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[ ABSTRACT]

disease slatins showed a variety of additional effects thatmay contribute to their protective vascular benefit

Aim A lthough C-reactive protein (CRP) isw idely used as an inflanm atory m arker of card bvascu lar

However it

is not fully understood whether CRP exerts direct promnflanm atory effects on hum an vascular endothelial cells (HUVEC).
M ethods Thranbospondin-1 (TSP-1) plays a critical role n the developm ent of atherosclerosis and thranbous  V as-

cualr endothelial cells were incubated w ith purified CRP at clinically relevant concentrations (5 1Q 20 and 40 mg/L).

The protein and transcript levels of the TSP-1 were detem ined by ELISA and RT-PCR respectively A lsq the phospho-

rylation of p38MAPK was studied viaW estem blotting analysis

duced the protein release and mRNA expression of TSP-1 i a dose- and tm e-dependentm anner respectively

Results In HUVEC, purified CRP significantly n-

SB203580

(a specific p381APK inhbitor) efficiently suppressed these effects of CRP as well as rosuvastatin ( 10 Bmol/L).  CRP

tricgered the phosphorylation of p38MAPK signal transduction

Conclusion CRP mnduces TSP-1 protein release and

mRNA expression fran vascular endothelial cells via activation of the p38MAPK signaling pathways suggesting that CRP

plays an important role i the propagation and prolongation of mflanm ation in vascular inflanm ation
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