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Effects of rasagiline on monoamine oxidase in mouse liver and brain tissues
PENG Yang,ZHANG Wanping, CHENG Peng,ZENG Qingdong,LI Wenjun ,LU Zhenhao,YU Yu
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[ Abstract ]Objective : To investigate the inhibition of rasagiline on monoamine oxidase (MAQO) in mouse liver and brain tissues.
Methods . After being extracted by differential centrifugation, activities of MAO—A and MAO-B in mouse liver and brain tissues

were determined by UV spectrophotometry respectively. Results : Inhibition effect of rasagiline was stronger on MAO-B than on

MAO-A and inhibition effect of rasagiline was stronger in the brain than in the liver. Conclusion ;: Rasagiline exerts selective inhibition

effects on MAO-B in mouse liver and brain tissues.
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Fig.2 Effect of rasagiline on mouse liver and brain at different

time points after administration
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