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VTN B (acute disseminated encepha-
lomyelitis : ADEM) (32120 - F 8o s ke R
W LT, BEUoOBE RIE2 & 72THETH 5.
ARB LT AV R EGAHE S ADEM F89E O i 1
S HH, FHSITEAIB W THRIIEZ - 72 &
B M YRR 2 O W6 12 ADEM & A fF L7z & 5
ONTAER B L 72O CTETOXMEZZE 2Nz T
g 502,

E Bl

KEB 39 %, B

TR SEEL, HHU.

BEAERE © HFECHEZ L.

RIEEE - 78 (B)).

FREEEAERE - B 1 FOBMEER L.

ARG IR BRMEE 5 AR/ H (19 4E 1), SN ¥ —
WV 350mL/H (19 4 )

BRI 0200446 H 22 HEWH X Y 22K 39C &
RECGUESHMILLA. FH, EERICTRE L2ZHS
NI B X O cefdinir  300mg/day Wk 5% 513 72
AERGEE T, W6 H 24 HicHbestkz 2 &
Golz. ZplE, WMUVBEIHZHFZ TWzds, Mgy
MIFTH, BERHAE CT WoE TS 2R RE T 20>
7oo LAL, 25 B YRS, TR AT B
L7720 OS T, W H BB ABE L.

ABEE:BIE © Japan Coma Scale (JCS) 3-R, .24
WkEED ), BE 1740cm, KE 65.0kg, RiE 39.1C,
ME 96/62mmHg, BRH190/% - 3, OF - MR R
Wil MBI EEIRED LN o7z Mk

SR RSG © (T812-8582) R i IX & 3—1—1
JUHRE IR ERS & 2 R R M i

FR194E 9 H20H

AT, IS DM % <, RIS T
B o7z, THHEE % 52, Kernig sign, Brudzinski sign
EDBHMETH Y, DUBERSERHIITE L Tk,

ABERER AT R AT 7 % Table 1W2/RY.

L ERE A O I MERE A& CRP i A2 1, M
WA E SO TR CTH o7z, Tz, ARBCHRICIMLRR
ZRM L, FHIC Streptococcus  pneumoniae A3 3¢ S
N7z MR AR AE Tl BEONEIERE 2320,
%t [ & T & Prothrombin Time (PT) 14.1sec, PT-
International Normalized Ratio 1.20, Activated Par-
tial Thromboplastin Time 30.2sec, Fibrinogen 408
mg/dL, Fibrinogen degradation products 225ug/
dL, D-dimer 30ug/dL, Antithrombin III 71% & 5%
WHETH-7. ARRHEROSERTRE Fig. 118, &
FHT A % Table 212777, f@/MRIZEG@EHTHG
WEEE 2 LTz BE 205cmH.0, #F 15.5¢mH.0,
MR 32/ul (CHRAEEREEARL), A 80lmg/dL & Hfl
THY, FHEOmg/dL LK<, BIKTT 7 2HBHER
RE AR S, BEOMR S, pneumoniae & PIWI L
7z. IgG index 071, IV U¥EFEMEDN 26ng/mL
LIEFEBETH Y, Y ITra—F Ny Rz T
Holz, WM XMHTIE MHFICERETREL, B
i CT TR LAY, S lIZRR0 S d o 72,

ABeteiEly © ABifhfEd % Fig 21319, ABER3L
FEB L OMAEFT R X 0 S. pneumoniaelZ X % WML HE 3
X OIS L 2 L, meropenem (MEPM) 2g/day,
vancomycine 5g/day, dexamethasone 32mg/day
ORI & 5 JUEHTE 2 MG L7z, ABRROIMES &
ORER A DR, S, pneumoniae D3FE S N72728,
B, BB TR ER L, ABE4 HH XY MEPM
75 cefotaxime 6g/day (CPIH A ZET L 72, PLRHHE
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Table 1 Laboratory findings on admission

Hematology Biochemistry
WBC 10,680 /uL TP
Neut 87.5% Alb
Lym 9.0 % Na
Mono 2.5% K
Eo 0% Ca
Ba 0% BUN
RBC 498 x 104 /uL Cr
Hb 14.7 g/dL UA
Ht 437 % TB
PLT 6.7 %104 /uL AST
ALT
Coagulation LDH
PT-T 14.1 ALP
PT-INR 1.20 yGTP
APTT 302 CHE
Fib 408 mg/dL TC
FDP 225 pg/mL TG
D-dimer 30 pg/mL Glu
AT-IT 71 %

Serology
6.1 g/dL CRP 10.5mg/dL
39g/dL Rubella IgM (-) 017
141 mEq/dL (EIA) IgG (+) 67
3.6 mEq/dL Mumps IgM (-) <08
8.7mg/dL (ETA) IgG (+) 43
13 mg/dL \WAY IgM (—) 008
0.78 mg/dL (EIA) IgG (+) 101
34 mg/dL HSV IgM <10
04 mg/dL (FA) 1gG <10
781U/L Entero71 6/25 16 x
881U/L (NT) 7/10 16 x
268 TU/L Mycoplasma Ab <40
208 U/L (PA)
123U/L B-D glucan 6.0 pg/mL
127U/L
152 mg/dL Blood culture
110mg/dL Streptococcus pneumoniae ( + )
119 mg/dL

Fig. 1 Gram staining for spinal fluid

Spinal fluid in which many Gram-positive diplococcus

have not undergone

granulocytes.

phagocytosis by

mature

Table 2 Spinal fluid data on admission

CSF pressure

Biochemistry

20.5 cmHz20 (lateral position) LDH 249U/L
TP 801 mg/dL
Appearance Glu 0Omg/dL

yellow, clear

Cells
WBC 32/uL
polynuclear cells 34.5 %
mononuclear cells 65.5 %

Bacterial culture
Smear Gram-positive diplococcus
Culture Streptococcus pneumoniae

5%, ABE14 H H (Z CRP M A%007mg/dL, # i
B X OIMLEE 2R T 2SBBEAL L CTw % D % HifERE
Bl L7z, AR>S OEREBEENEK & LT,
WA R B & OWRET A SR I KW b oo,
ANIVRZAERE D BETE Wz, aciclovir (750mg/
day, 7 HI) % MiEsE L 72, £ 72 AKE:, DIC score
6% pre DICOIRRETH V), gabexate mesilate
(2000mg/day, 5 H [#), human anti-thrombin III
(1500IU/day, 3 HR) 2k 20T o7-. Bk
T AP L AT 0 FOHGIZEY, ABRHEH
WATIRER L, THERAE T & T Y 3R s o S| % §R,
AB:4 HH® CRPAEIXET L, B & Miiss % cld
S. pneumoniaelZIHR LTz, LA L%256 ABE4 H
HXDERLANVOZWMRKT (ABER JCS 3R, A
Be3 HHJCS 1, AFc4 HH JCS 100-RI) 2SHIHL 7=

7o@, Wk & BEFR MRI % iifT L 7z, B3 MRI T,
TR 2P ERGRER FVELAC SR B 2 W I BEIR O T2 IE Kb
ZRACEICERD, WHERRARR TEE T TH L L
LB REERE SR TH 72 (Fig 3(A~D)).
T2, HORBROEERER L, BEKERET
LG RDBRD %A o7 (Fig. 4). Wik TIiE domi-
nant rhythm 23K L, ERICHF~ESIRBOAEL §
Wb K OB I B R 2RO TnDE 2 b,
BUR TR % & €0 TR L 70 5 BE N B RBAR T 2% B & 3
Wz BREES X OEEIR»S, AB4HH
\Z ADEM &% BV A7 10 A K79V AHE: (methyl-
prednisolone 1g/day, 3 H) ZHifTL7z. B|HIZIX
ik L~y ogEen (ABES5 HH JCS 20-R, ABE6
HHJCS 1-R) ##A®H7z. 25704 KoV ZAERT
%1%, prednisolon 60mg/day % WARBH#A L, 1 38 [
2 10mg/day T 5 FEE L o7, ABE19H
H OBEHE MRI E, W KBRS B SAFAE L T
Wi EE TR E ML TB Y (Fig 3(E~
H)), BETRDERILL Tz $72, BEeRTiCiX

EHEFMERE 8% W5 w
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Fig. 2 Clinical course and laboratory data of a patient with ADEM
VCM : Vancomycin DXM : Dexamethasone MPS : Methylprednisolone
PSL : Prednisolone MEPM : Meropenem CTX : Cefotaxime

PSL40mg/day | PSL30mgday | PSL20mgiday

2g/day

40

()

1 L 1 L

vCM

5 g/day

DXM MPS

32mg/day | PSL 60mg/day | PSL somg/aay
Aciclovir  750ml/day

MPEM CTX 6g/day

- body temperature
37F

1 L 1 L

Day 1 4 7 10 14 16 20 27 30
(04/6/25)
Blood
CRP
mgay 105 45 06 0.07 0.06
WBC
ur) 10680 11000 12000 11700 13000
Spinal fluid
CSF
S 205 16
O )
cansgury 32 (unknown) 71
TP(wdaL) 801 282 66
MBP(ng/mL) 2.6 (unknown) 32
Fig. 3

(A, B, E, F): T2-weighted magnetic resonance (MR) brain images.
(A, B): Before high-dose corticosteroids (day 4 after admission).

Multiple high-signal-intensity lesions deep in white cerebral matter (white arrows).

(E, F): After high-dose corticosteroids (day 19 after admission).

Multiple high-signal-intensity lesions ameliorated (white arrows).
(C, D, G, H): Diffusion-weighted MR brain images.
(C, D): Before high-dose corticosteroids (day 4 after admission).

Multiple high-signal-intensity lesions deep in white cerebral matter (white arrows).

(G, H): After high-dose corticosteroids (day 19 after admission).

Multiple high-signal-intensity lesions ameliorated (white arrows).

After high-dose corticosteroids (day 19)

Non-steroidal anti-inflammatory drugs OHEIR TiiE
T AR L T iz2s, IWREHERE X Otk
MICRELRL, E@FRBEITELTVDLEI LD,

F194E 9 H20H

prednisolon 20mg/day ¥ T & L 72 K 1 THL KRR #
BlgRL L7z, BREBRBEES, HIBEELREOSH
PERLAE 2 B89 T i e <, EMME X OCHRRER
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(A-C) : FLAIR MR brain images, on day 4 after admission (before high-dose

(D-F) : Gadolinium-enhanced FLAIR MR brain images, on day 4 after admission

No lesion enhancement (D-F) after gadolinium chelate administration compared

(B)

(€)
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corticosteroids).
(before high-dose corticosteroids).
to (A-C).
(A)
(D)
OFREBRIFTH 5.
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A, B & D M S, BiE % &Pk L 72 Bl %
LWL 72A%, ARt 4 H HORRIEIROEAL & MR
RITADEM ICX bt ZEz o, KEFID LS
VRN T T PEBERR 2\2He%E L 72 ADEM 89E O iy
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Flair+ Gd-DTPA +Before high-dose corticosteroids (day 4)

(F)
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JER MRL (2B C, A 5 R ik 25 L % i
HI - ERMREDIETH S, KRR TIE, AR
4 HH o MRI T2 587 {5 WA - ER TR 8 B B
ROEETDD TIRHETRETREZELTHD,

BBt b O R Th B &, F72, WA A2
BDMAE S & AE—F L 2 WA E L, BRS¢
R SRR AR IR L L 3R 2 Eh D,
ADEM i & WifRICZ M L7z AL, ABE4HH
O MBPHIZHETE THE 5T, Mk S OB
ZALOIF BT TE B o720, MESKICIZES R
Mol MS EDOERIZE L TIX, ADEM 25E#1Z
FEhE L A0 E & 5023 LT, MSIZRERY

EHEFMERE 8% W5 w
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Acute Disseminated Encephalomyelitis (ADEM) Onset During Meningitis and Sepsis

Hachiro OHNISHI", Yasunori SAWAYAMA?, Iwao ARIYAMA?, Kouzaburou YAMA]JT?,
Norihiro FURUSYO"” & Jun HAYASHI"
YDepartment of Environmental Medicine and Infectious Disease, Faculity of Medical Sciences, Kyushu University,
“Department of General Medicine, Kyushu University Hospital

A 39-year-old man with a high fever, headache, and stiff neck, and Kernig and Brudzinski signs admit-
ted in June 2004 had a WBC of 10,680/uL and CRP of 10.5mg/dL. Streptococcus pneumoniae was detected in
blood and spinal fluid culture, but brain CT was normal. Meningitis was diagnosed and antibiotics and corti-
costeroids begun. After four days of treatment, his blood test and spinal fluid data had improved, but his
consciousness had deteriorated. ADEM was diagnosed by the clinical course and brain MRI (T2-weighted
image) that showed high-intensity lesions in the white cerebral matter, and steroid pulse treatment was be-
gun on day 4 after admission. His consciousness disturbance rapidly disappeared and brain MRI showed
that the multiple high-intensity lesions had ameliorated. The patient was released after 40 days of treat-

ment.
(JJ.A. Inf. D. 81 : 577~581, 2007)
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