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Problems in dementia treatment
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Dementia presents unique challenges for physicians, patients, and families, but it also
offers a singular opportunity to practice the essence of the art of medicine. Dementia
should be distinguished from conditions such as delirium and depression, and the type
of dementia should be identified, since this will determine treatment. ’

In 2005, prevalence data from Ansan population were pooled to obtain stable estimates
of prevalence of dementiain the elderly (> 60 years). Age standardized prevalence was
3.5% for dementia. Prevalence of dementia was higher in women than in menand 1.8%
in the group age 60-64 years and 6.3% at age 75~79 years. Alzheimer’s disease (AD) is
the most common cause of dementia (50%), followed by vascular dementia (VaD) (30%)
(although 20% of people have both AD and VaD) and dementia with Lewy bodies (DLB)
(15%).

Dementia describes a chronic and progressive clinical syndrome characterised by
cognitive impairment (particularly memory loss), inability to perform activities of daily
living, and neuropsychiatric features (psychiatric symptoms and behavioural
disturbances, also known as behavioural and psychological symptoms of dementia or
BPSD). BPSD are common in all types of dementia, and 80% of patients will experience
them during the course of their illness. They are more common in patients with severe
dementia. BPSD cause distress for both the patient and carer and are associated with
increased carer burden and institutionalisation.

Cholinesterase inhibitors (ChEIs) are the mainstay of treatment of Alzheimer’s disease.
Randomised controlled trials (RCTs) have reported statistically significant, and clinically
modest, effects of ChEIs. Cholinergic deficits are also found in patients with VaD and
DLB. There is growing support for the use and effectiveness of ChEIs in these
dementias and so far no indication that their use should be managed differently from
ChEI treatment for AD.

An emerging consensus suggest that the three keys to the successful treatment of
Alzheimer's disease are early detection, use of currently approved medications to
provide symptomatic treatment, and development of medications to slow and eventually
halt disease progression. Even when treatments prove ineffective, providing information

and support is of great value to patients and their families and caregivers.
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Multiple cognitive deficits
memory loss
+aphasia
apraxia
agnosia
disturbance in executive
function

These lead to functional
decline
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Brain MRI

Cortical or thalamic stroke
Metastases

Hydrocephalus

Tumor

Small-vessel disease

Focal atrophy
Hippocampal atrophy

Brain SPECT or PET
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Neuroleptics
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Antidepressant
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Mild Cognitive Impairment
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