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Total number 560

Sex (male/female) - 424/136

Age (years)* 38 (15-68)
Duration of treatment (weeks)* 26 (1-592)
Follow-up time (years) 7.5 (0.5-21.6)
AST (IU/L)* 71 (18-990)
ALT (IU/L)* 136 (12-1578)
HBeAg (+/-) 371/189
Staging of liver histology (CH/LC) 300/61

HBY genotype (A/B/C/D/H/unknown) 20/35/453/1/1/50

*median (range)
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B Gk
(28741)

(149{§J) ik

Lamlvudlne

819 EEZ_ (8%i)
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HIGH SUSTAINED VIROLOGIC RESPONSE RATES IN HCV GENOTYPE 1 RELAPSER PATIENTS
RETREATED WITH PEGINTERFERON ALFA-2A (40KD) PLUS RIBAVIRIN FOR 72 WEEKS

Stephan Kaiser1, Bettina Lutzel, Holger G. Hass2, Christoph R.
Wemerl; 1Department of Medicine, University of Tuebingen, Tuebingen,
Germany; 2Marienhospital, Stuttgart, Germany

Background: Combination therapy with pegylated interferon
plus ribavirin for 48 weeks is the current standard of care for
treatment-naive hepatitis C genotype 1 patients. This treatment
regimen results in relapse rates between 20-30% with the highest
rates being seen in partial or slow responders to therapy

(HCV RNA >15 IU/mL at weeks 4 and 12 but at least a 2 log10
drop at week 12). Strategies for treating the growing pool of
patients who have relapsed to a previous course of pegylated
interferon plus ribavirin are needed. Methods: This study evaluated
the efficacy of peginterferon alfa-2a (40KD) in 107 hepatitis

C patients who had demonstrated prior relapse to 48

weeks of treatment with peginterferon alfa-2a or peginterferon
alfa-2b both plus ribavirin. These patients were predominantly
genotype 1 (81.3%), male (74%) with an average weight of

811 7kg and 22 patients where classified as having advanced
fibrosis/cirrhosis (Ishak 5/6). Patients were treated with peginterferon
alfa-2a 180 pg/wk plus ribavirin 1000/1200

mg/day for 72 weeks. Virologic responses were assessed at

week 4 (RVR, HCV RNA <15 IU/mL), week 12 (HCV RNA >15
TU/mL at week 4, <15 IU/mL at week 12; HCV RNA >15

TU/mL at weeks 4 and 12 but at least a 2 log10 drop at week

12), week 24 (HCV RNA <15 IU/mL) and at week 72 (end of
treatment response, HCV RNA <15 IU/mL). SVR was measured
at week 96 and defined as an HCV RNA <15 IU/ml..

Results: The overall SVR rate was 51% (54/107). Overall,

27% (29/107) of patients achieved an RVR of whom 28 (97%)
went on to achieve an SVR. In total, 43% (46/107) had a HCV
RNA <15 IU/mL at week 12, of whom 93% (43/46) achieved

an SVR. In addition, 79% (85/107) patients achieved an end

of treatment response. Breakthrough occurred in 4 patients and
9 patients discontinued treatment. During the trial, 17 (16%)
and 23 (21%) patients required a dose reduction of peginterferon
alfa-2a and ribavirin, respectively. Conclusion: A treatment
duration of 72 weeks with peginterferon alfa-2a plus

ribavirin in patients that had relapsed to previous therapy
resulted in high SVR rate, particularly in those who were negative
at weeks 4 and 12. Therefore, with 72 weeks of re-treatment
sustained virological respense can be achieved in

approximately half of patients that previously relapsed with 48
weeks of treatment.
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JEHl 66y M HCV genotype 1b
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ISDREE%: 0
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| o (KIU/mD) _ ESHEALEE | (LoglU/mp) | T#
1. & 59 A | fBEREA Y7 NS 7% N3 R Y 5% | NR
2. B 57 4 | IFN+Riba 940 i 6.5 5% | NR
3. & 68 # | Peg-IFN+Riba 2500 i 7.3 5% §  SVR
4. & 67 #H | Peg-IFN+Riba fUBZRE]  #ikz R 7.1 %% i NR
5. & 63 # | a-IFN 440 1% 6.6 5% | SVR
6. & 56 A | Peg-IEN+Riba  >500 i3 6.7 5E% i NR
7. B 57 # | «-IFN ) Z N I CE N 6.9 s i ETR
8. B 65 A o -IFN >5000 PN 6.4 =3 i NR
9. B 60 I Y7 N R 1 % G I ) 7 8 6.5 =% | SVR
10. & 66 A | Peg-IFN+Riba 1300 4 6.5 =% i NR
11. B 61 A | «-IFN >5000 Z<] 6.7 52% i NR
12. & 68 A | IFN+Riba 1100 i 6.6 =% i NR
13. B 66 H IFN+Riba 1200 H 6.8 =% i SVR
14. & 59 # | Peg-IFN+Riba 970 H 5.5 =% I SVR
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A FZ—=Tza (+ I V) EHFICRTT D
BB TBEOA 2 —T7 xu F RO R E
N=165 1ELINFEEIEGIFRS, FBRIFNE 56154

Log-rank test : £=0.030

100
3 IFN# 5- [ 34 A fiti (N=124)
M
L 531 24 SR Wivs24E LA b
¥ 50 THAEERL
3ELL F (N=41)
0
0 5 10 15
(4E)
( NREID 56 612 %555 B ML A J
N=165 HFFERIFEATZIFNEEZITVINR TH - - 5EH)
N PR
L RVATS (95%IE AR ) P
1: 54y
i 9: 55y~ 1.63(1.10-2.64) 0.045
1: <20ng/ml
AFP 2: >20ng/ml 1.57(0.98-2.51) 0.052
o 1: =4.0g/dl

TIVTS 2: <4.0g/dl 1.71(1.04-2.82) 0.035
1: 3R :
5 IFN£HHAM 5 ey 1 0.50 (0.29-0.88) 0.015
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Long-Term Treatment against Cirrhosis) .

Peg-IFNa2a 180 ug/w (RALR) +UNEY L otRAREIES) (JESVR) T
o T-CRBMEFEBBEICISEICHI-SEMABPeg-IFNa2a 0ug/w (RAY
R) [T PHEMEEZHITL. TEIVEFRSAY FTHINEROER (BB,
FrémpafE. JEREMIFEE) ZHILET I LN TEINBHIZHMABMBLLEL
= U F-L Ao Iad i B




o  HALT-C #E
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Li=A% (P<0.001) . TEI Y KRS FORERICEHRETHESEEHS
NG of= (BEH 34.1% X fAREE 33.8%. /\YF—FL 1.01. 95%EHWRMA
0.81~1.27, P=0.90. ¥'57%&) ,
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g ] group RETHE.

6 O

£ oz0] FRETIdUL EMTIS, 1258
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Years since Randomization

No. at Risk

Cirrhosis treatment group 208 195 187 178 165 159 146 131 124
Cisrhosis control group 220 206 158 187 177 167 156 136 125
Noncirthotic-fibrosis treatment group 309 300 295 287 281 270 259 243 234
Moncirrhstic-fibrosis contral group 313 300 297 288 281 272 266 248 234

Figure 2. Kaplan—-Meier Analysis of Time to the Primary Outcome and the First Clinical Outcome.

Panel A shows the time to the first primary outcome (death, hepatic decompensation, hepatocellular carcinoma, or

histologic progression) according to group assignment (treatment or control). The large steps in'the plot reflect liver
biopsies performed for the study. Panel B shows the time to the first clinical outcome {death, hepatic decompensa-
tion, or hepatocellular carcinoma) according to group assignment and with patients stratified according to the pres-
ence or absence of cirrhosis.
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1. BHEICTONT

BHFRR AL (R S0

(D Lamivudine for patients with chronic hepatitis B and advanced liver disease
Liaw YF et al, N Engl J Med 2004;351:1521-31.

i HBs USRS, HBe HURMME. NTHR#E(LDS Ishak score T 4 JALLE®D 651 % x4
W U7 T o MM EERER, LAM 5B, - 436 B, 7T B AREE - 215§, EHE s
i :32.45 A,

i TIA<Y T NRA L OREETT (T2, B, FREREmEsR, fSFREmal,
FPERERES) T, LAMBER : 7.8%, 7R 17. % FEZ= (hazard ratio,
0.45; P=0.001) 23& VIEBRIIPIE, 2B DORATORIEIX, LAMEE : 3.9%, 77
Y AREE : 7.9% (hazard ratio, 0.49; P=0.047),

@ Efficacy of lamivudine for preventing hepatocellular carcinoma in chronic
hepatitis B: A multicenter retrospective study of 2795 patients
Matsumoto A et al, Hepatol Res 2005;32:173-84.

i FAERPIEITSN TS BREMHITRER THhOFREDOH S 2795 A%
retrospective |ZHiEtd, LAM$RGEE : 657 5], =22 b — LRE : 2138 f3,

i AR D OHERERE B L, LAMB SR - 4. 7% (EHEIELIR4.94), =
v ha—VEE11.2% (CFHBEMIM 6.2 45) (p=0.002), LAM #B55 CIIMHE b
THIDZ WD, LAMBE 1 ELUPRICITARZIT 72 317 flx i L, o> bo—
VEED S LAM B 5IER] & R IK 7 % match S ¥ 7282 L case-control study
EBIoll 2 A, FFERIERIT, LAMBREEE : 0. 4%/4F CEHBIENIM 2.7 4) .
2 ha— VR 2. 5%/4F (B 5. 34E) (p<0. 001),

@ Risk of hepatocellular carcinoma in hepatitis B and prevention through treatment
Sherman M et al, Cleve Clin J Med 2009;76 Suppl 3:S6-9.

1 AASLD : American Association for the Study of Liver Disease M8k

i BERFROITFEETRIEF &L LT, 30 5%LA L TIX HBV DNA A3 B2, HBV DNA [afk
#f - HBV DNA {Xf& (10°copies/ml ) & HBV DNA BifE (10°copies/ml LAE) DRF
BIZEDHCRD Y R HIT 11,2 LB, LAMIC X D10KIE, ZOh R k< [,
HEEDEBMEAET S, FREDEITZEL Y 5,

@ Efficacy and safety of entecavir in patients with chronic hepatitis B and

advanced hepatic fibrosis or cirrhosis

_“9_



Fugene Schiff et al American J of Gastroenterol. 2008 2776-2783

i BHERFFR D A NV ZREGE D FRHEICEITHI 245 Bl % xH8IZ, BTV : 120 41, LAM : 125 4
T 48 W5,

i ARHE L OSEIL. BBET a7 WIE#E S50 HBe HURBSME T, ETV : 57%. LAM :
49%, FIEIHG- 52> HBe HURREME T, ETV : 59%, LAM : 53%. LAM fiftE HBe HLE RS C.
ETV : 43%, LAM : 33% & Bt 727> o 7=,

2. BEMIZTDONT
AR (RERFRSO)
@ Long-term monitoring shiows hepatitis B virus resistance to Entecavir in
nucleoside—naive patients is rare through 5 years of therapy
DJ Tenney et al Hepatology 2009;49:1503-1514
T o JYEIRS ; 663 4, LAMfREH B ; 187 4,
i ETVS SEEEATV. FIEERGHT ETV iHEHBUE 1.2%, UA VAZERT LA 7 2L
—13 0. 8%, LAMHEHIERE] T ETV IMEHERIL 51%,. 7 LA 7 ZL—id 43%,

@ Efficacy of entecavir treatment for lamivudine-resistant hepatitis B over 3

years: Histological improvement or entecavir resistance?
Suzuki Y et al J Gastroenterol Hepatol. 2009;24:429-435

i 5L LD LAMBREIZ TRIMERBELL 72 19 Bl BTV #& 5., 52 @RiZ. ETV 0. 5mg/day :
10 5, 1.0mg/day : 9 |, Z#LiZ 1. Omg/day/day % 68-92 BN 5,

i AFAERZ 2 EREITTE 72 11 619 9 (82%) THUMRFEAIEENENSLE, BTV kX
19 Bl 5 B (26%) THEL, 56I1H 2461 (40%) BIFADOHELR DI,

ZOM., WMIXLECHD LT T 7+ NV EEIC K DBEERS,

3. Bt - ‘eI OLWTHOER
O Bk
O BT Fa78HREIZL D, B AMG R OHBRECIEIT. A21ThH 5,
® &tk _
O MHEHBREECEAPIIC L IFAEELDNOEERZBEERIZIZE AL AL
QAN
O TFEITNEEWERE LT, LAM 859D break through hepatitis., FHTIC
XA RBE, ROAVEREIZLABEEND S,
O HEMENRERE —BRO ETV OMEHIRIZ S5 ETL2%E W IRETH B,
O  LAM ittt R OVETV Tt BB 1. JRBI LAM+-ADV #5032 xh 5,
() LAM: X790 AWV: TF74+EN, EIV: = FHENL
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1. ASHRTHRIZONT
BHEAREL ((REBFRS0)

(D Early decline of hemoglobin can predict progression of hemolytic anemia during
pegylated interferon and ribavirin combination therapy in patients with chronic
hepatitis C.

Hiramatsu N et al. Hepatol Res 2008;38:52-9.
i LIRS TFN BEERYE THAR - 38 B, 4D : 14 {5l % 6 4:IZ PEG-IFN/RBV48 B HE1T,
i SVRIL. PG : 61% (23/38). MEZhHI : 43% (6/14)),

(@ High Sustained Virologic Response Rates in HCV Genotype 1 Relapser Patients
Retreated with Peginterferon ALFA-2a (40KD) plus Ribavirin for 72 weeks
Stephan Kaiser et al Hepatology, Volume 48, S1 1860 (p 1140A), AASLD2008

i PegIFN/RBVASIA % 5 D PR B 2 T BRI, PegIFN/RBV721H B 55517,

i SVR%IZ50%,

(3@ Re-treatment of chronic hepatitis C non—responders to peginterferon alfa—2b:
a randomized trial.
Jenson DM et al Annals of Internal Medicine 2009;150(8) :528-540.
i  PegIFN-a2b plus ribavirin FEEDN NR Th - 77 469 4
ii PeglFN-«2a plus ribavirin T 72 : 156 &4, 48 1 : 313 L DOHIEEITH-1- & =
7 SVR X ZF N F 14%, 9% & HEAEAE,

2. REMIZTDOINT
FHERRHAL (RFRYFR D)
D Re-treatment of chronic hepatitis C non-responders to peginterferon alfa—2b:
a randomized trial.
Jenson DM et al Annals of Internal Medicine 2009;150(8) :528-540.
i PegIFN-a2b plus ribavirin J&{EM NR Th o772 469 4
i PegIFN-a2a plus ribavirin T 72 1 : 156 4. 48 3 : 313 L OHIEE(THo- L =
AEEDZAERERIL. T 284 (18%), 3341 (11%).
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3. AR URR - REEICTOVLTOER , |
O HHRUEER |
O 2TOEBFICONT, BIEEIZLADENYFTE 2R TIIRVA, FIETAE
L BREE (D, WA BB . ROWEAREIE (FN Bndns. &4 \
BEBER+HThHonEN) KLY, FREOMEITRL 2,
O WIENEHRIC L 2 RESEFRE CH B 0B A1, FIREC X 290 R T4 g1
TE 5,
O WENERTIES, IFN B Th > 7cf 6 - ARG BER/R+ Tho 2B A |
SNThH, FERIC L BRI+ TE B, |

@ =z |
O ﬁ%ﬁmxai%&@ﬁ%muma%f%b\@@%ﬁkﬁé%ﬁ%bfﬁﬁ !
BELEZOND, YIERREFBICEEREREE LW, |

(3F) IFN: f v #Z—7xn >, PEG-IFN: _XJF A& —T7xua> RBV: UV Y
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1. BUEICONT
FHFERORHL (REAIFRSUE)

@® Prolonged Therapy of Advanced Chronic Hepatitis C with Low-Dose Peginterferon.

Di Bisceglie AM et al NEJM 2008;359(23)12429—4L

i HIVAE & LT PEG-IFN/RBV HFHIFRIE 1TV non—SVR Cd - 7= BRHELETTH 1050 11
(622 1) : FEREZERT. 428 6 - BEERF) 2% L, PEG-IFNa2a 90 g #58F : 517 fi.
FEE (mrbha—)) B :533%1& L, .5 FBELET V¥ AMERER,

i ALT, HCV RNA &, #H#kfg (1.5 4. 3.5 FCHAERETT) IXEEH THELZA,
end point ZFET ., PR, FARETALEE, FFELE. EMERICHOIT THREIL
THHEEFIIR D 2o T2,

@ Peglntron Maintenance Therapy in Cirrhotic (METAVIR F4) HCV Patients Who
Failed to Respond to Interferon/Ribavirin (IR) Therapy: Final Results of the
EPIC® Cirrhosis Maintenance Trial.

J Bruix et al Journal of Hepatology, V 50, Supplement 1, S22, EASL2009.
i PEG-IFN/RBV fiffIRIET 12 B E£ TIZ HCV RNA ASEMEAL L72v 626 #i% 5
Peg—-IFN ODEHI¥ 5 (5 4F) 1T L7 T & LMEEER,
i PEG-IFN o2b HIEMERGHRIEIL, FE Y A7 ITE 220, FIRETTERER (&
BB, BARREA N e d) 28ETD

@ Diagnosis, Management, and Treatment of hepatits C: An update
Ghany MG et al Hepatology 2009;49:1335~74.
i AASLD @ Practice Guidelines,
ii Recommendation 23 : Ri{A#€ PEG-IFN/RBV {ffHBRIENZNERD 727 7o FFRHE(LHEST
B OFFREEFNZ A A T F 2 RAIREEITH Z LI3HER S 2w,

@ Efficacy of low dose long—term interferon monotherapy in aged patients with chronic

hepatitis C genotype 1 and its relation to alpha-fetoprotein: A pilot study.

Nomura H et al Hepatol Res. 2007 ;37(7):490-7

i Genotypel @iV A /L A&, 60ELL LD IRNADEEMBE - 44 5 (18MEATS 26 61,
AFREZE 18 Bil) . ik, MR, AHEME A —B S Wiz bu— L« 44 FHBHEAT 2
26 7, RFEEZS 18 ) % xt%,
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i FERACE LT, BEFRATIIEEER 2L, FFMEETINVEESREIZH LT
Ay ba—/VBETY X7 B@E»o7z (p=0.046),

® Prolonged-interferon therapy reduces hepatocarcinogenesis in aged-patients

with chronic hepatitis C

Arase Y et al, J Med Virol. 2007; 79(8): 1095-102

i BYERFRS LIFEEES DS B, IINDERMEE (1.5-54) : 1204, = 120
Bl v F SRR ERE : 240 4, |

i AEEEHT5EF L LT, R OEITE, 1GH#% O AFP ., IFNJAEOH
EREETHo T,

2. R2MH(ZONT
BERORIL (FRRAGFRE)

® Prolonged Therapy of Advanced Chronic Hepatitis C with Low—Dose Peginterferon.

Di Bisceglie AM et al NEJM 2008;359(23)22429—41{

i AIAFE L LT PEG-IFN/RBV Bf L& 1T\V) non-SVR T o 7z BHE(LHEITHI 1050 41
(622 1l : FERRZEAT. 428 B : ABEAF) I/ L. PEG-IFNa2a 90 g 5B : 517 i,
HEE (mrbu—) B 633418 L, 3.5 FBE LT V& MERR,

i 3.5 FDOBERMAM T, REH, FREBHOFEERIIETI 1o T,

3. FutE - eI OLWTOER
O Atk
O IFN ABEHEGIZOW T, BCEDIFFRIZEB W T, IREZIRIZH - 7273,
FRAE LIS - BAAMBIIRIZ R Do T2 & fEmfTiT T 5, ABFgEICH
WTiE, OHREPHROEPAFRHBELEB L TEETHLZ L. Q4K
KTHEHEPARPMENZ &, QBEHIMBENZ %D, KFEHRES L
ST, BHRIZBIT S IFN VEEYMBRESREE SRS H D TIIAW & O RAER,
O BAREZBWTIE, IFN AERHIREICL Y, 3-4 FELIBRIZRE DS AHIZhE A
ol L WIMFERBRNRS D, T ¥ MERBRTII WD & B8R
RN &, FEOHBANL, BKOHEFBERE OV TIFEOFEFERITT

TUNARUN,
© =&t
O 3.5 FOBEYMIT, /14 —Txu  DEEMREIZETS, EELBIE
HoER L

(3F) IFN: f ¥ —7 v, PEG-IFN: RJ A Z—T7 x> RBV: UL Y L

_24_






SEEHT— 1

AT 26 78 SRS = S B HE B2 00

(BRI R UHREIEIR)

1. HFRABEBEE UT. &8 L0 5. X FRARICRIRFOMREIZRS
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FIMGREZITI CE 2 BME L TRET %,

RHEDER)
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(ERODER)
3. SHIIERRUVERAREBZEC, ERRUVERREBERZ. REERSODH,LEEIC
S UEHT D, ERAEBIE. ERVREODEEICERE LTOEEETS,
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4. RBEARMETSH, L, MRATLHILICKY. EBABROREBECXELRIFT
BEINAHLEETLITNNMEETOHBEAL L CERKDIEMNRNENTHIZEE
ENEBENLHLHBEITIE, ERIEE, REFTELQRLETEOLNTES,
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6. RBICKTLEFIL. ROBEEZED. BERICEHTIHIL0ET 5,
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7. BERELRAET L, L. BABROREICXELRIZTETAAHIIHEX
[ExSH EEZOHEAE L CIHAKROENMABELAFTLICRESL IS TN H 515
BlIZiF. BRE, AFHROLBRII—BEFLAMETLENTES,
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BENBHERF R DIRIEA A R 51> (BAHBETEIEEL D)

1. I ARMBIBHEF R DI ARG A
IRBERT&RIL, ALTZ31IU/LT:
HBeHUR B4 FIIL, HBV DNAR 5 log copies/mLLA |,
HBefUREEMEHIX. 4 log copies/mLEL E
FFEZE TI. 3 log copies/mlPL b

HBV DNAR
) \ 2 7 log copies/mL < 7 log copies/mL
HBeHil \\
eHUR B @ IFNE## 524 —488) O IFNE I 524 — 483R)
®) Entecavir ® Entecavir
@ * Sequentialf#iE gi@ﬁﬁ
(Entecevir + IFN E{SERE:)
eTURERE | - o b ecovir @ IFNESR 5.248)
I /MR 1575 W E2 TP 2L O FT I I 812 Entecavir

“SequentialfRFE &1, Bl 7 o/ BHIH 5i- X YHBV DNABIR HHMBEE L T iz /e~ 7=l L

IFNZ4GARAOEAL, £, IFNEST20MME 5L EAL SIE33,

#2.35m LA EBRUBME AT R OIGMAT AR T A

AR RIT, ALTZ31IU/LT:
HBeHURBRMESIIZ. HBV DNA# 5 log copies/mLEL |,
HBeHU MR, 4 log copies/mLLL

FFREZETiX. 3 log copies/mlLl

|~ HBVDNAR
S~ 27 log copies/mL < 7 log copies/mL
HBeHI \\-\\
@ Entecavir @ Entecavir
eTUR G @* Sequenti 3
quentialfitis IFN 5 (24—48
(Entecavir + IFN MifEsess) DIENEHES B
@ Entecavir
4 E 1
eTURRIE niecevir @ IFNESHES (24— 458)

*Sequentialf@ikLiL, BET u/ WA S 121 DHBY DNARKR MRS L F izt te Mzt L

IFNZ4BMGEAL., Tk, PN C20RMB 5 LENZ F T3,




#%3.Lamivudine#¥ 5 P BEUBM: T 2 B E o045

BT o) WA AR A
Ty ’ i
HBV DNAK SRR UL
Entecavir
< 1.8 log copies/mL 0.5mg/ B Lamivudine
£S5 IZEIERZ 7] 100mg/ H
Z Ak
* Entecavir 0.5mg/ R |
. g0 %% 7] | |
= 1.8 log copies/mL ) ‘
VBT |Adefovir 10mg/ A $F| Adefovir 10mg/ B {8
HY

% VBT: viral breakthrough

R4BHBMFFR DB FARTADHR-1) [

LBEUBHERT 2 DTRIRIT, 35Kk ITdrug free® H#SL CIFNZ EAL T3,
35k LA_EIX, HBV DNADFHERIEEME(LE B #8L CHIEIEE T - ar S|
% Entecavirk 4%, —J, Lamivudine & U} Entecavirii{kiz gL Cix. |
Lamivudine+Adefovirff L A L5 5, |

2.BRIATR I, HBV genotypelZ KVIAEESIRNRRA D78, genotypeZ BIE
LTIARIERIRETAIENEELL, T, genotype A, BiZ., 358 ¢
BIFNOBRPER THIZ LD, F—BIUIIFNBEEREFL,

 S.IFNOBEHIMNE, 24BMZIRRILT 525, HRHES] (HBV DNAET, |
ALTEERL) iX, 48BM R F13EEL, |
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ROBEBHFROBR (WAFTA DREE-2)

IFN7EE B CHN TRERESIT. QOLZ ZE ML TEE B S E#IE3 5,

BFFBLPIIIFNEFME DO L 3358L , SequentialfiE (Entecavir + IFNEHET,
BREOODEDERS,

FFEZE I X OAFHBT IR G % DREFIL | BT Ful DiE#RE1Td,
HOANVAPRENL, ALTIES Z31IU/LOBEICE XTS5, 358 ETIFALTIEER
HTHTANRBEFEDRE T DIEFNIAT AN AREDO R H L7205, LL., Bl

FHCHBeHURBRMES, U ANRE OF 5 5L FICIL T #5 5 (SNMC,
UDCA%) CRBEHADZLEL R EETHD,

HIVEBHEFNIL. Entecavirddff FilZ LVHIVIEY A VAR HIB T 5 R
A7-% Entecaviri3f Fi &2\,

HBV DNAERMEE - ALTERER Tho ThREMEIEROCHIEFLHMRA
Fl#& 5 FHTITHBY DNARX A LU TR EOHBEELE =TI H57-08E
PYBETHS,





