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Inhibitors of VEGF in Angiogenesis: New Target for Anti-Cancer Drugs Discovery
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Abstract

Angiogenesis has become an attractive target for drug therapy because of its key role in
tumor growth. Recently, both of natural and synthetic angiogenesis inhibitors were found and evaluated as
anti cancer drugs, some of potent angiogenesis inhibitors currently are being used as drug for human
cancer treatment. In this review article, the clinical use of some small molecules as inhibitors of
vascular endothelial growth factor (VEGF) in angiogenesis for cancer treatment and their toxic side

effect were described.
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Aloe vera
[20]
Vitis spp.
Salvia miltiorrhiza [21]
salvianolic acid B (
HO O
Glycine max [22]
genistein (16)
shark Wa¥ dodfish liver cartilage Water soluble extract AE Wa¥ squalus acanthias [23]
Tripterygium wilfordlii [24]

triptolide (17)
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