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Pharmacological effects and clinical evaluation of rasagiline:a new drug for Parkinson disease
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[ Abstract] Parkinson’s disease is a common neurodegenerative disease in the elderly. As the population ages, its incidence increases year by
year, causing a heavy burden on families and society. Rasagiline is a new and effective therapeutic agent for Parkinson's disease. It was jointly devel-
oped by Lundbeck and Teva. The drug was approved for listing in Israel in January 2005, followed by February 2005 in the European Union, May 2006
in the United States and July 2017 in China. Rasagiline is an irreversible B-type monoamine oxidase selective inhibitor that shows the roles of inhibiting

dopamine degradation, increasing dopamine accumulation, promoting dopamine release, and improving clinical symptoms in patients with PD. This arti-

cle reviews the pharmacological effects, clinical evaluation and safety.
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