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&1 Neurotransmitters implicated in hepatic encephalopathy

Neurotransmitter . Hepatic

Normal action
system encephalopathy
Glutamate Neuro-excitation = Dysfunction
GABA/BZ Neuro-inhibitor Increased
Dopamine Motor/cognitive Inhibition
Noradrenaline Motor/cognitive Inhibition
Serotonin Arousal ?Dysfunction

GABA, g-aminobutyric acid; BZ, benzodiazepine

2 BEAE

2. 1 #H

KIGAE R RHEHN O MR BEE 23 72 < | BAVERIE 23 DL 72 WIFREZE 12 451 (B 9 B, 2k 3 i),
EHFRR 6124 5%) xR ABITH D, FEEORKKIZ T v —M 3 61, CAY8 f#i], FSMENHTET
A1 THD, FHFOEIEE (Child-Pugh) 1% grade A8 ], grade B4 | TH 5.,

2. 2 A&

i Jl L 72 PET 22& 13 5o SET-1400W 10 T, b L—H—I(JiF K33 D2 XA FHEHE TH D
"C-methylspiperone & AV, BE.LEIk 2 pisasE, MISAZE, ZEAZE, MSIARICE T 72, ""C-methylspiperone
Z 20mCi §iE% 80 47 £ C static scan 21TV, N EUEME A D2 Z 8K A b 72 72 W/ I C O BUHEPE T
BRL TR, ITREZEIZE 1 S PET MifTRF O MR (LA & ZR R ARE & OISOV TR LT,

2. 3 HEFFHILE

2 BEM o ZEE O M EITX Mann—-Whitney Test # AV, F 7~ FBBIR$ D i € 1L Pearson’s correlation
coefficient Z V>, p<0.05 ZHE & L7,
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3.1 MBELD PN UREBKEESRE (R 2)
IR IPAEZE & b ICIRRIRICI T 2 RN U B RRERREDN i b @2 » 7o, ITEZE T IREFIC I L,
WTROIAL TS P U ZAEREGREIIAEICEMETH -7,
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K2 FFEEDKEEAIA DA B IS HE

FEZE (n=12) 8 (n=4)
BIEEZE | 1.47+0.17*  2.39+0.31
fISEZE | 1.64+0.21* 2.39+0.31
#%EEE | 1.39+0.18* 1.93+0.12
Bk | 3.63+0.62* 4.67+1.00

brain / cerebellum ratio
* p<0.05 vs X8

3. 2 MEWICETEHFNRIY D2ZBREEELMBEILFERE. Fischer Lk DEE (% 3)

BREIRD R U RIEFEERERE Y L E VITAOHBEER, v B iEE S ITAEDOEDH
B (p<0.05)Z 38 - £ -MET VT I U M F 7 B =T ERE L IXH LR ERD RN o1, £72.
JiF o> B E % 79" Fischer b & 1358 IE DA B (p<0.05) &2 38 7=,

R3 BREWD DARBHEARRLELFREDRE

1HEARE P value
Total bilirubin (mg/dl) -0.49 0.23
ALT (IU/L) 0.61 0.11
Albumin (g/dl) 0.24 0.59
Prothrombin time (%) 0.73 0.03
Blood Ammonia (pg/dl) -0.22 0.61
Fischer’s ratio 0.91 0.03

n=12
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A BIORFHT & 0 BEMERIE D 72 WP I8 T 2N K283 2 D2 B ERFEARRIFIKRT L, FoEE
FEZBEE L CEBNT 5 2 LB LMo 7o, FFERE 2 ££ 5 FFEEZ TIEMEER O R8I > D2 &R
B EHAD L TnDZ L VRN R v oREHITTH#H L, 32 0 oREEE#E TH 5 monoamine oxydase
(MAO)A <> MAOB DIEMENRE L 7o TS Z &7 EMEBRIN S 2 WIXHIEI 2 D OBehs L v i+
ENTW5b, —J in situ TOMFEHL, Weissenborn & V23 $ERSNEEAE IR 2 B3 2 FFREZE B D BN K233
D2 #EEHOIETE RIS VERDVIAADNMEFT LTS EDOREDHTHRD TLRWVONEIRTH D,

S RIOKBFCIXIAMENIE DR WIF A Z RS E L TWA TS, FFHENIEDIRRE L B2 D [REMENR H 5
HLOD, PIED R VFEZIZE W TH T CICEEEICHBE L T RN > D2 ZEREEGEMETLTW
FZENBERISNE, FEEICBTAMANO K82 2 D2 ZREKEAEOIKTIX., ZEEKOBEEDIKT
THDIONHDVIIBFIEDIER T CTHDENIZOWNWTIIS OB BT L TR, LR DE
INETORETIE, FFHEEDORBEROWRICHAOND~ W thE L ORE D o K83 UEEE= o
—Ba DY F T ARFNCH D NMDA SRR TNV Z I VBN EE 52 ERELTRAI UERICE D
EETEINEELZ T 5 LOWRE Y5050, WEFHERERIIELNTOVARY, 5% O
e L ISR EE D m X v . M AT MSE (minimal hepatic encephalopathy) & @ BEEIZ- DWW T D
BEt7e & N RX v D2 SRR AROREOHKMERIZOVWTHHONCT OIRLERD D,
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