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(Case Report)
Acquired hepatocerebral degeneration caused by a large splenorenal shunt
with hyperintense signal changes in the bilateral pyramidal tract
on T2-weighted magnetic resonance imaging

Yuta FUKAI, Yutaka OHSAWA, Yumiko KUTOKU, Yoshihide SUNADA

Department of Neurology, Kawasaki Medical School

ABSTRACT 68-year-old woman was admitted to our hospital for five months’ episode
of progressive gait disturbance and bradykinesia. Neurological examination showed a mild
unconsciousness, asterixis, symmetrical akinesia, rigospasticity, hyperreflexia, foot clonus, and
extensor toes. Brain MRI disclosed symmetrical hyperintense lesion on T2-weighted images
in the centrum semiovale, posterior limb of internal capsule, and cerebral peduncle. The
serum ammonia level was increased to 155 ug/dL, whereas the levels of serum copper and
caeruloplasmin were normal. The electroencephalogram did not show triphasic wave. Abdominal
contrast CT examination revealed a large splenorenal shunt between splenic vein and left renal
vein. The patient was diagnosed as acquired hepatocerebral degeneration (AHD) caused by
splenorenal shunt. A protein-restricted diet and lactulose preparations ameliorated neurological
symptoms and normalized serum ammonia level to 34 ug/dL. However, the abnormalities in the
brain MRI were unchanged after the treatment. We report the case an AHD patient who had an
unigue hyperintense pyramidal tract lesion on T2-weighted magnetic resonance images. Future
studies are required to clarify underlying pathophysiological mechanisms causing pyramidal tract
lesion. (Accepted on September 20, 2017)
Key words : Brain magnetic resonance image (MRI), Pyramidal tract, Splenorenal shunt,

Acquired hepatocerebral degeneration
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