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Abstract

Background: Angiogenesis ithe formation of new blood vessels from festing ones. It contributes

to physiological and pathophysiological conditioRsthophysiological angiogenesis is associated with
several long-term complications of disease sudfiasetic retinopathy and nephropathy, endometriosis
hypertension and tumor development while physial@igangiogenesis is involved in wound healing,
ovulation and menstrual cycléihe process of angiogenesis depends on the bal&neny stimulating

or inhibiting factors. The key factor that regutaggoliferation and migration of endothelial ceighe
Vascular Endothelial Growth Factor (VEGF). Angiogetiierapy includes inhibition of abnormal angi-
ogenesis in some conditions such as tumors or téslaad stimulation of angiogenesis in conditidns o
ischemia, such as in ischemic heart disease grtpzal vascular disease. In this review, the meshan

of angiogenesis and role of VEGF during physiolab@d pathological conditions will be reviewed.
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