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Abstract: Objective To find the way of improving the lung cancer chemotherapeutic sensitivity, we investigated whether the
lung cancer A549 cells introduced eukaryotic expression plasmid pcDNA3. 1-HRE-JABI plasmid have the chemotherapeutic sensi-
bility to Gemzar in anaerobic condition. Methods We first constructed an eukaryotic expression plasmid pcDNA3. 1-HRE-JABI
driven by hypoxia response elements promoter. Then, the plasmid was introduced into lung cancer cell line A549. After that,chemo-
therapeutic drug such as Gemzar was used to treat the A549 cells in anaerobic condition, and investigated that the normal control
(A549) ,the empty vector group(A549+pcDNA3. 1-HRE) and the plasmid group(A549+ pcDNA3. I-HRE-JAB1) A549 cells had
chemotherapeutic sensitivity. qRT-PCR and Western blot was used to assay the mRNA and protein level of JABI. Cell cycle and ap-
optosis of A549 cells were also assayed according to flow cytometry. Results According to bi-enzyme digestion evaluation,obtained
plasmid was pcDNA3. 1-HRE-JABI plasmid. The results showed that JABI in the A549 was overexpressed after the transfection of
pcDNAS3. I-HRE-JAB1 compared with the normal control and the empty vector(P<C0. 01). The cell proliferation was arrested at G,
phase and the cell apoptosis was significantly enhanced after the transfection(P<C0. 01). Conclusion JABI1 overexpression signifi-
cantly increase sensitivity of lung cancer cells to the chemotherapeutic drug Gemzar in anaerobic condition, which might provide an
efficient strategy of improving the chemotherapeutic sensitivity of lung cancer or the other cancers.
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