Syntheses and metabolism of selected antipsychotics



General synthesis of phenothiazine neuroleptics
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Other approach to phenothiazine skeleton: synthesis of thioridazine
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Metabolism of chlorpromazine
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Original synthesis of haloperidol
Scheme 1. Original Synthesis of Haloperidol by Janssen Pharmaceutica in 1958
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Metabolism of haloperidol
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Probably responsible for Parkinson‘s syndrome

Figure 3. Structures of metabolites of haloperidol (2).
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Main metabolic pathways of clozapine
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Synthesis of quetiapine
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Quetiapine metabolism
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Olanzapine metabolism
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Sertindole synthesis
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Other modification of sertindole synthesis
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Main metabolites of ziprasidone
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Some other metabolites of ziprasidone
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Synthesis of risperidone
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Main metabolic pathways of risperidone
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Synthesis of paliperidone
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Main metabolites of paliperidone
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Lurasidone and its main metabolites

Table I: Structure of lurasidone and select metabolites
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Synthesis of sulpiride
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Synthesis of levosulpiride
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METABOLIC PATHWAY OF SULPIRIDE IN DOG
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METABOLIC PATHWAY OF SULPIRIDE IN RAT
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Synthesis of amisulpride
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Table 1. Summary of the Chemical Structures and Excretion Profiles of the Atypical Antipsychotics
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