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[ Abstract] Exosomes are nanovesicles (50-120 nm diameter) , which are involved in cell-cell com-
munication. Studies have showed that compared with normal pregnant women, plasma exosomes derived from
placenta were increased in women with gestational diabetes mellitus( GDM). Hyperglycemia, hypoxia, obe-
sity during pregnancy could induce the release of exosomes. As a biologic marker, exosome may be used to
diagnose GDM. Meanwhile, exosomes might further influence the development of GDM by influencing the L-
arginine/nitric oxide signaling pathway, endothelial activation, oxidative stress in endothelial cells, and reg-
ulating gene expression by microRNA. Further study of the relationship between exosomes and GDM, will
provide a novel target for diagnosis and treatment of GDM.
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