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ABSTRACT Vascular endothelial growth factor
which includes VEGFR-1

VEGF receptors VEGFR

VEGF
VEGFR-2 VEGFR-3

exerts its biological functions by its specific

neuropilin-1 and neuropilin-

2. These VEGFR distributes in endothelial cells and are also expressed in normal skin inflammatory skin di-

seases and skin cancers. The VEGF-VEGFR signaling pathway may be a new key target in the management of

the skin diseases.
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