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W42 p215tipatl (p21) (X ELIRIC K 5 BERBEERIN, PR D TXNIP, VCAM-1, CCL5, CXCL10
L-selectin Z8EZ3NH L7=, MK FCp2l (ZEM T, F2IIWZOBMEIHEIZ N LT, WEO
U Ry 7 ARG U A TRAIRIE~E & | H5 O ER TR BLA BRI U, BLEREERE 2 80 L C
TR LRI ER T2 E b s, BT, WIREELFIE~DH ERE (Pg) DB 52 fFt L
77, B N REINRD Atheroma D~ 7 1@ 77— Pg H1 3k r40kDa & FI N {ELE L Fatty streak, DIT.
TEEIR D Atheroma [ZIXFRD 227035 7=, Pg IS LPS THIIE L 72 BEER 05228 1% 1LY 2 0 TLR2 mRNA
ZRBL S AP SRIEMEIC/ER L7z,

W72k oML (9537) : 1. We examined the role of p2154/¢wMarl (521), a growth inhibitor
induced by laminar shear stress (LS), in monocyte adhesion to endothelial cells (ECs).
Both EC proliferation and monocyte adhesion induced by disturbed shear stress (DS) were
inhibited by p2l-overexpression. p2l-overexpression significantly suppressed the
DS—induced expression of thioredoxin interacting protein, vascular cell adhesion molecule
and chemokines, indicating that p21 may function to prevent atherogenesis by regulating
the redox balance, which leads to the inhibition of adhesion molecule expression in ECs
under LS. 2. Porphyromonas gingivalis (Pg) protein (Pg-r40kDa) was detected mainly in
macrophages in 72-82% of human aortic atheromas, but not Fatty streak, DIT and coronary
atheromas. Conditioned medium from macrophages stimulated with Pg-LPS induced the
expression of TLRZ2 mRNA in ECs, indicating that Pg induces atherosclerosis, regulating
the inflammatory cross talk between ECs and macrophages
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