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Hospital days 1 13 26
Admission Discharge

Atypical lymphocytes (%) 19 negative

GOT U/ 331 28 37

GPT (U/1) 355 77 70
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Fig. 1 Clinical course after admission.

The patient was admitted because of infectious mononucleosis. After the admission her condition improved. But on

hospital day 4, she suddenly developed cerebellar ataxia in the trunk and four limbs. We diagnosed acute cerebellar ataxia

and performed methylprednisolone pulse therapy. After this therapy, her cerebellar ataxia improved over a few days.

Table 1 Previously reported cases presenting cerebellar ataxia accompanied with anti-GluR82 antibody.
Case (yAeifs) Sex Antecedent disease Duration of the illness 22;?:uR52 aztsll;ody Abl;sl;glealcgfsef;&ings
Sugiyama et al.” (2004) 3 M Diarrhea, vomiting More than 16 months + + -
Usui et al.” (2011) 13 F Vaccination (MR) More than 9 months + + -
Shimokaze et al.” (2007) 13 M Unknown Less than 3 weeks + - +
Kubota et al.” (2008) 4 F Vaccination (DPT) 20 months - + -
Ichikawa et al.” (2009) 2 F Respiratory infection More than 9 months + unknown -
Shiihara et al.” (2007) 1 M Respiratory infection, Varicella 2 months + + -
Present case 18 F Epstein-Barr virus infection 3 weeks - + -

CSF: cerebrospinal fluid, MR: measles and rubella, DPT: diphtheria, pertussis and tetanus.
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Abstract

A case of acute cerebellar ataxia following infectious mononucleosis accompanied
by intrathecal anti-glutamate receptor 62 antibody
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An 18-year-old woman was admitted because of sore throat and pain in the epigastric region. On admission, she
presented with swollen tonsils and hepatosplenomegaly. Blood examinations revealed the presence of atypical
lymphocytes, liver damage and anti-VCA IgM and IgG antibodies. These findings led to diagnosis of infectious
mononucleosis. After admission, her condition improved, but on hospital day 4, she suddenly developed cerebellar ataxia
in the trunk and four limbs. Cranial MRI findings were normal. Cerebrospinal fluid (CSF) collected on hospital day 6
showed normal cell counts and normal concentrations of protein and glucose. EB virus DNA and anti-VCA IgM and IgG
antibodies were negative and glutamate receptor 82 antibody was positive in CSF collected on hospital day 11. We
diagnosed acute cerebellar ataxia (ACA) and performed methylprednisolone pulse therapy. After this therapy, her
cerebellar ataxia improved over a few days. This is the first reported case of ACA after EB virus infection presenting
with glutamate receptor 82 antibody in CSE The glutamate receptor 52 subunit is expressed on cerebellar Purkinje cells.
Therefore, the presence of the antibody may be associated with cerebellar dysfunction. In the present case, secondary
immune reactions after EB virus infection may have produced the antibody.

(Clin Neurol 2013;53:555-558)
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