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Abstrac  Objective: To investigate the clinical efficacy of epidermal growth factor receptor tyrosine kinase inhibitors (EGFR-TKIs) in
the treatment of squamous-cell lung cancer patients with EGFR mutations. Methods: We screened out seven patients who were diag-
nosed with EGFR mutations and received EGFR-TKIs, such as gifitinib or erlotinib, from 2,317 squamous-cell lung cancer patients treat-
ed at the Beijing Chest Hospital from January 2010 to July 2016. Results: After using EGFR-TKIs, the objective response rate was 42.9%,
the disease control rate was 100%, and the median progression-free survival was 6.1 months. Conclusion: EGFR-TKIs exert a certain
clinical curative effect on patients with EGFR mutations in squamous-cell lung cancer. However, given that only seven cases are pre-
sented in this research group, more cases are needed for further research to verify the above conclusion.
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Table 1~ Clinical features and results of 7 cases
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194MNE F-BIEAE 2R 21 Fh i F L858 AR (£ 1) 6

Number Gender Age (years) Smoking history Diagnosis method EGFR mutation type Clinical result  PFS (months)
1 Female 49 No Bronchoscopy 19del SD 2.4
2 Female 48 No Lung biopsy 19del PR 3.0
3 Male 60 35 packet/year Lung biopsy 19del PR 4.0
4 Male 71 53 packet/year Surgery L858R SD 6.1
5 Male 51 33 packet/year Bronchoscopy 19del SD 6.7
6 Male 49 29 packet/year Surgery 19del SD 6.7
7 Male 72 50 packet/year Lung biopsy L858R PR 10.1
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Figure 1 Progression free survival curves of 7 patients
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