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Abstract

Randomly selected 52 HBV carrier residents who had lost HBsAg during a annual health-screening program
(HBsAg/anti-HBs:RPHA, HBeAg/anti-HBe:EIA, serum ALT level) between August 1979 and July 2000 were en-
rolled in the present study. The subjects comprised 24 males and 28 females with a mean age at the start of
follow-up of 48.5%£8.2 years. The mean follow-up period was 12.9+4.5 years. Genotyping by RFLP method
revealed 2{4%) of genotype A, 24(46%) of genotype B and 26(50%) of genotype C. Although disappearance of
HBsAg occurred significantly earlier in genotype B than in genotype C (8.3%3.9 vs. 10.6%+4.1 years, p<
0.05), no significant difference was noted in the mean age of HBsAg disappearance between both groups sug-
gesting that the duration of HBV infection played more important role in loss of HBsAg rather than difference in
genotype.

The mean maximum ALT level before loss of HBsAg tended to be higher in genotype C than in genotype B
(63.9+116.7 vs. 46.5 + 65.0 IU/L). In all genotype B individuals, anti-HBe remained positive during
follow-up, while, it did in 81% in genotype C ones and in some of genotype C, delayed appearance of anti-HBe
or low anti-HBe titer was observed. It is speculated that these phenomena were caused by genotypical differ-
ence, however, stronger attention should be paid to that there existed a number of genotype C carriers who

had lived their healthy lives irrespective of their dominance in chronic liver diseases.
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