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Pimavanserin: New drug for treating Parkinson’s psychosis

YAO Hai-feng

Department of Pharmacy, People's Hospital of Chizhou, Chizhou 247000, China

Abstract: Parkinson’s disease is a common degenerative disease of the nervous system, which over sixty years of age people prone
to. The pathogenesis is degeneration and death of midbrain substantia nigra dopaminergic neurons, which further leads to the
decrease of dopamine content in the striatum. Pimavanserin was a drug developed by Acadia Pharmaceuticals to treat Parkinson’s
psychiatric symptoms, which is a serotonin 2A receptor (5-HT2A) strongly selective inhibitor. It mainly used for the treatment of

Parkinson’s psychiatric symptoms such as hallucinations and delusions. In this paper, the chemical properties, pharmacological

effect, clinical trials, adverse effects, and other aspects of pimavanserin were reviewed.
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Fig. 1 Chemical structure of pimavanserin
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Fig. 2 Route for synthesis of pimavanserin
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