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Abstract: Non-small cell lung cancer (NSCLC) is the malignant tumor with the highest mortality in China.
In recent years, considerable progress has been made in the treatment of NSCLC. The advent of numerous
new drugs has significantly improved the survival of patients with advanced NSCLC. Apatinib mesylate is a
novel oral small molecule vascular endothelial growth factor receptor tyrosine kinase inhibitor that has been
approved for the third-line treatment of gastric cancer. At present, increased evidence confirmed that apatinib
monotherapy has well efficacy on advanced NSCLC. Preclinical studies suggest that apatinib could reverse
chemotherapy and EGFR TKI resistance. Therefore, apatinib combined with chemotherapy or EGFR TKI
for advanced NSCLC has also been extensively explored. This article will give an overview of the basic and
clinical progress of apatinib on NSCLC.
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Tablel Selected ongoing trials with apatinib on NSCLC

Chmgal trial Phase Sefting Treagnent Prlma}*y
identifier regimen endpoint
NCT03083041 I Second/  Apatinib+ Safety,
third line  PD-1 blockade ORR
NCT02493582 I Third line Apatinib+CIK oS
NCT02824458 1l Firstline  Apatinib+gefitinib DLT, PFS
NCT03256721 11 Second line AP PFS
chemotherapy
NCT02332512 [l Third/ Apatinib (N
fourth line
NCT03127319 I Second line Apatinib+docetaxel PFS
NCT03164694 1 Firstline Apatinib+ 0S
chemotherapy
NCTO03201146 1 /11 First line  Apatinib+platinum ORR
based chemotherapy

NCT02704767 1 Firstline  Apatinib+erlotinib PFS
NCT03267654 1l Firstline  Apatinib+gefitinib PFS

Notes: NSCLC: non-small cell lung cancer; PD-1: programmed cell

death protein 1; ORR: objective response rate; CIK: cytokine-induced
killer cells; OS: overall survival, DLT: dose-limiting toxicities; PFS:

progression free survival
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