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WFZER S OBEEE (3230) : Pathophysiological significance of momocyte reverse transmigration
from subendothelium back into the blood stream during atherogenesis is unclear. We
established the quantitative evaluation system of reverse transmigration, and revealed
that high dose of IL-1B selectively impaired the process. This suggests that in strong
inflammatory conditions like atherosclerosis, the clearance activity of pathogenic
substances in subendothelium is impaired due to suppressed reverse transmigration.
Meanwhile, mechanical stimulations like membrane stretch are generated at the border of
migrating monocytes and endothelial cells. We evaluated the role of TRPV2, previously
reported mechano-sensitive cation channels, and demonstrated its necessity for cells to
move.
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