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Functional analysis of macrophage CYLD in age-related atherogenesis
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Endothelial cells (EC) and macrophages (Mf) play pivotal roles in the early
stage of atherogenesis. Inflammatory stimuli induced CYLD expression in these cells. Knockdown of
CYLD in EC induced the expression of inflammatory and adhesion molecules, followed by increased
monocytes adhesion. Knockdown of CYLD in MF induced the expression of inflammatory as well as foam
cell formation along with increased expression of scavenger receptors, lipid chaperones and lipid
synthase and decreased expression of lipid efflux-related molecule. Intriguingly, CYLD expression
was significantly reduced in EC which met replicative senescence and bone marrow-derived Mf
harvested from aged mice. CYLD in the vasculature could be a novel therapeutic target molecule,
especially in the early preventive intervention against the initiation of age-related atherogenesis.
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HCASMC: Human Coronary arterial Smooth Muscle cell
HAEC: Human Aortic Endothelial cell
THP-1 M¢: Human monocytic leukaemia cell line derived macrophage
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