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Dementia with Parkinsonism: Dementia with Lewy bodies

Department of Neurology, Dong-A University College of Medicine, Busan, Korea

Dementia with Lewy bodies (DLB) is now widely recognized as the second most common
form of degenerative dementia after Alzheimer's disease (AD), accounting for up to 20% of
cases. It is clinically and neuropathologically distinct from AD, and consensus clinical and
pathologic diagnostic criteria have been proposed. Core clinical features include the triad of
fluctuating cognitive impairment, recurrent visual hallucination, and spontaneous parkinson-
ism. Pathologically, alpha-synuclein and ubiquitin positive, neuronal inclusion Lewy bodies,
and Lewy neuritis are found in the neocortex, limbic cortex, subcortical nuclei and brainstem.
Neurochemical features of DLB include a marked deficiency in the activity of the choline
acetyltransferase. Simultaneously to the depletion of cortical acetylcholine, a reduction of
dopamine level in the striatum, related to the substantia nigra neuronal loss, is also described.
In the blood flow SPECT studies, a subtle difference in perfusion pattern with a greater degree
of occipital hypoperfusion has been reported. Accurate diagnosis of DLB is clinically impor-
tant as the management of psychosis and behavioral disturbance is complicated by sensitivi-
ty to neuroleptics. There is accumulating evidence to suggest that DLB may be particularly
amenable to cholinergic enhancers.
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Table 1. Consensus criteria for the clinical diagnosis of demen-
tia with Lewy bodies (DLB)

The central feature is progressive cognitive decline.
Two of the following core features are essential for a diagnosis
of probable DLB, and one is essential for possible DLB
Fluctuating cognition with pronounced variations in attention
and alertness
Recurrent visual hallucinations that are typically well formed
and detailed
Spontaneous motor features of parkinsonism
Features supportive of the diagnosis are
Repeated falls
Syncope
Transient loss of consciousness
Neuroleptic sensitivity
Systematized delusions
Hallucinations in other modalities
A diagnosis of DLB is less likely in presence of
Stroke disease, evident as focal neurologic signs or on brain
imaging
Evidence on physical examination and investigation of any
physical illness or other brain disorder sufficient to account
for the clinical picture.
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