2018 2021

Synergistic effects of antiphospholipid antibodies and oxidative stress that
increase the risk of thrombosis in antiphospholipid syndrome
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In this study, we examined the thrombogenic effects of antiphospholipid
antibodies and oxidative stress. Antiphospholipid antibodies promoted tissue factor expression,
production of inflammatory cytokines and chemokines, and reactive oxygen species in vascular
endothelial cells and peripheral blood mononuclear cells (PBMC). This effect was more pronounced
when endothelial cells and PBMC were co-cultured under condition that allowed them to touch each
other. Antiphospholipid antibodies also promoted adhesion of monocytes and lymphocytes to
endothelial cells and infiltration under endothelial cells. Oxidative stress did not affect the
production of proinflammatory cytokines and chemokines induced by antiphospholipid antibodies, but
boosted monocyte adhesion to endothelial cells and subendothelial infiltration promoted by
antiphospholipid antibodies.
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