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Al RS %% (Reversible encephalopathy)

FRETEAS R (CNS infection)
BHAEBE (Corpus callosum)
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Influenza B-associated Reversible Lesion in the
Splenium of the Corpus Callosum: A Case Report

Zheng-Hao Huang

Department of Internal Medicine, Kaohsiung Armed Forces General Hospital, Taiwan

Influenza is a kind of RNA virus. It often leads symptoms of upper airway, but there are less neurological
problems. The images finding of brain lesion are also rare. These rare cases are reported from Japan mostly.
We can review more cases of influenza related brain reversible lesion, and the most of them are influenza A. The
members of cases are almost young children. There is a case as a soldier, who was 20 years old, suffered from
influenza infection with neurological symptoms. The brain image as MRI revealed reversible lesion in the splenium of
the corpus callosum, and lesion got recovered by itself about 1 week later. This case is special due to he is case of
influenza B with older age from children. Therefore we must consider not only influenza A can lead brain reversible
lesion, and adult can also causes the same problem. The symptoms often got improved without specific treatment,
and then we can reduced invasive procedures or studies as possible. (J Intern Med Taiwan 2013; 24: 41-45)



