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Effects of Resveratrol on the expression of VEGF in human

gastric cancer SGC - 7901 cells
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ABSTRACT Objective: To investigate whether resveratrol could inhibit the vascular endothelial growth factor (VEGF) expression of human
gastric cancer SGC - 7901 cells in vitro. Methods: Human gastric cancer SGC ~ 7901 cell line was cultured in vitro, proliferation inhibitory effect
was tested by MTT assay; VEGF mRNA was measured quantitatively by RT — PCR methold, Expression of VEGF protein in gastric cancer cells
were measured by immunohistochemistry. Results: Resveratrol could inhibit the proliferation of SGC ~ 7901 cells, with dose and time ~ related ef-
fects; VEGF mRNA expressed in high level in SGC ~ 7901 cells, in which, resveratrol significantly decreased the expression of VEGF mRNA and

protein. Conclusion: Resveratrol could inhibit proliferation and lower the expression of VEGF in human gastric cancer SGC — 7901 cell line in

vitro.
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BB (resveratrol, Res) EMFETHE . EEME
ARG P —RERELSY, ANESELE AL
BAATRY 2 HEYPRATEOREN M. EPHTRR
R, ARABAARE O 0T AV IR TR RMED
HEMEWEEM. AN Jang ST 1997 FREBRET
BEMNMARBRERE, LSERABRHRELSH
BENMWMEARKNES RE . RR=16 8, BRAEMRN
WMIRBEHR. 2XRNWSPHTOR HEISERER
SGC7901 MBI & VEGF B3R5 T IR, Do B R i ok
BT RIS KIE
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1.1 HRanETEEAN
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P&. RNA BRI & MMLY 3 5 R & . PCR KR &1
MWEESETAYAT . VEGF/NRATTRHIAN Santa cruz
AR, SP iR &R DAB ZRHMW B EFEAAETRL
o
1.2 BEIESE

ABE M SGC - 7901 Btk A P Be L MR, 3%
F4& 100mL/L 44 WA RPM 11640 SEIEBF, INA 1 x
1ICwLHEFEX, 100my/L HBX, BETHHA, & 37C, 50mL/L
CO, B E M &4 T3 , LR BB AEKAR,
1.3 MITRNAEXNH REARSALIER

KRR, AR E S BT o6 LBP, R ESAAM
¥HIx10~1x10' 1, FHILUAEREENR 25.5.75 #
100pmol/L Res i RPM 1 1640 35 3% ¥k 100uL 1 40 M, % FR4A
MRTA N 100uL ELIEFE, A 6 METH, 5 FE
3k 24,48,72 /MBYJG , B0 Sg/L MTT 20uL/FL (A ARRSE ), B
3% 4 /0T, RSB E EIEH, SFLINA 1500 DMSO B &,
PRI S S (S E 25 FL 490 nm MRYEBE A fH, M6 AME
MEBEAR  AREKMHE(R):R(%) = (1 - XRA A
BHE /3 FRALIE) x 100% o
1.4 %2 RT- PCR &3 VEGF mRNA B®iE

SR RNA SREUGAFA AR BUE RNA, 371889 RNA # MMLV
B—4% DNA A RIS A X854 R cDNA, VEGF &9 L##5]
#25:5° - CTA CCT CCA CCA TGC CAA GT-3" ,; T35 1418
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5’ - ATG TTG GAC TCC TCA GTG GG -3’ ;¥ ¥4k 258 4
WX i, A8 GAPDH L #5358 %:5" - GTGGACATCCG-
CAAAGAC-3"; THSI#¥14 5" - TCAACGCAATGTGGGAAAG -~
350 697 AR, PCREIYH LAY TRER
AR A F A B. PCR BRI K HH(1)94C, 1min; (2)94C,
30s; (3)59°C,308; (4)72°C , 1min; (5)72°C, 10min FE {8, 3% 30 4~
B3R, JIMEMRIT 1.5% ISR Ik , R FHBER AR R
BN E &/ 4 VEGF/GAPDH Byt B I %7~ VEGF mRNA f
xR,
1.5 Sy ¥EeM VECF RO ®iE

¥ SGC - 7901 4R 0.25% BB IL/S BN 1 x 10° 4~/
ml, f§F. Sml BT 6 FLIEFFEHR, BHEFAKREE 18mm A

XEHBH, K 37C,5%C0, RIMAMEREFT . FF 20 08
ML KE, RERIEIEM, 4 FI0A LW BE N 50, 100pmol/ L
HAE BEAY RPMI 1640 53R M, 8RR 3% J% 48h 5 2 NUK IR M,
R SPEAMKRARE, —H. —HIWW,DAB B £, X .
PBS BR—-HERT AR, RRARLERNINKKS
FRREREAROIRER RSN,
1.6 “it%am

HRPERA £ s B8, RA PSSO KA RHRT
MERFEM. P<0.05 HEREBEH.

2 &R
2.1 ENAMNRBENNANEN (1)

1 Res XM SCC - 7901 MMM EM
Tab 1 Antiproliferation effect of Res on SGC ~ 7901 cells

RES %

mol/L L $: 371 nHx

Az £8) (%)

o Yt BE {4
A(x xs)

48h* T2h°
Wi W % B 0 W
(%) Alx xs) (%)

0.6463 £ 0.0165

0.6278 + 0.0178 2.9
0.6016 + 0.0188ab 6.9
0.5758 £ 0.0197abe 10.9
100 0.5478 £ 0.0196abed 15.2

Contra
25
50
75

0.8620 + 0.0247
0.7773£0.0129a 9.8
0.7210 £ 0.0163ab 16.4
0.6117 + 0.0072abe 2.0
0.5730 + 0.0085abed 33.5

1.0800 £ 0.2165

0.9551 £ 0.0172a 11.2
0.8311 £ 0.0560ab 23.0
0.7005 + 0.0402abc 35.1
0.5425 + 0.0345abed 49.8

a:P<0.05, 5 MAE b:P<0.05,5 25umol/L WS REAL B4 HL 4t
¢:P<0.05, 5 SOpmol/L A BIAL I LB d:P<0.05,5 TSumol/L 4 ML B oY
A:P<0.01, 55 24 /ot AR BAI LA B:P<0.01, 5% 48 /ot (AR mRAh B 4H Lo it
a; P<0.05, compared with the control b: P<0.05, compared with the Res at 25uM

¢: P<0.05, compared with the Res at 50uM d: P <0.05, compeared with the Res at 75uM
A:P<0.01, compared with 24h group B:P<0.01, compared with 48h group

AEEE S SR A BIERT SGC - 7901 41 A Rl o ]
J& Bt 28] P<0.01, i% B85 & ¥ BF 40 Bi o (6] A R SR 2
FAERDBEEZEFR. B 24h A 25umol 5HHRA KK P>0.05
Sh, ERIRARNBAZENHE P<0.05, ABERNBA2E
MNARBEERS, H BR8] 5 K00, 10 128, X
RET AR BINH W A SCC - 7901 4154938 2 ) & ey
BFr 3. 1
2.2 RT-PCR %MW SGC - 7901 $AM VECF mRNA %35
(Mm1.%2)

M2 Rea XMW SGC - 7901 #8R8 VEGF mRNA B3E R0 I6M (% + s,
n=3)
Tab2 The Ratio of VEGF/GAPDH mRNA treated with Rea(X 8, n=3)

goup VEGF/GAPDH mRNA Ratio
Contral 0.9460 + 0.01300
25pmol/L Res 0.8860 + 0.01230"
50umol/L Res 0.8297 + 0.01626°
75umol/L Res 0.7787 £ 0.02479°
100pmol/1, Res 0.7183 £0.04141°

‘p<0.05 5X AR, p<0.01 St HRH LR
“p<0.05 vs control group, * p< 0.0l vs contrdl group

GAPIH <4
500bp

M1 Res X W5 SGC - 7901 488 VEGF mRNA P35 A9
M:ARESERY 1L.XRE  2:25ml/L ARAE;  3:50umol/L M
M
4: T5umol/L EIEFSRE;  5:100umol/L HIREM B
Figl RT - PCR analysis of VEGF mRNA expression in SGC ~ 7901 cells
treated with Res
M:marker 1: control 2: 25pmol/L. RES; 3: 50umol/L RES; 4: 75umol/L
RES; 5: 100umol/L RES
HEE 1.8 2, KI5 A %3 R4 W8 SGC - 7901 48 M
7K¥-#3ik VEGF mRNA, £ 25.50.75.100pmol/L (5 3 B 4b 3
48h J5 , 25pmol/L IR B AL B B 1% SGC - 7901 Hif5 VEGF
mRNA K Ik AR FEBE %1 TR MBS (P < 0.05), MR RY
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W, ZEXERE(P<0.01), RERBEERKTE
TR AKBYET V8 W % SGC - 7901 4B VEGF mRNA 3k,

2.3 GEAM{LFRMWE SCC - 7901 88 VEGF AR
¥ (@ 2)

AN / 3 RS

'Q\‘ " gf‘fﬂq{u

M2 Res XMW SGC - 7901 $4M VEGF 3 8 3% 4 W (SP x 400)
AXEE; BSOmol/L BWME; C 100pmol/L ARMEE
Fig2 Expression of VEGF protein in SGC — 7901 cells treated with Res(SP x 400)

A control; B 50pmol/L Res;

2 S BE LA A R R , % R4 WA SGC - 7901 40
% VEGF ik )5 , M AR M AN B AR A B X B, 50, 100pmol/LL
BB W SCC - 7901 410 48h /5 , MR T8 ,
FHRS RS MBS, 3 VEGF N EQRAREN YK
BERYIINZ T 1
3 g

RERLHARELNERMEZ - EREZEXE
HMRZY, EEENHRRE, BENRERRE—12
EASSHENBUR HPMEALENEREEEXEER
B4R , TG M P9 B 4 4 B8 T (vascular endothelial growth factor,
VEGH) B mENENERNBREEMNAFZ—. KBWH
Fr#8, VEGF ZE W MR/ E Rk, VEGF A M WL LE H
BWELRE HBHNPZ - HELESRBHRERRETR
E#AXD, EEHBRTHFE L VECF B AR B RNET
%, AN VEGF R X B BH M 1L VEGF R L REH K%, 8
R RN RTEEENR TSN EKREB. B
B, LB I B RDIRTT 38 R T W AT B — TR A

AXBh R R, Wl SGC - 7901 HHFA B K VEGF &
W DIARFINREE B & %7 ME R T W 9 SGC - 7901 4AHK 48h
JG .38t RT - PCR YRR REE 25:mol/L i {IK 7K BE B 5L AB
i VEGF mRNA f)#i%, BN 2547 B 4938 X, VEGF mRNA
FHEEK T M(p<0.05), RIBt %L #1 3 H % SGC
- 7901 i VEGF EE#iknt, RR VECF E A RS BEEH
BHUREAN ML EN TR, L EXRERRA, ARSH
BRAF AL RE M5 W ¥ SGC - 7901 41 VEGF mRNA FIE H R
%, AT 2R B fet A kM W R, KR
PN BR, MRARNFEREX , BEHERE T - 1a(hypoxia
- inducible factor 1alpha, HIF - 1a) ®35 7% , # M % 3 49 VEGF
5% F MR STMMEE D E LR LREAD, TIaEAY
AT LLE R MK R R RS HIF - 1o A9REME, I3 AKT

C 100¢mol/L Res

1 MAPK RO ¢4 B4 315 B 7 (3 Pro(S6K) , RE R 3R -F
AEFEEA 1, NERRET 4E)X HIF - 1o ¥ FMIEE
A, T il HIF - 1o 803235, /0% VEGF 955 WA AHRRR,
COX-2MFR LT BEES VEGF R4, KL TR R Y
COX - 2 M FE WK 20T, J ™4y PCE2 7=/ 3 i 3% v 3l ot
& MAPK FI(R)PBK HER SR RS 5T HIF - L« EBR
AR TRES , B TTVES VEGF 35, 51 & i 9 A R0 b A 1 4=
BR) TR SAER AT B COX - 2 MK R M SR NS - 308 FF
BEWS), SEAERTITRI, Res FRIMA SRS COX - 2
ROTEHE [ ZE B SGC - 7901 SIIR R B, RN AR B
il R R ME VECF BF R ME8hE, HRRAKVME
BRHTH—FHR.
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