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Monoamine oxidase and its inhibitors
YU Yu
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[ Abstract] This paper expounded the classification and functions of monoamine , monoamine oxidase(MAQO) and its inhibitors. It sum—

marized and discussed on the relationship between MAO and diseases as well as researched on MAO—-A inhibitors and MAO-B in—

hibitors.
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Fig.2 Schematic diagram of DA signal transduction in PD
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