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Interferon Therapy of Chronic Hepatitis B

Shinichiro Yamamoto, Tsuneyo Ohumi, Ayumi Wada, Itsuro Saito,
Keiko Takatori, Ryosuke Yamamoto, Seiji Ideguchi, Kenji Ohmoto,
Kazunari Hino and Yutaka Hirano

Five cases of HBeAg positive chronic hepatitis B were treated with interferon-
B, and serological and histological changes were examined. Interferon-g8 (IFN)
was injected intravenously at 3x10°—6x10% IU/day for 28 days continuously.
Serum DNA-polymerase (DNA-P) became negative (less than 30 cpm) or de-
creased in all cases and HBeAg became negative in only one case. Serum trans-
aminase tended to rise at the beginning of administration, but they improved
spontaneously at the end of administration. In one case, neutropenia was observed
during administration, but recovery was spontaneous without cessation of IFN
therapy. Histological improvement was noted in two cases but there was no
apparent improvement in other three cases. Necrotic changes and cell infil-
tration of the portal area improved in effective cases. (Accepted on May 6, 1988)
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Table 1. Changes of viral markers in five cases of IFN-treated chronic hepatitis B.

Before/after treatment.

Cases DNA-P(cpm)| eAg |HBV-DNA ’ GOT r GPT WBC RBC Plat
1. HM. 40 M 477/ 0 +/+ +/— | 45/39 | 83/ 81| 4300/5400 | 577/496 | 12.4/14.8
2. TM. 25M 2362/124 +/- 24+/+ | 95/48 | 291/145 | 7900/6300 | 510/485 | 16.8/15.7
3. Y.S.29M 122/ 43 +/+ 22/24 | 33/ 32| 6100/4700 | 483/499 | 16.9/14.6
4. S.T. 34 M 11654/307 +/+ 4+ /24 | 49/64 | 184/164 | 5000/3500 | 469/471 | 19.6/14.5
5. K.T. 35 M 999/ 24 +/+ 48/62 | 68/ 84 | 7500/5700 | 393/338 | 12.2/ 6.6




A Z A :

BRUBMHITFRICKT B4 v & — 7 = v VIEEORERER

H.M. 40 M Chronic hepatitis <HBsAg(+) HBeAg(—i-))

473

#-. %7- HBV-DNA §

onap| Y 3xage 1 GPT 1 BHTEMEL. L

org IFN- £ hL eAg FEERTHE

00 & @ I I R I I I IR i, titer OEFIXRDT
€.

sl © O 66060606 6 600 0 @ 00Th7 3A5H

I R FFAERE AT L

o———o DNA-P(cpm)

---- GPT . S
== 1 BERes
- rosis AL TH » 1o
20 A 100 23, SERITH B2

N WAL, BEROMEL
= -7 Y
100 m\u:_::\*--—:’_ S BERLhS L OOHRE
O | - 0 HIC B LTHEL,R
4 5 6 7 8 9 10

Fig. 1.

HBV markers.

Fig. 2. Histological changes of the liver in
case 1. A: Before treatment B: After
treatment (HE, x200)
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Fig. 3. Case 2. Sequential changes of serum transaminase and

HBV markers.

Fig. 4. Histological changes of the liver in
case 2. A: Before treatment B: After
treatment (HE, x200)
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Fig. 5. Histological changes of the liver in
case 3. A: Before treatment B: After
treatment (HE, x200)
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Fig. 6. Histological changes of the liver in
case 4. A: Before treatment B: After
treatment (HE, x200)

Fig. 7. Histological changes of the liver in
case 5. A: Before treatment B: After
treatment (HE, x200)
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PEAEEL, L2d HBe HiffoHBL -
seroconversion (SC) # 1z #& 5% 6 » A 5.5
%, 14431.1%, 2434.2%TH Tt
HELTW5. FIOHE Tk, HBe HFHKER
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Table 2. Reports of IFN treatment study in Japan
e L JE DNA-P HBV-
sas | wem | N P p oo DNA
4 AR £ T | SN* | SC¥ | (& T | &tk | &k &
8K | 220 JIFN—a(EIi'ﬁ)%EI 3.5x 1066 IU/H 1/10 4/10
1983 (10%) 40%)
lIFN—B(ﬁv)%E 3x106IU  OR 2/12 | 1/12 7/12
{6x106 IU 1- 6El} (16.6%)| (8.3%) (58. 3/)
3x 108 IU 7-27H
2. 4k | 868l | IFN-B(&EL)[28A|(3x 101U  ORY | 22/53 | 12/53 | 4/53 24/50
1984 {6><10° U 1- 65} (41.5%)/(22.6%)| (7.5%) (48%)
(647 At 3x 108 IU 7-27H
3. &K | 7661 IFN-B(FHLV)| 7H| 1. 6x10° TU 6/33 9/27 | 12/32
1986 . (18.2%) (33.3%)\(37.5%)
(CEER II. 1x 108 U 6/34 4726 | 7/32
(17.7%) (15.3%)|(21.9%)
4. A | 84f1| IFN-B(HEL)I28A|(3x 1081U 0 23/38 | 13/38
1986 {6>< 108 IU 1~ 6EI} (60.5%)|(34.2%)
(248 3% 108 IU 7-27H
5. WP |153%1| r IFN-a¢A [28H| 18x 108 U/H 13/102 66,68
1988 (Ro 22-8181) (12.7%) (97.1%)
6. EEEF |1186| r IFN-¢A | 7H high dose 18x108 U 1/42 17/25 | 11/18
1988 (Ro 22-8181) (2.4%) (68%) 1(61.1%)
low dose 1.8x108 U 1/39 10/31 4/17
Q. 6/) (32.3%)|(23.5%)
7. WA | 1226 | r IFN-a-2b | 7H [high dose 10x106IU 4/51 20/33
1988 (Sch 30500) (7 8 /) (54.1%)
low dose 1x 108 IU 7/53 12/47
(13.2%) (25.5%)

*SN: Seronegative (eAg(—), eAb(—))

*x SC: Seroconversion (eAg (—), eAb(+))
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