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Growth suppression of human gastric carcinoma cell line SGC-7901 by stable

transfection of antisense angiopoietin2 gene
CHEN Lei,ZHU Peng

(Department of General Surgery ,the Second Affiliated Hospital ,Chongging Medical University)

[ Abstract)Objective : To evaluate expressions of angiopoietin2(Ang2) protein in human gastric cancer cells SGC~7901 transfected by
pEPFP-N1-antisense Ang2 and to investigate whether antisense Ang2 gene could inhibit the vitro growth of human gastric carcinoma
cell line. Methods : Two different plasmids including pEGFP-N1 and pEGFP-N1 SGC-7901 antisense Ang2 were separately trans—
ferred into an in vitro cultured human gastric cancer cell line SGC-7901 using Lipofectamine2000 transfection technique. After trans—
fection, the cells were selected by G418. Then resistant clones were chosen and expanded in DMEM culture medium , with parental
SGC-7901 cells as control. RT-PCR and immunohistochemical method were done to determine whether target genes and its proteins
had expressed. Cell viability was determined by MTT assay. Apoptosis was determined by flow cytometry with a double dyeing method
using FITC—conjugated annexin V and Pl. Results : According to results of RT-PCR and immunohistochemical methods, angiopoietin
mRNA and its proteins were not expressed in transfected antisense Ang2 gene SGC-7901 cells. MTT assay showed that pEGFP-N1-
anti Ang2 transfection group had much lower cell viability than other groups(F=10.39,P=0.002 4). Meanwhile ,pEGFP-N1-anti Ang2
transfection group had an increase in apoptosis rates compared with those of the other groups based on results of flow cytometry (x*=
3 188.98,P<0.000 1). Conclusions :pEGFP-NI1-anti Ang2 successfully transfects human gastric cancer cells SGC-7901,which in—
hibits Ang2 mRNA and protein expressions as well as suppresses the malignant phenotype of human gastric cells.
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Fig.4 Positive Ang2 protein expressed by SGC7901 cells in non transfection group ( 200 x )

R XA SRR 3 A2 R E R A G L (=
3 188.98,P<0.000 1), FIEAF Wi LLAR 45 A0 T . pEGFP-N1—
anti Ang2 FYe4 5 pEGFP-N1 25 #R AR Ye 4l LR 22 RAT 50
P23 S (x*=1969.98, P<0.000 1), pEGFP-N1-anti Ang2 %
21 ARG 22 A Gei T L (x*=2 005.1,P<0.000 1),
1Ml pEGFP-N1 78 ZRAA G e 28 5 R A% Yo 2 2 W) 22 S o e 12
B (x*=0.2376,P=0.625 9) , T AR Ang2 K& HF% {2
R A (N B AT ) YR T

%2 FITC-PI M FCM i
Tab.2 FITC-PI double staining FCM detection

GRIL (%)
i Pt ci P
UL UR LL LR

KFE Y 124 385 9273 218 2005.1 <0.000 1
pEGFP-N1
N ) 152 278 9255 3.5 1969.98 <0.000 1
eI
pEGFP-NI-anti
1.18 9.80 67.44 21.58 / /
Ang-2 Y4l

T UL, 3005 41 5 UR., B30 358 7 200 M R 4 2% R AE AT 5 L, 735 40 A
LR, R T A0 s P A AL Y4l pEGFP-NT 25 484444 YL 21 53 5]
5 pEGFP-N1-anti Ang2 55 L4l tUAZES L/, DLZ AL A Hods

303 i

FERYAYT IS H T E NI ST A T R A %
FB, 0 1 7 35 R K T A 2 i A 4 a1k
TR PR 35 PR R s o g, B S K R, L
AR St St G L B RIE /N R
H HI B R L RIA YT IR T S5 A R B B
AR R S S N, — EOME AU G K e, i
HIFERAI AU e e Al T R R £
B SR ZRRRECARIT . EAMF 2T
WESE, Ang ZE 05 S H 32 4 Tie2 5 18 Az 1l 2% VI AH
5%, HAE R IE nld A b o I TR e e RS
R b T ZAE M Ang/Tie2 5 Z i 48 A pi it
PRI R R KO B TR, R R RS T
96 70 25 %) i 7 R A X001 Ang2 W 3 35 3 PN B2 40
JHL R At ) 7 A SR U R i A A K RS, #L ) Ang/
Tie2 FIEYT AT A0 Ahed 048 A2 i, et JLAT P
A VF L SCEE S F e g A S5 RS T B



BERERKZFR 2013 £5 38 55 5 # ( Journal of Chongging Medical University 2013.Vol.38 No.5 )

— 501 —

2 Ang2 mBHPER IR, HE W & FHARIE R 44 40
M ) FRIATR I, A = R RA G E L,
A AT A D SCRERIE T Ang2 HIFE IR BE BE 9 40
LU (A T % IR R )M &
AN K= QI IR I TR ) IS % T (IR |
S KK F- (vascular endothelial growth factor, VEGF)
AR, S22, 3k e E AR AR k]
T An2 EHEERDER TS5 RIEH, #ER
HJE B R EPNAIT AR AL, R A A
YEE I T pEGFP-N1-anti Ang2" 33X 5l k%t
X Ang2 3X— AT R SCEER AT AR T L
Frokt . ASCERAERT AR IEA o —2PE ] T
SUIEPNRYT AT AT B A R, i RT-PCR J5ik
Krli#-2H Ang2 mRNA FIR 25 AT DIIER A 5%
I N B R AIER SGC-7901, ELSIhEt A A\ B e
Y Ang2 BRI M AR IR RIA . TEILEERE -, H
RT-PCR J7 A5 I B AR 55 e 2 rp 3 1 726 bp K
/N DNA R B XSS RT3 A — A EE U T I
S Ang2 ERUIEE Y T N B ANk SGC-7901, I
SEANIE T Ang2 X — 0 ST I G YT AL T T
FeAR ERynl et M MTT S2803ESE . 2 X Ang2 K&
REEY N B A SGC-7901 Ji , HoA= K2 24kl .
FRAE YL I X Ang2 FEDH (A AL A (B KT
A2, ALK T pEGFP-N1 258 8 /AL YL £ 5
KLY AT LU MTT S5 22 5 RG22 0,
THERS T 8RB I VERT , NI (A 52 56 9 1 11
Iz HLEE B A X A

340 FE MTT A i Al L it FCM A
gL R L Ang2 FERIAY N BRI R SGC-
7901 R T AL 53 A WD E T A Sk
Kk e VE SR BC A0 M A 4 B8 B S v TR Y N
pEGFP-N1 75 8RR Yu 2l | i 145 20 i 7 43 % i e A1
THEMA, BHNgRS LRSI 3, R
Yead BEZ R0, I BT R T £ X% Ang2 X
— S BT S I PR BEAE AR S g b A L
i8I HADS T BB SGC-7901 My fiE it
HEARFET, XSFIHR L VEGF-C R F4 Y iy
AR RIS RIS, ASLRAIESS T 2 L Ang2
TERSME RN B a1, (kM T n A
FH, R UAEBFSE e X Ang2 55 ek A 98 40 MO 1w

PEFILAE A AR RN B T R AEA , (H 52 SC Ang2
e PR G J e AR A 2T BT i e R B A9 A I
fedERR AR UA T, JF Hog i i A A iAok K 4%
FAY 2 R PR 55— R 9 RS A 155 T 2 — 2P b

5 % x ®

[ & g, AT, O EE AR B LU Ang-2 f VEGF 2%

IR LA A O FR [ I AR =725, 2000, 11:994-998.

Zhang J,Zhou W P ,Fang G E, et al.Expression of Ang-2 and VEGF

and its relation with angiogenes in gastric carcinomalJ].Chinese Clinical

Oncology,2009,11:994-998.

[2] MJBE BRI, B I7,%F. Ang-2 VEGF K& MVD 7& B i)

FIA BRI R ST IR BE 2, 2008, 36(2) :86-91.

Cheng X H,0Ou X L, Yan F et al.Expression and significance of Ana—

2.VEGF and MVD in gastric carcinomal]].Modern Medical Journal,

2008,36(2):86-91.

[3] Qlier J,Min H,Leal J,et al.Suppression of angiogenesis and tumor

growth by selective inhibition of angiopoietin—2[J].Cancer Cell,2004,6

(5):507-516.

[4] 4 WS RSRIHT, BRI Ik AR I AR R -2 S A AR A

FRAR AL 2 S (]33 T 2 B (B2 R , 2005, 19(2) : 11-13.

Zhu P,Zheng C X,Chen D D, et al.Construction and identification of

humom angiopietin—2 antisense eukaryotic expression vector[J].Journal

of Xianning College(Medical Sciences),2005,19(2):11-13.

[5] Zhu P,Zhang J,Chen Q,Wang J,et al.Expression of vascular en—

dothelial growth factor—C in gastric carcinoma and the effect of its anti—

sensegene transfection on the proliferation of human gastric cancer cell

line SGC=7901[J].Am J Surg,2012,204(1):78-83.

[6] Zergeroglu S, Ozdemir H B, Ozel M, et al.The prognostic impor—

tance of proliferative activity and oestrogen receptor expression in stage

I endometrial carcinomas|J].J Obstet Gynaecol,2006,26(8):798-801.

[7] XS Jr Rt Rsr BE, 45 T B T e B 5 35 002 a7 A=

F-2 SRR EBEIMHEAAE, 2011, 34(28) :31-34.

Liu S P,Fang C H,Yu L Q,et al.Correlation between invasion and

metastasis of gastric cancer and serum angiopoietin—2[J].Chinese Journal

of Postgraduates of Medicine,2011,34(28).:31-34.

(81 & M ERUIHT, MRSH T, 45 Ang-2 18 BRIV P Rk 5 AR

AL T PR G 2R ]8T 2 B 2 4l (BR 27 ), 2005, 19.(6) 461~

464.

Zhu P,Zheng C X,Chen D D,et al.The expression of angiopoietin-2 in

gastric carcinoma and ITS relation with tumor angiogenesis[J].Journal of

Xianning College(Medical Sciences),2005,19(6) :461-464.
(R HAL)



