
SYMPOSIUM CARE OF THE ELDERLY
LEWY BODY DEMENTIA

Antipsychotics should therefore be
prescribed as a last resort in LBD, and
prescription should be initiated by
specialist secondary care services.12
Risperidone is licenced for non-
cognitive symptoms of dementia but in
clinical practice low doses of quetiapine
and clozapine are increasingly preferred
as they have a lower extrapyramidal side
effect profile.

Non-pharmacological strategies
Non-pharmacological approaches to
these symptoms should be explored
wherever possible. These include
alterations in the immediate environment
e.g. reducing visual stimuli such as
hanging coats or clutter to reduce the
chance of misinterpretations, removing
netted curtains, and ensuring uniform
lighting in the room to reduce shadows.
Although no specific non-pharmacological
treatments for apathy or depression in
LBD are recommended,1 general
strategies for the treatment of these
symptoms in dementia such as
cognitive reminiscence therapy, music
therapy and art therapy may be helpful.12

Sleep hygiene should be encouraged
in RBD, and measures such as placing
the bed on the floor, removing objects
nearby and putting padding around firm
objects should be explored. Partners
may have to sleep separately. Melatonin
is recommended and well tolerated,1,19
but like its alternative clonazepam,
requires more research into its efficacy. 

GPs should be vigilant for sleep
apnoea in LBD and consider referral to
the appropriate secondary care service
if suspected.

Managing supportive clinical features
Supportive clinical features will often
present in primary care requiring
treatment. Anaemia (particularly low
ferritin < 50 µg/ml), diabetes and renal
dysfunction should be excluded in
patients with LBD who present with
restless legs syndrome. Dopamine
replacement therapy and gabapentin
should be trialled with caution given
their side effect profiles.19

Non-pharmacological approaches to
autonomic dysfunction (such as the use
of compression hosiery, increased fluid
intake and raising the head of the bed in
orthostatic hypotension) should be
explored prior to any pharmacological
treatments, and the possibility of
iatrogenic aetiology should always be
explored. Gastrointestinal dysfunction
can respond to adoption of small
frequent low-fat meals, as well as post
prandial walking. 

Regular, prompted voiding can be
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helpful in urinary incontinence but
mirabegron and intravesical botulinum
toxin should be favoured over
anticholinergic agents such as
oxybutynin and tolterodine when
medication is required. 

Similarly anticholinergic medications
should be avoided in sialorrhoea;
instead, clonidine and glycopyrrolate
should be considered. 

Laxatives such as senna, bisacodyl,
sodium docusate or macrogol are
recommended in constipation. 

DLB support groups and local
dementia navigators are able to provide
holistic advice, support and education to
patients and carers.

CONCLUSIONS
The assessment and management of
LBD can be challenging and any patient
with suspected DLB should be referred
to a specialist dementia service.
However, the breadth of symptoms
associated with LBD, and the treatments
which they indicate, should prompt
consideration of LBD in any clinical
setting, including general practice. Both
diagnostic criteria and open access
clinical tools are effective, evidence-
based, and practicable.

Patients with LBD can present with a
range of cognitive, motor, neuropsychiatric,
sleep and autonomic symptoms, each of
which should prompt consideration of
non-pharmacological options prior to
adoption of pharmacological strategies. 

Where drug treatments are required,
the avoidance of serious adverse effects
is a primary concern. This is particularly
the case in the prescription of
antipsychotic medications, which should
be a last resort and be prescribed under
specialist supervision only.
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Lewy body dementia (LBD) is a heterogeneous condition
that is often difficult to treat. It comprises Parkinson’s
disease dementia (PDD), in which the cognitive and
functional symptoms of dementia arise in the context of
established Parkinson’s disease, and dementia with 
Lewy bodies (DLB) where parkinsonism may develop
concurrently with, or within a year of, dementia diagnosis.
Both conditions are characterised by the same
neuropathological mechanism; the cerebral aggregation
of misfolded alpha-synuclein protein. Although the
distinction between PDD and DLB is arbitrary, it is useful in
understanding how patients experience their illness and
determining the services in which they are likely to be treated. 

LBD represents around 5% of dementia cases seen in 
clinical services; however, a large proportion of additional
cases probably go undetected or are misdiagnosed. 
DLB is associated with higher rates of neuropsychiatric
symptoms, inpatient admission and carer stress, as well as
shorter survival, than other dementia subtypes. Accurate
recognition can help guide clinicians towards specific
treatment strategies and help avoid neuroleptic sensitivity.

A definite diagnosis of DLB can only be determined at
post mortem, but the presence of two or more core clinical
features of DLB confers a probable DLB diagnosis in patients
with a dementia syndrome, with excellent sensitivity and
good specificity. Core clinical features of DLB are: fluctuating
cognition with pronounced variations in attention and
alertness; recurrent visual hallucinations; REM sleep behaviour
disorder (RBD); one or more features of spontaneous
parkinsonism. Recurrent visual hallucinations occur in up to
80% of patients with DLB. RBD constitutes recurrent dream
enactment and chasing or attacking themes are common.
RBD symptoms can precede DLB diagnosis by ten years;
80% of individuals with RBD in the absence of dementia will
develop a neurodegenerative disease within ten years. 

Clinical assessment for any dementia subtype should 
follow the framework recommended by NICE, including
the use of screening blood tests and assessment for
reversible causes. A clinical history, including collateral
history, is critical in the diagnosis of DLB. Assessment should
include questions aimed at detecting each core symptom. 

Following diagnosis acetylcholinesterase inhibitors 
rivastigmine and donepezil are the agents most frequently
prescribed to patients with DLB and are recommended by
NICE. Neither are licensed yet for DLB however, both drugs
are associated with a modest reduction in carer burden
and improvement in functioning.

Neuropsychiatric symptoms are among the most
challenging to manage in LBD and often require referral to
psychiatry of old age services. LBD is associated with a risk
of severe neuroleptic sensitivity, which occurs in around 
a third of patients. Antipsychotics should be prescribed 
as a last resort and initiated by secondary care specialists.


