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Fig. 1 Cytology of the cerebrospinal fluid (Giemsa stain).
Eosinophils and lymphocytes were seen at the first lumbar
puncture before steroid treatment (A). Eosinophils with
many vacuoles in cytosol consistent with apoptotic cells
were documented in the cerebrospinal fluid obtained by
the second lumbar puncture after steroid pulse therapy (B).
Scale bar: 10um
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Fig. 2 Spinal cord and brain images.
Brain fluid attenuated inversion recovery (FLAIR) image on admission showed white matter lesion
near the occipital horn bilaterally, left portion of the corpus callosum (A), and near the right inferi-
or horn (B) (15T, Axial, TR 12,000ms, TE 99ms). T2 weigthed image on admission showed intra-
medullary high intensity lesion with swelling at Th10 to Th12 spinal level (C, E) (15T, Sagittal, TR
3.800ms, TE 119ms; Axial, TR 3,840ms, TE 102ms). The margin of the lesion was partially enhanced
by contrast material (D) (15T, Sagittal, TR 566ms, TE 11ms). Cervical MRI showed new lesions at
the C4-5 and C6 spinal level (F) when he developed flaccid paraparesis at the late-May/2011 (1.5T,
Sagittal, TR 4,100ms, TE 112ms). The C5-6 spinal level lesion was mainly located at the lateral fu-
niculus bilaterally with enhancement (G, H) (Axial, TR 4,800ms, TE 120ms; TR 513ms, TE 12ms).
Cervical MRI showed additional lesions at the C3 and C5 spinal levels (I) when he developed mild
hand weakness and difficulty in walking in Nov./2011 (15T, Sagittal, TR 4,500ms, TE 112ms). The
C3 spinal level lesion was located mainly at the posterior funiculus (J) and enhancement was limit-
ed to the more central portion of the lesion (K) (Axial, TR 4,800ms, TE 120ms; TR 513ms, TE

12ms).

L, BRUICHEMENEZ AL DTV RV L5 Y, F4
HURG 2 R ICE 2 2 ILEZ Lw & Bbh7:.
IFERERTER A & L CIRICEEINCE A 5 D1, Kira 5252
BLZ7 PE—UHFRikTH LY. 7T FE-EFHRIET b
VMR ARPRE TN, 7LV EF—aRkn &7
LEM%T, B IgE MR ¥ =51 IgE 2 Hi# & 35
Osoegawa S, &IZ¥ rkavesy=_—tararry
ZxT 2 ESEFICKRISh A2 L AR LTEB Y,
FIEFTH INOLDF KT BRI IGE X ESHETH -
2. L LAds, 5= R pic A B3 2 olzx L TARILL
NTo7 PE—UFRiIZOMREZZDLOTHLL, THE—
PRSI BT B =7 LV F— D5 IZoWTIZER»2AH
59 KIEBTIE, TUVF—HRRRERPIZET LT -L o
727 PE—UFRHRTIAONLEERERE- TV, KW
MR OUFBEERAEM L TWinz &, BRI S 22k
WEEZLEDL->TWAIZE, NEMEORETAEA LD
Z bk, Isobe 5OMBEIF—FH L EWVWEDLLLY, Tk
E—EHRiRE I e 2 HEEEZ LN

AREGNE BRI AN - FRORZEIC L 2HHEE2 <2 L
THY, LRVELRE IO SRS M B J o Wl g
M EZ Sz AR O RV LAE C I AR ML 4 Bk
WEE LD I)FNPETIE SN TW S, E Rk
HZIFRERASHBLT 5 & o 23S b b OB O #iH
NTIERINT, T EBEEKER% T RKET
Hotz. Eidwi, —# o Marburg B 3R LR CTlIIRZE
RO ERRES RSN TV S, WEFITRERED
MR WERIT R 2 5 CORIER & PR AR LD LS D
DD, F) Tra—F Ny FIZBEMETH ), INE BRI
WEDA SN o 72D ES TW2®, —J5 T, SRR
RKTIELRMMALIE &£ 13 2 & 7% o TR ORE~O L. 28
RSN, EEIZHLT 7 7R V4 PURB P o SR B
FTIEH 10% 2BV CTIRB R BRI B SN D &
Jarius H28HE LTV 5. Z O TIZEMINIC D IRk
HBIRIER WA LY, X704 FiRERIIME BRI Mk
DT HRRP LRI DFERENTAER L 1ZZ & o TV,
W72 T7TRY VAR TH L L, LR TLEMIAED



52 : 574 FRERHRIES 52%8 %5 (2012: 8)

Muscle strength

Upper limbs . s S
Lower limbs A RS
Urinary retention Self-catheterization
Urination
Headache .
mPSL 1g mPSL 1g mPSL 1g

50mg
PSL 20mg PSL 60mg PSL 50mg
Dex 33mgL 40mg SOmg 25mg 20mg ‘ 40mg 30mg

I | | | | I
Nov./2010 April  May June Oct. Nov. Dec./2011

Fig. 3 Clinical course of this patient.
First attack with headache and three recurrences are depicted. All three recurrences occurred
when he was taking 20mg or lower doses of prednisolone. mPSL 1g: methyl-prednisolone 1g was
administered for 3 days. Dex: dexamethasone; PSL: prednisolone
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Abstract

A case of recurrent encephalomyelitis associated with eosinophilia in CSF

Jun Suzuki, M.D.”, Naoto Sugeno, M.D.", Shuhei Nishiyama, M.D."”, Kimihiko Kaneko, M.D.",
Tatsuro Misu, M.D.", Maki Tateyama, M.D.”, Toshiki Endo, M.D.” and Masashi Aoki, M.D."
"Department of Neurology, Tohoku University School of Medicine
*Department of Neurosurgery, Tohoku University School of Medicine

We report a 30-year-old man with recurrent eosinophilic encephalomyelitis. He had a history of childhood
asthma and allergic rhinitis. A half year before admission, when he suffered from a headache, a few lesions were
indicated by brain MRI at another hospital. From a month before admission, he noticed gait disturbance, sensory
impairment, difficulty in micturition, and constipation. Neurological examination revealed moderate muscle weak-
ness in the feet, hypoesthesia below Th6, and bladder-bowel disturbance including impotence. Lumbar T,
weigthed MRI showed a severe swelling and a hyperintense lesion at the conus medullaris. Brain MRI revealed
several asymptomatic white matter lesions. Eosinophilia was documented in the cerebrospinal fluid (CSF) but not
in the peripheral blood. Clinical symptoms and MRI findings were remarkably improved after steroid pulse ther-
apy. Note that eosinophils in the CSF were also decreased after the treatment with apoptosis-like cells. We
thought that CSF eosinophilia was the core pathogenic feature of this case, but clinical settings that provoke CSF
eosinophilia such as parasites and other infectious agents, neuromyelitis optica, atopic myelitis, eosinophilic leuke-
mia and hypereosinophilic syndrome could be ruled out. The remarkable responses to steroids without any addi-
tional therapy, compatible with idiopathic eosinophilic syndromes, confirmed that this was a case of idiopathic
eosinophilic recurrent encephalomyelitis.

(Clin Neurol 2012;52:571-575)
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