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[ABSTRACT] Aim To mvestigate whether Rb1l could block tumor necrosis factor-a (TNF-a) nduced mflanm ation

in hum an umbilical vein endothelial cell (HUVEC). M ethods HUVEC were treated w ith TNF-a (Q 5 Hg/L) and/
orRbl (15mg/L) for 16 hours The mRNA level of vascular cell adhesion molecule-1 (VCAM -1) was detem mned by
real-tme PCR and flow cytanetry respectively ~ Hum an m acrophage THP-1 labeled w ith a fluorescent dye ( Calcem-AM )

D hydroethidim (DHE) was used to dem onstrate i sim levels of
Results TNF-
a treament significantly increased the mRNA expression of VCAM -1 n HUVEC, as canpared to controls ~ Rbl pretreat-
ment blocked the TNF-a mduced mRNA expression of VCAM -1, and also effectively blocked THP-1 adhesions  Further

morg Rbl reduces TNF-a induced increase of superoxide anion production and inhbits TNF-a induced decrease ofm ito-

was used for the adhesion assay on HUVEC m onolayer

superox ide production  JC-1 dye was used to m easure changes in m itochondrialm enbrane potential

chondrialm em brane potential n HUVEC Conclusion These data suggested that Rbl m ight have potential therapeu-

tic effects m controlling mflanm ation i vascu lar diseases
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