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Neurodegenerative Diseases begin years
before symptoms
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Neurodegenerative Diseases begin years

before symptoms
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AP decreases during sleep and increases during wake
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Sleep deprivation increases Af3
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Slow wave sleep disruption increases Af3
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Sleep disruption increases Tau
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Sleep disruption is associated with amyloid plaques
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Neurodegenerative Diseases b

before symptoms
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REM Sleep Behavior Disorder (RBD)

* “Acting out of dreams” — fighting, screaming

* ~6-8% per year are diagnosed with
synucleinopathy: Parkinson Disease (PD),
dementia with Lewy bodies (DLB), Multiple
system atrophy (MSA)

 RBD in most cases represents a preclinical
or prodromal synucleinopathy = opportunity o
for intervention —_TTE

Figure | Kaplan-Meier plot of disease-free survival (i.e.
free of parkinsonism or dementia) among patients with
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NAPS CONSORTIUM

\/ For REM Sleep Behavior Disorder
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North American Prodromal Synucleinopathy
(NAPS) Consortium goals

* Prepare for neuroprotective clinical trials in
synucleinopathies

 Trial-ready cohort of >300 patients with RBD
* Longitudinal comprehensive assessment
« Biomarker development for synucleinopathies
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Summary

* Neurodegenerative diseases begin years prior to symptoms -
window of opportunity for treatment and prevention

* Sleep disruption & Alzheimer disease

 REM sleep behavior disorder (RBD) and synucleinopathies (Parkinson Disease,
dementia with Lewy bodies, and multiple system atrophy)

* Sleep is a potential marker of neurodegenerative disease

* Sleep is also a potential target for intervention to impact
neurodegenerative disease mechanisms

* Translational work at WashU on sleep-AD has laid the groundwork for
clinical trials
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Thank you!
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