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We report a 70-year-old woman who, without a prior history of liver disease, presented abulia
and bradykinesia as the initial symptoms of hepatic encephalopathy (HE). Neurological exami-
nation showed bilateral extensor plantar responses in addition to mild parkinsonian features.
On neuropsychological tests, she was impaired at the attention, visuospatial function, memo-
ry, and frontal lobe function. Laboratory tests were remarkable for increased AST and ammo-
nia, and positive IgG HbcAb. The results of ultrasonography of the liver were consistent with

Address for correspondence chronic liver disease. Brain T1-weighted MRI revealed a high signal intensity in bilateral basal
Duk L. Na, M.D. ' ganglia. Brain PET showed diffuse cerebral hypometabolism. After treatment with oral lactu-
Department of Neurology, Samsung Medical lose, the above symptoms remained improved for the next 6-month of follow-up. From this case,

Center, Sungkyunkwan University School of

Medicine, 50 liwon-dong, Kangnam-gu, Seoul we I_earned that hepatic er_lcephalopathy_ could be a re_ve_rsible _cause of dementia plus parkin-
135-710, Korea sonism even in patients without a prior history of chronic liver disease.
lzl)é:tsszz-_zz-?3tll()d-3)0509512, 399 Key Words: Hepatic encephalopathy, Abulia, Bradykinesia, Chronic liver disease, Parkin-
E-mail : dukna@smc.samsung.co.kr sonism, Dementia
M 2 EEI=8
AEE FI45, B A5 (MES) 3 A AlE F4

b 71 olE TH St o]y Bl A M3k #Y ol E jdste] v 7HA3HS s ® T AEE 7w
7] A (flapping tremor), 7= Aol 2 A ®A} 5o AF T @9 9 AAE Histaat g
g A&t dF Yot ko T 3 Hue] o)t BY
u 744 "= (Hepatic encephalopathy: ©|3} HE)<S Ajz}gh
T SITH1]. ¥ 7HE 8 skl #w= HE+ 37H419 SHEn
g FFoE ERITH2] A, W 7HEE SRl A
283 22 2909 8 friE A5-S YAA S (episodic T0A] At F2ko] =ERst o8] A4S FAE 19994
encephalopathy) |2t &t} &), W23 HEFo] WEAHO T 49 229 AR Y S WEskth 2EEH0INAL Feteldl
AR 7 WAool = 21748 A5t e A-E B S {4 \A 27)7F 7RSSl At & ik A7k
A A WS B Y A2 3 HW S (chronic recur- AN o @99 A S JEld A S8 Sk
rent encephalopathy or portosystemic encephalopathy)©]2} 1998\ 349, 1597t njE AAl 2k SA7F A&EH U= F
reg Ao g AA%H A5t ASHus A% sl A Wold AW WA B o)F ol ddt g WA
55 T A& =S (chronic persistent encephalopa- FalAeh Leu 1998 897kA] ol vpob el AR
thy) 2t goh Qgellx 222 HHF sake £8] A HA otk Ak wid Aol FEs 7] 8 £ MRS
gk g A&A AT Sk o4lekA] Bow wo] 47 HhEeRE AT v 1998 129 Agelle A7 Al olldst
gow 5¢] vhd 7S Aes v 3L FHelAe oS 1 g2 Aol gick gt e Atk Med Fae o

48



S Holil 292 vEAH A Ak 19994
o] U LA we FHolx Xk W
YRR 3l wo] o)A Hof migrh oA
S WHEA HAch 19993 4E5HE Tgo] BRI
2 o) shglnt o&e] glojA L HalA o
T 4E T g g H3dh 7S] B 71 Aol
iU 0101 e itk 4 Folwd AL gl
< & 2 TEO FE FTES
FAEG 7]%*494 —5—01 izﬂ_% OW STk Eoluvt
kA= (spider
angioma) ©| 1%5]%15}(1?15;. 1). 7P HAE o X% Xl Rl &
55 stk e Fags
FeHRoH dF
A2 F2e FF o] #A T ZOiEO% MS&E} {L—S— OlZl
AUTE FEOE AFA WAL FAolsiTh
19999 49 269 217 42l AARE AASHATH(Table 1),
4, 27), F§ z]ga Asl, Az Al 3 Ao, Ao
o} AlZE 71998 Ast B @A AFY 7159 ol AdS B
%tk K-MMSE9IA % 304 & 2338< 9917, Clinical De-
mentia Rating (CDR)< 17, Global Deterioration Score
(GDS) 5%, 18]3 Barthel index: 200]%1th 8 AAA
ASTS9} ALT+= 73 U/L (%7 0-40 U/L)3 36 UL (A
0-40 U/L), J3)3 ©Az GBmo 73 o/dL (B4 6-8
g/dL), 34 (33-55 g/dL)eIth F WEFHL 09 mg/dL
(A7 02-12 mg/dL)oIQy YEYok= 308 pg/dL (B4
18-54 ug/dL)E F7=o Itk 7+ wpolel 2 AAtollA
HbsAg(-), HbocAb(+) of IgG 2 HbsAb(-)E B3 7+ B

11}{e3
>(l:1

-

1o
= > o> of
A,
>
s
ﬂ?
>,\l
mi
pas
oo
re
)
_\,L
>,

ol BRI
oot
ol

=
rir
ol
ol
B
&2
357
)
rz
o
™
ox
s
=)
l-\j

02

A

o]»)]v N2

Fig. 1. Spider angiomas are seen in anterior chest wall.
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Table 1. Neuropsychological test results

Cognitive domain/
1999.4.26 1999.5.13 1999.11.1

neuropsychologic test

Attention
Digit span: Forward/ backward 4/2 6/3 714
Letter cancellation Abnormal Normal Normal

Language & related functions
Fluency Normal Normal Normal
Auditory comprehension Normal Normal Normal
Repetition Normal Normal Normal
K-BNT 32 38 40
Reading Normal Normal Normal
Writing Abnormal Normal Normal
Calculation Abnormal Normal Normal
Finger naming Normal Normal Normal
Right-left orientation Abnormal  Abnormal Normal
Body part identification Normal Normal Normal

Praxis Abnormal  Abnormal  Abnormal

Visuospatial functions

Interlocking pentagon Abnormal Normal Normal
Rey copy 2 35 5
Memory
Orientation: Time/ Place 4/5 4/5 4/5
Remote memory 5 5 5
3 words registration / recall 312 312 312
K-HVLT: Free recall (15/2"/ 3 3/4/5 3/4/5 4/516
20-min delayed recall 4 4 5
Recognition (true positive-false positive)
10-5=5 10-4=6 11-4=7
Rey CFT: Copy 2 35 5
Immediate recall/20-min delayed recall
m 151 32
Recognition (true positive-false positive)
9-2=7 9-2=7 9-2=7
Frontal/Executive Function
Contrasting program Abnormal Normal Normal
Go-no-go test Abnormal Normal Normal
Fist-edge-palm, Normal Normal Normal
Alternating hand movement Abnormal  Abnormal Normal
Alternating square and triangle, Abnormal  Abnormal Normal
Luria loop Normal Normal Normal
Semantic word fluency:

Animals/Supermarket items 10/6 10/6 1177
Phonemic word fluency : -1/ A/o  0/0/0 1/212 1/2/3
Stroop test: Word reading:

correctfincorrect 28/6 29/6 34/5
Color naming: correct/incorrect ~ 17/6 25/4 35/4

General Index
Mini-mental Status Examination ~ 23/30 25/30 26/30
Clinical Dementia Rating 1 05 05
Global Deterioration Scale 3 2 2

K-BNT; Korean version of the Boston Naming Test. K-HVLT; Korean
version of Hopkins Verbal Learning Test.
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Fig. 2. (A) Brain MRI T1-weighted images show increased signal intensity in the mesencephalon, subthalamus, and globus pallidus.
(B) T2-weighted images show no signal changes.

Fig. 3. Brain FDG PET shows diffusely decreased cerebral hypometabolism.
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Encephalopathy: ©]3} S
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