- 234 - HAESI I PRIEYR 2SR (L TR) 2011 4E5 255 45 45 2 ] Chin J Exp Clin Infect Dis (FElectronic Edition) ,May 2011, Vol 5, No.2

&G

Bt (IR ) AU piw =16 97 18 1%
CHRUAT 58 1Y e Ak SR s

HATFE A 4 FAZE (BR) 28U v T80k C BUTF R W PUR w0 )7, 1L
KRE BITERRFER BB RRAE R (Hh TR R AR (e m i |
J&Ge CRINFR IR B (hepatits B virus, HBV) #iA2 g ag 5L A i R I A | JiT I
TS REFE MR 7 25 W) BURAE S AN ], B [0 7 1 7 Tk A 8 25 3 [ AR g L
WO SR A A R 58 BB RPN A A, NI R T PO 5516 7 1K
WPl anfaridt— 2B OB IR Y7 5 i AR R e 390 85 2 A [ A& 5156
FE AR R TRl

I, AT AU G SR AT 0 T K T 2011 45 1 A 22 HAEdL At HIF T
L R (B AU HUR R0 7 B PE AL g ™ G it &, 4 BUA 141
WHR TR T ARG B RUESE HEAT T IRARE, IR R @ BOA 5 BT 5T 5
], AL IR S22 S %

— WA R Y7 R B EE A

DUACIR T RS SR AR 8 S A B L, AN R IR = L e RS il ( ALT) 7K |
TR 0 SF VPR 2 (25 ), I 1 AR IR A A PR R A 1 A, 3o A
BRI KA SRR T O 58, LB B AR RN PR TRl b TR 28k
B LG HRAE T A T REA5 24 1Y J8 5 , 30 3 0 AT AU 6 B A 3P Al , SR B B g R A

XA SR (BR) M BT B B i , 76 HBeAg BHVERE 07
W (24 J8) fa T or B E RKHEE B ] (HBY DNA > 300 #5 0L/ml) A3k 51% ~
88% ;HBeAg PAER A N 20% ~64% "', CATHFIE R, TG 552 1 28 R A
2L 17 O X e 2 2 T LT 2 e ) b R O R AT KR 9
SETIN, DT E R R AL, e R RIS o PRI, A b B0t A 1 1k
LI RYURFRTT Ik B AT LA, o AR L 59 7 22 A5 AR I S B i ]
M6T7 758, PR 1 7R, DA B HE S A /0 BB R A CAz B A 208 s e G
FARERY KA

XTI T RS 1T, AR T 5 22 N2, B I B IR 7 7 S
Hilro Keeffe 25 B HARSE AT (9R) MR YT 12 VE C RYUIF R 1 50105 35
“FRLEACTRYT 7 5 1 B 2k & (roadmap concept) , Bl 24 Ji] i HBV DNA =10
# D1/ml (2000 1U/ml) Sy ANFEo NEAE SO 1 Ak JC A2 S 25 iR (1R) 2S48
Yo HRNZEEE E B IR S 24852, R BUA 254 090 &k 1)y e

DOI:10. 3877/ cma. j. issn. 1674-1358.2011. 02. 018




SIS NI PRIEG R 28R (B R) 2011 4E5 F %55 4 55 2 ] Chin J Exp Clin Infect Dis (FElectronic Edition) ,May 2011, Vol 5, No.2 - 235 -

it 25 R AR AR B A 2 5% SR FE AN SR A T2 3 3L

FETE 2010 4512 H 10 H A pg et SRR B iaTE /(2010 4ERR) ) H,
WA 537 ISR RS AR 12 M R RPUW EEIR YT T B 2R 380 T BT i
FIAEAL TG T SR &

= e ORI R A AR IR YT SRR I R A5

1. MRIEIELAALIG ST 2009 4F BRI AT 272 (EASL) 4555 Wl 45 K% 4
(BR) 2B P TR T 280 S L% ALT /K ISR 2850 16 2 40 15 0l Fi
I HBeAg I 2% 5% 4, 1 T X) HBeAg [HPH: 88 2 i MR ol L YL i (1] | L £k HBV
DNA /K 51K 5K B I8T7 G R B 27 S AR S PRI E o, B4R HBV DNA /K
V- E5iR AR R WA OG . HBeAg BHYE B &, B2k HBV DNA /K <6. 6 log,
5 U1/ ml (PR HEIRYT 1 4F S0 2 AR IS IR B 2 =R 4 3l ok 6. 7% #1 18% , T
HBV DNA 7K > 6.6 log, ¥ U1/ml 19 B8 & 4> 51K 19% Fl 45% . #% b K &
GLOBE #5578 , 167 R HB 3 B4k ALT /K1 HBV DNA /K S A] 35 ) %5 1t 5% &
097 2 R AL, EHEZ ALT= 2 x ULN(ULN Sy iE#{H _EFR) i) HBeAg [H
PEEE T B R EL 2 4F HBV DNA Ik Tzl T FR B L3 (61% ) #1 HBeAg I
SRR AR (36% ) B m T ROR I E A (50318 43% F1 27% )™, FELg ALT
=2 x ULN, H HBV DNA < 9 log, % Il /ml ) HBeAg AP B3, B L B I8 Y7 2
AR 47 % B34 5B HBeAg I <% 4 , HBV DNA KT T FRAY L%k 77%
% T34k HBV DNA < 7 log, % 01/ml 1 HBeAg [ : 3%, 1897 2 4ER} HBV
DNA I TAG I T BR EL 2 Ky 89% |, it 255640y 3% 7,

2. MR R BRI MR AR 2R A5 IR B, A (TR) 21U
WIT RE I R TR N A S KT RO . BRI E RIS R Rk
REIGIT 16 ~24 Z JH R3S HBV DNA < 10* #2 01 /ml ()R E E R L) &k HBeAg
MRS, I | HEFsE Bt Bl as =5 B e I7 00 R 5 7E 24 At 3iqs
HBV DNA filgFHaill ~BR (12 TU/ml) i85, 78 1 4E0F 77% 1% 85 vl 3545 HBV
DNA F[§= 4 log,, IU/ml; M Jz , 7E 24 JE|it K 5 2] HBV DNA Ik TR T R 1 &
FE A 5% BB HBV DNA FFE= 4 log,, IU/ml, BE:RIH SHkIeE IR
X BRI R B R F 1A T I HBeAg FHIE 3% 1,24 JE BT HBV DNA K
-5 52 JEYFRCAISE 24 JE BT HBV DNA < 300 $#% 01 /ml 2 = 300 $£ 01 /ml ({8 &,
H:52 Jii HBV DNA fIx A~ BRI L3435 28 96% F1 50% . TR bE R g i Il R
WEFTIESE , 24 JEIF HBV DNA AIKF ARG T FR AT $ii 5 b e 2 K Y 73% . 7F HBeAg
FHAE SR, B L R IR YT 24 JE B HBV DNA fIXFAa i~ FR & ( < 300 #% 01/
ml) ,2 46} HBV DNA {KFAGI T FRAY LE K | Bt HBeAg Il iE 24 R (ALT &
RN 258050 82% 46% 82% F19% °1 ;55 3 F4 4 4FAT, i HBeAg [fil
W PR AR ) THE] 54% F166% , T HT R T 2523400 4% F15% ' 1 HBeAg
PR B B LR IR YT 24 JiiS HBYV DNA X T4~ BRE ,2 4E6F HBV DNA
T T R HR  ALT & 5 R 25 K50 51 88% .82% H16% ', 45 3 il




- 236 - PRSI RN B RAE (R 2011 4E5 J 455 48 %52 1] Chin J Exp Clin Infect Dis (Electronic Edition) ,May 2011, Vol 5, No.?2

5 4 AR T R TH 2553 B R 6% F1 2% 1

3. MR RLLRARAE L A R R A AR IE T < 1 3017 BIA/MEEAR BT 5T R
FRYEFE LR RRAE I 25 4 24 JE N 28 T O oK e 5 AFYT 4L, 4k HBV DNA < 9
log,,# D1/ml }z ALT=2 x ULN f#) HBeAg [HE: B3, Pk K EiG 97 24 JH i), 10
il 538 HBV DNA < 3 log, 45 Dl /ml, X 46835 5 420 0] 3845 8 5 09 HBV DNA fI§
TR T BRAY EL R (HBeAg LI < F R f1 ALT &% %K,

B g Z GLOBE BFSE W ZH 43 M Bon ', B L I IRy 34k ALT=2 x ULN
F1 HBV DNA < 9 log,,#% Il/ml [ HBeAg FH ¥ H 3,24 J&E B} 71% 1) 3% HBV
DNA X FRM B ( < 300 #5 01/ml) . Zk22iRY7 5] 104 J& , HBV DNA FR22KF
Rl T BRI EL 283K 89% , HBeAg Il 24 4% # % 5 ik 52% , Wi 25 %4 Ky 1. 8%
B R EIRITHL HBV DNA < 7 log, ¥ D1/ml ) HBeAg [ 34,24 JE B} 95%
(1) 875 HBV DNA Ik Al R, 4k2iG97 2 104 J&] , HBV DNA 2T T
PR EEHRIE 91% ,ALT 558 388 83% , it 25K 2%

DL B 45 AR % (BR) RAWiR 7 18 1 O BT %, B8 B FE R R AIE I
FL A B 2 0 284 ST ST BT SR 25 1 R A . DR B R A% T (1R)
FANYIB T BRI N SIS IEA TSI IR TT 12 JE RS 0125 P R R e N, AR SR
SPIS, X IO R 2R L2 SR B s W VAT 24 A SR T S0 B A A PEA , X
F 24 JEIF HBV DNA < 300 #5 01/ml 85 N8 2N EH , RE2 21T (TR ) FUY)
197, 86 A H Wi 1 Yk ;24 JE B} HBV DNA 7£ 300 ~1 x 10°F% Dl/ml & K345
NE PRS2 (R ) FAUPIIR YT, B 3 A H W 1 k524 J& i) HBV DNA >1 X
10*#% D1 /ml 2, fin FH J6 38 SUTR 245 1 b o a5 254

= EEARERE AN B WA TG T

RERA (BR) 5T B K WEYT (AR PG IR 1 SEPRf O, 7 BT R A K
M RS, W E A SR, 65% 1 B E L EEESZ 3 AELANIIEYT . TR
BFAWFI TS H AE MV IR 7 AR A5 25 )5 , A A 24— 30 20 38 o] R 53 AN 2%
Y BE AT UL, A (R ) 2R LA IE YT TR 38 i A 456 W] B f 2 5 %, X
FEA BB R A I — 335 . FRECE M 2RI bG48/ (2010 4 1K) ) B4R
W IEITRE AT DI R o DR ER I, 0 (BR) 2SI e AN 228 B9 AR
fIEA045 452250 HBV DNA ACEAIG, DL jR 97 B R4, 4R % /N F 40 2 H LR YT
12 A H o RRSZE HBeAg ML 5 S ok T B K s (] i IR 18196 97 A B
PEEFE AN DR K

Wang 2" SRR R EIGTT RE BIE25 )5 52 % N R 00 R B g 00
BEVRYT 152N 5 R A AU ARG, TR YT i R R AT 18 AN A & 525 R & 1 X
A IR YT I RS T 18 N A R -

Cai 25" I HFSE F I, 1697 18] ML 7% HBsAg 7K V- 1) 3h 25 28 1k 1T 15000 45 e K 5
1520 2 SEBT I FFELIN B A N ES, VR YT 104 IR, I3 HBsAg 7KK < 2 log,, 1U/ml
A 5 R T 422 25 2 AF I R A N 253 (SR, B HBV DNA < 300 #01/ml, HBeAg




SIS NI PRIEG R 28R (B R) 2011 4E5 F %55 4 55 2 ] Chin J Exp Clin Infect Dis (FElectronic Edition) ,May 2011, Vol 5, No.2 - 237 -

ML 5 6 , ALT JK SR 52 0E K ), He BH A B0 AE ( PPV ) 3K 93% , 9 14: T3 I {EL
(NPV) A 100%

DU e i — 2D 5 Y [0)

2 b B RZATVOMARIRYT R B A VT 2 [ i — P05, an: (1)
HEMZH (BR) 2RI A6 7 2R bR bR e A, HoAth LA (1R ) 2R 4K
PEARXT D e B — 2P o (2) AT (R ) 2 U4 19 2 100 ] 52 B S 4K
PRrg Kt 24 2 A AN AR ], PR x5 S0 7 285 149 eF 1] o e B A BT AN [
MA—E B L 24 JE A dm e, N % 5 24 B 100 7 24 1) [8] i i — 2058, (3) 24 JH
HBV DNA 7K~V H §ij 50000 3 26 A% (R ) 28U J 397 85010 S i 4a b, Btk DA
G, S 1 A HADZE Y SO IS b , AP s se e b 5 (HAS E— 2D SR, (4)
Keeffe 261145t 4 1% 2 [R] 2 38 F % G\ F] Cobas Tagman/Amplicor HBV DNA 5
i PCR 5 A 45 58,8 B Fr 3 Bl im R _E W A9 HBV DNA i 35 4 a7 9 2R
BEORE ANRE e B o A 22 B0, BRLG, IR A6 b B [ I B AP (R R U6 97
BRI . (5) HRIMUAIRIT RIS E R I 48 e 18 1k SR R P16 R,
X —BE iR A QR A S8 R T B R D R — 2D R

LFRNEFT N T4 BinIr @t ORI R AR, H—BON WEYUR R
JYHIT, AT B AT 7843 VAL, R BB R SR B B 25 ) s TR IR T Hh b iR T
W AR A A PR YT R AR SE IR AR B T ORI R AR A
PR, BEAR SR US4 07 8005 I 745 25 Ja i 4l 4 A B 28 B LAk I6 97 L 32
N3

EREM R : (Fedt KBS F )

F,Zj:\%ﬁ'};] \F§7K$\}&‘g\§‘:ﬂ%7‘]@\ %’:‘Q—:‘ %\%%%\4%{%7}7}1\;%\jﬂ}%\%§j@\ ‘)%:éﬁé té:\\
IR FE R AL R R B B B AR TR TR,
IR EE . EFA R FHE F L REW MFOREE KIR A,

Z % x #

1 Lai CL, Gane E, Liaw YF, et al. Telbivudine versus lamivudine in patients with chronic hepatitis B. N Engl ] Med,2007,357
(25) . 2576-2588.

2 Yuen MF, Lai CL. Telbivudine for chronic hepatitis B; the GLOBE trial. Future Virol,2008,3(4) :317-323.

3 Liaw YF. On-treatment outcome prediction and adjustment during chronic hepatitis B therapy: now and future. Antivir Ther,
2009,14(10) :13-22.

4 Keeffe EB, Dieterich DT, Han SH, et al. A treatment algorithm for the management of chronic hepatitis B virus infection in the
United States; 2008 update. Clin Gastroenterol Hepatol ,2008,6(12) :1315-1341.

5 RSN, MRE SR 2. 1B TE SRR B TE R (2010 4EAR) . R RERT 2% ,2011,1(1)
5-19.

6 European Association for the Study of the Liver. EASL clinical practice guidelines ; management of chronic hepatitis B. J Hepatol,
2009,50(2) :227-242.

7 Chae HB, Hann HW. Baseline HBV DNA levels is the most important factor associated with virology breakthrough in chronic hep-



- 238 - HAESI I PRIEYR 2SR (L TR) 2011 4E5 255 45 45 2 ] Chin J Exp Clin Infect Dis (FElectronic Edition) ,May 2011, Vol 5, No.2

10

11

12

13

14

15

16

17

18

19

atitis B treated with lamivudine. World J Gastroenterol ,2007 ,13(30) :4085-4090.
Liaw YF, Gane E, Leung N, et al. 2-year GLOBE trial results: telbivudine is superior to lamivudine in patients with chronic hep-
atitis B. Gastroenterology,2009,136(2) :486-495.
Zeuzem S, Gane E, Liaw YF, et al. Baseline characteristics and early on-treatment response predict the outcomes of 2 years of
telbivudine treatment of chronic hepatitis B. J Hepatol ,2009,51(1) :11-20.
Gauthier J, Bourne M, Lutz MW, et al. Quantization of hepatitis viremia and emergence of YMDD variants in patients with chron-
ic hepatitis B treated with lamivudine. J Infect Dis,1999,180(6) :1757-1762.
Gallego A, Sheldon J, Garcia-Samaniego J, et al. Evaluation of initial virological response to adefovir and development of adefo-
vir-resistant mutations in patients with chronic hepatitis B. J Viral Hepat,2008,15(5) :392-398.
Yuen MF. On-treatment outcome prediction and adjustment during chronic hepatitis B threapy: now and future. Antiviral Ther,
2009,14(1) .13-22.
Hsu CW, Chen YC, Liaw YF, et al. Prolonged efficacy and safety of 3 years of continuous telbivudine treatment in pooled data
from GLOBE and 015 study in chronic hepatitis B patients. J Hepatol ,2009,50 ( Suppl 1) :S331.
Jia JD, Gane E. Prolonged efficacy and safety of 4 years continuous telbivudine treatment in chronic hepatitis B (CHB) patients
from GLOBE and 015 studies. Hepatol Int,2010,4 ( Suppl 1) :56. FP 090.
Yuen MF, Fung J, Seto WK, et al. Combination of baseline parameters and on-treatment hepatitis B virus DNA levels to start and
continue patients with lamivudine therapy. Antivir Ther,2009,14(5) :679-685.
FEHE, Srote. BrHCRERI R CBINF R E AR IA. rhAefE ik, 2008 ,26 (5 ) :257-259.
R, T, FEHE. AR 1E SRR R E PO AU REIGYT RO IR BE R A5 AT ,2009,14(1) :8-10.
Wang L,Liu F, Liu YD, et al. Stringent cessation criterion results in better durability of lamivudine treatment: a prospective clin-
ical study in hepatitis B e antigen-positive chronic hepatitis B patients. J Viral Hepat,2010,17(4) : 298-304.
Cai W, Xie Q, An BY, et al. On-treatment serum HBsAg level is predictive of sustained off-treatment virologic response to telbi-
vudine in HBeAg-positive chronic hepatitis B patients. J Clin Virol,2010,48 (1) :22-26.
(WA H #7:2011-02-28)
(A SCHAE - FhoRtR)

A (BR) R RIRF BT IR TR K GHALK [ J/CD]. PR EEF WG R ERELE . TR,

2011,5(2) :234-238.





