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[Abstract] Objective To understand the epidemiological characteristics and influencing
factors related to HBeAg sero-clearance in chronic hepatitis B patients so as to provide evidence for
regular management on chronic HBV patients. Methods From 2012 to 2014, a cohort study was
conducted among HBeAg positive chronic HBV patients in Jiangsu province. Association between the
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characteristics and incidence of HBeAg sero-clearance was analyzed by Cox regression method. The
changing trend on HBV DNA between patients with HBeAg sero-clearance and those with persistent
HBeAg positive status was compared by repeated measure data variance analysis method. Results In
2012, there were 721 HBeAg positive hepatitis B patients aged (45.2 = 14.2) years enrolled in this
study. By 2014, the follow-up observation period was 1 058 person-years, and 393 cases had lost their
HBeAg status, with the rate as 37.2/100 person-years. The HBeAg sero-clearance rate was 32.4/
100 person-years in hepatitis B patients who received antiviral treatment. The probability of HBeAg
clearance in HBeAg positive hepatitis B patients aged =60 year (62.0/100 person-years) was higher
than those of aged <<20 year (7.0/100 person-years). The rate of HBeAg sero-clearance in HBeAg
positive patients with HBV DNA <<20 000 IU/ml (75.8/100 person-years) was higher than those
whose HBV DNA were =200 000 IU/ml (16.1/100 person-years). By Cox regression analysis, the
HBV DNA level was an important influencing factor on the progress of HBeAg sero-clearance.
Patients with HBV DNA levle as =200 000 IU/ml, had a lower HBeAg clearance rate (HR=0.18,
95%CI: 0.13-0.23, P<<0.001). Compared to the persistent HBeAg positive group, HBV DNA showed
a more dramatic fall in the HBeAg-lost group (P<<0.001). Conclusion The rate of HBeAg sero-
clearance among HBeAg positive hepatitis B patients was correlated with age and HBV DNA status of
the patients that called for comprehensive management and intervention programs to develop for the
HBeAg positive hepatitis B patients with different characteristics.
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18 KT BT PR AIG , DA <30 22 AF I3 2H 11 36.4% T [
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SrIBE RN R A, J, i — 2 <30 %
HBeAg FH I # i) HBeAg BAHE | K it & Pl =
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=17/KF- HBV DNA 2 i FE Ik T HBeAg 1% T g
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T HBeAg £F 2k FHPE % |, 45 75 HBeAg 15 K f1: Bl %
HBV DNA KPP TR Song 55/ [AlFE & AL
JKF-f) HBV DNA 2 7iilll HBeAg F%% A B2 N 2 .
AWFFE 455 B, 253 il HBV DNA<<20 000 IU/ml
YL T BT ] 25 161 v R & A= HBeAg ]
e, R 18 A B REIRYT L, PRI T I 2 4%
M HBeAg FF£: FHM IR L HUE 44 THUW EER
7 BT X 4, I A HBV DNA, 564k HBV
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200 000 IU/ml, A GBS &A= T g PC X 1 896 i I
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TV T HBeAg (315, (H ARG 3 19 & i, S 3L
BA HBeAg BIPEME A48

Cox Z N Z 434l B on , % T fr g e & Ml
PURBIRIT H R T LAY HBV DNA K-k,
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A 1.37 #11.82,P<<0.05) . Liaw'"7' [ £ 34 & B0 5
i {H 1Y ALT 7] B8 S AL T HBV A B 5 (1) S0
BRAEF , LR 545 AT GE & A= HBV DNA K-/ B
I HBeAg B o ABIFSE i A B & F I HUME
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