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Construction of small interfering RNA expression vector targeting EGFR gene and

its biologic effects
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han Hospital, Fudan University, Shanghai 200032, China)

Abstract; Objective To investigate the effects of small interference RNA ( siRNA ) expression vectors
targeting epidermal growth factor receptor ( pSi-EGFR) on suppressing the expression of EGFR gene in human
lung adenocarcinoma cell strain A549. Methods A549 cells were transfected with pSi-EGFR vectors by lipo-
fectamine 2000. The expressions of EGFR mRNA and protein were detected by real time fluorescence quantita-
tive PCR, immunofluorescence and flow cytometry respectively. MTT and colony formation assay were used to
measure cell growth. Results pSi-EGFR vectors suppressed the expression of EGFR gene significantly, as
compared with that of negative control [ (0.31 £0. 17) vs (4.41 £0.92), P <0.001 ], and the inhibition rate
of EGFR mRNA expression was 93% . The expression of EGFR protein by immunofluorescence was enhanced in
non-transfected group, significantly decreased in pSi-EGFR group, and of no changes in pSi-nonspecific group.
The amount of EGFR expression by flow cytometry was (111.8 £11.2), (116.5+12.1), (12.6 £3.2) in
non-transfected group, pSi-nonspecific group and pSi-EGFR group respectively, and pSi-EGFR group was lower
by 88. 7% as compared with non-transfected group (P <0.001). Cell growth and colony formation of pSi-EG-
FR geroup were inhibited by 67.8% and 59.4% respectively, as compared with non-transfected group. Con-
clusion pSi-EGFR vectors can inhibit the A549 cell growth by inducing the effects of RNA interference
(RNAi).
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Fig 2 Expression of EGFR protein by flow cytometry
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