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Trazodone can sometimes be effective
for managing agitation in FTD. 

A multidisciplinary approach is
essential. However, specific services for
patients with YOD are lacking in many
regions of the UK. Most patients will
require a comprehensive social needs
assessment. 

Speech and language therapy input is
important in patients with communication
or swallowing difficulties. Motor
impairment (apraxia, parkinsonism,
motor neurone disease or ataxia) is
common, and often necessitates input
from physiotherapy and occupational
therapy. Advice needs to be given about
establishing lasting power of attorney
while the patient retains capacity to
consent. 

In circumstances where a genetic
cause for the dementia syndrome has
been identified, there will be questions
about the implications for other family
members. Such questions should always
be referred to a specialist service such as
clinical genetics.

Some YOD syndromes may have little
impact on driving ability, at least in the
early phases, for example in cases of
PPA where the predominant problem 
is with speech output. However, in other
syndromes such as bvFTD or PCA,
driving risks become apparent much
earlier in the course of disease. Our
approach is to advise all patients with
dementia that they should alert the
DVLA to the diagnosis. If there is doubt
about how significant an impact the
disease is having upon the patient’s
ability to drive, this can be evaluated at 
a regional driving assessment centre. 

Early behavioural changes and lack 
of insight are common features of YOD
and place a huge burden on carers.
Support groups such as the
Frontotemporal Dementia Support
Group and Young Dementia UK are 
a valuable resource, see Useful
information box, p17. 
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MANAGEMENT
The management of patients with YOD
is complex. As discussed above, the
proportion of patients with a treatable
cause for their symptoms is much higher
than in late onset dementia. Identifying
such cases is a priority and their
management should be focused
appropriately. Nevertheless, the majority
of patients will have a neurodegenerative
disease.

There are currently no licensed
medications that specifically reverse the
pathology underlying any of the most
common forms of dementia, although
addressing vascular risk factors can
modify the course of VaD. 

While non-pharmacological
interventions are vital in improving
quality of life for both patients with
dementia and their caregivers, there is
nonetheless a role for medication for
symptom management in certain
contexts. 

The most widely used family of drugs
in AD is the acetylcholinesterase
inhibitors (donepezil, rivastigmine and
galantamine). The trials have mainly
been conducted in patients with typical,
amAD and provide modest
improvements in attention and memory.
Their efficacy in the atypical variants of
AD (PCA and lvPPA) is unproven, but
they are still often prescribed.
Acetylcholinesterase inhibitors are also
effective in improving cognition and
reducing visual hallucinations in DLB.
Trials in FTD have shown no benefit and
possibly some negative effects.17

In the UK, the NMDA receptor
antagonist memantine is recommended
for use in severe AD or in patients with
moderate AD who cannot take
acetylcholinesterase inhibitors. Trials of
memantine in these groups have shown
modest evidence of benefit in
behavioural symptoms. Memantine is
not useful in the management of FTD.18 

Depression and anxiety are common
accompaniments of dementia, and
there should be a low threshold for
treatment. Agents such as SSRIs, which
do not have anticholinergic effects, are
the treatment of choice in most cases. 

In some circumstances when
behavioural disturbance is marked,
when there are psychotic symptoms,
and when the patient is at danger to
him/herself or others, sedative or
neuroleptic medication may be
appropriate. However, some patients,
especially those with DLB or FTD, may
develop extrapyramidal side effects, so
extreme caution is recommended.
Atypical antipsychotics such as
quetiapine or risperidone are preferred.
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Although the risk of developing dementia increases with 
age, onset can be as early as the third or fourth decade
of life. It is estimated that there are 42,325 people
diagnosed with young onset dementia in the UK,
representing approximately 5% of the 850,000 people
living with dementia. Genetic influences play a more
important role in younger than in older people with
dementia, so young onset dementia may cluster in
families.

Diagnosing young onset dementia is challenging.  
The range of possible presenting features is broad,
encompassing behavioural, cognitive, psychiatric and
neurological domains, and symptoms are often subtle
initially. Frequently the complaints are misattributed to
stress or depression, and the patient is falsely reassured
that they are too young to have dementia.

Epidemiological studies conducted in the UK have     
found that the most common causes of young onset
dementia are early onset forms of adult
neurodegenerative conditions and alcohol. Vascular
dementia is the second most common cause of young
onset dementia after Alzheimer’s disease. Conventional
vascular risk factors may be absent and diagnosis relies
on imaging evidence of cerebrovascular disease. 

Priority should be given to diagnosing treatable 
causes for cognitive complaints which include
depression, hydrocephalus, hypothyroidism, alcohol
and drugs including prescribed medication e.g. opioids.
Obtaining a detailed history remains the most
important part of the workup and usually requires
corroboration by a third party. Undertaking a basic
neurological examination is also important.

Those with suspected young onset dementia should 
be referred to a neurology-led cognitive disorders clinic
where available as the differential diagnosis is
considerably broader than in older adults and requires
specialist investigation.

A multidisciplinary approach is essential. Most patients 
will require a comprehensive social needs assessment.
Where a genetic cause for the dementia syndrome is
suspected, questions about the implications for other
family members should be referred to a clinical genetics
service.
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