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[ Abstract] Objective To study the relationship between mutations within
HBsAg “a” determinant and HBV genotypes in HBeAg-positive chronic hepatitis B
(CHB) patients. Methods All 99 HBeAg-positive CHB patients were recruited for
research. HBV genotypes and mutations within HBsAg “a” determinant were assayed
by sequencing HBV S gene, and then Logistic regression was used to identify their cor-
relation. Results HBV genotypes in all patients were B and C, 52.5% (52/99) and
47.5% (47/99) , respectively, and other genotypes were not found. There were muta-
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tions at amino acid position of 126 in HBsAg “a” determinant, but not at amino acid
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position of 124 ;131,133 ,139,141 or 145. Also there were no deletions or insertions at
amino acid position from 122 to 124. At amino acid position of 126 in all patients,
threonine were 52. 5% (52/99 ), isoleucine were 39. 4% (39/99 ), serine were
4.0% (4/99) and alanine were 4. 0% (4/99). Furthermore, the substitutions of
threonine to isoleucine were found more often in genotype C than B (x> = 35.201,
P <0.001,0R =48.125). Conclusions The mutations in HBsAg “a” determinant
are found more often at amino acid position of 126, where threonine can be substituted
to isoleucine more often than serine and alanine. Furthermore, the substitutions of
threonine to isoleucine are found more often in genotype C than B.
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