Irradiation triggers molecular and transcriptional shifts in tumor endothelial
cells, supporting their activation and enhancing immune response
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I Background )

Abnormal tumor vasculature 1s marked by inadequate blood flow and oxygen delivery, causing the formation of hypoxic areas, resistant to radiotherapy (RT). Irradiation (IR) affects not
only cancer cells but also the tumor microenvironment, including tumor blood vessels. Intriguingly, besides triggering apoptosis of tumor endothelial cells (TECs), IR can also lead to
vascular normalization/remodeling or TEC activation, potentially alleviating hypoxia and facilitating immune cell infiltration. However, the role of IR-induced alterations of tumor

vasculature and TECs on the tumor response to RT remains poorly understood.

Aim Conclusions
To clarity how vasculature responds to IR, focusing on its remodeling and Irradiation:
TEC activation. 1) reduces EC proliferation and survival

- Methods 7 |2) alters TEC gene expression and usage of pathways, supporting TEC
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