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| Proangiogenic | Antiangiogenic |
VEGF TSP-1
bFGF Angiostatin
TGF-q, B Endostatin
EGF Vasostatin
TNF-a Interferon-a
Angiogenin Prolactin TGF-a, B
Interlieukin-8 Tumstatin
Angiopoietin-1,2 Interleukin-12
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(# 3 p LangenbecksArch Surg 2007; 392:371-379)
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Ant-VEGF — e W— Soluble VEGF receptor
antibody VEGF > W (VEGF-Trap)

- =2 Anti-VEGFR
< W antibody

VEGFR-1 VEGFR-Z‘\ Small molecule VEGFR

EDCN e Tyrosine kinase inhibitors

Intracellular tyrosine kinase
inhibitors
mTOR-inhibitor
|| S o

~ Endothelial cell
) mmmmmlp  cuirvival, migration,

proliferation, adhesion
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