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[ Abstract] Tumor angiogenesis is a critical factor in the onsetand progression of tumors, displaying distinct
characteristics across various tumor types and developmental stages. This process involves numerous secreted factors
and signaling pathways, and is influenced by non-endothelial cells. Tumor blood vessels typically exhibit curvature
and dilation, along with variations in perfusion and permeability compared to normal blood vessels. These structural
features not only impede the effective delivery of chemotherapy or immunotherapy agents but also facilitate the
metastasis of cancer cells. Since Judah Folkman first proposed the concept that targeting tumor angiogenesis can
inhibit tumor growth, various strategies for targeted vascular therapy have been developed, including anti-angiogenic
therapies and vascular normalization techniques. However, despite significant advancements, targeted tumor vascular
therapies continue to encounter numerous challenges regarding implementation and efficacy, with many drugs failing
to achieve the anticipated clinical outcomes. This review aims to summarize the mechanisms underlying tumor
angiogenesis and its associated targeted therapy strategies, while exploring future directions for the development of
targeted tumor angiogenesis therapies. By gaining a deeper understanding of the processes and characteristics of
tumor angiogenesis, this work aspires to provide new insights for the development of more effective treatment

modalities.
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