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ABSTRACT

The natural history of hepatitis B virus (¢ HBV )
infection was studied in a rural production brigade
in the suburb of Beijing from June, 1982 to June,
1983, In 1982, 491 serum samples collected from
84% of members were tested for HBV markees by
solid-radioimmunoassay ( SPRIA ) ,The prevaleuce
rates of HBsAg, anti-HBs and anti-HBc¢ were 7.3,
36,7 and 45,6 percent, respectively, and the HBYV
infection rate was 52,3 percent in the population .
The prevalence rate of HBsAg among the males
was 1,5 timss higher than that among the females
(3.9% vs. 65.9%, P>0.1) .of the HBsAg posi-
tive individuals, 56% were children uader 15 yvears,
There was not much difference batween males
and females in the rates of anti-HBs, anti-HBec¢ and
overall HBV infection,

Three hundred and ninety cight of 491 indivi-
duals who were tested in June,1982 were retested in
June, 1983, Six of 191 individuals (3.1% ) without
any markers of HBV in 1982 acquired some of
HBV markers; all of the infection were subclinical
and symptomless. Twenty-eight of 31 persons
(90,3% ) being HBsAg positive in 1982 became

 chronic HBsAg carriers and the represeated 14% of

all persons infected by HBV,Persons haviag anti-
HBs consituted 70% of all the HBV infected,
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