T 3B
MRI 7 558 G 0 {5 CIA§E 72 KN RER A & A L 7
mli 7 ¥ = 7 MFEPERRE O 1 5
o —mYe s mArY e el
() Ny R I RO =P

59 : 659

B ERIEA9RDLMETHD. FEAEETILI—IVEFEE CHEELEKEED-HOELBKEREZ T
Wiz, BEEORRED,S 2 HRICEHOREPBE LRBAREZZ LA IIRIKRE T NH; 142 ug/dl E&1ET, BF
MEREIPREDODNARE L VESKBICESEE &> 7. BHOMKIRE T NH, 436 ug/d/ EEFBAR LR %, £/
MRI #EBGEERAER (diffusion weighted imaging; DWI) TAAXIRMEICHIEEE, FEIEE, AIsEE, piaRE, B

NDEFBICEEEStHED-. SMETUE
HEDDENHINBHNEZEREMZARE T 3.
(B PR ##% 2019:59:659-661)

Z— 7 MAEMANE Tl MRI DWI CTEANHMEND AT ESESHR %

Key words © 7 » &= 7 IMAEEMAE, 7V 2 — )UPERFREZS, MRI 3EFGRF 15, KIS

LI

TR PEIFBECTIX, MRIT, SR E{RIZ B 2 AR E RO
LR E S R TH 5. SR, bhubiud7 v
I VEFREZE L & B I8 A SRS E L, alET v
T 7 IMEMRAE IS £ 2 & #2515 MRI DWI TOZLELL
B RN B EB 5 B R % A & O 72 E B % B L 72 D T
BRI E R 2 N2 5.

E Bl

FEB] 49 7%, 1ok

FAR RS

BEARIE © 70V 2 — U ERFRZS, 1SR4

HUREE - JRMUEMET OV I — VI REZE CREKITEE AR BEE 70
728, T 6 4 AT 11 [ JEAKZER] & BRI A P

HEEREITSN TV, EEOERE,S 2 HEIC, HETOSE
B LWEDT L THENEE TS - MEKRET

NH, 142 pg/dl & 5L C\a7z. Asterixis [ & 8 7 72 7278,
JEVERNAE AS B D NI L E AR AR & 72 ) IR 7 3 B
HIREGHES I S N7z AR S B L NIV OEF RS
N, BOOAHZEZONeh-o720), —H&EH L TRk
THOEELFE L7120 T 5745 EORMBBENBILL T\,
ABEEE 8 9 H O RBIIIRENE & 72 O FFENAE DAL O JFIH &
VAP AWAYAT SET T ST sl ol

LARHBAEAT L MIZE CARBAITH o 72, JERBILIEK

TR LTl 0 BB R TEIROILE, BITEAE D7
FAERIE L T 7225 & & FhHNMER L, BEE LIcd 4L
FOSIE R S N o 72 TURBIEHGE LCH Y MR IEa &
DTz,

MBHR AR AT R ¢ RS © NH, 436 pg/dl & B -

H LTz, MEEEIX 133 meg/dl TH - 72, BEERAT T
Jak 1w, & 17 mg/dl, ¥ 64 mg/dl T, HAEALRZ T A

WA LIRSS 7 AV A DHURAIG D 1A & DT,
eI R 2 X YT - 72, MRI DWI C gl o> Fif BEEE I,
SHTEZE, MIEERE RisHRE, SOREEISEESIRE A
Lo, W oiiER% (apparent diffusion coefficient; ADC)
I L Cw/z. DWI % ADC map & H-_T FLAIR TixH 5
Mt RIEARE DM o7z (Fig. 1), Bk CLERBRAYIZ 2k
PP DS L, AR R L D7 S 07 TAD AMEIR

BIIAED o7z

#2a# © MRI COZEAT PR A R RE, I ET 2 & 3
PEINAE & 55 2. 72, R A (AR 3R IMAE R AR LR 1 & 2 <, 3E W
BT YEZTMUED? S, BT v E = 7 MUE N & %
Wi L7z, AN G DG % fkHE L 72545 9 5 H 2 4 B st o
B L7z UCA»ASETRG fﬁ‘%ﬁ'ﬂln LizkZh, HlEE
b“@f%ﬂb\%ﬁ‘ﬁ‘f ELEN o 72 EILT R TH -
72 WA E@LWT/%_Tmr#%L,%$é%ﬁ%
L 18 WIS ETT L7z,

*Corresponding author: L2 [EfEE NAER ANV T ¥ FEGREERMATENEL (T 599-8247  RBFHTITHIX AL 500-3)

VA EESE NER SOV T 2 AR AR

(Received April 4, 2019; Accepted June 26, 2019; Published online in J-STAGE on September 28, 2019)

doi: 10.5692/clinicalneurol.cn-001310



59 : 660

FRAR#IRESF 59 % 1075 (2019 : 10)

Fig. 1 MRI of the brain.
Diffusion-weighted MRI (DWI) (1.5 Tesla, TR 5,500 ms, TE 81.7 ms, b-value 1,000 sec/mm?) showing bilateral, symmetric high-intensity
lesions in the frontal, temporal, and parietal cortices, especially in the cingulate and insular cortices. Apparent diffusion coefficient (ADC) map
(1.5 Tesla, TR 5,500 ms, TE 81.7 ms) showing low intensity in the same lesions. FLAIR (1.5 Tesla, TR 9,000 ms, TE 124.7 ms) showing no
remarkable changes compared with DWI and ADC map.
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Abstract

A case of acute hyperammonemic encephalopathy with extensive cortical
high-intensity lesions in diffusion weighted imaging

Kazuki Tokumoto, M.D.", Takayuki Kikukawa, M.D.", Masashi Saeki, M.D.",
Motonobu Nishio, M.D." and Nobuyuki Nishitani, M.D., Ph.D.”

YDepartment of Neurology, Bellland General Hospital, Osaka, Japan

A 49-year-old woman with hepatic failure owing to alcoholic liver cirrhosis went into a deep coma. Her serum
ammonia concentration was elevated at 436 pg/dl/, and she had a generalized convulsion. Electroencephalogram and
cerebrospinal fluid examination did not suggest encephalitis and epilepsy. Hyperammonemia may be occur because of
generalized convulsions; however, it can spontaneously resolve if the convulsions are stopped. If hyperammonemia is the
primary cause of generalized convulsion, the serum ammonia concentration will remain high until the cause is
eliminated. However, despite stopping the convulsions, her ammonia concentration remained high. Diffusion-weighted
brain MRI revealed symmetric high-intensity lesions in the frontal, temporal, and parietal cortices, especially the
cingulate and insular cortices of the bilateral hemispheres. These findings were in line with those of previous reports
that revealed symmetric cortical lesions, including cingulate and insula cortices that are distinctive in acute
hyperammonemic encephalopathy. Therefore, we diagnosed that the coma, generalized convulsions, and abnormal brain
MRI findings were caused by acute hyperammonemic encephalopathy.

(Rinsho Shinkeigaku (Clin Neurol) 2019;59:659-661)
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