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Abstract: Objective To evaluate the efficacy of second-line application of epidermal growth factor receptor tyrosine kinase inhibitors
in the treatment of patients with non -selective non-small cell lung cancer.Methods From January 2008 to December 2014, the
related keywords and free words were searched for Pubmed,Cochrane library,and EMBASE.A randomized controlled trial comparing
the efficacy of EGFR-TKIs with chemotherapy for second-line treatment of non-selective NSCLC was performed.The literature was
selected according to the inclusion criteria and exclusion criteria.The quality of the included literature was evaluated using the
cochrane bias risk assessment form.Effective data were extracted from the literature.RevMan 5.3.5 and STATA 12.0 were used to
analyze and compare the efficacy of non-selective NSCLC patients in the treatment of EGFR-TKIs.Sensitivity analysis and publication
bias analysis to assess the stability and reliability of the results.Results A total of 5 RCTs were included in a total of 2 741 patients.
Meta-analysis showed:for non-selective advanced NSCLC patients:PFS for second-line EGFR-TKIs (HR=0.98;95C1%:0.85-1.13;P=
0.75),0S(HR=1.01;95C1%:0.95-1.07; P=0.78),0RR(RR=1.63;95CI1%:0.93-2.86; P=0.09)showed no significant difference compared with
chemotherapy.Conclusion Compared with chemotherapy, EGFR-TKIs used as second-line drugs are not effective in the treatment of
patients with non-selective advanced NSCLC.
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