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[ Abstract ]

In recent years, molecular targeted drugs involved in the pathogenesis and progression of cancer

are being extensively investigated. Anlotinib, a novel multi-target tyrosine kinase inhibitor, is the first third-line
treatment approved for patients with advanced non-small cell lung cancer in China, and has been approved for the
treatment of soft tissue sarcoma, small cell lung cancer, medullary thyroid cancer and differentiated thyroid cancer.
Numerous studies in China and abroad have found that this drug has three major functions, which are anti-tumor
angiogenesis, inhibition of tumor growth and remodelling of the tumor microenvironment, and it can inhibit the
development of solid tumours through various mechanisms. In this review, we summarize the role of anlotinib in
various malignancies and research progress of related mechanism, to provide reference for its clinical application in
oncology treatment.
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