014(4):3840.
[48] Szajnik M,Szczepanski MJ,Czystowska M,et al. TLR4 signal-
ing induced by lipopolysaccharide or paclitaxel regulates tumor-
survival and chemoresistance in ovarian cancer [J].Oncogene,
2009,28(49):4353-4363.

Wik H 391: 2019-5-27; & [l H 11 : 2019-6-9

YA



