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[ Abstract |
plain the results of HBV serological markers and to apply the markers correctly for clinicians to analyze HBV infection
status. Methods The serum HBV markers were quantitatively detected by chemiluminescence immunoassay in 8 303

patients, and 1, 2, 3, 4, and 5 represented the HBsAg, HBsAb, HBeAg, HBeAb and HBcAb respectively. Results

Objective To analyze the serological infection modules of hepatitis B virus in Dali, and to ex-

Fifteen serological infection modules of hepatitis B virus were found in which, “1, 2, 3, 4, 5” negative accounted for
47.3% ,
12.1%, “1, 4, 57 positive accounted for 4. 62% , “5” positive accounted for 3. 06% , “4, 5” positive accounted

“2” positive accounted for 16.9% “2, 5” positive accounted for 12.5% , “2, 4, 57 positive accounted for

for 1.73% and “1, 3, 5” positive accounted for 0. 97% . Conclusion The average positive rate of HBV is lower in
Dali population than in China population.
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