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Abstract ; Objective To compare the efficacy and safety of hydrochloric acid ecotinib combined with chem-
otherapy with ecotinib monotherapy as first-line treatment of advanced non-small cell lung cancer (NSCLC)
harbored epidermal growth factor (EGFR) sensitive mutation (19 exon deletion or 21 exon mutation). Meth-
ods 78 cases between January 2013 and December 2015 in the hospital were enrolled in the study. 36 cases
treated with ecotinib combined with chemotherapy were taken as ecotinib combined with chemotherapy group,
42 cases treated with ecotinib monotherapy were taken as ecotinib monotherapy group and the clinical data of
NSCLC patients were retrospectively analyzed. There were 19 patients with 19 exon deletion and 17 patients
with 21 exon mutation in ecotinib combined with chemotherapy group,29 patients with 19 exon deletion and
13 patients with 21 exon mutation in ecotinib monotherapy group. Results The objective response rate for the
ecotinib combined with chemotherapy group was 75. 0%, that for ecotinib monotherapy group was 50. 0%,
and there was a significantly statistical difference between two groups (P=0. 024). Disease control rates for
the ecotinib combined with chemotherapy group was 97. 2% ,that for ecotinib monotherapy group was 95. 2%,
and there was no statistical difference between groups (P=0. 650). In the ecotinib combined with chemothera-

py group, the median progression-free survival time (PFS) was 12. 4 months, that in ecotinib monotherapy
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group was 8. 6 months, and the difference was statistically significant (P<C0. 05). The median overall survival
time (OS) in ecotinib combined with chemotherapy group was 23. 3 months, that in the ecotinib monotherapy
group was 18. 9 months, and the difference was statistically significant (P=0. 037). The results of subgroup
analysis showed that for the patients with 19 exon deletion, the PFS was 14. 4 months in ecotinib combined
with chemotherapy group, 9. 3 months in ecotinib monotherapy group, and the difference was statistically sig-
nificant (P<C0. 05). The OS was 24. 9 months in ecotinib combined with chemotherapy group and 19. 5 months
in ecotinib monotherapy group, and the difference was statistically significant (P=0. 032) . For the patients
with 21 exon mutation, the PFS was 10. 4 months in ecotinib combined with chemotherapy group,7. 1 months
in ecotinib monotherapy group, and the difference was statistically significant (P=0. 004). The OS was 21.8
months in ecotinib combined with chemotherapy group and 18. 6 months in ecotinib monotherapy group,and
the difference was statistically significant (P=0. 252). Ecotinib combined chemotherapy group had a higher
incidence rate of adverse reactions, but most can be tolerated. Conclusion Compared with ecotinib monother-
apy group, ecotinib combined with chemotherapy can achieve better curative effect, especially for the patients
with 19 exon deletion. Although the ecotinib combined with chemotherapy group had more adverse reactions

than ecotinib monotherapy group had, but can be tolerated in general. Ecotinib combined with chemotherapy

can be chosen as the first-line treatment for advanced NSCLC harbored EGFR sensitive mutation.
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