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As ever, normal performance on a
screening tool does not exclude
dementia.  

All patients should have their blood
pressure (BP) checked and a urine
dipstick. Blood tests should include full
blood count, urea & electrolytes, thyroid
function tests, vitamin B12 and folate,
liver function tests, calcium, lipid profile
and glucose/HbA

1c
. Substance use

should be enquired about and gamma-
glutamyl transferase tested if alcohol
excess is suspected. 

Lupus anticoagulant, antiphospholipid,
and antinuclear testing should be
performed in selected patients with
atypical presentations or at increased
risk for these conditions (e.g. young
people with recurrent strokes) and
syphilis serology if indicated. 

It is useful to distinguish patients with
atherosclerotic ischaemic disease from
those with cardioembolic disease 
(e.g. atrial fibrillation, vascular heart
disease); ECG will obviously be helpful in
identifying an arrhythmia. Imaging will
likely be deferred until review by
secondary care but is central to diagnosis.
Magnetic resonance imaging (MRI) is
more sensitive than computed
tomography for signs of cerebral small
vessel disease, including microbleeds.

MANAGEMENT OF VASCULAR
RISK FACTORS
Since risk factors for VCI are modifiable,
targeting these would be expected to
reduce the incidence and progression of
VCI/VaD. In patients who have
experienced a stroke there is clear
guidance on the use of antithrombotics,
antihypertensives, lipid lowering agents
and consideration of endarterectomy
(depending on patient characteristics).16

Hypertension
The situation with VaD is more complex.
Hypertension, especially high BP during
midlife, is associated with a higher risk of
developing cognitive impairment and
dementia.17 This has implications beyond
pure VaD and may help to explain why
so many patients have a mixed
aetiology dementia. 

It is thought, for example, that one of
the main mechanisms underlying
cognitive dysfunction in hypertension
involves cerebral vessel remodelling,
leading to changes in cerebral
autoregulation and perfusion, and thus
affecting the ability to clear beta-
amyloid;18 this has obvious implications
for the development of AD pathology as
well as VCI.

Studies examining the impact of tight
BP control on the development of

dementia have reported mixed results.
The SPRINT-MIND study, for example,
reported reduction in the risk of MCI in
intensive compared with standard BP
control (i.e. BP target < 120 mmHg vs 
< 140 mg mmHg) by 20%, with a 16%
risk reduction in both MCI and probable
dementia (though no statistically
significant reduction was seen for
probable dementia alone). 

While midlife hypertension
undoubtedly has a deleterious effect on
later life cognitive function,19 intervention
for high BP in those aged 80 years or
older has not been shown to reduce
incidence of dementia and orthostatic
hypotension is associated with an
increased risk of dementia and cognitive
decline.20

Studies examining the impact of
hypertension control on progression of
vascular dementia are lacking.
Nonetheless, given the strong evidence
that lowering BP with antihypertensive
drugs was associated with a reduced
risk of stroke,21 and the likelihood that it
reduces incidence of mild cognitive
impairment and dementia,22 effectively
treating hypertension in primary care is
a public health priority. 

While vigilance for orthostatic
hypotension is important (i.e. check
sitting and standing BP in these patients;
if there is a postural drop ≥ 10 mmHg,
record the standing BP), expert
consensus suggests treating
hypertension in overt VCI.23 Guidance in
this specific population is lacking, 
but NICE advises a target BP of 
140/90 mmHg for those younger than
80 years and 150/90 mmHg for people
80 or older.24 Any advantages of
aggressive treatment that allows BP to
reach below 120 mmHg are still unclear
and may be associated with harm in
some.25

Other risk factors
The main role of statins in the treatment
of vascular dementia is in preventing
further ischaemic events. Despite good
evidence for secondary stroke
prevention, they have not been shown
to prevent cognitive decline or dementia
in people at risk of vascular disease.26

Blood glucose control in patients with
diabetes should be optimised given it
can reduce macrovascular and
microvascular disease risk. Assistance
should be given to stop smoking,
alcohol intake minimised and weight
loss advised and supported if indicated. 

REFERRAL
The appropriate secondary care referral
route will depend on local services.
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Vascular dementia describes chronic progressive
impairment of cognitive function arising from cerebrovascular
injury. Although overlap exists with Alzheimer’s disease
(AD) (around 20% of dementia patients have a mixed
form) vascular dementia is regarded as the second most
common cause of dementia in the UK, a reasonably pure
form constituting 15-20% of dementia cases in Europe and
North America. 

Vascular cognitive impairment (VCI) refers to the full 
spectrum from mild cognitive impairment to dementia
associated with, and presumed to be caused by,
cerebrovascular disease. The most common cause of VCI
is cerebral small vessel disease. Arteriolosclerosis
predominantly affects subcortical brain regions: patients
typically have multiple lacunar infarcts or extensive,
confluent white matter lesions. Cerebral amyloid angiopathy
is caused by beta-amyloid deposition in small arteries. 

Most commonly the presentation of vascular dementia 
is insidious, with disorganisation, loss of drive, irritability,
mental rigidity, difficulties with planning and problem solving,
emotional lability and other mood changes, and sometimes
inappropriate or disinhibited social behaviour. Slowed gait is
common in those with advanced disease. 

Physical examination may identify gait impairment,
bradykinesia, rigidity, and focal neurological signs.
Screening tools are insensitive in vascular dementia, in
which memory can be relatively preserved. There is data to
support the use of the Montreal Cognitive Assessment but
normal performance does not exclude vascular dementia.
All patients should have their BP checked. Vascular risk
factors are not essential for the diagnosis but should be
identified, as should any reversible medical causes. 

Young patients (aged under 65), atypical or rapidly 
progressive cases will likely be referred to neurology. 
Cases arising after a clear stroke will likely be under the
care of stroke services. Patients with impairment of
sufficient severity to classify as dementia will require input
from a dedicated dementia service or community mental
health team. Objective evidence of cognitive impairment is
required for diagnosis: the cognitive profile is dominated
by executive dysfunction, slowed processing speed and
impaired retrieval. Imaging is a prerequisite for diagnosis.
However, vascular brain changes are common in people
with other dementias such as AD as well as in older people
without dementia.

Expert consensus suggests treating hypertension in 
overt VCI but it is important to be vigilant for orthostatic
hypotension. Statins have not been shown to prevent
cognitive decline or dementia in people at risk of vascular
disease. The effects of cholinesterase inhibitors and memantine
are small and of uncertain clinical benefit in dementia of
solely vascular aetiology. Many patients have a mixed
dementia, with coexisting AD, and are more likely to benefit.


