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[ Abstract)

exosomes—extracellular vesicles with lipid bilayer membrane derived from eukaryotic cells that serve as

Hypoxia is a key feature of the tumor microenvironment, which promotes the release of

mediators of intercellular communication. These exosomes, carrying biomolecules such as nucleic acids and
proteins, further affect the growth, migration, and angiogenesis of tumor cells. Under hypoxic conditions,
exosomes play important roles in digestive tract tumors. They can directly affect vascular endothelial cells,
and indirectly affect angiogenesis by regulating immune cells and stromal cells in the tumor
microenvironment. This article summarizes the latest understanding of the role and research advances of
exosomes in the angiogenesis of digestive tract tumors under hypoxic conditions, and discusses their potential
clinical applications, aiming to provide important targets for the development of new treatment strategies to
improve patient prognosis.
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