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Abstract ; Objective

with chronic hepatitis B. Methods

To explore the correlation between HBV preS/S gene and coexistence of HBsAg and HBsAb in patients
HBV DNA, extracted from 6 cases of chronic hepatitis B patients positive with HBsAg and HB-
sAb(experimental group) and 9 cases of chronic hepatitis B patients positive with HBsAg and negative with HBsAb(control group)
Both the ex-

perimental group and the control group were of HBV genotype B or C. There was no preS deletion in experimental group,while one

was detected for the mutation in preS and S gene. The mutation rate was compared between the two groups. Results

case in control group showed 15 bp deletion in preSl region. There was no statistical difference of nucleic acid point mutation rates
in PreS/S, preS, preSl and preS2 gene between the two groups(P>>0. 05),but that in S gene was with statistical difference(P<C
0.05). The was no statistical difference of amino acid point mutation rates in preS/S, preS,S, preSl, preS2 gene and « determinant
(aal24—147) (P>>0. 05). Conclusion Concurrent HBsAg and HBsAb might not be associated with HBV preS deletion or the mu-
tation of amino acids in S gene in patients with chronic HBV infection(genotype B or C).
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CRFF 4 1 (CHBV) B T 1 4 Bk M A 20 28 4 3¢ [
T, HBY H BR B RRAE O 2 B AT 46 3 18 B R (HBsAg) 1
I3 H W 2k & 25 TH BT iR (HBsAb) 76 1% &L 3, 3is b, ik i
FEAE HBV ZHi 19 [7] — 8 35 vh 35 R ] Be [7] B A6t (8t 3
Sy IR B MG ARA h TG i, B2 W T8 2 AR =
HEAF R (RIR G B &S . A5 N HBsAg, HBsAb 3L FH
5 HBV S E T K X o PE 7 1 & S MR 2848 K preS
X 2 preS2 IR R Bk (578 4 N R B YT 2T, A
5T T HBsAg A1 HBsAb 3t fH¥: & HBsAg BH ¥ . HBsAb
B4 HBV &Y i 38 preS.S X ik B 4% 2 1 4f I 4 % 28 1 114 58
AAE L, DA ] % B HBsAg, HBsAb 2t JH P18 1 2, iF 8 3 preS,
S X AT RE Y 58 A
1 #RE5HE
1.1 — ¥k 2010 4 5 J1 % 2011 4E 12 J1 1 554 fi| HB-
sAg FATEARA 60 ] HBsAb 5 Jy B4 5 108 v 3% 5 il 5 2

* o BEGIUH AU B R R RV A (AR AR ARG SR HD BE B B H (NJTH201132)

T2WEE . W HAE # : E-mail ; yuyang713@gmail. com,

N (PCRO f5 ] i 75 £ ¢ HBYV DNA & il 45 4% 6 fil . 45 1~
65, Hh 1.2.3 BhpANFE—EH 25 F 2010455 4 10 H |
20114F 2 4 17 H.2011 4F 6 A 24 H MG MFRA . 5 A
By 1 554 FIARA R 1% 9 i) HBsAg FHE . HBsAb BH 1 i 3% b5 A
4D . 5 A~T1, BEIFEGUEECBIF LB R
30T ML RO W B . ELIG TR W1 9 HBY g i B Fl sk . A
WESEAF 6 o BB R 10 B 28 D & 400 380 o 285 bk o O TIAS SR
B 1 ) 32

1.2 Fik REBRE L MWLM S PUsE kil 2 mL, 5
B3GR HBY 2802 210 & (L2 2D & LightCy-
cler480 %% % 5 & PCR " 34 4% (% 1+ Roche) # 47 HBV DNA &
#7K SE R 5 5% ;i ARCHITECT i2000SR 4 [ 8 4k 2% & 6 %
P KL R (32 E AbbotO) #E47 HBV IL3E b & 9 Al 5 R
A MODULAR P800 4 A 3l £ 4k 43 B X K& Ie £ 3 71 i &=
Roche) BE17 14 44 12 42 J 1 B 1fF C AL'T) 1 K 4 54 IR %4 3 55 6 1l
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(ASTO#:U ;% B E. Z. N. A. Viral DNA Kit(Z [ Omega)
B3 HBV 3 H 4 )5 Lh S1000 #7#4 4% (22 E Bio-Rad) # 47
HBV preS.S X #1538 PCR #"# . #13% PCR M & & Jy:10 X
PCR 2 o i (J&6 Mg”" )5 pL, MgSO, 1 mmol/L, dNTP 0. 2
mmol/L. FE T 5 %4 0. 2 mmol/L, Platinum Taq & 4 &
DNA R4 (EH Invitrogen)1 U, Btk 5 pL, % ddH, O £ 50
pL. %5 1% PCR 4Ry HBV JEE 4, preS X [, FiiF 51 414>
H2 HBS5, HBAS6, S X I, i 51 9 4> ] & HBS5, HBV
full-out R;%8 2 # PCR Btk N —% PCR =¥, preS X E . F
Wea | 945 5k preS-F.preS-R,S X I, R84 4 3 PRT-
F.PRT-R(UWL% 1), W%k PCR 2B & A0 A, 24 94 C 30
s,94 C 30 s.55 C 30 s.68 C 90 s f§¥ 35 & ,68 C 7 min,
DL 2% MR I 120 V 4544 Bk R T 525X PCR 724, & Gel
Doc EZ Imager #E & S5 % 4t (35 [ Bio-RAD) 43 BT )5 4 H I 4%
ATV, R E. Z. N. A Gel Extraction Kit(3£ [E Omega)
gk | S 640 7= 3% 4307 6 28 | 2E A7 00 % L 7 4L ABI
3730(Z [ Life technologies), PreS X I . FIiF i £ 514 7 7
N preS-F.preS-R,S X _F R lE T 514 4 5 4 PRT-F,PRT-
R 1). f# i Laseragene B4 43 #7  J¥ 25 R, R Gen-
Bank BLAST # % HBV % [& % J5 %} J® GenBank ## HBV DNA
17 B.C B 5 3 B30 7 17 A (B 2 2% 7 %1 . B-AF100309, B-
AB033554, B-D00329, C # & % J¥ 4. C-AB014381., C-
AY103041,C-X04615) , 43 #7 4% B2 58 A8 o o5 B 5 78 2, ) )3
SR RS2 75 B Ry a4 B R LAY BT 24 B R 2R E AV A RN R
1.3 Sl R A Excel2003 %k {4 5 #5045 . R H
SPSS13. 0 B4y A B Hi . 36 A € 748 S 41 ) Lb 4ok R 7 K
By BFEMR KR «=0. 05,

2 & ES

2.1 HBV YL AR S A I 25 iR 50 241 F1 Xt 41 HBV DNA
IR R 1.0 X 10" ~8. 0 X 10" TU/mL, £ #i 4 HBV

DNA % #il 7k 7 . HBsAg. HBsAb., Z, # if % e 41 &l (HBeAg) .
LARFR e Pk (HBeAb) , 2 BT 4 M AL fA& (HBcAb) \ALT
HAST Kl 25 R 03k 2,

*1 PCR Bl F 5|4

ElE R F19F5)(5'—>3" S B
HBS5 TCACCATATTCTTGGGAACAAGA nt2817~2839
HBAS6 GTTGGTGAGTGACTGGAGATTT nt342~321
preS-F TTGCGGGTCACCATATTCTT nt2810~2829
preS-R AGGAGTCCTGATGCGATGTT nt180~161
PRT-F CCTCAGGCCATGCAGTGGAA nt3196~3215
PRT-R GGAGTTCCGCAGTATGGATC nt1308~1265

GAGATGACTAGGCAGAGGT-
GAAAAAGTTGCATGGTGCTGGT-
GAAC

HBV full-out R nt1845~1801

2.2 PCREFR  preS XYM K/NE 522 bp(E 1~2, W BR
R 30y % 2 4 A5 ) g il O STRE D L S X R/ R 1328 bp
(P 3~4, DG B 6 B8 2% 4 75 ) 0 3l “ 98 ST

2.3 ERFIEAEER %4 BLAST 087 iR 50 41 5 X B4
HBV SLE A K B.C A, 50 41 Jon) BRAT A 1 g 28 A8 X I
3N G0 B S KB SRR LKA G 2R
(t=2.609,P=0.048) ,preS/S,preS.preS1 & preS2 #% & & &
BRI I 25 ¢ H 58 0.199,—0. 791, —0. 865,
—0.500,P {8454 0.850.,0. 465.0. 427.,0. 638,

2.4 FAERIFIINEIR I B AR e A R
2 451050 41 5 X B4 preS/S. preS. S, preSl, preS2. o Y
HAFEMR (aal 24~ 147 RAF R LG %25 . {65 5
H—0.605,—0.968.,0.439,—0. 810, —0. 500, —0. 349, P {H
A5k 0.571,0.377.,0. 679.,0. 455.,0. 638.,0. 741,

*x2 WHEE HBV BLHEXBNER"

415 HBsAg HBsAb HBeAg HBeAb HBeAb  ALT(5~40 U/L)  AST(5~40 U/L) HBV DNAUU/mL)
jaenetl
1 + + + — + 29 24 1.05X107
2 + + + — + 18 19 8.1510°
3 + + + - + 26 22 8.67>X10°
A + + + — + 39 35 1.40X10°
5 + + — + + 551 214 1 17X10°
6 + + + + + 36 2 1.79107
BEA
A + - + - + 27 24 2.09107
B + — + - + 50 66 1.15X10*
C + - + - + NA NA 3.66><10°
+ — — — - 39 24 1.0810!
+ — + - + 30 16 5. 97107
+ . + ~ + 27 19 1. 97X10"
G + — + + + 81 36 2,55 10°
H + — + - + 85 12 7.51X107
I + . + ~ + 91 34 5. 94108

CebRA 1~3 RE AR —EE.
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%3 FEEE HBYV BEEA preS.SREHFBRRTER"
215 preSl [X. preS2 [X. SIX FE DK Y
(W |
1 3068 4 A T.G3080T,A3104C A19G A161T, T281C, T294A , T585C B
2 3068 #fi A T.G3080T,A3104C A19G Al161T, T281C, T294 A, T585C B
3 3068 ffi A T.G3080T,A3104C A19G Al161T, T281C, T294A ' T585C B
4 3068 4 A T.G3077T, T2898C,C2904T CIT.T114C.G3207A C7626, COIET, GoIZA, - GLA, C
T531C.A496C,C495A
5 o CBGTH3C.GI3A C834A, GT83A. T784G. C592T, e
C543T, T429C
6 3068 #fi A T.C3067A.C3000T L5geeiy T701G,C618T,G504C,C502A,C373T €
papiist|
A 3068 #fi A T, T3100C A19G A514C C
5 3068 4fi A T, C2958T, C3000A, A3008C, A3103G, A3120T, COA.CAPA T5IG/ C. CISAT T346C, A456G, A453T, A446T, c
T3015A,A3013C,C3026 T, A3108G.G3031 T, C3051 T.G3111A T531G.T738C
C 3068 #fi A T.G3102A A82G T346C, T531C C
D 3068 4 A T T114C C546 T G633A . T762G C
E 3068 #fi A T A3057T,C3067G, . A3103G G25A,T114C,C117T A514C, T832C C
F 3068 3 A T.C2980T,G2994A . C3056 T T22G CgaERiT] B
G 3068 i A T.G2962A.C3041T.G3078A.,3162—3176 2k 15bp Lagacpit] G381A.A551T B
H 3068 i A T.G3027A,C3050T Lagacyis] A499G B
I 3068 4fi A T.C3050T,G3109A A28G,A80G YA B
CRRAR 1~3 REAR —BHE.
F4 FWEEE HBVERFEA preSTSKEEBRTER
20 51 preS1 X preS2 X S X e [H AY
i g% 41
1 S731 W A R N3Y,V47E B
2 S731 5 A= 7Y N3Y.V47E B
3 S731 W Az 7Y N3Y.V47E B
4 H51R,W77L Lugaceiy 1126 T.G130N,P203R C
5 W 2 Y T6S.F22L S210K C
6 L741 U A= 7Y S117T.F183C C
Xf B2
A Uy A= Y Uy A= 7Y i A= 7 C
B WAP, QIOK, H51Q, ESLA, N36Q, AGOV, T6N,R18K.F22V L98V.Y100F,Q101R 1126S,1195T C
A62S.G73N ., I84M,T86A
C i A= 7 f A= 7Y 1126T C
D W A 1427T L21S.R160K,P203R C
E L74V T86A 1427T.S43L T131V/A/1 C
F L45F P70L U A= 7Y Ligacei] B
G E39K.P65L,W77STOP.106—110 2k 5 A A C76Y.M133L B
H T681 W A A 4 A A B
I T681.V88M T31A f A 7 B
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HBsAb B h fAE A, — 65 0 F HBsAb PH £ &R
HBV C#E B AT = ERPERN. AR ke T
B HBsAg.HBsAb HfHE R & 4B 01k 4. 9% ~9. 15%™,
AHEgE SR PH M 2k 3. 86 % (60/1 554), M IFBHF
HBsAg.HBsAb & FH ¥ HLH 0 R . 28 A T e S
HBV preS XK R4 S KR IR A 5 B o REFREA
SRR A Ay R0,

BT EATE . HBV AL A5 3 A1 il el 3524, B
preS1.,preS2.S, preS.S [X 58 45 7] i <% B8 i 7 JURL 11 4 9% J5
P FE R HBV Y s (I R ). S K F SR K X
M 124~147 S %M F R RN o P #0720 5L R 28 748 ] U8
Hoas (R 45 46 . AT 2 48 HBsAg 9% JE PR, 5 W 98 28 i 83
126.,129,133,141,144 F1 1457,

PR R SM B 347 0F 52 HBsAg HBsAb 36 B 15 4L T 19
LR APUAR ARV I GR Y KA T g5 B8 R TR TH
HBV I 5 B0 A 2 W IE B 18 2 2 58 I 3 o
g Akt HBsAb, 3 T i 5 e 98 0 B 6 B0 3F 1 3 B 1 AR 2 i 7
H HBsAg il HBsAb (¥R VG fit 4 , [7] Bt 4 HBsAg 4 i X ik
AT T A Y O 45 R R W18 M 2 % HBsAg . HBsAb
M5 HBsAg 4ifd X 2848 o,

AT G v A AL LB P B AR A R preS X R AR,
M HBsAg PH M . HBsAb B4 & # th f£ 7€ preS1 X 15 bp [k
Ko PeBHERATER SRR M LS ¥ 25 il R
YRS HR L HR 4G 126 17 8 2828 , X IR AL Rl 4 s 133 fir
S GEAE . PR, AR F 5 25 R AN 4 HBV preS X it 2k 5848
AN o PR TE B IR A 5% A 1 NS M & BF SR % HBsAg . HBsAb
e BH P 1 0 A

AR5 45 R Zhang %5 19 BF 55 45 AR UL, B) HBsAg.
HBsAb JLBH 5 HBV preS Ktk 28725 A1 S X & R 5 R 28
TR R . 16 Zhang 5™ (B 5T o, A AL AR A O IR T
HBeAg B CALT 7K 5 & F 1E % {6 7 5 . HBV DNA & il 7k
P F 1.0X 107 copy/mL 1A BT A SR T T AR B 9T
AL T o e 0E A A S e it 32 WA SR H L B LR T HBeAg
FAE . B, AT RO AR B FT 45 5 Zhang 55 (W0 5 42
BETHWIESE . (HARBE AR A RN A5 X R4l HBV
SEEA YN BAIE C R, HOX 4l B RIBRA (4 5 1~3)3k
TR — B E, WA KERRGHFITERNRAN
T
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