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[ Abstract ] Immunotherapies, as a promising anticancer therapy stratrgy, has been paid more and more attentions.
However, the abnormal tumor vasculature creates a hypoxic microenvironment that make immune cells toward immune sup-
pression. The immunosuppressive microenvironment seems to impede the development of immunotherapies. Hence, normal-
ization tumor vascular by anti-angiogenesis properly could improve the immunosuppressive miroenvironment. Consequently,
the efficacy of the immunotherapies was enhanced. Here, we discuss the effects of vascular normalizing on tumor immunity

and propose a potentially strategy to re-engineer the tumor-immune microenvironment and improve cancer immunotherapy.
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