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ÅDLB causes significantly greater functional 
Řƛǎŀōƛƭƛǘȅ ǘƘŀƴ !ƭȊƘŜƛƳŜǊΩǎ ŘƛǎŜŀǎŜ
(McKeith et al, Am J GerPsychiat2006;14.7 582-588)

ÅCare costs of DLB are twice those for 
!ƭȊƘŜƛƳŜǊΩǎ ŘƛǎŜŀǎŜ
(Boströmet al, 2007 Int J GerPsychiat. 22:713-719)

ÅQuality of life for people with DLB is 
significantly worse than for AD with 1 in 4 
caregivers rating DLB as worse than death! 
(Boströmet al, 2007 AlzDis Ass Dis 21: 150-154)

Why is DLB important?



Very poor outcomes in DLB

AD survival:

Males: 6.7y; Females 7.0y

DLB survival: 

Males: 3.3y; females 4.0y

DLB

AD

Price et al, 2017

Mueller et al, 2018

Significantly higher acute 

hospital resource use in 

DLB than AD

AD

DLB
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Core clinical features
Å Recurrent visual hallucinations that are typically well formed and detailed.
Å One or more spontaneous cardinal features of parkinsonism: these are bradykinesia 

(defined as slowness of movement and decrement in amplitude or speed), rest tremor, or 

rigidity.
Å Fluctuating cognition with pronounced variations in attention and alertness.
Å REM sleep behaviour disorder, which may precede cognitive decline.
Supportive clinical features
Å Severe sensitivity to antipsychotic agents; postural instability; repeated falls; syncope or 

other transient episodes of unresponsiveness; severe autonomic dysfunction, e.g., 

constipation, orthostatic hypotension, urinary incontinence; hypersomnia; hyposmia; 

hallucinations in other modalities; systematized delusions; apathy, anxiety, and depression.
Indicative biomarkers
Å Reduced dopamine transporter uptake in basal ganglia demonstrated by SPECT or PET.
Å Abnormal (low uptake) 123iodine-MIBG myocardial scintigraphy.
Å Polysomnographic confirmation of REM sleep without atonia.
Supportive biomarkers
Å Relative preservation of medial temporal lobe structures on CT/MRI scan.
Å Generalized low uptake on SPECT/PET perfusion/metabolism scan with reduced occipital 

activity + the cingulate island sign on FDG-PET imaging.
Å Prominent posterior slow-wave activity on EEG with periodic fluctuations in the pre-

alpha/theta range.
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Indicative biomarkers 





New criteria

Å Probable DLB can be diagnosed if: 

ï Two or more core clinical features of DLB are present, with or without the 
presence of indicative biomarkers, or

ï Only one core clinical feature is present, but with one or more indicative 
biomarkers. 

ï Probable DLB should not be diagnosed on the basis of biomarkers alone. 

Å Possible DLB can be diagnosed if: 

ï Only one core clinical feature of DLB is present, with no indicative biomarker 
evidence, or

ï One or more indicative biomarkers is present but there are no core clinical 
features. 

Å DLB should be diagnosed when dementia occurs before or concurrently with 
parkinsonism. 



But there is an ongoing problem in terms of DLB 
under-diagnosis



5.6% 3.3%

UK 
4.6%
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East Anglia

9 memory 
services in 5 NHS 
Trusts with >4500 
dementia case 
notes screened 
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Variation in diagnostic thresholds

ωCŜǿ άǇƻǎǎƛōƭŜέ 5[. ŘƛŀƎƴƻǎŜǎ

ωCases in East Anglia had significantly more core features 
(p=0.007), FP-CIT (DaTSCAN) significantly less often used

Surendranathan et al, under submission
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DIAMOND-Lewy Programme

Improving the DIAgnosis and Management Of 
NeurodegenerativeDementia of Lewybody type

Jan 2014 to March 2019



https://research.ncl.
ac.uk/diamondlewy/
toolkits/


