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i H460

Abstract: Objective To investigate Bax expression and the apoptosis of H460 cell induced by recombined
plasmid pGL3/EGR1-Bax combined with radiotherapy in lung cancer. Methods Lung cancer cell line H460
was transfected with pGL3/EGR1-Bax plasmids and irradiated in groups. Bax expression was detected by
RT-PCR and Western blot. The apoptosis of H460 cell was detected by flow cytometry. Results Restriction
enzyme digestion showed pGL3/EGR1-Bax was correctly constructed. Gene-radiotherapy could significantly
enhance the expression of Bax gene and protein in H460 cells (P < 0.01,compared with the control group;P
< 0.05, compared with the empty vector irradiation group). The apoptosis of H460 cell in pGL3/EGR1-Bax
gene therapy plus irradiation group was higher than that in either plasmid or irradiation group alone (P<0.05).
Conclusion Irradiation could induce Bax expression in pGL3/EGR1-Bax plasmid in H460 cells, to
significantly enhance the apoptosis of H460 cells, which may establish important experimental basis for gene-
radiotherapy for lung cancer.
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1. EGR-1(early growth response-1 gene, EGR-1)
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Figurel The restriction analysis of pGL3/EGR1-Bax
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Tablel Bax mRNA levels in H460 cells in each group (x+s, n=3)
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1: marker ( DL2000) ;2: control group;3:empty vector group;4:empty
vector irradiated group;S: irradiation group;6:vector group;7: carrier
irradiated group;8:liposome control group
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Figure2 Bax mRNA expression in H460 cells in each group
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1: control group; 2:empty vector group ; 3: empty vector irradiated
group; 4: irradiation group; 5: vector group; 6: carrier irradiated
group
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Figure3 Bax protein expression in H460 cells in each group
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Empty vector

Groups Control Empty vector Lo Irradiation Vector Carrier irradiated
irradiated
Bax mRNA b b b b . b
(Grayscale ratio) 0.612+0.034 0.510+0.029 0.639+0.083 0.673+0.082 0.817+0.041 1.240+0.083
Notes: “: vs. Control group, P <0.01; ":vs. Vector group, P < 0.05
R2 HBHHAOMEBax EHMIRIEER (s, n=3)
Table2 Bax protein Levels in H460 cells in each group (x£s, n=3)
Groups Control Empty vector Empty vector irradiated Irradiation Vector Carrier irradiated
Bax Protein a ab
0.135+£0.019  0.157+0.015 0.167+0.032 0.187+0.025  0.403+0.015 0.453+0.025"

(Grayscale ratio)

Notes: “: vs. Control group, P < 0.01; °: vs. Vector group, P < 0.05
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R3 BHHAOMMEATE (x+s5, n=3)
Table3 Apoptosis rate of H460 cells in each group (x+s, n=3)
Groups Control Irradiation ~ Empty vector irradiated Vector Carrier irradiated ~ Empty vector
Apoptosis rate of . . b
H460 cells 6.650+0.57  12.82+1.70 13.31+1.11 9.24+1.24 19.17£1.10* 5.63+0.85

Notes: “: vs. Non-irradiated group, P <0.01; °: vs.Empty vector irradiated group, P <0.01
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A: control group; B: irradiation group; C: empty vector irradiated group; D: vector group; E: carrier irradiated group; F: empty vector group
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Figure4 Annexin V-FITC/PI flow cytometry of apoptosis rate of H460 cells
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