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Investigation of Relevant Influential Factors of HBeAg Quantitation with Telbivudine Treatment on
Chronic Hepatitis B Patients

ZHANG Xiahua', WU Guangtongl*, SHI Yulanl, GONG Shoujunz, LIU Ji'anz(I.Shanghai General Hospital of Chinese
People's Armed Police Forces, Shanghai 201103, China; 2.Zhongshan Hospital of Shandong, Ji'nan 250014, China)

ABSTRACT: OBJECTIVE To investigate the influential factors of HBeAg quantitation with telbivudine treatment on
HBeAg-positive patients with chronic hepatitis B. METHODS Totally 124 HBeAg-positive patients with chronic hepatitis B were
therapied with telbivudine for 48 weeks. Observed the change of ALT levels, HBV DNA load and HBeAg quantitation before and
after the treatment, and analyzed the influences of baseline HBV DNA load before treatment, ALT levels, and different phases of
HBV DNA undetectable during the treatment to HBeAg quantitation with telbivudine treatment on HBeAg-positive patients for 48
weeks. RESULTS The number of HBV DNA undetectable was 103(83.1%), the number of ALT normalization was 122(98.4%),
the number of HBeAg undetectable was 45(36.2%), and the number of HBeAg seroconversion was 32(25.8%) after treatment for 48
weeks. Baseline HBV DNA load before treatment and ALT levels had influence on HBeAg quantitation and the rate of HBeAg
undetectable. The rate of HBeAg undetectable was 47.3% in HBV DNA<10’ Coples'mL™" group and 27.5% in HBV DNA =10’
Coples'mL™" group after treated with telbivudine for 48 weeks; the rate of HBeAg undetectable was 58.5% and 19.7% in ALT =200
U-L" group and ALT<200 U-L" group after treated with telbivudine for 48 weeks. Different phases of HBV DNA undetectable
during treatment had significant influence on degrading HBeAg quantitation and the rate of HBeAg undetectable after treated with
telbivudine for 48 weeks. The rate of HBeAg undetectable was 53.8% in the group which the time of HBeAg undetectable was less
than 12 weeks, the rate of HBeAg undetectable was 37.1% in the group which the time of HBeAg undetectable between 12 and 24
weeks, and the rate of HBeAg undetectable was 25% in the group which the time of HBeAg undetectable was more than 24 weeks.
CONCLUSION Baseline HBV DNA load before treatment, ALT levels, and different phases of HBV DNA undetectable have
significant influences on HBeAg quantitation after treatment with telbivudine for 48 weeks.
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Tab 1 The comparison of the change of HBV DNA
quantitation, HBeAg quantitation, and ALT levels before and
after treatment with telbivudine for 48 weeks(n=124)

WoH RITHT TR
HBV DNA/log;o Coples'mL™" 8.7+1.7 1.4+1.2Y
HBeAg/DRU-mL™ 72414 4.1+1.8Y
ALT/U-L™ 1952458.4 25.6+9.1Y

VE: SiAIT AL, DP<0.01
Note: Compared with before treatment, "P<0.01
2.2 VAITHIHEZ HBV DNA #Hi&. ALT A48
JT 48 JHIt HBeAg 2B 4L ) 5% i

A 124 1] HBeAg Bl4:2: Ja 97 1ii HBV DNA
=10 CoplesmL™" 203t 69 1], B 19 41(27.5%);
<10” CoplesmL™" 03t 55 5, M 26 41(47.3%)
(P<0.05)s ALT<200U-L™" 413t 71 41, FH%: 14 4
(19.7%); =200U-L™" 241 3L 53 4], % 31 41(58.5%)
(P<0.01). HBV DNA, ALT AN[AJELXTiRIT 48 F
Il HBeAg A4k, W% 2.

R 2 X 4% HBV DNA #&. ALT KFxtiE/7 48 & B
HBeAg % "
Tab 2 The influences of baseline HBV DNA load and ALT

levels to HBeAg quantitation after treatment with telbivudine
for 48 weeks

Wi HBV DNA/Coples-mL™" ALT/U-L™
<10’ =10’ <200 =200
TEIT R 69+22  73+19Y 7.6+13 71412V
WG 35421 6.1+18% 47+1.4 2941.8%

e PIgLEE, VP>0.05, PP<0.01
Note: Compared with the other group, "P>0.05, 2P<0.01
2.3 FREHRIT T HBV DNA GRS
48 Jl HBeAg 4L [ 521

A4 103 F #7448 I HBV DNA 7
Rl R BRYEE A o S %% 4. HBV DNA<12 N
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B 4% 41 b 53.8%(28/52) 5 12~24 FA W 4N
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(A LG4 P<0.05. ANFEINBE HBV DNA P0G YT
48 JH I HBeAg 481k, W% 3.

%3 103 F B[R HBV DNA [f4 5 48 & HBeAg %
i X &

Tab 3 The relationship between different phases HBV
DNA undetectable and the change of HBeAg quantitation
after treatment for 48 weeks in 103 patients

HBeAg(DRU/ULP)
25 1% — ‘
YRITHT BTG
<12 J 52 6.9+1.5 25419
12~24 4 35 71+£1.2Y 4441.8%
=24 J# 16 72+1.4Y 5842129

e 512 FEE, DP>0.05, 2P<0.01; 15 12~24 FLLE, PP>0.05
Note: Compared with 12 weeks group, YP>0.05, ?P<0.01; compared with
12-24 weeks group, YP>0.05
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