= R

50 : 175

IR E R ICATE ST Brown-Séquard fEBEREZ 52 L 72 1 4]

apr R

il 5 A

(E20;: SR | I

BE EMNL 87T mEMTH 5. ARIRBEHBOTRAESBE 2 B RICATRBEAFHER U SHITRERICE > 2. A
TROMFRBIREZLR T6 LNIVUTORBERET2AEH N, REBREREE A O LD > . RO
HEEEALR, BWREMBOKE - FREBS VMV (VZV) fikfli LR & H EH 7. B MRIT EFHEK T
T2 LNVEBERRIERBICRESREEA LD VZVICLPEBREEZEZ 7 7AENLEXTOA NOGRRE
BB oW, HAOKERZL CEFL . FBIITELE Brown-Séquard FEMRE 2 2 U, REHEIRE
THH>ERRRIPEM SN ELS VZVICLZIMBERDPFERTH 5 FREMIEZL S /.

(BEpR##H#% 2010;50:175-177)

Key words : Brown-SéquardiE @&, wiikiiE, K - wlEE Y 4 VX, &R, HER

FUBHIC

Kig R RIEB I HFEHRICBW T GEBT2RETH
B, B de e Rl g, B EHR MR AEIHEEZE L2 L
BH 5. RSB O PR AR A PHE & L TR O
{, SHICHMRCLWIFMBEIEMEZICE D) MFED HS
NTwaY, ThSDORBTEKAE - WREBY AL 2R
(VZV) o3 = DNA 2B mEr Sk S 2 L 2%
WZ EMS, FFIRIEBRE & MRS VZV A EE AR IS
LRET D LEZ5NTWVEY. SlalbNb SRS oW
WIEB IR SE AR Brown-Séquard i BERE (—1H) o $EAR 1 i
LM OBEREEE) 2&72 00 102K L0 THE
T 5L E LI, ABIDORGESER Brown-Séquard FEERE D FEHE
BFIZOWTERT B,

E Bl

SEB 87 ik, Lotk

FiR AT IBCE B R

BEAEREE - Ei ) o= FO2DEETT L =Y 8 ¥ 5mg
&7V T3 Y 200mg DR ZF, B % & OREIRR SN
RIS CBRBNEBITEIR R E L T,

BUREE © PR 21 48 1 H AR ISR HIEE s B
X DIEMNT 7o Ehizgs (3000mg/H X7
H), 2 BHESIWCATERAD2MBL ZoB B34 THGED)
FRIED 7280, DIk X127 o 72, ARSI 1 E I iR
L722%, A TBEEBRE A S L 2 vz o g B 12
HIEIZ Y B ABE L 2o 7z,

IR R © KR 368°C, & E 155cm, A 34kg, IJE 110/
72mmHg, WBEGRATREE 7 <, BB A BRI IE A RIEE 1
U LT 723G T4, 5 SEBUC R IB ORIR &2 A L b7z, i
RSO AL CIL R I CHR A I e, iR I R
Ze L. BELR T MMT E B Cided &b 5. TR TidA
DM, KERIUEER, NA A MY ¥ 7AW 3, R OFIRE
M EBEER S 2 IR T LT w7z, BERTIZT6 LRIVET
WKBWTEMOBREIET 24 L o728, LHARBIE IS
EDICUBEEFRTNBROBELZR ST, TR
BEATVE S IEE B E D A L D h o 72, B AT T
JuiE L, 454 Babinski KGR TdH - 72, BEDEIE B =13 A
Loz

MR - — BRI IR BT 2T, PiBPRIR
40 15 b BRI R A CHUKIZBETH - /2. B T Is el
3KBEEW THIHE 19 cmH-0, g%k 109/ mm3 (HA%Ek 87%,
% A%ER 13%), &H 79mg/dl LMl BHO LR EZH L
W72 59mg/dl T T4 <, IgG index0.86 & BETH - 7-.
VZV Puffili (EIA #:) 1 IgM 0.80 (=), 1gG499 (+),
B IgM 1.02 (£), 1gG236 (+) EBMETH 7225, Kb
ABEBICIRIL 72k e 3 H W/ PCRIETIEVZV
DNA 3t TdH - 72, H# MRI Tid T2 LV HFREPNIC T,
BREIERIC T I RO R S OBEREERE R AL D7z, KFEW
TIHEIIRBA R 2 o 7258, FRSRREEESh, 7K
Vo M X AHERRIEA LD SN h o7 (Fig 1).

ABEtsiel  wrRiEs & MG, FowmEELFELL
NVOFMEERIE L7220 VIVIC L 2 M AL Z
Z, WA VAT V7 a Lotk s % BiE (1,500mg/
Hx14H). ¥F/22570f FELLTAFLVLTL F=Vyny
DV AFEE Qg/Hx3HED 20AL, TFH 29V Ui

*Corresponding author: i & FENE (T590-0024 S Mg AT 4 T 2—10)

RSN
(ZA+H 2009 4E 10 A 13 H)



50 : 176

FRER#EE 50% 3% (2010: 3)

A: Sagittal T2-weighted spinal MRI shows a high signal intensity at T2 level. TR: 3500ms, TE: 110ms.
B: Axial Te-weighted spinal MRI shows a high-intensity lesion in the right-side of spinal cord

except posterior funiculus. TR: 4,889 ms, TE: 100ms

C: Post-gadolinium Ti-weighted MRI shows no enhanced area. TR: 679msec, TE: 14ms.
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Valacyclovir 3.000mg ~ ACV
Therapy i ! 1500mg

mPSL 1,000mg/daymllgg’g<

Herpes zoster -
Reower b weakness (RGN

PSLE20mg.

CSF EBC (/mm3) 109 24 16
protein (mg/dl) 79 25 24
CSF VZV IgM 102 ()  054(-) 054(-)
IgG 236 (+) 77 (+) 48 (+)
Serum VZV IgM 0.80 (£) 0.56 (—)
1gG 499 (+) 349 (+)

Fig. 2 Clinical course.
ACV; acyclovir, mPSL; methylprednisolone, DEX; dex-
amethasone, PSL; prednisolone.
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A case of incomplete Brown-Séquard syndrome after thoracic herpes zoster infection

Megumi Bessho, M.D., Hideto Nakajima, M.D., Takumi Ito, M.D. and Haruko Kitaoka, M.D.
Department of Internal Medicine, Seikeikai Hospital

We report an 87-year-old woman who presented with incomplete Brown-Séquard syndrome after reactiva-
tion of varicella-zoster virus (VZV). Two days after herpes zoster in the right side of the chest, she developed
weakness of the right lower limb. Neurological examination revealed a spastic palsy in the right lower limb and
left side loss of pain and temperature sense to Te. However, vibration and position sense was not impaired in both
sides. Spinal T>weighted MR images showed a high-intensity lesion in the right side of the spinal cord except pos-
terior funiculus at the level of T2. Cerebrospinal fluid analysis showed 109 leukocytes/mm3, 79 mg/d! protein,
negative VZV PCR, elevated titer of anti-VZV IgM and IgG, and increase of IgG index. Although she was treated
with a combination of acyclovir and steroid pulse therapy, her weakness in the right lower limb was not improved.
In this case, since the posterior funiculus circulated from the posterior spinal artery was not involved, the incom-
plete Brown-Séquard syndrome may be caused by spinal cord infarction due to VZV vasculitis of the anterior spi-

nal artery.

(Clin Neurol 2010;50:175-177)
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