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Fig. 1

MR images.

T,-weigeted fluid-attenuated inversion recovery (FLAIR) images (Axial, TR 11,000ms, TE 125ms) revealed hyperintese lesions in
the cortical and subcortical areas of the bilateral frontal and right temporal lobes on admission (a). The hyperintese lesions were
enlarged 40 days after admission (b). Following a course of immunotherapy, these lesions shrunk 2 months after admission (c), and
disappeared 4 months after admission except for a small area which was considered as a post-biopsy change (d).

Fig. 2 Biopsy of the right cerebral cortex (All stained with hematoxylin and eosin).
Examination of a biopsy specimen showed perivascular lymphocyte infiltration.
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Fig. 3 Clinical course.

BV 3k~ —7%— (CD20, CD79a) 73t b2k TE ) 7
O—F )74 —EAhbdd, EEY 23 E % EOEEERZE
IR EMTH o7z, GFAP i CIXIER 7 A hu¥ 4 F o
BoAhThl), HEFOThBERLLALDT, DX DK
HEROFERITIIF RN IIET L Th o7z, ETEHEED
BARHLZ b b, BMREOTDE19WHICES T
TAY VTFHREEBI o I NREERIE R BB CT
THINRG L EORFE AR L DR, o7z,

ABEtRREE © AR ORE Fe2 & IESS 317 E & WIETEIRZE
THolzlzo, HBIWHIV AFALTL F=vmr1g Hx
SHEOATOA 2OV ARE L Z 2 7 — )VIifT. #igike L
TV F=v'H 40 mg/ HOWH % MG L7z & & A FEIR
SHEEEISUEEMEN L o7 (Fg 3). €0% L F=vuyr
PMHRIEHTR L Cwo/z, L2 L7 L F=v ey 10mg HiZAR -
73S IHHEDS, 145UHICB S F 2 OFEBOMS T
A ADS 1 HERAREE B L, 5 40 9% H O BHE MRI Tl
AIBHSE - GRIBEZE & L IOWEDIR L Tz (Fig. 1b). 7L
F=vu rHiR% 60 mg/ HIZHEE$ 2 LRERIZHHE. 20%
BEEZL P2y YHRIZEIRTE, 470 % H OB
MRI LM IRTSESE, MBS A & & fE/ (Fig. 1o), %
82 9 HIZIBRBE & 7 572, 45 95 9 H B MLIEHT Hu Prék B4
OFERHHI L, 3 <12 FDG-PET/CT WA 2 THEMZE % B
Chrofzl TAGHRA &R RER A A LD, 4125
AR Y ¥ SEi AR E B 2 Wil & 2 s h

720 Lk &) ARBE P Hu PUikBG % PNS & 2 L 72, T
P TACEAR:, BUHEAR L TR MBI & 2 0, BRI DWW
TH %155 7 H OUEES MRI THREIZIFIZA L DR L R o/
(Fig. 1d). PBIE 7L F=v o yNikEE=EL, & 1ERIZ
JEAIE DR E S RRTERE R B L 20 & 12T,
2012 4 5 H OB TR 3 4E B & 20 2 S RE R O P56 1E A
EDT WA, 2012 4 5 J#)H) OFEE MRI T, ZEpiiEsE
EHHE - MG ICREOSE T AL O TN D,

z B

ARBNTEEITEICIIE L, MIEHT Hu PuiRbmid - Mt/
HEOAFTE L ) GRS NN 25 L 2T L 72 EBI CTh 5. kMo
SRR BRAC DV TUE, — AR LB RN 45 T 13um A s B o
) 2 NEREE R MRS E 72 EOIRFFRNKEE A LD D
LENTBY Y, REITHTIET 20T A»o7. KA
BICIZLLT O 3 55121 H L7z, Pt Hu HuA b B 5855 14 A
RIZBUT 2IRETANLLIZARRLCEEA L W E SN TV D,
AREICTILBLAFR N2 CHMIRTEE IC TREE R L7z, O
Hu ¥k 7% & oM ptEIc 3 2 9uh % E 9 % PNS T
REREICHE L 2 W I ALV, ABITIEATOA F
PRI &0 BEAREIR, BHFATR L bICtE L. @kFEo 2
SO X9, P Hu PURBVE B ISR 45 & L CladRinilng
BIENE o722 b ST, TORIFINREL RS %



53 : 276 BRpRHAEY 53% 475 (2013:4)
Table 1 Reported cases of paraneoplastic encephalomyelitis with brain lesions other than limbic system.
Author . . Antitumor Brain MRI
(year) Age/sex Neurological symptom Brain MRI Tumor type Immunotherapy treatment (after treatment) outcome
Shavit” 56/F  myoclonic movement disorder right postcentral area SCLC IVig none improved recovery
(1999) of the left arm and leg PE
dysesthesia of the left trunk cyclophosphamide
43/M  involuntary movement of the right frontal lobe small cell none chemotherapy improved recovery
tongue and the left arm carcinoma of
the stomach
Porta” 66/M epilepsy right frontal lobe SCLC none none unknown death
(2001) memory loss bilateral temporal lobe
McKeon”  65/M epilepsy left hippocampus left  squamous cell PE operation improved recovery
(2009) frontal lobe carcinoma of  cyclophosphamide chemotherapy
the lung radiotherapy
This case ~ 46/F epilepsy bilaretal frontal lobe SCLC steroid chemotherapy improved recovery
psychiatric symptom right temporal lobe radiotherapy

speech disturbance

IVIg=intravenous immunoglobulin treatment, PE=plasmapheresis, SCLC=small cell lung carcinoma
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Steroid responsive anti-Hu-associated paraneoplastic encephalitis
with bilateral frontal lobe lesions
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A 46-year-old woman was admitted to our hospital because of behavioral changes. Her mentality was fluctuating

vigorously and neurological examination revealed disorientation and word finding difficulty. MRI demonstrated bilateral
frontal and right temporal lesions. Cerebrospinal fluid examination showed predominantly lymphocytic pleocytosis. Brain
biopsy disclosed inflammation but not neoplasm. Repeated steroid therapy gave her a recovery in neurological

manifestations and MRI findings. As we got a positive result of anti-Hu antibody after her complete recovery, we did

screening for tumors and found small cell lung cancer. She got a chemotherapy and remains free of relapse of any
symptoms. There have been few reports in that anti-Hu associated paraneolastic syndrome showed steroid responsive
frontal lesions. We suggest that anti-Hu associated paraneoplastic encephalitis should be considered for steroid

responsive encephalitis with brain lesions other than limbic system, because early detection of paraneoplastic

encephalitis and timely antitumor treatment are important for patient’s prognosis.

(Clin Neurol 2013;53:273-277)
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