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INTRODUCTION DETECTION of ISOLATED RBC-EVs
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N 7 N o  The detected particles are positive for Annexin V and CD235a (glycophorin A), thus they are eryptosis-related
4 A 4 A events. (CD235a is a specific RBC marker.)
cell shrinkage decreased FSC and « Addition of Triton X-100 eliminates Annexin V+ and CD235a+ particles, indicating their vesicular/membraneous
SSC profiles nature.
. ) X ) « The formation of RBC-EVs is enhanced by A23187, as expected.
« Elevated concentrations of extracellular Ca?* further evoke the formation of RBC-EVs, induced by A23187.
« Administration of glucose partially reverses the A23187-induced vesicle formation.
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