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19844E)>H 20084 F CIZIFN BB 1= A 14T L 7= SE 4
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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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3714

495% (17-80)

B 252, ot 119
1.345(0.6-5.1)

CH 258, L.C 107
A8,B38,C230,H1

(+) 172, (-) 192

6.7 (<2.6— 7.6<) (Log copies/mL)
68 (8—-1837) (IU/L)

0.7 (0.2-14.5) (mg/dL)
16.1 (2.6-32.2) (x10%/ L)

* Median (range)
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JiE 51 25 32343

AF ik 477% (26-78)

451 B 264, ZcME 59
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JF A5 - CH228,LC 89

HBYV genotype A10,B 19, C 257, D 2

HBeAg | (+) 187, (-) 129

HBV DNA (baseline)* 6.9 (<2.6— 7.6<) (Log copies/mlL)
ALT (baseline)* 101 (12-1563) (IU/L)

T.Bil (baseline)* 0.7 (0.2-8.0) (mg/dL)

YMDD mutant (I/V/Mix) 149/69/56 (PCR-ELMA%E)
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LAMIED AV A72 L 96611 — 0 f1] (0%)
LAMITHET ANV AHY 736 — 1061 (13.7%)
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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 Kaiserl, 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

81k 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
1U/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 JU/mnL)) 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 [U/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 fo 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 response can be achieved in

approximately half of patients that previously relapsed with 48
weeks of treatment.

AvHF—Txar (INEV) BRBIOIESRT VA1
NI A E =T 2TV T 7-2b GBAA FHHZ) KON URE YL ETelaprevir
( a7 —BIREAR) O HEE GETAERER)

1234

4831

—

AP =Tz

MP-424

MP-424 750mg > 3/ F_ SIFH b B P -

UN'e)y) FRREE

n=24 RBV

PEG-IEN o —2b

i)
5

HCV RNA

&

._1 0__




PR DPYIRELIC CCRUE M 2% (HITE R B x5 Liz
MP-4240 Z MAHRER 2 BR 45 L /= E B DHC V- RNA@}&@

HCV-RNA
(LoglU/mL)

MP 424&“5}1@ F"ﬂ

(=) _ LT
BAAAEE 2d 3d 1w zw 4W 12w 16W 20W 24W 4w 12W
J \ \ \ T
HCV-RNA | 10/29 || 25/29 11 25/26 | | 21/22 14/15 13/15
REth bR (34.5%) (86.2%)11(96.2%)| 1(95.5%) (93.3%) (86.7%)

A —T = (FUNREY) BB~V B Y 3E
2B G a7 7 —EPHEA| (Telaprevir) @
3FPFH 24 MK EIIHERATHS

__]‘I_



1b* &7 AV AB D Peg-IEN+Ribavirinfif F g =D
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JNER 3 EOfih 22

IFN- o BIANC R AEOCHREMFA L Rt2 Ll LU
Ty LU YO R ER
532RBV 02535% (JE O FIRPTRER 145 D 1) )

PR Bkt 661:8%1 (43%:57%)
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R kRt F1:5%1, F2:261, RKHa1T: 741
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B TR 5 —T zu R RIED R
N=165 14LANFERAEGIBRSS, SR 14 IENF 56 BR ok

Log—rank test : 2=0.030
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3 PN 5 HR 34E 2R T (N=124)
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50 TIAEBERL
SAELL E (N=41)
0 Ao
0 5 10 15
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NRHI O F 5 12 %5 54 B4 37 Z ]
N=165 HFREFIFEBIIIFPNEEEZFTVNR Th -7 5EH]
. NP —KH,
L RVAPR g (95%f5 HHIR L) P
A 1: —H4y
i 2: 55y 1.63(1.10-2.64) 0.045 '
1: <20ng/ml
AFP 9: >20ng/ml  1.57(0.98-2.51) 0.052
o 1: =4.0g/dl
TNVTS 2: <4.0g/dl 1.71(1.04-2.82) 0.035
§ L: 3R :
PIENBZSHIR o ey 1 0.50 (0.29-0.88) 0.015 :
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Long-Term Treatment against Cirrhosis)
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40
Years since Randomization:
No. at Risk
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Cirrhosis control group 229 206 198 187 177 167 156 136 125
Norncirthotic-fibrosis treatment group 309 300 295 287 281 270 259 243 134
Noncirthstic-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, hepatocellufar 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. BMEICONT

BHEPRORIL (Y350

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

1 HBs GUSEEME. HBe HURIGME, FFRRHE(LDS Ishak score T 4 fLL EdD 651 #il % %t4:
WU T F MEHRSGAER, LAM Be58E - 436 5, 5B AREE - 215 . EHyEE
M :32.4 » A,

i TIATY T RRA S ORRERET (IFR4, B, FrstEis . S iRmaszl.
FFRBBIESL) C. LAMBREEE : 7.8%, 79 wREE: 17. %> &% (hazard ratio,
0.45; P=0.001) AH YV iEEIIFIE, 24 B O A TOREIL., LAMEE : 3.9%,. 75
TR ;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 FFARDHETT ST % B RUBHEAT R BE THhOFREDOH 5 2795 A%
retrospective {ZFraET, LAM & GEE - 657 i, =22 b — LEE : 2138 441,

i AR b ORTEISIER A I U, LAM B5RE 4. 7% (EHBIZEMM 4. 94F) . =
YohE— VR 1L 2% CEBLEEI 6. 2 4F) (p=0.002), LAM ¥ 5REClafsebit
TR N T LM RS 1 AEDNIOFAERE 1T - 72 37T Bl il L, 2> fa—
NVEED D LAM 566 & K% match S ¥ 72FE2 A0 U case—control study
B IIgolzl ZTA FHREIIERIT, LAM £ 5-8F ¢ 0. 4%/4F (LHBIZEWIR 2. 745) .
2 b m— VR 2 5%/4F CEBIEIRT 5. 3 48)  (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.

I AASLD : American Association for the Study of Liver Disease (D3

i BAYFROHREE TRIE & LT, 30 5#£LL L CII HBY DNA & 45EEZ, HBV DNA faffk
#f - HBV DNA{XfH (10°copies/ml j) & HBV DNA BfE (10°copies/ml L1 F) O
B L BIERO Y R0 HiE 11,2 PR, LA IC X BTAIEIE. 7 DR A% < B,
BOHEDfERMEZ KT &8, IFREOETZIELE 5,

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

advanced hepatic fibrosis or cirrhosis
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Fugene Schiff et al American J of Gastroenterol. 2008 2776-2783

i BT D A /b ARG D N HE(HETT 1] 245 1% %t8212, BTV 1 120 {5, LAM : 125 {5
T 48 W & 5,

i TR (L OUGEIL, BT r s WiE 520 HBe HUREGYE T, BTV @ 57%, LAM :
49%, #IEIFE 5750 HBe HUFFEME T, BTV : 59%, LAM : 53%. LAM fit{E HBe HLEEME G,
BTV : 43%., LAM : 33% & #7272,

2. ZEMIZDONT

FHFRIRIL (RS0

(D 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

i Y e ZeiERG ;663 B, LAM R ER 5 187 #l,

i ETVS AR 54TV, WG T BTV i B 1.2%, VA VAT LA 7 2L
—1X0.8%, LAMIfHMEH IR T ETV MBS 51%. 7 LA 7 A )b—1X 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

1 SAELL L0 LAM R TR BL U 7 19 B BTV 2 5, 52 1L, ETV 0. 5mg/day :
10 . 1. 0mg/day : 9 ], ZAUiZ 1. Omg/day/day % 68-92 WiB %5,

i TR A 2 [T T2 1Bt 9 B (82%) CHURRFAOTREMEA S, BTV MMk 1E
19 G 5 61 (26%) THBLL, 5601% 2 6] (40%) AR OEELZRDT,

D, BT SCEICH D X HWT T T o VR G X A EE B,

3. Axt - ZEMICOVLWTORRE
© AHzhtE
O 7 v FRAN G L5 0 380 AN ORI, A2 Th 5,
@  w4etk ;
O HEHR L DA P IC L o TR EE LA OEELZBERITIZEA YRS
v,
O %F%?@”f§§¥5’?FFHE:I/7f LAM $5-H@ break through hepatitis, HHFIZ
DITRIGHE, ROADV 512 L5 FEERD 5,
C)%W#@D%% T BIND BTV OMHERIUL 5 ET L 2% WO RETH B,
O LAM it S OVETY A BB iE . FUA LAMH-ADV e 5 Shu s,
(B LMM: 92790 AV: 75740, BIV: = Fhen
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Ak, ZaHiconT

BHMERUNRIZONT
BrepoiR i ((RFA9H 30
(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.
VARG TFN B IR THRAR - 38 5, 4D : 14 f1% St 4212 PEG-1FN/RBV4S M h1 T,
SVRIE, BRRMI : 61% (23/38) . afé'i:f)ﬂﬁ 2 43% (6/14)),

i
i

2 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 PeglFN/RBVASIE 5 0 Tk 5 % 5217 . PegIFN/RBV725E B 4% 5-Hi4 T,
i SVR%I1Z50%,

@ 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.

PegIFN-« 2b plus ribavirin 2N NR T - 7 469 4
ii PeglFN-«2a plus ribavirin T 72 8 : 156 4. 48 8 : 313 LA DO HEIEEITH T & =

7 SVR I3 F N F40 14%, 9% & Helk s,

2. REMHIZONT
BEERGRAL (UK S0
(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.
1 PegIFN-«2b plus ribavirin #EEN NR T - 72 469 £
ii  PeglFN-«2a plus ribavirin T72 # : 156 %4, 48 # : 313 L DO EIEHEI T/~ & =
SERGAEFLIT. Theh el (8%, 3341 (110,
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3. AUMRUNRE - RO\ ThHER
@ AHEEL O
O ETOEHIZOWVT, BIEEICEDEDHIFRFCTE 20TV, WA
[ R HRER (D), R R . ROWIENAIE L (IFN B MNEG A, A
BEEN T ThHTohED) 1L, FIREOHRIT RS
O FIENEEE L ARSI O o 881, BIARAT L 280 R+ s

TE 5,
O WeEEHFER . IFN ﬁﬁﬂ’f&”f)oﬁ%é\ . %”Lﬁ”]ﬂffiﬁ)TJr TCHoTmHEEIT
DNTh . BRI L Do ic i ox
@ et

O BIRBEICLD2EELRWERIZ 10~20Th v . FRIEE & 22420 L CltE
| FRIELZZ 2 5D, HIENEEE & RIESICIEE 2 /SN E L,
(JE) IFN: A > H#—7x s PEG-IFN: ~XF A L —T 11> RBV: U "B Y o
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HHHEIZDONT
FHFROMRAL  (fRSAVFR )

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

Di Bisceglie AM et al NEJM 2008;359(23) :2429-41.

1 HIEREE LT PEG-IFN/RBY JFHIEIL 21TV non—SVR TH - =R HE(L T 745 1050 51
(622 B : FEREZERT. 428 451 : SHZSAF) 12 kF L, PEG-TFNa2a 90 1 g ¥ 58F : 517 fil,
FRE (v bu—)L) FEB33MHIE L, 3.54FEHE LT & LMeRER,

i ALT, HCV RNA . fHakfe (1.5 4. 3.5 FCHEREIT) RSB CHE L,
end point &S0, fHHE, HAETHLEGE, IFELARE, JEHARICD T TREIL
THUWHFEITRRD 2o T,

@ 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 (FHIBEIET 12 B H ETIZ HCV RNA ASEEME(E L72Vy 626 444 421z
Peg—IFN D EM¥L 5 (54F) MifT L7z T v & Lq{bilBk,

i PEG-IFN o 2b HOMUEHIB R IE, 640 U A 7 1228 2 22008, PIIRIE FLesieth (£
BRI, EARFEEA N N2 ) 2 ETD

(® Diagnosis, Management, and Treatment of hepatits C: An update
Ghany MG et al Hepatology 2009;49:1335-74
1 AASLD @ Practice Guidelines,
i Recommendation 23 : RiVAHE PEG-IFN/RBV {FFAREIE N ZhIR O 722 5 - 7= FTHHE L XEST
Bl ONTEEEBNZ A A T F v AEEETT 5 2 L3R &,

@ 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 /7 A /L A&, 60 gkLh B IPN D ERHIRS « 44 ) (1BPEFFZ 26 11,
FHEEZE 18 f) . 4R, VERI. ITMRE A —BS 8oy ba—VEf © 44 BHEPERT 4
26 . HFREZE 18 ) #5ut4y,
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- FHAMCE LT, BERRCIIAEREN 2 A TIND BRFESICH LT
ar b= BETY R ZBE»oTz (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 BYETR S U IIATREERER 0 5 5| AN DB RIEE (1. 5-54E) 120 5], = 120
B~ v F ST IR GRE © 240 B,

i IR Z T DT & LT IR OMETTEE . VR O AFP (5, IFNADH
HNEETCH- T,

2. BE2HIZDOWNT
BHARIREL (R ICEH)

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

Di Bisceglie AM et al NEJM 2008;359(23) :2429-41.

1 AifEEE & LT PEG-IFN/RBY (FIHBEEA 1TV non-SVR T > - BHE(LXETT 61l 1050 {3
(622 {5 - IEMEZSNF, 428 fif - fEZERF) I2%f L. PEG-1FNa2a 90 g ¥ 5-8E - 517 .
e (mr bv—Jb) BEB3361E L, 3.5 FEE Lz T v & bk,

i 3.5 AFEOBZEMINIT, WERE. RGO EERII AT Do T,

3. Btk - Rl OVWTHOERE
@ flbek
O IFN 2 & E#HR 512DV CiE BCROBIFEIC B T BT 3T o 7228
PRAEL I - FED AR I 2 s o 1= L Rl S hTn b, ARFZei -
WCIE, OFBRED BAROFEN FER &L TEFETHD 2 & @tz R
KRB ARMENT & OBIZEMIRNEN T %05 KR % 1
ST, BARICBIT D IFN SRR GNGE SND O THRW & o Rt
O BAlZBWTTL. EN”@EW&J 2D 34 FELAREIZIS DS AU h S A
HoTZ EWVOIMITERERD H D5, T 07 MMERBR TR0 2 &L BEE» D
@w:k\%@ﬁmﬂ,\m*@ﬁm,*P<o#zfik@ﬁﬁmiif
NQAYASAN

@ #at
O 3.5 FDOBIZEHHT, A v ¥ —Teu /Db BEENRSICHET 5, EEEWE
MosmEnL
(J8) IFN: A & —Txnm | PEG-IFN: X7 A4 v Z—7xum RBV: U NEY
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55:% ' ;r 2
BENGM IR DIEE T A RoA4 Y (EEREEWMEIT L 0)

#1. I AMBENB MR OB AR5
IBER2IT, ALTZ31IU/LC:
HBeHUR BB 14 #1x, HBV DNAE 5 log copies/mLEL k.
HBefUREEMERIIL, 4 log copies/mLLL
FFREZS Gl 3 log copies/mlb) _E

'HBV DNAR

.
HBeHilR o

"2 7 log copies/mL

< 7 log copies/mL

eHUREBE

@ IFNE#IE 5(24 —48)
®) Entecavir

@ IFNE#R 5-(24— 483R)
® Entecavir

ebURERYE

@ * Sequentialfitls
{Entecavir + IFN SH#igisiE)
@) Entecavir

O EEEE
@ IFNE##R 5(248)

/MRS R E R 28l L ORFT 3 IZ R 872> b Entecavir

*SequentialffEE&lL, HEET o/ MR EICLYHBY DNABSKRBELL Fizle - fE il

IFNZ 4R MGEAL. & tk, IFNBIM TR 5 UIERI% it 43,

722.35m UL _EBRUBHERF K DIERHT AR A2

BRI, ALT231IU/LTC:
HBeHURE B4 411X, HBV DNAS 5 log copies/mLEL_F.
HBefUR MG, 4 log copies/mLEL_F

FFEZE T, 3 log copies/mll

T~ HBV DNAR
T 27 log copies/mL < 7 log copies/mL
HBeHi M \\\\\
O Entecavir @ Entecavir
eﬁﬁ&‘l& @* Se H 3
quential# @ IFNBIAE 5 (24— 488)
(Entecavir + IFN MRS
@ Entecavir
y Ent ir
oTURRIE seey @ IFNESHR 5 (24— 48)

*SequentialfIEL L, BT o/ EHIR 512 LYHBY DNASS B UL F oAz o7 s L

IFNZ4GRAMOEAL ., TO%, IENBM C20AMB 5 LERE 15,




#%3.Lamivudine¥¢ & P BEUBMET S BF ot 35

Em7 7oy MAIERT AR5
[gmivudjne
‘ S5 )
HBY DNAE SR 3B
‘ Entecavir
1< 1.8 log copies/mL 0.5mg/ H Lamivudine
i {20 E % A] 100mg/ B
% RkfT

* Entecavir 0.5mg/ 1z
| gl )Y 7]
= 1.8 log copies/mL

*
: vBT |Adefovir 10mg/ HFF| Adefovir 10mg/ B {3f 8

Y -

* VBT: virél breéktﬁrough

R4 BRBHEFFROEER TARTADOHR-1)

LBEMBMEAT R DVEFRITL, I5RE KM ITdrug free® B 5L TIFNA AL T3,
35k Ll Eid, HBV DNADEGEEH LS B I L CHIRIZRE 7 - 1y BiA
% Entecavir& 3%, —J7, Lamivudine & U} Entecavirfiftrk iz b L Ch,
Lamivudine+Adefovir fFRIEZ AR LT3,

2.BBIF 1%, HBV genotypell KNIAEEN RN R 5728, genotype HlE
LTHEFRIEEZRETAIENEELL, T, genotype A, BiX. 5B LT
BIFNOZRNEERTHIZ LMD, FIBRIZIENE S REEL,

3UFNOHEHMIZ, 24 8MZRANL 4553, AShHER (HBV DNAIE T,
ALTEIER L) IX, 48R ENE T,



RO BEBMIFROEE (TARTA DRERE-2)

IFN7ES B CEFFREESIL, QOLE S ML THEE B CHENEHIE TS,

BB FHIIPNIEFE O Z 3 %<, Sequential#yE (Entecavir + IFNESS)E
BIREODEDERB,

FFRE A B8 S URFHIR R IB R OESL T Fal OEis 17>,
TUANVZIIERL, ALTES Z31IU/LOFE N ZEE T3, 3550 ECIIALTER
ETHUA NV ARG T DEFNIFI AN AFED xR L7205, UL, B
FPHBeHUREEMA, Y AN ABOR G EEUVECIL TR #5E (SNMC.
UDCA%) TRIBEADZEL R RETH D,

HIVEBEESIZ. Entecavirdff A LOHIVIHEZ AN AR B2 5T BEM: 23
A7=% EntecavirtIfE H TEHRV,

HBV DNABMEE  ALTIERIE R Tho Th A MEIER DI AR H R A
FEGRIZIZHBY DNARBR FE LU CBE O EL -T2 NbA DS
PSETHA,
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