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Table 1 Patients with HBe antigen positive
chronic type B hepatitis

No. cases 24
M/F 18/6
Age 6—33
(Mean=+SD) (22.5+6.7)
Follow-up period 12—78
(Mean+SD) (27.3+18.8)
Histology
CAH 12
CPH 9
NSRH 1
NT 2

CAH=Chronic aggressive hepatitis
CPH=Chronic persistent hepatitis
NSRH =Non-specific reactive hepatitis
NT =Not performed
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Table 2 Etiologic factors in patients with
chronic liver disease (liver cirrhosis and he-
patocellular carcinoma) in Okinawa

LC (n=341)

50/328(15.2%)
169/326(51.8%)  33/76(43.4%)
20/290(6.9%) 4/77(5.2%)

LC=liver cirrhosis, HCC=hepatocellular carcinoma
*80 ml ethanol/day for more than 5 years

HCC (n=85)
20/82(24.4%)

HBs antigen (+)
Alcohol intake*
Blood transfusion

Fig. 1 Prevalence of HBe antigen by age among
asymptomatic HBs antigen carriers
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Table 3 Clinical diagnosis, HBe antigen, anti-HBe and liver function tests result in HBs

antigen positive health examinees

HBeAg/anti-HBe

Liver function

Clinical diagnosis  No. cases

+/= —/= —/+ normal®  abnormal®
Chronic hepatitis 27(6.3) 5(18.5) 3 19(70.4) 3(11.D 24(88.9)
Fatty liver 21(4.9) 0 1 20095.2) 7(33.3) 14(66.7)
Acute hepatitis 100.2) 1 0 0 0 1
Liver cirrhosis 1(0.2) 0 0 1 0 1
Healthy carrier 381(88.4) 5(1.3) 18 358(94.0) 375(98.4) 6(1.6)
Total 431(100) 112.6) 22 398(92.3) 385(89.3) 46(10.7)

( ) indicates%
#Cases with normal values of GOT and GPT
bCases with high values of either GOT or GPT

Fig. 2 Cumulative clearance rate of HBe antigen
in HBe antigen positive chronic type B hepatitis
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Fig. 3 Mortality rate of HBs antigen positive
hepatocellular carcinoma (comparison between
Okinawa prefecture and the average for the
whole of Japan)
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Fig. 4 Clinical outcome of HBs antigen carriers in Okinawa prefecture
a: The great majority of HBs antigen (HBsAg) carriers in Okinawa have
acquired their hepatitis B virus (HBV) infection perinatally or during post-natal-
period. b: Prevalence of HBe antigen by age among asymptomatic HBsAg
carriers in Okinawa. In the great majority of HBsAg carriers, HBe antigen had
disappeared before the time when a HBsAg carrier became 30 years of age. ¢, d:
The mean ages developing to liver cirrhosis (LC) and hepatocellular carcinoma
(HCO) in Japan are 49.6+12.8 and 54.9+10.8 years old, respectively, with 99%

of both LC and HCC being more than 30 years of age. (by Matsushita,
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Correlation between Hepatitis B Virus Infection and Chronic Liver Disease in Okinawa

Hiroshi SAKUGAWA
First Department of Internal Medicine, University Hospital, Faculty of Medicine, University of the Ryukyus

In Okinawa prefecture, prevalence of hepatitis B surface antigen (HBsAg) among blood donors is
3.5% and is twice as high as the average for the whole of Japan (1.5%), and is the highest in Japan
(p<<0.005). In contrast, mortality rates of both liver cirrhosis (LC) and primary liver cancer (PLC) in
Okinawa are the lowest in Japan. Many epidemiological studies have shown that the positive rate of
HBsAg correlates with mortality rate of PLC. To elucidate the cause of this epidemiological
discrepancy, cross-sectional seroepidemiological studies and a prospective clinical study were
conducted.

In the cross-sectional studies, the following results were obtained;

(1) Positive rate of HBsAg among patients with LC in Okinawa was 15.2% and lower than the
average for the whole of Japan (23.4%). A similar comparison among patients with hepatocellular
carcinoma showed 24.4% in Okinawa Vs. 31.4% in the whole of Japan. (2) The age-specific hepatitis B e
antigen positive rate among 829 HBsAg positive health examinees tend to decrease with increase in
age; 50% in <20 years old age group, 15.7% in third decade and 2—3% or less in 30 or more age group. Of
the 829, 431 HBsAg positive subjects were referred our liver out-patient clinic. Then, of the 431, 27
(6.3%) were diagnosed or suspected as having chronic hepatitis and one (0.2%) was diagnosed as having
cirrhosis. Of the 431, 381 (88.4%) were diagnosed as healthy HBsAg carrier, the great majority (94.0%)
of whom had positive reaction of anti-HBe antibody and normal values of both GOT and GPT.

On the other hand, the prospective clinical study showed that; Among 24 initially HBeAg positive
patients with chronic type B hepatitis, all of whom were followed-up for more than 12 months, 14
cleared HBeAg and subsequently 10 of the 14 acquired anti-HBe antibody. The cumulative clearance
rate of HBeAg within the first two years was 56.3% and the annual clearance rate of HBeAg was 25.6%.

The tendency of early disappearance of HBeAg among HBsAg carriers during their life time or the
course of chronic hepatitis might lead to the low death rate of hepatocellular carcinoma, particular
that of HCC associated with hepatitis B virus infection in Okinawa.
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