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Clinical significance of HBsAg and HBeAg quantitative detection in chronic hepatitis B antiviral treatment
LI Qin-ying (Second Department of Liver Diseases, Third People’s Hospital of Hengshui, Hebei 053000,
China)

Abstract: Objective To study the clinical significance of HBsAg and HBeAg quantitative detection in
antiviral treatment. Methods Total of 152 patients with chronic hepatitis B selected from the author’s
hospital received antiviral treatment with interferon and nucleoside analogues. After 12 weeks, 24 weeks
and 52 weeks of treatment, quantitative detections of HBsAg, HBeAg and HBV DNA have been carried out
so as to observe the correlation between the quantitative detection and the treatment effect. Results For the
interferon treatment group: the changes of HBeAg after 12 weeks and HBeAg after 24 weeks have correlation
with long-term outcome, which is of statistical significance (both P << 0.05); for the nucleoside analogues
treatment group: HBsAg quantitative didn’t change significantly in the course of treatment, and the changes
of HBeAg after 12 weeks and 24 weeks have been found to be associated with the prognosis of the patients,
which also has statistical significance (both P << 0.05); HBeAg can serve as a reference index for forecasting
the risk of drug resistance. Conclusions HBsAg and HBeAg are two stable and reliable biological markers;
the quantitative detection can visually analyze the patients’ conditional changes, predict therapeutic response
and help formulate the individualized treatment plan.
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HBsAg (ng/ml)

HBeAg (PEI U/ml)

BT 128 24 ) o) 12/ 24
A (n=39) 400.40 = 126.20 385.60 = 147.60 153.80 £ 78.76 39.86 £ 24.73 2797 £ 22.67 11.46 + 18.69
3% (n=47) 456.40 + 117.10 474.60 = 123.50 427.70 + 126.10 51.72 + 1437 53.32 £ 20.51 49.37 £ 25.64
2.13 3.04 8.99 2.74 5.44 7.68
P 0.360 0.003 < 0.001 0.007 < 0.001 < 0.001
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HBsAg (ng/ml) HBeAg (PEI U/ml)
BT 128 247 W67 AT 12/ 24
A (n=25) 439.60 + 133.80 431.20 + 137.10 42997 + 140.40 47.16 £ 21.10 36.07 £ 23.41 23.64 £ 25.57
L (n=41) 441.00 = 126.50 438.10 + 134.30 439.20 = 127.60 51.72 £ 14.37 46.89 £ 16.52 4597 £ 22.49
0.04 0.20 0.27 1.05 2.19 3.72
P 0.966 0.841 0.785 0.300 0.032 < 0.001
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