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Short-term and long-term efficacy of ositinib combined with chemotherapy
in the treatment of advanced NSCLC with EGFR gene mutation

ZHANG Jie ,ZHANG Nian-bao,LEI Fang-fang
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Anhui , China)

[ Abstract] Objective:To investigate the efficacy and safety of ositinib combined with chemotherapy in the treatment of advanced
non-small cell lung cancer (NSCLC) with epidermal growth factor receptor (EGFR) gene mutation. Methods: A total of 80 patients
with advanced NSCLC( EGFR gene mutation) were divided into combined group (n =38) and single drug group (n =42) according to
different treatment methods. The combined group was treated with ositinib combined with chemotherapy,and the single drug group was
treated with ositinib alone. Short-term efficacy, progression-free survival ( PFS) ,overall survival (OS) ,were compared between the two
groups. Serum CEA,CYFRA21-1,1GF-1 and VEGF levels were compared between the two groups. The adverse reactions of the two
groups were recorded. Results: The ORR of combined group was 68.42 % ,which was higher than 54.76 % of single drug group, but
there was no significant difference (P >0.05). The median PFS of the combined group was 15.2 months,which was higher than 10.3
months of the single drug group (P <0.05).The median OS of the combined group was 25. 1 months, which was higher than the 18.2
months of the single drug group (P <0.05). After treatment, the serum levels of CEA,CYFRA21-1,IGF-1 and VEGF in the combined
group were lower than those in the single drug group (P <0.05). The adverse reactions of the two groups were mainly grade I-1I. The
incidence of leukopenia in the combined group was higher comparing with the single drug group (P < 0.05) ,there was no statistically
significant different in the incidence of other adverse reactions between the two groups( P >0.05). Conclusion: For patients with ad-
vanced NSCLC (EGFR gene mutant) , oxidtinib combined with chemotherapy can effectively reduce serum tumor markers,IGF-1 and
VEGF levels,and benefit the survival of patients.
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