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% 1 Laboratory findings at the admission

Biochemistry

Complete blood count

WBC 6,900/u1 | TP
Neutrophils 67.4% | Alb
Lymphocytes 18.8% | T. Bil
RBC 434x10%/u1 | D. Bil
Hb 13.0 g/dl | AST
Plt 20.1%X10*/ul | ALT

Cerebrospinal fluid LDH
Protein 37mg/dl | CPK
Glucose 53 mg/dl | BUN
Cell 347/ul | Cr
Lymphocytes 343/ul | Na
Neutrophils 4/l | K
HSV DNA negative | Cl
Mumps IgM/EIA 7.89 | CRP

Glucose

6.8 g/dL
4.5g/dl
1.8 mg/dl
0.6 mg/d!
201U/1
111U/1
269 1U/1
971U/1

12 mg/dl
0.45 mg/dl
127 mEq/l
4.2 mEq/!
94 mEq/!
0 mg/dl
97 mg/dl

IgG/EIA 6
IgM/EIA 7.89
13.9 pg/ml
2.5ng/ml

Mumps virus
Mumps virus
HANP

BNP

HSV DNA : human herpes virus, EIA : enzyme immunoassay, HANP : human atrial

natriuretic peptide, BNP : brain natriuretic peptide

IXT—o L L QWi THIBME S Kernig B 13 51k
THo7, ZOMOMMFEAFTHIZEETSH -
2 ST Y Vo, BOMIRSSE N IR O RIS 2 hs o
7o, WREHPT RUSREE SR AR 2 B0 72, NG ER R 2T
R IEHHIBENTSH - 72, ARt idifl s
DRI R 20 o 72, TR X B CIEH S
IR o T,

MEMEFMRZER 1 I2R87T, BEVYILE V28
1.8 mg/dl & L5, If3E Na 2% 127 mEq/] &K
T LTz ISR — R I E, BAE, 1
BEAE, NFEREREME X ERRIPENTH > 7. KR
ECTREARPAHIMKRIZEETHD, 7 FUfF
DHRGETH > 72, WHEHEO IR %2 F V7o o A4
YINIYH, TT T4 NAFURRAE T
Hot.

ABR#E&EE (K 1) : B CT M ClE LT
CT TH D 6 NBEHFN, ~VABOIRE%
RO D DHT, HE D ZALP IR 2o 72,
Bl o LA & 9 MRT (B 2) <
PRSI diffusion-weighted—imaging (DWI) T
EfS51K, apparent diffusion coefficient (ADC) T
R HIE (AR (RIS, ARt 12 RE A 1%
e rIfEe) 2 aRo 7o, SRR IR (B 3)
TIFBRIETEA O 2R TEEIRIERE 2RO TE
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D, Bk - TEEEVB AR S 12 IR DLk
L7225 db MERS E2WiL7. X704 K8
VARE, BREEMIE, FiT VA, v
AFIZ X BB %2 BAIR L 72, Methylprednisolone
30mg/kg/day % 3 HIHAT > 72435, FEEIZABL 6
HHE (day8) kL, 7 HH (day9) iz 37°C
BICREVL 7. INPRAE RN % HI4FE L C phenobarbi-
tal (PB) % 20 mg/kg/dose TH—7 4 ¥ 71, A
Bt2 HHZ2 5 5mg/kg/day 472 &£ LC 1 4 HM
i L 7z, Acyclovir (ACV) 30 mg/kg/day 4 3 1%
AbE 3 HH (day 5) (8o >y 727 4 LR
IgM Fiffflins 7.89 & LA %2, #if herpes
simplex virus (HSV) DNA F&:T®H % D %2R L
THTE L. ABE3 HH (day5) ICEGRIREEIZ
i L 728, Misds (4 3) CIRIFIZET L,
IRENB OB %D, SEHRTH-, Abt4
HH (day6) 1= MRI O CTRRIEREIREZE D
RfEEE DN, BERMRE T M 270/ 1l
EHRPERTT L 72, IS Na I 3MEAE 2 Fie L 72728,
M/ B 5 & NaCl @ S#li7E T day 11 1
133 mEq/] ¥ Tz L 7z, Day 11 (2 JEIBEEE X
JeL, MEoBEZHERL, At 12 HH (day 14)
TiRBEL 72, B HEHWIHRK WK &R0 5 LY 7
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138 7
134 1
130 1
126 1
122
— Nuchal rigidity
NG | Nuchal rigidity |
EEG A + + + +/—
MRI A + -
Cell of CSF 347/ 270/
methylprednisolone | NaCl 8 g/day |
I 3 | 4 ¥
ACV 30 mg/kg/day |
5 mg/kg/d
PB 20 | Mmeskergay |

1 The development after the admission
EEG : electroencephalogram, EEG A : abnormality, MRI A : abnormality, NG : nuchal rigid-
ity, ACV : acyclovir, PB : phenobarbital

X 2

a :admission b 12 hours after the admission ¢ : Day 6
Axial diffusion-weighted magnetic resonance images (DWI) demonstrate high signal intensity in the splenium of
the corpus callosum (a ; admission, b ; 12 hours after the admission) and the disapperance of lesions on day 6 (c).
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Atism i (day 3) @ IgM/IgG 7.89/6 (<0.8/
<2) M[EEI (day 13) 1T 8.33/24.5 (<0.8/<2)
EERLBDID, BETANREMHEEL 72,
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A RV 2ERERIBRO ARG 1 HH (day3) & Abt
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3 The change of electroencephalogram
The altitude was gradually decreased and the frequency was also gradually increased from day 3 to day 11.

% 2 Cytokine and biomarker on serum and CSF

IL-6 IL-4 IL-2 IFN-y TNF-a | IL-10 | S100B | Tau P
Day 3 7.7 0 0 11.1 0 3.9 =47 =37
Serum Day 6 4.1 14 0 22.2 14 24 =47 =37
Normal <9.5 <3.8 <3.9 <21.1 <3.9 <6.8
Day 3 1,183.1 3 3.2 818.6 3.4 393 534.8 280
CSF Day 6 1,067.2 0 2.7 982.2 2 374.2 1,010 625
Normal <6.2 <6.6 <2.6 <7.1 <3.5 <2.8
IL : interleukin, IFN : interferon, TNF : tumor necrosis factor, Tau P : Tau protein pg/mi
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4 HE (acute encephalopathy with biphasic sei-
zures and late reduced diffusion : AESD) Y&® CSF
HDSA F v —A—% HHlE L 72 Shithara & O
Ik % &9, astrocyte (EMINE) R % g
% S100B & #fig it il sk o s 2 Kk § % Tau
EHDA v M4 7M1 100 pg/ml TH > 72, AHE
Bl B 2B DN A A~ —H —fl (£ 2) &
S100B %% day 3 T 534.8 pg/ml, day 6 T 1,010 pg/
m/, Tau &S day 3 T 280 pg/ml, day 6 T 625
pg/ml &, EHICEREED Ay M4 7fE (100
pg/ml) % KE AT/, AESD HIRICEB VT
CSF H @ Tau KA L, FERFGECIRFRH
DHEICHETH o L VI WEIEH 2, —
JiTMERS @ 6 4% MR L L7 CSF HD Tau
EREEINL Tohdprok b )it b d 21,
AMEO/NRMREEEICO W TN, e —h—IC
BT 2 GHM%ER L EWE) TR, A A e—
7 — % modified Rankin scale TE# L 7 71 RIT
T & A RBHT ST 1T TR L 72, CSF Hd S100B 12
DWVTC, PHRREHETIEPRIME 60 pg/ml, PYSrHL
#iPH (interquartile range : IQR) 50~120 pg/mi,
ARBETIE Y 182.8 pg/ml, IQR 81.7~340 pg/
m/ T p<0.001 THEEZEZRD 7. Tau HHIZD
WP RIFRECI3 R ULE 118.7 pg/ml, IQR 50~
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294.2 pg/ml, AREETIEFYME 319.3 pg/ml, IQR
120.8~1,900pg/ml TH H, BEEEZRD:. M
X ASEGID CSF H S100B, Tau & DOfiliIZ &
LICTFBRARBICET S EEZoNT, ZThodD
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eI, UL, MERS Z& X4
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TEROBER R 5. REF DY —vids v T
A7 AN RBEGIERR RN R Tl » E X
N7z, A FAA oA F e —h = EINEE
BIGHIE % GO IR BORE, PHRIEEZIZLD
LT, WREOMHICHOTFEINDG Z L3RS
nas.
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A case report of clinically mild encephalitis with a reversible splenial lesion
caused by mumps virus infection

Toru WATANABE

Department of Pediatrics, Iwata City Hospital

This study reports the case of a 7-year-7-month old boy demonstrating clinically mild
encephalitis with a reversible splenial lesion caused by the mumps virus infection. He suf-
fered from fever, and disturbed consciousness. On day 1, he started to vomit. On day 2, he
developed a fever. He had a persistently high temperature and was admitted to our hospital
on day 3 with disturbed consciousness. The fever continued after admission. A brain MRI
showed high intensity lesions in the splenium of the corpus callosum. He was treated with
steroid pulse therapy and an anti epileptic drug. Mumps virus was detected in the pharynx
and cerebrospinal fluid, and mumps virus antibody titers were elevated in his serum. There-
fore, MERS caused by mumps virus infection was diagnosed. The boy has suffered no
sequelae, to date. This study also reported the cytokines and biomarkers of serum and CSE
by comparing those before and after the steroid pulse therapy.
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