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A Case of Hepatic Encephalopathy Revealing Cerebellar Ataxia as an
Initial Symptom

Kimihiro MUKAI, Takeshi YASUDA and Akira TERAO

A 72 year-old man was admitted to our hospital because of ataxic gait and
dysarthria. Laboratory findings showed elevation of blood ammonia and liver
cirrhosis on abdominal ultrasound examination. Concomitant with a decrease in the
patient’s blood ammonia level, the cerebellar ataxia improved. Therefore we
considered the ataxia to have been due to hepatic encephalopathy. (Accepted on June

24, 1996) Kawasaki Igakkaishi 22(2) : 111—114, 1996
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Table. 1. Labo data on admission
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Fig. 1. Brain CT showed mild brain atrophy
and unremarkable change on cerebellum.

Bl FFEZOMERSB O, MELET
EB=TIE, FEKRTY S/ BOEEBASN, %
R B, EERICERS A SN Z L, I
EREEMEETB T AMEAPEONZ LR
E X0 FHERGE A S /N M EEh KR 2 5o 7.
7 EZT MAEDEHE £ LT sennoside 12mg,
sodium picosulfate 15mg, lactulose 39g/H %
BE5LIEZAT7THIYET v E=713125umol/
1 FTEFLE. 7VE=7OETEED IS
TheEE, SEEE, WHEEHREEL L oERIE
HALUIz. FI2BERETRO VMR E (Fig.
2) THHAS I FEEEEOUE E D, REBAT
RoWEL o WEMOERES 2R L. TH
2THIRBEL , IR CTREE%R # 5 Z L Eis oz,

% =

FFEREDER E LTIX, 7Y E=73,
RHEVOHEREER, AEWMRCEDEOES,
GABAFY 2 EBhIFonTnwd . ZORERE

LTRHEET 2EHEE2E

FAYIM : WBC 5100/x1, RBC 389x104/x1, Plat 7.8X10%/ul
M4 k% : SP 6.2¢g/dl, Bil(T)1.0mg/dl, Bil(D)50%, Alp83IU/1,
Cho 155mg/dl, y-GTP160IU/1, LDH 149IU/1, Alb2.9g/dl,

hel, TOBEREICL-
THHEZ% 508, HBIEREE, &
&, RY@EES, HIK, &

Glb 3.3g/dl, ChE 141IU/1, GPT 311U/1, GOT 251U/1, Crn

1.1mg/dl

HIMASR : PT 13.8s, APTT 33.5s, 7 4 7V 2 —% > 172mg/dl, ~%

B, EAL Y, BERENAL
oh, fllicH#EEMNRERE L

PIAF T A 53.0%
M7 >vE=7 :158umol/l (20—54)

7 & / B 4 #7 - Phenylalanine 102.7¢mol/l, tyrosine 131.9xmol/l,

TR &R, SA 70—
AR, VAFAITREDNH

tryptophan 51.7xmol/1, leucine 110.6xmol/1, isoleucine 65.7
umol/1, valine 284.7umol/l, 7 4 v ¥ ¥ —1.1.97, HBsAg

s, —H/NNEESLR

(=), HBsAb (—), HCV (—)

AW e LA



[ E D [ /N E B A T TR U Z A HERE D 1 61 113

FARIBARR 30

WhEXZXD

Fig. 2. Balance test. pre-treatment (left), post-treatment (right). Dise-
quilibrium was moderately improved after treatment.
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