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Abstract : A multi-institutional survey of fulminant hepatitis (FH) was conducted in
Akita Prefecture between 1992 and 1994. From questionaires sent to 33 hospitals, a total
of 12 patients were collected from four individual core hospitals. The twelve patients
consisted of 5 patients with acute form (FHA) and 7 with subacute form (FHS) of the
disease, with survival rates of 40% and 299, respectively. Etiologically, the incidence
of type B was 3 out of 5 patients with FHA, while 3 out of 7 with FHB. From the
laboratory findings, GOT, GPT, and WBC appeared to be high in FHA, while total
bilirubin was high in FHB. With respect to major complications, infections (64%) and
DIC (50%) were the most common. Of specific therapies to prevent liver necrosis and/
or to promote liver regeneration, G-I therapy (75%), BCAA rich amino acids (100%),
and hemofiltration (429) were the most frequently applied. No positive correlations
between these specific therapies and survival rates were observed, although 2 of the 5
patients treated with a combination of plasma exchange and hemodiafiltration regained
consciousness.
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Table 1. Criteria for fulminant hepatitis

The criteria for inclusion of fulminant hepatitis are acute hepatitis patients who developed hepatic ence-
phalopathy of grade II or more within 8 weeks after the onset of hepatitis syndromes, showing a plasma
prothrombin level less than 40%.

Patients with a pre-encephalopathy period of less than 10 days are classified as having the “acute form” and
those with longer period as having the “subacute form.”

Table2. List of patients collected in the present study

case age gender etiology Igl\P/IIl-aflgcg /Ab Hg\éingﬁ /7 enceph(zlaosga)lthy period PT (%) outcome
(coma grade)
1 HH. 51 M B (+)/(+) 2 (1IN 18.7 dead
2 MS. 38 M N (=)/(=) =)/ 5 (II) <40 alive
3 TY. 52 F B /(+) 5 (II) 19.6 alive
4 T.T. 56 F N (=)/ (=) 6 (IV) 23.3 dead
5 TK. 54 M B (+)/ 8 (IV) <25 dead
6 HW. 22 F B (+)/(+) 18 (III) 10.8 alive
7 AS. 46 M B (+)/(+) (=)/(+) 25 (II) 12.1 dead
8 EH. 43 M B (+)/ 30 (III) 20.9 dead
9 MT. 70 F N (=)/(=) 30 (III) 22.2 dead
10 HY. 41 F N (=)/(=) 34 (II) 26.2 dead
11 YK. 55 F C =)/ (=) (+)/ 38 (II) 22.5 dead
12 MK. 56 F N (=)/ (=) 55 (II) 37 alive
N: non A non B
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Table 3. Etiology and survival rates of patients
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BuHELS

with acute and subacute forms of ful-
minant hepatic failure

acute form  subacute form
5 cases 7 cases
gender M3:F2 M2:F5
age 50.2+7.1 47.6+14.5
etiology
HAV 0 0
HBV 3(1) 3D
HCV 0 1
NANB 2 (1) 3()
total 5(2) 7(2)
survival rate 40% 29%

( ) : number of cases survived
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Table4. Clinical symptoms in patients with ful- Table5. Comparison of laboratory data of
minant hepatitis patients with acute and subacute

forms of fulminant hepatitis
acute form subacute form total

alive dead alive dead [alive dead acute form subacute form

fever 12 2@3) 2@ 4@ (3@ 6@ GOT 1541+1591 U/1 (4) 150+51 U/1 (6)
jaundice 2(2) 3(3) 2(2) 5() [4(4) 8(8) GPT* 1506 +1547 U/1 (4) 240+212 U/1 (6)
ascites 0(2) 2(3) 2(2) 3(3) [2(4) 5(6) T.Bil.  12.1+7.6 mg/dl (4) 25.4+7.4 mg/dl (6)
tachycardia 1(2) 2(3) 0(1) 2(4) |14 4(D D.Bil.  6.1+3.79 mg/dl (4) 13.1£5.7 mg/dl (5)
tachypnea 0(1) 2() 0(0) 1(3) [0(Q) 3(6) albumin 3.3+0.58 g/dl (4) 3.1+0.22 g/dl (4)

PT 21.7+3.0% (4) 21.84+9.7% (6)

(1) : number of cases HPT 112+48% (4)  159+175% (5)

AFP 9.5 ng/ml (1) 29.6 ng/ml (2)

WBC 12475+5342/u1 (4) 76501843/l (4)

3 , ; 1 EVHS »
BLTE, BERRR LY FRERMELH ST lymphocytes  31.3+22.6% (3)  17.8:+104% (4)

720

ﬂé; BRI RE *p<0.05, (): number of cases
BERBEBFOMKEELS, MBEE, mK—RRE
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fro 2HL, BEELBIDLEOIRGPT OATHok, Bllikasdhl, LidIhsEHERFETHIZB
7, ME7 VTS A8, PT 3AKR, BAMEE THBD5N, BRELEH LI 76Ih 5 HIasET

Table 6. Major complications in patients with fulminant hepatitis

acute form subacute form total rate of death
infection 3/5 (60) 4/6 (67) 7/11 (64) 5/7 ( 71)
Gl bleeding 1/5 (20) 1/6 (17) 2/11 (18) 2/2 (100)
renal failure 1/5 (20) 0/6 ( 0) 1/11 ( 9) 1/1 (100)
DIC 4/5 (80) 2/7 (29) 6/12 (50) 3/6 ( 50)

morbid cases/total cases (%)

Table7. Aggressive supportive measures including artificial hepatic support adopted
in patients with fulminant hepatitis

alive cases  dead cases total nationwide survey®
steroids 1/4 ( 25) 1/8 ( 13) 2/12 ( 17) 53%
G-I therapy 4/4 (100) 5/8 ( 63) 9/12 ( 75) 85%

BCAA rich amino acids  4/4 (100) 8/8 (100) 12/12 (100) 88%
plasma exchange 2/4 ( 50) 7/8 ( 88) 9/12 ( 75) 67%
hemodiafiltration 1/4 ( 25) 4/8 ( 50) 5/12 ( 42) —

PGE, 2/4 ( 50) 0/8 ( 0) 2/12 ( 17) 21%
IFN 1/4 ( 25) 0/8 ( 0) 1/12 ( 8) —
ATII 3/4 ( 75) 7/8 ( 88) 10/12 ( 83) —

applied cases/total cases (%)
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Table 8. Histological findings of the liver in patients with fulminant

hepatitis
. interval* rate of hepatic  regenerative
etiology  outcome (days) parenchyma nodule
il B dead 8 — —
2 N alive 40 75 yes
3 B alive 60 90 yes
4 N dead 11 30 no
5 B dead 16 50 no
6 B alive 112 75 yes
7 B dead 80 30 no
8 B dead 43 30 no
9 N dead — — —
10 N dead 60 5 no
11 G dead 43 5 no
12 N alive 160 80 ves

N:non A non B, *interval between the onset of fulminant hepatic
failure and the day of biopsy/necropsy

Fig. 1. Microscopic findings of the biopsized liver in case 2. The specimen was obtained 40
days after the onset of fulminant hepatits. The rate of hepatic parenchyma is 75%,
and a regenerative nodule (1) and bile plug (A) are observed. (H-E staining, x270)
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Fig. 2. Microscopic findings of the necropsized liver in case 7. The specimen was obtained 30

days after the onset of fulminant hepatitis.

Massive hepatic necrosis with hemor-

rhage, and bile ductular proliferation with bile plugs (1) are observed. Residual and
regenerated hepatocytes are not observed, and the rate of hepatic parenchyma is 30%.

(H-E staining, x135)
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