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A Case of Sudden Onset Hepatic Failure Resulting from Severe Alcoholic Hepatitis
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We represent a 37-year-old man with sudden onset hepatic failure resulting from alcoholic liver
cirrhosis. The patient was first admitted to Shiseikai 2nd Hospital for hematemesis caused by esopha-
geal varices. He did not have any signs of viral hepatitis or serological features compatible with auto-
immune liver disease. The patient’s alcohol intake was around 0.8 t (pure ethanol). Liver biopsy find-
ings showed the formation of micronodules combined with hepatic fibrosis, the massive accumulation
of microvesicular fat, and the presence of Mallory's hyaline bodies. These findings suggested alco-
holic liver cirrhosis. With the secession of drinking, his liver function improved significantly. After
the patient was discharged, he continued drinking alcohol and was re-admitted 12 months later. A
second liver biopsy revealed massive hepatocyte necrosis and marked polymorphonuclear cell infil-
tration. Based on the appearance of the liver atrophy and the presence of disturbed consciousness
and ascites, the patient was diagnosed with “acute-on-chronic” type hepatic failure caused by alco-
holic hepatitis. While intesive hepatic care was performed, the patient died from hepatic failure. The
necropsy specimen had a pseudolobular formation and exhibited multiple bile plugs in the micro bile

ducts.
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Blood chemistry CBC

TP 8.2 g/dl WBC 8,300 /ul
Alb 36 g/dl Hb 152 g/dt
T-Bil 46 mg/dl| Pt 120 x 104/ ul
D-Bil 20 mg/dl| Coagulation
AST 103 1U/1 PT 60.6 %
ALT 29 1U/1 HPT 79.6 %
LDH 589 1U/1 HRTANVAEEY—H—
ALP 318 1U/1 HBs Ag (-)
ChE 058 PH HCV Ab (=)
y-GTP 155 1U/1 HCV-RNA (=)
Glucose 120 mg/dl| Tumor marker
T-Chol 202 mg/dl| AFP 12.3 ng/ml
TG 103 mg/dl
CRP 0.2 mg/dl
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mg/dl, AST/ALT 103/291U/1, v-GTP 155IU/1,
WBC 8300/ul, HPT 769%, &7 4 VA< —
h—, HCVRREETh -7, BEifra—BX
O CT WA T, FfRAE(L, MfE 4 R 7z, IFEMRT
&, ANEEIZ T VT — VRS, Mallory /ME, BERE
T &S, FERBERIZL22b ST, WA,
INEFIRIOT VI = VEIFEZEDBRTH - 7-.

ABRBFIRAE © & 176cm, AE 89kg, 1Kl 37.1
T, RERMEICHEEID Y, WIIZRELL, B
EIL PR CIERE 2 <, FFZIEH © 3 MRl L,
MEASH O, MEE ORI H o 7.

PEABRBHRERMR (£ 1) © T-Bil46mg/dl, y-
GTP 155 1U/1, AST/ALT 103/29IU/1 & AST
BNDOLNT VAT IF—¥O LR %2372 WBC
8,300/ul, Plt12x10%/ul, HPT 79.6%, HBs HiJE,
HCV-RNA, HCHKIZEETH - 7.

PIE A BB ERIRE | B CT ML, ok
Mk, BUEZ RO WHSHRIREELR, BERE
BRD Lol (M1E).

YVIEAREERER (X2) : #2H, &% T, T-Bi
1.2mg/dl, v-GTP 851U/I, AST/ALT 36/351U/I
T L7011 A 10 HIRFEMRAEREITL, 7V 2 —
WVERFFEZE L W L. 72, A0F L2k

1 JEE8CT #t
7 D WELARERE (1998 45 10 A 30 H), 4 TIIIFEL, MIE% 30 5.
D2 MARERE (1999459 B 25 B) T, EBANEAL D 5.
DIETCRE (19994 11 A 15 B) 1243, ZWHAMARE & PR 420 5.
CIFBRE, T RZEWFE.

R
=1
E



52

I, 11 A26 HBX U 12 A 3 HoFF 2 BI&
T IR A BN 2 AT\, [AI4E 12 H ISR R L
7-.

FFAEH (K 3 /0) - AIE ARy, #RZE OFHIL
BT ECREEREE O &, FHHE B O
AL 2 0o I EIRIUIFREE CTh - 72, Iz oK
JEREZEVE, IBHHAL & Mallory /IMA % 3830, LT 72

T-Bil AST (IU/D
(mg/dl)  wGTP(IU/)
1000
5
300
4
240
3
180
AR
2 120 FOE R IR TR
L1
) 60
0 0

'98/10/8 10/28 11720  12/10

2 DA BR R R
1:T-Bil, M:AST, O :yGTP.
B, BEHCTEWLRINI VAT IS —-EOKTZED
%.

%ﬁ‘ R = e
3 LT R
DR A B, NS ERITREZE 1%, IR O AMEARZ N, EIE & Mallory ME%

Bt

R 5.

on-chronic” DfE).
DI, JERDZEEED D,

oo F

2

TNV I — VIR DR T - 7z,

BEEEEE | BRefg, @Rl TB57,
19994F 6 H L W BOBER 3~4 &/HAZBIBEL, 9
H 16 H#E, & BERRTREEL 2. IFIHERE
FOLALZRD, H2MMABRE o7,

FE20ARBKREMER (K 2)  T-Bil42mg/dl,
D-Bil 24mg/dl L BEREMN O VE D LR
RO, ASTENO N VAT IF—EDLASB
X U8, ALP 364 IU/I, v-GTP 1,021 TU/1 & JFPHE %
RO LA 2B 7:. BEEEIE HPT 783% &
B 72 T 72, WBC 12,500/ul, CRP 2.2mg/dl
EJAERT R 2 R 7.

25 2 BABREFEGRRE | B CTRETIE, I
JEK, oML, PiEZ RO, BEAKIZED
bhaholz(F1H), $7/2, HEIREOEK
RO WHRER, BF¥R, BXURERRL
LYHBERIEENT, TVa—-VHEFEELS
WiL, EBEERIBL.

2 EARERB (X 4) @ AR, 2EICLD,
v+GTP, AST IZMET L72%%, 10 H#4, T-Bil80
mg/dl & E&H L, HPT 454% & BEEDE T %72
Wiz, F72, WBCIZ 24,900/ul & ZFHIZHEML,
CRP 77mg/dl £ L&, 512, 375TC 0% LA
ZEEOER % 20, BT —MmACTIREILE
WHIZEKL, BHEROAIEE /2. [HEORER

D 2 A ARRRE, RN E SR OMROREZ RO L (bW “acute-

DWRGE (x100), T HE et (X400).



F2 B2 AR R

Blood chemistry Coagulation
TP 6.4 g/dl PT 63.7 %
Alb 3.7 g/dl HPT 783 %
T-Bil 4.2 mg/dl AN ABE~— 5 —
D-Bil 24 mg/dl HBs Ag (=)
AST 284 1U/1 HCV Ab (=)
ALT 129 1U/1 HCV-RNA (=
LDH 684 1U/1 Tumor markers
ALP 364 1U/1 AFP 4.2 ng/ml
ChE 0.75 PH PIVKA-IL 105 mAU/ml
y-GTP 1,021 1U/1 Immunology
Glucose 113 mg/dl ANA 40 X >
T-Chol 131 mg/dl AMA- Ab (=)
TG 62 mg/dl IgG 1,652 mg/dl
CRP 2.2 mg/dl IgA 591 mg/dl
CBC IgM 214 mg/dl
WBC 12,500 / ul Fibrotic marker
Hb 145 g/dl | 2= 2,231.4 ng/dl
Plt 89 X 10%/ ul
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