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Table 3

Summary of NINDS-AIREN criteria for the diagnosis of vascular dementia8,12

Probable VaD

Unlikely to be VaD

Possible VaD

Definite VaD =
probable VaD plus:

Table 2
Clinical features that suggest vascular dementia8,13

Emotional changes 
(typically early)

Cognitive deficits 
(including memory deficits)
Behavioural slowing
Episodes of cerebral ischaemia
Physical signs & symptoms

Course

*1 point, **2 points on Hachinski’s ischaemic scale - A score of 7 or more is indicative of vascular dementia, while a score of 4 or less
suggests that this is an unlikely diagnosis13

and the DSM-IV. The criteria for VaD do
not have an established diagnostic
accuracy; though they seem to be useful
in discriminating VaD from other types of
dementia.

MANAGEMENT
In the absence of a specific cure,
supporting individuals with dementia
and their families can be a challenging
task. Dementia of any subtype can
involve high levels of morbidity and
dependency especially in the later stages
of the disease. 

Patients, carers and healthcare
professionals need to work together in
order to manage the cognitive,
behavioural, emotional, psychiatric and

physical problems that could be present.
To complicate the picture further,

activities of daily living can often be
seriously affected demanding a high level
of support. Primary and secondary
healthcare services as well as social work
should be well coordinated and equally
involved in the provision of treatment
and support for dementia sufferers and
their carers. It should be remembered
that the family and professional carers
may also require support and supervision
in coping with a difficult or aggressive
patient. 

Most treatment options for dementia
are psychosocial, with pharmacological
treatments mainly targeting cognitive
symptoms and behavioural changes,

including so-called challenging
behaviour, and emotional disorders.
Medications prescribed for individuals
with AD can be of use in VaD,14 although
their efficacy and safety is inconclusive.1,15-18

Most often prescribed in AD are the
cholinesterase inhibitors rivastigmine,
donepezil and galantamine. A recent
meta-analysis of randomised controlled
trials of treatments for VaD concluded
that cholinesterase inhibitors (and
memantine) can slightly improve the
cognitive symptoms of patients with
VaD, although the clinical significance of
these findings was not clearly
demonstrated.19

While the benefit of treatment may be
limited to behavioural symptoms,
rivastigmine could, for example, facilitate
reduction of neuroleptics and
benzodiazepines in patients with VaD.20

Efficacy may be limited to subgroups:
younger patients with VaD may not
benefit from rivastigmine: side effects
such as raised blood pressure and
cerebrovascular accidents, and mortality
are increased. Older patients, on the
other hand, may show a good response
to this medication, possibly because of
the coexistence of AD pathology.15

Similarly, research on galantamine16,17

and donepezil21-23 has shown mixed
results. A recent study with donepezil in
patients with CADASIL demonstrated
improvement in some aspects of
executive function, but the authors
concluded that the clinical relevance of
these findings needs clarification.24

Using acetylcholinesterase inhibitors in
VaD may also carry a cost, as at least one
study suggests an increase in mortality in
the active treatment group.1

Memantine, a non-competitive NMDA
receptor antagonist used for the
treatment of several disorders of the
central nervous system, has shown
efficacy in the treatment of AD. 
A randomised placebo controlled trial in
VaD reported a positive treatment effect
on cognition. This could be attributed to
the direct effect of memantine on
cognition, or alternatively the
augmentation of the recovery
mechanisms naturally found in patients
with cerebrovascular lesions.25

The American College of Physicians
and the American Academy of Family
Physicians recently highlighted the fact
that there is no clear evidence that one
treatment is more effective than the
others.26

Pharmacological interventions can
involve the treatment of comorbid
depression and behavioural problems,
apart from targeting cognitive and global
functioning. An evaluation for general

Depression* with episodes of emotional lability* and
confusion (especially at night*)
Anxiety
Relative preservation of personality*
Fluctuating in severity**

Signs of arteriovascular disease*
Neurological signs: rigidity, akinesia, brisk reflexes,
pseudobulbar palsy, seizures, focal signs,* focal
symptoms*
Somatic complaints*
Sudden onset**
Stepwise deterioration*
History of strokes**
History of hypertension*

1 Dementia with impairment of memory and of two more cognitive
functions severe enough to interfere with activities of daily living  and
2 Cerebrovascular disease, defined by the presence of focal signs and
evidence of relevant CVD by brain imaging and
3 Onset of dementia within three months following a recognised stroke or 
4 Abrupt deterioration in cognitive functions; or fluctuating, stepwise
progression of cognitive deficits
1 Early onset and progressive worsening of memory deficit, in the absence
of corresponding focal lesions on brain imaging 
2 Absence of focal neurological signs other than cognitive disturbance
and 
3 Absence of cerebrovascular lesions on brain CT or MRI
1 Focal neurological signs without brain imaging studies to confirm
definite CVD
2 No clear temporal relationship between dementia and stroke
3 Subtle onset and variable course (plateau or improvement) and
evidence of relevant CVD
1 Histopathological evidence of CVD from biopsy or autopsy 
2 Tangles and plaques not exceeding those expected for age
3 No other clinical or pathological disorder capable of producing dementia




