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TOEDBRTY, M VEGF RFEERBETERMICE
flizm L, *OMFE-HEOMESAE RS R,
MeE 5 2% VEGF fll & 6 2 OB MEIEKRER., R
(HFEMEER, RBMA, FM-FlA, ASWEE, B
MEER, MES) OBMEIz>LWTHRNLE. *ORR,
iM% VEGF iz % FErniEde, BREBMEA, S0E- Bk,
FEMHEIROFEER E B L, 3 2Ll EofERs S hidm
M VEGF il B =m ¥ - LB snicho7 (Fig
e 25 ICRERMALT T MG VEGF RFZEDWL, K&
FREEE, A7 oA FiXofffkic L 3BRERD
WL L b HE2E A ER L, VEGF BAEOFE &
FEgaMBRETTOAZ T, BEREROZRIC LAHE
TAHILbBHehERRW,

VEGF OE&ESI L LTk, i VEGF R 2 u—7
N R R G RERAIC LD, B R ICTEET
ATRMSELEREFL oA THAY, BEEYE S
L7z VEGF iz T F kP icEEL, ¥ TO
M AMESEE I & 0 miFhic it 229, ZoksHlnf
VEGF flliz &tz gL T, mifchTit s pic@m@l%Er
T —4#, Crow-BEHHEMRIETIE, 063k & 184 omk
BEETTERIENTFE T 2 LA REE A THRY, IO
MEEERYEOFEAD 1 o2& LT, VEGF BMEAKIZ
fER L T tissue factor #RH 2 #2{EAMNH DY, 2O
tissue factor i £ D @EFERSEEL S, EETHERE
PR L, & 52 F O T/ M & VEGF S8 &
eI BERCHE->TWwWaEFHFLISNBY,

Il, Crow-FRERBEOBRKERE VEGF

1. Polyneuropathy

WLINOME T b polyneuropathy B £FliC & &4,
EHOPETH S (Table 1), EFFATIC 12 sensori-motor
type ThH 38, RICTERUE» SM4% 5 ETEOED
ETHEBUT, O LELIEIBTFELZS, IO
polyneuropathy IZHEEIEEOKN T, ®MEEED
iy L D R CREMEEC L TS0, L bEg
OFe 2 ZHFIL T2 OMEHE', MEERIZ I,
e tn a0 2Bl - MWEESA o h, &
HTREEEENFHTHS Z L TH L0, =
@ polyneuropathy I VEGF # XD & 5 2B L Tw»
ERERTHOENE W, LTS5 2#FFH 2
s Twnd,

1) VEGF IS &2 M mHEEEPID R

Crow-BEMIERIFORMAEETE, MERRT - 8
WHHNOEESRASNE.VEGF 2ERAF £ @ 50,000
EOoMESAETTEFEALRS D, PR D in vitro
DEFALT, TOEBEELBESEI T LPRESNT
Wi, v P LEFEMEC IR vivoTVIEF ¥+
VEGF-165 %, 10° pg/ml @ #EE T 20 ul % intraneural
injection 75 &, HHEHHTEE2ENLA-LODIC
H#L T, VEGF-165 #EH L &4 FHETIIHL MR
HEEAMRT B & CHEABEANCERSRES sh?, &
7z Kanda % {&, in wvitro @ blood-nerve barrier

(BNB) model T VEGF #%#i /7% BNB @ &:#{% tHElE

BRAIN and NERVE 60#%6% 2008 £6 A

- 626 -




614

MEET LI L28EL, Crow- FEBERTFOAMMEE
WETHONAWENTMIZ VEGF #5425 Z £
HW{RBEATWVS,

2) VEGF IC&2mERERFOBRES

Matrix metalloprotease (MMP) i1 Guillain-Barré fiE
{E % experimental allergic neuritis (EAN) QO#HHIC
e T L, #1E, % ic BNB O##E & Rficps+ 2
T EdHIeNT VS, S i Crow-FEEERETLM
o MMP @5, #OEMRTHS TIMPI X b i
ERCHMLTCwAZ EEBHS ML, ESIR
VEGF fE4£MIS (glioblastoma multiforme) % BififE,
# VEGF IfifE % 2724 X — F~ v A 2fEM L, FHEHE
2B T LWEEENICBE L2, L L#E VEGF M
A—F=2ATH, bTFrHERERMASRE0DAH
TH & b FHMERTIEL N T, ZOZE
EREHEREOREECKE, L IRLFENSLETHDS
», #7132 VEGF B factor BB Z L %2FRLT
Vi, A—Fvv ARTCRTHEBESRELTWER
THY, ZOIErSKHMEREORER 3T MR
HEMNBEETHLEE bR ENTWL S,

3) VEGF [C&2®mEESE

Saida 5% (&, MEARKMEREC > 2BFLHE
LTwast, ZOREL LT Crow-EMEREICEWT
i3, HELVMHEREREIFET S LHMEKRLTY
A, Scarlato &% 2 [l # T VEGF @ #] Il & eryth-
ropoietin (EPO) O{ET#FE® 7 11 §1D Crow-HMifE
BEBET, TOXRWEETIE VEGF 2% S iz
non-myelin-forming Schwann cell (23 < #EHL, —7,
VEGF receptor 2 it down-regulation S Twv 5 Z &
BEE L. RS T I3 MM RO PME,
EEMOIEEYS 0, BWFHMETIRAERREOMNME
tight junction OBEKBA SR TVEY, ZOFRRENS,
FHEEAORUNNE E#E - 12 VEGF OA%EEHB
5LTwa,

2. 98

PO EE, Mk MRz Y280 eSEEMH
(anasarca) IRZAMFEICHESH THEET, HENTH S,
VEGF 12 %#] vascular permeability factor £ PEif#L7:
ZEkped, EHOFBEELTILRESICERETE
Lo KB T L 24603, TW)7 5 %M (systemic
leak syndrome like) #* VEGF OB EFfTLTA 50
ZIENB|ESATWAEY, S5 THOMERESL 2
W MEFME ¢ BAT, naked DNA ¥ T—
% D VEGF gene transfer IZ & 2T £ C

5, —EECTHRERSBUOEME & - L2 b8 E
&h, B TO VEGF LB S ZEME S+ LE2RLT
VB, REERES S B L dexamethasone THIfH
#1328, Z it glucocorticoid receptor %L 7z VEGF
ORBMFIC LI LNBEINTE O, ALRFET
Crow-EMERBRETIR, A7 04 FO®SIZLD
VEGF RET+3EHA 6N 3,

3. EmER

Crow-FEMEBREOREM T EMER E LT, B,
TURGA(ER - S F— AROER A QR /N IE M
MbH 5, HEEMNICIE, glomeruloid hemangioma,
cherry-type hemangiome, lobular capillary heman-
gioma, tufted nagioma-like lesion & L TH#&E S hTw
%%34_ Glomeruloid hemangioma I OB T34 <,
angiogenic ZRIMICH T 2 RIGEONEOMMIZ L 5
LHzohTwd, 8RO C E4H 65N 7% angiogenic
I FEN RO VEGF I, E0FRBAEZ23, 4312
OEBLMETHIMECML TR, VEGF #A-L 7
angiogenesis N EBEOHEEF IV Fu—LTE I LB
HoshicoTED, Ml THE I A TOEL
ERERAYIC (M EHMME OB AN ZEHHD,
VEGF #METF¥ 2 L s 8+ 5,

4, fEERAEA

Crow-HE#ERE T IXATALA, BRE, AT YoM
B DB HIG A5, Bl TOREEN L IEm LIk
HicA s, FRREOMEAT R T2 sinusoid DIEKIEH S
HS, FFRRE  FR RN e B AEIE 2 5 k13, FRRAER#E
Ti& ChE {Effi, (E7 V7 £ ¥ ffiE 7z ¥ FFSHET £ IREL
HENTHE, BECHL OB R RS
Tz, BRCHEL T, FFIFE» ol EER
ik AFEENREL TSN TWS, Crow-FRBIERE
D WHZE DO FRIL, membranoproliferative glomer-
ulonephlitis (MPGN)-like changes & W1 2 # 2R
ETHD, FORDPIEATF7ARMEREL AR
5%, WREEZB L2 Crow-HFEEERELE BV,
Nakamoto 5 I3 VEGF £ il i L 7- 26 1 th 24 B
(92.3%) T VEGF @ LR %82, fRlEIC &5 3 5 AIREHE
MW EWML TV 3, Zh s ORENE & VEGF 05l
EOWTOEEBIELAEZVIEY, EHELRRDLED
THEEETo .
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T [® VEGF MEV 2] # VEGF 8
< % VEGF @A (pg/ml) 3,356 0
MRS EA () 3.55 0

ik (ml) 4.2 1.1

FFEE (g) 2.55 1.88

BERE (g 0.32 0.14

BER (2 0.43 0.36

. MR (g) 0.16 0.17

VEGF E4£E ~ neuroblastoma #4880 | L8 (o) 0.18 0.16

Fig.2 BVEGF MEX— FT7ATOSE L REMX

# 9684

IMl. VEGF & % glioblastoma Z8B#EL T
{ERL =8 VEGF MEX—KTYD X

WH S VEGF EEXMGME=BET s LIcED, B
VEGF MiE* &+ I —Fev 7 A :EBL, O
R % Crow-FEMIERBEOSMATR - KT 2L T,
VEGF OJEE~OME 2 Mifd L7z, VEGF #EE4L T 5 &
I glioblastoma multiforme #f4iL 72 2 — Fv27 A %
(3) EBBPPRARA L VRS LT Es, FOM
BEZI—Fv7 AR LM VEGF 2 IE T3 L &
biz, IMTREBROMERFEZFRL L, TORE,
HWB=8HL - X—F>y AlBHE 2 VAELIVED
thsd, IABPAIZIELAENFELE L. MR 2
~3 & AoMicfilE L - ik VEGF # B i 3,000~
30,000 pm/ml (HIMe~ 7 X Tit 3,550, 3,063, 4,462)

L FEHITEML TV de, BT VEGF $ifk % Al v 7o West-

ern blot 2T, F—F =% 2M#h® VEGF isoform

BRAIN and NERVE 60 %6 %

# 1366
Fig.3 E®SLUMN VEGF MER— F77 AOFE#@AR (HEX400)

i, B L -ENEET S 60, B LU Crow-EME
B TO LD LEEL VEGF165 I TH D, Crow-¥E
WERBEOMMET NV ELD S5 LHA 6N, Z—F
AT, WHERMEEEIINEED 2~ 6 fficMmL,
* oS IZ T OFEMAEE T H - fo. WKERNE R IAT
W (oEEED 1.3~1.56%), MM (F1.9~2.718), ®
B (1.1~1.31%) icasnih, ZOMOMETIIHS
BT mol: (Fig 2), MEFR (HE ) T3, B
R, MR, WRICLITOL S S RRENSED Sh
=28,

1) FEmRERR

PIERAYMEAS, sinusoid O AL L3R & ARG RIFFHRAT O
#7V (periosis hepatis). 27V V¥ »FOZA(L, HrHifEEa#
OE#RASNLV (Figd),

?) BRABERR

PIERGOREK, MEREQFBLIA, Y o BaDEED,
i 41 5 1M 4= 35 47 5 megakaryocyte DA & 5 hu iz
(Fig.4).

2008 £ 6 H

- 628 -




616

% 8684

5 ¢
% 1368

Fig. 4 EXSLUSVEGF MER— F7 7 AORMEMAR (HEX400)

£ 9684

Table 3 WREAMROLLE

nude mouse  patients

W AR EOMEA H0 0

FEEEMMELA FEg {1313

MO L s D

mesangium area (OILK « BE  ~4EA E )

EHMMmEAED TM

Hefatd it - by
i) BEFAR

FEREOHEHLMA, capillary (5712 fBkikA) 0L
K & sinusoid 8 = I B 73 B2 4 B2 @ 3%, mesangium

matrix QMM H -7 (Fig. 5.

: = 1333
Fig.5 EX$LUMEVEGF MER— Fv7 AOWEMARL (HEx400)

4) ZOMEOmEE

i, L PR, /0B, B, RMAEEC@HorLR
WIS S hir o iz, BRBA¥D Crow- R HIHRE
EOFBEHRRTIX, i BE BRczoBEREL
LOO, EROKRBEEHB shiz, FICERSME
L7 VEGF [EEX — F= 7 AORMEIR, Zh&T
Nakamoto & #38i L TVa7: CSF OWRE L BRIL T
Va7 (Table3), &%, BBHRZEORMIZ VEGF 2L
OL3cMBELTWEONE, L)ESROHKRETHH
T LB E S,
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V. ZOMOER - R

4T i 12 Crow-ZRBE R IC 8 LTRSS <,
PORETHS, NBRE CIZERBRERY (8%,
AR, EAED L Wi BETE), WEERY, 8
EHRREETHE (20N dd, ZONFBEROE
BBl hbh-oTESLTY, VEGF EoBM Y
THTHE,

AEEER, FHETEERCHL TRECASNS,
£/, & &IiZ choroidal neovascularization 28& 50 3
ZELME SN TV, BRFEORBE TIRARES
@ VEGF #E#% <, = 07 5 MO M B £ (R
Sh, FERESRE, #T T2 86T wS, &
ERBCBSTIMEREICL VEGFMEL TWwa 2
Eata®rons, —4, LEEM L VEGF & OME
X85 & T e v, H S OKE T i §iifh © VEGF 2
MERLTEL Y, &7 MAERBM i maEReEmr
HELTA) TSR L DEETHY, RERETR
FHLA5NRBIENG)T—OARIZE S LY
2w, MRG0 LRBIZIZSFICRNLTED,
BE6 L, HHMEROREERBMLTW2EH2 50
‘E'o

M B MEE 2 Crow-EMEBREOL S 1 DOEEL
BEMRTHLY, RE~OHBEOMSIIVEFHLL
ThAwv, TN E T Crow-FEMEREFOMES 2 /EN
CHEHL TOURMBEREIE.Z > Ty, MESL
VEGF bRILEHEATELShs L H2 s, =
DOFERETRFIARMIL TEEENR TS, 25
APBSCT & 2 To oEM Oz}, MEGOMEE
b ICERER B £ Ui VEGF A5 %88 Ic s+
HFHBHESNOTWLEY,

B, MEEES T b OB TIIMELE, 2 - fif
DREPLHE, KEOMESEE STV, 2004
FEOLERETL, LOESHHED 28% 12, BMESH
FEN1T% RO SN TS, LFEHEOP T, B
VEGF & @ Blih3 < Mg & h 3 fifi 6 MUEAE 1 17% k2
ASN T3S, Lesprit 5 (1 20 Fdh 5 FI T MELE
A5, Crow-HEMERBOFEERD 1 2Ic#F Ty
5, COMMMEFEOREE LT, #5Ii21L-18, IL-6,
TNF-a 2 ¥D% 4 a4 2T TH2H, HESD
BRI %77 L 72 fEMI T2 IL-18, IL-6, TNF-a 5FH#
TVEGF O# 0¥ L i xrL, H#¥ick 5 VEGF
DOIEMEL &b EMimiEfEsSS®EL TH0, VEGF &
S MEEAE D FBIE & OB A RHe L Tw 39, ki
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FOMESHETHS Z £ £4ER/L 72D b Lesprit 54
T, TOHOTHEE, HnERE, MERELEOHRE
BHERLTVLE, FESOLEFAETL, ROESHE
D 86% IIREHEETH 3,

V. Crow-RHERBOERE VEGF

ERRAREoRETHNE, Uid D KBS
#MTUM™ L, VEGF LIER{ET 2, FRMHEOES,
A704 FORST—RBHYERXROYE L VEGF 0E
THash3, A, GROMMIZIMELSS VEGF #E
EFIANLEHERT, MRREREELTALT 7
FroFvF=Yor (MP) #gEdERAVsHh, TO
BUHofAMELBESATWEY, Ll MP#EIC
5 il VEGF O i3 —#it T, RERoWuE L T+
HTHEL, TN IBEHNRO - » RO L
ML %2 Ly kv .Ml BCO APBSCT %
AL MARO{LERED, Crow-FHEEREICEY
THHZ LHRL EWESNT V%44, Kuwabara
548 |3, REMWET- LESF TR, B M VEGF (i
DETLE b CHEEROFALUBLEHTRE, ¥
REF <& C kix APBSCT 4T, ChxToO MP #i
TR IZZ L b o o R R R SR - a2l
BT LTHD, MESLEETTEMEHEB L
Blht, RERECLD 1 EHEVTEREAVEDLH
FATHERE L o R EBEL TWL3, 202 ki,
Crow-#RMIEREF 2 35 17 2 K MEREO LT D ORS
AR THD, Thicik VEGF 2 { 5L Twas
EETRLTVWAEICEb D, $8E, 7HERCH
RETLLEFASRES WS, TOBRLEROBRIC
FIU->TMH VEGFEBE LR T2 Z A&
ZoTED, ChoomrMoEMo LWiEFic ks L
HFrLohiY,

— 4, M VEGF fE § ® & % thalidomide*” %
lenalidomide*® i\ TH -1z L S EHRREYH 5,
#il VEGF € / 7 u—F L4i{E T H 5 bevacizumab 2
WTik, BUTH- LI ELEHELIBECH
P TVE9, ThigAF oA FEERCERE T
Btk cahid, 4922 VEGF ##l2 v vud b
hv, Ll APBSCT Ol & 7 & 72w i @
EPEMEFETRVEGF 27— v rEL, cE5%
STEOERIRELCERTEREF I NS,




618

EHDOIIC

i, BN TTFETREFZLNT A/ Crow-5#
FEREEOFEL VEGF 2, LT 28ohici-
TED22HLH, VELERRERETELIETICNR
Fo Tk, LisL, APBSCT & ¥ OERT & Mk
OWRICL D, Crow FMEREEY b 12 PBEOEN, i
HOEBTLEL{ XZ2HLEVESIICEDbRS,
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A Case of Varicella Myvelitis for Nursing Care Worker

Mariko Takei-Suzuki', Yuichi Havashi', Akio Kimura",
Mamoru Nagasawa?, Akihiro Koumura®, Takeo Sakurai'’,
Yuji Tanaka", Isao Hozumi", Takashi Inuzuka"

Abstract

Varicella myelitis is very rarely observed in healthy adult. We report the case of 25-year-old nursing
care worker who suffered from chickenpox for the first time. Approximately 2 weeks prior to the develop-
ment of the symptoms, she cared for an old man who suffered from herpes zoster. She was admitted to
our hospital, and she complained of weakness and paresthesia in the lower limbs. Subsequently, she
experienced vesicorectal disorders: this was followed 5 days later by the appearance of a rash. Spinal
T;-weighted MR images showed a high-intensity lesion in the spinal cord at the level of Th9/10, and both
IgM-type anti-VZV antibodies and VZV-DNA were present in her cerebrospinal fluid. Treatment compris-
ing a combination of acyclovir at 1,500 mg/day for 14 days and y-globulin with high titer of lgG-type
anti-VZV antibodies at 5 g/day for 5 days result in remarkable improvement. She was able to walk again.
The high-intensity lesion in the spinal Ti:-weighted MR images disappeared. Urinary dysfunction
disappeared completely after 5 months. Care persons without anti-1gG antibodies against VZV are al a

high risk of contracting varicella infection. Guidelines for infection control in home care, as well as

hospitals, are necessary for caregivers,

(Received: February 3, 2007, Accepted: September 18, 2007)

Key words : varicella-zoster virus, varicella, myelitis, spinal MRI, nursing care worker
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Sagittal

Axial

Th 8/10

Fig.1 Spinal MRI
Spinal T,-weighted MR images (axial slice: TR 3,600; TE 94, sagittal slice: TR 3.000; TE
102) show high-intensity lesion in the spinal cord at the level of Th 9/10.
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Fig.2 Clinical course

Neurological complications began 5 days after following the appearance of rash.

IVIG:intravenous immunoglobulin

RFP- LBETA2EBE IR, BEBRFIZOL
THPRPUBL, TRESCRELMEAERS UL
2UTFOLUHEA EEEL 7, BEEM®IINE THE
LicbDo, HREEIIEEL, RAME-TWEDT
BRI s — v F—FLEERL, KEOKLL D
D, EECERL:, TO8E, BTV NEYVTF—¥3
YEF, BUBBIZR, FT0EAVWRIERTIREE
ol BAFEBCE, FFrorEnIMERLAN
2rI-OTHEELRBERLY:. RiELS 1 2B
KEFET 05 THRTaEL 2o, BHNEIZD
WwTit, L2UTOLTRENFEL T OO0, BE
o1 A ARICIE, LURESERL, KEICERIIC
BRT2&3ichkh, #ESHASKTIE, FROFES R
ERRLEEED LULEEBTOA L E-> . —H,
HRMEC 2L TRZOHLEEL, EBNECHERE
fToTwiet, BRiELSSHABRCRERLE(Fig 2).

. = =

A VZV OFIERC & - TES 3 BRET, #R
#igEiz, VZV OEEREc I 0EI a0, AL VIV
CHESML-EHATIES S Y, RERFORSA,STTE

BRAIN and NERVE 60% 18 2008%1H

[Abbreviation] ACV: acyclovir,

OWREFRE R L Ty Y, POk oAEFxOH
SRTAT/AREIO THDH, BRMAE A L
REAFERLEERTOREVPHRE IR THEY,

EHTIE, MR ASHNEICKEEZRIEE -2
VZVEFBRERRL TwatwbhTBD, RAT
VZV IR+ 5 2 E3WTH o . L LI, e
BEOT{LZ E» s, SREIC VZV CERT 2 8EH
Pl THEN, RALTZ> TYIRRET 20 REE1R
£0, KEOS%ELHDIETICR 1Y,

AR PR AT S MR, 0.01~1.5%" £
bnTiEn, ERO/NRAHOBESHEOREDIZ L
AEIREEE, MNEEAETHE. LFHEENTDHY,
MEEREGHLENRKRED 42% ERMESZATY
3V, & -FERERE L BREEROBRICOWLTHE,
Rk LSRN oL, Rk, kI,
SEW»SERMICEZ D, PHHBEROMETH-> T
LERICL D RERMIcESAS ALY, 1, ARAI
Ha, RARITCREEZHERELET S L vbhTY
29 b OO, FAKEDFBESIHE ORI HHIR OM
Bz OV TIZ8 65 Tid %24, 1935 £, Underwood® i,
32 MictE, MRBNED 2 AORAKEFHREREL,
BRACLEZD S ZEGMEL L THELTWS, MRI &2




82

Table 1 Varicella myelitis in healthy adult
Author(year) Age/Sex Symptoms/MRI findings _:]"herapw?rugnosis

Rosenfeld, et al (1993)” 18/F muscle weakness of lower limbs ACV, mPSL
sensory disturbance(Th3-) /improvement
urinary disturbance after 14 days
/C4-5, Th2-8 multiple long lesions

Gilden, et al (1994)* 23'M muscle weakness of lower limbs ACV, DXA
sensory diturbance(Th10-) /improvement
urinary disturbance after 7 days
/no obvious findings of MRI

Yang, et al (1994)" 22/M muscle weakness of lower limbs not written
sensory diturbance(C5-) /improvement
urinary disturbance slowly(months)
/MRI findings were not written

Celik, et al (2001)® 30/M muscle weakness of lower limbs ACV was not used
sensory disturbance(L1-) /improvement
urinary disturbance after 1 month
/no obvious findings of MRI

Our case 25/F muscle weakness of lower limbs ACV, IVIG
sensory disturbance(L2-) /improvement

vesicorectal disturbance
/Th9-10 high intensity lesion

after 5 months

Varicella myelitis is very rarely observed in healthy adult: 4 cases have been reported previously.
Earlier patients received combination therapy of acyclovir and intravenous steroid showed improved.
[Abbreviation] ACV: acyclovir, mPSL: methylprednisolone, DXA: dexamethasone, IVIG:intravenous

immunoglobulin.

WULRE, 18 LA L e o pR A FAE L 7ok H &
i3, BELEBTEVCBWT, ShETI4FoHg -
L, TXTARUTOLENEFENTH S
(Table 1), KEFHMAEDOTFEIZOVLTIE, DRFAIEFL
ICERED T A FME (MBS LT 31w
2, AFTHERBRE ORI 1 2 H, HHREWOEE
s A A%®EL, B0 Lo,

REHB L - MEERRE £ TOMMIIZ, #EY ok
i, BEE 10 HURCHBER ERIET L 2 L2 %0
EHEESRTSY, RAITLRE S AR ERSR
fEL Twifkz,

EZBOAMmIcE T, #HAES ) Bl oms,
RETEELRGEIES RO o8 -, FHRAS0L
BIER—BTIANES O L, REFHLTIILE
HoRSETH D, FHOMELL & i %57 {FBFRL2
ikt s,

WL, TyzoErema, y-Zo7) SEE, B
BWEHSLVEORENEUTH S, APITEALL y-
a7 EROFEY) 7o N i, KB 5
#ffivmMRTHED, T 7otV ERFIEHRELL
EINENHRATHE, Lrl, FAESDHIRAK
HEHESH Y (Table1) #WELTAS E, fEK,

MERIZIFZEICTH2 600, AFuA4 FE2EEL2S
AR T, @S 1~ 28k R ™ 846
il FHTR, TY¥20ERBLT y- 707 ) 208
Sz & niBER OB cEESA SNz, AT O
1 FOERERSDERY, 200 5 2R HE
EL120BEEE> TOATHEEREETE R L,
bivbiid, RAREEA 4 F 74 cfln, -
STl h, H4 K34 v 3FEREATHEIEEAS
CEEMELTED, GEESR - MHOBB T, R
MERMELI R TRV, LSBT0k S BERH
BUEZsZWES, NMEF~OBHECET 2980
BRLOSSCT 7 F Bl CRENRSEETH S,

1) FrEfe B Ic RE L oG RD 1 flEREL
Y

2) TEEER - NEORBICHEVTY, 77F 0K
iz EORGAH, rEFHOBPE BT 2 MOH
HPWETHS,

BRAIN and NERVE 60# 1% 2008%18

- 636 -



ae
EROBMARIC S L TIRRO NS E LR
SESHEHBRREE ARt 7 —F EEREE I R#H
LET, 27, ETER-TERBICS0BRROBR:
FikoezLToBEL2BD 2 LAHEER BEEE—%%
RERELET,

XRToHEER, B0 HEEAABEZSEB LSS (2007
F£2HI10H, M) THREL.

3)

4)

b
HEFRELEE: AN - BRRMEE Y A L 2, B4 & R 25: 128-134,
1993
Atkinson W, Hamborsky J, Mcintyre L, Wolfe S:
Varicella. Epidemiology and Prevention of Vaccine-

Preventable Diseases. 9th ed, Public Health Founda-

tion, Washington DC, 2006, ppl171-175

#AEZ, HAEH, SlEL AEOBESHEII DV
T, fhEEESR 11: 887896, 1967

B OmE S F BT EmiEN, ERIER, fil:

w

9

10

11

—

AfEhg . NP 13: 693-699, 1981
IR -S4 L AR, HEAE 66
422-430, 2007

Underwood EA: The neurological complication of
varicella. Brit ] Child Dis 32: 83-107, 177-196, 1935
Rosenfeld J, Taylor CL, Atlas SW: Myelitis following
chickenpox: a case report. Neurology 43: 1834-1836,
1993

Gilden DH, Beinlich BR, Rubinstein EM, Stommel E,
Swenson R, et al: Varicella-zoster virus myelitis: an
expanding spectrum. Neurology 44: 1818-1823, 1994
Yang CH, Yiang TG, Peng MY, Hsu GJ: Neurological
complication of Varicella: A report of two cases. Chin
Med ] (Taipei) 53: 253-256, 1994

Celik Y, Tabak F, Mert A, Celik AD, Aktuglu Y:
Transverse myelitis caused by Varicella. Clin Neurol
Neurosurg 103: 260-261, 2001

Echevarria JM, Casas I, Martinez-Martin P: Infection
of the nervous system caused by varicella-zoster virus:
a review. Intervirology 40: 72-84, 1997

SHEEEEY S — LI OVNTORASE

JCLSHEFRE L - #MEWIC 12, HEAAEN Y — LB EhTVET,
AAFEFHHEEE - A 7 A (JCLS) AERICHFE L2 MEH DI B,

DAKy P2 (EACHEOHREFUEANAOS EPRNIZHE L TICLSA I h e /T T 585

FIHRSY) oOUEY

QFRFIZLAB=F~0fifix By & LIoflEY
@JCLSE MMM A &# L T AHEERE (FFa Ay b7 74 ¥ —=DS) M+ 2MEW

ZoWTiE, YUMEDHEERECESVAEROFEREY THL LLENTLILD, TiER
A0 [HHHUEW > — V2200651518 £ Y MED MWL E T,
hd, HANAEHYE L2-GEEN (HHoRA RN T HETHNEL.
HHATHER) 7OHEWIZE - VEHOLEISH) TLA

HREAED -V TOSMUEDbER,

(%) BERFHEEEE S 27 L(JCLS) $TEMVELETFET,
fERE 03-3817-5670, Fax 03-3815-8199. E-mail | info@jcls.cojp

BAREFHBEEES X7 L

= AE (EWME17mm)

BRAIN and NERVE 60% 1% 2008561 H




| L
M - P 2 I VBB ERAEBYESZH 2 REL X ¢ 7~
glioblastoma @ 1

ARHE #H"
e

HEEHE— R
P ORZY

AR g
NYF

BE SOMOBEHENET . RRMACRENMBOREIH AEHBALA. NRIHDEBOAITNLEI L
BRRSFIE (4 GIUR Hith) HBEM 1gGe2, MM IgMe2 TAE TS V), BERER L2 HE TORRERF S A 5h
h, B8 MR T2 T.AMER & FLAIR TREBEASH S AEXNAARICHr T TEESELEL, ARTEES
HTi, TO—BFraBAMR TERS 22 L, Gd-DTPA TH{HBIhIWT 2L LDA. RE4HEBRICIES
FORERESHAL, mWigte2 FELELZ -/ MR TRARESHATRLVEN) LT LHEREEL,

BA4EHICT glicblastoma EBE 2 h ik,
(EGR##E, 48 : 497—500, 2008)

Keywords : HL7 L ¥ 3 - MSFMAEMNE, glioblastoma, LA, MRI

LB

MTNF I MERWE (GuR) O—BITH 2 o2 ZHEICH
¥ &Hufkit Rasmussen i #8, BURE HF L ~25HES
048GR B S SO M, SRR o S h, Fh ool
RECHCREZHNRFCHS LTV LEXZLATY
3" L L—FT, KikEEMohi-AREHORE L
H3Y,

G0, WICEREA U GR FEREL ) DBREED
G fedth e A, MRI _Eid glioblastoma OB@F R B L.
FEEMIZRAEBOBII-WhoEMTER L -OTHE
5.

@

BHE 538 Bt WER

W BRHE MiAFLISE TS,

PLEEDE : WicWm L.

BlGine - I ME, WeEPIC—BRICOdbR e ko
oo BIAHEA, AERICRIEFIITICELE{ L), A
R, FAFROMMBEA LA B46MA, KShizmy
A4 10 SR DMMEEL., WTFAHALA. B53HE, [(u
EPCHAMEANIZ) - L )V BFPHALL. Che0R
e ORBIE Lo HEIZTEB I o7 MRI TRE LK

flish, BRHEIZYEHIARLL.

AR GHEARE : #& 1664cm, KK 633ky. Rl
365C, ME 115/62mmHg, W 58/4, T OMEMEEY
MREL{OHBREFILL.

RENRE : ARBO—ELPRECIIREIEL L, Dt
N TL-2 ZREE KT AR - AR - e b
ANRAGHE -4 FAFO-EB% 1 VA0 IgM, G itk
FEVOThLHELERA AL DL o7, $03HA O
WET MR 15 mun' (") > 253K 100%), F|E 3Tmg/dl. &
60mg/dl (FFE L8 93mg/dl) TH - F=. SRR~ N ~<R,
v hAALARAGH, EBY { LA DNA-PCR IZBE TH-7s.
it % ¥ voltage-gated potassium channel #fitk & B¢ T 5 -
7o BUGIuRSUMEZ MM L Ak & A 80 W 1gGe2, MLl IgMe2
PRETH o7 (Table 1),

FBRMEOFABCT TRERFRIA LD ED 7 8
73 MEOMEE MRI TI2 T, MNE MR E FLAIR TREEXI
POMARAMARICFT TEESLEL, IESAEAR
Tit, TO—REBRMETRES T2 L, GADTPA Tik<
WRINIZHELT AL (Fig 1A~D). RBEXIZEX
L. [EREAHESIEMR SRl Ty

W > > F TIE 0 FURE AP S R 881 R o0 i S 160
EALOY, FOMAERLFLRA LD Eh o Rk, W
BB CT RMNEZL, BTV LAY FLIHOBER
E—HLTRREAL DL RBRA LD o

S8 EIHALREICREEALST, BOMHAIE

"HERMEMBEED £ -y —RERR (THEI-103 MEAER —3—1)

"B MERRDETASA - REESE - F—BH
"MEARAERESEZFRENEARF 5
(S8 : 20073 A 308)

- 638 -



48 © 498 EMGEMET 48%7% (2008° 7)

Table 1 Serial studies of anti-glutamate receptor antibody

Serum Cerebruspinal fluid
IgGe2 Ighe2 IgGa2 IgMaz 1gGe2 Ighle2 1gG&2 1gMa2

2005/10 + - - -
2005/10 - + . -
2005711 - + - = + = = =

Fig. 1 MRI study 3 months after the first attack
Axial MRI of the brain d rated a high i ity area on FLAIR (A. B) images (L5T: TR 6.000

msec, TE 120 msec: VISART EX. Toshiba Medical, Tokyo) in the medial regions of the bilateral tem-
poral lobes and splenium. Diffusion weighted (C) (b = 1,000) image revealed a high intensity area in
the deep white matter beside the left posterior horn. A Tl-weighted image with Gd-DTPA enhance-
ment (D) (TR 500 mser, TE 15 msec) revealed multifocal enhanced lesions (arrows) and the ret-

rosplenial sulci obliterated by the enlarged splenium.
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Abstract
A case of glioblastoma misdiagnoscd initially duc to positive finding of anti-glutamate receptor antibody

Taku Rokutanda. M.D.", Yuichiro Inatomi. M.D.", Toshiro Yonehara, M.D.",
Yukitoshi Takahashi, M.D.?, Teruyuki Hirano, M.D.” and Makoto Uchino, MD.*
YDepartment of Neurology, Stroke Center, Saiscikai Kumamoto Iospital
?Department of Pediatrics, National Epilepsy Center, Institutc of Epilepsy and Neurological Disorders
*Department of Neurology. Graduate School of Medical Sciences, Kumamoto University

A 53-year-old man was admitted to our hospital after suffering four attacks with loss of consciousness and/or
topographic agnosia. Three months after the first attack, the cerebrospinal fluid analysis showed no abnormal
findings. IgG-autoantibodies and IgM-autoantibodies against glutamate receptor €2 (GluRe2) were detected in
rerebrospinal fluid and serum respectively. At that time, we diagnosed him as having limhic encephalopathy.
Brain MRI revealed a high intensity lesion on T2-weighted and FLLATR images in the medial regions of the hilat-
eral temporal lobes and splenium. A diffusion-weighted image revealed high intensity lesions which were also
weakly cnhanced by Gd-DTPA in the deep white matter beside the posterior horns. The patient then developed
numbness in the right hand. The cercbralspinal fluid analysis, four months after the onsct of the discase, exhibited
slight pleocytosis and elevated protein. IgG-autoantibodies against GluRe2 were detected in the serum. The le-
sions beside the posterior horns were ring-ike enhanced more strongly. Brain biopsy led to a diagnosis of glioblas-
Lotna. We suggesl Lhal palients with auloanlibodies against GluRe2 should be carelully diagnosed with limbic en-
cephalopathy associated with autoimmune mechanising even if radiological findings are Lypical of the disease,

(Clin Neurol, 48: 497—500, 2008)
Key words: Anti-glutamate receptor antibody, glioblastoma, limbic encephalopathy, MRI
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Creutzfeldt-Jakob % & B OB R FE 2 1 L 72,
Basedow ¥ % {4 - 7= AMEE D 1 #l

WO R OB moh A N K K
AR B R OB OB B ok EH M R R R

Case Report of a Patient with Hashimoto’s Encephalopathy Associated with
Basedow’s Disease Mimicking Creutzfeldt-Jakob Disease

Takeo Sakurai', Yuji Tanaka', Akihiro Koumura’, Yuichi Havashi",
Akio Kimura", Isao Hozumi", Makoto Yoneda®, Takashi Inuzuka®

Abstract
A 79.year-old female was admitted to our hospital because of unconsciousness and convulsion following
mental deterioration. On admission, she exhibited myoclonic movement of the rigth side of the face and
right fingers in addition to rigospasticity and tremors in the right arm and leg. Laboratory tests revealed
hyperthyroidism with an increased anti-TSH-R antibody titer. In addition, an echogram indicated exces-
sive blood flow at the thyroid; hence, the patient was diagnosed with Basedow's disease. Interestingly, the
tests also revealed increased titer of anti-TPO antibody, anti-Tg antibody, and anti-NH: terminal of
a-enolase (NAE) antibody; in addition, an EEG showed abnormal findings potentially indicating periodic
synchronous discharge. Brain MRI showed cerebral atrophy, and brain "™ Tec-ECD-SPECT images demon-
strated an overall decrease in the accumulation of *™Tc in the cerebrum. The abovementioned findings
are common to patients with Creutzfeldt-Jakob disease (CID). We initiated treatment for hyperthyroidism
with thiamazole and lugol, but this did not regain consciousness. Because she had anti-thyroid antibody
was observed, we considered a differential diagnosis of Hashimoto's encephalopathy and, in fact, methyl-

prednisolone pulse therapy alleviated her symptoms and normalized the EEG findings.

The condition in this case clinically mimicked CJD; therefore, the differentiated diagnosis is important

because Hashimoto's encephalopathy is treatable disease.
(Received: June 1, 2007, Accepted: December 14, 2007)

Key words . Hashimoto's encephalopathy, Basedow's disease, Creutzfeldt-Jakob disease, anti a-enolase antibodies

& i 5 Creutzfeldt-Jakob # (CJD) LRI # B+ 2 Z &

FU&IC BH 5. MEARETIZ, CJD LRED AF o4 Filfiiz
EDEHTHL0, TOBNIERCERTH S, i

MEARGSE |3 FPARBR B CHifk & BEFREER AT 5, B i, WARME TIRIFTIN KR e-enolase (NAE) #ifk

URIEEOREL B L 50T 5, WRER, =4 20— HHECEMETHE I Lhs, TOBRHICERALERES
ARAZESELMEERLRL, FICRE T periodic hTnia,
synchronous discharge (PSD) BEOEFREHE AL = FMMARE G ERER L L T—RICBEBLHES

) BRAFALREY AFHRHRERN RS MENE - ZE22% [T501-1194 €RATF 1-1] Department of Neurology and
Geriatrics, Division of Neuroscience, Research Field of Medical Sciences, Gifu University Graduate School of Medicine, 1-1
Yanagido, Gifu 501-1194, Japan

2) MIHAFEFIB M Second Department of Internal Medicine, Faculty of Medical Sciences, University of Fukui
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Fig. 1

The electroencephalogram (EEG)

LT — e W

on admission at monopolar record-
ing showed paroxysmal abnormal

~—~1——J—~ L*L—*L—*L—_L—DL—L—-["—-L:I:L __150uv EEG like power spectral density

TWEESE 1sec (PSD) at monopolar recording.

#3, B¥IC Basedow &I HELH SV, bhvbhid
B pEAEMR & BY#E AT B0 CJD i Wl L, Basedow il %
- HARED 1 A2 ER L =0T, XEHE LM
AHET 5.

I, & ]|

<R > 768, Tt

* IF ERMNY, =50

BEGEEE 74 RRBFICRNAEEE (R ), ERMETAR
A, BCERTE D, EEEMAE, #MEREC CREEBEESD

BIRE Ficd~al ikl

RRE 74 W ICRAREASEE L, ET SRR
Ll iE R RETH - o TOHS S, FFFHARE
By, Bfdbhsknik YoRARESD - 08,
ERNACTAETEREBIREIL Tul,

76 MEED 4 AE» S L HBLIRLL, B2 D
REERo, THIMBES, TTBES2E, THBL
Livofe R EMBORMBEEIC -7, 5HALLM, 30
PHE YO8 EOEEEMAERR LR, ERICA
Bel 7z, Z0O®BLEMM® (GCS E1V2M4) IZEEL,
HEOEPREEED ), 6 H EHYEIcERL T,

ABRBRE 5S8& 147cm, #E 34 kg, K 37.2°C,
M 112/76 mmHg, WA 103/min, S Y >/ SEHMA,

FBRERER O Fef- MR 1T R e v o Tz, ERERZEMIZ R S,
B 5 e FURBRET A 12 o foo 0F, FPRFICR
#izd, MRIRTEIORTHo N, EEREZ{, TR
FMLED b,

HECEMETR T2, v <t GCS E1VEZM4 T,
PRSI L TEIC "ThAy LEERE T304 TH-
12 BERbEEESL T, WMALRAEERIKT, MHERHIZT
fll: BT H - I ERFAREERD 12, MR T,
R BRI L 2E L TROBHET2ES 1z, Wi
O rigidity, 5_ETH® rigospasticity, &b TFROHRME
BTHEER N T, @Rl - §FE0I 7 u—
R ARSTRTHE = B /-, NEOBEHIIEET, &
MR ED b1, BUR, BHHEIFHET, &
MRSy Lo o, BRMERTRE, Hobx
REEWOH oo, AEHERERE LT, snout reflex,
[ifll palmomental reflex £ 7z,

ARBRERAL BMB L U—RELCERET,
TSH 0.01 xIU/mL LUF (IE® 0.35~4.94 xIU/mL) £
€ F L, freeT3 5.93pg/mL (iE % 1.71~3.71pg/
mL), freeT4 2.16ng/dL(IE% 0.70~1.48 ng/dL) L
FRL, SPRIREETE 2B, #1 TPO #if 155 U/
mL (IE% 0.3 U/mL EUF), $i Tg¥ifk13.9 U/dL (IE
% 0.3U/dL BI'F), #i TSH-R #ifk23.4% (IE# 15%
L) & EREED L, ik, fiogdEaciid()
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Fig. 2
T;-weighted image (TR 522ms, TE 11ms) showed cerebral atrophy, and T;-weighted image (TR 4,075
ms, TE 100 ms) showed high intensity at the periventricular lesion and basal ganglion. Diffusion-
weighted image (TR 2,675 ms, TE 66 ms) demonstrated no high-intensity lesion

Fig. 3
Brain "™ Tc-ECD-SPECT image on admission
demonstrated an overall decrease in the accu-
mulation of **™T¢ in the cerebrum.

v FETF, P DNA Uik, B Sm ik, 4L SS-A ik, SR AW (Fig. 2), DWI CHE
fii, HH-I’.{"Ilt-il. P-ANCA, C-ANCA) (&t

P R T RS EE

H0, MirHE

FTH-o T, Wixhot:, Evans index 2 0.3 TFT

Hifha e T, MRS 1 /mm?® (#ER), B H 24 me/dL, HolkM, < SHETREoOMMERES £h-70, B

B 58 me/dL L IERMEETH 0, fiwit TPO Hifkiz 0.3 fi** Te-ECD-SPECT (Fig. 3) Tli, KE{EHE, LEH
U/mL ELFT# R -—‘—Fi’v'fr"i‘ii. f?*#i?!ﬁw:- HiEEEh, SENZMBOET 2@,

MM OFWELmMMEEDH 1z, Th ARRiREA (Fig. 4) ABEHR, F{URREAE TER B 3

i+ Basedow D EMA 4 FZ 4 >~ T r'"'f,’r L, #7 ¥ —n (15 mg/day), NV=—/ (3mL/day)

-Fr5 L, freeT3 RIEFMREA L2 o8,
fro HHRBRICHT 2 HEVIASER S LG

L I'..'lm,‘ri.'\\\' W LN TALOTH- T,

Tld, BRI PSDEOREE%

P E

2otz (Fig. 1), BH

M MRI T, TWIT f;f][<-w'?‘f-f-l‘-!\1-,-'_' T, i3 P9 HELDATOA K2R
W Tl iz 52 5, SEEEEE, HEEEC®E (methylprednisolone 1g/day % 3days) &£, ##tEL LT
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Disturbance of consciousness

Involuntary movement

Rigospasticity L
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Steroid therapy

Methylprednisolone

pulse
thiamazole

lugol

m

1g/dayx3

Fig. 4 Clinical course
Al though we treated the patient with thiamazole and lugol, she didn't recover. She recovered rapidly after the initiation of
steroid therapy.

BO7v F=v% 60 mg/ B oMk, WELLZ, A7T0
A FikfBta 3 HE & D BRIV L OBEETED, A,
FEWMERICLHNTELLICAD, BREERBDLLE
T L7, 7, H.ETH®O rigospasticity 1
L, EAEAR - 6L THROTHMEERIIHEL. AT
O A Foov A, HRRIREIA OIS 2 E T 6
Efgot, AT oA Fikfthts 12 HEORE TIX 9 Hz
A0 o BEERBEICFED, PSDROAKBEIIZ o1
&L - (Fig. 5), #ic, ERATOBELAPIZ NAE
cht 2 HifESRE oy PECTHBELEREa LT
(Fig. 8), 23, 7V # » EABET T codonl29 Met/
Met, codon219 Glu/Glu DERERTH D, HiFkt 14-
-3 EAERETH .
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ETT 2B MERREET 5 EME%(73.2%) . M
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