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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.
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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 
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by unilateral opt ic nerve compression and blockage of the 

superior sagit tal sinus. J Neuroophthalmol. 2009;29:140-2.

10. Hedges T. Neuro-ophthalmology. In: Schuman JS, Puliafi to CA, 

Fuj imoto JG, editors. Opt ical coherence tomography of ocular 

diseases. 2nd ed. Thorofare, NJ: Slack; 2004. p. 621-30.
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Reply to: Papillary oedema: True or false?

Respuesta a: Papiledema: ¿verdadero 
o falso?

Dear Edit or:

We thank Drs Fuentes-Pelier and Hodellín-Tallada for their 

interest  in the review “ Papilloedema: t rue or false?” . We 

want  to clarify that  the fundamental purpose of our work1 

is to describe the diagnost ic approach for a clinical suspicion 

of papilloedema and the role of new technologies in this 

context . That  is why we consider it  appropriate to present  

two dist inct  clinical scenarios like those appearing under 

the headings “ Papilloedema versus pseudopapilloedema”  

and “ Oedema versus papilloedema” .

In the fi rst  sect ion, we discuss the changes of the opt ic 

disc that  may pose reasonable diagnost ic doubt , especially 

at  the stage of incipient  papilloedema, such as buried 

drusen, full disc in hyperopia, nasal elevat ion of the myopic 

disc and myelin fi bre presence. Papillary tumours2 such as 

ast rocytoma and melanocytoma present  dif ferent ial 

characterist ics (very dark pigmentat ion in the opt ic disc 

that  part ially or completely obscures the papillary margins, 

or a round lesion that  may indicate a blackberry-like spot  

superimposed on the disc with int ralesional calcifi cat ions, 

respect ively) which, according to our experience, we do 

not  need to include in the dif ferent ial diagnosis of 

pseudopapilloedema (fi gs. 1 and 2). Furthermore, we do 

not  think it  appropriate to consider abnormalit ies in disc 

development 3 (papillary coloboma, morning glory anomaly 

and peripapillary staphyloma) in the dif ferent ial diagnosis 

for the same reason.

We agree that  papillary oedema can be produced by 

mult iple causes and that  the dif ferent ial diagnosis should 

be carried out  with opt ic neuropathies that  eventually 

appear with papillary oedema at  some point  in their 

evolut ion (ischemic, infect ious, infi lt rat ive, tumour or 

compressive). Therefore, we propose the second clinical 

scenario oedema versus papilloedema; however, the 

appearance of papillary oedema in it self  may be non-

anterior ischemic opt ic neuropathy, disc oedema is pale 

non-hyperaemic and accompanied by a decrease in visual 

acuity in the form of st roke.

Other ent it ies to be excluded are infi lt rat ive processes 

(leukaemia, lymphoma) where pupil impairment  is 

predominant . Compressive opt ic neuropathy, which may be 

caused by a meningioma of the opt ic nerve sheath, has the 

optociliary shunt  vessel as pathognomonic sign. Papill it is is 

usually unilateral,  with decreased visual acuity and pupillary 

alterat ions and is usually associated with pain upon ocular 

movements.2,7,8 Foster Kennedy syndrome, secondary to an 

olfactory groove meningioma, occurs with papillary oedema 

in one eye and opt ic at rophy in the other. 2,9

In relat ion to table 1, which sets out  the ophthalmoscopic 

dif ferences, we propose adding that  the papilla is not  

hyperaemic in pseudopapilloedema —unlike in papilloedema. 

In recent  years, we have worked with opt ical coherence 

tomography (OCT), and although the authors believe that  

this study “ has not  proved effect ive in dif ferent iat ing an 

incipient  papilloedema from a pseudopapilloedema, since 

in both cases there is an increased thickness of the nerve 

fi bre layer of the ret ina” ,1 we believe along with other 

researchers3,10 that , although these measurements in a fi rst  

consultat ion have not  been useful in establishing dif ferences 

between both ent it ies, the evolut ionary repet it ions of the 

protocol used indeed manage to observe dif ferences.

Finally, we celebrate the quality of the photographs that  

il lust rate the text  and we reiterate our grat itude to the 

authors; such reviews, which clarify knowledge about  

cont roversial issues, are very necessary for the proper 

development  of neuroophthalmology and neuroscience in 

general.
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