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T REAREPIEL
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xxE7H WBE - RAR - BT - B | U GluRe 2 BLIE IgM, IgG | EEBTADPA

508%, B | - #IRE - BEE (+)
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FiREEREL /R L. AiAEER, # 34EMD
SRR, 155 (&), EREORIRS B L &
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(+), BEmMIARIEHR, ZEHE8bmg/dl. FEIZT]HE,
Ny FAOBEIEE, RABET, FBEHUROR
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JLiE, Babinski AT EIB 4 % 7R3, WAIS-R IQ
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WL, JIEEEIE % £ 5 HL NMDAR Hiik 5
I TEHo72D%, 6, 125 H DR E TERIYEILY
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Asaoka 5V NHALE 6 fE Bl # %, 26103

- 696 -

fE6 » B O ETIE, EERIE BRERKEEZE
LABEEES, $5VIEERBRT L XIVORBEIED
REsh, BL 46 26T, 6~122 AUA
WHERIER, 2HliiEEEE LRI TS,
4 OREB) 1 O NHALE TlE, 3fE6 » H~ 24
THIREEENE - Z189 L~V OREE, AR SERE -
AIEMEEET 2R TREEERI;ERE L, BEEE
EHRELRLSINTVE, EFEOI I HP TO
NHALE F#M° cid, 2HREERED 5 W
IR BISERF L SN 5%, FEHIETRBE RS, B
- HEE - LB - EBREEOKREEE OFR Tl
DOIE B IZHFLEEED60% &L SHEEICEE S
NTWLEFEBEN TS, NHALE O FEH 1
DIGE, NIVARARIEEEAE 6 Bl & O B TId A
PL-BESERERFELE L Tz, —F TR
ARKCEBEBEICERE S o Mg s k, BE - 5§
HEEIIA SR o729,

HEFI 3 D HL NMDAR JLER I B VT, 67
Ao 5 1E%ZI2BWT, WAIS-R TIQ40~73% 7R
L, B - SEd@sid Barzd, fEfl 1 &t
FREGIZEM L XV O SRR 21T, ShEMk, B
e EHEBEIN, 146 HREHESHEETTD
5. DREZFEZIE % £+ 9 L NMDAR Hu44k 5 14 Bk 7¢
DERRITETERE, Wrmil, ERUSHE, ThEEE
B, BEEERZ ST 5N, BB EET
LSRR EN TV S, BETOBE~DIE
IFVHIFFCE S LS. ER 2 TIE, SMEEEE
AYIZIEBRE L - IBEEE A — B8 - RikiERE %
L, fEF1 & [FEEE NHALE & 2%EI82H 2 .
6, 12% AT, AIREEESE - gmtrs, e
THIB LNV ORKT, EHRMEEERE, I4270-—x
A, /NREIR, THRORRE % & OBERESREE L &R
L, BEEORETCIIES 3 I2HEM L 24k s
LALEDSITOENS.

FEBIE A A%, ToMoRETERELR
WS, fREGE @ FEM 12 B v T, NHALE & 3t
NMDAR ¥R 7% & DR, SRS 2 EF O
BELZEBRBELTVWAREREDbNRS,

)

FEAN AW BB RINA DB X O EZES 3
SEB DR EE % FAvEE, S8, ADL % &R
WCEFE U7z, fES 11X BRB 0 NHALE, $E#1 3
13 EY T 8 BE S o )i & 7% T NMDAR %25, SEf1 2
IHHBYLER L Z X2 S5h-,

fEB) 1 O NHALE BT, E%2FEOEST
TR RS RERRE, ERETADPADR R LN, FEH
2T, 1B CTERTEREE L ICERNEYL
~OVDIETT, BR¥R, I 427 0— XX, /PEGGEEIR,
THEREZ COBRRERBELZRL, EF 3 0OH



ER #w, B FH, HAF B, /N E, RE BN,
NMDAR PiiER Bl B wCid, 1 £ TR

ST E T eRAREDRT, ShIRfE, B
P, TROREZ: CORBERETELLZ. v
DPOERIBESEAET 575, TREAEDMFTIIIRE
BBO—BIZb %59 .

H OB

AREFFEIE, EEFBHFETRE (BRI -
FED 7V 2 VERZEAE CRIEREOMRH - F
BAESWT - (G BRERESLICBE§ 5 BRARAFZE, H20-C
ZAH-—f%-021) DHBIE S TITbhE L7z

X ®

Asaoka K, Shoji H, Nishizaka S, Ayabe M, Abe T,
Ohori N, Ichiyama T: Non-herpetic acute limbic en-
cephalitis. Intern Med 43: 42-48, 2004

Ichiyama T, Shoji H, Takahashi Y, Matsushige T, Kaji-
moto M, Inuzuka T, Furukawa S. Cerebrospinal fluid
levels of cytokines in non-herpetic acute limbic en-
cephalitis. Cytokine 44: 149-153, 2008

FEEIEAN R AW BMELFR R T O AHRED
FEE—-F0 1. WEPIR 591 1-56, 2003

1E B CREMIERI A —TREI RO ER.
Clin Neurosci 26 . 497-570, 2008

FeBHh—, Rk, UL, LHESN, SEEF
MRI Tl % 38 o 72 FE AL R AP BGR K 5 D
16, #EENFE 68 379-382, 2008

WAL, BgEE, HEREE. BOiANENS
SNBSS (AMED-ARLE). Neuroin-
fection 10 : 44-46, 2005.

BEEM, EART, ABRRE | SMIBRI
BBV I U RBEFRETREDHRE. Clin
Neurosci 26 : 508-511, 2008

Mochizuki Y, Mizutani T, Isozaki E, Ohtake T, Taka-
hashi Y: Acute limbic encephalitis: a new entity? Neu-
rosci Lett 394: 5-8, 2006

Dalmau J, Turzen E, Wu HY, Masjuan J, Voloschin A,
Baehring JM, Shimazaki H, Koide R, King D, Mason
W, Sansing LH, Dichter MA, Rosenfeld MR, Lynch
DR: Paraneoplastic anti-N-methyl-D-asparate receptor
encephalitis associated with ovarian teratoma. Ann
Neurol. 61: 25-36, 2007

SRR B | PU NMDAR HUA B T 38 #5998
HE, Clin Neurosci 26 : 516-522, 2008

B | BRI T B BMEIEAN VR A PR
¥5. PEMEHS 48 ;0 827-836, 2004.

21, AR P VGKC HE L FEA IR A
BB RN Y. BEFoHhwdh 2230281, 2007
JE 574 OFFEYE HP T NHALE T4 H A ¥ —
2, 2009

Whitley RJ, Alford CA, Hirsch MS, Schooley RT,
Luby JP, Aoki FY, Hanley D, Nahmias AJ, Soong SJ.
Vidarabine versus acyclovir therapy in herpes simplex
encephalitis. New Engl J Med 314: 144-149, 1986

1)

2)

3)

4)

5)

6)

7)

8)

9)

10)
11)
12)
13)

14)

158) RIS | AL ARE L F 0 E .

FEEEME, HM Ae%, LEO K, &8 2

KHERE
p32-34, 2009

16) HE®, ®REIE—, HSE, EEESR, FHER

- 697 -

M BV OBRERE. MEAE 69 !
478-482, 2008



FEA N A BRI O B AE DIRES

A Study of Sequelae in Non-Herpetic Acute Limbic Encephalitis

Hiroshi SHOJI", Kaori HAZAMA?®, Ryou TANAKA?, Fumihiko KOIKE”, Keisuke NAKAHARA?,
Hidetsuna UTSUNOMIYA®, Emi TABATA®, Makoto ERIGUCHI®, and Yukitoshi TAKAHASHI”

Summary

In Japan, the prevalence of non-herpetic acute limbic encephalitis (NHALE), characterized by a lack of evidence
of the HSV genome or ELISA antibody, has shown an upward trend. Intelligence and memory impairment, personal-
ity change, and disuse syndromes have often remained. In this study, the sequelae in three patients with NHALE and
related encephalitis are analyzed. Neuropsychological tests such as the Wechsler adult intelligence scale-revised
(WAIS-R), Wechsler memory scale-revised (WMS-R), and functional independence measure (FIM) were conducted
to assess the sequelae 1 to 2 years after the onset in these three patients.

~Patient 1, who had been diagnosed with NHALE at the acute stage, showed prominent amnestic syndrome with
intact intelligence and immediate memory. Patient 2 with NHALE showed memory and intelligence impairment, in-
voluntary movement, and paresis in both legs as disuse syndrome. Patient 3, who was diagnosed with anti-N-methyl-
D-asparate receptor (NMDAR) -positive encephalitis, showed intelligence impairment, a childish attitude, and paresis
in both legs as disuse syndrome. MRI in Patients 1 and 2 showed localized abnormal signal lesions bilaterally in the
hippocampus and amygdala, whereas MRI in Patient 3 showed disseminated lesions in the whole brain.

In the one-to-two-year follow-up study, patient 1 with NHALE continued to exhibit moderate amnestic syn-
drome corresponding to bilateral localized hippocampus lesions. Patient 3 with NMDAR encephalitis associated with
ovarian teratoma showed general intelligence impairment, a childish attitude, and paresis in both legs as disuse syn-
drome reflecting diffuse encephalitis, and Patient 2 diagnosed with acute-stage NHALE presented sequelae rather
similar to those of Patient 3 with NMDAR encephalitis. Thus, our study implies that the analysis of sequelae can
help to clarify the pathophysiology of NHALE and related disorders.

Key words; non-herpetic acute limbic encephalitis, herpes simplex encephalitis, anti-glutamate receptor antibody,
anti-NMDAR antibody, sequelae
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REBIER S

HNNT XYV NIR%IZ A & I0E L F & Reversible Posterior
Leukoencephalopathy Syndrome % 2 U 7= 21 m A4

HHOEMET OBE T BR ®BF tE s Rk =W

BE EREESRESNEEED 21 BOBMTH B, HILNTEE L (CBZ) DRARBIAEICT AP HICEHA
FERLASF, aRCHESERL, BHETEREL £, B MR THEAOKEE, BRES JUHRECDE
BEMEES & EH, SIECE S %S reversible posterior leukoencephalopathy syndrome (RPLS) &80 /-
BEELRSLOZTFOA NESTERBETEHEL AP, BESNORISIER+TSTH Y, CBZ ARRFUEICTHIE
IFIEE{ELE. CBZBATENEE X -LAREEIENTHY, ChETIKRPLS 2B LAREFIE VY, I

ELROBEREFEHE L TCBZ BERTHIDENH .
(BEPR40EE, 49 : 191—193, 2009)

Key words : # W NT Y ¥, ElE, RPLS, 3= g

EUBHIC

# W3 ¥ Y ¥ (carbamazepine : CBZ) i3, TAPARZ
MBI LHERRTEHASNAMTAPAED 1 DT
Hb. FOEWERE L TOBMEOHEIE A7\, CBZ B
TaAWGME LR &7 L, ZO#H Reversible Posterior
Leukoencephalopathy Syndrome (RPLS) #BZ L7-t %%
ENBERERBLI-OTHRET 5.

E #

BE 21, B KE4L

FEF  REEHOREA.

BRI NEm S (RE14£E0).

R (HHAER L. MERESLL.

ATEEE  BEASGHE, MUELRL.

BHE 2L

IHRAE ¢ ERL 20 4E 3 BV & R, B OB EEED
BREFHBELAL. 20O ER LM CELRL o2,
DS 7T HBICHBHC AR L.

Wi - B8 163cm, E Slkg, MF 110/60mmHg, —#% &
BFBICBRE AL Do,

ST R BREE. A A WEE 2 ImERIC
trigger point B3 A 5EEARH b . BEGR, MR, B
5, BEMRRICEEHRARL.

MoRRTR ¢ M <, WBC 11,400/ul, IgE 2,057mg/dl

EEREREDLD, ME, —RAESE BER, RERT
TEFETHo7 HEMELEETH 7. AKRKOER
MRI CIEETREA LD P o7z,

ABREA SR ZINRREZHL, AKRWBE LD
CBZ 200mg/B 0¥ 5-%# Bk L, % 3% H I 400mg/H £ TH
B L7 CBZWRBASE, ZHHIEERLAFENLEE
ol —FT AGNEEREFASN, 5 HICE 170/
126mmHg I TEHAL, ZO#IEMEI VL ZiRESH
JEOER D7D DR UIRTEETIE, RRAHER OB TE(
AT RL+Y ¥ 1L18ng/ml. 7V FAF Y 628pg/ml, b=
ViEM 4.2ng/mi/h) DA EDHN. i a—, EECT
TREBICEEHRT AL DL o7z EIHAICHV 2T
AT ARIGAMET L7z, R 7 E= 7IZIEFHMBENT
HY, BEZLE SREBISAMERASRE,-72. CBZ
ORI 64ug/ml EEEIBRTH o . Bikid 6~THz
D OWEDBAN A LN, BEH EEZEELRL Wbk
BRI A A L D h ol B 9B H O MRI Tid, M
Bo®kEE FHEES L UWHEHEOEMERMEO—HIZ,
T & (T2WD), FLAIRB TEESTHREL AL O
(Fig. 1A). FEPALIIIEEHEFE (DWD TIEEES, ADC
HITER L (Fig 1B), # PV =9 Al a3EE0RE%L,
INSIEMERERELEEZ b1/

BIMESEHICERBEELR2 L, »2 MRITROEER
54 RPLS % 9 24%, BHIZ=d VI ¥ v 2mg/BE D &R
PS5 2 EBL, REBFCAF VL P2y » 1,000meg/H O
PNRUAREZSHEMERLL ELHBALV =NV E VP
57 ARTEY bmg/BOPRICEE L. E1I5HBICIEE

*Corresponding author: TEE KFRFERMABAE % (T371-8511

B ERFERFRREWERHE
(Zf+H 2008 £ 11 A 19 H)
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Fig. 1 MRI images 9th hospital day.
A: FLAIR image. (A; 15T TR/TE 9,000/129). Diffuse high signal intensity lesions were detected in
the bilateral fronto-parieto-occipital subcortical white matter.

B: ADC image demonstrated high intensity in the same area.

HITIFITERE L o720, BEOHREIA TS THo72. 2D
BEEE LTCBZOBHWER WL E X, #1157 HIZCBZ
MERESRIEL, S5IE16HFB LY 2 F Iy v 40mg/H
OWREBIEL-E 2AGRACMENEE{LL, FORKE
HORH % L CESME S %257, CBZ WIRFILHEDL =T H
BROBEIRIEA LN 2D o7

%26 % H OFEE MRI Cit, B9MBKCALN-THORE
FE FAEEBIUWBEEOREOHEKEA LD, MRA
T, BB L THO A IERERIAL O NPT

z

A% CBZ OHIRBIIAERIC, B8R ME L7 & BHREEH
A5, MRI ECHLEEOAERENA LD LN BERE
EORFEE LTI, MEOESE LA HITRFY 2 B4 MRI
MREBELTWAZ L, ILERBEEL &L THORENTE
EENTWSZ &h 6 RPLS LB L7290,

—7, AP CHERBEESLHBITROWHIC HT, ME
DAY - VZEB L AR BIUEOBEE R, AK
BICENENEFEREL. ZOBRE LT ERICLSD
OIL, AP T DI h2bod, ELAFALR
TVBRZEPHELIZLWERDNS, T4, ZREBIER
X7-TEBLALD LN o2, CBZ OEIERIZL 5
ME ERPE 2 bR

CBZ Bz X 2 MFE LR OHED, BEZZ2HFDH L. 1
BIE 20 S CHMEDOHEIEL L, EFIIN L TCBZ
5L ZAMELANALR, CBZ OS5 FIRICT
EMREEL LS. ZOBRXTEAMRFNVE Y (ADH) 5
WAL L7288, MEEFSE U-TiESER S TY
5Y. CBZIZADH ODWEHBT A2 EPMoNTEHY,
M SR EET 5 ADH OFFMRIC/ER L T8I
WEBIL, MELBEMEEIT LY FEFTRKFRS
&, R, 1% Na fiiiE 7% &0 ADH OS5 WGER 2 R ET 5

FiREAE DRIz 2HE 33 RBET, EEREIIH
LT CBZ %% 5 L7z ZAMEERMWA SN, O
DEESE, CBZRZBRINISELF U FHEZELT
BY, ZER) OBE, KEMBERHTOATIT I VER
DABFIHITAZ LICL o TMELRMPETLEEZ LN
T a7, BECHMPRORBMERADTEETLESALRAZ
b, REMERBTONTFIT I Y EHRD ARIH O
B AMELEREMEMNS NG, KRBT, AN TEY,
TLAOIVEVOMBENRZ Lo/ REE LT, CBZIZL 5
CYP3A4 FHHEMMICL Y, CaBMENTARLPIZRB N
LRAREERE L S NY.

RPLS B&EMEZ TR {, HRENHIESR Eokks REH
PEEE RV BET LI EFMEN TV B, —FIZEHH
JFK & 7% %5 RPLS TRk #OSEICMENEZMRRREEOMSH
FEZHNTWAY, T T CBZ CIENEMLEEE B
ZLmETARE R Ehol. IO END, KT CBZ
WEAEHAMELRRICIY RPLS2EELAZDDLER
7-. CBZ BHlTEME» & LAREEThcdhh, e
TICRPLS # B2 L-#EHIId 2. CBZ OSBRI
ELASALNESH R, FTOBRRE LTEAELEET
LLENRDY, TREEEOBRRICEZOMEERICLERE
TLUERHLEEZ DN

KHRTOEEO—IZ, 5 186 | HAHEE &ML £ (2008
F£9H, WH) THERRL-

X ®
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Abstract
Reversible posterior leukoencephalopathy syndrome associated with carbamazepine-induced hypertension

Natsumi Furuta, M.D,, Yukio Fujita, M.D., Akiko Sekine, M.D,,
Masaki Ikeda, M.D. and Koichi Okamoto, M.D.
Department of Neurology, Gunma University Graduate School of Medicine

A 21-year-old man developed idiopathic trigeminal neuralgia, and was admitted to our hospital. Although neu-
ralgia was promptly resolved after oral carbamazepine (CBZ) administration, he developed arterial hypertension
(from 110/60 mmHg to 170/126 mmHg) followed by consciousness disturbance several days after the initiation of
carbamazepine. MRI T2-weighted, FLAIR and ADC images demonstrated transient hyperintense lesions of the
bilateral fronto-parieto-occipital subcortical white matter. These lesions showed isointensity on diffusion-weighted
images. Since these alterations suggested the presence of vasogenic edema induced by hypertension, we diag-
nosed him as having reversible posterior leukoencephalopathy syndrome (RPLS) induced by hypertension. Persis-
tent hypertension despite the administration of various anti-hypertension drugs finally improved after oral CBZ
therapy was discontinued. Therefore, we considered that hypertension was induced by oral CBZ therapy. This is
a rare case in which high blood pressure was caused by CBZ. There is no previous report of RPLS induced by
CBZ administration. Further investigation to determine whether CBZ is capable of causing arterial hypertension
is warranted.

(Clin Neurol, 49: 191—193, 2009)
Key words: carbamazepine, hypertension, reversible posterior leukoencephalopathy syndrome (RPLS), idiopathic

trigeminal neuralgia
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FEGIFRS

AT EIEEIEIC & & R WEIRFEIE L 72 reversible posterior
leukoencephalopathy syndrome @ 1 {5

S EV.N

2% BE &Rk

NE+  OKEF #El FEA =Wl

Be ERILAOROEAETHS. FEGEICESEMICHL T, GnRH 73O J PR S hi-. EO&EdGT, ¥
WEHSENEE L AERIGELVES KL, BEEHE L Lo B MR THEAIOBEEPHEEREICFNMEE R
T ERIEE & & 8, reversible posterior leukoencephalopathy syndrome £82BiL 7. GnRH 7FO 7L %
MSINEIREES, &> SOBKEHICL 288 ME LR PMENRE, 4 U CROTE BRSO LIREEHA /-
Z&, HAVMAEKBEANEEEAN A EFEARORERFELERLS. GnRH 7O 2ERATBOBETE, B

BEVARGED IR PERPRBLEEISNL.
(BEPR#4R, 49 @ 566—570, 2009)

Key words : reversible posterior leukoencephalopathy syndrome, FEMHME, SXZHAMD. GnRH7 + 02, ZBIHKL

=401

Reversible posterior leukoencephalopathy syndrome
(RPLS) B &AM EINE, S AWmMms WiE, ERPEE
RRENMHA B L ERICLIIRETLIRETH
A0 SELNOLNIETFEMEICL 2 Bl HEIIWEL
722 Btk BEOMEERPICHEHEMY LEEICRPLS 2 5%
RELZEMZEE LA ARLEMONUBEPICREEL L
RPLS D% i, ik 2 AMBETHELTWAY ™, KT
BREMONER2 AL TLIORELLD, BkoFEL
B RIBENPEZLN, LHHEELLH(DTHET .

Efl

BE 40 i

S

BEARRE - R E L L.

NEHE © LV ORRFIER L.

HIANRE @ 2004 4 \EECTFEMHIEII X 2 i (Hb 52g/dD)
ISR RN 2ATE LTz, 2007 £ 9 B LA, BETERE
EFC BB AR & £, ARMEREL 292 % 10'/ul, Hb 35g/
dl. Ht169%. MCV57.9fl, MCH 119pg, Ii¥#k 19ug/d!I(EE
HfH 86~151), RIS AR 418ug/dl GEH 1 120~300),
7=V F v 268ug/ml (E¥1H 33~1054) L FEWHERREN
FMOBRREHED, BIH AR L. B MR CFEARE
BEHGBANICEX TOmm ZOERT L FEHREIALDLN

72, WHLY 3EM $HMoOBRAES BB Rbh/: Hb
EIZEEICERL, 18 BEIZIEHLI3g/dl Loz FERH
BREH T CORMERBMNICGIRE 7H 07 (B 2 —
Julyy, 188mg/H) ©F 1 EiESHHEsN, 98 TH
(B L7 BEEBOMEL 106/74mmHg, 10 B 0% 2
112/74mmHg TH -7z, 11 A TH, HOEERRIZRRBTE
FHEIIWLTANY FAEY-TREL:. ZOBRE7TL—
IERBEAFZBREIC, ZohihdS5HEERIIH TIRAEED,
SEFTIRBEL-FF OB LVCERFIEHRLEE LA
OBESPTCHEBEEEL, HrRATHI R kol
b, WAETYEKENREZH LA (BEHME 124768
mmHg). FIFEFZL VEBERE 2 ) RPIEIAR L.

ABEEEBISE © fKiR 37.0C, MF 128/80mmHg, IRIH 76/ %" -
¥ OMESCEERL. BEh L. BEY CEHERE L.

HERENTR  EEEMMAEA L 2HE OBRKEBIZ
JCS 12, fs#E, AR, BRERICHLPZBERRIZL,
BEOHESTEMA T A LD, P EEL L. B
IZIEHE ¢, W Babinski KB AHHETH - 72,

WA R o RILEREL 546 x 10/, Hb 14.7g/dl, Ht47.9%.
BE - SREBIIEE 7yES T, ELVEVE, B0 ERIEA
Hrode, EREFOBRICHT LR, $E 250
mmH0, HEEEW, Mlg$ 1/n, &H 29mg/dl, $ 66mg/dl,
Cl127mEq/I, ¥ - ST OZEY 4 VW APEKRMEOFE L
LR Aotz BRI AS5IEES. BEE MR CIEAR
OBRFEERE»OFETHHEEHAEEREHEI T WA
BTHE~KES, THMAmE (Fig 1A, 1B), FLAIRETH
BEBIUTHAEE CROEZWEERTIHENALD

*Corresponding author: BB R FEFEHAERE 2 RF IR AEMNRS (T371-8511 BB BEEEHEIE 3—39—15)

BEREMENE
(%f+H : 20084 11 A 10 H)
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Fig. 1 Brain magnetic resonance images after the onset.
On the day of admission (A, B), axial T2-weighted images (TR 4,400/ TE 79.5) demonstrate hyperin-
tensity in the occipital lobe white matter bilaterally with some involvement of the overlying cortex

(arrows) and in the bilateral parietal white matter. An axial fluid-attenuated inversion recovery

weighted image (C, TR 9,202/TE 107) shows that minimum sulcal hyperintensity is present in the bi-
lateral anterior lobe, suggesting subarachnoid hemorrhage (arrowheads). On the 7th day (D), the
hyperintense areas on an axial T2-weighted image (TR 4400/ TE 79.5) in the parietal white matter ex-

panded and extended to the anterior lobe white matter bilaterally. Fifteen months after the onset, ax-
ial Tl-weighted images (E, F: TR 480/TE 11) show hyperintense lesions in the bilateral occipital lobe

subcortical area and right parietal white matter.

Hh7e. PLEo#ZEl: ADC map THES, ECRFE &G TS
BEFEL MERERELEZ Shiz WM OREE -
BATEEHE I TSRS, FLAIR &, HGaHmiE cHs
PLREBTERE RV, FFY 2 ATHB SN B ERSA
Lo bz, FLAIR ECI3MmMRIEE (Fig 1C) A HHEE
BEURECRoRROBESIVERIATHLED LN,
SAH (subarachnoid hemorrhage) &# x Hit/z. BE - SE
MR angiography, 3#MR venography, 3D angiography
TRFBFRACERE LR LREE o7z TMBIAm MG
BB IRk R L.

FRRAT B OB : RPLS O 8 E i s, e
IR D 5 725, A7 84 FRAVRFEAF LTV F
—varlgx3 Al LBy Y VBIRNESEBI %o
72T P TA, T b Y, 72NV E Y —

- 703 -

VEGER L, B RICEEBI S U, BRI 3w R ce
FBLS 6 W H ORI EHECHRENERLE AEER
ERET I2WBICCEL, REORMETEED SHINRAL
TOWEAEEFEEL I0Hz SO ol o/ 13FALY
(BAFHFHTHLOBRARZD. ] LOFRIIE LD, 38
5 H DS g L. 54 575 B o Bk id, diffuse o pattern O
f2RTUSHNIERE E 2o/ STHBCFEGEE RO
D YBRRARHCIER L2

WHEHT RO®EE 7 7% H OEE MRI TR A OHBEE, |
EHEO T SESHRENILK L (Fig. 1D). @7 FDG-
PET & MR spectroscopy & B ko M BEIERB S i
oz RO T EFE G RN L - A BE o
PICEES, T MAEE CRES 2R T/MREIE I FTTA
EOLN, COBMTHOSAHOAHIEZLNZ 21 KA
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SHED MRI CHE Ml o> #4503 & BRSO T. &8 5L i
U724, MR EH, S HE T HEOHEE GHIERED
BUC TR, FLAIRBCHROVWEESERIRENAL
B oMz, TRHEGR TES R o7z, ZOREIR
FEREDNG 16 A ARDEHMRITb A LD b1/ (Fig 1E,
1F).

z B

RPUITE, 8 RS HERY L) RPLS 1M
PR 2 R, WEmEREZEES L ECa ity
A7

RPLS OE{ER RALBEE 5SS S 3B UMNICHET 5.
LA LRFITIIZESS 157 AFBLTH TIEBETHRER
BREL MME I & R2MALEZ SN ERAICL LR
VIHEEO T\ EESHE IR EHEROBIRBEE R S5
LECTHONTEB Y, HEOBRF & L LM o B
L BHIBHOREER ~rsurr—YORBBETY —
I IANOES, 7 x )T OKRE, B EoESIl L
DETZEEZLNTVAY. ZoORTYra7 7 — VDR
R7N =T VHNOEEOBEEIIOVTIE, BEDN LR
HBLTOIAPITETREERKCEZEZLNLY. $47x
JF v o&EDL, B T A E R TRESFEvw E
IDEFEWTHA. D LLYARFT T HETRENREL
FE e LT, MMM omiEic e b - o iiEREH OER.
ERHMB LN E L S h

AFIIFAEEE L D EEERL ALY, EREEREC
Ao Ty B RE BT 5 2 &2 5. JEEGEHN M &
ELHEWAREATY TCTRAEESONBREELRRICS
, BEBEOAPTOUEREILET LRSS EIET
ol KEHEREE LTRMERERFELALDON,
B L LRI RoMne s EakoiErlE 2 61T
WA RBIOBEREERPRERICALDONT, KE - BE
WL LIIMERMREThH oA, THBICALDLNL
KMHERENENITEZEROFZELE L HNL.

FEHEORBDRICEELZRPLSHIEBAEIIL D
prow-i . N OWEHEEL R (BEL TS, TOREE
LT, A% H LRI X 2 MR E ORI X o TR
HAET, MU RIGIER L, 2 0REBICAMRBEMESID Y
13 B By A R M B P AR S R RE A U &
BEANTWAY, — AR TRAMIYLE L C2HAKELT
PORELEOT, 20L) R TRBEHEIEL V. AT
W FAEE AT SOBE RN & v ) B BRSBET L 20
T, FOBICAMGEMESE LA A BEETH L. BBHH
BEHOMEOEIMICOVTIE, EROMEREIE LKL
2L buns-OEEIBLTEREFL A L, WEMED
LI 2 S O TR BTE A . Collet'™ 5
HRBEMGIREDIEE CHLEHa vy 57 & v AL X VR
L, el D SEEEE L 2 AR BMBEORRIE LS
S ERFLE CORENS, AT LEEMEE LRI

BRERMEEY 49K 9% (2009: 9)

BeBMEEA U TMREIIERZ 5N 5. £/ RPLSIZHEY
? % BE L ¥ 11 5 reversible cerebral vasoconstriction syn-
drome (RCVS) W ¥ DN EEHE A A & D b7z RPLS
OPIZEHHEROWEAR®, ABFCHEIIBSEZ P LE
%Y KFETOMEBY L R RERGHIGE & 2RICE
BHEBEL Lo TRELENDLALNS, HHS™IL, 3
FNC XD FHR SN IVE IR ICHHER OV & 2% ABH
DIF X B MEWIRIIMD » - BFEZEEL T 5. RHT
& GnRH 7+ 1 7 HVEEHE S S hvTwizds, S OEMD
WHTERHZEH T 5. UEE D, KFITIZGaRHE 7 F 0 /il &
SUUEIHRIRGRIC, CEERERIC L > TA L2 T
LREPMEWRICE - THRIMKBBREEO LRBEBRR
72, HHCIMEINBEFT ASEdE L 772D RPLS # ®IEL 12 &
E 27 BREROEEGRAEETESEILE W, AFY =
AT ENAEENALNZ LD, MEREM O
PEEICEIT T A RM OB Th - TREEEZRIET 5.

AFTIE KRB ERB B O SAH (cortical SAH®, ¢SAH
EWET) DAL, BIIRESCIHE N 2 WEEM T D SAH
3B L, £SAHOHS% L fE 3 Tw 55, RPLS
THEUIESH 5%, Spitzer 5¥'13 cSAHIZ & #RET L. 3
PICEBEEE b7l b, BFFREME L7 fld
S5HWTHG L bruI -2 hhofal EEERREL TS,
AEICIREROY — 7 FTICHGEE L2290, BB
B 2 M (ICHDID o HEBHEHBOER LW/ S VD, i
OSAHTHWMLVIERIEEL A S E VRSB, F12RCVS IS
BUAEBEFOREE LT, RECEVEIRERNSBO M
ZMEREOELICL Y, WERBICGAT 5 HERZIERM
DI EZT B0 LEZ LN TV, DEX ) RFOH
LW oBE L LC, 480 SAH E28@HER R %
S L HLE OWIRSAEE S .

FEBEMTOLMEIRICKLT, GnRATFu 7 ii$H
ENA, REHEZHEATOBEIIBRELENE FHEDIE
BB E)IREL, RPLSORBEICEETRELER LN

HEE RO 184 B H AR E S EIL & (2008
E3IHLH, ER) TRELL

X
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Abstract

Acutely developed reversible posterior leukoencephalopathy syndrome following a prompt physical activity
to avoid a traffic accident: a case report

Shintaro Hayashi, M.D., Ph.D., Takemi Kurabayashi, M.D., Junko Gibo, M.D.,
Yuji Mizuno, M.D,, Ph.D. and Koichi Okamoto, M.D., Ph.D.
Department of Neurology, Gunma University Graduate School of Medicine

A 40-year-old woman was diagnosed with iron deficiency anemia (hemoglobin 35 g/dl) induced by uterine
myomas, and admitted to the Department of Gynecology of our hospital. During admission, she underwent the
daily intravenous administration of saccharated ferric oxide for 3 weeks, and monthly GnRH analogue administra-
tion was started. Her hemoglobin level acutely increased to 9.3 g/d! over the next 18 days with normal blood pres-
sure. Thirteen days after the 3rd administration of the GnRH analogue, she suddenly developed marked headache.
Just before the onset, she had been driving a car, and spun the steering wheel to avoid a traffic accident on a busy
street. This headache was so severe that she was brought to our hospital by ambulance. During transport to the
hospital, her blood pressure was normal. Soon after arriving, she developed generalized convulsions, followed by
status epilepticus. A brain MRI showed vasogenic edema in the posterior and parietal cortices including white
matter bilaterally, and minimum subarachnoid hemorrhage was indicated in the bilateral frontal lobe and right
temporal lobe. CSF analysis was unremarkable. Anticonvulsants, one course of steroid pulse therapy and glycerol
were started, and status epilepticus disappeared on the same day. Abnormal areas on MRI decreased gradually.
However, hyperintensity on T1- and FLAIR images remained in the right parietal lobe and bilateral occipital lobe
white matter at 15 months after the onset. Judging from the clinical and radiological findings, this patient was di-
agnosed as reversible posterior leukoencephalopathy syndrome (RPLS) accompanied with subarachnoid hemor-
rhage.

This case suggests that an unexpected prompt physical activity or astonishment would induce RPLS in a pa-
tient treated with GnRH analogue.

(Clin Neurol, 49: 566—570, 2009)
Key words: reversible posterior leukoencephalopathy syndrome, uterine myoma, iron deficiency anemia, gonadotropin-

releasing hormone analogue, traffic accident
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TR Y (neuromyelitis optica : NMO) {3,
RO THRFEENITILAE VWL EE
Z 5N TEH, NMODBIIEUE % {72 3 EH
OFI, KHEAREZEHTL2L0055
T EASEERESNTWAY, bivbiui, W7
77K ¥ A(AQPL) HURRGE T & o 7 B 4E5S
TailoT, HMERTHIEL, FEHMRITAR
HEBLUEPRABMMICL#HEHELEL
EFIEREBL-OTHET 5.

T Al

BE 33, =ik ERF.

xR RE, W, BREE

BEERE | ¢ NS RE R,

IRRE | IER <, NIRRT &,

HEE BREIET, BERRYv. BRED
Z\,

IRFRRE | 20074E12 22 HIZEE—T % . 2008
F1A5HII%E% GROBHDETEZEEL,
LITIRF CHBRBRAMRE R LB S, 1H8H
PO TATOA FI OV AFECIET Sz
C DR ETOESMRITIIBAL P LEE 2D %
Polz MEHRET, HEHUE, HSSAHKS

L UHISSBHAOB SIS I, SjogrenfEfE
BRE ) A EDNLY, BRBIVE
R THELPEBERERDO o7 #
EREEL, AR TEBBRESIh T

2008%E118 7 HEL S 53k, B, WEEL
EOFRERERSEE L. 2RI HHEER
ERbALNE LI IZholz, BHITIZHT
BRIGHEL LY, A60E MBI

D, MUVEZTFLOERAZHZ TS o TH
(&I Chor, IBHICERESSZSL, HH
BWEPA LN ORBEESEDLN:. FH,
BAEBHTURHC AR L.

AFRESIRIE | &F161cm, (FE52kg. MF107/
68mmHg. —REHHFTRICBEBE 2RO o7z,
BHBIUBEFEEETHY, IRERMRLLES
Bidho/:, MEFNIAE LT, EHICS,
HEEE & PRELERMERES L OE0E
HRL 2ROz, ELTRICARES X UERE
HEEEN A SN,

BEFRR | MERE T, HFEF8RE,
SS-AYiiE144F5, HISS-BHIF124.2f8, B & UL
AQPUIFEHTH 7278, MICEEETD4h -
7z, BEWCIIMIRIEZ (54/ml) & B E5 (154mg/

* A 33-year-old woman with anti-aquaporin 4 antibody showed abnormal extensive cerebral and brainstem lesions.

(Accepted April 20, 2009).

+* Natsumi FURUTA, M.D., Masaki IKEDA, M.D., Yukio FUJITA, M.D. & Koichi OKAMOTO, M.D.: B E kFE K%
FEES AT 7R AR B35 (371-8511 BB B aiiGIRAN T 3-39-22) ; Department of Neurology, Gunma
University Graduate School of Medicine, Maebashi, Gunma 371-8511, Japan.
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BHIT NS, KEFTIE, UFAMEOKRRA
HRER L HEPRKBEHICRE ROz, AQP4
ITHEAEE - FRICREICRET A, KD
FETHIEPHONTWAS, 205 HEK,
T & ENUREFE OB EOSHIZKRT ¥
FNTHLAQPAD B HBINLIZ—5 T 59, &K
FEFIOD &9 KM - R EDOATHEIE L2
Th, FHAQPATURIIMHIZ A HALEZ LR
5,

T e ¥

AR TIIEL, 0T 77X 4 (AQP4)
PR T L D L FRRE 20T, #1107
A #IZEEEMRIT KN s & OB IR 885
LB L33M 2 s L, KRB - Rigs
REDH % 2T HIEFTHHAQPAILE T HIE T
52 ET, BRFTEHOIER FIROUEIIRIL
OHEEHSDH 5.
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<Abstract>

A 33-year-old woman with anti-aquaporin 4
antibody showed abnormal extensive cerebral
and brainstem lesions.
by
Natsumi FURUTA, M.D., Masaki IKEDA, M.D.,
Yukio FUJITA, M.D. & Koichi OKAMOTO, M.D.
from
Department of Neurology, Gunma University
Graduate School of Medicine, Maebashi,
Gunma 371-8511, Japan.

A 33-year-old woman was admitted to our hospital be-
cause of fever, nuchal rigidity and consciousness dis-
turbance. Ten months before the onset, she had devel-
oped left optic neuritis. MRI showed extensive cerebral
and brainstem lesions in the fronto-parieto-occipital
white matter and right cerebral peduncle, but there
were no spinal cord lesions nor optic neuritis. Anti-
aquaporin 4 (AQP4) antibody was detected in the se-
rum during the acute phase. The patient improved with
steroid pulse therapy, immunoadsorption plasmapher-
esis, oral PSL therapy, and intravenous gamma globu-
lin therapy (IVIg), and she was particularly responsive
to IVIg.
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RO &SRS T NERE
RBP4 R—V ADHREDHS
HEAES"

[EE]

MEB L UGRESHICB T AHZHERICBYZERAE L HESEZHEL T 2 BN TERA O 5V
a4 F—3 2308 G176, #1360 22w T, HpWiEEIcfto THIHMEL . ZOfRR, [N/ def-
niteBE | B X U TEAERZWT /probable B | 13MEY Va4 F—3 2647 %, HHnvaAf F—¥ 2100 % T, fHITHEN,
MROBWIIEBETH o 72, WBHED L) ICHBZRATT & 2\ DR isolated neurosarcoidosis (3FEEZ I A
BT, LIZLIEBRASKhD, —F, &y ad F=Y APV af F— T AROMERE, 23R
BAA BT BRI Tl over-diagnosis & 2 3. ZORRD72DI2IE, FESWEEOHRETL VI, ARBCEDI W
BRHHNIAL F—=V AOEERDMEREOMY, HFLVBH~v—r—0BREHELERE HBZBWEORTE

PLETHS.

[(BH<8 2009; 29: 81-82]

F—T—R:imEF VAL F—V R, BNV aAL F—V A, Hhrikl

------------------------------------------------------------------------

FHUTHIE TP - KRR - BHOREDOD
Wrizid, v P ARBOBUERICIZ,
B-HosWEENHZY. SH, BRALL LIC2
DOFBHEREOHF AL L HERZHRE L.

R KLUGE

Wz, BEIEMICLB TR S RSB X
U vaf F=v 2 BEufldbat) 3068 (i
1781, #1380) T, b 2FFWMEZ AL TV
FiElk, MR, TREMERO RO BEODRE
b EICHTBNiEIC X ) FIRE L.

ERBIUER

MR HEbBOBEHERO [HBBHR]
F 7203 THRZWE LW s hi-afld, k-5
DLWiHHED [Definite# | B LU [Probable®] 12
—Z L7 LdL, Mgcik T2 L2HaEniz6
Bk, 44025 [Possible® | T, 2B [BMNEE] THo
7=.

SHBEF OB OHEE ® Table 1R T, MEHET
1, [HGZWF/DefiniteBE | (X 26 (118 %) &4BD
TAH7% L, TERRZH/Probable] X 9% (529 %)

-----------------------------------------------------------------------

THEHE HO [EEP/PossibleRt] 441 (235
%), T&2/BAEl2e (118 %) <, (&2l 3&
KD353 BITHBNT,

[HARZ Wi /Definite B | LBW I NP o2d D
12, MR TIRIEAIT, 9 H14Bl (933 %) ASERALE
AR AR AR ] BB CHLRET RAME O N WIESIT
Hol: (Table 2). REHORBELIERZ A D,
MBI PV APEMBED R L HIE, A
BRERLEHFRISEZRTHRERE, [B2/ BN
Lanzd, 7THEBCHMERTHBRPEON, &
# 91 isolated neurosarcoidosis & BRF S iz, F iz,
TERPR 2 W /possible®E ] oFIzik, €MV aA4
F—=Y AERET 7 FEELEHR L 2HNETN
W,

—%, IRETIE, [HEZW/ Definiteff] 1Z114)
(846 %) T, [HRER#Z Wi /Probable®¥ | 1% 2 1 (154 %)
THotz (Table 2). 1BIPHHEMKERF, 146
RIEERRNREFRROAT, FEEEEMEE LR ENSEE
#RE, HBZEEhdol. [BE] Ehbol.

W EET [HBRZ W /definiteB] LBHTE
h0iE, WHRRELLS %, HIRE846 % T, HiE
DOWEESHWIIEEETH 72 T hiz TERZH /Prob-

1) AP REEFHRENHFE=HE

EEERE BEAME ((FbE ELUVT)
T 879-5593 AHBEHHHIEERIEL s L 1-1
KOKFERBBEAPEE=RE
E-mail : kumagoro@med.oita-u.ac.jp
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FHNasl F—V A8 EZD o T

ableff] 289 5 L MR TIZ647 %, HTIT100 %
W RETH o 7. [HRIRZ W /probable®:] &%
MShZMREIPBICH 2D bAF a4 Pk
X, &4 857 %, 100 %i2EH LI, EHTHo7
1B, &FF VI F—Y AERENS 2 FHERS
B LBITH o7z WEROEDIS DB R
BWERHTHEEEDbN:.

PLEDOWERD S, K - KEEMRED X ) ICERDE
BEedER], E7o, HORTOHORERFTRLA SRR WES
BED, VbW LHBBH AR LV DRisolated
neurosarcoidosis Tid, MEZM I HETHSL. —
7, 2FEYVaL F—3 RS VaL R 2%
DRREAR, RHERASEHT 5 ES Tidover-
diagnosis& 72 5.

29 L7-FERORRO -0, HghEkkoly
LD, M ICRADbIMBERH IV aA F—3 2
DERBMEEDREY, FHLVBHI~—H—DOBRL
FEEZERECHBBIEORRILETH L. 5%
i, ZEAOHF VAL F— 2BV EORVBLET
H5.

Table 1. Diagnostic classification of 30 patients with

neurosarcoidosis or muscular sarcoidosis

Neurosarcoidosis  Muscular sarcoidosis

(n=17) (n=13)
Pathological confirmed o o
(definite) group 2 (118 %) 11 (846 %)
Clinical confirmed 9 (529 %) 2 (154 %)
(probable) group
Possible group 4 (235 %) 0
Exclusive group 2 (118 %)

Table 2. Reasons of exclusion from pathological con-
firmed (definite) group of neurosarcoidosis or

muscular sarcoidosis

Neurosarcoidosis  Muscular sarcoidosis
(n=15) (n=2)

No positive nervous
system or muscle 14 (933 %) 2 (100 %)
histology
Np positive other organ 6 (400 %) 0
histology
No positive clinical
ﬁndmgs \th'ICh suggest 3 (200 %) 0
sarcoidosis in two or
more organs
No two or more clinical
findings for systemic 3 (200 %) 0

sarcoidosis
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