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Research advances in hypoxia-induced extracellular matrix remodeling in resistance
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Abstract:  Extracellular matrix (ECM) is an important part of tumor microenvironment and participates in regulating the
malignant phenotypes of various tumors. In glioma, the unique hypoxic microenvironment can stimulate cells and induce
ECM remodeling, which provides space for tumor angiogenesis. Besides, hypoxia can induce the formation of vasculogenic
mimicry (VM) by regulating a series of signaling molecules. VM is a special pattern of tumor angiogenesis via hypoxia-in-
duced ECM remodeling in tumor cells and does not depend on endothelial cells, and it can supply oxygen to tumor even
when endothelium-derived tumor vessels are inhibited, thus becoming one of the important causes of the high invasiveness
and treatment resistance of gliomas. Therefore, identifying the key factors and links in ECM remodeling and VM formation
are expected to provide new ideas for the treatment regimens for glioma.
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