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Effect of Bushen Yizhi Recipe on Neurotransmitter Release in AP Segment Neurotoxin Induced NG108 - 15
Cellular Model of Alzheimer Disease ZHONG Zhen-guo, LIU Mao-cai, LAI Shi-long, et al Institute of Neuro-
science, The 2nd Affiliated Hospital of Guangxi College of TCM, Nanning (530001 )

Objective: To observe the effect of Bushen Yizhi Recipe (BSYZR} on neurotransmitter release in AR seg-
ment neurotoxin induced N{G108 — 15 cellular model of Alzheimer disease { AID). Methods: The levels of choline
acetyltransferase (ChAT) activity, synapsin and functional synapse formation rate in the cellular model treated
with BSYZR containing serum were determined by Western blot analysis, immunoradiometric assay and electro-
physiclogic technique. Results: BSYZR cortaining serum treatment could cause increase of ChAT activity and
synapsin level in model cells, as compared with those in normal control model cells treated with non-drug con-
taining serum, it also could regulate the release capacity of transmitter and raise the functional synapse forma-
tion. Conclusion: BSYZR could reduce the reaction of cell to AR neurotoxin, indicating that it could be antago-
nistic to the pathological development of AD by means of raising the neurotransmitter release capacity.
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