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Recent Advances in Serum Amyloid A and Angiogenesis
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Abstract: Serum amyloid A (SAA) is an acute phase response protein. In recent years, with the in-depth study of the protein

structure and biological function of SAA. It has been found that SAA can stimulate endothelial cell proliferation, migration and

angiogenesis through various pathways. This article intends to review the related mechanisms of SAA in angiogenesis.
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