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Physical examination is particularly
important if vascular dementia is
suspected. It may identify gait
impairment, bradykinesia, rigidity, and
focal neurological signs. 

Objective evidence of cognitive
impairment is required for diagnosis.
Screening tools for dementia may be
particularly insensitive in vascular
dementia, in which memory can be
relatively preserved. There is data to
support the use of the Montreal
Cognitive Assessment in separating
vascular dementia from controls;15 its
relative sensitivity to executive deficits
makes it intuitively a good choice. 

Cerebral amyloid angiopathy, the
second most common cerebral small
vessel disease, is caused by beta-
amyloid deposition in small arteries.
Vascular integrity is lost leading to
haemorrhage, most commonly in lobar
locations while sparing the basal ganglia
and brainstem.8 Table 2, right, lists the
specific vascular dementia syndromes.10

PRESENTATION
Though vascular dementia can present
with the classical stepwise decline,
insidious deterioration is more common,
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.11

The cognitive profile is dominated by
executive dysfunction, slowed
processing speed and impaired retrieval
(memory difficulties that improve with
cueing, e.g. being able to identify a word
when given multiple choice options). 

Slowed gait is common in those with
advanced disease.11 Impaired balance,
falls and incontinence can also occur. 

The extent of vascular disease may be
unrecognised until revealed by imaging.
Imaging is a prerequisite for diagnosis.
The presence of vascular damage is not
sufficient for a vascular dementia
diagnosis and, as mentioned above, the
number of patients for whom vascular
pathology is a contributor to their
dementia likely exceeds those with a
pure vascular dementia.12

If a single ischaemic or haemorrhagic
stroke is large enough, or simply
damages a crucial brain region such as
the thalamus or language cortices, 
(i.e. a strategic infarct), it can be
associated with substantial cognitive
impairment. There may be stroke-
related symptoms and signs, such as
aphasia or motor weakness, meaning
the association between vascular brain
damage and cognitive impairment
should be clear. 

Though cognitive impairment may be

static or improve if vascular risk factors
are treated and there are no further
strokes, stroke is a strong and
independent risk factor for incident
dementia.13 At any point following
stroke, more than one in five people will
have dementia; in around a quarter of
these dementia will have predated
stroke, but in three-quarters it will be a
new diagnosis.14

This relationship between stroke and
dementia is complex and variable.
Stroke may lead to a clear picture of
VaD, may trigger Alzheimer’s pathology
or exacerbate prestroke cognitive
decline of either vascular or Alzheimer’s
pathology. 

ASSESSMENT 
Insidious or stepwise cognitive
deterioration, potentially in association
with overt stroke pathology, should
prompt consideration of vascular
dementia as a potential diagnosis.
Equally, executive dysfunction, cognitive
slowing, mood and behavioural changes
along with gait and balance problems in
the absence of overt memory problems
should also prompt consideration of
vascular dementia. Collateral history
should be sought, including a timeline of
cognitive and functional changes.
Vascular risk factors should be identified
but are not essential for the diagnosis
(see table 3, right). 

Potentially reversible medical causes
which can masquerade as dementia
should be considered. This could include
depression, but neuropsychiatric
disorders are particularly common in
vascular dementia, so comorbidity is
also likely. 

Other possibilities are brain lesions
(including subdural haematoma
following recent head injury), nutrient or
vitamin deficiencies (B1, B6, B12, folate),
endocrine conditions (including
hypothyroidism), chronic infection and
inflammation, medication (including
anticholinergics, benzodiazepines,
opioids), alcohol, sensory impairment
(loss of hearing or vision). 

Table 1

Typical presentation of CADASIL. Many features are shared by other less common
forms of hereditary small vessel disease, adapted from Di Donato et al 34

•Migraine, usually with aura, as the first symptom in the third decade of life
•Recurrent subcortical ischaemic events (transient ischaemic attack/stroke) in
adulthood
•Mood disturbances, apathy and depression among other psychiatric symptoms
•Progressive cognitive decline, especially of executive functioning
•Seizures in a small but well defined proportion of patients
•MRI shows bilateral, symmetrical abnormalities  

Table 2

Specific vascular dementia syndromes,
adapted from Stewart 10

Genetic disorders
•CADASIL
•Amyloid angiopathy 
•Homocystinuria
•Sickle cell disease
•Fabry’s disease
•HERNS (hereditary endotheliopathy
with retinopathy, nephropathy and
stroke)
•MELAS (mitochondrial myopathy,
encephalopathy, lactic acidosis, and
stroke)

Strategic infarct dementia
•Usually in thalamic structures

Conditions associated with
cerebrovascular pathology
•Subdural haematoma
•SLE (systemic lupus erythematosus)
•Polyarteritis nodosa
•Buerger’s disease
•Polycythaemia rubra vera
•Neurosyphilis

Table 3

Risk factors for vascular cognitive
impairment in the general population,
adapted from Zanon Zotin et al 23

Stronger risk factors
•Hypertension (especially midlife
hypertension)
•Obesity (especially midlife obesity)
•Smoking 

Weaker risk factors
•Diabetes 
•Dyslipidaemia (may have greater
impact on AD)
•Sleep apnoea 


