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• 1953 Aserinsky & Kleitman first describe REM sleep

• 1965 Jouvet & Delorme pontine lesions in cats cause “oneiric behaviour”

• 1986 Schenck & Mahowald formally identified RBD in humans

• 1996 Schenck & Mahowald delayed emergence of Parkinsonian disorder



Rapid eye movement sleep behavior disorder (RBD) is 
characterized by dream enactment and complex motor 
behaviors during rapid eye movement sleep and rapid eye 
movement sleep atonia loss (REM sleep without atonia) 
during polysomnography.

The prevalence of RBD has been estimated to be in the range 
of 0.5% to 2%, more common in men

RBD  is 5-fold more likely in patients receiving antidepressants
and 10-fold more likely in those with a psychiatric diagnosis

Usual onset in fifth or sixth decade



• RBD in humans was formally identified in the journal 
SLEEP  in 1986, when we reported on a series of five 
elderly patients.

Sleep 2002
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We report longitudinal data on a group of 29 male patients 50 years of age or 
older who were initially diagnosed as having idiopathic REM sleep behavior 
disorder (RBD) after extensive polysomnographic and neurologic evaluations. 
Thirty-eight percent ( 11/29) were eventually diagnosed as having a parkinsonian
disorder (presumably Parkinson's disease) at a mean interval of 3.7 ± 1.4 (SD) 
years after the diagnosis of RBD, and  at a mean interval of 12.7 ± 7.3 years after 
the onset of RBD.
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RBD may be idiopathic or symptomatic and in 
both settings is highly associated with 
synucleinopathy neurodegeneration: 

• PD 
• DLB
• MSA
• PAF

McCarter et al., 2013



RBD frequently manifests years to decades prior 
to overt motor, cognitive, or autonomic 
impairments as the presenting manifestation of 
synucleinopathy, along with other subtler 
prodromal “soft” signs of hyposmia, 
constipation, and orthostatic hypotension.











Between 35% and 91.9% of patients initially 
diagnosed with idiopathic RBD at a sleep center 
later develop a defined neurodegenerative 
disease. 

Less is known about the long-term prognosis of 
community-dwelling younger patients, 
especially women, and RBD associated with 
antidepressant medications.





• RBD has been reported to occur in association with clinically diagnosed 
Alzheimer’s disease, yet when RBD is present, concurrent Lewy body 
pathology should be strongly suspected, as in the largest series of 
autopsied RBD patients to date, in which synucleinopathy was present in 
94% of patients.

• RBD has also been reported in association with progressive supranuclear
palsy (PSP), although RBD symptoms appear more likely to parallel motor 
dysfunction in PSP than in synucleinopathies. 

• RBD appears very rare in other primary tauopathies, although it has been 
reported in association with Guadeloupean parkinsonism, a taopathy, and 
was also recently reported to be strongly associated with the IgLON5 
autoimmunity syndrome, which has demonstrated pontine and 
hypothalamic tau deposition in autopsied patients.



• When patients present with RBD at a younger age, arbitrarily before age 50, other 
nondegenerative etiologies should be considered, including narcolepsy, 
autoimmunity, and antidepressant-associated RBD.

• Of these, narcolepsy type 1 (narcolepsy with cataplexy) has been clearly associated 
with RBD and altered REM sleep atonia control leading to RSWA.

• In one polysomnography study of narcolepsy patients, 50% were found to have 
RBD, and 36% of surveyed narcoleptic patients endorsed possible RBD symptoms.

• In younger and some older patients, RBD may present as a syndromic
manifestation of a paraneoplastic and autoimmune neurologic disorder, such as in 
Morvan syndrome (anti-voltage-gated potassium channel antibody syndrome), 
IgLON5 autoimmunity, and brain stem lesions caused by inflammatory, neoplastic, 
or cerebrovascular disorders.



• RBD può rappresentare una “red flag” nella MP?
• Nella MP+RBD le allucinazioni sono 3 volte più 

frequenti (Pacchetti, 2005)
• Nella MP+RBD vi è maggiore rallentamento EEG 

(Gagnon 2004)
• MP+RBD si associa a maggior compromissione 

cognitiva (Vendette, 2007)
• MP+RBD associato alla forma rigido-acinetica, 

sintomi assiali  e maggiori cadute (Postuma, 2008)







Patients with RBD are frequently prone to sleep-
related injuries and should be treated to prevent 
injury:
• Bedroom safety principles (Bed alarm)
• Melatonin 3-12 mg
• Clonazepam 0.5-2.0 mg 
• Avoid SSRI, SNRI, TCA (->Bupropion)



Further evidence-based studies about RBD are 
greatly needed, both to enable accurate prognostic 
prediction of end synucleinopathy phenotypes for 
individual patients and to support the application of 
symptomatic and neuroprotective therapies.

RBD as a prodromal synucleinopathy represents a 
defined time point at which neuroprotective
therapies could potentially be applied for the 
prevention of PD, DLB, MSA and PAF.
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