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Inhibitive effect of dominant negative human epidermal growth factor receptor

on the invasion and metastasis of gastric cancer cells
LIAO Gang' ,\WANG Ziwei',ZHANG Neng',DONG Pujiang’
(1. Department of Gastrointestinal Surgery;2. Experimental Research Center ,the First Affiliated Hospital ,
Chongqing Medical University)
[ Abstract]Objective: To explore the effect of dominant negative epidermal growth factor receptor(DNEGFR) on the invasion and
metastasis of human gastric cancer cells and to elucidate its molecular mechanism. Methods :The pEGFPN1-DNEGFR was construct—

ed and human gastric cancer cells were transfected stably. The invasion and metastasis in vitro were tested by Transwell invasion cham—
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ber assay. Matrix metalloproteinase—2(MMP-2) and Matrix metalloproteinase—9 (MMP-9) mRNA levels of cells were detected by re—

versed transcription—polymerase chain reaction(RT-PCR). MMP-2 and MMP-9 protein levels of culture were detected by enzyme-—

linked immunosorbent assay (ELISA). Results : pEGFPN1-DNEGFR was constructed successfully, human gastric cancer cells was
transfected stably. MMP-2 and MMP-9 mRNA levels of cells were down-regulated ; MMP-2 and MMP-9 protein levels of culture were

down-regulated as well. Conclusions:DNEGFR represses the invasion and metastasis of human gastric cancer cells by inhibiting them

from secreting MMP-2 and MMP-9, which lays a solid foundation for further research of DNEGFR in gastric cancer biotherapy.
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7901 K NCI-N87, FRUIR AR BT 440 A NIH/3T3, Hh [R5 B
MR,
112 FEGH M K AUAS  TakaRa RNA PCR Kit(AMV)
Ver.3.0, Agarose Gel DNA Purification Kit Ver.2.0, E/E¥) T.
FEREA R E  Endo-Free Plasmid Mini Kit 1 , ZEOmega
Bio-Tek A, BEFiMA Lipofectamine™ 2000, RPMI1640 1553
IR A= 113E , Opti-MEM 1 reduced serum medium, G418,
FH Invitrogen 2V H] , LB 1iFR4E Bk, 55 Sigma—-Aldrich
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CESSION : X00588) 153165 14, 9 15 1 E i BeAd 4% EGFR
RIS 5 KB HMAh X B2 5 B 1X 1 <DNA, 224 2 004 bp,
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WIRIASG BT Nhe T BRAIERFLIN 25 R ARG TIE (Cfrd2 T
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IC G418 MR BT R — A i i, ik Hh A BE M T e
JERRGTH AL AL AR WG TSR 229285, G418 SRR
SEEG AR RUNTR 6 20 (1)SGC-7901 42 (% TR (Hp
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acting [ 4K ] Primer Premier 5.0 {43+, MMP-2 5|4 I
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UK, 1] Gel Doc XR B BUS R G RAEEUG I o041, H itk
mRNA X335 1= H 093 B L Pk 41 WO BE (/9 5 3
PRIk S5 ROGRE(H, SEd F AT 31K,
1.2.6  FEEKFRM R MMP-2 F1 MMP-9 #& 7K F
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Fig.1 Partial DNA sequencing results
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Fig.2 In vitro invasion assay ( HE,200 x )
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Fig.5 Results of ELISA
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25 FRTR , AHFSEIE] DNEGFR i i 4 A 8
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fiE 1 B IR B0 DNEGFR 78 B A VAP iy
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