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Sleep disorders and restless legs syndrome 
in an adult with Asperger’s disorder, 
a case report

Alteraciones del sueño y síndrome de piernas 
inquietas en un adulto con síndrome de 
Asperger, a propósito de un caso

Dear Edit or:

Asperger syndrome1 is a pervasive developmental disorder 

(PDD), whose prevalence ranges from 0.1 to 3.6 cases /  

1,000 children, with predominance in males. It  is 

characterised by rest rict ive and repet it ive interests and 

altered social relat ions.2 Common symptoms are motor 

clumsiness, diffi culty in planning, sequencing of motor tasks 

and coordinat ion alterat ions.3 It  is often associated with 

other neuropsychiat ric syndromes: anxiety disorder, 

obsessive-compulsive disorder, bipolarity, depression, 

at tent ion defi cit  and hyperact ivity disorder, Gilles de la 

Touret te syndrome, epilepsy, movement  and sleep 

disorders.4 Disturbances of sleep architecture are usually 

funct ional, in sleep stabilit y and effi ciency; st ructural 

alterat ions are not  frequent .5 Melatonin has been used to 

t reat  such disturbances with moderate effect iveness. 6

Rest less legs syndrome (RLS) is characterised by a 

rest lessness that  requires moving the legs to relieve the 

symptoms, which worsen in the evening. Its incidence in 

the general populat ion is 5-10%.7 Some 80% of pat ients with 

RLS have periodic leg movements (PLM) that  hinder sleep. 8 

The delay t ime from incept ion to diagnosis may be elevated. 9 

The fi rst -line drugs are dopamine agonists and L-Dopa, 

although benzodiazepines and ant iconvulsants have also 

been used; the most  effect ive include gabapent in, clonidine, 

opioid agonists and beta blockers.8,9 The typical symptoms 

of Asperger syndrome, RLS and sleep disorders overlap, thus 

complicat ing diagnosis and t reatment .

We present  the case of  a 25-year-old male who at tended 

consultat ion due to insomnia and hypothymia. At  age 16 

he was diagnosed with Asperger syndrome and depression, 

af ter his academic performance dropped and he complained 

of  fat igue, sadness, hyphedonia,  concil iat ion insomnia and 

mnemonic and concent rat ion diffi cult y.  Serotonergic 

ant idepressant  t reatment  was init iated, with part ial 

improvement .  From age 16 to age 20 he consulted various 

specialist s for apathy, nervousness and concil iat ion 

insomnia, receiving ant idepressant  t reatments, 

benzodiazepines and melatonin.  At  age 21 he at tended 

consultat ion because the depressive manifestat ions 

remained, as did the diffi cult y in sleeping f rom discomfort  

and an internal feeling of  tension in the lower ext remit ies, 

which appeared at  bedt ime and which forced him to 

wander about ,  prevent ing relaxat ion. No temporal 

relat ionship was found between symptoms (suggest ive of 

RLS) and the establishment  of  drug t reatment .  Physical 

and analyt ical examinat ions were normal.  Magnet ic 

resonance imaging, elect roencephalogram, 

magnetoencephalography and cranial spect roscopy did not  

detect  any signifi cant  abnormalit ies.  Polysomnography 

detected, repeatedly,  in two tests carried out  at  1-year 

intervals,  unstable sleep, very low percentage of  deep 

sleep and a small proport ion of  REM sleep (table 1).  PLMs 

were also observed. Treatment  with escitalopram, 20 mg /  

day, and alprazolam, 1 mg /  day, were started, with part ial 

remission of  RLS and depressive symptoms. Subsequent ly, 

gabapent in was added up to 600 mg /  day, with only sl ight  

Table 1 Polysomnographic recordings from 2004 and 2005

Polysomnography 2004 2005

Total sleep (%) *

 Phase 1 15.6 80

 Phase 2 48.5

 Phase 3 18.7 11

 Phase 4 17.2 3

REM 0 6

Sleeping t ime (min) 421 430

Sleep latency (min) 11 56

Sleep effi ciency (%) 84 23.46

Awakenings (n) 7 Numerous

Int ra-sleep awake t ime (min) 39 66

* Normal condit ions of total sleep: NREM 1 (4%), 2 (25%), 3 and 4 

(45%) and REM (25%).
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improvement  in the night  symptoms and the insomnia. 

Insomnia in this pat ient  was mult ifactorial (Asperger 

syndrome, depressive disorder,  RLS and PLM) and was 

causally related to dayt ime symptoms of  fat igue, 

sleepiness, decreased init iat ive and secondary 

abandonment  of  daily l iving act ivit ies.  There are few 

studies invest igat ing the motor symptoms in pat ients with 

Asperger syndrome and it s relat ionship with RLS has not  

been specifi cally described. However,  both diseases 

present  dysfunct ions in the serotonin and dopamine 

systems, which could point  to a common pathophysiology. 

In pat ients with pervasive developmental disorders,  sleep 

disorders are common from infancy5.  Brain act ivit y during 

sleep cont ributes to memory consolidat ion and cerebral 

maturat ion. 10 Both REM and NREM sleep and their proper 

alternat ion are involved in the consolidat ion and 

maintenance of  memory; 8 although a correct  declarat ive 

memory can be maintained in the exclusive presence of 

NREM, effi ciency is less. 8 Pat ients with Asperger syndrome 

of ten present  mixed insomnia and decrease of  the overall 

durat ion, early awakening, dayt ime drowsiness11 and, 

occasionally,  parasomnias, PLM and nocturnal breathing 

diffi cult ies. 12 There are few studies of  sleep st ructure in 

Asperger syndrome in adult s and their result s are not  

consistent .  A decrease of  the durat ion of  phase III and IV 

NREM sleep has been observed, as has an increase of  K 

complexes in stage II,  a decrease of  REM latency and signs 

of  altered oculomotor act ivit y in this phase. 13 In this case, 

the most  signifi cant  polysomnographic fi nding was the 

absence of  REM sleep, which had not  been described 

previously in pat ients with Asperger syndrome. It  points to 

the primary nature of  polysomnographic abnormalit ies in 

this pat ient ,  t hus reinforcing the hypothesis that  depression 

could be, in part ,  secondary to sleep disturbance.

References

1. Khouzam HR, El-Gabalawi F, Pirwani N, Priest  F. Asperger’s 

disorder: a review of it s diagnosis and t reatment . Compr 

Psychiat ry. 2004;45:184-91.

2. Gillberg C. Asperger syndrome in 23 Swedish children. Dev Med 

Child Neurol. 1989;3:520-31.

3. Nayate A, Bradshaw JL, Rinehart  NJ. Aut ism and Asperger’s 

disorder: are they movement  disorders involving the cerebellum 

and/ or basal ganglia? Brain Res Bull.  2005;67:327-34.

4. Tani P, Lindberg N, Appelberg B, Nieminen-von Wendt  T, Von 

Wendt  L, Porkka-Heiskanen T. Clinical neurological abnormalit ies 

in young adults with Asperger syndrome. Psychiat ry Clin 

Neurosci. 2006;60:253-5.

5. Trenkwalder C, Hening WA, Montagna P, Oertel WH, Allen RP, 

Walters AS, et  al.  Treatment  of rest less legs syndrome: an 

evidence-based review and implicat ions for clinical pract ice. 

Mov Disord. 2008;23:2267-302.

6. Tsai LY. Asperger syndrome and medicat ion t reatment . Focus 

Aut ism Other Dev Disabl. 2007;22:138-48.

7. Kulisevsky J, Pagonabarraga J. Nuevos t ratamientos en los 

t rastornos del movimiento. Neurología. 2004;19(Suppl 2):

40-63.

8. Shneerson JM. Sleep medicine: A guide to sleep and its 

disorders. 2nd ed. London: Blackwell Publishing; 2005. p. 194–

228.

9. Gabaldón Torres L, Salas Felipe J, Fernández Domínguez J, 

Vivancos Matellanos F, Izal E, Arpa Gut iérrez F. Rest less legs 

syndrome. Features and impact  on sleep. Neurología. 2009; 

24:230-4.

10. Mueller AD, Pollock MS, Lieblich SE, Epp JR, Galea LA, 

Mist lberger RE. Sleep deprivat ion can inhibit  adult  hippocampal 

neurogenesis independent  of adrenal st ress hormones. Am J 

Physiol Regul Integr Comp Physiol.  2008;294:1693-703.

11. Bruni O, Ferri R, Vit tori E, Novelli L, Vignat i M, Porfi rio MC, et  

al.  Sleep architecture and NREM alterat ions in children 

and adolescents with Asperger syndrome. Sleep. 2007;30:

1577-8.

12. Tani P, Tuisku K, Lindberg N, Virkkala J, Nieminen-von Wendt  T, 

Von Wendt  L, et  al.  Is Asperger syndrome associated with 

abnormal nocturnal motor phenomena? Psychiat ry Clin 

Neurosci. 2006;60:527-8.

13. Limoges E, Mot t ron L, Bolduc C, Berthiaume C, Godbout  R. 

Atypical sleep architecture and the aut ism phenotype. Brain. 

2005;128:1049-61.

C. López-Ort iz *, N. Sáez-Francàs and C. Roncero 

Servicio de Psiquiat ría, Hospit al  Universit ario 

Val l  d’ Hebron, Universit at  Aut ònoma de Barcelona, 

Barcelona, Spain

* Corresponding author.

E-mail :  crilopez@vhebron.net  (C. López-Ort iz).

Papillary oedema: True or false?

Papiledema: ¿verdadero o falso?

Dear Edit or:

We read the work “ Papilloedema: t rue or false?”  by Muñoz 

et  al1 with interest  and, as a neuroophthalmologist  and 

neurosurgeon, we would like to express some considerat ions 

about  it .  First ly, we commend the authors for their clarity 

in the exposit ion of their ideas on this highly cont roversial 

and necessary issue. It  is very important  to establish, with 

scient ifi c t ruth, when a case is really a papilloedema, which 

confronts the pat ient  with the possibilit y that  an int racranial 

tumour may be present ; the precocity of this diagnosis is 

essent ial in disease evolut ion.

Pseudopapilloedema is a non-pathological elevat ion of 

the papilla that  may occur in some disorders, especially 

congenital.  Other causes of pseudopapilloedema which we 

must  keep in mind are: t ilted disc syndrome and oblique 

implantat ion of the papilla, disc hypoplasia, double opt ic 

disc, disc staphyloma, melanocytoma, disc coloboma, 

morning glory anomaly and ast rocyt ic hamartoma.2-6

Papilloedema can also be mistaken for malignant  

hypertensive ret inopathy when there is a history of arterial 

hypertension and haemorrhage and the white, cot ton-like 

foci extend to the peripheral ret ina. In the occlusion of the 

cent ral ret inal vein, the condit ion is usually unilateral and 

associated with sudden and painless loss of visual acuity. 2 In 


