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Sir,
Multicystic encephalomalacia (MCE) is a rare cerebral 
disorder seen predominantly in premature neonates. 
Perinatal cerebrovascular accident is believed to be the 
most common cause, and only a few case reports of MCE 
secondary to head trauma are present in the literature. 
Head trauma from child abuse has been documented as 
a rare cause of MCE in children.[1] We report a similar 
rare case of an infant who developed MCE secondary 
to head trauma.

A 6‑month‑old female child was brought to the 
neurology outpatient department with chief complaints 
of seizures and poor feeding. The patient had a history 
of fall from the bed 2 months back with sudden loss of 
consciousness for 30 min. The child was born at full‑term 
with normal vaginal delivery and cried soon after birth. 
On examination, microcephaly was present. The patient 
was sent to us for further evaluation.

Computed tomography was performed that showed 
bilateral subdural hematomas along with multiseptated 
cysts involving bilateral cerebral hemispheres [Figure 1]. 
Subsequently, magnetic resonance imaging of the brain 
was done on a 3‑T scanner which showed multiseptated 
cysts isointense to cerebrospinal fluid (CSF), in bilateral 
cerebral hemispheres with sparing of periventricular 
white matter. Volume loss in the form of thinning of 
the overlying cerebral cortex and ex vacuo dilatation of 
the third and lateral ventricles was seen. Sparing of the 
posterior fossa and deep gray matter nuclei was noted. 
Also noted were bilateral subdural collections [Figure 2].

Multicystic encephalomalacia secondary to head 
trauma

Figure 1: Axial noncontrast computed tomography scan of the brain 
reveals extra‑axial subdural hematoma (thin arrows). Also noted are 
multiple hypodense cysts replacing the cortex (thick arrows)

MCE is a condition in which portions of the brain are 
replaced by numerous‑loculated cysts in the white matter 
and cortex. Usually, the lesions are seen in the vascular 
territories of anterior cerebral artery and middle cerebral 
artery with sparing of temporal lobes, thalami, deep gray 
matter, and posterior fossa.[2] Although the distribution 
of the lesions suggests vascular etiology, rare causes 
such as trauma and intracranial infections have also been 
described in literature.

Neurotrauma may lead to diffuse brain edema with 
subsequent rise in intracranial pressure, leading to 
hypoperfusion of the brain.[1] Other possible mechanisms 
include hypoperfusion of the brain secondary to 
systemic hypotension due to shock or due to injury to 
the head and neck vasculature. Abusive head trauma 
may also lead to MCE. Vigorous shaking of the baby 
may rupture the traversing subdural veins secondary 
to acceleration‑deceleration process leading to subdural 
hematomas.[3] These hematomas can eventually cause 
ischemic injury of the underlying gray matter secondary 
to mass effect leading to MCE. Proper history, skeletal 
survey, and fundoscopic examination for retinal 
hemorrhages and presence of subdural hemorrhage may 
help to clinch the diagnosis of MCE secondary to abusive 
head trauma.[4] Skeletal survey was negative for signs of 
a battered baby in our case.

Neonates with MCE have a poor prognosis as most of 
them develop severe quadriplegia and cerebral palsy 

Figure 2: Axial T2‑weighted magnetic resonance imaging images show 
multiple hyperintense cysts replacing the cerebral cortex bilaterally (thin 
arrows). Also noted are dilated ventricles secondary to volume loss 
(thick arrows). Note the sparing of the cerebellum
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since birth. Whether early surgical intervention for 
treatment of subdural hematomas prevents MCE is a 
matter of debate, and further prospective studies may 
be required to reach a conclusion.

Differential diagnosis includes porencephaly, glutaric 
aciduria Type  1, and hydranencephaly. Porencephaly 
presents as a smooth‑walled cavity without septations 
unlike MCE. Glutaric aciduria is differentiated on the 
basis of changes in sylvian fissures and biochemical 
alterations. Hydranencephaly results from CSF‑filled 
cerebral hemispheres with thinned out cortex.
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commonly presents as chronic meningitis in patients with 
impaired cellular immune response such as HIV.[1] One 
of the complications secondary to cryptococcal chronic 
meningitis is cerebral infarction. Cryptococcal meningitis 
presenting with stroke is rare, and most of these strokes 
are secondary to small vessel involvement.[2] Vascular 
involvement leading to cerebral infarction is secondary 
to direct toxic effect of the organism on vascular 
endothelium, antigen‑antibody complex deposition 
causing vasculitis, strangulation of vessels passing 
through the basal exudates.[3] Previously infarcts in 
patients with cryptococcal meningitis have been reported 
to be in basal ganglia, internal capsule, and thalamus and 
these tend to be multiple.[2,4] Whether the presence of 
such infarcts is related to an adverse outcome is not yet 
known. Although our patient had bilateral infarcts, with 
the initiation of amphotericin therapy, he had optimal 
clinical improvement. This case highlights the uncommon 

Sir,
A 59‑year‑old man without any previous vascular risk 
factors presented with 3‑month duration of headache 
and gradual worsening of his sensorium. At the time of 
presentation, he had a low Glasgow coma scale (10/15) 
and neck stiffness; the remaining clinical examination was 
unremarkable. On initial evaluation, he was diagnosed 
to have HIV infection and his CD4 count was 43 cells/uL. 
His serum venereal disease research laboratory was 
nonreactive. His cerebrospinal fluid (CSF) examination 
showed lymphocytic pleocytosis (CSF white blood cell: 
45/cumm, lymphocytes: 98%) and high protein  (CSF 
protein: 1190 mg/dL, CSF glucose: 10 mg/dL). India 
ink of CSF was positive for cryptococci  [Figure  1] 
and culture grew Cryptococcus neoformans  [Figure  2]. 
Magnetic resonance imaging of his brain showed 
meningeal enhancement and evidence of acute bilateral 
cerebellar infarcts [Figure 3a‑c]. Cryptococcal meningitis 

Cryptococcal meningitis presenting as acute onset 
bilateral cerebellar infarct
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