Dopamine Receptors
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Dopamingergic Neural Pathways
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Dopamine Agonists
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Parkinson's disease
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Dopamine
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Levodopa and Adrenergic Receptors
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Sentry Drugs: Examples

Carbidopa and Levodopa

< Adrenaline anﬁ Procaine
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Parkinson’s Treatments : Early
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Dopamine Replacement Therapy
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Parkinsons : Late Stage ? ez S DA Q%SB’\‘;‘ S\)LS




o o
I I




Dopamine Agonists
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PD Depression Treatment
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Dopamine Receptor Antagonists
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Stimulants for ADHD
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Non Stimulants
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D, Receptor Antagonists
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