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B BREWMITRBTHEAENERTE  RERRRLLRE - FHATRBEL A RRE
TEHRATHEARE > EEmERRATSHLTRARCE - FHEBFRMEREY 17
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Bz - SRS (Acute liver failure)
s2ER (Diagnosis)
7B (Treatment)
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T2 2z - RERE - S AHT)
e A= i 25 35 BL M H BT B 5% (hepatic failure)
(A B RO e B - HOE M B i HIER 2
fE - 2= (acute liver failure) » 71 ﬁi’?ﬁfzﬁ
#VEFE 5% (fulminant hepatic failure) * & —7#
=R *ﬁ@ﬁﬁ%ﬂ’]ﬁmrrﬂ%ﬁ H%r
ORI TEAE s O B8 3% A S e P RE 22
(acute abnormality) * H‘f%;ﬂtﬂﬂ{TﬁﬁTﬁi\&ﬁj%

o I v o AR B B A BE L D RE
i€ (coagulopathy) 2% FEEAHRE » 1 BEAIME (sep51s)
MY &¢I P& B8E (coagulation disturbance) AN [E] » if7
FH T 1 575 %% (hepatic encephalopathy) 5 [ 2
PR HH B 3% (consciousness) & % 1 o 7F & fd
AR S R e R - B RINTIEE
FEEBEE ~ IMLIE Y 2 B (transaminases) T+ 15 ~ &

KL 3 (bilirubin) 25 K ERUCRER A - I
Gh MR I R 8 S S8 8 T R A Y
FF#ERE 2 M RE1E (acute-on-chronic liver failure *
AoCLF) B¢ HAth = B 5 5 LT B RERY T 4
b o BEIZ BT U BR fli 22 1 B8 5 P RE &y L B 3
JE (jaundice) ~ ¢ I Dy 5E B B AT 14 B s 28 1Y
ERIRAE R EERY » AN B S M = s HiE -
RIBE » A0SR A 2 I 38 1 I B R 15 (primary liver
insult) » 3& 26 &% FE 4 58 Ry 2 M B M I 12 6
(secondary liver injury) [l & ot TETF =i o K]
It SRS 2 - BRIERRE IR (Wilson
disease) ~ B T 77 B 4L Bl H #8 e % M BT R 55
Gh o H B — A A IR R B A 2 4
Hﬁ%ﬂ%%wﬁﬁkﬁﬁ%@ﬁiz A]RE B A 2 B R
EIEEH B AR R B FERIAH 2,000 {6 s 613
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HWHUE 1 60002 5 &G F 34 530 5 #k kAR B R 0 B R AE R AR H OB B AR



B R BZ LB R A 293

Ty - SR R A R E R R -
FEiE ARl T - P 1 S M I8 H I A
FIERIR IR - WETH 1 H TS E G 5k iy
UTHIRHER B R B SR T FEsE e

R

S EENBURIRK - R EYEE
RIRBOIN ~ BT R - AR ~ 8
AT/ B P 9 - (B2 #9715 2 20% YR
%1 - JFKRHA (indeterminate cause)* (F—) » &
HEEVE R FEH R TR 2 R g E
AE (R )

s e PH 5 U 28 A 3R A LB 3 B R B Bl 3%
BIRAK - HrP RN 5 R R A 2= 5 2 E 2R
o TERHINERFE NSRBI 5 » Sk I =i i H b
IR FEE AR R BRI RFIE A
FF R EFRFEIRR G ! - A BB B BT R 9555 2 K
g S5 R M I 3 0 R SR 3R 50% LA
2122 e RN AR R TERG RS T (4 R
AU A RS ) - TRHME S a3
AR RERFER M EEREREEE B A
FF 4 (85%) ~ A BURF % (8%) ~ C BUFF & (4%) X
HAh R KA 6 (4%)% 5 H ST AE AR BT RS2 434
Fh R R P RIR RO (45% » FEZ2 B AU
HF 48 ) ~ Z21) (19%) ~ ABHJR A (13%) B H Al 5
(23%) 1K 2 EBENEIRRRCA
NE - DEH MR E & ST =S5

x— : RMEFRBHBRES

G« B2 R (herpes simplex virus) » B
#H M7 52 (cytomegalovirus) » EB J5 % (Epstein-
Barr virus) FIf/IN&E % (parvoviruses) & 24 o

TEBIM i 5 LAY e e T S e A s (AT k2 DA ZE
VIR & s 2527 o LR SE YRR BT 3 A 48
5% (drug-induced liver injury) £J5 50% HU=ERT
HIHEE 1 BEAR WP - KRS
Wl (acetaminophen) & fB 35 By ke ME T
TR RSN 2031 o phAh - fRENGHIRSEIBEER
R (paracetamol) » Z7JE 5E (ansett) ~ FA] 5] VLK
(aspirin) 5% 5 PUAERZZEANE KE (remy sealed)
FlJig S (rifampicin) 5% ;5 % bt (halothane) ~ HH
% M (methyldopa) ~ #% (antimony) ~ Hifi 7
(arsenic) ~ T %E (sulfa drugs) 55 5 FFEME2EY)
M« $FE P15 (mushroom poisoning) ~ BEAKKH 1
% (fermentive corn flour intoxication) ~ VY& kA
15 (carbon tetrachloride poisoning) 5 * £F AJHE
52 1E1% (drug-induced liver injury) * 158
JE& B PP 1 B HS B R e E F 50 °2 - AR RRK
IR 2 FE L fiff (aminotransferase) A& 3R &
FEE R 50 S 65 ML D) HE g 7 (K1 3% - BB S
TIRZEC RS IIE R 25 -

HAE RS E T =R R o B - e
R~ SRR I R B B SR R~ Sk
Budd-Chiari fERE ~ A5 (shock) FIEKET R SR
SIS 12 o SRR MR R s A
K ATRER AR VRO - 155 B Bk

I Al L
o A~ B~ E B2 R EMIIEE T (cytomegalovirus) ~ BHIEIZEFE (herpes simplex) » 7KJ&
kel N ol (varicella zoster virus) ~ E 24
sty ﬁ%ﬁ?% ~ {BJE -~ statins ~ FERAEIBEE K IFFEZE « PUEHIZE (phenytoin » carbamazepine)
Ll /SR UL (MDMA) ~ HURKHEZE (flucloxacillin)
M BRI
7 FHEE I E I A 2 (pre-eclamptic liver rupture) » fEURFE[GE (haemolysis, elevated liver
= enzymes, low platelets) ~ FEARAGNGIT (fatty liver of pregnancy)
Y ZFEZAFEN) (acetaminophen) ~ phosphorous * amanita phalloides
Sl /SRR IM%  Budd Chiari iEERE
o / SR

R IR ~ BB ~ WEE (lymphoma) ~ FE14:[EfE (malignancy) ~ R IIAH M EAH
TN 2 9E (haemophagocytic lymphohistiocytosis)
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KT RUEFRIBEABBER ZRITREW S
e FEH (O N
I Hﬂ(z/fﬁ (APAP%/?%EI?I)%PAP) Tﬂ(ﬂf E1J(%/Jf SH0
=t 45 19 (11 vs. 8) 13 23 Ho et al.’
HA 45 4 28 23 Sugawara et al.®
11 44 29 16 Zhao et al.”
HRE
47 0 50 3 Liu et al.®
e 44 6 10 40 Lim’
R 68(44 E) 0.6 (0 vs. 0.6) 31 0 Khuroo et al.'®
[ 12 52 (39 vs. 13) 17 19 Ostapowicz et al.!!
JIIE=YN 30 27 (15 vs. 12) 27 16 Tessier et al.'?
BF 37 7(0vs. 7) 44 11 Uribe et al. ?
B[] 7 51 (43 vs. 8) 30 13 Bernal et al.'*
15 33 28 (7 vs. 21) 18 21 Ichai et al. 1
il 37 16 (2 vs. 14) 32 15 Escorsell et al. '
o] 21 41 (9 vs. 32) 24 14 Hadem et al.!”
v L 21 21 18 40 Adukauskiené et al. '8
AR PEER 14 42 (36 vs. 6) 34 10 Gow et al."”
[ 27 8 (0 vs. 8) 38 27 Mudawi et al. 2
APAP : ZJEZFER) (acetaminophen) ©
WG » IR H e MUUE T g [ - £ K37 o BZ VPR (acute liver injury) FEE5 5

A O BUR A S ES BZ T v 4

i Bl P I R A - ATRE 2 B — A
oM AT 25~ R TR Ik
FAEAT T SEYIS - IRl HE R DMK RATEL -
a0 - M VRIS B MR T R G R A H A 75 ~ 18P
Wi o O SR T RS - P2 HOLT
EE R AGRERE - ES M= m e E R 2R
BRI > TEAERYRTREINIZE - 4 ¢ JR BT TN
BRI RET -

o 38

i 2 Ve = 38 i 5 1 Trey Al Davidson
(1970 ) EFhy " BeEAIEE - RIRERT -
WA g 5 - EAR B 8 S » 3%
A 1 RSSO o IR S A8 SRR I R K
PG AT R RO MRS 88 - BB IR THE (2] 2T TR -
PrE JIRIETERE T NI - 320 % ey B 7 g
ME - M REER KEEREY  BEE

A= GEIThRERRE - (IR A T U A
AR -

— ~ DEEHIRE RS2 958
Bernuau (1986 4 ) | F 2/ HY B 2 I 1 1
A IRFAR A - AR B s 1R 2 BN
AR - EE RN RS B
EHR 2 B 12 2R AN EERESE - €8
e TSRV ERTER S (subfulminant liver failure)®® °
O'Grady (1993) 1£ % & 5 [X (actiology) ~ f &
£ (complications) B2 FH % (prognosis) 55 » K 5
JEH R 7 RN A RS - e il
254 (hyperacute liver failure) 5 HEREHIE
% 8 % 28 RNBRAEMIEASEE - ER 2k
=i s B EESR 29 K2 12 EA 4 1%
fEs 4 - R Ry an S M=% (subacute liver
failure) ; {H =3 SHAE Ry AT E0E % o SEHALL
ANRIPEIRZRAY - i IR 28 1 Bl JH 1 s 480 28 fe
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ZERIRRLR Y £2HE TR A - ATREZ DF
i B S R M R v R AT REA TR 38394 4nE— -
O'Grady 47%H ~ Bernuau 73758 ~ J H AR FEEE -

— ~ LURR I THAERE M R BT MBS R B RORFAZ (i1 48

B2 BF B B 92 22 & (The International
Association for the Study of the Liver) f* 1999
FRBESETFRBEER A EI0K K
e Ry 10 K2 30 K » iEs =g
Fo 5 24 P < A 28 AR 1814
FF A (chronic liver disease) ° 3 B T B/F 7% 22
& (American Association for the Study of Liver
Diseases) /* 2005 - 221 19 5 1 I 52 0 o2 16 7%
51 RSO I e E Ry ST B AL B
LGN 2L - QBB AR #E L LB 3R (international
normalized ratio * INR) > 1.5 A [EEENE
Al U (I B 38 ) BRLR R AELI E AD I% 26
J& 445 2012 4F HILSE FEEIM 52 H 5y INR > 1.5 5
R 1M1 g J5 I F] ZE 5= (prothrombin time) A A 3
T 95 o HAR S BE LU H B R 1L g i B R
3 (prothrombin time activity percentage * PTA)
< 40% BEEMELH Ry INR > 1.5 BF - 21211 8 3
WA RIS 3 E R AR RIS -
I3 10 KA Ry S MERT SRS » 11 2 56 RiZRTFy
e R 8 2 24 HAE B R BN =
U (late-onset hepatic failure)*! » Z[1fE— -

T M RS B RSN D RE R RE ~ 1M

Hyperacute Acute

Fulminant

AR T AR TS Y0 - ML
N 2/ s R R RN EE A
THE AR FTF ~ PR B B GAA 6E I Dy R
fiE 4748 o BhAh o HE MR E R A B
K (splenomegaly) * € 7K (ascites) F1HT #8 15
/] (shrinking liver volume) ° 3& 26 83— H Z§ 4
P S s 48 > H 3 38 M1 TS % & (spontaneous
survival) SLE RS IRIK - Kz > SRS
B B BHEERY TS (extrahepatic) 23 B #ERE
R=im o HERKE E & MEEE (spontaneous
recovery) B ey 2 o SR » 164 Sl B 4 Ge Ay 2
M= G PHE B D RERERE (INR >4) » 57]
RER A RIS > -

= RIS EHEREEREEE

AR B AH AR 2 BONR B R R
J 3 Uy P 4 5 R VOB eI 3= ~ RE SRR
T~ 18T & OF Sl I 08 T8 1 I
U5 (chronic liver failure)*® o 2 FT 55 08 11 5 3
TR R TR 2 JE A B AR DL P e A
nHS MR R R R IR - B 15 KE 26 AN
AT 55 5 AoCLF ZAEME MEIT R < B4 L
BRSO RS ¢ SR 2 FE (L
A SEFT TR B RE SRR EEUE K - FIFIR &
JBE ~ ¥ 11 L/ E R B 1P 14 G A8 S 18 12k T B
FARAE Y - SEYMERT RS - SO HE MR KT
HE - Fhad S M Bns Sk B e R I e R i -

Subacute

Subfulminant

Late-Onset

A.O’Grady &%t
Fulminant
B. BernuauZ4i
[
C.Japanese%%; | Subclass:
Acute

Subacute

[ [ [ I
0 1 2 3

I I I I I I I I
5 6 7 8 9 10 11 12

Weeks from jaundice to Encephalopathy
B— : SMEARBZ AR BRI -
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A 20 2 U8 G A R LML DTy A e e A P 2 RS s At

AN BHEE - (H B bRy S I R 0 A
b miTEER R T - HETH T2 IR DL
EYIREEE (biomarkers) W BTHEI S MG 22
MR < FTREME: -

i
ok T 3 Ul o i PR SR B - 3l RO A
AERRLRRE ~ JH AR AL (B 52 FI &R ML Dy RE P e 5 T
MRS B T RE S R B 26 B 2N = ¥ (multiorgan
failure) FIZE T 1501 A1[E — » ST EIBTE
v B OVIREE - BIAN © 10 i A T A
(gluconeogenesis) * FLERIEFR (lactate clearance)
Z 5 B (ammonia clearance) ~ & I HE ZE AL
DIRETE RN A » i KM BE (hypoglycemia)
A B& B o 5% (lactic acidosis) ~ = & [l fiE
(hyperammonemia) ~ &¢I DI REREREE 5 72 B0 i
J& P S92 ~ JIS7K i (cerebral edema) ~ A
{8 (intracranial hypertension) 5 FEATifEs 201
485 ~ SMEPFIR S EE R (acute respiratory
distress syndrome) ; ¥ /(i it 2% =5 Wi HH IR 78
(high output state) ~ REEFIRTELHHEE (frequent
subclinical myocardial injury) 5 7F B i i B B
PEREIR R U RIRE 2 o IS ZERIEE TS |5
e 8 - B RIS | ST S+ - ctERT
Wi Re PR~ K FIEH - B EREN AT
AE - HUPA Z BB HR A E - S RB

B B o 4%
B 7K BE
BAM &R
Ao AR R D
ki b B

\

BR7H

T

FAE
HRRFSET - T EARIRIA L~ R R ZRER i B

— ~ EASL 2 AGA Z 2 Bt = U B K 52 BR AY

GRADE #ZEFHMAR

2017 4 BN T Bk W 9€ 2 & (European
Association for the Study of the Liver) * {&{& 2008
4 1Y Grading of Recommendations Assessment
Development and Evaluation (GRADE) SA#fEHYEE
BT R PR T SRR R RIG
WErErE | KRR IR SR Fy « REAS B IRGAE
(ED) ~ BB IEEARE (EI1-1) ~ JE BT Sow 51 S
AT S (ENL-2) ~ ZEFFHFFY - A HHE
HUEES (EI1-3) ~ ERIER > itk
(EINN) 5 WM S8 AR A ss © 8 (R1) 2059 (R -
HEE e slls s I nvasa st B nlee -

2017 - £ B 8 15 % B & (American Gas-
troenterological Association Institute * AGA) &
HUAGA 2013 53] %2 #Y GRADE %ifft » #2 i
KRB ELIEIR 2 5 BB EN T kI
WAHEL » AENSOREMHIREE [&
(high)] ~ EREEEHEEERIE L » BEIERYRER
AIREREE MR BURIIMLET - HE2A IR A EE
725 [ hEE (moderate)] ~ BIRCRMLETIIE LEE
FRAY - B IERYZCER AT REBLRUR A i 5 H A 1R KHY
AE K (low)] ~ EHBRMEEFH R EREL B
TERYRUR ATREESUR AU ST A IR AR [ IFH

16k .
164R o

49
1658 B B o
LB P
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RANEAL g «— SRAFRE — A%HMIERE

B E / l
SHEET W
W BILAR 15 "

% 0 il K AR Z AR 15
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g HRAERESE
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BEoF R F 8RB
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1K (very low)] 5 SR © 78 (strong) KA k(T

(conditional)**

= - BREREZER

N R EER BT = R R 2 B LR
A ZUHFEREE BmEZ) - G
BHEARR & ~ BEAR ~ WLy ~ TEM: S B B I AL E
Ak B AP B T IR o I AR
T 1 3R < 40% i R H I AE A 5 HL HERR oA
R 5 SRFREEET T IR - 2. R TS
B MEZ )7 BHENEGEER - Hiln
BRI R AR IES M LR 10 58 H L7t
> Img/dL » 32 B A TG TG - 4 I g I Ay
T (PTA) < 40% » WHERHEAMREE - 3. 18
g (EEEM) FEREE - 1B
b BN ST AR B R
BERIRERE - 4. B =B ESE - FEFEL
FbE o AR AR M OR L EE B -
KIpt > S =B E R « HIEKE A
PHEFAR SRR i~ A PR ~ I WalE kL
F7HE - HEH (albumin) PHEERAE - BEIMERIE
BRI MR < 40% 15 BRI LI RERTHE -

PP BES7S BB g i PR 3R B S TR 2 M I SR W Y
R EE - (HERE L T T AR A
BGRB8 0 28— O E » AZE B i 1
B (EI-2 ~ R1ZE#K)! - e -8 M F S %
PERF 4 ~ BCEEEE FOR A Budd-Chiari SEMREE S B
F o AR ERSR Y o RIS R 2 2 T
U (BI-2 ~ R1FERR)! - BLAN » RREHTE
R T S R T R B R A
PRIETERGIR = IR EGIRRE T Al kel ( 78Ik
HAK ~ HEESRAE R ) - JEFURETE (coombs
negative) A L1 & M AT IERL 32 / i 14 B IE B <
e LG AR 2 B 58R LGS 5 [ A e i I S B T 738
(EII-3 ~ R1 Zf) ) - 2HEKZZEFERR
F  JEIEEEZYE Budd-Chiari SEMERES [#E » FEF]
FA RGBT TR2 T (BIL-3 ~ R1 S5 )! -

B R R T SRR M
A (BN R - M EEES
AR T T M (BBIEFAL - HEEHRE
B ) 5 FE R 2 I B Ba oy A R B 2 2

1 S IR T T T B e - HIFEHERRTEBAE
H1S P I 5 ~ S {2k ek 9 P S 14 I (ETL-3
R1 5! o (HEAHEIE st B BEE A Y 185
i JIE FH s 5 2 A 2 AR A HEBR M i
(EII-3 ~ R1ZEff)! © BhAb - ZFESTESR 514
K] B 5 ff [ 3 2 52 %88 (EIL-2 ~ R1ZERR ) 40
oM =RERE  AREEAE R EiliEs
W (BIBIETR - HEEESE R )  BET
H S R B fepiieiill (GEBIEFL
HEEEE R ) ~ ST =R Al -
W E B 205 (FEBIERK - HEERG R
) - (BEBA &M =S R EiE M E
PR AT H HUKE TR B2 5 (varicella
zoster virus) HIEK (FEIBIEF AL ~ HEE ERA PR
)5 o
BN SR S =i E A G2k

{075 8 B an 2 M = 0 mT RE M AR A8 R T i Ak
(EII-2 ~ R1 %8 ) » mi eIk I 2 i YRR PRZR IR
2 ] DUSERUFFREAL (EI1-3 ~ RTS8 - It
Gb -+ GO B M I i S R A 1 B
BHYIEAE » FE B ERALNFE (BI-3 ~ R1
) o KIE - BEARER PRI I E R R R
A e TP R K BB ER 2 (BINL ~ R1 S5 )

= RIS

RE RS B b S I IR B2 T ~ o R TH
BRAE B A HEEESE - 1. SR =Ea
M2 — R - BB EER 2/3 - K
T AR AR S - B R B i ] LR (R
TRREAN[RITT AN [F] » 7375 O J- A e A e 2 A 1
FFETREIR SC R AN BRI Se = TR » 2. ni
TR0 I BT HEL R 20T 85 A R K T oA
Bt ~ R EIEE SR REIR AR AE B - SR B
RS AE DR - R P E N EE AR
G2 Al R~ AN R A B AR T U - 3. 18
ISl (REE ) I e M TR R B R
KA b o SRR A FE R SE TN
Bt o 4. 18R AT o B T WA IS T T B A A
be B RGEIE R - AT 53 M AN B2 T I 3
B o
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ERIR AR

H Bl =08 L B IR 1G9 sl ER i 5 1k
G WL ARISCRIEE » A THFSCRAGHR
FFFBERSAR IR =51 - JTEEAK - FFRBAE T
fli - EMRPUR G ~ Y EREES - 13
HEAMER - FRSHEXR FFrEEeyd - B
P eeoE - AERPEE BN THEE T - AR
AN AR S s R DU R R T
FFEAH -

—  XERE

eI e B B SR A FE ST R RITR
o MERT IR PR AL - TEPG RSB I - S
BRI TE ISR (R=) - IR HAREHE
R oo I 0 R A AR B A I R B )1 258
T - PR R UGS AR P AR e - fl R R
F'a 2 DURFF LA A Bl 2 3 D Re - Bk fF
BERE Jag 226 -

SRR BRENVREREERES  F ALK
IMAETEDL - DHETT I PN B4l 7o BT DIk e
A %) B (EIL-3 ~ R1ZFE#k ) » WETTIG S B
W (BT ~ R1ZE# ) » 1T B I e ik e i 25 -
ST 6 5 I BEAE 38 26 (BT1-3 ~ R1 60!« EFIA
1o 2 22 il e IR - R R4 1 S B B S L B
(proton pump inhibitor) «Z 58 F + fiy B4 B s A8

x= ' HRMEHRBOREEE

BR7H

FAE

B - MEREGE R T B Bk e /T =0 (BT~ R1 55
) e BN - ST IR R R K
AR RS W 3 G S T S e
S5 A\ o A1 B B AU (renal replacement
therapy) FICCE R R FIACHEREL - HERZLEEHY
FHETiER A RAYTES (EI-3 ~ R1ZEHK ) -

EY)5 R S =Y - & R E LR
& i P i 5 - = 2 BBV S (paracetamol)
FHEREE HTARE A  WRERAELERE
FEU (EI1-3 ~ R1EERR )  ABERE - 758 A
T A EE LR RENE - HEEH
G5 1L Ty e P e B I3 B A s B T = Y T O
HI € %5 7 N-acetylcysteine 75 #% (EII-2 ~ R1 %%
W B AEEAR ~ HEEE TR ) 5 M FE SRR IE
M HE B A S e = B AR R R R
PR 3B v 5 N-acetylcysteine( fiE38 8 ~ 1 HE
) o BRAh o BHNEERTE R RS Y
B (increased intracranial pressure) * SR FH
F B va R 7 ORI R (FERIER R - HE
FEEEMA R ) - Bhoh - (ERRE AR I B
BIR TR SR R HIH B - R RIREN
AL SRR EFERTRE - K fEiE &
FALTFEIRE - IR R S E ER VG R ST T
WIEE A B B RS - AR PR3
Z Bt fi -

AN ik
AR S acyclovir
acetaminophen N-acetylcysteine

amanita phalloides
EESHETRINESS —HY (tyrosinemia Type T)

R B AR U

A BEIME (galactosemia)

iz N e

REIMERERE (hemophagocytic Syndrome)

A BRI E U IRSEAE (neonatal hemochromatosis)
e oz AT 2

silibinin penicillin

NTBC (2-(2-nitro-4-trifluoromethylbenzoyl)-1,3 -cyclohexanedione).
JHF5HE / FIEE F1EHT (albumin dialysis)

LR F AN

AT S R - BEse2eE

etoposide, corticosteroids

HAIT (exchange transfusion)/antioxidant cocktail

JZ B HEIEEE corticosteroids
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HF Rt 2 S I =y — A Ak
B LR S M E I i R S S T
Bian « FEEONK A 8% HIBE I TS E T
flis 5% ~ B T 2P (Kings College Criteria) HIIFIH
18.2% WY EE I THFRS M T4l 46 - FEHIRH M
HE SR MERIN ~ BREEH (globulin) IREETHEAIH
HepthEnyEE T - EEEEE B iR R RA - F
SR FREE A AT REA R HE — AR AR
& NIFEESTGEI TS AE - IR LA T RERI
MFEGFESETT R IIBE LR (B2 ~ R1 )" - %
BT EIE R - TR ERRET - B2
A et 3 8 H AR - HA BRI K Bz =
B AN ] 1 Y g s 1 I 5 R 4+ OB U L
e 48 o LG R HERS BB L - B
B T E BT - G PE B b B I S B
FRE - MRS B E B 1A S (B ~ R1
FRO o BRAN - BEAE S B BURT AR FE RS
o TRRREETHIRRE R R I6HE (EI-3 ~ R
SO o FFMERS R R B BN TEAR
7 BIRTEI PR RERR E S48 (EI1-2 ~ R1 558 ) »
HITEGEE - /My BB Tk AR
F o TSRS (BII-3 ~ RIS - Higli @ &
M= A TR AR ATA TS Ry | IR
79% * 5 FEAKTFy 72%°

=~ HftEE

HAhiaR ik m=m REREBENNE » X
Frm Il - (EERTIRE 4 - A T ZRHE
o a0 IMAREEHR - TR R R D I A B
FEIMAEHETT E HA - R HFE B T iR 2
SNBSS E R IELE VBT R - BEA T8EE
AU R B B i 5 B S DD RE - TEEREHEY
B iR BELTEYE - RIS ZET
TS RE - SE A I A 2R B B AR PR 1R 020 »
N TR SRR (AR s bl ) N REERErk#f
TEERBE T B N A (EI-1 ~ R1 R ) 5 R0
1TRE MR GRS M =8 s
DT RS AR BESR (E1L-1 ~ R2 S5 ) » I
A] AT T BERE R (BT > R1 S8 - fFH7 &
MR RAIE B35 - FEF e T 6 RO 2+

SRR o R PRI SR 0L SR AR S - B
SE BRI ] (EINL ~ R1 258k ) - fERE A2
s B FERFEMETTRE SN L FER 4 ifo
JE FGHESTRIBRMERIIBGEAT (BT ~ R1 SR ) -
B HE SN SR AR AR TR 1 55 F U 2 1 ko
R o A PR R o BRSO E AR R
HI (B2 ~ R1 ) - (HE - AGA RS
PP S 08 )R - ARG PR SR B 17 o [ P £ D S 410
AN TR0 (ST ~ RHER ) -

- BREEEIE

e SV I 0 8 35 i H FEEET TR RS
el R AR A B 22 B AG IV SR AN FCEHIR
Pt (EII ~ R1 S5 )+ TEPGEHIRIMAE (EIIL ~ R1 55
M) 5 FER/INRF IR SV E b B B REAT AL - BRI I
HEFT PRI (EIIL ~ R1SERR ) 5 05808 56 B2 By & 1ML
JR B M5 55 (hyper-or hypocarbia)(EIIl ~ R1 5§
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Acute liver failure (ALF) is a rare and high mortality disease that condition characterized by the abrupt onset of
severe liver injury and affecting many organ systems. The causes of ALF vary-it can be attributed to drugs, viruses,
and other uncommon sources. Successful care of the ALF patient begins with early diagnosis and triage to the
appropriate level of care where a multitude of specialties are required to work together to maximize the chance of
recovery. With advances in critical care medicine and emergent liver transplant, ALF mortality rates have gradually

decreased. (J Intern Med Taiwan 2018; 29: 292-304)



