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NEUROLOGY  

DRUGS RAID- ANTIPARKINSON’S DRUGS 

Parkinson’s disease is a neurodegenerative condition affecting the substantia nigra of the basal ganglia. The basal 

ganglia act, subconsciously, to control movement. At rest the basal ganglia act by constant inhibition to prevent 

involuntary movement, when a decision is made to move they regulate movement to make it smooth, allowing fine 

motor control. In order for movement to occur the basal ganglia must be temporarily inhibited, this ‘inhibition of 

inhibition’ is facilitated by release of dopamine from the substantia nigra pars compacta.  

Parkinson’s disease and its resultant symptoms are caused by substantia nigra cell death and a subsequent lack of 

Dopamine. Thus the primary treatment strategies for PD involve increasing Dopamine levels. 

Parkinson’s drugs are given on a very strict time schedule, in the ED it is important that they get their medications 

at the correct time. 

Levodopa (L- DOPA) 

 L- DOPA is converted into dopamine by dopa decarboxylase.  

 Only 5-10% usually crosses the blood- brain barrier, with the remainder metabolized systemically leading to 

side effects e.g. nausea and dyskinesia.  

 Long term use reduces efficacy and increases side effects, for this reason L- DOPA may not be first line 

treatment, especially in younger patients.  

 Given in the lowest dose necessary to maintain functionality. It is usually given in combination with a DDC 

inhibitor +/- COMT inhibitor 

DOPA Decarboxylase inhibitors e.g. Carbidopa and Benserazide 

 Reduce peripheral metabolism of L- DOPA, doesn’t cross the BBB 

 Increases the amount of L- DOPA reaching the CNS.  

 Usually given in combination with L- DOPA e.g. Carbidopa/ L- DOPA (Co- careldopa; branded as Sinament) 

and Benserazide/ L- DOPA (Co- beneldopa; branded as Madopar).  

COMT inhibitors e.g. Tolcapone and Entacapone (given in combination with Co- careldopa as Stalevo) 

 Inhibits catechol- O- methyltransferase, an enzyme which degrades catecholamines  

 Prolongs the effects of endogenous dopamine and exogenous L- DOPA.  

Dopamine agonists e.g. Bromocriptine, Pergolide, Pramipexole, Cabergoline, Apomorphine (parenteral) and 

Ropinirole and Lisuride (both administered as patches) 

 Now used as initial therapy as they are slower to produce motor complications of L- DOPA. 

 Used in younger onset; in advanced stages can be used to limit “off phases” 

 Common but usually low grade side effects e.g drowsiness, insomnia, hallucinations and nausea 

 Increased incidence of impulsive behaviours 

Monoamine oxidase B (MAO- B) inhibitors e.g. Selegiline 

 MAO- B is a CNS enzyme metabolising Dopamine 

 Elevated levels in PD, Inhibition increases level of dopamine in basal ganglia 
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Other drugs 

 Anti- cholinergics- Block acetylcholine, restoring balance with dopamine 

 Amantadine- Weak antagonist of the NMDA-type glutamate receptor, increases dopamine release, and 

blocks dopamine reuptake. 

 Antipsychotics 

o Used symptomatically for hallucinations  

o Typical antipsychotics dramatically worsen Parkinsonian movement symptoms 

o Do not use Haleperidol in ED, if necessary to sedate use benzodiazepines 

 Modenafil is used for daytime sleepiness 

 Acetylecholinesterase inhibitors are used for associated cognitive impairment 

 


