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Role of cancer-derived extracellular vesicles in the extravasation of bladder
cancer

Yoneyama, Mihoko

2,300,000

extracellular vesicles EVs
EVs EV
EV tsgl01
EVs

EVs
EVs

To examine the role of BCa cell-derived EVs for extravasation, we performed
permeability test against human lung microvascular endothelial cell (HWEC-L) monolayer. BCa
cell-derived EVs treated HWEC-L increased cell permeability. To confirm that the BCa cell derived
EVs are responsible for the upregulation of cell endothelial permeability, we established that EVs
secretion-decreased YTS-1 (TSGKD cells) cells by knocking down tumor susceptibility gene 101
(TSG101), which is well known as a regulator of EVs formation. The permeability of TSGKD cell
treated HMVEC-L was significantly lower than when incubated with the control cells. In addition,
lung metastasis capacity by using mouse tail vein injection model demonstrate that significantly
reduced lung metastasis when injected TSGKD cells compared with control cells. Taken together, these

results indicate BCa cell-derived EVs may contribute disruption of endothelial cells barrier for
extravasation of BCa cells.
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