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LCUSE, bHETH ALT IEH O C RUBHIFREBEIC
WY BEENILLAIThND Xk, [HEAHE B
L7 ALT EEO C RUBMIFKLBZ KT 508N A
FS 4] BREhTws (BEFEHERRETRE
SXTRITFEEFERRADD . MO RMFRICE VT ALT
EEFTH o T M/MMEEAT 15 FLT TR, #dFR
ISR L TV A ERISSZ VI EAFHLPICE
N7 (Fig.2)® SEONANVT 4 ADy ¥avilBn
T, IFN of53% e LTTFROI VY VY F AR
bz,

Consensus Statement 8:

IFN B35 12 ITHI#RD Grade/Stage 5% X, LB D
RRE, BB EGTFRKEDOUTEN, BERLAIE
% ERT 3 FEIEE RIS L CERT 5. FiC
BREFICEVTD, WREVERTFREHRET 56
ik, BEMICTHBEL IFN JBREEEITRETDH
5. (Level 6/3, Grade A)

Consensus Statement 9:

HCV RNA BIECIHERBICRES LLVIRAR, B
R & UCIFN jBEEIG 7 5. FFENfz Hig L7
B, ALT 30 IU/1 BLF o lihieik 15 J5/ul K <
HNIEIFN iGROEISTH Y, #EBEIEIC ALT 31
TUNBLEE Zo /oD i e BRI NE TH 5. ALT
30 IU/1 B F 2l ME Sk 15 75/ BLE Tl IR RIFE B
BTHLY, BMOTHLEIHABRE, Fiw, VANA
BLEETH, WSHHEDERE, AUHEDHE, &
TEHDREEREEWNCTHI L, TGBRORENEE GED

Y27 B5FEZCTHBEZRINETHS. (Level 3,
Grade B)

2) B &

1. PEG-IFN - RBV HEE

bAETIE, PEGIEN-RBV pEHEFEIT L T2
SOEERKRRBEIIT O NP, 2O, REEE
Ky 4 WV ZABOMEEREN % Bk C BEHIFROE
EHREELS>TVA, RS ORK T, genotype 1b
OB 4 VABESNCBIT 5 v A VAERER) (SVR)
PHFLA-VETFE LT, BEpE, & R E
T8, B4 v ¥ —7 = a UiGEES, %55 80%
PLF2S, ZBIFohTwns,. IRSOmiTETHREKE
BWRCB B0, KBS LD SVREPERNI LT
H5. LL, bBEICBITSHREOEROBRRN
BTIHINEIHTET— DL RO NP RO
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B F0-F1

Serum ALT =40|UA and

Serum ALT 401U/l and
Platelet counts: <15 X 10% u| Platelet counts = 15 X 10%u1
(n=119) (n=345)

Fig. 2 The relation between platelet counts and the

histological findings m the patients with normal
ALT.
Forty hundred and sixty four HCV carriers with
normal serum ALT ( = 40 1U/]) were classified ac-
cording to the platelet counts. Around 20% of pa-
tients with ALT =40 1U/I and platelet counts =
15 x 10%/ul (n=345) were n stage F2-4, whereas ap-
proximately 50% of patients with ALT = 40 1U/!
and platelet count < 15 %X 10Y/ul (h=119) were in
stage F2:4%9

consensus statement 2SR X it/z,
Consensus Statement 10:

PEG-IFN - RBV PRI EICE T, O A WX ¥ IE
FINCED LT OEBIOREIE, 60 L LEDORES,
EICEELTE, FRHEILLESTH), BEKD IFN BH6H
JEZIBY, P51 80% LLUF DWEB, % EAFEIFS5 5.
(Level 2a, Grade B)

HEFO HCV RNA ORI E SVR &L OBICIEH
BRBErH 5. EEHEBRABRORETII®Y, 77
) a7 BT L7 HCV RNA 2% 5 Biat 4 B TH
F L7-IERIO SVR F13 100%~76%. 5 BLLE 1258 F
TITHEL7ZERITD 7T3%~T71% LEETH o720 L
L, 13D 24 B CIIEE LER TR 36% ~
20% T 48 WHE CHERI X, 24 8D ICEMEL
LERI 513185 SYRBBEOENED -7 15T,
B O HCV RNA BRI B X R FILHEED
BOFRIICERTH Y, HCV RNA HlERE, 4358,
128, 24 .BhHERsh s,

HCVRNA(7 7V a7 12T 2log LED
BT F13 24 BTERESES T IE, SVR 117
Sy fito T, Bk practice guideline T, &
DX ) ERNCH L CHERIES#ER S TwAS, L
L, bPEICEIT 5 52 Plotks & RE Tk, Bk
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B, BB BT BB T %6 # D ALT IEFILE
BENEN56% (5/9), 62% (8/13) T, 1#l%kRw
TEFITHERT 2 E% T TORM O biochemical re-
sponse g 5 N7, 5T, BRKREERLR Y DHFEIC
BWCIRUTOa AR ELNT

Consensus Statement 11:

Genotype 1 125> C, HCV RNA 2712 8T 2 log
LI EDIET & 721 24 3B TREHEALS13 6 hkiFhid, 48
B DERE BT T A N AEHENEHO L
(Level 1, Grade A). L2*L, 24 #ilf HCV RNA 7%
AL L% & C B F D biochemical response 71§51
B EFH Y, ALT BEFEL TONITEEE BT
BE#NHS5. (Level4, GradeC)

Genotype 1 12314 5 72 %5 OFAEIIOWTI,
INFT50T v ¥ AMLHERBARE STV 2,
WENR S IFN OREERCEERLT 5 SIEFIFER
B, ThODORELZE—IICIHES 52 &i3TE
2w L L, B &3 5L HCVRNA #513~24
BB 5, VbW 5 late virological responder
TR 72 BBS5OFHABEFIRINTNS.

bHEEIZBWTS, genotypelb &Y 4 VA& 113
Bl BWT, 48 BI% 58 & HCV RNA 2SEEHEL Th
5 A4 BEIEER ST 58 CRES HEREB T hh T
BY, SIREIREREHET36%, EREESTH3%
TH Y, B HCV RNA %% 16~24 BEICPEMAL L 72 R
THERS O SVR BEWARICEP-72(9%  vs.78%,
p=0005)%. ¥ 7z, Akuta b i3, s, MR, HCV
RNA [ett LB % &+ 72 case-control study 21T\,
48 B 5 (n=130) D 4 W AFERIZERNEH 33% Th o
oL, 72 8EE (n=65) TIE62% L&EETH
D, BIZ70% I FEa T LR L ISDRFAFTT2
EREOFRESH oL HEL T A 15T, Geno-
type 1 Bllc BT, HCVRNA(T v 7)) a7&E) A 12
DIRE 24 B F CICBRMAL T 2 ERITIE 72 BERRS %
i S

B Tid, HCV RNA OB ZICIE, fERE &
DEREOEWVWITIVI A APCREZHAVTVS.UT
V&4 A PCRZRVE 72:EKESOFHABEICOVTE
TR T VAR WSS, 36 F T2 HCV RNA
ML L7-EMD» 5 TH 72 8% 5 CSVRAELN
TwW5h, $Eo T, IRD consensus statement A3RA S 1
7=,

50 % 115 (2009)

Consensus Statement 12:

7% £ A PCREZ W /BE, 36 8% TICEE
(B9 1UE 72 IR T A WA FRIZFFEDR LR 5
5. (Level 2b, Grade C)

—7, Genotype 2/3 B2 BT 5B 5- 0F A
DVTiE, SRET6DODT V¥ AMLLEHBRIHE
XNTWRY0 Ui, ZOFERBICOVWTE—EK
L7-BMmBEEsh Ty, &iIE Mangia 6 1%, 12
BERHBRE BT AERICESETARTEMITL, &
B 45 DL B, /R 14 5 /ul ki, BMI 30 kg/m’
DEAEET 2 EHMELEY. bbb, IO DFH
HTF2ET 5 EMATCRENRSITINETREL,
B o (LR A DS VDA ETR, —RIICE
BB 2RI NV

BRI, 84 OB ROBERTFIE HCV Bt
B COBRBEICET AT A VAORIBEIENT 5
LOEZHFNREIRHTH S, €5 T, BKOD practice
guideline TIREETO T A VAOFRBED AL HH
— W RERI TR TS, L LbAETHE, B
EFOAEIC L D72k 2 AHOERFORISESEES
N2 LTHRBREEDREIERL ZEPRBREINT
W5, Bz, Akuta 51 viral kinetics ICB 57 5K
FR#HE L, B EVR 25 6 h T bR L Bt
BITIE SVR BB L2 HELTWEH?, ft- T,
PEG-IFN : RBV T, BT O 4 WV AKIS
e ZE L CHBEHBLZRETNETHL2, BRY
27 BB THEAOZCOHETIE, BEAEORE
{BICITERPUN L EOFBRTEERT NI THA.

Helibling JACEPERFREZL 124 #l% RBV 1000/1200mg
(ERR5E) B L 600/800 mg (KHE) BICE/ERIC
#Jf+ L PEGIFN L GERBER TV, AR L7129
ZOiEE SVR R EHERES B T52%, BHERT
38% LEIZCRIFCh-7-. EELREMEARTRZN
14%,18% T, ERBE2 LEL L7ERIX 78%,57%
TH-72. SVR I2E 5 5HF 12 genotype 2/3 & ik
WI0X10%L Bk Th otz 5T, bPEIIBWVT
HACEMIFIEZE 13 L C, PEGIFN/RBV SRR
ThoH, BIERAHBIST L TEEFLETDHS.
(Level 1, Grade A)

WEOEERO IEN (RBV fAAIZ &) T LT
WA T X E®R LU EMICE Y A, PEGIEN - RBY
PEREEOF AR BRI LT v 7 AMEIEBERERIE C
NIETTOHBEY0 5D SVRFEIZ6% 26 45%
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ERRATHEY, LBEDRERICBITHEMRAIT
13, BB RIS . —F, AASLD @ practice guide-
line? T, ®F 2 +4 7% PEG-IFN - RBV LT
biL-BE% - mRElios LCid, PEGIFN - RBV 68
FEOBEHS IR IR THRY, LALEE, BF
@ PEG-IFN * RBV $FABEOH - EXFITH-TH,
PEG-IFN - RBV O B # 512 £ 1 128 THCV RNA
OB ER SN, 48~T72 BIRE5IT L D 48% ~
68% D SVR EAE SN & OIENDH 59, FikE
WX b 12 BEEAE SN AES 2 RERIICHET 5
CERBEBETEREETHLZ LR, TurT— ¥l
EEOBBERNEZZET 5 LIRREROAHIED 508,
LT @ consensus statement 23R H S v/,
Consensus Statement 13:

BFED IFN BiEDFR - BB TH->Td, PEG-
IEN « RBY ff 12D G C, HCV. RNA D 12 812
FEIEAER ENIE, 7 4 VA BREFHIFECE 5.
(Level 2b, Grade B)

2. f£EE IFN & 3\ i3 PEG-IFN B EDRLE D)

FAETIE, 1992 1 CRIBMEFRICH T 5 IFN
HAGEEOBIIE S N, TOBRKMENZHHE L
TWwa, LPLBETIE, Ib- B4 VAR
5 IE¥ AL PEGIEN - RBY $RR#E & 2 b, HCV
BERR % BE9 & 3 2 MR OIS L, —E OB IR
FEXN TS, IFN &5 & PEGIEN BiG@ox 5
LT, L By ANVAER, 2. )8y CBERREE
BlBMBERER L), 3. AWFEe, 4. FERE,
5. MEERIE (BHELEBEFIRIL Y 4 W A EEIHLE)
BTN TV DY,

7 yh—sty FIZBWT, [WEBEAICB VT, &
TYANABOBREICLESbObLWIERE? | CEBLE
Y =%, PEGIFN ¥7-13 IFEN Bk 60% 123255
EN7=28% W05 IEN - RBV OB ER T &3
BERNIT% RN BROT A FF4 CIEPEG-
IFN - RBV R EOAZHRZL T 525, FOET
EE O 4 Vv A BB 1L PEGIFN & % Wi IFN
Bk b — B0 2T Cnb I EnRdni

A1 HOV i3, 70% BERBERLIBITT 572
B, BENADPLETHS. B CHFLBRE THRE
BREAOBRTHEDLNAEG T, FBER 12806 24
BB IFN6MIU B 3 E % 5V i3 PEG-IFEN 8 1[5 12~
24 A OBEMBENER IS, LAL, U2EY ¥
OBFANEENRELEL LREN R, BHERET

B2 [RaRt
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T BEMENFTE Y,

DAETIE IFN OEFAIFIBIRICOVWTE O
KRBT N TE 29, JFEEFAENSRE TS
AT THY Y ABHTILIEN 52 L ) BEEMET
FTHIEDHERENTY S, LB ERE (F3-
F4) BV TH IFN 5 THCV AR S b & 5
BEMET LFPRELXENRESH S L bFESh T
59 BAEOHMETIE, 60U LOBE~DLEE
B IFN B #IE, ALT BXOAFPOERT2#FHE L
FEREEE LB L TR IR T A Z R ENT
VBER, X510, TAEZED TEBOMED SRR
ERBINCHTS 5 IFN OSEIRRERD RS ST 59,
B, IFN RSB TETKER, ZKEEMET T2
ZEDBEEHTRERRTH LY, —F, BRKTEREN
Eim & T v & 2Lk (HALT-C) Tid PEGIFN -
RBV SIS 5 PEGIFN A EEHR SRR E
OBEBREZHIE Lol EARENLD. T4bb
IFN HEREREIZ B3 5 BOK & S E o BR IR BOE AN X
THRBEIWRENT, ZOHEBE LT, BAEEDERE
SHRVERTDH D, POFBEEIE NI LIHREN
AZEBHROEIC S TVAL I ENHEM SN, 4%
HOPICTRERETHS

4, SVR ST X 2 nIBA T, [IFN Bk S
W ALT fEOET AR S i, RS LTk
DYEMRZHHFECEL,? JE V) ERICKL, 89%
DOHEEFE LN
Consensus Statement 14:

JFERGEP CREm PHIERSIEZHIFF L/ IFN
Ry 22T 5. (Level 1, Grade A)

18

Consensus Statement 15:

SVR 2SHIF T2 L IEETH, IFN RHIR 51X ALT
OB TR oI, IR ER PRO%E
RAHFCTE S, (Level 2a, Grade B)

3. BEAHOO Y X

CBIFF RIS § 2R A & LT, CRIFRDBEE
B, i A W ABEOREER, PegIFN - RBV #FH
B (A EE OBR), 74V AHEBRARER - IF
TEBIOER, TR A NVARDOZEHIZOWT,
TROLIICF DT,

B EE

BIEHEOE—Z, HCV RNA HERIC X AR RIGH T
HY, IFNBEICL T4 VABERP B LN 5E
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| Peg-IFN > 1.2 ug/kg/ week

100
80
g
% 60
Y 40 Mean Peg-IFN dose*
S (g/ kgl week)
20 1.5<

<8 8-10 10-12 12<

Mean Ribavirin dose (mg/ kg/ day)**

Fig. 3. C-EVR rate according to PEG-IEN alfa-2b and ribavirin doses durmg 12 weeks after
start of -therapy *; p<0.0001; PegIEN ** p=034; Ribavirin (Mantel-Haentzel chrsquare
test).  The ¢-EVR rates were 54% and 56% for patients who recetved more than 1.5
pg/kg/week and 1.2-1.5 pg/kg/week of Peg-IFN alfa-2b and declined to an average rate of
38% 1o patients gven 09-1.2 pg/kg/week of Peg-IFN alfa-2b, to-an average rate of 22% in
patients given less than 0.9 nug/kg/week of Peg-IEN alfa-2h. &

100

1

Ribavirin 12 > mg/kg/day

lean Peg-IFN dose**
(Hg/ kgl week)

Relapse rate (%)

8-10 10-12
Mean Ribavirin dose (mg/ kg/day)*

Fig. 4  Relapse rate according to Peg-IFN alfa-2b and ribavirim doses during treatment of pa-
tients who completed: treatment. *, p=0.0001; Ribavirin ** p=0.15; PegIFN (Mantel-
Haentzel chi-square test). The relapse rate was 60% in patients receiving less than 6
mg/kg/day of ribavirin, and declined to 41% at 6-8 mg/kg/day, 27% at 8-10 mg/kg/day,
29% at 10-12 mg/kg/day and 11% in patients given > 12 mg/kg/day.

i, FRENEDRCEGTRUEIFELONSG. B BEBEISCOVTH, CRFRESBEOTFRENE
B A TR D IBESIROR VLY A W ABIEL PegIFN L. BHOREENONLP TR THLLELLND
RBV fHHEETH A, EOHEBL LT, 74 VAH EBI T A VAREONR LTS, 20 b, BE
BATERVBEICIREER T & 5 VI3 5E RBEARSTFH SN LERD, "BUBLEFATH
FHZzHET O LPFEETHS. 5. E5I2, SVR O MR RilE LM LR

TR FEEIS HITH, EHERESZITNETY A VARELIRRT
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NRETHHENH T LIZ8% OEENFE LN
Consensus Statement 16:

CHFREVBHE D FHREBE L, BHIDOBIER~ND
YA EECTH B EEZ 5 NBIEBIL 7 A N A EIE
DFHERE TS, (Level 6, Grade B/C)

72& %, SVR OWREAMEVIES T H EHEEN 2
IS A VABEERRRTRETH 5.

Peg-IFN - RBV % (BHkE52 & ORFERKR)

Genotypel B2 3135 EVR (GA#EBA 12 80 HCV
RNA BaEAl) OEHKIZ X, Peg-IFN 520 H KA
W2 B 595 (Fig. 3). PegIFNo2a %58 80% DI LW
% 5\ i3 Peg-IFNo2b EH 58 1.2 ng/kg/MBUL 0%
BiEE L, B, BMERSHEIIETS (Level 2b/3,
Grade B). %7=, Genotypel B 4 v AEMALEIC
B A EEEERICE, RBV BHERFERICES L,
FEHREEBD 0% HLEH 5 VITFEHREE 10ma/ke/
H (Tgchhid 12me/kg/H) ULz HEL 59
(Level 2b/3, Grade B) (Fig.4). — 7, Genotype2/3
BB A5 ME (PeglFNo2al35ug/# & 5 wik
PegIFNo2b 1.0 pg/kg/#, RBV 400 mg/day) 22V T
3, BESRCEBRLRBERRIZEZVWHIDLEEZS
h5 (Level2a, GradeB)®~%,

T A IV ZABERRRER - FHEEEBI DA

IFN BE2 BT ) C EWTREBOE—RIRTH
A%, IFN FEBSFI R A EI i LTI ERESR
BIEEOEEREEZRINTBY, 77% OREIE
¥ (At
Consensus Statement 17:

IEN FEBIS % IFN T ALT i AFP D EHS
BRLVERICIE, HFEERNC L S6H e, 3R
TR 4BE, BEEEFHT 5. (Level 3/6,
Grade B/C)

Wi, REEFEETIE, IFN 2 24&E LBET
HCV RNA Bk % BIg L, JEREMEE T, 7
BEOWELRBE T BEE LEREIT). REKE
FEECHEETFHEZ Bi4BaI1013, AST - ALT 14,
AFPEO%ERBIEL L, IEN OATh { BFE#EH,
B, ST I EERA R S 5 I AS
b THETAIENEF L. AASLD guideline’
T, CREBHIFREBICN LTHRY A VARENEY)
LaWEa, WBHEEERTA L) hstoiilt
EEHDIIHL, FAE~ORE, BEFHICHT 2

59 1 673

DEMFOFREEEEICH LT, 91% OREFES
AWAS
Consensus Statement 18:

UB PERTHEZ CHE TR & HIS T B &1, AST -
ALT {fi, AFP{EDt#&HIEE L, IFN DA TR
JTRERERY, BIL%EE, SUE 7 I 7 BRAEHD 5
VIS AEDECTIHET 5.

R T 1 IVZH
FHMOANVREE LT, Tusr7—¥HEH, K
AT —EHER LR EPEHTHY, PEGIFN/RBY
LD TENENMLET S (Level 1b, B). Hi2, 7
57 —EHER TH S Telaprevir (VX950) i Peg-
IFN * RBV 2N 7= 3 HHE B, FiBER T 6~
7 #®, PEGIFN - RBV $FHBEOFBREITH 7 4,
B THH 4 EITSVR 2D TV 5.
SBOEBERSE LT, TVRBOY A VAP
W S N5 AL B HIR B #5E Tld PEGIFN - RBV
PRBEEERIT) A, ENRUSNOER CTEHRERL ¥
BIANBERENPLEL 25,

EbWIC

DAE® C BRI, BORICHE LS CREERS
PEV. 0D, EREVPAENEL, IFNIREIC
HLCHAMEMELEHERHOBRNZ . Z0L)
ZEREETRCALL-DPEMEO LT Y A DMLY
ROLNEN, BIRCTIEEEOBWERIER S L
TV bodbEwv. §H, 7=y FEHVT
FERL7-bPEOHBEMEOERZEIZ, hoo
LAV L AAT—MAYVRELTT 2D
HFREMEOEXBESESN-RETIEH 5, EESN
AR IN S DI EN S BRI L 551
DOWRGENILETH D, TDO—FT, bHREOBREDH
REFCROBEORRMBELRL TR A REEIBV
Ehn, HROERBICALETL K4 v 2Eilict
FTRELMHOEAEICEES 2 &3, HARIFEZS
PRILTREIEELRREEEZ L. O, RHX
2 Informative statement %2 Recommendation #3850 L
C Hepatology Res. 1Zd#B8#.7 5.
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FUHIC

CHEIFFRY £ VA (HCV) iX, 1989 4, KE
® Choo BIZ Lo THER SNV, 3k, JFEA
JEBIFLE W SN T W BED I HDLE,
7T — VHENTREE L SIS T 2R
B EASHCV (S X BIFRETH S Z 25 S
e Y, BIFE, HCV ¥ x ) 7id&R T 1
% 7,000 BN, RIETH 170 BALHEES T
Wb, HCV EHehs— B lar s 5 &, B AN
DFFTH->TDH, BHOBRBTHRIETSDD
1349 30% TH Y, EFEPIOK 70% T HCV &
Heh st U, BUEFRENEBITT 5.

AT, CHBMEIFEOWERELT, 1~
7 —7 x 1 (interferon ; IFN) G OM S %
LEa-L1, 3512, mOEFNAOE R
DEMELT, T A ¥ —7 1 (pegyla-
ted IFN ; Peg-IFN) /Y 2SE 1) ¥ (ribavirin) #f
HPREICOW RS, F 7z, EBRIICHIES
HELA TV B2y 4 W AR OFE DML
DT HIMEMNT 5.

I. IFN e

CHIF 212 %3 % IFN (& #E 1%, 1986 4E,
Hoofnagle 5725, JEAIEB BIFLKICH L TR b

MWz IFN o 235 L, VS VAT IS —F
DIEFEALZHA LS BT D, F0HK%, ¥
A WX ¥ [PCR (polymerase chain reac-
tion ; KV X T — VHHFIG) ] A HFE S 1,
IFN (AHHC X D SOEASMEE LS 5 & 5 RREPIT
(&1L HCV-RNA 23 b3 5 & & 230 & 2
A el At

IFN OWEFEIIIE, SaEsE%h, m|k ek
A 1/3 T o8 N, BICZ O L S BETE
SIS A W AMEF 258 < W55 5 2 &AW
S5 5720 3 2b B, HCV genotype 1
B (1b) X 2 M (2a, 2b) X Y IFN EHHIHT
HThh, BYANAETEITANVAELD
L AR AMENY. Genotype 1 BIEARF 0 C MF
FIEBIDFI 70% HEDH B, ZDH) bOFEY
A WAFEBNE E WO THIETH b, IFN ik
Ik 294 VAPERBIEIDOIT 5% Tho
7z. WBE 29 L7-HREYE CRUFRICH T 58
PR RS, RIRIRALO7-DICI T EE
LIENZEINTE/ (E1).

IFN Bt o R Rm L2 BRI L C,
IFN %580 E 2 L5 A LNz, 1 M
5852 HEET S5/ [FN 50, —1p
DOIEFICEIERZMBLa Y 7947 Y AL
T L7728, FBHNROREICIZ DRSO o
7=. —75, genotype 1 B xb3 % 12 H A E#x 5
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(%) 1HEIIVAE
100+
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-2
- : 52
970 (767/

S 50t

V 40k 22

R ol 14 BV 61
351/ 227)

-2,358)

26

IFN
2438

Peg-  IFN/ Peg-IFN/
IFN: RBV - RBV
4838 2438 4818

(%) WG4 VZRES
100p 78 (2838/
90+ 70 (472/ 285)

L 5g  (225/ 606)

IFN/ Peg-IFN/

IFN  Peg-
2438 IFN.  RBV. RBV
4838 2458 2438

IFN; 1> &—7 0>, PeglFN; XF1>5%—7x0>, RBV; U/SEUL, SVR; 91 W REMEH
1 CRBMIFRICHT S A 2—T7 c O BROFWHE

2BV, EROBERSENMTH B 6 »HE
Bz L, BP0 MRERIMET LAY
EL&Y. Z2hs%E%1TT, 200255 IFN
LW EAMERGET & 2 D, & 512 2005 ED
IFN BCESOBYNC X, T o IFN RIKS
E— R TCECHVWSLRA X)o7z,
IFNICEY) ZF LY a— Va3 87
b O, HAED IFN {EFR O IR TH 5 Peg-
IFN T& % . Peg-IFN IXFHE 09 ISR S 1, HEsk
BIFN W 327 U7 5 ADMREFENTD
58 1 BloORSTHR 2 MFRESHZF SIS,

0. Peg-IFN (IFN)/ribavirin #REE

Ribavirin 12 1972 £ IR I N-EO O
B7FruZ<Tdy, invitrol BT RNA YA
WABIUDNA A NVAIZK LIS LT A WV
AVEEEHT S, CBRFLICH LT, ribavirin
BRI ANVAEEZ RO 2D 07290,
1998 48, IFN & D HFHIC X D IEHRA R 23 H L
T 5 eI N
1. Bk CORRKRRBR

MK AVZ 332 T IEN/ribavirin #F Bk O KR
Mol ik Ei s dy, IFN Rt L,
HCV genotype 7 A JL A W20 6 335 %)

1090

WAMET A LN E LT, S5,
Peg-IFN/ribavirin P I % i 0 KB AR 3R 5%k
DOFE, MRS O C IR EIFRICKT 3 5 35%)
#4%, genotype 1 M Tid 42~52% (48 M 4%
5)9, genotype 2/3 I TIX, 81~84% (248
BE) LRV RdE i il

Genotype 1 153 5 Peg-IFN/ribavirin
JAMEEECIE, WM © HCV-RNA A 5273
HRHEZ TN 5 LU R THLZ 2HWS
PR TVS. Thbb, BIRHES 12 Wi

UG, WHHEEBNAGT O 1/100 BUF~® HCV-RNA
‘«@w\#?@ BN o 72 EOFEREIX, 0~3%
EXDbDTIKL, F7z, I6HBAMES: 24 MLLERIC
HCV-RNA 5P L U7z fEflid 48 x5 T
BEALEDEMNTHRSTS. LzdoT, 29
L 72BN O RIS T B 2 ES T, BiElx

- S CH 5 48 B THEIDE LN B T HE

Mz A ER
2. hAEICE T B EERE
HHENZ BT 5 Peg-IFN/ribavirin $f
iR EER TlE, genotype 1EBIE YA NV AED C
TS MENT 4 254 BIICx L€ 48 J@R, genotype
1HEY AV ARDAO CENZHEFIE 63 B
L 24 Mok T/, 58,
Peg-IFNo-2b 1.5ug/kg 38 1 [I4%5-, ribavirin

BEMEEE 55138% 55 6 S/ Fm21(2009)4 9 A
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LVR

4838185 1 33% (26/79)
72835 1 64% (44/69)

& 48 BiS

p<0.001 B 728#%5

47
(9/19)

e e e v e T T S W O D S P M o o ot s o i ] s’ it

HCV-RNA f&fE{LrEHA

(%) —
1001 44 o4
(286/
80+
=
b
= 60
S
R 40
X
20
0] o
0~12:8
ns. HEELL

B 2 HGV-RNA [&14/LESHAR DFE L (genotypel BIS -1 I X BEW))

600mg ({KIE 40~60kg) /800mg (60~80kg) /
1,000mg (80~100kg) M [1# 5 & F&E S 7z,
Genotype 1 I # w7 £ v R hiz 90 0 35 %) 4 1%

48%, F5-iEF L 18% TaH Y, genotype 1
By A NV A DAL OSEB DR HIZ 87 %,

Brp#i3 21% Tho /e wihd, D
IFN Hipi& e IFN/ribavirn B #k & 1Lk
LCBRFRERRATHD, ThEZTT,
2002 4E 10 B £ b genotype 1 BI%5 o A L X4k
DB 5 48 #IE5HS, 20044 12 A X
D genotype 1 BIE 7 £ U X4k LLAL D REBIT R
35 24 MPr 5 AR S iz,

W2, Peg-IEN/ribavirin B F # R R EREERT
D—MEERIC B HiaHkSiE LT, KRR
Zifuia & L 7= Osaka Liver Forum (OLF) 20
P BT B LR RO METIE R T A8 T
5. NI 51X, Peg-IFN/ribavirin BFFH#tE%
To7z CENBVEITIMER 2,788 PID D b, 16k
BllG# 72 W LL E#E8 L 7= genotype 1 ZU 5
AWARD 1,173 EHTH S, 48 B THEMHE
T LMD S B, IR T B HCV-RNA
R b B D 31% IZIEH % HCV-RNA Bk 2 72
B, 48 HIBFSEEPNT BT HFHIEIL 48% T

/{»

HEEME 551385 -85 6 S/ 21 (20094 9 B

H o7,

HCV-RNA BTEALIR IR 035 31, KatEqb
MR 2 1R IG 12 XS 5 &, 48 MM
B 3128 % COREHAL (early viral response;
EVR) BICOFEIEIT 78%, 13 ML 24 M &
T4l (late viral response ; LVR) #lo3%
BFIEL 33% TH Y, GPRIEIPRIZIE HCV-RNA
Pt bR Asam IR L T v % (M 2).

M. Peg-IFN/ribavirin HAEED
BEENER

CHRIBMIFRICTT HH Y A VAR,
Peg-1FN/ribavirin #F FWREC & 1 FRHEAY Z o
HERET UL, MEPETH 5 genotype

1HIE 7 AV X e IS BT 58 R 3R
50% 2 & 0, MFEETEY ANV AFERD R
LNV EPn, LR IETNEOE L
¥Fha LPUFICEI genotype 1 MIcDWT,
WREDLRICOWTOMWE T LN A,

1. RiB&ARERE

Genotype 1 B, 45T A )V R EMEALDO BV AE

B LT, MBI OEE (72 8iE5.) 2
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b N Tw5h, Berg 571X, genotypel & C
EUBHIFRIC BT 3 48 Bixs L 72 B 5 D
EEBEI D R EITo 7. ZOFR, EVR
B398 S N2 W TIIMEOFERRIZEZ RO
o728, EVR 8% bz o I2Refl T, 72
BHREOEFHEDIT ) BB o 7= (48 B
17%, 72 G 1 29%). YL EOIHEIE, geno-
type 1 BI T 4 L APEPEAL O IRV i HIIC B v
T728FEBHITH Y, HBWHEBEERDO Y A
v AR LERRR % -5 10 L 7= 7R 00 I (48 ids 5
Wi 72 ) OWENMETHLILZRLT
W3, bhvbholErcd, LVREHM DI
X 48 W5 9 33% 1I2xF LT 72585 TR
64% AN, LVRIEA TEESPM %
72 BT BT EDVERTHS.
2. Adherence &BHIIR

Genotype 1 BZ3xF3 % Peg-IFN/ribavirin #if
P TiZ, 357 adherence A5 RIS L CHE
WK FThr I ePYoNITh-oT S
McHutchison 513, %% 115 720123 FER
S0 o 80% L b @ I IZ 38 v T Peg-1FN/
ribavirin #£12 80% DL L3S iz MidE T 5 Z
EDTMETH DL MELAY. 72, OLF yth
SRILFEMTICIC BT B IRITHE AL D &, WBIRIAGE
38 T o HCV-RNA x4t T & % EVR EEBI 12
i3, Peg-IEN 2 5-BSHETH 0, FICfHER S
0 80% L,LJ: (1.2pg/kg/M) OFLGRIZB W

. BEICERIZEVRELNRTWS,. —7,

EVR 28 S - mplic BT % 48 AHETEHREZ
DOFIROATNNIE, ribavirin #5250 { B 5
LTHH, ribavirin OB CBEREHIE

T4 h. HKEEEONWNE. bhbihiam
WBIZAATELME—DRFTHY, BB

SR HFET A EICE DEROB LD R
NBHELDEHFEINS.
3. ALT IEH4EGEMRMY v U7 (persistently
normal ALT ; PNALT) D&
ALT IEH Otk v~ ) 7%, #% o IFN
MR CIIE AR E b TR 722 2P

1002

SR PLY A VAR RS T do
72785, Zeuzem 512 X Y, Peg-IFN/ribavirin #f
FEETIIIBEIT e & F 5 OREDRI B S

N5 EATRENY, KRIPTDH, MiFE ALT IE
B ORI SEREBNZ X T HPU7 A W AEEAT A
FS A UAEEN, ALT EEMDS B, ik
ALT il 31~401U/1 TP PEIFRICHEE U7 G R
24TV, M ALT A 301U/1 LUF THi/MREAS
15 B /pl RO qEp A% 1T L, F2
(stage) LI EICHUHE{LAT ST L, A2 (grade) BL
LB - RIEDFRD LN BIGEIILY A LR

PHEDPEO b TV 5.
4. BB CHESI NI VMIVARDHEE
EZRU fREE

YU ko X 512, genotype 1 BIZXF 3 % Peg-
IFN/ribavirin §f F #E%E 1% 48 A G 2 HLfx &
T 5D, mﬂﬂﬂwﬂ213~24i:61unﬁRNAﬁ§
i b3 5 LVR BT 72 80 BN 5%
AHICH B Wz, IHHEPS 4 M % T2 HCV-
RNA 2SBE M b3 2 fEH Tl 24 M5 TH +
TR BRI RPN AR e B 5 2, i
ERORBREVH A TIE 48 ML DO BIHET %
FLD 5. '

V. HRIROACILAE

Pz CWIFARGHIELE LT, U 1 VR {E
Aoz HEg & L7z#H L\ IFN 8454, ribavi-
rim D7 RTy Z0lEh, HCV IR Y 4
VWAFHITH A TusT 7 —EHEH, KYRXTF—
EHEH R DD, SO EREEH O
MeHBE LA-SMERPRAEFCTHE (X
1)
1. 7O577—EHEEH

7us 7 —EHEA T HCV OFEMEZER D
WM LZIHT A L TY A IVADIETE %
W$B2TTRL, IANVAHT AEERE
BRSO AREDDVIEHIN TV S,
Telaprevir i, BAITY A V2E%Z 1/100 25

BERMEE 51368 6 S/ EM21 Q000 F 9 A
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g1 -k CRIFFRAEE
1. W1 NV REROHMME

< ¥ LW IFN BE albuferon™
CFFLWUIRE D CHIE viramidine
- HCV SUREYIL Y 1 )V 2
Zo7 7 —EREH telaprevir
boceprevir
TMC435350
MK-7009
FUY AT~ ERAEHE] R7128
PF-00868554
HCV-RNA #3URRE S
2, REREEROHEME
«TLR7dZX B+ CPG10101
isatoribine
ANAS975
DCTVF

< S ENH nitazoxanide
1/1,000 1= F THIRI L, FRD 7 = — X 11 50K
CHHLELERBB O TV SIS, 2 EMDWE
P B RICER Y A VADHBL, LAV
ZANPARETT B LS Tl D, Hifk
N TOTEELR Y A VATRMFTE 2V E
RS,

Telaprevir ®PROVE-1 iR T, genotype
1D hEE C BIFAC L CTHRET L, O
Peg-IFN/ribavirin 48 38 5 D # R 75 41%
(2 LT, telaprevir/Peg-IFN/ribavirin @ 3
NPER 12 I3 5 + Peg-IFN/ribavirin 12 38 4%
ST EREA 61% EAECmELR b
5 1 ODRRBTH 5 [PROVE-2] RERTD
M oNFAE LR TE Y, 3HMFHEIED
pi i 5 9% C & B Peg-IFN/ribavirin @ 48 38 [H]
dille ke 24 BREFIC I 5 WTREED D 5.
=7, HUEORSHERIRASEI) LR o 7iEb &
¥ &3 5 [PROVE-3] RERHHATH T, HH
BWTLEAE 7 = — XM ARBEPfTHhhTw
%,

57 —¥HEEH boceprevir ® 7 = — X
1130 CId, WPER & L 7= AR He i BE TR =
A5 38% THo =D LT, FRHEHEH 4 M
o 12 boceprevir 2B H L 72 B TIXF R =48

Fli sk 45138455 6 5/°Fni21 (2009 £ 9 B

74%, A8 BREISH EZHAL-HOZFHNEREI
66% T®H Y, boceprevir 9T HZ LIT L
DwESRFEmELA 8512, TMC 435350
31 H 1 EES CERMIMFRENE LN, BT
7z — A MRS HATHTH 5.

NSRRI, T 7 —EHEANC Peg-
IFN/ribavirin # ff 3+ 2 2 &2 &, a7
7 — PRHEAN T 5 MR Y £ v 23l
Eh, BT A NVAEREERSL I LT
B ERRLTED, BN RBEETR
RIERHPHEITH TDH 5.

2. RU XS —EHEHEHR

HCV BIEFE2HNT ZRY X7 —EdikMH
HEe sl S iz &, HERIOMFELHEA T
5. oL, mEhcmsssh/Ry x5 —Eil
deg AR IR HEASH D, ZEDIIE
Wik E v, BAE, S MROHMBRIORY
R G—EBHEAMTHIESN TS DIER7128
“C, Peg-IFN/ribavirin §FHIFHRIC LR LT,
L 4AMEEOY ANV A BT L 7.

Zn o E—R OB AN T 7 T —
PRHEANCHE L TR AWV REEE»%2Y
Lo TWBEY, =V VBkoOREE D o7/2F X
BETXHEINADRY AT — BHRTANIN
PEASER <, 7 BT BHEE M 2SBLU(E R B ©
H5b.

3. Toll-like receptor (TLR) 73 =X k

HCV OHEBICIX, JBRBIE & S RIS EH
HETH 5. HCV IZH T B AT R RIEIS ST
XY, BT AEEZLNLTED,
BRI OB,  LIZIFN ZEDHY A
WAELE ORI X D HCV FEEA BT SN 5 0]
el dsdh 5.

Toll-like receptor &, #WEMARZ BT 5 ZF
hTh b, HREEBFICHE T 5. TLR9 7T
=X FC#H A CPG 10101 T, 4 AMHEICHB
VT 1.69 loglU/ml @ HCV-RNA B 537%
bh7-tiEEhTtBh, TLRT7TIT=X T
# % isatoribine T¥, 7 HHIRG T X o THFH
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0.76 loglU/m! @ HCV-RNA A 23R H 51T
W5, 5%, IFN AN Z 5 L 7= REBiR % 0
AT A EITEY, F-RBREFREINSD
WREESHHDDLEEZOND.

BHOIC

C BB M OEmFIE, IFN LA S &,
Peg-IFN/ribavirin §fJBBIEDZMIT X 0, MR
97 deds % 33 P72, Lo L, MEdETETdH 5 geno-
type 1 WE v A4 VA EBHEFIZ BT, 818
T A WV ABEEA I S AU ESEDSFRE L T
HBIRAYH O, WEWERI RN EICIE, genotype
& HCV-RNA W2 Hit o 72— & 72 BFE T 6t
2T, e DREHOBLT A4 W AFE~D
B & # IS AN 7= G0 i 51k DR E
YW H B T, TaFT 7T —EHEEANT,
genotype 1 BICxf LT ML 7 A IV AR)R
VTR, Ao Ta s T — EHEH/Peg-
IFN (+ ribavirin) P B MR O KBBLERR R D
HRIF NS
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2oN—HPIWVHB I 7 F 2= a v BhdERr?

EOHAY WM R RE AL BE ORAY =H OEE
BAERORERY A FIEY fE WED . HRE OfIAY HRSET
FRE MY NE ORKRY M fuEer
#o|HE: BEFRZRYA VX A/ SV %175
U ®IC HERICBIT £ HBs FURBMEE, & 5I1CI3EEH

SER 216 A4 0 45 MHAFBEERS T
EREEOIRER I Y[ 22N VHB I I F ¥
RPFENPP] LI FAL PVTT—2 T ay 794
dhi:.

RIFIZ BT 1986 FFIEA SN B FRETHINHK
WXy BEIFFRY A VAMHBV)F ) 7R L 2.
—77, HRBY(STD) ol b L7- B RIRMEAF 2,
WEEBOEmICE L, FREBRRRSEAIC RS
7= ARG B AL L7 HBV genotype A (HBV/A)
MNP SO HBY 1) T ORELE LRBTRETHZ
1 CIiE, HBV REZELICHETEZVIRRTH 5.

B MAMIT&IZ, BREERAEFHRRATICBT 228068
BosERBECSHAIN TV, ZOEBRITER
IRIBE IR TV W WHO ot s h T sel
KRB L Lz HB 7 7 F »#fE (universal vaccina-
tion, BAT UV)DRIFEZM D /-0, BRILE L —K

1) BRI AERRS FHRESE

2) BEKFBPSENF

3) ELLERERE VY —EREAHRE  FFRAE
-

4) EERERY Yy —BURREEGE

5) ELIRRIBEARERE L » & —HILEF

6) BEHEKRZEEFIHHE{LEZAT

7) A BRERFERR ERZRAT AR S FmEHlp
PR

8) BILKZEZRZMAME=

9) JIGERKEFEEAR

10) HHESHEETRSHE  cXdb oy —

11) BRI i 3 SR ST o L A 0T

12) HELRZEHELSENF

*Corresponding author: kkoike-tky@umin.acjp

<Z{FH20094E7H 248 ><#RIRA2009£7FK31H >

AT S TV B KRS genotype A OSEEER escape
mutant OBRPRR E AL T LLENH S, TTIC, F
FERMEEHLLIC STD L LTo B RAKFROEE/LE
PTG ERE T ARBEABREIEE SR TEY,
7% HBVBRESHK LDo2oH 5T L0 6, B REH
FFEBIZ 51T 5 HBV genotype OEREL BT 24
EhHBL Y LIGEEORREBEZC ARED
ALY, NEHE»P S ORENLZERPEETDHD,
SEOT—2 Y ay FTIRUVORIE 61UV
DB ICE T AmmPERICb I B,
A= vay TR THRANHEEOEE - 5F
FEOXEFOIHHHET, 2= —FVHB Y 7 F
F—varBTAET v r— FREEERLL.

1. BRSMPFRDELE

1) HBV genotype A OIEHN

BRIZMITFR (AHB) 1334, SUERPETFRHES
HIClEESh, SHIBBONRTH 25, BRENEE
BARLZSBSEZ . RESOREICLEE, EMNRE
A S AR BE O£ BT ORER, 1990 ERITIRS
EMcdH o 72 AH-B 13 90 AR IER ICEE U T
W2, 1990 SEHTHEIC 64% Tdh - 72 HBV genotype
A(HBV/A) OB IF#3 L, 2000 £ HF101 385%,
2008 FEICE S TIE53% 250, HHBEICEV T,
HBV/A 030X 1990 ERZF L DG Y, 2000 4
WA B L FEICHIMER 2R L, H4E Tk 7 858% HBV/
ANED. FoMoOMIFTIX, 2000 EEH S5 HBV/
A DEENEDLNTVS,. INHOHEE, TS
O HBE TOHETH AT HEBMEEHOIC HBY/
A DML TV 3" HBV/A OBGeV— ML T,
IhE TSRS, TEEREL OB TH >
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A=N—FVHB I F 5 —a v BhdE,?

728 BEEEORME L OWRRBIC L 5 BREGN A
LB EH kol BIL HBV/A O v ) 7HERIC
AFIBWTELBELTWAZ b h s, EREIC,
L BEFEETHLIBMAZB BV THEERE L F.0
\CHBV/A 1389 5% L HEINTW5Y. HH S o
TiE, HBV/A ZEWB#EZd.0 & LT 2002 SELIEH
BREGE D 20% U L2 EHTWE.

T—27 Y gy 7OHT, AHB OEBB0EEES
Hash, SHOWREEL 2o/, BEEATOHE
TEEOF— IO HET L L, AHBIZL2HHOE
FAEBREBUIER 1800 AFREE T, BE L RRY
& B L 5000 ALLE OB EEGE AR S,
2) HIV/HBV ERBZ01E0

AN S O EEFRAE T, HIV B2 BT 5 HBs HUR
PRI 6.4% (377/5998) T, RMEZEH70% L L%
ST WY, HIV/HCV ERESE I a2 4L
CTRELTVWAOLIRNRTH- 7.

W47 & 1, 2002 220 5 2008 E I EERES L v 5 —
%23 L7 BRAWEEE 56 AlowTl FaoAX
254 7\WHEF L, HIV/HBV B owCith 7.
BEBHSERNICE L, HERAARR I R
BRUCEMEMERERA SN, P HIV L 0B
b %\ (Hg# > RPR Btk 4 A/TPHA B 14 A HIV
TR DSIF S\ AT 12 A/ & RS 3 A/RF SR
3SATHo7). HBV/A D26 AemHEL (46%),
B, AR OWN 17 A(71%) 2° HBV/A Th -
72 B+ u—TX/49 A3 A (6%) 28K
bE@D. 72, ZHLRBKRRERE Y Y —IIB
% HIV carrier D HBV B £#510% L AL T 5.
HIV + HBV E#EEE 0 X372 HBV/A T, 2006-2008
4E HIV carrier ® B BAMF %% 13 #1(2008 4 10 ) T
13, 11 #6145 genotype A, & 0 2 BlH% genotype C TH o
7z,

UEzglnsl, siTBOEEBEZzRLELL
HIV B 12813 5 BREEFZOZHEIL, AHICh
V3B HIV &3 o L smWHEzH 0, 5% 55N
FaborEzohs, i HIV/HBY ERSCE
135 90% LLEAS genotype A RETH Y, 29 Lok
I L FEx 5N T Wi genotype DIEINT, S 21EIE
b2z HBENDH 5.

3) BRAMHALAERTNEDL?

HBV/A R X :HEAE FRoEEL - BT
LEFIN10% BEFETLIRTHY, BHALEHEIET
LUENSH L. REOIAI Y TICEIT A0 LY

45 : 599

ARBOLNRTWARVA, BIER 24 B oA T HBY
DNA DETAR S ALT AEE/LT 2EFIZT v
FHENREDHF Y A WAEEET> TV A IEERYT S
Motz TUFHEVITEYEEREOES TEEL
EFsh, BHORIEDWETHo7LTHERN
KETHot. —FT, TVFHELERD»GEAN

LEFABEILLPTVWEDERDD Y, SHBEHH
TOMFENLEL Bbh/z.

JE4E, HIV/HBV EREGHli3E MR <, HBV ¥ v
YTADHREL S, ZITEELRVEVITRVWD
X, TV 5 A COVEMREC X 2 HIV itEkoFE T
H Y, BRAMNTF#E), 1512 HBV/A BB B W T
HIV ik OBRBILETH 5.

2. BEUSMERADOERE

2001 4, bHE B BB IFREEEITBT 5 HBV
genotype @ 4> #i 1¥ genotype B (HBV/B), HBV/C
WAL EED, HBV/AIX17% THoiz. HE, B
MBMFREZ BV L, Wz .01 HBV/A
PHERLTULZ EFREI R TR, HHE G
2005-2006 %2, £E 16 Mgk~ @fkHF Th-o7- BRIB
PR B RE 1272 HlO genotype A IOV THALT
L7, HBV/A 1344 81(35%), Bx 179 #1(141%),
C X 1046 il (82.2%) TdH Y, 2001 DO L H~E
FIC HBV/A OBIADH 2 B2z Tz (P<05). i
WAl as L, MR, T HBV/A OEENEL-
7o, BIZFREEN A S ZENEE L h HBV/A 133k
AL, DHETT CRBERORIFEL VLI L,
ENHO—EITRTFREICLIVEATEEL TS
EAEER SN BRI, IR, B ICE
5EE X HBV/C 12 TS, HBBV/A KD =
LR LIIFEBRCEL YA I DH 5.

3. HLNIBHAD HBV B DERE

B, MBI CwARXTFRBERPLLE L2RKE
AREPEIEETH L. BES IBTFREUNO HBY
BeZHE LR, XFREPERTE VI LR
AL/ EBRWZUVIERTHEA, 1AAH, 36
HAWVHBZ 2 F v RBHELTEBY, 2L 2 2B OHE
P THOEBRIEIEEINL. DIPEOBTRET
BETIXHB 7 7 F @34 # 2.3, 6 ATH I &
FEEATICREMEEL, REMANDPE RV, HBY
BFBAEFHICL D BFRAIC X 2% v ) 7L 1/10
WA L2, FHIARBRIIBIO%E CEREZETA
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46 : 600 i &

B LRI THE, XOXTFREEICEIEF Y1) 7L
Bl & BF BT AN % 4 b8 5 L484E 500 AEwv
Xy ) THEBEETLEHEEIND. FENETITDRT
WAITHERENSZ L L7 UV T/NEBHI 0 H#lg 0 4
267, BRADOBREEFRES FHTEXLTHEND
D, UV #EATARICIEEBRARIYI V&2 & L
Ezoh3.

4. DIF LIy —TERDEE

WHO #3212k b, 2007 £ TICHR 171 AET
HBV 2395 UV ASEAENTWAE. Z0O—FT, ¥
B &Ez &0 HB 72 F V CREBHTE 2w 2
F XAy —TER (VEM) PHEINLTWE. KD
13, B RIS R8BI BT A VEM LHRESI TS
S B OER (T/1126S/N, G145R) DHEE % M L 7=
FORR, BMFL2HF06%), BHEIFE - FFEZE 12
Bl (65%), FHES5H (179%) WHEELTHBY, Bl
FHBIZZ WD o7, ChoDXIRTrF VI
X WBBEINOTIE RV, BRICFEELL S HEHR

DEF (T/1126S/N, G145R) 2* VEM L FRICT 7 F

VB OBREET A0 THE, BENMELS
» UVEABICEZETREMETH S LR

FaRE S i, HBV BEFREICHEVWIFBE LT 572 33
SEFICOWT, HB 77 F >~ a5 L HBs Hifkicx
75 VEM BB IZOW TR 217> 7. BHE O B
725 REHESICLY), HBs AESROYENR
Hohla—Fk, BRI EL ERABENTRCTCH-
72 299EGID S B, 2 Bl HBs PRIz 5 VEM %238
iz, WTNOES SER S FOT I 2 BEREMN
FER SN/ UVIREEZEORYE - BEFHELTEH
ThoHEEZONLH, HBs HiFIC+5 VEM OH
HiZETREWEO— DL EZ R —F, 8
51, BERKET7 7V I CTEASKAEREE L=
N—HFIWHB I Z7FR— a yIZH# LT VEM oHiE
R ICHE LR EREL. BT 7Y AL HBV
BREMXTHL I L, AYROBREIKFERETH
LB EARIRERLLHABL VA, UVICLY HBe
PuURBEHEES 6 A7 HBV BRERIHLAITHAL, L
22b VEM OB EBR L 2w LRI,

HRA S, RBCTELFERAIA TSI HBY 25~
(E—A% U8 genotype C, adr) BHICX W ES5R/:
E/ 7 a—F Pk (Mab) O 56 L HBV
HANEMEIC D S RE L7 BIR 7 BEMR @ a determinant
EZ KD D S b DD, Mab T HBV HFI31E A 720

50 % 10 & (2009)

ENBHZ ENS, HiRlis+4 LR T i genotype
BERLZLZHBVIZH LTHBRITOT 7 F U HBEWMTH A
ARSI R,

5. A=ZNN—HJIHBT77Fx—>a>NDEIHE
2009 5 2~5 B o CHANESEAIRE - ¥R %
MBI, 2= N—FIVHB I F 52—V g VORFEIZH
T57 05— MAEEZER L. 77— MEHE % Ta-
ble 1 \Z/RT. BT A TH 656% (139/213) TH -
AR
BRI WRROBEH88%, 4R 9%, NER
2%, WEHEH 1% Thot (Fig ).
B2 UVER 83% : Kat 16% : ot 1%
THo7: (Fig. 2).
B3 BROBEH (BEHREET) (Fig. 3)
a) BRISEFESELLAVDS S 29%
b) HBV genotype A 2SHIL, & v U 74P IR S
nahs 38%
o) XFREOEENENLL 7%
d) ¥k o HBV HiHHLOTFH  20%
e) Foh
(HERRETH, FRMBETR, B FH)6%
B4 UV EERE (Fig4)
LB FE T 49%, hEEFT 43%, KR¥ELET
T 8%
5 Lo N—IVHBY 7 F k= a Y OEH
CBHANMREEZEZ LR
- AIOEFRCHBARRBEDELEI L LTE L v
-EEEomE > SEDd sz v
- BFBREOFH T TS
‘BRIFFROBRESLTLIELL 2V
- HIV/AIDS 80 J 28 %
- FH AHB O2HFRERUHFHROB T - 7S
DEROTBHIHE
- ERBOBRIIHEMELLTH L0 T, UV
REATAHILICLIRFMREYI2L—VarT
RETH 5.
UVEAIHT 2 BRERNE o /ods, EEED XD
BBETREADD Y, SBORFARELEbN:

6. SBEORZE
IhFECcoMEREL LT &FEM (EBE) o5H#
REEORHFEZICHT 2B ENB NS, &
HEREZHRE LIS VHB Y 2 F A=V a v
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IZN—%NVHB T 7 Fh—ar BhdER?

Tablel 7Y —FAHE

% 45 [\ B A FRFE SRS
Uy ay s A= NN—H VB U IFV BHIEN?

WHO o RS TWAEHEREZ NS L Lz HB U7 F 81 (universal
vaccination, LT V) ORI OWTOT 7 — rDTHB IR BEWVELET,
BEPEIHRLELT, FRZEEREVY— I va v TORICHEREE LD TR
EXHTHEZFET, ZTHADIEELALIBEVWAL ETETY,

a)
b)
c)
d)
e)

FEOBEMSBERPHE L TTI,

REEER SRR INEF R Z off

UVIZERTT? =LA IAY-4
RWOBE Bl (EEEE)

BRIGMERF R Lisnd b

HBV genotype AZMENI L. F ¥ VU 7V {ENGEINSE G
RFBEIDOEIEVEVD O

sie o HBV FEME L O TB5

ot (BEAFICBECLEY)

TV OBRE BRI OWTIERPBBEVLET,
FLehlR

~HRFAEET ~RFEET

W OBA  HEEBEWVWLET,

AR
2%1%

FpRERR WEO

1%

83%

Fig.'1

Fig. 2

47 :

601

B =Ry sEb56THEL

DRIEZRET 720101, 5 FRGEDE ¢ WIEL
T2 L OREABIREZ#E L LT, E—A—A

74 5 SRS OB T & B LBATT 5 BB D5
M, BUTORFEATFHAM, FRRRT HBY
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Table 1 7 ¥4 —FAE

47 © 601

85 45 [B B ARFiRF R8RS

OD—s a7 amX—=YVHBUIF v BhIEN?

WHO s BHEREIN WA ENARES L Lz HB U 7 F 8 (universal
vaceination LT UV ORIEIZONVWTOT v 4 — hO B I BEVERLET,
HRAEHBLELT, FRZFSBLSV I va o 7ORICEREZ LD TH
EXRTHEZET, ZHIDIRYIALLSBEVELETFEY,

1. FEOEMOBFEHZ TT IV,

PR SRR INERR Z OflL

2. UVIRERTTH? s VW Z

3. T ogE Bl EEEE)
a) BERIRMERFERED LRV 6
b) HBV genotype AZMEMU, ¥+ U T{ENRGEHRINENDS
o) RFBIYDEIENBEB DS
d) gk HBV FIEHELO TS
o) TOM (BFEMICBEWVLET)

4. RV ogs  EEEHICOVWTIEREBEWLET,

FLoh ~HEEET ~RFAET

5. VWX OBE  BREZBBEVLET,

RER BARR “/DRERBE =mTOft
2%1%

Fig. 1

B =Rt mELLTHEL
1%

DRIFEEIRT T 57201013, 5 BIRGUEO B & EIEL D5 BRGHEDEH BB LR L BT T L LENH 5.

T 5% EORBITHRMEREL- LT, Ei—A—A MZ T, BT ORTRGT b B

=811 -
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