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Sepsis, 1Is underl¥ing endothelial dysfunction associated with excessive
activation of systemic inflammation and blood coagulation, leads to multiple organ damage. In this
study, we have focused on the transcription coactivator Yes-associated protein (YAP) in endothelial
cells and investigated whether its activation ameliorates vascular endothelial dysfunction and
multiple organ damage.

Our sepsis model mice exhibited organ damage and increased vascular permeability, but we could not
evaluate YAP activation. Moreover, by using cultured vascular endothelial cells, we found that YAP
activation occurs upon Lipopolysaccharides (LPS) stimulation and demonstrated that YAP is involved
in the expression of inflammation-related genes.

These results indicated that septic organ damage and increased vascular permeability may be
ameliorated by the regulating YAP activation in endothelial cells.
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