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Research progress in the regulation of angiogenesis by platelets

GUO Yi-fan, FAN Bing’
(Department of Cardiology ,Zhongshan Hospital ,Shanghai 200032 ,China)

[Abstract] Platelets regulate angiogenesis involving to a wide range of processes including tissue
repair, wound healing, collateral circulation establishment,and blood/lymphatic vessel separation during
embryonic development period under physical condition. Pathological angiogenesis related closely to
tumor metastasis, atherosclerosis and diabetic retinopathy. The role of platelets in angiogenesis
indicates that platelets regulate the procedure through a complex and accurate signaling network,
exerting effects by secreting platelet pro-/anti-angiogenesis proteins and phospholipids,interacting with
endothelial progenitor cells (EPCs), releasing platele microparticles (PMPs) , etc. In this review we
summarize the roles and possible mechanisms of the angiogenesis regulation by blood platelets, discuss
some of the hypotheses that may explain how platelets regulate angiogenesis, as well as the current
clinical application about platelet-derived products. As a result, investigating into the role blood
platelets playing in the regulation of angiogenesis may provide promising pharmaceutical targets and
new clinical treatment strategies for diseases on the pathological basis of ischemia and abnormal vessels
remolding.
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