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BOMAS L, FUE 65 mmH,0, AHREN, ML 3/mm® HALEK,
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Fig. 1 Chronological changes on brain MRI findings.

The initial T,-weighted brain MRIs reveal high signal intensity in the bilateral cerebellar peduncles and in the left upper dorsal pons but

no signal abnormality in the cerebral hemisphere (A). However, the follow-up MRIs reveal continuous spread of high intense lesions

into the pons (B, C) and new lesion in the left thalamus (C, D). After the treatment with mefloquine, the follow-up MRIs reveal partial

resolution of high signal intensity with marked brainstem atrophy (E). MRIs were obtained on admission (A), day 31 (B), day 102 (C),

day 140 (D), and day 380 (E), respectively.
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DD Y, BHEHNITLIEIRFEI N 25, Parr © O
T/ EI O SSRESARE 1L 24%, BXEENE 20%, ARFETOIE
HIV 5 C/NBEER 2 R FSHEIR & L 7251813 17% & A e Y.



FESEVE CDA+ 1) ¥/ XERIAE O B ARG S A7z /M PML

55 : 347

Table 1 Case reports of cerebellar and brainstem forms of PML in non-HIV patients.
L CD4+ cell CD4+
Authors Age/Sex Year Underlying disease (/mmg)e CDS8 +/ Treatment/Outcome
1. Irieetal. 64/F 1992 CRF n.a. 34 n.a./died of sepsis 4 months after onset
2.  Iwaseetal” 57/M 1998 tuberculosis cervical 139 n.a. isonicotinic acid hydrazide, rifampicin, streptomycin,
lymphoadenopathy IVMP/deterioration to akinetic mutism, but alive for
more than 3 years
3. Kosugi et al. 74/F 2002  CRF n.a. n.a n.a./died 5 months after onset
4. Araietal 74/F 2002 CRF n.a n.a n.a./died 7 months after onset
5. Kokubun et al.” 61/M 2004 no special comment n.a 0.38 none/rapid worsening in 2 months
6.  Hayashi et al.” 71/M 2008 Sjogren syndrome (SjS), 272 n.a IVMP, cytarabine (2 mg/kg/day, 5 days)/deterioration
interstitial pneumonia to akinetic mutism 3 months after onset, but alive for
more than 18 months
7. Watanabe et al. 27/F 2009 SLE n.a. n.a. discontinued cyclosporin and tepered PSL/died 7
months after onset
8. Takedaetal. 55/F 2010 myeloproliferative disease, n.a n.a n.a./died 10 months after onset
Hypothyroidism, CRF on HD
9. Izaki 77/F 2013 hillary cystadenocarcinoma of 247 0.91 mefloquine/stabilization and further improvement

(Present case) the liver, hypothyroiditis

persisting 22 months after onset

ANA: antinuclear antibody, CRF: chronic renal failure, HD: hemodialysis, n.a.: not available, IVMP: intravenous methylprednisolone, SLE:

systemic lupus erythematosus, PML: progressive multifocal leukoencephalopathy.
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FREARED D72 LA L, B JCV DNA 1AL L,
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A case of cerebellar brainstem form of progressive multifocal
leukoencephalopathy associated with idiopathic CD4+ lymphocytopenia

Shoko Izaki, M.D.”, Satoru Tanaka, M.D.", Takashi Tajima, M.D.Y,
Kazuo Nakamichi, Ph.D.?, Masayuki Saijo, M.D.” and Kyoichi Nomura, M.D."

"Department of Neurology, Saitama Medical Center, Saitama Medical University
“Department of Virology 1, National Institute of Infectious Diseases

A 77-year-old woman presented with a 6-month history of slowly progressive cerebellar ataxia. T,-weighted MRI
showed high signal intensity in the left upper dorsal pons and bilateral middle cerebellar peduncles. JC virus (JCV) DNA
was detected in cerebrospinal fluid (CSF). The patient had no HIV infection, collagen disease, or a history of
immunosuppressive treatment, but she was found to have CD4+ lymphocytopenia. We made a diagnosis of cerebellar
brainstem form of progressive multifocal leukoencephalopathy (PML) presenting as cerebellar ataxia, which was
presumably associated with idiopathic CD4+ lymphocytopenia. Following the treatment with mefloquine, the patient

idiopathic CD4+ lymphocytopenia (ICL), mefloquine

(Rinsho Shinkeigaku (Clin Neurol) 2015;55:345-348)
Key words: progressive multifocal leukoencephalopathy (PML), cerebellar brainstem form,




