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[ E]BA.RTHETEREARNEE FRER 9(neural precursor cell-expressed developmentally down-regulated 9, NEDD9) &2
$i% DL (focal adhesion kinase, FAK)TE b B HEBR HB P RERMGKRE L . 7%k RASZHLEEN NEDD9 & FAK 7
52 1) b BE PE SR SR L 13 1] 50 B3 A Ao | 28 51 BB L B kB & 17 BT IR AR R YK X B I B A AR R
ARG AT, 53R NEDDO 72 - B MEIR SR SR iRk WA B 5 T U0 A2 SRl (P=0.000) , B 5L R ¥R (P=0.000) &
IEH IV B (P=0.000) , Z R A FITFE L, FAK 76 b I SR A 4P A Rk B 5 T O E A FHE MR (P=0.002) B EL B
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R WA RAE G #E R (P=0.010), T AEHIZ B F# (P=0.756)  ML¥E CA-125 7K (P=0.300) SR AT (P=0.526) B K (P=
0.506) & W AR S22 7 FAK BIFATE FIGO 43388 (P=0.008) BB /K (P=0.027) W A1 S it £ 5  MEEH IS AT 4R (P=
0.299) , il 7 CA-125 7K (P=0.116) ZHESH LR BE (P=0.100) B FEE I (P=1.000) & WA B T4t 11242 F , NEDD9 # FAK %
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Expression and clinical significance of NEDD9 and FAK in epithelial ovarian

cancer
Wang Haixia', Tang Liangdan?, Zhou Qi’
(1. Department of Gynecologic Oncology,Chongqing Cancer Institute ;2. Department of Obstetrics and
Gynecology, The First Affiliated Hospital of Chongqing Medical University)

[ Abstract ]Objective : To investigate the expression and significance of neural precursor cell—expressed ,developmentally down-regu—
lated 9(NEDD9) and focal adhesion kinase (FAK) in epithelial ovarian cancer(EOC). Methods: Immunohistochemical staining was
performed to detect the expression of NEDD9 and FAK in 52 EOC, 13 borderline tumors,28 benign tumors and 17 normal ovaries
paraffin tissue samples. The correlation between NEDD9 and FAK was analyzed. Resulfs : The expression of NEDD9 in EOC was high—
er than that in borderline (P=0.000),benign tumors (P=0.000) and normal ovaries (P=0.000). The expression of FAK in EOC was
higher than that in borderline (P=0.002) ,benign tumors(P=0.000) and normal ovaries(P=0.000). The expression of NEDD9 was cor~
related with FIGO stage (P=0.000) and histological differentiation(P=0.010) rather than with the age at diagnosis (P=0.756),CA125
levels(P=0.300) , histologic type(P=0.526) or ascites(P=0.506) ,while the expression of FAK was correlated with the FIGO stage(P=
0.008) and ascites(P=0.027) rather than with the age at diagnosis(P=0.299),CA125 levels(P=0.116) , histological differentiation(P=
0.100) or histologic type(P=1.000). Spearman correlation coefficient showed that positive correlation was found between NEDD9 and

FAK in EOC(r=0.535,P<0.05). Conclusion:NEDD9 and FAK
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are overexpressed in EOC. Combined screening of NEDD9 and
FAK at early stage may have vital clinical significance for eval—
uation of progress in EOC.
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B S8 19 R 0 R A Lo PR DL A T e Bk P AL
FHERN, FETRE T LA RGUGA R a0,
i _b Bz ¥4 5P 5598 (epithelial ovarian cancer,EOC) (&
i O SRR BB 80% LA 1P, BREHBR
SENRBREIBITTRBMETRERATHE
ZRE, Fit, TH# EOC MRZHBILEIXHE R
EWEEAREERN,

WEITTHMREN L E T HEE 9(neural pre-
cursor cell-expressed, developmentally down-regulated
9,NEDD9) /& F CAS(crk—associated substrate) Z &
BRAZ—, HEAERES, EMLTREHS, 1EH
BHE N NEDD9 BEERIBE S SR THIH
2 ERBEL AN ERE Sk EE AR T
B BB EY AT R, IEER A, NEDD9
52 TAREENRE KR, MEREARE
PRI BT LD 358 B (focal adhesion
kinase, FAK) 2 —Fi iU SR A B E RIS, EN =
41 ff 5 400 B B 40 B 5 4 B A/ R R i) R R P R R R
BAER, ETEZ PRI Ml Rk T R R/
BOED, {RNSMIFF R, NEDDY 5 FAK HIAEEAE
R4 AR RN SRR A4,

FRFERARBELIEITT NEDD9 K FAK
BOEAFPEHARAF RS, HHE—PHITX 2
PR S TEUR SRR 4 R R R RVE I R R 5,

1 HAREFE

1.1 A ARGRTH

e 2011 4F 10 A & 2013 4F 6 A TERKERKERHR
$—EBER A KT B ERHER TR, NG RE
IESEN EOC BB SR 52 7, Fint e RfT o EF
REG IR HAT FAEINE 13 B, B84 B EIPIE 28 B R IE R AL
HA(HREFETUIRIPEE )17 BT R, FiERE
¥ BRI, RATEIR AT BT R R FIRYT . IR
FANERRENERRE, HEZNBEREN, FHEmgik
BUE—#4 S B ABR TG, B A-80 CHkAIPRAE;
FH—E5r BT P HEB/RDHREERN B, E0C BERNFARKE
43 % A B BRI BE B (FIGO ) 2006 EFARBEES HAbR
FREL 25 S 2 U R DA H 41(WHO) 4 GiAniE . EOC
BENIERRERHER S 2,
1.2 £ 23E&H

HRELH AL & (475 . SP9000) I B L X Rz & ¥R A8
BEARFRAT ., BAHA NEDDY B TTREHiIk (25 :ab18056)

BRI FAK BTIREHUA (125 :ab40794) Byl B X H Ab-
cam /Z}—F:"] o
13 F%

SR LY R SABC 30, A EAEE/R DAk R AET
7,4 pm BEGEY R H A, Sl b e nt R i B RE
—#$1 NEDD9 J& FAK HifkFd PBS # 1:100 %%, BAtExt 8
A PBS #—HiAtE, AP EVFCH L ET/NR/RIG,
DAB B BT RBRABE, HAKEYR, HREHS L,
BEEEEDRE K , R, h i R, R

FIRTARAED. i 2 COREERMNE R A, %A TET
BEVLIESRE 5 RO ASEERET, LORE T M i i I
SIS BE P B2 4 B, A4 e 440 B e .58 B R PR
MBI T4, TR AR IR B T4 et 0 4F,
BEAT 14, FEAH 24, BREAH 3 4, MR HEg
Mt A4 . R4 0 4, <33%1t 1 43, 33%~66%11
243,566%1t 3 41, A TTAHRBABLKES Ba<4 R
BHERARERE, B4 MNEAERE,

1.4 HitFa

RLFH SPSS 18.0 BA-HA TG 44T, BT R A
FR , Fisher I35 L8 NEDD9 B K& FAK BHZEAR
[ B L2041 0 7R 52 PR 3R % R 5 1 RO AR AIE B A DG
Spearman FH3% 50497 NEDD9 55 FAK B E I EB P E
KRS, K38 K HE 0=0.05,

2 & R

2.1 %iEALH5H NEDD9 & FAK £XRF P Pegfik
NEDD9 % FAK ZH#7E EOC AP 2 %5, NEDD9
B H FERETEIE A M A (LA 1), T FAK &
B EERXTE MR AR R (LA 2), NEDDY 7£ EOC 4
LR RAAERS 73.08%, P 85 T 00 858 74 g
(15.38%,P=0.000) . 5 5 B £ M98 (14.29% , P=0.000) R IE#
BRI 2 (11.76% , P=0.000) ; T L 78 57 52 30 45 By | B
B R IE B SR AR P RIS, AE R ER TR T2
B (R vs. BYE,P=1.000,Z R vs.IEH, P=1.000, B vs.
E%,P=1.000), FAK EHZ EOC AL F M FEHERN
78.85% , B 8. 7 T B0 SR 3% 4 9B (30.77% ,P=0.002) . 5P L
B4 i 8 (25.00% , P=0.000) J 1F ¢ 5P 8 28 £ (23.53% , P=
0.000) ; T FL7E 5P 532 7 A Bg | BB 5L B 4% i S IE % BB B
HAPWRE AR LBEERERITER LR v REE,
P=0.719, % R vs. IE %, P=0.698, B 1% vs. IE %, P=1.000) (1,
#1),
2.2 NEDD9 Z FAK %A 5 B ARERIENH £
NEDD9 & A #yRik/K¥E7E EOC &1 FIGO 43 (P<
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%2 NEDDS B FAK EHKRIAS EOC BHIRKREHENXER
- Tab.2 Association of NEDD9 expression with clinicopathologic characteristic

NEDD9 #ik

FAK Fik

s BRIRER AT n g = P{H Fy = P
EH(F)
<50 20 6 14 0.756 6 14 0.299
>50 32 8 24 5 27
M1 CA125(U/ml)
<35 13 5 8 0.300 5 8 0.116
=35 39 9 30 33
FIGO 433
I/1 15 10 0.000* 7 8 0.008*
/v 37 4 33 4 33
HAZENR
Gl 12 7 0.010 5 7 0.100
G2/G3 40 7 33 6 34
HYURIBAE
Eo47 e 31 7 24 7 24
FE R 11 4 7 2 9
ik 7 2 1 6
HEH4H 3 1 0.526 1 2 1.000
R vs. IR
Bk
#H 17 6 11 0.506 7 10 0.027°
x 35 8 27 4 31

H:a, 5 [/IHAKE;b: 5 Gl HLE o SHBAKE LR

e AT Bon, S5O0 SR A b I R
fith 98 F0 1F % U0 S5 40 4UH He ,NEDD9 9 #3578 EOC
AL A B 5, #F—445387 NEDD9 &k 5 EOCIE
IR HISE % & B 7R ,NEDD9 HE#:ik 5 FIGO 43
e HR ML EMR X5 NEDD9 7E B F Ui B
RSB R 9T —3 32" NEDDO 7E IR LA L 5
FIATRER IE W P S A SUB L I E R R B
BHRmZ—, HCENRIE ,NEDD9 EH T ERE
FHu MENAREREETERATRER
B, B B TR B R R R T,
A A NEDD9 BH FER AT HRE MM,
NEDD9 & H K E AL AL, AT B T NEDD9 3Z 3|48
i 1 B 22 240 BRORS A 26 32 (R i s 25 081, AT
i H A A R B A B L R R R IEE ™,

Bk A S5 B A IR R AR R R B PILAR) LA 33K
B MERERTE YIRS, IRE
BL,NEDD9 5 FAK HAHE/E R4 MITH MIRE
IR SR IR T TE 4RSI ,NEDD9 5
FAK #1 Src JE SR B H 644, 348 NEDD9 Bl 1L,
FEHEFITF Crk 28 53 F IS5 &7 /5 ,NEDD9-Crk

B —H 805 Rho A1 Ras K% GTPase, AR
PR R ANREY, EAEPFERY FAK#E
ZFP A I T A R AR MR, AR B
7~,FAK 7 EOC HA R, HERIX 5 EOC I
FIGO 4 HAsk S KB 5% , 3R B FAK 7E EOC )%
T LR RERE S ER, BRETNEDD9
5 FAK 7£ EOC FFHIFRIA R IEAMSE, #M NEDD9 1
FAK M RIBTE EOC WREHB I EH hFME
A

S ,NEDD9 il FAK W] fE3 RS 5 T iR SiE
MREEBESHS, AWML ERR, RS
¥l NEDD9 F1 FAK T BBAE 4 ¥E 4 bR LB 7 22 1
BIFERR ; B 8 VR B LR B B o F e W B
ARt — 5T, T —H A0 H K B K 4T
BAKIT,
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