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[EE]1 B 45+ HBsAg Fatt & & 7 HBV DNA Z LA B % 5% %97 S1 428 (PreS1Ag) fo ZH T £ e 42
B (HBeAg) ¥ %k 2 Z LWk B AL, Fik *F 368 ¥ 16 Jk & 7F 47 A K A ELISA 7 k4 n HBeAg 4= PreSlAg,
% X% % PCR k# 0 HBV DNA, £58 HBeAg a4 41 PreS1Ag fa k& 3 87.2% . HBV DNA fa b & 4 91. 0% ;
HBeAg I # 48 PreS1Ag MM % % 54. 7% ,HBV DNA fad & % 55.7%, %% ik PreSIAg 5 HBV DNA % £ £
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[Abstract] Objective To discuss the relationship between HBV DNA with PreS1Ag and HBsAg and their
clinical application value. Methods 368 specimens of clinical serum were tested HBeAg and PreS1Ag by ELISA and
HBV DNA by FQ-PCR. Results
positive rate of HBV DNA was 91. 0%. In the negative HBeAg group, the positive rates of PreS1Ag and HBV DNA
were 54. 7% and 55. 7% respectively. Serum PreS1Ag and HBV DNA had no significant difference(P>>0. 05). Con-

clusion PreS1Ag has a higher coincidence rate with HBV DNA and better reflects the viral replication status than

In the positive HBeAg group, the positive rate of PreS1Ag was 87. 2% and the

HBeAg, which may be used as a novel index of HBV replication.
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L1 FRARIE  IRIRIWCAE HBsAg FHERRA 368 il JiF A 45
AHSk H 2010 4£ 1 H & 2011 4F 6 H BB E % B 8 — W8 E
Bt 17112 B e Bt 26 35 1 J= 25 T I SR FH %8 P L 28 48 R 42,3 000 1/
min &0 4 B I 28 T AR i T8 % Il AR AR, AR R 10 ~ 80
% o 5 228 fi] 2 140 f.
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PCR) it F X #% % 25 B ABI 24 a] 4 7= 19 ABI7300 H g 9¢ )¢
PCR {X, HBV DNA FQ-PCR Il & H H 1L R 3k 22 1 R 12 Wi
tpol $2 4 s HBeAg ELISA Fr A #% & 25 2% 4 7= 1) Wellscan
MK3 Fii4r{% . HBeAg i 5 & th 1 i RH e A= 4 TR 2/ 427,
HBV PreS1Ag i i L5 2 KAFE 2R 22 A WA RE,
1.3 7% HBeAg.PreS1Ag Dl ELISA ¥ .4 H 3 B A5 X 58
. HBV DNA jij f§ FQ-PCR 5 . Jr A i 36 ™ #% ¢ i 7
Ut BB AT A RO T
1.4 Gt m RAD ¢ R, P<<0.05 b 22 % A 41t
2 %@ S
2.1 368 ] HBsAg FH ¥ & & o % PreS1Ag FH M 252 fi
(68.5%); HBV DNA FH: 260 41 (70.7%)
2.2 117 HBeAg 55 PreS1Ag. HBV DNA # il 45 5 W % 1,
iR R HBeAg [ o . PreS1Ag F1 HBV DNA Fy FH 2%
3N 87 20 F 91 0% . A IR E R LI FE X (P>
0.05), HBeAg BAM:4 . PreS1Ag il HBV DNA FH ¥ %43 5
54 TV 55. 704, L b £ F RS 2# R X (P>0.05), 42
7R PreS1Ag #l HBV DNA — 3% 4 547 1 A G 1

% 1 HBeAg #1 PreSIAg HBV DNA W%

PreS1Ag HBV DNA
25 n
FAPERC G BIPERRCYD)  FAIMESRGD  FIPEERCD
HBeAg fPE 156 136 87.2 142 91.0
HBeAg [ 212 116 54.7 118 55.7

. HBV DNA %5 5 % HBV DNA>10° copy/mL.
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