bietechne Angiogenesis in Cancer; Pathogenesis and Drug Targets

r I ‘(:)C RI S Angiogenesis (also known as neovascularization) is the generation of new blood vessels from pre-existing vasculature. It is a hallmark of cancer and plays a key role in enabling tumor growth,
progression and metastasis. This poster discusses differences between normal angiogenesis physiology, and tumor vascularization, and highlights therapeutic targets aimed at suppressing
angiogenesis. Researchers are now favoring a combination of strategies, which target different stages of angiogenesis in order to prevent tumor growth and expansion.
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