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[ Abstract] Objective: To explore the effective mechanism of Modified Wendan Decoction in treating AD with
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“Cerebrospinal Fluid Pharmacology”. Methods: NG108-15 cells were cultured in vitro detecting the action of Modified
Wendan Decoction for protection against ABs_ 3s-induced injury in NG108-15 cells. Results: Both of p-JNK and p53 are

obviously up-regulated in the model group and both are dose-dependently down-regulated after treated( P < 0. 01) . The

cells are arrested in S phase. Conclusion: The JNK signal pathway involved in the cell apoptosis process induced by the

ABss. 35 fragment, Cerebrospinal fluid containing Modified Wendan Decoction can dowrrregulate the level of p-JNK and

p33, promote cells transfering from S phase to G, phase. It can neutrolize the cytotoxicity to some degree. Its possible

mechanism maybe relevant to the activation of JNK signal pathway and downrregulation of p53.
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