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Effect of Compound Danshen Tablets on Expression of AChE in Alzheimer’ s Disease

Transgenic Cell Model
ZHOU Desheng LIU Lijuan HU Hua et al

Abstract: Objective: To study the effect of compound Danshen tablets (CDT)on the expression of acetylcholinesterase
(AChE) in Alzheimer’s Disease (AD) transgenic cell model. Methods: Sixty SD rats were randomly divided into 6 groups
namely 0.5- fold 1- fold 2- fold 4-fold CDT groups blank control group and donepezil group. Rats in the medication
groups were respectively given relevant concentrations of drugs and the blank group was given same volume of normal
saline once a day for 7 consecutive days. One hour after the last administration serum containing medicine from each
group was prepared to cultivate the AD transgenic cells. The levels of AChE protein were detected by Western blotting
method after culturing for 24 h 48 h and 72 h. Results: Compared with the blank control group the expression level of
AChE was decreased in 2- fold and 4-fold CDT groups on culturing hour 24 and 48 (P < 0.01) while difference was
insignificant on culturing hour 72(P > 0.05). The intra—group difference of AChE level in 2- fold and 4—fold CDT groups was
significant on culturing hour 24 and 48 respectively(P < 0.01). Conclusion: Compound Danshen tablets can down-regulate the
level of AChE in AD transgenic cell model to some degrees.
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