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[ Abstract)

povolemic shock induced by the loss of plasma from vessels. The

Massive burn trauma is characterized by hy-

major reasons for this systemic microvascular leakage in burns
include an increase in vascular permeability triggered by inflam-
matory mediators and the increase of vascular hydrostatic pres-
sure caused by vessel dilation. The maintenance of normal vas-
cular permeability depends on the integrity of endothelial barrier
function regulated by the interaction of intracellular junctions,
cell-matrix adhesion and the cytoskeleton contractile force. This
review summarizes some recent discovery in endothelial mecha-
nisms during burn-induced vascular hyperpermeability.
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