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ALTHOUGH THE RISK OF
DEVELOPING DEMENTIA
INCREASES WITH AGE
ONSET CANBE ASEARLY AS
the third or fourth decade of life.

Dementia is not a single diagnosis;
it is a term used to describe symptoms
that cause a progressive decline in
intellectual functioning, leading to loss of
independence in activities of daily living.
Young onset dementia (YOD) refers to
dementia affecting a person under 65
years of age. This cutoff is somewhat
arbitrary and more closely related to
retirement age rather than to disease
characteristics. With increasing working
age, itis likely torise.

It is estimated that there are 42,325
people diagnosed with YOD in the UK]!
representing approximately 5% of the
850,000 people living with dementia.
The true figure is likely to be higher given

the difficulties in diagnosing YOD and
the lack of awareness among healthcare
professionals. Genetic influences play

a more important role in younger than
in older people with dementia, so YOD
may cluster in families.

CHALLENGES
Diagnosing YOD 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 attributed to stress or depression,
and the patient is reassured that they are
too young to have dementia. Diagnosis
is often markedly delayed in comparison
with late onset dementia.

Equally challenging are the
psychosocial consequences for the
patient and family. Patients with YOD

Diagnhosing young onset
dementia can be challenging

W=l are the
different causes
of young onset
dementia?

B should

diagnosis be
confirmed?

WiEare the
management
approaches?

Alzheimer’s disease:
focal atrophy is seen
in the medial temporal
lobe (arrow)

are more likely to be still in employment,
financially responsible for their family,
and a parent of dependent children.
Renouncing these roles can lead to low
mood and increase the burden on the
family. Caregiver burden is significantly
higher among carers of patients with
YOD compared with carers of late onset
dementia patients,? a problem further
amplified because carers may
themselves have occupational and
family responsibilities.

With the rise in awareness of
dementia and the lessening stigma
associated with it, there are increasing
numbers of younger people with
worries about their cognitive health.
Many of these people will not have an
organic brain disease underlying their
symptoms. It is therefore essential that
GPs are aware of the key features of
organic and non-organic causes of »
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Causes of young onset dementia adapted from Sampson et al. Postgrad Med J 2004; 80:125-139°

Disease

Clinical features

Primary neurodegeneration
Alzheimer’s disease

® Amnestic Alzheimer’s disease
® Posterior cortical atrophy

® Logopenic variant primary progressive aphasia

Frontotemporal dementias

® Behavioural variant frontotemporal dementia
® Semantic variant primary progressive aphasia

® Non-fluent primary progressive aphasia
@ Corticobasal degeneration
® Progressive supranuclear palsy

® Frontotemporal dementia with motor neurone disease

Dementia with Lewy bodies
Multiple system atrophy

Parkinson’s disease
Huntington’s disease

Episodic and topographical memory impairment
Visuospatial and visuoperceptual impairment
Word finding pauses, slow speech rate, poor sentence repetition

Behavioural change, apathy

Semantic impairment, word finding, surface dyslexia
Phonologically and grammatically distorted speech

Limb apraxia, asymmetric parkinsonism

Falls, ophthalmoplegia, axial rigidity, frontal syndrome
Apathy, disinhibition, weakness and wasting of limb muscles

Visuospatial and executive impairment, fluctuating impairment, visual hallucinations
Parkinsonian features, cerebellar ataxia, autonomic dysfunction, poor attention and
executive function

Dysexecutive syndrome, bradyphrenia (slowing of thought)

Personality change, adventitious movements, poor memory, attention and
executive function

Vascular
Strategic infarct
Multiple cortical infarcts

Small vessel disease
CADASIL

Cerebral amyloid angiopathies
Fabry’s disease

Rapid onset severe cognitive impairment, fluctuating cognitive function

Urinary and gait disturbance, features of pseudobulbar palsy, fluctuating cognitive
function

History of hypertension/diabetes mellitus, poor executive function and processing
speed

Psychiatric disturbance, migraine, strokes

Episodes of confusion, delirium, impaired vision, speech impairment, seizures
Small vessel disease, renal disease, skin changes, pain in extremities

Prion
Creutzfeldt-Jakob disease

Memory loss, personality change, hallucinations, florid myoclonus, ataxia,
mood disorder

Inflammatory

Multiple sclerosis

Vasculitis associated with systemic disorders
Primary angiitis of central nervous system
Neurosarcoidosis

Behcet’s disease

Frontal subcortical syndrome, absent albdominal reflexes

Headaches, fluctuating symptoms, seizures, rapid deterioration

Behavioural changes, ataxia, fluctuating symptomes, seizures, rapid deterioration
Excessive fatigue, excessive thirst, confusion, delirium, speech impairment
Genital ulcers, skin lesions, eye inflammation

Neoplastic/paraneoplastic

Tumours Raised intracranial pressure, frontal dysexecutive syndrome

Limbic encephalitis Weight loss, hallucinations, seizures, short-term memory loss, psychiatric symptoms
Infections

Tuberculosis meningitis Risk factors, memory loss, incoherence

HIV/AIDS dementia complex Impaired memory and concentration, motor deficits, apathy

Whipple’s disease Gastrointestinal symptoms, visual impairment, memory loss, confusion

Lyme disease Suspicion of tick bite, psychiatric symptoms, memory loss, poor attention

Neurosyphilis
Subacute slerosing panencephalitis
Progressive multifocal leukoencephalopathy

Multiple strokes, tremor, seizures, poor memory, mood disturbance
Florid myoclonus and seizures, rapid deterioration
Posterior cortical syndrome

Metabolic
Endocrinopathies
Nutritional deficiencies
Uraemia

Hepatic encephalopathy

Wilson’s disease

Variable cognitive features depending upon underlying condition

Variable cognitive features depending upon underlying deficiency

Fluctuating attention/arousal, personality change, cognitive impairment, asterixis,
renal failure

Fluctuating attention/arousal, personality change, cognitive impairment, asterixis,
hepatic failure

Dysarthria, poor coordination, parkinsonian features, poor attention and memory,
apathy, disinhibition

thepractitioner.co.uk



Table 1 continued

Causes of young onset dementia

Disease Clinical features
Toxins
Alcohol Impaired executive function and autobiographical memory, confabulation,

Carbon monoxide/lead/prescription drugs
Epilepsy

Other

Post irradiation

Obstructive sleep apnoea
Chronic subdural haematoma
Hydrocephalus

Dementia pugilistica

Wernicke-Korsakoff syndrome
Suspicion of exposure

Discrete episodes, temporary confusion, poor/patchy memory and attention,

cognitive slowing

History of cranial irradiation, ataxia, seizures

Obesity, morning headaches, excessive snoring
History of head trauma, frontal subcortical syndrome
History of meningitis, gait apraxia, urinary incontinence
History of repeated head injury/trauma, parkinsonism

For more detailed information see Rosser et al Lancet Neurol 2010;9:793-806 and Masellis et al. Alzheimer’s Res Ther 2013;5(S1):S7

cognitive symptoms in order to identify
which patients need referral to specialist
centres, and which can be reassured and
spared extensive and costly investigations.

COMMON CAUSES

The list of causes of YOD is extensive,
see table 1, left and above.
Epidemiological studies conducted in
the UK have found that the most
common causes of YOD are early onset
forms of adult neurodegenerative
conditions and alcohol, see table 2,
below.*

Common causes of young onset

dementia

Alzheimer's disease 30%
Vascular dementia 15%
Frontotemporal dementia 13%

Dementia with Lewy Bodies 4%
Alcohol-related dementia  12%
Other 25%

Alzheimer’s disease

Alzheimer’s disease (AD) is defined by
histopathology: extracellular plaques of
beta-amyloid protein and intracellular
tangles of hyperphosphorylated protein
tau. The clinical phenotype of young
onset AD is heterogeneous. Ina
proportion of AD patients, the presenting
features deviate from the classic
memory presentation, and include
salient visuospatial or language
impairment. Autosomal dominant AD

is more common among YOD, but still
only represents < 1% of all AD cases.®
The presence of mutations in three

genes has been identified: amyloid
precursor protein (APP), presenilin 1
(PST1) and presenilin 2 (PS2). Carriers
can develop AD as early as their 30s.
Evidence also suggests that people with
Down's syndrome have an increased risk
of developing early onset AD due to the
overexpression of the APP gene.
Amnestic Alzheimer’s disease (amAD):
The large majority of cases present with
classic symptoms of memory decline,
including forgetfulness relating to daily
tasks and events (episodic memory
impairment) and disorientation in
familiar environments (topographical
memory impairment), reflecting
pathology in the medial temporal lobe.
Other early signs may include word
finding difficulty, apraxia® and
visuospatial errors.

Posterior cortical atrophy (PCA):
Patients with PCA present with core
visuospatial and visuoperceptual
impairment not explained by ocular
disease but rather by higher visual
processing deficits. Brain imaging
reveals predominant posterior
(occipito-parietal) cortical atrophy.
Typical features are simultanagnosia
(aninability to discern individual objects
in a cluttered visual environment), visual
neglect, and difficulty judging visual
distance or movement. Limb apraxiais a
common accompaniment. Recent
evidence suggests memory impairment
can also be an early feature.”

Logopenic primary progressive aphasia
(IVPPA): In this AD variant, the predominant
problem is with language function rather
than memory. Speech output in IVPPA is
characterised by a slow production rate,
long word finding pauses and difficulty
with sentence (but not single word)

repetition. Imaging reveals atrophy of
the left temporoparietal gyri2

Vascular dementia
Vascular dementia (VaD) is the second
most common cause of YOD after AD.
Conventional vascular risk factors may
be absent and diagnosis relies on
imaging evidence of cerebrovascular
disease. In younger people with YOD,
atypical haematological, metabolic or
genetic causes should be considered,
such as cerebral autosomal dominant
arteriopathy with subcortical infarcts
and leukoencephalopathy (CADASIL)
and cerebral amyloid angiopathy
(CAA)2

The term VaD comprises several
heterogeneous syndromes:
@ Multiple cortical infarcts are
commonly characterised by early
urinary and gait disturbance
and features of pseudobulbar palsy.
A background of thromboembolic
disease is also common
@ Strategic infarcts produce rapid onset
cognitive impairment. Patients do not
often have classical focal neurological
signs
® Small vessel disease is frequently
associated with hypertension and
diabetes mellitus. Patients perform
poorly on tests of executive function and
processing speed. Fluctuations in
cognitive function and emotional lability
are commonly observed.

Frontotemporal dementias

The frontotemporal dementias (FTD)
form a spectrum of neurodegenerative
disorders which can be broadly
clustered into three groups —
behavioural, language and motor »
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variants — based on the salient features.
Their underlying histopathology is
different from that of AD. Patients are
characterised by atrophy in the frontal
lobes bilaterally and the temporal regions.

Behavioural variant frontotemporal
dementia (bvFTD):The clinical hallmarks
of bvFTD are personality change,
apathy, and loss of empathy.”© Patients
typically become rigid in their thoughts

Case studies

Case 1 Functional memory symptoms

Elizabeth, a 52-year-old administrative assistant, is concerned because she finds it harder to keep on top
of things at work than she used to. She gives examples of specific occasions on which colleagues had to
remind her about a task she had neglected to complete, and how embarrassed she felt. She has taken
to noting everything down on her smartphone. She has trouble remmembering people’s names and even
left the house unlocked last week, which was very unlike her. She is a single mother bringing up three
teenage sons. Her mother was diagnosed with Alzheimer’s disease in her early seventies. Elizabeth is
worried that she might be developing the same condition.

Case 2 Alzheimer’s disease

Paul is a 56-year-old secondary school teacher. Over the past year, he has noticed occasional difficulty
remembering the names of his students and details of conversations he has had. Some colleagues have
commented that he has become less reliable. This had been attributed to the appointment of a new
headmaster, with whom Paul had some disagreements. However, last month, Paul got lost driving home
from work, a route he has travelled for years. Paul’s wife reports that he had difficulty executing his
mother’s estate earlier in the year, and has become ‘generally more vague’. There is no significant past
medical or family history. The neurological examination is normal. On the GPCOG, he scores 9/9.
However, formal memory testing reveals an isolated deficit in delayed episodic memory. He was initially
able to learn a short story, but 30 minutes later had no recollection of it. His MRI head scan reveals subtle
volume loss in the medial temporal lobes bilaterally.

Case 3 Frontotemporal dementia (behavioural variant)

Jackie is a 60-year-old taxi driver. Her family reports a gradual change in personality and behaviour over
the past two years, although Jackie denies any such problems. Customers have complained that she
has exhibited road rage and inappropriate language on a number of occasions. At home, Jackie has
become more self-centred and lacks empathy. Recently, when her granddaughter fell and cut her head
badly, Jackie asked her to keep the noise down as she was watching her favourite soap opera. She gets
through a bag of chocolate sweets a day, and has put on 3 stone in weight. Jackie’s mother died of
motor neurone disease five years ago. At interview, Jackie is fatuous and distractible. Her performance
on cognitive screening is unimpaired, although she appears not to take it seriously. An MRl scan of the
head shows a reduction in the volume of the frontal lobes bilaterally, with normal hippocampi and
posterior regions.

Case 4 Primary progressive aphasia (non-fluent variant)

Saghir, a 59-year-old healthcare assistant, has experienced progressive difficulty finding words when
speaking. He notices this particularly on the telephone, and at work where he has problems
pronouncing longer words such as drug names. At interview, his speech is effortful and distorted.

He uses phonemic paraphasias, saying ‘selezant’ instead of ‘elephant’. He is able to name a shirt, but
calls the cuff a ‘sluff’. He is unable to repeat ‘British constitution’ and ‘baby hippopotamus’ accurately.
He has trouble following multistage commands. Neurological examination is otherwise unremarkable.
The MRI of the head is reported as normal.

Case 5 Posterior cortical atrophy

Sandra is a 65-year-old lady with a passion for lepidoptery. Last summer, she noticed that she was
having increasing difficulty discerning butterflies from flowers in her garden. When she did find a
butterfly, it seemed to vanish the moment it jumped to another flower. Over the past year, the visual
problems have worsened: she reports being unable to find the orange juice in the fridge in the morning,
even when it is right in front of her eyes; she struggles to follow the lines of words in magazines; and she
finds driving at night frightening as objects seem to leap out of nowhere at her. She has gone through
three new pairs of spectacles to no avail. On examination with a Snellen chart, her visual acuity is
perfect. However, she is unable to locate a pen on the desk until it is moved clear away from other
objects. On cognitive testing, she draws a very distorted clock face but her memory and language skills
are apparently intact. The MRI shows loss of volume in the occipital and parietal cortex, particularly on
the right side.

and behaviour, disinhibited and socially
inappropriate. They may demonstrate
executive dysfunction (for example,
being unable to plan a simple task).
Commonly, there are changes in food
preferences, particularly towards
favouring sweet food and drink.
Behavioural changes are often
attributed to a mid-life crisis early on
and, even after evaluation, patients may
be misdiagnosed with treatment
resistant depression or AD.

A family history of dementia is present
in about 30% of patients with bvFTD.

In up to half of such cases, an autosomal
dominantly inherited mutation may be
identified.

Primary progressive aphasias (PPA):

A diagnosis of PPA is given when
cognitive decline is limited to the
language domain." Clinical,
neuropsychological, and imaging
studies distinguish between semantic
and non-fluent subtypes.

Semantic variant (svPPA) is
characterised by fluent but empty
speech, impaired single word
comprehension and a high incidence of
surface dyslexic errors on single word
reading. Imaging shows selective
atrophy in one or both anterior temporal
regions.

Non-fluent aphasia (nfvPPA) presents
with phonologically and/or grammatically
distorted speech output, with preserved
single word comprehension. Atrophy is
focused on the left inferior frontal and
insular region. In these focal language
syndromes, cognitive function in other
domains is typically well preserved in the
early stages. A more generalised
cognitive decline is evident in the later
stages of the illness.

Motor variants: FTD can also present
with motor disturbances. A pathological
and clinical overlap between progressive
supranuclear palsy syndrome (PSP),
corticobasal syndrome (CBS) and FTD
with motor neurone disease (FTD-MND)
is now well recognised.”

These syndromes are characterised
primarily by the nature of the movement
disorder, but behavioural and language
impairment may also be observed.

CBS typically presents with
asymmetric parkinsonism with dystonia,
rigidity and limb apraxia.

The cardinal features of PSP are falls,
ophthalmoplegia and axial rigidity.
Cognitively, PSP is variable, but patients
most often present with a frontal-
dysexecutive syndrome with profound
slowing.

In FTD-MND, the behavioural changes
typical of bvFTD are accompanied by
weakness, wasting and fasciculation of

thepractitioner.co.uk



limb or bulbar muscles. Progression

is rapid, and average survival time is
1.4 years, making early diagnosis even
more crucial.

Dementia with Lewy bodies

Dementia with Lewy bodies (DLB) is a
less coommon cause of dementia in
younger people. Cognitive impairment
is characterised by difficulties with
visuospatial and executive function,
worse than that seenin early AD.
Memory may be relatively spared early
on. Progression is slow. Core clinical
features include fluctuating cognitive
impairment, vivid and sometimes
disturbing visual hallucinations, and
parkinsonism. Many of the clinical
characteristics of DLB overlap with
those seen in Parkinson’s disease and
evidence supports a DLB/Parkinson’s
disease continuum rather than distinct
entities.

Other suggestive features include
REM sleep behaviour disorder,
sensitivity to neuroleptics, repeated falls
and syncope, unexplained loss of
consciousness, and autonomic
dysfunction.™

Alcohol-related dementia

The label of alcohol-related dementia is
not well defined and presentation is
heterogeneous. For example, some

FIGURE 1
Examples of clock drawing from patients with PCA

hn oo

patients may present with features of
Wernicke-Korsakoff syndrome as a
result of thiamine deficiency. Other
patients may present with hepatic
encephalopathy.*

Common cognitive features include
problems with executive function and
autobiographical memory, and patients
may confabulate. Brain imaging is
non-specific, often showing generalised
cerebral atrophy with prominent frontal
changes.

IDENTIFYING PATIENTS

WHO NEED REFERRAL

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. Data from secondary care
indicate that a patient attending clinic
alone is a specific sign of the albsence of
dementia.”® In those attending with

a caregiver, a positive head turning sign,
that is turning towards the caregiver to
provide information about the reason for
attending the appointment, is again

a specific but not sensitive sign of both
dementia and mild cognitive
impairment.'®

After obtaining details of memory
complaints, a useful approach is to
attempt to falsify significant amnesia.
This can be done, for example, when
patients are able to give a detailed
account of their everyday memory
symptoms, see table 3, right, and what
they have forgotten. Such complaints
are more characteristic of depression or
anxiety than of degenerative brain
disease. The ability to give a detailed
account of daily activities or of specific
interests such as the fortunes of a
favourite football team can assist in
falsifying a sinister cause of impaired
memory and has the advantage of
inducing less anxiety than more formal
assessment of orientation.

Undertaking a basic neurological
examination is important. Hard
neurological signs such as parkinsonism,
apraxia or fasciculations significantly raise
the index of suspicion that cognitive
problems are neuropathological in
origin.

Physical examination should be
supplemented by brief cognitive
assessment such as the Addenbrooke's
Cognitive Examination ( wwwineura.edu.au/
frontier/research/test-downloads). This
tool is more useful, though more time

consuming, than the General
Practitioner Assessment of Cognition,
which is not sensitive to non-memory
presentations that are common in YOD.
However, results obtained from brief
cognitive screening tests in patients
suspected of YOD should be viewed
with caution as they necessarily examine
a restricted number of cognitive
domains and have limited sensitivity to
detect mild cognitive impairment which
may only be identified following
comprehensive neuropsychological
assessment.

Quick additional assessment of
cortical functions can be undertaken by
the clock drawing task, see figure 1,
below. Diagnosing PCA is particularly
difficult as visual symptoms often
fluctuate and patients may make
repeated visits to opticians or seek an
ophthalmological referral.

A set of screening blood tests that
includes full blood count, urea and
electrolytes, liver function tests, thyroid
function tests and glucose level should
be carried out in all patients. Those with
suspected YOD 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. »

Common memory complaints

Non-worrying memory complaints
® Forgetting why you have gone into
aroom

@ Misplacing glasses, keys, wallet

® Inability to remember names of
people you have just met

® Infrequent word finding

‘tip of the tongue’ problems

® Complaints of stable, poor memory
for many years

Red flag memory symptoms

@ |Inability to recall recent events

@ Loss of employment due to cognitive
errors

® Lack of insight into third party
concerns

@ Disorientated or lost in familiar
environments

® Forget names of relatives

@ |nability to recognise everyday
objects

® Word finding difficulties disrupting
language evident in interview
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MANAGEMENT Trazodone can sometimes be effective
m The management of patients with YOD  for managing agitation in FTD.
is complex. As discussed above, the A multidisciplinary approach is
proportion of patients with a treatable essential. However, specific services for
cause for their symptoms is much higher  patients with YOD are lacking in man
Dr Phillip Bland N " SYMPIom 1S much igher: - patients wi Mg inmany

GP with an interest in mental health, Dalton-in-Furness

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.

We welcome your feedback

If you would like to comment on this article or have a
question for the authors, write to:
editor@thepractitioner.co.uk

than in late onset dementia. I[dentifying
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 inimproving
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 IvPPA) is unproven, but
they are still often prescribed.
Acetylcholinesterase inhibitors are also
effective inimproving cognition and
reducing visual hallucinations in DLB.
Trials in FTD have shown no benefit and
possibly some negative effects.”

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."®

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.

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
aregional 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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Useful information

Charities and support groups
Young Dementia UK
www.youngdementiauk.org

Posterior Cortical Atrophy
Support Group
www.ucl.ac.uk/drc/pcasupport

Frontotemporal Dementia
Support Group
www.ftdsg.org.uk

Motor Neurone Disease Association
www.mndassociation.org

Alzheimer’s Research UK
www.alzheimersresearchuk.org

Alzheimer’s Society
www.alzheimers.org.uk

Age UK
www.ageuk.org.uk

Further practical information
Carers allowances
www.gov.uk/carers-allowance/overview

Regional Driving Assessment Centre
www.rdac.co.uk

Royal College of Speech and Language
Therapists
www.rcslt.org

Dementia research

Patients based in the UK can sign up to
Join Dementia Research a research
registry coordinated by the National
Institute for Health Research.
www.joindementiaresearch.nihrac.uk
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