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The Total Estimation of Serum Indicator in Patients with Chronic Viral Heptatitis Type B
Zhou Yubao ,Liu Fang sWu Yi
(The No. 451 Hospital of PLA ,Xi'an Shanzi 710054, China)

Abstract: Objective In order to select economical and valuable follow-up indicator.all serum indicator of patients with chronic
HBV were detected. Methods The HBV markers,PreS1-Ag were detected by ELISA in 260 patients with HBV. The level of HBV
DNA were detected by fluorescence quantitative PCR. The level of liver function were obtained by an automated biochemistry analy-
zer. Results  No significant difference was found between the detectable rates of HBV DNA and PreS1-Ag in patients with chronic
heptatitis B virus The positive rate of PreS1-Ag and HBV DNA were 54. 7% and 56. 0% in HBeAg-nagative group. Significant
difference was found between the detectable rates of ALT, AST,TP,A/G,GGT in patient with HBV and the detectable rates of
ALB,G,TBIL,DBIL, ALP. The positive rate of ALT and AST were 58% and 42% respectively. Conclusion HBV PreS1-Ag close-
ly correlates with HBV DNA. ALT and AST are the most sensitive liver function markers. the patients with chronic heptatitis B vi-
rus can select PreS1-Ag, ALT and AST as the long follow-up indicator.

HBV PreS1-Ag

Key words: heptatitis B virus; liver function tests;

IR R () B fw W R m =z — . &
JHF A 2% 10375 2 35 Fr Fp 2R A0 £, S TE R 9% B 5t B PCR R
il HBV DNA 5 %5 90 0 S8 B B o, B2 2 A0 5 I e
AHEFEXF 260 92 M 2 BT 8 E B 0T 6 1 AR AR (2 R
HBV-M) ,PreS1-Ag.HBV DNA F1JiF 25 g (3t 35D #1721
i), A 07 2 B 28 5 S 1 B 7 4 A
1 #REHZE
L1 FRASRIE 260 1392 1M £ 83 35 FR A SR A AR B % Y
BHTZ RAEBE R 2 WA & 1995 45 42 EAL Y 9 #1774z
VB IT IR HE
1.2 RS {0E  HBV-M 1 PreS1-Ag 4 i FH At 55 90 72 W Ff
22 (ELISA) 3200 43 ) 1 35 37 6 B 52 A BR 2 W) F1 1  Bi /R v

AR R W 4R Ak, HBV DNA Kl 5% F1 ¢ 5% % 4 PCR
T ) P TR YINE A ) T AR B0 A BR A W R AL {48 0 Roche
2wl Light Cycler &t PCRAX. i D HE Ak K C8000 A=k
IR AN R R o T O S B A W R A BR Y R AR

1.3 ZEitesib B {1 SPSS10. 0 HfF BEAT & 1y 2 35 VA 1

IR PSS & T
2 &% R
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*x1 260 flmF HBV-M 5§ PreS1-Ag B HBV DNA # il 45 R Lb 4%

PreS1-Ag HBV DNA

L& HBV-M B PE R o) BIPER (%) P2 ) PR )
1 HBsAg i1+ HBeAg FH %+ HBcAb BH#: 94 81 86. 2 85 90. 4

2 HBsAg 1+ HBeAb fH: -+ HBcAb Bk 123 66 53.7 71 57.7

3 HBsAg BHE+HBcAb FHE 25 14 56.0 11 44,0

4 HBsAg B :+ HBeAg B 16 15 93.8 5 93.8

5 HBsAg FH 2 2 100.0 2 100. 0

¥ : HBV DNA #2558 5 HBV DNA>10%copy/mlL,
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5 PreSl-Ag HBV DNA
FHPEEL G BHPESRC0) BB G  FMEROD

HBeAg BH M 110 96 87.3 100 90. 9

HBeAg Bt 150 82 54,7 84 56.0*
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