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psychiatric features of DLB or PDD.
However, as a large number of patients
can experience the life-threatening
neuroleptic sensitivity syndrome,
characterised by sedation, rigidity,
postural instability and confusion,
cholinesterase inhibitors are often
used first line. 

In severe cases, low-dose clozapine
has been shown to be most efficacious
without leading to worsening of
parkinsonian signs.15

Although, overall, patients with DLB
are less likely to have a good motor
response from L-dopa therapy than
patients with Parkinson’s disease or
PDD,16 patients with severe
parkinsonism seem to gain a similar
benefit, independent of the aetiology.17

While dopamine replacement therapy
can ease some of the severe motor
features associated with PDD and
DLB, it can lead to worsening of
hallucinations and the development of
psychotic features. 

In one study, only 22% of patients 
on L-dopa therapy showed an
improvement in motor rating scales,
without developing psychiatric
complications.18 Therefore, it is often
recommended that dopamine
replacement therapy should be
started at a low dose and titrated
slowly and carefully according to the
individual patient’s need.

CONCLUSION
Primary care plays a significant role in
the recognition of DLB and PDD. Early
recognition and referral to a specialist
memory clinic can help to educate the
patient about their often worrying
symptoms and initiate the relevant
treatment. Through the involvement of
the multidisciplinary team, appropriate
care networks can be set up to provide
support and education for both
patients and carers. 
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Useful information 

Parkinson's UK
215 Vauxhall Bridge Road
London
SW1V 1EJ
Tel: 020 7931 8080
Helpline: 0808 800 0303
Email: hello@parkinsons.org.uk
Website: www.parkinsons.org.uk

The Alzheimer’s Society
Devon House
58 St Katharine’s Way
London E1W 1LB
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Dementia with cortical Lewy bodies (DLB) is associated 
with deficits of acetylcholine and dopamine. These
neurotransmitters have been found to be deficient in
Alzheimer’s and Parkinson’s disease, respectively.
Dementia more than one year after the onset of motor
features associated with Parkinson’s disease is defined as
Parkinson’s disease with dementia (PDD). If it develops
within one year of the motor features, the term dementia
with Lewy bodies (DLB) is used. Since clinical and
pathological features are similar, it is generally accepted
that both represent a continuum of the same disorder.

PDD together with DLB account for around one fifth of 
all cases of dementia in the elderly reaching autopsy, thus
making it the second most common degenerative
dementia in older people, after Alzheimer’s disease.
Longitudinal studies suggest that most patients with
Parkinson’s disease would eventually develop dementia if
they were to survive for long enough.

The diagnosis of PDD in the presence of long-standing 
pronounced motor features rarely poses a diagnostic
dilemma but the diagnosis of DLB may be more difficult.
Patients with DLB typically have rather non-specific
problems with frontal and executive function, often
fluctuating during the course of the week or even during
the day. During early stages of the disease, there can be
very little change in the MMSE. Diagnosis of DLB relies on
the revised consensus clinical criteria which require the
presence of at least two of the following three syndromes:
persistent visual hallucinations, fluctuating defects in
cognitive and functional ability, and parkinsonism. 

Visual hallucinations are present in approximately two 
thirds of patients with DLB and, at presentation, are the
most specific factor in differentiating it from Alzheimer’s
disease. Visual hallucinations have been associated with a
higher risk of developing dementia in patients with
Parkinson’s disease. No investigation can reliably
differentiate PDD and DLB from Alzheimer’s disease.

Clinicians dealing with patients with DLB or PDD are 
faced with a mixture of cognitive, psychiatric and motor
symptoms. The involvement of a multidisciplinary team is
key. An early referral to a specialist clinic may not only help
to confirm the diagnosis, but also to co-ordinate the group
of professionals working with the patient. Well lit rooms and
the use of glasses and hearing aids, where required, can
help to reduce the number of hallucinations.

Cholinesterase inhibitors used in Alzheimer’s disease 
have a role in DLB and PDD. Trials show moderate
improvements in cognitive function in patients treated
with rivastigmine. The greatest impact, however, seems to
be on the psychotic features of the disease. Patients with
DLB are less likely to have a good motor response from 
L-dopa than patients with Parkinson’s disease or PDD. 
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