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Analysis of the relationship of serum PreS1.HBV-DNA and mutation frequency of Pre C in HBV
infection patients with negative HBeAg
Liu Chengzhong » Xiao Chuanyu” , Hou Wenhua ,Wang Jianwei , Xie Qiang
(Department of Clinical Laboratory The First People’s Hospital of Zaoyang s Hubei 441200, China)

Abstract: Objective To Analysis of the relationship of serum PreS1,HBV-DNA and mutation frequency of Pre C in HBV in-
fection patients with negative HBeAg. Methods PreS1 and HBeAg were detected by ELISA,and HBV-DNA examined by fluores-
cence quantitative PCR,mutation of PreC ntl 762~ntl 764 and ntl 896 were analysis by sequencing. Results Among 313 HBeAg
(— ) patients, the positive of HBV-DNA(+)was 175(55. 6 %), HBV-DNA(—)was 138(44.1%). In 175 HBV-DNA () patients,
155(88. 6 % ) patients PreS1 were positive and 33(23.9%) PreS1(+)in 138 HBV-DNA(— ) patients, the difference is significant(P
<C0.001) ; The total positive PreS1-Ag patients were 188, mutation in ntl 896 160 patients and 117 in ntl 762 ~ntl 764, mean-
while,among 125 PreS1(— ) patients, mutation in nt1896 were 67 patients and 69 in ntl 762~ntl 764. The difference of frequency
in ntl 896 mutation between positive and negative PreS1-Ag was statistically significant(P<C0. 05). Conclusion In the patients
with HBeAg negative, PreS1-Ag is not affected by mutation of Pre-C gene and affect the copy of HBV objectively.

Key words: Hepatitis B;  hepotitis B virus;  hepatitis B surface antigens; mutation; PreS1-Ag

HBeAg B 1k (918 4 Z % % CHBV) EL B HBV et 272 MU 2% 49 4 2000 4RO BE MR IIF 4 B 6 7 B ) 9 b e . Hoeh
— AT R G BR R B 45, i F HBV §f C KR4 5B 218 B, % 95 i, B A1 % # & HE % HAV, HCV, HDV,
SREERIE F R RGO HBY BiX LI O HEV & HIV B, B R S HUR #RT .
HBeAg) B 2 AN RE % WL M0 f2 e s 5 fE R W 9 b L. wp ST 1.2 BRIk
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PR T ST B AP . A BEPLIGSE HBeAg Mtk 1-2-2 POGER PCR A HBYV DNAJE I il i 40 pl
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FIW 4 B 3k 7F M #5 4% Notlte S5 42 9 By 15 G 15 i S50t
1.2.3 PCR $"#% HBV {j C X % # PCR §"3 HBV DNA
A C XM C B JE 3 7 X &3G04 4 Hema & B 19 4L,
JF%1 2k C2-JPN31 #k (Geneback % 3 5 : AB362936. 1), 4 4%
2% C3:5'-CAC CTC TGC ACG TCG CAT GG-3'fi;
.1 592~1 611;C4:5'-GGA AAG AAG TCA GAA GGC
AA-3"f7 .1 955~1 974, PB4 K 95 CFASH: 10 min,
94 °C 30 5,55 °C 30 5,72 °C 45 s, fEF 40 KI5 72 “C 4 fih
10 min, ¥4 7= 4 K B 383 bp,
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K8 3 F (ntl 762~ntl 764) .1 C X4 |k %% (ntl 896) FI{Z
B JOK I 2 0 05 S (nt] 862)MT AR LAY 1 5E & ntd
762 fit A>T .ntl 764 fii G—>A W WA Z248, 7] BpT L K 4
RNA 3"3t 25 30454 & A8 4k, 9825 7= 4 1) TGAA J¥ 31 5 DRI
X UUCA J5 5 B Ah , Az i — > 58 IR 1) 5 F A 2 A2 a0
HHH RNA By s g e Sl . R nt 1896 i G/A
o, g BB R B T TGG 48 W& LT TAG, 33
HBeAg Rfig#L",

A 41 188 i) HBeAg BATERYET S1 HiH FH P B & .4 160
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A RA 67 B (53.60) AL R RILBERARIIFEL. 5
X EHRFR S B 5T A 4E . G1896A 748 5 7E HBeAg B Pk
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G RZ LT B HBY dk kg = e dods IR N KA 2E .
X AT LR REER 4 HBV e 35 HBeAg # B 1M: . W AT S1 $t 7
gk, B2, 00 C X8 8 T (ntl 762~ntl 764) 58 48 X i
S1 BTG BA P 2 19 5% ) 22 55 TE 483 2% B L (P>>0.05), X 42
IR SAEPTA YT C X9 #F AR i B HBeAg B] 1 HBV #7
SEE Y B ER RS IIRET RE L R S H WS — .
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2.2 BEBRIR R E A5 fed PR G B 40 AR S T BE I 45 R L
PR 975 £ 3 41 45 {3 ko BRI L 4, e CD3,CD4.,CD4/CD8
B B Ik EL 40 NK 40 35 2 2 BRAK L 3% 2,
2.3 REIRAGERE S AT IR g I RE LB BEIR
I FE A AL 4T A0 B ZRh BFE T e B L AR S Mg R IR LR A R
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