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Efficacy of bevacizumab combined with osimertinib in the treatment of ad-
vanced EGFR mutant NSCLC and its effect on the levels of vascular
growth factor

SUN Hu,FENG Hui-jing, YANG Xiao-ling, YANG Xue-jing
( Department of Thoracic Oncology ,Cancer Center,Shanxi Bethune Hospital ,Shanxi Academy of Medical Sciences, Tongji Shanxi Hospi-
tal ,the Third Hospital of Shanxt Medical University , Taiyuan 030032, Shanxi, China)

[ Abstract] Objective:To explore the efficacy of bevacizumab combined with osimertinib in the treatment of advanced epidermal
growth factor receptor (EGFR) mutant non-small cell lung cancer ( NSCLC) and its effect on the levels of vascular growth factor.
Methods ;92 patients with advanced NSCLC with EGFR mutation were divided into single drug group (n =48) and combined group (n
=44) according to different treatment methods. The single drug group was treated with oral osimertinib alone,and the combined group
was treated with bevacizumab on the basis of osimertinib. The short-term efficacy (after 3 months of treatment) and safety,the levels of
serum tumor markers [ include carcinoembryonic antigen ( CEA) , carbohydrate antigen 125 ( CA125) and cytokeratin 19 fragment ( Cy-
fra21-1) ] and angiogenesis factors [ include vascular endothelial growth factor ( VEGF) , platelet-derived growth factor (PDGF) and
basic fibroblast growth factor (bFGF) ] ,survival time,and adverse reactions of the two groups were compared before treatment and after
3 months of treatmen. Results: After 3 months of treatment, the objective response rate (ORR) of the combined group was 68.18 % ,
which was significantly higher than 45.83 % of the single drug group (P <0.05). Compared with the single drug group, the levels of
serum CEA,CA125,Cyfra21-1,VEGF,PDGF and bFGF in the combined group after 3 months of treatment were lower ( P <0.05). The
median progression-free survival and median overall survival in the combined group were longer than those in the single drug group
(P <0.05). There was no significant difference in the incidence of adverse reactions between the two groups during treatment ( P >
0.05). Conclusion ; Bevacizumab combined with osimertinib in the treatment of advanced NSCLC with EGFR mutation can reduce ser-
um vascular growth factor level,improve disease remission rate and prolong survival time of patients.
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