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Genetic counselling is recommended
for patients likely to have a genetic
cause for their dementia, such as
autosomal dominant AD, FTD,
Huntington disease or CADASIL.35

Statins,36-39 NSAIDs,40 vitamin E,41-43

and hormone replacement therapy44,45

have been proposed as agents able to
prevent or slow the onset of dementia,
as their anti-inflammatory, anti-platelet
and antioxidant effects may be
neuroprotective. Unfortunately, efforts
to identify clear therapeutic effects
have failed so far. 

Among non-pharmacological
interventions, physical exercise before
the onset of MCI (45-59 years)
appears to be a predictor of healthier
cognitive ageing and less dementia at
follow-up.46 Unfortunately, the
beneficial cognitive effects of physical
exercise are debatable once dementia
or MCI have been diagnosed.47, 48 Even
if its beneficial effects are not entirely
clear, exercise improves cardiovascular
function, maintains a healthy BMI and
enhances older patients’ ability to
cope with activities of daily living. 

Secondary prevention focuses on
tackling smoking and alcohol intake,
diabetes, obesity, high blood pressure
and hyperlipidaemia. Interventions are
obviously relevant in vascular dementia,
but can also reduce comorbidities
such as infections, diabetic emergencies,
cardiovascular and cerebrovascular
accidents leading to poor health
and hospitalisation.

Brain imaging 
Structural brain imaging can improve
diagnostic accuracy, exclude other
pathologies and act as a prognostic
marker of dementia progression. The
overlap in structural changes between
the dementias makes imaging alone
insufficient for diagnostic purposes. 

The most robust finding in AD is
regional atrophy of the medial
temporal lobe (MTL).29 The degree of
MTL atrophy correlates with
neuropathological disease progression
and clinical deficit, see figure 1, p15.30

However, it increases with age and is
common in other dementia subtypes.31

It may be a useful prognostic marker
as it is thought to start four years
before symptoms first appear.32

In vascular dementia, findings
include large infarcts or small vessel
disease consisting of cerebral atrophy,
white matter lesions, or microbleeds
(thought to represent haemosiderin
deposits in the brain).33 The pattern of
atrophy in FTD, is more focused on
frontal and temporal lobes than in
AD.34 Single photon emission
computed tomography (SPECT) can
be helpful in the differential diagnosis
of dementias, see box 2, below.

TREATING RISK FACTORS
Currently, NICE guidelines24 do not
recommend a population screening
approach aimed at early diagnosis and
prevention, but emphasise
identification and treatment of
modifiable risk factors, such as
smoking, high blood pressure,
hyperlipidaemia, alcohol, and obesity. 

neurological and cardiovascular
systems. 

The former should include:
observation of gait; inspection for
tremor; examination for rigidity,
bradykinesia, frontal release signs, 
and upper motor neurone lesions.
Pulse and blood pressure should 
be checked. 

Blood tests
Blood from patients presenting with
memory problems should be routinely
sent for the tests listed in box 1, above.
HIV and syphilis serology should only
be requested if there is a specific
indication.

Examination of urine, chest X-ray
and echocardiography may be
necessary if the clinical picture deems
these investigations appropriate.
Current evidence does not support the
routine use of electroencephalopathy
or cerebrospinal fluid examination in
the diagnosis of dementia. However, if
sporadic Creutzfeldt-Jakob disease is
suspected then a lumbar puncture
may be appropriate. 

»

‘Cognitive
testing can be
perceived as
humiliating and
should be
approached
sensitively’

‘Of vital
importance is 
a thorough
analysis of
current
medications’

Box 1

Routine blood tests in the assessment of memory loss

• Routine haematology (full blood count)
• Biochemistry (including electrolytes, calcium, glucose, renal and liver function)
• Thyroid function tests
• Serum vitamin B12 and folate

Box 2

NICE recommendations on imaging in dementia assessment

• Structural imaging to exclude other pathologies and help establish subtype
diagnosis. MRI preferable (early diagnosis and subcortical vascular changes) 
but CT can be used
• HMPAO SPECT should be used to help differentiate between Alzheimer’s
disease, vascular dementia and frontotemporal dementia if the diagnosis 
is in doubt
• FP-CIT SPECT should be used to help establish the diagnosis of Lewy body
dementia if the diagnosis is in doubt

‘Physical
examination
should cover
neurological and
cardiovascular
systems’


