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[ Abstract) l
naling pathway in the brain microvascular endothelial cells injured by amyloid AB,,,. Methods The human brain

Objective To explore the intervention effect of Tongxinluo on inflammatory factors, NF-kB sig-

microvascular endothelial cells were pre-incubated by Tongxinluo , then injured by B amyloi(i a2y IL-18, IL-6,
TNF-a were detected by ELISA ,and NF-kB signaling pathway was detected by westernblot. Results It demonstrated
that the AR, could induce the inflammatory reaction in human brain microvascular endothelial cells, and improve
the expression of IL-1B,IL-6, TNF-a, while the Tongxinluo could decrease the expression of inflammatory factors and
NF-kB signaling pathway dose-dependent. Conclusion The AR, , could induced the inflammatory reaction in human
brain microvascular endothelial cells with NF-«kB signaling pathway, while the traditional Chinese medicine
Tongxinluo could inverse it, which may be one of the mechanism of Tongxinluo on treatment Alzheimer disease.
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