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2 20 BT 4 0% 7 (HBV) SR UL 35 R i X . #% 1k 2009
AEL P E HBV WS A 130 B # 29 9 300 J7 g 2 1
SRFEPE TR (LU T @R ) &2 2 000 7, i R i Bk 4
BRI 55961 HEF IS WERA TT KO8 Y B R K
M6 FR & FALE R BH . BAT. HBV #3359 (HBV-M) &
WA ML E AR S YRR bR SRS E A AR A
HBV K hr 9 M HHUK VHT ST H s (PreS1-Ag) % 5 #% 1R B
B HBV DNA L 4 354k M 4 DNA (cccDNA) & HBV
FEERURAR S8 HAG 7R © e e R R O E R
W, R A S AR B TR IR
1 HBV MEFZEHRED

H AT LA A I o 32, 5 B TR 12 W AT T A

TR A 5% 025 Al I O A B S A DU Y Tz N
HARBEYEIR T T — 2B E X,
1.1 HBV Fm$i)a (HBsAg) fIFE M Hi ik (HBsAb) HBsAg
oy HBV SMEEE 1, i HBV DNA 68 7 5 3 BEHE S X g £
AR A E A BRRERNERSF. OF
H MG, HBsAg 3 % LL 3 #hE XA 78, B BB WOks | 48
FE J5UkL Al Dane §50k . R A5 Dane §URL P9 77 76 HBV . {HAY (5 Jir
A HBsAg (1 0. 2% , Yi W] HBsAg Fl HBV Z [H] it Z IEAH K1 .
Ht A HBsAg FIPEACy HBV 83 i b 25 AR S oE
SWLs T JC 2 A2 AR R AT et R S R TS ARAL. H Al
A5 7R HBsAg 5 HBV DNA Z [H A7 (£ — & # 56PE. Kim
S0 BB 2 (CHB) iR 78 % 55 it 52 Wi (9 HBsAg 7K
V- o O T RO U B I, HO7E CHB & BB Ak 5
HBV DNA {45 {k— 3. A HBsAg 4 7 fEf£ % HBV DNA
TS A A D s B A2 R ZR 2T AR AR . Bl ThkZ R
BEAHT M MR % B K BB U - 8 5 — 2 9. Lee 2073
565 il HBsAg™>250 TU/mL i B #4177 2447, K9 HBsAg
AE AR I AT DA S ke CHB A8 35 40199 55 &2 i K F- B
HBsAg 5 HBV DNA & 55 48 3¢, i B] HBsAg /K F m {Eh
HBV 52 4R 25 F05 95 16 20 72 B 1) 2 2% 45 b - il 1) 20 A 5 L oy
PR O T AR HBYV DNA S48 47 4y I K $2 41 58 2245 5. (H
Tk Z G\ BF 5T AE A I AE . 8] I, G AR X HBsAg 1 E
%t B A 0T 1 B0 AN (8 HBs Ag<<10 TU/mL J& i3 ) HB-
sAg 15 BRI H -,

AN T HBV e & i HBsAg Ml 22 7T 22 3L 2 [
P B ELF2ESHFE O H7 R IE M HBV B 5
CHB.S XA A2 & 2 PEFRE & 55 5 I 48 ff LA A5 i HBeAg
HELRD AL K HBsAg, 4 £ B HBsAg BIHEN . H
W0 TR HBsAg B 8 &, 75 245 A I RAE AR B HAth 52
BE IR UL,
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HBsAb MRS HBY J5 Ak F 9 &2 3 B 1l 3 300y
IR R  BCE HLIAR S R TR IR T R A, BT G e
TRy ER . EASREN R A R K TE HBsAD [H P & 5 &
PS4 5% HBV DNA FH ¥ ;18 ¥ BF % o 19 — 28 HBsAb FH
&, JFF 4 i ep AT 6 HBsAg, HBeAg il HBV DNA, A 1l R 4%
BRI H HBsAb BH# )5, R Z 8T G R4 Bt A fgad F
SR RE WA #E . HBsADb & & I % B9 6 2 T ABE 2K
E T VE ST AR G I KT . A1 5 HBsAb & &) 10 TU/
LRI EA R By Iy Kk g 8] 5 HBsAb K- &
RRIEH,

HBsAb i % 7€ HBsAg {4k JUH 2 JLH J5 7 2 P % >

A HBsAg W26 )5 Bl B M. [ B 45 i HBsAb #1 HBsAg
DR D DL - S ) B[R] e B O R R HBV, G HBsADb il
HBsAg # F B0 HYE ARS8 R A 8idmi% HBsAg (19 S JE[H
A5 R EUH E MBS L HBsAb A RE s H s IR .
1.2 HBV e $iJf (HBeAg) #l e i1k (HBeAb) HBeAg
HBV DNA i %% ORF §i C/C X % i5% . J& I3 20 1 1 . A
2 550 O T ORL, T AR 322 5 S s W W AE A 56, HBeAg
FE ML H R DU Y I ) i e T HBsAg, AT 7E 2P e 6~ 12 JH]
Kith. 2tEH HBeAg 1 28 9 &R & 3L % B W (ALT) (19 B
AR s T3 S 0 928 % P S5 7 Uk 8 5 5 AT %% 5 40 HBeAg $72L FH
PR 12 J, A 9 955 08 M AL 5T 1] . HBeAg Hi Dane f5UKL 43
Wb L AP R 1 A T 9 BRI A A TR R A% e PR R SR 5
B 5T R HBeAg BH 4T Ik 28 3 43 16 19 37 4= )L HBeAg BH
5 HBeAg B 40 IR 8 & B B3 &5, HBeAg 1Y B & R B0 EE:
BALRFEE N R . HBeAg A i Al 55 47 M B0 516 97
A, ZEHIEREN B OFSTIE L, 7 HBeAg B CHB (B 8%
T ZEIF LR, HBeAg 5 HBV DNA /K- B 340 %, HLjE
IR YT LAY S KL T AR L B — B X TR R BRI AL
BT A B E S, RAKEYT R R ZEA TR
1697 HBeAg [HYE CHB /13 24 J8J5 , HBeAg 7K AT LATRIN R
I 19 R 2RI AR R AR AR F 5 I HIE 55

HBeAg I L1 2 7 o b 5 4 0% R IR R ¥E1E T 2
RIT A AR HBY A9 30 58 4 A e . ALT IE % FIE
RAEINBCW 5 L 4k & FFOE AL B P 9 LR T M. i+ HBV &
OXJFEFEHT C X 5 35848, (i 15 HBeAg BB,
FH N HBeAg il FE 2 B (H ML id 5 R #7276 . B
PEASBEAUAN LA HbeAg 52 1 K A5 Sy £ JFF H 35 DU 25 97 2501 T
SRARHR T A H AL B #EAT I

HBeAb i@ % 7€ HBeAg # [ )5 11 8L, 40 i B 7€ HBeAg []
B o R 2 ) L 0T R TR S bk A 4 1 B R s i B L B
W (HBeAg BA%: )5 6 FILL b)) 8 B, BiR & J& b 18 1 i vl
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fit. HBeAb A& O a4, H B4 158 B s 7 52 i s /b, 1% e
PR S L B IF AR A R Yt

1.3 HBV B.G#i i (HBcAg) F% L i fA& (HBeAb)  HBcAg
B HBV fif C/C X 4% , A A77E T Dane UKL AZ L 113 HH
AR ) HBeAg, B It HBcAg Kl 75 24 f# Dane JURLSM T
MELLE BT . B T HBcAg A AR5 1 59 5 M, HBeAb JLF
YAk i {2 HBeAb A 2R EHIA. & HBcAb £E A4
15 1gM il 1gG 45, HBcAb IgM 2L &S HBV J5 it 3
P IV R S PR T A 2 W 2P I I AR AR RS T
PR A G A ) o g PR Sk 2T R HBcAb 1gM
T R UL HBY 78 7R P9 52 006 B B s B AL et . HB-
cAb IgG BIPEAL Ky HBV JE Y% A A7 35 . =5 T B 48 78 B 78 L IR
TR AR R BE AR R . “ X" 2K HBeADb IgG.

3 [ B 45 ) HP o0 X HBeAb 2000 BH P (IR AR BH D 1 fie
BN (DAMBRYEE MWK E R HBsAg W/ HL 5,
HBsAb i oK th B, HbeAb 2 M — RE & (19 57 53 1 48 5, b i
HBceAb IgM 41y B s (2) 8 3 ¥ %5« Bk #54 HBsAg i, 2
JUA] R R B 3 7% B (HBeAb A 3 i Jif #55) 17 % HBcAb #h
PR (D) BEA B Ye ff HBsAD 2% % W T &Y HBV 24 )5,
HUAHTS T 0. 5%0) 5 (4) BE A J& 42 £ ik K 7 HBsAg g HBV
RITIE YAk & HBsAg 774 T [

1.4 PreSl-Ag PreS1-Ag > HBV £ A S1 X 4 % 49 4h &
M. EEAFAE T B A L Y vk 59 Dane PUkL b . G0 £8P 45008 .
PreS1-Ag /2 20k 2 JF 5 81 1912 Wi 48 bR % 18R, 05 i
U3 R Z . PreS1-Ag R4l Bk 58 3% 5 & il CHB., s B 50
fF5E T 456 5 HBsAg, HBeAb, HBcAb [H M 2 45 4, & 3
HBV DNA FI PreS1-Ag FAPEF TGt 22 7. xF 176 441 oy %
VI A AR AR 4T 3 BeF 98, K B HBV #8045 PreS1-Ag K
- 5B M G R B B R R R B AR AR bR . PhAE RS SR 8¢
PreS1-Ag J& W HBV &2 i, JLHAEHT HBe BHH:AH ) A 95 B¢
I B A M T8 FR 8 PR B IR IT A EEIG IR E X,
TEE M T N A 212 ) HBsAg BH M I 7 #5 4 46
PreS1Ag FHIEFR A 160 ], BH % 75. 5%, 1A h PreS1-Ag
SE R O ARG R ST A B T A A 02 W T A 4T
I T YT AR A I W A WIS . A X F HBV DNA, PreS1-Ag
Zhke . 1B AT R e HBV & il AR ) B2 7 2 AR I 7 2 48
B, PreS1-Ag HA #: At HBYV DNA KW 9 (5 . H 3 3%
9 T TEAT A7 78 40 B0, 0 40 < i ST Xk PR 98 4% W 3 3 PreS1-
Ag B AR X IS 52 Wi s 75 2 ) B RE T

2 HBV ZBiREW

Rifi 5 9 o 7 PCR &4 AR 1 & e #1T1Z i HBV iz
PR, L H & HBV DNA K, R 8 5000 8 40 & 5 9% 1% ™ &
FRRE YOG FR L W DU R L T 0 B T T R M I 24 R e 4 A
CNEIE 2T
2.1 HBV DNA 21k & 83 I KR AR 3y SR, & DL
WEAR B 38 4 CALT /SRR LT 2 S b 2746 I L 2% & 9 s 1
Al 2 W, HBY DNA U & OR K. 2t HBV R YL i i
6 A~ J1 5 7 HBsAg HBV DNA $¢42 VL i 6 A~ ] Bl 2
Wi Pt HBV e, #8401 M HBV g g (4] 4n 5 BE 4 HBV
JEYL AN B v CHDB) B A 3L 8 1l 35 2% 35 45 53 %, {5 HBV 5 0]
AARAKCE S i i HBYV DNA 2 M — B A 812 8 19 55 5
FAER . IMLE HBYV DNA ZKF- 402 ) Wik 25 &2 ) 5 B 3 F o
A SRS 2 B RTIEH HBV & 0“4 br e, 5 0 35 15
PEF PG HE B YIS . HBV DNA 8 fE H LR E L B R

IR EERRZ—.

HBV DNA 7t o 2 4] W 5006 35 96 97 46 a0 e & i =
BARAE . (M2 Z T AR B VA i e ) i AL B ALT=2
ULN {48 1 JiF % i 3% HBeAg FHE .HBV DNAZ>20 000 1U/
mL 8¢ HBeAg B . 1 45 T 1 9% # ¥4 J7 s HBV DNA =2 000
1U/mL . 022 ¥ fif i k. HBeAg BH M # % HBV DNA=>2 000
IU/mL, HBeAg [ # % HBV DNAZ>200 TU/mL, % {t £ Jif
AL B Kt HBYV DNA, W 2 3 50 36970 . Lin %07
INATERLK F 8 V89T CHB b 72 b, IR I 7 HBsAg % 9]
RIRYT A AR T P 3 R %% 48 5 30 HBsAg 5 HBeAg [H 1k
Fd1F HBV KA 4 Wi fr 4 335 HBsAg B IZIRIT A
MOMELUHIRT LS 3, RIS I IR 10 55 T HBV DNA & 7 £
T 975 75 2 7285 1 O 40 I8 0 B A T A T B AR AR
B2 G A0 25 Ll 1) CHB B & 78 45 52 HU Wi 28 1R 97 — BO A ]
J& s MM HBYV DNA % B 2 J0 ik 8 i K S, 8 k. HBV
DNA ;i F 0 B 5T 88 9T K s A e A — & R PR, 38 1)
W B4R B HBV DNA K I R 808 A 1

HBV DNA 7 5 £ 0 th 2 F 4 007 B9 97 28011 1 2 4
B o Zheng ST [l M BF 9 2R L PR R IRV IR A 24 A
1% HBV DNA /K- 5 HBeAg Il 1§ 5% e 48 5C . J2 ) Wi 7 5
9 T 2 S 1) R AELHR A » L S IS 4 I 200 M T 2 XU e 3
fiX. Chen %1 % B, B {45 45 1697 CHB 55 24 #0148 Ji 6t
HBV DNA 7K 7 J2& AR 38 (4 T 24 000 B 7T DA 38 5 0 R %k 1
PR R 258, B B T A R A T 25 05 R AT T R
Rt ZE 5T 3R YT o B2 v 8 S I HBY DNALALT,
HBeAg Fl HBeAb(4F 3~6 A H & 1 70,

2.2 cccDNA  HBV AZHF4IIE)E - #4530k DNA(reDNA)
B3 A4 B3 A% TE 1 cccDNA, HBV cccDNA 1 TE 1 H 9 75
ST ARAL T R A BT 2 T R IR 1 B AR R e &
JEAE RS R EEAE. RAERTHRZ AN
cccDNA, A BEWBIIE 4 5 2 IF & K N HBV, B IL, 2T H
REARE N HBV cccDNA & 846 I 2 B4 B0 #5 25 W97 3 i o
HE A bR, B HORE T B OIE GG 41 20 5 0 3R A
cceDNA K {1y 21 8Ub5% A, J& 0 45 P A I, B OO B R
FRALI L T ELIE A8 R AE AR A R R PR R, v 2
TAFAE cceDNA HEA A il . WF5E 8w S0 2 i PCR 3%
0 58 35 ML cccDNA BBy 57% (A5 ALT (L2 F5 4
S N GG R R Y T A7 40U AR R A R AT

2.3 HBV REFEMEIEFEEAE WIE HBV &3 F o S X3
R 322 57 HBV 4 A~H 8 AN HH AL, h [H % 1) B.C
BRy ., REHFITER A FEZE B HBV X500 #1697 77
1 22 70 CHB B B 3 N BT 3 23897 i B 245 3R
w T C AR A SEF A R D SEF A, 1 A R D SERE AL s
F BRI C SR RT3 [N R X A IR D) 28 B 49 97 45K A % i
WA E

HBV KA S AL 875848 & 52 & VR 97 AR 1 2
F L H AT () 2L 1R 7 R B T 24 58 A8 B L Lt R 6
E. mHERNRERBEAR-EZAR-KIMNLAR-KITLAR
(YMDD) 75 55, Bl 5 YMDD 7 & 2 [ig & -5 52 & R- K 14
FW- K114 28 (YIDD, rtM2041) s i 2 e -4 /- K 114 &
- K114 %M (YVDD, rtM204 V) , 3 % £ 4 rtL180M 75 &,
FL 52 24 1) 33 45 T 328 397 13 Ay % oK 9 o Tt 25 1 A bk . BT 4 A
T8 FEEPF PIE D XA/ B X (rtA180V/T,
rtP237H Al rtN238T/D %), HoAth 25 4 (i B8 45 M i 46
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F3 85D W AATEAR I T 25 o7 8 . TS 24 Ak B 4G 00 T 38 3] 42 iy 46
Il R 25 1 F R
3 I e

HBV-M M 9] 1 ML % 45 35 40, 8 0 & B 2 R A7 &
Y. CR ST AR 2 W RN BT O SR R T
BRI, BAXET HBV-M BHFE B 1R 2 . (H 5 HE 46 W 45 b
FIRY 306 % B A 0 4 2R 1 PR AT AT S n 3 5 A I HBV-M
RS P T 175 0 U8+ DA T 3l S 1) 4% 2 A A (I ik 20 U D) L 38
A IRANFE s 11T HBV-M 46 00 1) J7 25 4 3 A 58 3% » /5 2k —
A A LA e A I R AHORE S R R . X HBV-M #F 52 B0 A
G DU A 2% 19 A 18 58 35 F A7 Bl T S AT 3 09 2 2T I IR 23R 1)
i R AR TR AR FRAR R ST A O EZ R AR

2% 30k

[1] Lu FM,Zhuang H. Management of hepatitis B in China[ J]. Chin
Med J(EngD ,2009,122(1) :3-4.

[2] Kim YJ,Cho HC, Choi MS,et al. The change of the quantitative
HBsAg level during the natural course of chronic hepatitis B[ J].
Liver Int,2011,31(6):817-823.

[3] Lee JH,Kim SJ,Ahn SH,et al. Correlation between quantitative
serum HBsAg and HBV DNA test in Korean patients who
showed high level of HBsAg[J]. J Clin Pathol, 2010, 63 (11):
1027-1031.

[4] Tseng TC,Liu CJ, Yang HC, et al. Determinants of spontaneous
surface antigen loss in HBeAg-negative patients with a low viral
load[ J]. Hepatology,2012,55(1) ;68-76.

[5] WaGte. HBsAg BIPE Rk 3 £ BF T35 b7 & 9 & HBV-DNA £
PO T[], AR 12 1 J 7, 2009, 13(5) : 538-540.

(6] T .4, 7/ e HBsAg Fl HBsAb B FH P 48 4 2 JF i 4 1
h HBV B S X RAERY S R [T, b 3T K2 7 ik (B2
Ji) »2010,30(10) :1226-1230.

L7] BB 8 kP 5. BRI 108 1t HBY e 4 4R 2 & 1 22
FERE AR R 43 M L)) A, 2010, 15(3) : 164-166.

[8] Z=Wikk,ifse, ME 4, %, 184 L B % HBsAg, HBeAg Fl DNA
AR LB S P B 5 L) ], i A 52 38 R I R B 2 2k . 2011, 25
(1):26-28.

[9] RAK.#HE®H HME. F e PURERNR L ZETHRRRST
HBeAg PR M CBF R o U LTS 5 e B LI 1. &
2R 2% 248, 2010,19(10) : 883-885.

[10] KR, %%, ffidR4e . 55, HBsAg.$i HBe. %t HBc FIH: 8% PreS1-
Ag 5 HBV &l #9& ZAF 5 [T 1. 4 8 P 2. 2009, 24 (12) : 904~
906.

[11] #MeEES. S 20 8 1 S1 BT 5 B0k i B 5 35 J K i R Rz ]
(I, AR 9 2 2 2% 5, 2011, 34(8) - 761-763.

. 27 . .

[12] E@E, FIv. PreS1Ag 5 & 90 5 5 X 24 [7] 25 46 D0 25 2R 1 L
SrArLI]. HvE 2R PR 2y ,2010,17(15) :67-68.

[13] %4V, £ 4R 5. HBeAg BITERY 2 T & M3 BT ST H AL T K
B R EEZ,2011,51(15) :93-94.

[14] P B2 e P 2 G 25, TP A I 2 S TR i 2 43 22 A8k Z BT
RBTIATE R (2010 4RO LT, BFIE, 2011,16(1) :2-16.

[15] Liu F,Wang L,Li XY, et al. Poor durability of lamivudine effec-
tiveness despite stringent cessation criteria; a prospective clinical
study in hepatitis B e antigen-negative chronic hepatitis B patients
[J].]J Gastroenterol Hepatol,2011,6(3) ;456-460.

[16] European Association for the Study of the Liver. EASL Clinical
Practice Guidelines: Management of chronic hepatitis B[ J]. Gas-
troenterol Clin Biol,2009,33(6/7):539-554.

[17] Zheng Q,Jiang JJ,Chen J, et al. Serum HBV DNA level at week
24 as a proper predictor for the effect of 2-year lamivudine treat-
ment[ J]. Chin Med J(Engl),2011.124(8):1257-1260.

[18] Chen CH,Wang JH.,Lu SN, et al. Characteristics of adefovir re-
sistance in patients with or without lamivudine-resistant hepatitis
B virus treated with adefovir: a 4-year experience[ J]. Liver Int,
2011,31(2):206-214.

[19] Takkenberg RB, Zaaijer HL., Molenkamp R, et al. Validation of a
sensitive and specific real-time PCR for detection and quantitation
of hepatitis B virus covalently closed circular DNA in plasma of
chronic hepatitis B patients[ J]. ] Med Virol, 2009, 81 (6): 988-
995.

[20] BRpife, ERRES. PR SR R EIRYT 53 6] HBV B H B X 2 BT
REH PEF AN EW[J]. F KB4, 2010,39(23):3236-
3237.

[21] Hsieh TH,Tseng TC, Liu CJ,et al. Hepatitis B virus genotype B
has an earlier emergence of lamivudine resistance than genotype C
[J]. Antivir Ther.2009,14(8):1157-1163.

(227 5k P 42 SOME S 8 R 45, & B JIF R o 2k PR 80 5 1 24 5 25 Ak
AR & PERTFSE LT ). [ B Ay 36 BE 2% % K, 2011, 32(14) : 1543-1545.

[23] Raimondi S, Maisonneuve P, Bruno S,et al. Is response to antivi-
ral treatment inuenced by hepatitis B virus genotype[ J]. ] Hepa-
tol,2010,52(3) :441-449.

[24] Lin CL,Kao JH. The clinical implications of hepatitis B virus gen-
otype: Recent advances[]]. ] Gastroenterol Hepatol, 2011, 26
(Suppl 1) :123-130.

[25] Wiegand J, Hasenclever D, Tillmann HL. Should treatment of
hepatitis B depend on hepatitis B virus genotypes? A hypothesis
generated from an explorative analysis of published evidence[ J].

Antivir Ther,2008,13(2) :211-220.

(e A :2012-03-26)

Cide ERREHERHEHBEXRENTRER

L34 7RI

e F AR

(BHREARFZHRBELTAEERE AL P, b7 100050)

KW :Cide ZB s BRM: BRM; Hi
DOI:10. 3969/j. issn. 1673-4130. 2012. 19. 026

20018 PABE I A 190 i 285 7R A A A 240 N AL A R AR 2 A
5 Sl I Al B A 2L 5 B D B LV I A L

XERERIRES : A

XEHE1673-4130(2012)19-2356-03

BT LA B AE B 2 AR R SRR DDA 6. 1998 4L A ST 1
P DNA R BALR T-o FERLN T (Cide) #8 UCOZ B 2R



