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Commentary

Persistent accumulation of fluid in the subdural 
space may be ei ther  hygroma or  hematoma 
or effusion.[1] Subdural effusion (SDE) following 
decompressive craniectomy for traumatic brain injury 
constitutes one of the common late complication.[2] 
SDE may show spontaneous resolution or enlarge with 
passage of time. It usually runs a benign course and 
most commonly resolves spontaneously.   SDE’s natural 
course is self‑limiting showing spontaneous resolution 
with passage of time leading to resolution of mass effect 
or very rarely may have slow progression requiring 
neurosurgical intervention.[3,4] Only few reported 
cases needed surgical intervention as reported by 
authors, however, recognition of such cases is very 
important to avoid neurological deterioration. Seung 
et al. analysed 89 cases who underwent decompressive 
craniectomy for traumatic brain injury and reported 
that a total of 29 cases developed SDE, and all cases 
were managed conservatively and showed spontaneous 
resolution except for one case who needed surgical 
intervention for progressive mass effect and failure to 
resolve.[4]

Postulations for increase in volume of SDE include 
rupture of arachnoid membrane with permitting 
cerebrospinal fluid collection or continuing transudation 
leading to increase in volume and accompanying 
rise in the intracranial pressure. Further progression 
may be accelerated due to rupture of bridging veins 
causing hemorrhages collecting in to subdural space, 
with passage of time formation of neo‑membrane 
and recurring micro‑hemorrhages can cause further 

expansion and mass effects, responsible for compression 
of adjacent neural tissues causing global or focal 
neurological deficits.[2,4,5]

Various risk factors responsible for rare cases showing 
failure to resolve and necessitating single or multiple 
surgical interventions include bilateral presence 
of subdural hygroma, associated postoperative 
pneumocephalus, poor neurological status on 
admission, and heterogeneous consistency.   According 
to Miyake et al., SDE can be divided into four distinct 
clinical stages in sequential phases: Initial stage rupture 
of arachnoid membrane; followed by intervening stages 
of synthesis of inner membrane; next being inner as 
well as outer membrane formation stage; and subdural 
hygroma or hematoma formation.[6]

Treatment modalities including pediatric cases are 
tapping of anterior frontanelle, single stage burr‑hole, 
burr‑holes with drains placed in subdural space kept 
for few days, drain placement following simple twist 
drill, and even simple craniotomy.[1,4‑6]   Although 
every therapeutic surgical option has some limitation, 
frontanelle tapping can be used in infants for all 
stages of SDE and being a minimal invasive and 
massive hemorrhage is very rare occurrence provided 
punctures are carried out using small needle. However, 
continuous external drainage following burr‑hole or 
twist drill potentially carry a risk of meningitis and 
usually advocated to be kept for less than 5 days.[6] 
However, in cases requiring prolonged drainage, an 
Ommaya reservoir placement and repeated tapping 
under aseptic precaution or even endoscopic evaluation 
of  SDE cavity  and burr‑hole irrigation areother useful 
alternatives. However, Miyake et al. discourages use of 
shunt placement between SDE cavity and peritoneal 
cavity.[6] Subdural shunts have an inherent long‑term 
potential complication, including malfunction, 
infection, and some cases get shunt dependent 
due to development of subarachnoid to subdural 
cerebrospinal fluid (CSF) communication and, it may 
need second surgery for its removal, if not required.[5] 
According to Klimo et al., the most suitable method 
for surgical treatment of SDE should have greatest 
probability of definitively managing as a single stage 
surgical intervention having minimal chance of 
postoperative complications and without need to put 
a shunt.[5]

Rambarki et al. reported an interesting case of SDE, 
detected at time of replacement of craniotomy 
flap, lumbar drain was placed in the preoperative 
period with temporary relief and following surgical 
procedure for bone flap replacement developed 
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hemiplegia, computed tomography (CT) scan showed 
reaccumulation of SDE with evidence of fresh 
bleed necessitating reexploration craniotomy with 
decompression of loculated SDE and bone flap removal 
in order to control raised intracranial pressure.[7] 
Satyarthee et al. also reported a rare interesting case 
of progressive massive SDE in a 10‑month‑old male 
infant, who despite bilateral burr‑hole placement and 
drainage, after discharge from hospital presented with 
progressive diminution of visual acuity and massive 
scalp bulge at placed burr‑hole sites, mimicking rabbit 
ear sign, necessitated subduro‑peritonreal shunt 
desperately in a prophylactic attempt to prevent 
impending scalp swellings rupture.[1] So timely 
detection of such progressive cases of SDE, although 
very rare incidence, is crucial and appropriate measure 
can avoid catastrophic neurological sequlae.

Guru Dutta  Satyarthee
Department of Neurosurgery, All India Institute of Medical Sciences, 

New Delhi, India

Address for correspondence: 
Dr. Guru Dutta Satyarthee, 

310, Academic Block, Jai Prakash Narayan Apex Trauma Center, 
All India Institute of Medical Sciences, New Delhi - 110 029, India. 

E-mail: duttaguru2002@yahoo.com

References

1. Satyarthee GD, Pankaj D, Sharma BS. “Rabbit Ear” scalp deformity 
caused by massive subdural effusion in infant following bilateral burr-hole 
drainage. J Pediatr Neurosci 2013;8:235-8.

2. Caldarelli M, Di Rocco C, Romani R. Surgical treatment of  chronic 
subdural hygromas in infants and children. Acta Neurochir (Wien) 
2002;144:581-8.

3. Kwon TH, Park YK, Lim DJ, Cho TH, Chung YG, Chung HS, et al. 
Chronic	 subdural	hematoma:	Evaluation	of 	 the	clinical	 significance	of 	
postoperative drainage volume. J Neurosurg 2000;93:796-9.

4. Ban SP, Son YJ, Yang HJ, Chung YS, Lee SH, Han DH. Analysis of  
complications following decompressive craniectomy for traumatic brain 
injury. J Korean Neurosurg Soc 2010;48:244-50.

5. Klimo P Jr, Matthews A, Lew SM, Zwienenberg-Lee M, Kaufman BA. 
Minicraniotomy versus bur holes for evacuation of  chronic subdural 
collections in infants-a preliminary single-institution experience. 
J Neurosurg Pediatr 2011;8:423-9.

6.	 Miyake	 H,	 Kajimoto	 Y,	 Ohta	 T,	 Kuroiwa	 T.	 Managing	 subdural	 fluid	
collection in infants. Childs Nerv Syst 2002;18:500-4.

7. Rambarki O, Rajesh A. Dreaded complications of  mistaken 
identity-hygroma vs effusion/hematoma following decompressive 
craniotomy. J Neurosci Rural Pract 2014;5:305-7.

Access this article online
Quick Response Code:

Website: 
www.ruralneuropractice.com

Adult onset 
subacute sclerosing 
panencephalitis – 
Lessons learnt from an 
atypical presentation
Sir,
Patients with young onset dementia represent 
diagnostic challenges; however, a syndromic approach 
in terms of accompaniment of cognitive profile with 
other neurological signs is essential to streamline 
the gamut of investigations. Subacute sclerosing 
panencephalitis (SSPE) is a disease affecting the 
central nervous system that is produced by persistent 
infection by the wild‑type measles virus. Early and 
accurate diagnosis of this condition needs a high index 
of suspicion. Onset of the disease is usually during 
infancy or adolescence. Reports of adult onset cases are 
rare and the diagnosis with nontypical presentation is 
considered exceptional. A 23‑year‑old carpenter who was 
born of nonconsanguineous marriage presented with 
history of episodic memory disturbances, inability to 
learn new skills, and intermittent disinhibited behavior 
for 1 year prior to referral. He had one generalized 
tonic–clonic seizure in sleep 10 days prior to evaluation. 
Perinatal, developmental, and scholastic history was 
unremarkable and vaccination status was not available. 
On examination, he had normal orientation, attention 
span and language with mild psychomotor slowing. 
Mild impairment in retrieval memory, lexical fluency, 
and conceptualization were noted. His Mini‑mental 
Status Examination (MMSE) score was 27/30 and Frontal 
Assessment Battery (FAB) score was 15/18 with no release 
signs. Rest of the neurological examination was normal. 
Routine laboratory, Electro encephalogram  studies 
were normal. His HIV‑1 and 2 and VDRL status were 
negative. Brain magnetic resonance imaging (MRI) 
revealed mostly symmetrical T2‑weighted and FLAIR 
hyperintensities in bilateral frontal and parieto‑occipital 
white matter with involvement of the U‑fibers with 
juxtracortical focal hyperintensities [Figures 1 and 2]. 
In view of frontal subcortical and temporal lobe 
dysfunction, nature of the MRI findings, normal EEG, 
and absence of other neurological signs, possibility of an 
inherited dysmyelinating disorder like metachromatic 
leucodystrophy (MLD) and mitochondrial disorders such 
as POLG1 mutations were considered. The involvement 
of U‑fibers and focal juxtracortical hyperintensities were, 
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