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times a day, with each dose consisting
of 50 mg levodopa and 12.5 mg of a 
dopa-decarboxylase inhibitor to reduce
peripheral dopaminergic side-effects
such as nausea and vomiting. The dose
is usually increased by 62.5 mg every 
3-4 days until a good clinical response
has been achieved (usual total levodopa
maintenance dose of 400-800 mg/day).
Domperidone may be coprescribed to
reduce the risk of GI side effects
occurring. 

Adjunctive therapies that aim to
boost dopaminergic activity (DA) and
reduce the metabolism of dopamine
(MAO-B inhibitors and COMT inhibitors)
are used to treat motor fluctuations
such as wearing-off and delayed 
on-periods. These fluctuations tend to
occur after the initial honeymoon 
period when patients have an excellent
response to levodopa.

If swallowing becomes impaired while
on oral treatment, then a neurologist
can oversee the conversion to non-oral
treatments such as topical rotigotine
(alongside considering advanced
Parkinson’s disease therapies – see
below). 

Amantadine is the main oral
treatment for levodopa-induced
dyskinesias. Recently licensed
adjunctive oral therapies such as
opicapone and safinamide may have
local prescribing restrictions. 

Although these adjunctive therapies
are usually initiated at secondary/tertiary
care level, GPs have an active role in
screening for associated complications,
in particular dyskinesias, hallucinations
and impulse control disorders. The
identification of these complications
should prompt urgent referral to the
patient’s assigned consultant for
appropriate management. Established
treatments should never be stopped
abruptly as this can cause severe
morbidity or even death.  

Advanced Parkinson’s disease
therapies are reserved for patients who
experience debilitating off-time or
dyskinesias despite optimised oral
adjunctive therapies, and include
subcutaneous apomorphine, levodopa-
carbidopa intestinal gel via jejunostomy,
and deep brain stimulation.14 The
implementation of such therapies, after
an MDT discussion of potential benefits
and inclusion/exclusion criteria, is usually
coordinated by a movement disorders
specialist at a tertiary centre. 

Treatment of non-motor symptoms 
Non-motor symptoms are a significant
source of morbidity, and the 
early identification and treatment 

community-based Parkinson’s disease
nurse specialist, and this is usually
arranged via the general neurology
clinic. This is especially important with
regard to future discussions about the
progression of disease, potential
medication side-effects and available
support services (personal care, financial
support etc). For further information for
patients, including patient participation
in research, see Useful information 
box, p15.

Support should be provided for
patients who are still working, including
the provision of a letter to the employer
if the patient’s job role needs to be
modified. Patients should also be told
about the need to inform the DVLA and
insurers about their diagnosis.  

Supportive therapies  
Early involvement of the hospital and/or
community based multidisciplinary
team (MDT) is an important aspect of
management. This includes: 
•A Parkinson’s disease nurse specialist
as an accessible point of contact
•Physiotherapy for balance problems
and the provision of walking aids
•Occupational therapy for patients
requiring home modifications because
of difficulties with activities of daily living
•Speech and language therapy for
patients who are experiencing
difficulties with communication,
swallowing or saliva
•Dietitians for advice on a protein
redistribution diet, especially for
Parkinson’s disease patients on
levodopa who experience motor
fluctuations
•Palliative care for advance care
planning, including discussions about
DNACPR, lasting power of attorney and
advance decisions to refuse treatment
such as artificial feeding.

Treatment of motor symptoms 
NICE guidelines suggest the use of oral
levodopa in patients in the early stages
of Parkinson’s disease whose motor
symptoms impact on their quality of
life.11 This is on the basis that there is no
evidence to suggest any benefit in
delaying levodopa therapy,12 and
levodopa has a more favourable risk-
benefit profile in comparison with oral
levodopa-sparing therapies such as
dopamine agonists (DA), monoamine
oxidase B (MAO-B) inhibitors and
catechol-O-methyltransferase (COMT)
inhibitors.13

The two most used immediate release
formulations of levodopa are Sinemet
and Madopar. The starting dose of both
medications is 62.5 mg three or four
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Parkinson’s disease is the second most common 
neurodegenerative disease with an estimated 137,000
people living with the condition in the UK in 2015. 
The prevalence increases with age and is approximately 
1.5 times higher in men compared with age-matched
women. Disease progression is linked to ongoing
deposition of Lewy body pathology and cell loss in the
substantia nigra and brainstem. Parkinsonism is defined 
as bradykinesia, in combination with at least one of rest
tremor or rigidity.

Patients with Parkinson’s disease may present with motor 
or non-motor symptoms. The prodromal features of
Parkinson’s disease are often non-motor and can 
occur decades before the onset of motor symptoms. 
The majority of these non-motor symptoms are non-specific,
such as depression, constipation and anosmia. However,
more specific features such as REM sleep behaviour
disorder, characterised by physically acting out vivid and
often unpleasant dreams, should raise concern regarding
the possibility of underlying Parkinson’s disease.    

The motor signs of Parkinson’s disease typically start 
after the age of 50 years and are related to the core clinical
features of parkinsonism: tremor, bradykinesia, rigidity and
postural instability. The tremor of Parkinson’s disease is
typically asymmetrical, seen at rest, low frequency (4-6 Hz)
and classically described as pill rolling.

Parkinson’s disease is a clinical diagnosis. The history
should establish the onset, pattern (symmetry, axial vs limb
predominant) and progression of symptoms. It should
include a family history of dementia and/or parkinsonism,
a past medical history of vascular risk factors and a current
or previous drug history of antidopaminergic medications.

Examination should include gait and posture, decreased 
blink rate and a lack of spontaneous facial movements.
Speech will be hypophonic. Evidence of a resting tremor
should be sought and the patient assessed for joint rigidity
and bradykinesia. After initial assessment, prompt referral
to a neurologist is important to confirm the diagnosis and
discuss management. Early involvement of the MDT is key. 

Non-motor complications occur secondary to levodopa 
therapy (postural hypotension) or due to progression of
the disease itself and manifest as autonomic dysfunction
(urinary urgency/incontinence), pain and cognitive
impairment/psychosis. Motor complications include
motor fluctuations (e.g. ‘on-off’ times) and dyskinesias.
Oral levodopa is the mainstay of treatment. Non-motor
symptoms are a significant source of morbidity, and the
early identification and treatment of these symptoms is
important. As Parkinson’s disease progresses, the
identification and management of late-stage features
must be considered including cognitive impairment and
falls. Although clinical trials are ongoing, there are no
proven disease-modifying therapies.


