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W R OB (J€32) : In atherogenesis, it is unclear whether and how one monocyte
transmigration event affects endothelium to facilitate subsequent ones. When human
monocytes were added twice to endothelial cells in vitro, significant augmentation of
transmigration was observed at the second addition. Endothelial surface expressions of
two major junctional molecules, PECAM-1 and VE-cadherin, increased and decreased
respectively, in response to monocyte addition. These findings show that monocyte
trans-endothelial migration alters endothelial junctional organization to more
monocyte-permeable state (increased PECAM-1 and decreased VE-cadherin), resulting in
the augmented transmigratory activity at a later stage.
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