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ABSTRACT: Angiogenesis is a kind of normal and complex physiological process that forms a blood supply system based on the orig-
inal vascular system and develops a new capillary network from the vascular adventitia. Blood constitutes the first organ in the develop-
ment of the embryo, supplying the various nutrients needed in the body of the organism. Therefore, a mature, complete, complex and or-
derly system of vascular veins is the premise and basis of life balance. Physiological angiogenesis, a process that is involved in a variety
of cells, activators and inhibitors in the body, is a highly dynamic equilibrium process that plays a crucial role in embryonic development,
wound healing, and collateral circulation to improve organ perfusion . However, in recent years, more and more attention has been paid
to domestic and international researches, and abnormally accelerated or pathological angiogenesis. Scientific studies show that this abnor-
mal and uncontrolled angiogenesis can not only promote the body's inflammatory response, but also participate in various malignant dis-
eases in the body and cardiovascular disease, such as solid tumors, atherosclerosis, blinding retinopathy and other diseases. Therefore,
this review focuses on the basic process of angiogenesis and its association with the major related diseases. Combined with the current re-
search reports both at home and abroad, the prospect of the treatment is forecasted.
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