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WFZER R O EE (330) : Sepsis is a severe disorder as systemic inflammation with infection.
In this 1illness, vascular endothelial damage proceeds to induce disseminated
intravascular coagulation (DIC). This study revealed that circulating endothelial cell
(CEC) was increased and plasma platelet count was decreased in the time dependent
manner after sepsis induction by cecal ligation and puncture in male BALB-C mice.
Nuclear factor—kappaB decoy oligonucleotides more strongly decreased CEC count than
inactivation of FADD, TAK-1, and activator protein—1. The CEC count could be a
reliable marker to evaluate DIC and dysfunction of vascular endothelium.
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