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[ Abstract] Semaphorin3A is a secretory glycoprotein originally found in the nervous system. Its has
two receptors: Nrp and Plexin. Nrp is a non-tyrosine kinase transmembrane glycoprotein and Plexin is a
member of single-channel transmembrane protein family. In recent years, it has been found that Semaphor-
in3A and its receptors can mediate the damage of endothelial cells and are closely related to the complica-
tions such as diabetic nephropathy, diabetic retinopathy and diabetic neuropathy, and promote the occur-
rence and development of diabetic vascular complications. Along with more and more researches of Sema-

phorin3A ,new pathways for early diagnosis, monitor and intervention of diabetic vascular disease would be

found.
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