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One Case of Chronic Acquired Hepatocerebral Degeneration
caused by a Spontaneous Spleno-renal Shunt
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Chronic acquired hepatocerebral degeneration(CAHD) is a heterogenous that can occur
with a primary neurologic, hepatic, or combined presentation. Symptoms and signs of
that included progressive dementia, dysarthria, involuntary movements(including tremor,
asterixis, and choreoathetosis), ataxia of limb and gait, typically in a patient with chronic
liver cirrhosis. Characteristic radiologic findings is high signal on globus pallidus on
TiIW1 MRI Recently, we experienced a patients, a 73-year-old female with CAHD
presenting mental change, cognitive deficits, and various involuntary movement. In our
patient, T1 weighted MRI of the brain showed symmetric high signal intensity in both
basal ganglia. Increased ammonia level(226pg/d¢) in whole blood and a multiple
anomalous vessels with spleno-renal shunt on abdominal CT were found. But, liver
cirrhosis is absent. In admission care, these mental change and involuntary movements
had a good response to herbal medication. We report on patient with CAHD which had
a spontaneous spleno-renal shunt without liver disease.

Key Word: Chronic acquired hepatocerebral degeneration, Spleno-renal shunt,
Hyperammonemia, Dementia, Herbal medication.
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A48T
W 9A A3 MMSE-K  \(minimental

status examination-korean version)|AE 173

Table 1. K-DRS* Scores of the Patient.

019l 31, K-DRS(Korean-dementia rating scale)el
e o 4, 719 REAA dAF Astd
AL

A B9 HTable 1).

Attention Prriégieorztiin Construction  Conceptualization Memory Total score
score 29 31 34 18 113
percentag(%) 8.3 75.0 4.2 80.6 37.54 33.3
borderline 29.0 20.4 3.4 23.0 13.2 101.2

*K-DRS: Korean—-dementia rating scale

AAE 27 49 A A¥T HA 4 A
Abe Adelda, BY i 4 SA4oUH EF
R YJolr}t 226pe/de, ALP7}F 163U/ 2 E} I,
AST 35U/L, ALT 18U/L 5 Y& 771% HA
TZEEY ATS AUt FUE t2EH
oA Oy #¢to] 64 1mmHE T4 woun CO, &
¢te 33.2mmHg, pHE 7.495°) %t}

qA71EY 94 274: T1 2298404, 4%
A 1 E AE7F B G HFigure 1). Figure
1olA Holi o] A& ¢AFTAAUNHAEHA 5H
A xdolgtn gelAd g #9, ¥ H4 F
WowA 2o nghA HY Aol #A 5HE
A #9% Ang 9 Hugyo Holu E#H =9
oA %% Foju Ede siuiE FA A4 A3

A3 5 Y oH(Figure 2).

Figure 1. T1 weighted coronary section of Brain MRI. This
image shows symmetric high signal intensity in both basal
ganglia. This suggests the hepatocerebral degeneration or
sequale of chronic liver disease.
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Figure 2. Flair axial image of Brain MRI taken 5 months ago(Left), Flair axial image of brain MRI at admission(middle) and MR
angiography(Right). Diffuse microvascular ischemic change at both PVWM. The image taken at admission shows diffuse ischemic
change in larger extent than the image taken 5 months ago. Mild atherosclerotic change, M1 of both MCA.

AN A7 BRAAs dEEG oA, ]
Alg2(Splenorenal shunt)e] LAHUR o7
o] gXo] wAHAeH A3 FAE A
(Figure 3). B% 253 ZHAA Azt 2749
A Eo] BAHAUD. AAE HA 2 FR DA
23 27L& Ao

Figure 3. Abdominal CT(dynamic) of the patient. This image
shows muitiple splenorenal shunt and multiple GB stones.
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Ao Ny gz;stoln] YAAL F4F ABAHAE
H3 5 7123 ¥ FEae2A Aste 9
FHQ AR o) g el v7tdy AT
olmg, gAY AA7E HAEE A=
gt F HEH A8E F3) CAHDY 2B
ZHHE 4% 448 #2383, d &F F9
ura 4%E gaYo A FAE FAol I
e AL 3N = Aoy ¢4 AL
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