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The combined value of HBsAg quantification and HBYV DNA quantification in the evaluation of early
efficacy of antiviral therapy for chronic hepatitis B
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Medicine Hospital » Jiangxi Province (Affiliated Hospital of Jiangzi College of Traditional Chinese Medicine
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Objective To explore the application value of HBsAg quantification combined with HBV DNA
quantification in the early efficacy evaluation of chronic hepatitis B.  Methods A total of 152 patients with chronic
hepatitis B were prospectively enrolled and divided into a nucleoside (acid) analogue group (n=90) and a pegylated
interferon group (n=62) according to the treatment regimen. HBV DNA, HBsAg and liver function were measured at
baseline and at 4.12,24 and 48 weeks after treatment,and adverse events and compliance were recorded.  Results At 12
weeks , the decreases in HBV DNA in the two groups were 2. 41£1. 02 and 2. 58 1. 05, respectively (P =0. 265) ,and the
decreases in HBsAg were 0. 36+0. 12 and 0. 44=0. 14, respectively (P<C0. 001). During the 24-48 weeks of follow-up,
the peginterferon group had a significant advantage in further HBsAg decline and HBeAg seroconversion, while the
nucleoside (acid) analog group had a relatively high sustained virological suppression rate. Multivariate logistic regression
analysis showed that peginterferon treatment,lower baseline HBsAg and negative HBeAg were positively correlated with
better early response (AUC about 0. 82).  Conclusion The combined application of HBsAg quantification and HBV
DNA detection can more accurately identify potential high-benefit populations and predict subsequent serological
outcomes, which has important reference value for individualized treatment decisions.
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Table 1 Comparison of baseline characteristics

15 NA 41 (n=90,%) PeglEN 41 (n=62.%) ¢/1* P&
i CF) 41,9049, 85 42.32410.24 —0.260 0,795
PO B/, %) 52(57.78)/38(42,22)  35(56.45)/27(43.55) 0,030 0,861
HBsAg (IU/mL) 27564541400, 19 2932.81£1542.17  —0.660 0.511
log(HBYV DNA) 4,780,192 4,860, 88 —0.570 0,570
ALT (U/L) 5961416, 27 62.17+17.19 —0.870 0,387
TBIL (pmol/L) 15.81£3.72 16.02£3.55 —0.360 0.715
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HE— 20 WS 2 R N & 2 NA 41 R PeglFN 41 43
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0.078), W% 2.K 1,
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Table 2 Comparison of the primary endpoints between the NA group
and the PegIFN group at 12 weeks
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Fig. 1 Results of the primary endpoints of the NA group
and the PegIlFN group at 12 weeks
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Table 3 Analysis of secondary endpoints at week 24
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+ + —
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b RS Y
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AHBsAg(log,, 1U/mL)
sig(logy, /m 0.6140.22  0.7740.24 —4.169 <0.001
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Table 4 Analysis of secondary endpoints at week 48
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Fig. 2 Secondary endpoint results of the NA group and the PegIFN
group at 24 and 48 weeks
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Table 5 Adverse events

NA 4 PegIFN 4

A RAE (h=90.%) (n=62.%) X P
K (n, %) 12 (13.33) 14 (22.58)  2.045 .153
ZH (n, % 8 (8.89) 10 (16.13) 2.128 145
K9 (ns %) 7(7.78) 9 (14.52)  1.937 . 164

LSRR (n, %) 5 (5.56)
B3 (n, %) 3(3.33)
THALIE W (ny %) 6 (6.67)

6 (9.68) 2.857 . 091

0
0
0
4 (6.45) 0.062 0. 804
0
7 (11.29) 1.133 0. 287
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Fig. 3 Multivariate analysis and ROC model results
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