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medical, psychiatric, environmental, or
psychosocial problems that underlie the
disturbance should be undertaken, and
any causes found should be treated first.1

Pain can cause distress and
behavioural problems not otherwise
expressed. Assessment and treatment of
pain is, therefore, important.9

Antidepressants can be used for the
treatment of comorbid depression in
people with dementia, but with caution
and after thorough individualised
assessment, including suicidal ideation.
Similarly, both conventional and atypical
antipsychotics can be prescribed to treat
behavioural problems associated with
dementia, carefully considering their side
effect profile and the potential for serious
adverse effects.12 Appropriate use of
antipsychotic drugs may relieve
symptoms, reduce distress and increase
safety for patients and those around
them.1 On the downside, they may
worsen cognitive impairment, cause
oversedation, falls, tardive dyskinesia,
and neuroleptic malignant syndrome, as
well as hyperlipidaemia, weight gain,
diabetes mellitus, cerebrovascular
accidents, and increased mortality.1,9 

Careful assessment of potential risks,
benefits and alternatives, including
behavioural interventions is good
practice, as is intermittent review of the
need for the dose and the medication
itself.1,9 Benzodiazepines may have a
higher risk of side effects and a lower
likelihood of benefit than antipsychotics,1

but they may be useful in treating
agitated patients with dementia,
particularly those with prominent
anxiety.1 Similarly, carbamazepine may
have modest benefits for agitation when
used in low doses in patients with
dementia.1

CONCLUSION 
Overall, the absence of good evidence-
based pharmacological interventions
and the additional risks of potentially
severe complications in patients with
dementia emphasises the need for
explicit weighing up of risks and benefits,
and the promotion of safe and effective
nursing interventions to de-escalate and
control agitated and ‘challenging’
behaviours in residential settings and
homes. 
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Vascular dementia (VaD) is common. Pure vascular
disease may account for 5–20% of all cases of dementia,
while mixed dementia, Alzheimer's disease (AD) with VaD,
occurs at least as frequently. There is no specific treatment or
cure for VaD, but its proximity to other conditions may make
it amenable to interventions at various stages of the disease.

The causes of VaD are multifactorial and involve 
neuronal networks needed for memory and cognition,
executive function and behaviour. Hypertensive
angiopathy is the major known causative factor for VaD.
Most recent research suggests that VaD and AD occupy
ends of the same spectrum and share common risk
factors. As VaD is closely related to cardiovascular
disease, modifying cardiovascular risk factors may assist
in its prevention. Hypertension in midlife increases the risk
of all-cause dementia including AD.

Regular screening of high-risk individuals could help to 
detect dementia early on enabling appropriate preventive
intervention. Medication for hypertension, diabetes and
hypercholesterolaemia is recommended. Behavioural
treatments include enhancing and encouraging cognitive
and physical activity, social engagement, smoking
cessation and healthy diet, including alcohol reduction.
Depression can be an early symptom or prodrome of
dementia, or patients with dementia may become more
depressed, aware of their early cognitive symptoms.
Comorbid depression is common in older people with
dementia and treating this can improve cognition.

Typically, patients are in their late sixties or early seventies, 
and may present after a cerebrovascular event. The onset is
usually more acute than that of AD. Typical signs and
symptoms are gait disturbance, unsteadiness and falls,
urinary symptoms not explained by urological disease,
pseudobulbar palsy and personality and mood changes.
Insight is preserved until late in the disease and seizures or
other manifestations of cerebral ischaemic accidents are
not infrequent. VaD is characterised by stepwise deterioration
with periods of partial recovery that can last months between
periods of deterioration and cognitive decline.

Primary healthcare professionals should consider referring
people who show signs of mild cognitive impairment to
memory assessment services. Diagnosis of dementia
should only be made after a thorough clinical assessment
and appropriate investigations. Structural imaging,
generally MRI, can help exclude alternative causes of
memory impairment and establish the subtype diagnosis.

Most treatment options for dementia are psychosocial. 
Pharmacological treatments mainly target cognitive
symptoms, behavioural changes and emotional disorders.
Medications prescribed for AD can be of use in VaD,
although their efficacy and safety is inconclusive. Most
often prescribed in AD are the cholinesterase inhibitors.
Pharmacological interventions can involve the treatment
of comorbid depression and behavioural problems.
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