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Sequence-dependent antiproliferative effects of gefitinib combined with docetaxel

in non-small cell lung cancer cells in vitro
XUAN Xiang-lan1 , ZHOU Cai-cun, AN Chang-shan

(1 Yanbian University Hospital, Yanji 133000, P. R. China)

Abstract; Objective To explore the sequence-dependent antiproliferative effects of gefitinib combined with docetaxel
in non-small cell lung cancer cells in vitro. Methods PC-9, PC-9/G and A549 cell lines were chosed. The cell survival
rates were measured by MTT assay, cell cycle distribution and apoptosis were measured by flow cytometry docetaxel. Ac-
cording to the sequence of administration of gefitinib combined with docetaxel, the cells were divided into docetaxe followed
by gefitinib group ( D—G group) and gefitinib followed by docetaxel group ( G—D group). Results Compared with the G
—D group, D—G group remarkably decreased cell survival, induced G,-M phase arrest and enhanced apoptosis induced by
docetaxel ; in contrast, G—D group induced G,-G, phase arrest and decreased apoptosis induced by docetaxel. Conclusion

Sequential administration of docetaxel followed by gefitinib is optimal combination schedule for the antiproliferative effects

of non-small cell lung cancer cells.
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