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Fig. 1 Eruptions of the patient on the first admission.
(A) Brown circular eruptions were seen in the whole body. (B) The eruptions spontaneously ameliorated
within a few months.
1st admission 2nd admission
<> <>
age 58 59 60 61 62 63 64 65 66 67
Serum
EBV VCA IgG 1,280 1,280 2,560 2,560
EBV VCA IgM <10 <10 <10
EADR IgG 1,280 320 1,280 320
EBNA 20 40 80
CSF
cells(/pl) 2 6
Protein(mg/d/) 60 69
mPSL 1g/day ‘
cerebellar

ataxia

lymph node
swelling

sk ‘*‘L—‘-‘
eruption

Fig. 2 Clinical course of the patient.

She repeated the deterioration and amelioration of cerebellar ataxia and skin eruption. There seems a correlation

between them.
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Fig. 3 Comparison of brain MRI images at the first admission (top) and the second admission 5 years later (bottom).
(A) T,-weighted image (T, WI) (Axial, 3T, TR 2,470 ms, TE 9 ms), (B) T,-weighted image (T,WI) (Axial, 3T, TR 4,500 ms,
TE 80 ms), (C, D) Diffusion-weighted images (DWI) (Axial, 3T, TR 6,000 ms, TE 63 ms), (E) T,WI (Axial, 3T, TR 2,398 ms,
TE 10 ms), (F) T,WI (Axial, 3T, TR 3,000 ms, TE 80 ms), (G, H) DWI (Axial, 3T, TR 4,500 ms, TE 83 ms).

Despite no apparent abnormal MRI findings on the first admission, T;WI on the second admission showed cerebellar

atrophy (A and E). In addition, hyperintense lesions in deep white matter (G) and left cerebellar hemisphere (arrow) (H)

were newly appeared on the second admission.
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ANEERICIEE R I R (DWD) CiRWEE 58 fiR L7z
ZEdS, HBEHMTIHICYRHIABEE 2o 7.
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Fig. 4 Immunostaining of the rat cerebellum using serum or cerebrospinal fluid (CSF) (magnification X 100).

Female Lewis rats (8 weeks old) were sacrificed and their cerebellums were harvested. Fixed frozen sections
(10 um) were incubated overnight at 4°C with CSF or serum (1/500 dilution) and FITC-conjugated rabbit anti-
human IgG was used as a second antibody. Although serum and CSF from a control with schizophrenia

exhibited no apparent immunoreactivity, those from the patient bound to cerebellum.

(A, C) control (a patient with schizophrenia).
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OBATHREE e o7z, F72, WFE, KBO/NMEEKOA
BEIZOWTIE, /MREEBIRHOUE & & QISP 72

z B

AIEBNL, FEER TR & s o 7o fR Gk AL ERAE o ALY
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Abstract

A case of chronic active Epstein-Barr virus infection associated
with recurrent cerebellar ataxia and skin eruptions

Katsuya Araki, M.D.”, Tatsusada Okuno, M.D., Ph.D.”, Josephe Archie Honorat, M.D.”,
Makoto Kinoshita, M.D., Ph.D.”, Masanori P Takahashi, M.D., Ph.D."”, Masao Mizuki, M.D., Ph.D.?,
Kazuo Kitagawa, M.D., Ph.D."” and Hideki Mochizuki, M.D.,Ph.D."”

YDepartment of Neurology, Osaka University Hospital
?Department of Hematology and Oncology, Osaka University Hospital

A 62-year-old woman presented with subacute cerebellar ataxia, lymph node swelling and skin eruption. Laboratory
tests revealed elevated titers of anti-VCA-IgG antibody and anti-EADR-IgG antibody, with Epstein-Barr virus (EBV)
DNA detected from the blood and CSF by PCR. Since these data were highlighted with the diagnosis of chronic active
EBYV infection (CAEBV) and her ataxia improved concomitantly with the remission of other infectious mononucleosis-
like symptoms, we supposed her ataxia is associated with CAEBV. Five years later, at the age of 67, her ataxia relapsed
concurrently with skin eruptions, whereas MRI demonstrated progression of cerebellar atrophy. After high-dose
intravenous methylprednisolone treatment, the clinical symptoms resolved. Initial infection of EBV in childhood often
causes autoimmune acute cerebellitis but cerebellar ataxia has rarely been described in CAEBV. Furthermore,
immunohistochemical analysis revealed a reactivity of the patient’s serum and CSF on rat cerebellum, suggesting an
autoimmune pathomechanism for the ataxia.

(Clin Neurol 2013;53:119-124)
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