Altered immune activity of plasmatic extracellular vesicles derived
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Differential internalization of EVs (DiR+) from HC (blue) or PD (red) in PBMCs cell subtypes.
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Differential secretion of human cytokines in PBMCs receiving EVs from PD (red columns) compared to cells

receiving EVs from HC (blue line).
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Conclusions

We found an increase in NKT CD80+ cells in PBMCs treated with EVs from
PBMCs exposed to PD-derived EVs was observed. Further analysis of EV conte
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PD patients. In addition, a differential cytokines secretion by
Nt is warranted to dissect novel mechanisms of disease.
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