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Experimental research on Bugihuoxue prescription’s improving the symptoms of dementia in mice/MU
Jingwen, HU Xiao//Chinese Journal of Rehabilitation Medicine,2007,22(6):512—513

Abstract Objective: To survey the Buqihuoxue prescription’ s function on model dementia mice caused by
Scopolamine. Method: Assessments were carried out with little mice diving platform, light—electricity contrasting
color and immune tissue chemical reaction. Result: In comparing with model group: (DThe prevented little mice’

showed longer period of time to get electric shock (P<0.05) and mistaken time within 5 minutes has evidently

reduced  (P<0.01); @The vigor of MAO in prevented mice’ brains were much lower than those of comparison and

model group (P<0.01); @The number of 5—HT cells has also been markedly increased (P<0.01). Conclusion: the

Bugihuoxue prescription can clearly improve the model dementia mice’ study—memory.
Author’s address Harbin Medical University,Daqing City, 163319
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