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Fig.1 RT-PCR analyses of A549 cells at 48 h after 200
nmol /L anti-MDM2 ASOs. M: Marker; Con: A549
without treatment; Lipo: Lipofectin control
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Fig.2 RT-PCR analyses of A549 cells treated with ASO and
IR. ASOS5 was administered at 200 nmol/L, IR at 5 Gy
was given. The cells were harvested 48 h later, RNA
was extracted for analysis of MDM2 and GAPDH
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was given. The cells were harvested 48 h later, protein was deviations for three independent experiments
extracted for analysis of MDM2 and f-actin levels
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Fig.5 Density plots of A549 cells treated with ASOS5 or / and IR. Apoptosis was quantified 48 h after IR or/and 72 h after ASOs,
by staining with Annexin-V-FITC and PI and analyzing by flow cytometry
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Proliferation inhibition rate
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Antisense MDM 2 sensitizer of lung cancer cells A549 toionizing radiations

GUO Wanfeng'? LIN Ruxian' GUO Guozheng® WANG Shenggi'

!(Institute of Radiation Medicine, Academy of Military Medical Sciences,

Beijing 100850)

2(Department of Radiation Medicine, Fourth Military Medical University, Xi’an 710032)

ABSTRACT Lung cancer causes a great number of deaths worldwide, and is a leading cause of cancer death in

China. Radiotherapy plays a key role in lung cancer treatments. Currently, however, it is difficult to further improve

radiocurability of lung cancers. Murine double minute 2 (MDM2), an important gene in tumorigensis and cell prolif-
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eration, might be a suitable target for gene therapy approaches. In this study, we designed an antisense drug targeting
to MDM2, and detected inhibitory effect of the antisense in A549 cells by RT-PCR and Western Blotting. Subse-
quently, the radiation-mediated cell killing was detected by Flow Cytometry and proliferative activity was observed
by MTT assay. The antisense strategy was employed, too, to achieve partial reduction of MDM?2 in a lung cancer cell
line. This suppression of MDM2 resulted in increased radiosensitivity. The results support the hypothesis that MDM?2
gene can be a candidate for radioresistance of A549 lung cancer cells, which may provide a potential molecular drug

sensitizing the radioresistant cell A549.
KEYWORDS Lung cancer cell A549, Radiosensitivity, Antisense oligodeoxynuclecotide, MDM?2 gene
CLC R&I11,R730



