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Abstract Objective To study the anti — inflammation effect of Dryopteris fragrans (L. ) Schott. extract( Herbs, in brief) on li-
popolysaccharides (LPS) treated dermal microvascular endothelial cells. Methods Human dermal microvascular endothelial cells ( HD-
MECs) were divided into control group; LPS group, which were treated with 0.4, 2 and 10pwg/ml LPS for 24 hours, respectively; and LPS
+ Herbs group, which were pre — treated with 10 times diluted Dryopteris fragrans (0, 0.1 and 1mg/ml, respectively) for 1 hour, then
treated with LPS for 24 hours, respectively. Changes of cell proliferation and expression in inflammatory associated genes in each group
were detected. Results  Dryopteris fragrans inhibited proliferation of HDMEC induced by 2pug/ml LPS(P <0.05), accompanied with
down - regulation of VEGF gene expression (P <0.01). The expression of NF — kB, VCAM -1 also decreased in LPS treated HDMEC
when the cells were pre — treated with Dryopteris fragrans (P <0.01). Conclusion Dryopteris fragrans (L. ) Schott. extract may inhibit

LPS induced inflammatory reaction of microvascular endothelial cells by regulating the expression of inflammation associated genes.
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