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[ Abstract] Objective To study gene mutation and clinical prognosis of chro-
nic hepatitis B with e-antigen negative. Methods Gene sequencing was used to de-
tect 3 sites of gene mutation (1762, 1764 and pre-1896) of hepatitis B virus in pa-
tients with HBeAg-negative chronic hepatitis B or liver cirrhosis. The relationship be-
tween gene mutation and hepatitis or cirrhosis were analyzed. Results Among 135
chronic hepatitis B cases with e-antigen negative, there were 9 cases with 1762 muta-
tion, 36 cases with pre-1896 mutation, 27 cases with 1762 and 1764 joint variation,
and 63 cases with 1762, 1764 and pre-1896 joint variation. However, among 45 liver
cirrhosis cases, there were 27 cases with pre-1896 mutation, 9 cases with 1762 and
1764 joint variation, and 9 cases with 1762, 1764 and pre-1896 joint variation.
Conclusions Most cases in Shandong province with HBeAg-negative chronic hepatitis
B have 1762, 1764 and pre-1896 joint variation, of which pre-1896 mutation is impor-
tant to liver cirrhosis.
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KT BV R 58 5 7 R &8 S AR S 5 IR IR H B9 G R, 2638 % 2006
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HBV DNA BH:(PCR %) , 55 & ik FHAESE AR W) TR w1 3R 4L
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1 FEAARNER . (1) 4% 100 wl 375 5 100 wl 22, —ERA449%47,13 000 r/min &
O 10 3805 (2) 55 B3, RIS DITE I 30 wl 26 i (W HRCEE i v Ay 7 b HL R
A BRUER IR R & BT 15% ) , B iR a3 A, TAEUm#Es E 98°C n#k 10
438,13 000 r/minZ.0> 5 A4, B LG VE R, T PCR ¥4,

2. PCR ¥4 . sEB0 pipBr il R e o, R B O IR B v RSO IR . BUE A IR
7 PCR-MIX B850 RN A 1 pl # Taq B, 1.5 wl A9 DNA B, 1825, T
PCR X EHEATY 1 . R 554 :94°C TR 4 4 434 ,94°C A8 P4 30 #2,58°C 4R k 30
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3. PCR =¥ 5 pGEM-T AR )% 42 )2 i WL 1.2k FH Promega /A F] A9 pGEM-T
TERERAR, ) 4C i B E IR RS 2 /N

1 PCR Y15 pGEM-T 2R S R A R (pl)

B pGEM-T vector 2 x Rapid Ligation Buffer PCR =¥ T4 DNA %45 i ddH, 0
10 1(100 ng) 5 1(10 ng) 1 2

4. JRAZ A IM109 Bl 28 - (1) K IM109 FA 5] v 42 Fh T8 i 50 ml LB 3% 57 W
1,37 CHR 7 5 9% 6 /NF 2 Ay = 0.4 (2) WS W, UK¥ 10 435, 4°C 4000
r/minB5.0> 10 4304 (3) 3 _E3E, JIA 10 ml K Fi¥4 0. 1 mol/L CaCl, B B F A&, VK
% 20 434 (4)4000 r/min,4C, 5.0 10 23050 (5) 2 ml pKFiE 9 0. 1 mol/L
CaCl, 2N ETLNE , 15 22 40 .

5. %46 (1) %2 wl #EFZEYINAF] 100 wl IM109 B3z 4010, ki 30 43
Bl (2)42C G 90 FP(ANTESN ) , AL BIVKIA 5 43481 (3) In A B Z= 37°C 11y SOC
REFWE 950 wl,37°C 150 v/min 5535 1 /NG5 (4) B 100 pl #5405 148 T8 TPTG X-
Gal A&~ 75 %5 2= WU M b, 37 C i % .



ARSI RN PRIBR 2% () 2000 4E 11 453 % 45 4 3] Chin J Fxp Clin Infect Dis (Flectronic Fdition) November 2009, Vol 3, No.4 - 393 -

6. Bk DNA $2IC: (1) B PHME AR B R s M 2 S 2 Y E & R LB 1
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mRNA #5598V, 330 HBeAg 5 UiV . i Al WAE HBeAg FHYER 18 2 BT
RBE P ATLUAFAELLT HBV {854k : (1) Aii-C 2% C J5 3 7 X B AR R ; (2) Ji-C
AR AR S (3) CIR B FIX A S5 (4) [ HET-C 21k 3 AL 7 A C ) 3
FIXARSE; (5) Rij-C XHYIC X RAE . S5 il A — iR ol il 3 HBeAg FAME,
SRR AR MRS , B T8 s R BT HBeAg B 111 HBV DNA FH%: , 22 W
TR AR TE TR bR, (HIE B AR BRI GE T, HBeAg Il TAZ I T BR 5 22 57 PR 7
5 HBeAg RAER I, ZEARFMMFIE
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File Edit Optionsz Melp
Tile: 906046—1.T7 Sequence Name: 906046, C2 T7 Run ended: Sep 7, 2001

K4 1762A 1 1764G BEA 577 (BRAFLARR)

AW, HBeAg BAMEZH H-C X A1 C 3 s+ X B G 28 S5 I 3, 1/i-C
XA C )5 8 F X RS AS 5750 46. 6% , 55 T HA4fi 1) pre-1896 )z BCP1762 1764
BEGAR ST R (435N 26. 6% .46. 6% , i & R LG it #25%),M C B3l X
1762 1764 Fp—{v A0 As /0 W, AE AT RE AL ZH DA pre-1896 v 5 11978 57 hy 3=, pre-
1896 i s AR 75 60% , BE =T C RalFIX LMNENEKEG AR, [, @it
Fb#s HBeAg BAP M2 £ U5 2 5 I AL 41 pre-1896 £/ 15 AR 5+ 28 n] LUA H
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