= R

AR EIC K D /S —F

VIS A,

52 : 581

PO HIBERED

HM S BGE & A L B T IPIRZEERED 1 il

Al HRRY
ik HER

Gk EosY D
AW H Y

BN
ML e

EE EFIIS3EEAUTH 2. 7 REFICEDICTHEBERE 21, FEREMETHABETESH SN 52
BCALYERICEHEL, REOBRRY P TELEL o LRSS, REGER, NEER ZERHEE%
HEsHF. MMSE 1128 &, REMEE, 8, TrailMaking Test 5ETWE LB LWMETHFAS T MRIT,
BEGTEEAXAEROA LS TLEEICERES 24 LD, FREMELZEHL 7 H BRICEFFBERITS O
fo. #it8 6 DB THIT, RABBEEHEL, TEESEERL . FREMEICESEI/N—X2 Y XL ERRA

BEEETIFBECI)RPHALUVREL>BEEZ2 5N

(ERPR1#Z 2012;52:581-584)

Key words : JFFIRZEYEAE, HFIZE, JFMRAGE, HRAL —F2v=XL

JFIMZEPEREIX, Victor HIC & o TRANIHED & N7 JFiZ
BEICALND =% VY = X LACHRAERREE e ¥
BIEBRECTH BV, Slalb b UMY ZE (pri-
mary biliary cirrhosis, PBC) IZ4 U7zFEMREICH L, 4
IREFRE AR SR L 72 10 % KBk L, BRI TSI i,
RANBEREMA, B MRT % LB - AT 32 2 &S TE 72729
W7 5.

E

FEF : 53 etk

BEAEIE @ 37 R I AR R A H5d. FER &I ba v
kY 7 Hidk M2 B2 T PBC & .

ATEIE BT, MREZ L.

BUWEE : 2009 SEEE X W NSRBI T2 L9 12% 0, Ho
HIEFED B2 L7z 2010 4E 2 HED HEA ICRKRFEOBIY
HTERL LD, 3HCIEEATBE ESN AL RN, 10 I
AARIFRSAE H IS T M B ABE & 7o 72,

ABEEBUE © & £ © 1526cm, 1A : 55kg, IJE : 98/59
mmHg, MR# : 88bpm (), W : 15 al/55. ¥ (+), i
JE : WREEW T, BEES : S - ¥k, SR L. MR R T
VAR B e < IHBREBY IR, EE) RIS PURAG JE . S
T3/ TRRAB T H - 72 ARETBREESL, K55 % B < DUB ISR

R, B ~O BB, % EF W X—F vV =X A
ZHhEw7z. UPDRS TId/S— M 1:7 8, 78— 2:234,
JS— 1 327 HTH otz TS, MG, EERICEEI
otz REEEREMA Tl MMSE 13 28 S TdHh o 7275 M
BT (WMSR) BIBEFZ: 129 (10 8—k > & A V), iE
WA 6 (15—t & A), 155 146 (FFMMis 3), Trail
Making Test part A (TMT-A) : 9855 (<488 %) 7 &t
& - BATHRBEIL T S A b7z,

ABEE AT R - SRR IIE WBC : 4200/ul, Hb : 9.7g/dl,
Plt : 139 /5/ul TH - 7. AALFEMAE Tk Alb © 22g/dl,
Thil : 26mg/dl, Dbil : 16mg/dl, AST : 83IU/I, ALT : 43
IU/I, vGTP : 1181U/1 & BERERG & A & 7z, HEIRIGZE]E
I3 NH3 & 270ug/dl & ER L Tw 7z, BEHIR T PT-
INR: 119 L BEEMTH o 72. Mn i3 04mg/dl & EH T
otz BLI AV Y THHRM2 : (+), BUEHUE: (-),
IgG : 2703mg/dl, IgA : 676mg/dl, IgM : 493mg/dl TH -
72. M~ —% —1% AFP : 4ng/ml, CEA : 29ng/mi, CA19-
9:19U/ml, CA125:193U/ml Tdh - 7:.

FEHHEEARE I EERIRE AL O, T a—T
FIFREZEAG AN A 7z, JEERAE R CT TP, M v >~ b
EHEDT.

UEER MR ClLI MR, PRSP, Wi Amm, Wik
BER, W TiRET A LD B MRA XIEH THo

*Corresponding author: 4477 B K 2K S K 5 B 2 R0 SE R A e s FE A - AR I B (T 466-8550 %5 Ji Uk 44 vy Jo= i M R [X 466 2

ig]

VTl RO AR R R SR AR R
Yl HALERRLE

Ul RS

(ZA+H 1 20114E 8 H 22 H)



52 : 582

Liver transplantation
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UPDRS part I ? 2
Ammonia (ug/dl) 270 27 34
Manganese (mg/dl) 04 0.1 0.1
AST (IU/L) 83 20 27
ALT (IU/L) 43 27 34
Thil (mg/dl) 26 09 09
Days after admission 0 7 90 180

Fig. 1

Clinical course.

After liver transplantation, clinical symptoms and liver function improved immediately and liver

function improved. Brain MRI (T:1 weighted images) in this patient showed hyperintensities in bi-
lateral globus pallidus, putamen, dentate nucleus and cerebral peduncle. Post-liver transplantation
images showed a decrease in the area of hyperintensity.
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Table 1 Cases of hepatocerebral degeneration with liver transplantation.

Citation number/year, /Y 4)/2011 5)/2010 6)/2006 | 7)/2005 | 8)/2002 | 9)/1990 | this case
Age/sex, Y/ 59/M 51/M  49/M | 68/M  74/F 46/M | 47/F 62/F 44/M 44/F 53/F
Number of HE + + + ++ + - ++  +++ | +++ u - ++ + + +
Underlying etiology HCV+Etoh HBV  Etoh Virus  Virus Hem HCV HCV U U PBC
Symptoms
Duration of symptoms, mo 36 26 12 U U U U 12 15 U 14
Symmetry/asymmetry U U U A S S S U A S S
Tremor + + + + - + - + + -
Rigidity U U U + - + - - + + +
Bradykinesia + + + + - + - - + + +
Dysarthria + + + - + + + - + -
Ataxia + + + + + + + - - + -
Dystonia/dyskinesia + + + - - + + + - - -
Cognitive deficits + + + - - - U U U + +
Memory + + + U U U U U U + +
Attention + + + U U U U U U + +
Visuospatial + + + U U U U U U + +
MRI
T1 hyperintensity of basal ganglia + + + + + + + + U U +
Response to LT
Rcovery of symptoms + + - - - - + + + + +
Rcovery of cognitive function + + - - - - U U U + +
Improvement of hyperintensity + + + - - - + U U U +

Abbreviations: HE, Hepatic encephalopathy; 0, none; +, 1; + +, 2-5; + + +, 6<. HCV, Hepatitis C; Etoh, Alcoholic hepatitis; Virus, Virus hepa-
titis; Hem, Hemochromatosis; PBC, Primary biliary cirrhosis; U, unknown; A, Asymmetry; S, Symmetry; —, none; +, positive.
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Abstract

A case of acquired hepatocerebral degeneration with prominent improvement of parkinsonism
and cognitive deficits after living-donor liver transplantation

Tetsuro Ishihara, M.D.”, Mizuki Ito, M.D."”, Hirohisa Watanabe, M.D.",
Masatoshi Ishigami, M.D.”, Tetsuya Kiuchi, M.D.” and Gen Sobue, M.D."
"Department of Neurology, Nagoya University Graduate School of Medicine
*Department of Gastroenterology, Nagoya University Graduate School of Medicine
“Department of Transplantation Surgery, Nagoya University Graduate School of Medicine

A 53-year-old woman visited us for a neurological consultation before her liver transplantation. She had a his-
tory of primary biliary cirrhosis that began at 37 years of age. She showed falling episodes and met with a traffic
accident at 52 years old. Since then, her symptoms had worsened. The neurological examination showed masked
face, rigidity on bilateral arms and legs, and lack of balance. Her Mini-Mental State Examination Score was 28/30,
but she suffered from loss of memory and had trouble with executive function in detailed examinations. Her T,
weighted image showed hyperintensity in bilateral globus pallidus, putamen, dentate nucleus and cerebral pedun-
cle. There was a significant improvement in intellectual function and neurological signs 6 months after her ortho-
topic liver transplantation. In addition, post-liver transplantation images showed a decrease in the area of hyperin-
tensities. This case suggests that even in a patient with severe liver cirrhosis a complete cure of neurological
manifestations can be obtained after the liver transplantation.

(Clin Neurol 2012;52:581-584)
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