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[ Abstract |

against vascular endothelial growth factor receptor 2. It inhibits angiogenesis, promotes apoptosis,and regu-

Anlotinib is a multi-targeted tyrosine kinase inhibitor with high selectivity and potency

lates the immune microenvironment. Anlotinib has been applied to the treatment of various solid tumors,in-
cluding advanced non-small cell lung cancer (NSCLC). Combined treatment with anlotinib can improve treat-

ment efficacy and extend survival in patients with advanced NSCLC, This article reviewed the mechanisms of

action of anlotinib and the clinical research progress of its combination therapy in advanced NSCLC.
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