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The Effect of Antibody of Vascular Endotheial Growth Factor on Ovarian
Cancer Line SKOV3 in vitro

LI Li, Wang Li-mei, Zhang Wei ( Department of Gynecologic Oncology, Affiliate Tumor Hospital, Guangxi
Medical University, Nanning 530021, China )

[ Abstract ] Objective: To explore the effect of antibody of vascular endothelial growth factor ( VEGF )on ovarian cancer
line SKOV3. Methods: The different concentrations of anti-VEGF-antibody was used to act on SKOV3 in vitro. The RT-
PCR and immunohistochemically methods were used to determine mRNA and protein expression of VEGF in SKOV3. The
VEGF content of SKOV3 in culture medium was test by ELISA. The MTT and cell counting were also used to determine
the growth curve and inhibited rate of SKOV3 under different concentrations of anti-VEGF-antibody. Results: (1) After
the different concentrate of anti-VEGF-antibody was used to act on SKOV3 in witro, there is not significant difference in
inhibition rate and proliferation rate compared with the control ( P >0.05 ). (2 ) VEGF mRNA, protein and VEGF-recep-
tor expression of SKOV3 treated with anti-VEGF-antibody is down-regulated. ( 3 ) The VEGF content of SKOV3 in culture
medium treated with anti-VEGF-antibody is lower than that in control ( P <0.05 ). Conclusions: VEGF antibody had no
influence on growth of SKOV3 in vitro, but it could downregulate the expression of VEGF and it’s receptor and inhibit the
secretion of VEGF in SKOV3.
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1.1 4%

N BPE |- A0 Z SKOV3 b [ 15 24 Bl 2 B
Jga B 2 I Az TR A Bk B iz A R 5| A S5, SK-
OV3 7E RBMI-1640 5532 N I 10% /N 1L 5514 T
B 37°C CO, AR NIREAE K
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PO ML ER(C MTT )k 32 16 Sigma 22 & 7= i 5 55t
FURIK . — Rk R( DELP ) 33 %% 5% ¢DNA & ik
M &M H Y TR W] VEGE SZ AR HTA4R( Flt-1)
W B R R A ) TR A VEGE $ik i i [ =
SBE 2% B b R B 5T T A% TR AR R BN VEGE J5 R
DNA 5 [ A K 2 B2 G000 T 56 4 45 S0 00 & sk AR it
T 5 G2 21 1R & B DL P AR ) TR
23 W) s VEGF-ELISA 1207 & fiy v [ B2 27 B 2% B i 97 F
eI AL
1.3 VEGF 1 GAPDH ZEH RS | ¥i%it

VEGF F1 GAPDH S #% H B2 5| ¥ 9% Genebank A
25 VEGF 1 GAPDH c¢DNA J¥ 8t , i L ifg B ) T2
NEIA R BARITR ,ATG( + )VEGF-U LiiF5 4. 5
ATGAACTTTCTGCTGTCTTGG-3"TGA( -- ) VEGF-L T iiff
51¥: 5' TCACCGCCTCGGCTTGTCACA-3’, GAPDH 3]
YIVE NN B IR, FHIUNF . UASIGAPDH L5 4). 5
GACAACAGCCTCAAGATCATCA-3'L580GAPDH i3]
. 5'TCCTTCCACGATACCAAAGTT-3,

1.4 SKOV3 4iiffi % VEGFmRNA ikl

200 A RNA 2 R 500 e K — 2 L4
VEGFmRNA Fik# R ] RNA 386 5% 55 22 B il % 12 1/
( reverse transcription polymerase reaction, RT-PCR ), &
S d R 2 BESCHRL 2 ]y 5k, BB VEGF BTk DNA 1
SR BEEXT R BTk b 2s O IR PCR & 7= 1) 2 2% B
JEWEY B o, FERAMT T X B S By T e 257t
X HAR 5 By VEGF 4 435 bp, GAPDH 4 100 bp )Jf:
B H-CS936 W JZ F AL LA, v R e A A
VEGF I {/GAPDH W% {H > 1. 0, VEGFmRNA % 3k [H
.

1.5 SKOV3 4iiffi & VEGF & 1 M HAz /R e ikl

R e A K 8 i T AN M SR R
YHHCH R )5 48 h B 1 x B R ER 22 vh % HE( phos-
phate buffer solution, PBS VEEVEBR LR AR M IS BTN

il [# 22 30 min, FEH 1 x PBS #h ¥k, 28 )5 44380550 £ 1 1A
B TR PEA LY, DAB (0, IR AR E AT YL K B
B B R BRI 2 . DAt g B Ak 1 B e e
LN PR R, LA PBS AU —Hi i e e 4l b e
LR BAPEXT IR . 45 RAHTS IR Fujimoto 250 ° T HI )
PRt
1.6 SKOV3 4iffi &% VEGF 43 7 & I

O BAE K B9 SKOV3 48 i, 7] 45 20 40 it B ¥k
VAL AN A VR FE R 10 A0 ML /ml. DL 2 ml 40 8/
FL R T 6 FLAR P BT 37 25 40M I BE I O A 4K A T
FLGHR, ¥ VEGE Uik LLRE 2 R Bk 7 A e
(125 mg/L,100 mg/L, 75 mg/L, 50 mg/L,25 mg/L,
12.5 mg/L,6 mg/L )& & B 3 fL, s- M A & &
VEGF 144 ) 35 37 W, 1 7] BF 3% 3 L6 B8 00 im A G
VEGF BUIAR B F20, 55 5% 72 h 50, B85 9% 48 h e
B ETBmAs. BiE WP VEGE & B AR A i+
P 4R Be e F 52 r 4 {1t VEGF — ELISA {57 &1,
BRI o Ao vl il 2 A0 S B b SR T« DA v
A VEGF Fi I 22914k B2 (et B0 Y B, B HEAR O £
OD 50 WIEAE A X %l 2 57 5 E 1T Z6( pearson r = 0. 951,
P=0.004 ). &5 AW EE BRI AT AR ME RN 48 y =
3.22 +0.871x 3545 .
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pl/ FLEERN 96 FLEEFRAR( e 32 FL ), ILE & 10% /)N
AT o TR DAAS I /N2 I35 A 5% 7 T o) 46 0 4
WL R 5 32 fl. BT 37°C 5% CO, KiFAt MBS 7%
24 h, HHUERE SRR, R LBl IR . VEGF
LR ARG SRR R 7 W BE( 125 mg/L, 100 mg/L,
75 mg/L, 50 mg/L, 25 mg/L, 12.5 mg/L, 6 mg/L),%f
AUREE R 4 AR AFL. A 200 wl/fL, I 2 xR
(AR ). dRERRE5R 3 d 5 BUh 35584k, AL
JIA MTT 100 pl, #EEHTFE 3.5 he BUR IR, 57
B FE, A DMSO 200 wl/fL, 360 4R % 1R 47 10 min.
B EARAL LI OD 50 B . 45 07 -

25 1 0D, BHE-PUARA 0D, 31H

MR % ) =( 2511 0D FI1E

) x 100%
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IO BE K B SKOV3 41, Hi 45 2 290 Jfd 2 4k
JEAE AN MR BN 10340/ ml o DA 1 ml/FLAEFD 24 4L,
B MUE T 37°C 5% CO, B34 REFE 24 h R H L
G FRAR B2 5 LA SR . VEGF Bk LG %
TR B 7 AN 125 mg/1,100 mg/L, 75 mg/L, 50
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mg/L, 25 mg/L, 12.5 mg/L, 6 mg/L ), &4 e % 2
AL AT ml/AL, F X AP, 7 37°C
5% CO, BEFRMNAREEHETR,2 ~6 d 2 THEUR R IR B R
FLAH A B, U3 (E, 22 ) B Rl ——40 i il 2k JF 4%
Patterson 22 180 20 O 78 X804 K300 B4 484 ki)
1.9 Hdsab

SR FH SPSS10. 0 {40 A FRACHR s SIER FH ¢ K250
FHSESR T B LA M7
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2.1 VEGF HifAxt SKOV3 By il £

TEAS RV BE HUARYE FH T (19 SKOV3 4 fe A= K 5 %)
HEZH P, 28 HLZ6AH G 43 i /s VEGE $itf& X SKOV3
M A K TEREM( r= —0.705, P>0.05), AE—H
HEBR R SR /N I3 A AR T S 4 SR s
me, FRATT ORI MG B 2 M R E T LR S5, 15
B TS S r= =0.356, P>0.05), % VEGF
PUARTEARSE , XF B9 SLm 40 2R SKOV3 125 K JC i 7E
M.
2.2 VEGF HUAAXF SKOV3 B4 Af KA 0 st fia] 5%

3 BFE 125 mg/L, 100 mg/L, 75 mg/L, 50 mg/L,
25 mg/L, 12.5 mg/L f16.25 mg/L WEHIAME R T 1)
SKOV3 4 A= & A5 184 Bsf 18] 43590 2 30 £2.9 ) h,(28 +
3.3)h, (28 +3.1)h, (29+4.0) h,(30+3.1) h,(27
+3.5) h FI(28 +2.8) h 5 %F B M4 £%5 34 B[] ( 29 =
3.9) h MHHLE, Z 5 B (P >0.05),
2.3 VEGF & SKOV3 4iJifi & VEGF 43 & 2 1)
Al

VEGF HiifRn] #ll #] SKOV3 40 i & 1) VEGF 23 Wb,
HE RS 4307 125 mg/L, 100 mg/L, 75
mg/L, 50 mg/L, 25 mg/L, 12.5 mg/L Fll 6.5 mg/L ¥
VLR E T B SKOV3 4 il VEGF 43 i 433l
(17.6 +3.4 ) ng/L,(18.0 +4.1 ) ng/L,(25.9+9.8)
ng/L,(33.9 +11.2) ng/L, (67.3 +14.9 ) ng/L,
(70.3 £20.0) ng/L FI( 84.8 +18.9 ) ng/L, Hrf{di Jf]
VEGF $t{& 50 mg/L LA L5 & J5, SKOV3 41 g & 1Y
VEGF 43I W] . T, S50 B2 (86.0 +18.9 ) ng/L |
FHLER , 2537 B EM( P <0.01,P<0.05 ).
2.4 VEGF &%} SKOV3 4l & VEGF FEik 520

VEGF Hiik (i SKOV3 (1) VEGF } HAZ ik £ ik 2
T . Hr VEGF Hifk 50 me/L o LA L v B 1
J& ,SKOV3 (] VEGF mRNA #3501 B F &, 5 % B2 41
FeAs, 25594 B P <0.01,P<0.05),
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TR, K, VEGF 76 g i 2B K R AL B vh Rk 4%
WILFEZAVER . Fujimoto 256 1 7E X5 128 f6i] B 548 S
20 fI1E & XF B BEAT VEGF 2 35 K6 2 IF 52, i 41 4L
VEGF BHPER BRI B & FIEw 8. 5N e it
FEEE R K BN S A 20 Y VEGF BHPE R A DL R 5P
Hoh B MV ARAS T VEGF #5219 55 Holfs PRI 590 A
AT AL e Rkt S IE R E 2L 5 A, A R AR
S, B B AR A ) 7R JE IR ) R G B L R it
JEKIE A, 5 VEGF 92635 5 0 Wt 2 A 607 41
/N, VEGF 500510 & A & e SRR FE R 2 U G
R g 1) A= A TN RS AR 1M 4 A6 B AL B
M5 A B3 — T B B 4000 o) P g o A A R, DA T A )
Ji e 4 AR R H R IR IR YT BB R . VEGE fE
Shy I A5 A B 8 PR T, LA R B e 8 I AR
(Y BEFR YT . Mesiano 2517 M 21K VEGF 1) B 54 410
bk SKOV3 $ERMR BUG HEATIF 9T . 45 R o, 6 41 i
FERl 3 ~ 6 JEIE KT B 9 TR B S X 16 R
FHBCNFE R VEGF HUiia YT : O 1 & BRI 4( 3/
3OME KI5 i BEZH( 2/3 )5 h S iR K @RI 4
A1 BB E K, 5.5 JR S AET, T o AR ZH 24
BEK E AT 4.5 ~6.5 JE OFF IRIRYTT A MK S
M. HEE MR RS2SR I & B VEGF
POV B S R0 17 B S8 1 A 80 )L ks g L1
$7R% VEGF $TAK RE LT 51 5590 14 A J1& KK B9 TE 1L
ARSI () 25 AL R TEAR SN S50 458 F VEGF Hu
PUxt SKOV3 4 it 5 (38 58 - TCam il 7 I, MTT 45 5t
7R, VEGF BB AR B Xt SKOV3 41l i 2 th JC B 42 19 40
MUEEAE I . P, VEGF BT 7E 1A P 52 56 2748 F B i
715 H S R A AR B £ ey B 598 19 A RN 7K O 18] i
W R AR M. AHE S WK, VEGE $iik
it N 94 SKOV3 4ii il %2 VEGFmRNA DA K 8 (i ik,
[ i L E T 18 VEGF 324K Fli-1 (285 FHM i VEGF Y
Oyi. FFEHXSEAE 5 VEGF $T M 3] 8 —5i J5F 4
H UL HE 7R , VEGE PR A Y 5256 2548 F BT R ok
400 o AR B 17 B S 98 1 A RIS KO B AT B 38 2o
fik VEGF ik BHLW; VEGF 52 t& dE i 0 il VEGF 443
Wh IR BN AR VEGE X I8 A Rz 48 35 A= ) Ve o
Y8/ P e i A IR AT X — IR AR T S, XS R
W kB AE T CA RS &I, B 7ZE# B o B 55
FEEH VEGE HUiRIRYT 15 L SUB 44 2 & B H e
LM AT A s 10T BB il F VEGE Bt ik R
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AL, A4

c-mye Ji 2 S I R DR 4 ) Y — b A% 2 1, A 4
A FFERAZTY p53 — L AE T 9 A A ol DR AE . c-mye
FIRH SR T RE AT A AR R RUR 2 — o BFSERBITE c-myc
Ao H R I e R 2 D v N A e AR AT CHE K- T A5 A M A
JATZ. AT HESE c-myc B ACHE B2 S S ZE A% H W2 ( antisense
phosphorothiate oligodeoxynucleotide , Aspo ) X JI-J&8 1Y 52 1), -
FRIATT HHER R S22 , AT A T A A c-mye Aspo ik iE
SFR/N U RS AY B AT SRR AT AT
c-myc Aspo JFFEMRHE c-myc F[H cDNA #it, Sl
ALY 15 A 4% 18 B AR, [F B KE 4 A 4% R 45 L 19 T 5
( mismatched oligodeoxynucleotide , MM )i% A X iH . As 19751
4 AACGTTGAGGGGCAT, MM ) J¥ %1 & AACGAGTTGGG-
GCAT. T BALB/c /MU B2 T 4250 H22 4H/ 1 % 10" /( L
< B, DT /NEURE B, BERLKE 16 82860 /NEL Ay
TRYTLAC As ZLFRE )X BUAH( MM ZbBREH ), AR 450 = A
[RIBELE 450004 3 41, B 100 we/d 21,200 pwe/d 271 300
pe/d 4o 2 JH 5 ORI AL AL SE S ), R B 2L, R L
LU 10% W EERSE , £1 W5, 5 UR EEY) |, HE B¢
@ LR AR M A (B B0, JF R AT TUNEL 2 AG A7 5 7]
FPAT R A TRk ER — R R A4 TR 2 2R BRI EL RNA,
PCR J5 G BE IR I BT AL BT 48528 T c-mye SHE&H A

010040; 3. NEFTEFHE—WEER)

W HAE, A5 c-mye PUARS I, FH 5 c-mye mRNA AHXS R
WEH T,

ZOREIE R A3 ME AL AR BT, As AR BRI 200 pe/d 4145 100
we/d A HE, c-mye mRNA T [0 H 4R B F =, St
SHTA BFEZER(P <0.01),300 pg/d 415 200 pg/d 412
Ji] | Rk AR JE R 22 (P >0.05 ). As ARFEJF 200 pg/d
4100 we/d ZHRRIA g/, ST A B EZER(P
<0.01),300 pg/d 415 200 pe/d 2122 8] | [F] ¥R B 40 8] G 5
F225(P>0.05),As ZbFRALFN MM Ab BRLHAH L, B 4L (740
TRV AFAE 225 5 P <0.01 ), TUNEL 825 B 875, As
AR JF93 200 R T AL P S ) 0 A S A € 2 Y 14 P
JHT-A0RE, T MM b BRZH B TCRH 18 35 5, iX 3R B c-myce Aspo
PIE TR 7 205 S R A st T

FRATLASEH it X, ATG #2423 T T 15 IR
FEMH S, PRSI c-mye mRNA Y5507 B 5418
SRR R EA I T, X R c-mye Aspo JE—Fi ik
BT i s A i 3R S R D B RVAR T ER A T — A
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