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Table 4. Medications for treatment of de novo patients
(rating of evidence)

Class Examples
MAO-B inhibitors Rasagiline (grade: A)

Selegiline (grade: A)
Dopamine agonists Pramipexole (grade: A)
Ropinirole {grade: A)

Rotigotine transdermal patch (grade:
A)
Bromocriptine

Levodopa Levodopa-carbidopa immediate-
release (grade: A)

Levodopa-benserazide immediate-
release (grade: A)

Amantadine (grade: D)
Anticholinergics (should Benztropine (grade: B}
not be used as first-line

treatment) Trihexyphenidyl (grade: B)

Note: MAQO-B = monoamine oxidase B.

Table 5. Potential benefit and harms of initial
Parkinson disease medication options

Levodopa Dopamine  MAO-B

agonists inhibitors
Motor symptom ++4 4 +
improvement
Motor complications 444 ++ +
Specific adverse +4 4+ +
events*

Note: MAO-B = monoamine oxidase B.
*Impulse control disorders, excessive sleepiness, and hallucinations.
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