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Acute Necrotizing Encephalopathy: A Case Report
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Departments of Radiology, and Pediatrics' , Oita Medical University

Abstmct ‘ Acute necrotizing encephalopathy (ANE) is a new type of acute encephalo-
~ pathy which affects predominantly Oriental children following viral infection. ANE
shows characteristic symmetric distribution of the lesions including bilateral thala-
mus, brainstem tegmentum, periventricular white matter and cerebellum. We present
a case ol acute necrotizing encephalopathy with emphasis on the radiological presen-
tation. A 10-month-old girl had common cold-like symptoms for two days followed
by status epilepticus and coma. Brain C'T" on admission showed symmetrical low den-
sity areas in the thalami, periventricular white matter of the cerebrum, and tegmen-
tum of the pons and midbrain. These lesions were not enhanced on postcontrast CT.
On MRI obtained at the 10th day of illness, most of these lesions had inhomogeneous
high signal intensity on T2-weighted image (WI) and low signal intensity on T1-WI,
The thalamie lesions showed high signal intensity on both T1l-and T2-WI, suggesting
hemorrhagic change. All lesions were markedly enhanced on postecontrast T1-WI. In-
travascular thrombosis was not demonstrated on either CT nor MRI. Brain atrophy
and cystic change of the periventricular lesions were seen on MRI two months after
admisson. The patient was discharged 4 months after admisson with residual spastic
quadriparalysis, abducens nerve palsy and mental retardation.
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Fig.1 CT images on admission

Symmelric low densily areas are seen in the pons, 1)ilf1L(1.1I thalamus and
periventricular white matter(white arrows) on precontrast CT (a,b).
sions are not enhanced on poslcontrast CT (c,d).

These le-
There is no filling delect sug-
gesting thrombosis in basilar artery(white arrowhead) and internal cerebral
‘-‘(‘iIlH arrows).
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Fig.2 MR images on 10th day
T2-weighted images (a,b) show inhomo-
gencous high signal intensity in the teg-
mentum of the midbrain, bilateral thala-
mus and periventricular white matter
(white arrows). All of these lesions except
thalamic lesion with high signal intensity
show low signal intensity on T1l-weighted
images (c¢,d). Postcontrast Tl-weighted
images (¢) shows ring-like enhancement
in these lesions.
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Fig.3

T2-weighted MR image 2 months alter
admission shows brain atrophy and cystic
change in the periventricular white mat-
ter.
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