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B3 UL HBV-SM /b WA iy i 585 4
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LA RRA A A=, ST-96W YeMR AL R LIRS RGEH
FRA WA, B AL RT-600 Fi ks (A TR & # A= iy B 2% % 5y
R R, 568 B PCR A HT M B, 3L #1 Jy i 3
FREA AR A R/ A, 32 B D 52 UniCel DxC800 4 H
AL,
1.3 Jrik R ZJF 5 ELISA 7] & % HBV-SM #17 #:
DU 7 A% e 2 700 300 I R4 0 0 PR 6 45 4 LR ) B SR TE R 45
fE o XA B & B 117 5] HBV-SM 2 BB X, E 478
AT WL S A 3 R DU st 28 34 B 42 o IR R R 4k R, i
FE R AW 45 5 : OD fH S/Co KF 5 T 1 MM, /N F 4
F 1 WM. HBV-DNA ] FQ-PCR #ill, Kk T2 % F 10°
copies/mL AR /N T 10° copies/mL B . % 2 i %
B D1 5 2 UniCel DxC800 42 [ gl Az (AL HE AT I . 28 N % % Tl
(ALT) M4 55 Z /i (AST) KT 60 U/L A BATE,
L4 st LO.©.0.@.® 4 5I% M Huid iy
HBsAg,.HBsAb, HBeAg, HBeAb 1 HBcAb, Jf DL FH¥: 55 H
WP 5 Rz s A i @ B 278 : HBsAg-HBeAb i3,
KA.
2 % ®
2.1 ZEIFSRMHIMERicy b 2K Wk 1.

x1 18 372 fltRAh Z B F R MFFRICW LR

BXERER

" B L% CROZUREES SR R
B [n(%)] [n(%)] %
D 79(11.11) 22(27.85) 0.10
[0]O)] 34(4.78) 1(2.94) <0.01
[OI®)] 17(2.39) 17(100. 00) <0.01
DD 41(5.76) 34(82.93) 0.18
DOOO®® 16(2. 25) 13(81. 25) <20.01
OO 12(1.69) 3(25.00) <0.01
Q@ 130(18. 28) 92(70.77) 0.50
96 76(10.69) 28(36. 84) 0.15
206 52(7.31) 35(67.31) 0.19
® 8(1.12) 1(12.50) <0.01
@ 72(10.12) 50(69. 44) 0. 27
@G 78(10.97) 51(65.38) 0.28
® 90(12. 66) 39(43.33) 0.21
A1t 711(3.87) 388(54.57) 2.11

2.2 LB R BT MLV AR IC B 0 WA 0 HBV-DNA % |
Mot Wk 2.
2 ZERFRMFRZH D RERX HBV-DNA

MEREERI(%)]
155K n  HBV-DNA [AtER  »n  ALT BPER AST R
@ 18 1(5.56) 19 4(21.05)  4(21.05)
06 31 30(96.78) 18 4(22.22)  2(11.1D)
O® 14 1(7.10 34 1(2.94) 1(2.94)
DOB®® 5 5(100.00) 3 2(66.67)  2(66.67)
DO@®G 9  5(55.56) 14 5(35.71)  4(28.57)
oO® 13 000.00) 80  6(7.50) 8(10. 00)

g2 Z BB R M ERIE A WAEX HBV-DNA
MERBERI(%)]

K n  HBV-DNA [HM:#  »n  ALT [APER AST [HME%R
0I6) 2 0(0.00) 14 3(21.42) 1(7.14)
016} 12 0€0.00) 26 1(3.85) 4(15.38)
@ 5 0(0. 00) 42 2(4.76) 2(4.76)
@G 11 0(0.00) 31 1(3.23) 1(3.23)
® 8 0€0.00) 19 1(5.26) 3(15.79)
At 128 42(32.81) 300  30(10.00)  32(10.67)
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FIAR M . (EA 1 A2 HBeAg ¥ B I A R E F 42 1L &
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FAMHETES . OQOOMOOQ DG L it B HBsAb
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SH . R HBsAD By 8BS HLR I J0 48 37 15 A 1A 3
AN R R 5 AR I sh A T AR AR T 8RS D HBY
ENEFMAREEL, 00.0.00.@0.Q0HMOD
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PRI BITR . — A i S 3 7R ML RS IR it 2
BEHLAL RS W AL et ARG L 2 M, SR A X e
AR A HBV-DNA L {H & 315X S48 201 R [R] 72 2 1Y %
ABFHTEZR ., A W55 & B, ¥ 4 HBsAb & HBeAb % ¥ & %
HBV 1] L7 JHF 20 P 4 300 e B s 22 A /K O 42 R AT T 1t 38
P % HBV FOki 7778, lL BT FQ-PCR %5 5y B, R0
B2 PR A A AT R 7R A IR 1 T R L SCERL 10 4R B
68 {5 P JHF B 19 ZJF W B Ar S A T LA O @ . @ ®
© i 7.4% ., B, ik 2/ LR 5 1R I AR Y AR .
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R AR EERFERE A ARRAR EZEURB AR AAL S, T2 R T AERAETO LA RELAHRBELEREGE
LR R E B ARAE G JT RO R B Al ) AT 2 R T

KB FREBRLE; MAEMF: HHFHITR
DOI:10. 3969/j. issn. 1673-4130. 2012. 23. 062

HEAEOR , B FHUEE 254 1 T3 8 I ROR & B R T 24 B
PRI AERG N X F IRV YT T4 T ik 285 XA BE 2009
AE 5 A FE 2012 4 5 7 WP R R AE T 0T IR JEk g s TR . 24
ARBEIEAT T B 53 B RIE T .
1 #R5F%E
L1 BMCRIE U0 A 0 R B 4 85 B A BE 2009 4F 5 H & 2012
AR5 T NE IR B 00 G A% BB RN A T AR AR
1.2 W ESEE  BRSEMRIIRE 3 A E iR
R g BEAEILRR ). 5 R VL M BLER 0 |) ATB %558 1%
1.3 258085 SRA K-B ik (BURY HE . 298U A v
Oxoid 24 ) 7 il » 45 5 4 W 4 BE 5% 1] 16 DR 5 36 8 A 1M 6 B 5 T
(CLSD 2007 4F il & 0y b 1 HE A7 H 132 .
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BEE ATCC90028,

1.5 SEitZ sl R WHONETS. 4 #AF #7803 7347 .
2 & ®

2.1 JRIERE AT 4 320 BARAS st A R R I 1 770 Bk (HE
B D[] — AR s H 43 15 1 A AR ) B8 B &G HR 465 40, 97 06, Hop
W PIPEFFBE 1 098 BR. (5 62.03% ;522 FHPEBR TS 181 bk,
10.23% , LT 491 Bk. 5 27.74 %,

2.2 TR ARV PR R A BR T (MRS Ay 28 At i 4 Y Ak
& WA BRI (MRSAD 11 #, 5 18.03% (11/61) , & H: it HY
420 VG BROEE [ i B P A 45 BR 1 (MRCNS) 15 k(5 22. 39 % (15/
67),

2.3 TR WEEFERHRREMNREAR LEARDE B
07 3 B TR 25 34 ) 1. 4096 .91, 54 % .8, 45% , #22 [f]
PEAT I B 22 B BR G B TP T 25 8 3% 1~2,

*x1 ERE=ZRHFENRAEEWETA ()]

L 254 K354 B (n=165) Jifi 98 52 7 A 1 (n=106) i 2% A8 B M T (= 2611) 1 5 AR FF 1 (n=228)
SRV 145(87. 88) 95(89. 62) — —

% 7t e b 135(81. 82) 89(83.96) — —

kAL ko 92(55.76) 63(59. 43) - —

AVE T 57(34.55) 38(65. 84) — —

kA g 42(25.45) 27(25.47) 132(50.57) 119¢52.19)

Sk 760 A 63(38.18) 42(39. 62) — 121(53.07)

K At A BE 63(38.18) 42(39.62) 155(59. 38) 121(53.07)

WR 31 76 142(86.06) 88(83.02) 192(73.56) 201(88.16)

AN 15(9.09) 11(10.37) 19(7.28) 65(28.51)
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