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Construction of lentiviral vector pLeno-DCE-PDGF-B and its effect on invasion ability of SGC7901 gastric carcinoma cells
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Abstract ;. Objective To construct a lentiviral vector that stably express platelet-derived growth factor B (PDGF-B) and to in-
vestigate effect of PDGF-B overexpression on invasion of SGC7901 gastric carcinoma cell. Methods The lentiviral vector pLeno-
DCE-PDGF-B was constructed and transfected into 293 T cells. The supernatant containing the lentivirus particles was harvested to
determine the virus titer and high titer lentivirus particles was gathered. Then PDGF-B lentiviral vector was transfected into
SGC7901 cells for construction of stable PDGF-B overexpression SGC7901 cells. Western-blot and immunofluorescence were used
for evaluation of the construction of stable PDGF-B overexpression SGC7901 cells. Transwell test was used for detection the inva-
sion of SGC7901 cells. Results The lentiviral vector was correctly constructed and verified by sequencing. High titer PDGF-B lenti-
viral particles were acquired successfully. After transfection, SGC7901 cells were green color by detection of fluorescence micro-
scope;and the expression of PDGF-B protein in transfected SGC7901 cells were much higher than that in normal SGC7901 cells. Al-
The PDGF-B lentiviral particles are ob-

tained after successful construction and package. The stable PDGF-B overexpression SGC7901 gastric carcinoma cell line is estab-

so, PDGF-B overexpression increased the invasion ability of SGC7901 cells. Conclusion

lished, which proves that the PDGF-B overexpression might increase the invasion ability of gastric carcinoma cells.
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1.2.1 B HFHRAEBE  HIE Genbank # PDGF-B(NM_
002608. 2) K J¥ 51, % i 51 ¥ KL-PDGF-B-F.5-ATG AAT
CGC TGC TGG GCG CTC-3', KL-PDGF-B-R; 5'-CTA GGC
TCC AAG GGT CTC CTT C-3', Fi PCR #4783 J5 6 7= 1y
#2 A pLenO-DCE 2k {f , k%t PR 44 52 B % 128 Ty . )
i1 pLenO-DCE Fil pLenO-PDGF-B 43+ %l | EcoR 1 .Not |
Bt U1 5 A8 12 1 pLenO-DCE-PDGF-B 18 55 7 2 14 .

1.2.2 B anke BRI AL X B AR K WY 293 40 M, 2
FPF 10 cm 4IRS 3L, 37 'C.50 mL/L CO, ¥ F44 N K35,
224 241 JfE %5 B 35 60 00 ~ 70 Yo B K 45 JOUORL AN B PR S TR A U B 2
MM R PRAERF 6~ hHELTAKRRREGYN
KSR . T VRS A A0 P oim A & 100 FBS [ DMEM 3 3
W6 mL, k258 72 he WeARHF UL 72 h 1y 293T 40 FVE WK .
K EWEBF 4 C.4 000 r/min &0 10 min, FORF LS5 HLL 0. 45
e 8RS g L T B0 (25 000 r/min) 2 hy i J5 LAYk PBS i)
HHER T IOE T 4 CIHMIR.

1.2.3 BREEMEME  293T 4 E 4. 96 fLiREfLHm
1X10° A4 i AR FR R 100 L, AR 975 55 14 10300 v L o 4% 7
~10 NTCE Y Ep & B A P IR [RR BUR 5 580 7
R 100 pL, PRI 3G IR AL W 25 90 pL ¥ 35 Jk, Im A S5
AR IR R A . BE IR 24 h R L IMAKT RS SR AL 100 pLs
4 d JE W EE AN R A R B0 L I e T4 i A =X A 43 AT 0
T REI A

1.2.4 ey PR UAE Y MOV BE Oy 12X 10° A /mlL, B
FF 6 FLAR T L 7E 5% CO, 37 CHHRAIME 24 h, REKI2
W TE I BERR P5 IR A MR R R R AL 10 ¢ 1 R & 5 B R A MY
R IFIRS B9 6~8 h )G H# L&A ¥ IR AWM 1 5%
W, g PBS vk 3 .78 6 fLARE AL mA 1 mL RP-
MI1640 ¥ 54, 5% CO, 37 CHEIRFIEE 48 h 5. 5 %
EACERUR -2

1.2.5 Western blot &l W42 e YL wif L )5 1 240 M . 48 B 2
Flo 50 pg 25 1 2RI 2 12 06 T M I i B8 i B3k J5 - 47 PVDF
BRI 0 5% BSA #H M 1 h, H MG MBI PDGF-B — i
(1:100004 CIEFIHK. KA M HRP #3id f 9L H 1 h,
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protein, GFP) 3k Z Wi 8 (& 2A) . W80 7 L s F g
S A5 B 7 Y EE O 0 AOURE . AR BE TIN5l o £ L AR
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PDGF-B 12 3 5 B (1 293T 20 M- 37 2 200 430 00 B P 440
Fo AR B R R O 8. 7X10° TU/mlL,
2.3 PDGF-B id 5k B 5 40 Mo bk 1 5 98 9 O WL 48 I 28 1 A )
FEY 48 h 5 R A vt BAMBE W4, WL PDGF-B it & 35
SGC7901 H i 41 M Ak 52 4% €55 %6 (]l 3A~DB). PDGF-B i 3%
ik SGC7901 8 9 40 gtk v PDGF-B % 19 /K - (0. 70240. 042)
W & T A SGC7901 1 Ji 48 g b PDGF-B & H K F
(0.021420. 006) , 2 5 G i 2 L (P<C0. 05), W& 3C,

AL B 9 JEWER ; C: Western Blot £l PDGF-B 2 (H # ik ;
N IEH 4005 T e YL 4 i .
B 3 PDGF-B £ SGC7901 BEME P RIE

2.4 PDGF-B X SGC7901 40u {2 28 HE ST M 0 A BF 5% i
i Transwell 36K M PDGF-B 3 26 ik %} SGC7901 4 it 17 78
e Imszm . 25 R R . PDGF-B i & ik SGC7901 4i iy 17 28
B 65. 42, OB 2 F 5 M SGC7901 4 i fy (21. 6 &=
1. 6) 4~ (P<C0.05), WLI&l 4.
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