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Abstract : Objective To study the quantitative level change and correlation of HBsAg and HBV-DNA lev-
els in patients with chronic hepatitis B,and to compare their levels in different stages of chronic hepatitis B.
Methods The serum samples of 302 patients with chronic HBV infection were collected from January 2015 to
December 2016 in Shunde Hospital of Southern Medical University,and they were divided into three groups:
mild, moderate and severe chronic hepatitis B groups. The HBsAg level was quantitatively detected by chemi-
luminescence enzyme immunoassay,and the real-time fluorescent quantitative PCR technique was applied to
detect the serum HBV-DNA capacity. Non-parametric Kruskal-Wallis H test was used for comparison among
groups,and Mann-Whitney U test was used for further pairwise comparison. Data correlation analysis was per-
formed by Spearman test. Results The median HBsAg values in patients with mild, moderate, and severe
chronic hepatitis B were 2 583. 96,6 998. 34,and 3 669. 91 U/mL,respectively,and the differences were statis-
tically significant (Z=15. 50, P<C0. 05). There was significant difference in HBsAg quantitative level between
mild chronic hepatitis B group and moderate chronic hepatitis B group (Z=—3. 89, P<C0. 05). There was sig-
nificant difference in HBsAg quantitative level between moderate chronic hepatitis B group and severe chronic
hepatitis B group (Z=—2.32,P<C0. 05). There was no significant difference in the quantitative level of HB-
sAg between mild chronic hepatitis B group and severe chronic hepatitis B group (Z=—1.22,P>0.05). The
median HBV DNA quantification levels in mild, moderate and severe chronic hepatitis B groups were 246 500,
2 840 000 and 894 000 log copy/ml, respectively,and the differences were statistically significant among the
three groups (Z=9. 33, P<C0. 05). There was a significant difference in HBV DNA quantitative level between
mild chronic hepatitis B group and moderate chronic hepatitis B group (Z=—2. 96, P<(0. 05) , but there was
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no significant difference between the other two groups (P>0. 05). HBsAg and HBV DNA were positively

correlated in mild chronic hepatitis B group, moderate chronic hepatitis B group, severe chronic hepatitis B

group and patients (r=0. 68,0. 60,0. 66, P<C0. 05). Conclusion

HBsAg and HBV-DNA are positively corre-

lated in different stages of chronic HBV infection,and can be used as a serological marker for predicting the

progression of chronic hepatitis B.
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