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3% DAAICE3 CHFLAERD

4 ELEE ROV

B =

C WU 47 £ v A hepatitis C virus (HCV) 2
WA A v ARREE, EEEHIRY A VA
3 direct acting antiviral (DAA) ®PHZEIZ L H &
IS L, BE, EHOENLE ZoTWAED
&, JEHEE non-structural (NS) $HIRICFEES S
HCV NS3-4 7u77—+¥, NSHA #H, NS5HB
R A7—¥ThY, ThEnizd+4, HCV
NS3-47nu 57— ¥HEFE NSS5AHEFIE
NSSBARY A 5 — VY EEISHHTETDH 2
(E1). LaL, HCV I3 14§ RNA 7 4 )V A

DA B L HIERR

Kl NS3-4 7057 7 - tHEEE

HCV NS3 &R 7o 77 —EiE, Bl
£V A AR E NS 2 A8 RNA %2 ~
) A —¥iE%E b2, HCV RBRARERIZE YD
FoONS3-47u7r7—Flok ) IEERETH
% NS3 & NS4A, NS4A & NS4B, NS4B &
NS5A, NS5A & NS5B & (ZH)Hr & ek & &
LB, D, NS3Ew AV AMGHICEE
LERET o EAR BRI TEY, B
IR RALIC®II L2 NS3-4 7057 — ¥ Dir
RREEZ H L ICNS3-4 707 7 — YV ELRE )
FEINT, T OEFNIHIREEE L & A8 1 LR
Al & BERAEE 2 R0 % 2 IR S, B/
FHIWET 5 7L I telaprevir (TVR), ##Ei2i
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THY, PANVAF ) LAOBHEEHKEF- 20
o, W W OBETEERICT I BRI
BLYANRAY 2 AHWET S, SEHA~OMRERE)
HoHL, HRFELET THMMTEESR Y 4 N RAD5%
R]d L ALFM S N CTE S IR 2 8T 5
(B2). LAL, EH~OBRESZLLED, b
b EMANHE DT EOMHRICL S, TH
SRAEFT ) AT 14 28 S Ak resistance—associated
variants (RAV) "= EDMETHEET L 2 &8
WEhoTwS (F3)Y,

¥ A7 L ¥ simeprevir (SMV), S=7LE L

vaniprevir (VAN), 7 A9 7L ¥\ asunaprevir
(ASV), 781 # 7L ¥ paritaprevir (PTV) 7%
BEIND DB, TVRENF A Y9 —7
o » peginterferon (Peg-IFN) B8 X fY /sy »
ribavirin (RBV) & §iF L T genotype 11, 45X
UF genotype 2 @ HCV 264, SMV, VAN
(ZFHEIC Peg-TFN +RBV & O 8 A T genotype 1
BoOHCVICHw6hA, F72, ASV & PTV i
NSS5A BHEHR LB T, 4 % —7 =0 inter-
feron (IFN) % 27 v» DAA @ & @ [IFN-free
DIEHIE LT genotype 1 B HCV 2B, gen-
otype 1b BNZIEHFE TH % 7% genotype 1a BT
WERIRDIE 5.

NS3-4 7u 77— EHEHE DA HERL L



C BYFFRD A IR EEIEIEREUAY L AR (DAA)

IRES*
HO% E2 | NS2 NS3
5'IF@ER :17| T>~n-7 1 7AFT -+ U XS —t 3 IERIIR
o \ L
#iﬁfe . FEIEEESD
é ¢ L 2 )
| Ns2-3707 7]
PRl
= ¢ -l NS5A NS5 RNA ff1F1E
surnnTFR| [TFEE el
ARG wl RNAFRUX5—+
4
NS3/4 7 O5 7 —HEES NS5A PRE S NS5 KU A 5 —HHEHE
51 e 1 e 1%EREY
TVR DCV SOF
55 2 it LDV Elz e il
e TR 0BV beclabvir
VAN 5 2 it
ASV elbasvir
PTV
grazoprevir

RIEfEAFIAEL DAA £ HCV NS3-4 707 7 — UIAEE, NSS5AAEE, NSEB KU AT —CHEEEOIMTH 5.

" IRES : internal ribosomal entry site

DAA OFHIWETOT 7 1)L

NS3/4 705 7 — HAEEE
e V36 T54 V55 R155 A156 D168 V/I170 L/M175
AM  AN/S A Qqgp T/K T/S/V AT L
SMV {
o, F43 R stz T/ A/H/q/\l ATIL
S G/N/R K A/E/G/’/Y V/T
PTV
NSS5A i 5E
—_— Q30 L3t YiS
VR W H8
LDV & ; Q
oMV — %% 1 #
NS5 K1) A 5 — FATFE .
SOF —?
sl P195
Gt A/S/LIT

DAA DFEFITHET O 7 7 1013, AUCEHEAOEHTLETRL 3.

Tid, V36A/M, T54A, RISSK/T/Q, A156S/
V/TBIUDISA/V/T/HZEDRMLENTWS
2%, HRFICHEAAT 2RI R, LR
B LE 2 I TIZRLD, VI6A/M, THA
124 148, D16SA/V/T/H 3B 124 2 #4R,

R155K/T/Q. A156S/V/T 341 # 48, 4521
REBICHBTAERTH B, —ARIC, M
ERNFELZLEHHFOERIZL DFHEELKT S
5 M SN, Sarrazin b 23 TVR k25 58
L & THREDBEA B S L TWA, Zhiz
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H7%

- 36 54 80 165

NS3

[ 24418 SR ZE E4% resistance-associated variants (RAV) #¥—EDE CHET D 2 &

A5 MICE->TWVS.

TVR RO SRS S ITaHE

( —— Single mutants  ---- Double mutants ‘
1,000 EV36M+A156T
AAIBBY/T N

\
~

\%DF“ 55K/T-+V36A/M
A156S .

100

v
R155K/T \
5 @V36A/M

1L : : 'iIWiId type

40 60 80 100
Relative fitness (WT=100)

Resistance (mean fold change in ICs)
o

EITHE RO T B R
155 ‘

’7
KU

HCV genotype AAG

la  ---GGCATATTCAGGGCCGCGGTG-—- |
R(F7ILF=)

K(Us) \
AAG
AGG |
b ---GGCATCTTCCGGGCTGCTGTG-—-
R(F7ILF¥=)

e L

—ERY I TS S RO E RS S AR EE VY, EEOD
FEHFELBZEICEY, Y1 IV AWEEGY (ithess) A7 L
SN AMEEESREET A2 EFMSATEY, —BmICEE
IR LY HEMHERN D - AMHETROE S PARIER
MEELBRTVS, (3 2) & W51

Fhid, RIS5KT % A156V/T i3 V36 A HAhZE
BT Y 3 Tk L B AT AR R LT Ll LT3l
BEIZES . — RIS R EE AR WA RRIE L
BARHARIZEIV DY, BIMOEBRSELHIEITLD,
v A N A BT H S (fitness) ASH L7 £ L A B
AR T B Z MM TE Y, BHERL
D LIRS - 2 BHER DT S HHER
Bl £ Lo TS (F4). T/, WHER
o HBE R E HCV @t {575 genotype 12X 1
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K155 (T7AF 2 1 R) DIEKEFIH genotype 1b BT
CGA TH2DI3 L genotype 1a BLTIE AGA ThB i, K(U
Ty AAA) LCZEET B A= 8 IC1E genotype 1b BTt 2 EIDIE
HETEFUELEOICH L genotype 1a BT | IBRTRTT 2
JEBBAEC B &V o illRAYREEE genetic barrier KIS L
TW3EEALShTWVS.

B ESHALPICENTVA, FlIZEHELHE
£& TVR 1, genotype 1b FZxf LT genotype
la BICHIRRIENL Y, ZOHBEE L THEAR
BEROHESEETH LI LARINTVAS.
¥ ¢ 12 R155 K/T ZE R 2% genotype 1a Bl TH®
CHBLTWAD, BAEKRTIRI FY 155 (T WV
F = R) @A 25 genotype 1b B T
CGA Td 5 ®IZ%F L genotype 1a B TIid AGA
THbHzH, KOV y: AAA) KET B0




12 1% genotype 1b #Cid 2 MR O HE I 78 WS
Zolzx L genotype laBTiZ 1 EEERTT
I /BRI U D & v o 2l ERYBERE genetic
barrier 2S5 L TWA EE 2 5hTwa (B 5).

NS5A PR

NSS5A EHIZHMH A2 o 2 A K&
HT, HCVOa7&HHEELHEMERTAZETY
A NARFEECEBICEE R EELH-TW S
EEZLNTWA., FIINKHEEY /3D FAA
v 1id, RNAMEHBAMPHFET S L, IFN#H
5% %) 5 12 B 38 3 % interferon sensitivity deter-
mining region (ISDR) ¥ %> IFN +RBV resistant-
determining region (IRRDR) ** A3f£#E4 5 & &,

R R &, HCV OB R 54 (2
EELREZELTWAZIENIEN SRS, X5
2 NSHA MHEIHICHT 2 TR HCV HZe 2T,
NSSAEH 2 RAFEZERT A9 2 CEHEREH
AR FEET A Z DL NI 2o T
5.

NSHA HEHRDH B, D ITE THRAD IR
BN 0iEF 27 5 % A daclatasvir (DCV) G,
ASV & O it Tle#l & IFN-free DiEHFELEE LT
genotype 1% C TR 45 35 3 OG0 1 Al 28

W2 LRAT Sz, BRI L Y84 ¥l ledipas-
vir (LDV) 25481) X 5 —PHE#HED YV S AT E L
sofosbuvir (SOF) & DT, WHEOEHE LT
N—= K= =P F 4 VY ¥ X V¥ ombitasvir
(OBV) #*PTV & U b F ¥ )V ritonavir (r) & O
AT, ARELTY1%5y 7 A" BET ST
BY, TNNAENelbasvir 375 VT LY
grazoprevir & O TREHEFTHE. Zh
5 1 genotype 1 B HCV Ik LA Z T 2 25,
genotype 2 HCV ICbHRITH A Z & LB
DAET, BINEFED 7z O B 5 BT D
L THBY, 20164 9 A OBV/PTV/r+RBV %% gen-
otype 2 Bz L TEIAZE S hiz,

NS5A [HEHREOBEANFEER L L TIE, NS5HA
FH2BAEZHEET 29 2 CEELIEE A

4 THEERAOHT

ﬂ NS5A x&t DV «m;&ﬁﬁ

. ECe(pM)

2.6+0.3

12,641.2

8.4%1.9
61+15 23
49.2+12.8 19
B1F+YO3H | 14,874.3+1,762.9 5,271
L31IM+YO3H| 10,989.4+122.9 4,227
L81V+YO3H| 21,674.5+9,461.3 8,336

EHOL3IIM/V, YRHAEEETH 5. JFiC,
YOSSHZERIINSSAMERERFERHATY 11~
Z%ICHARERERLE LTHEET A, Thbid
HCV DM #E TS5 EHFHCV LTY
IVOEBRPSHELICETEY (1), Wit
BEKRTIIEDRMET 5. DCV+ASV Bt
D EPR BB TIE, YO3H A% WEEF Tl
91.3 % @ sustained virological response (SVR)
12 %K L7200 L, YO3SH D H 5 HEHITIX
13.3%ICHME Loz bdRESNLTNEY,
[ B2 OBV/PTV/r T, Y93H A7 WiEHT
1299% D SVRETH-7-DIZH L, YISHDH
BIEBITIL83% D SVR ETH o722 LGS
nTwa (Ee)”. 7, DCV+ASV &#EiTlE
L3IM/V AR RIC 2 BE T 5 45 OBV/
PTV/r {68 T BB R IZ A2 h o 72 &
HEINTWE, ZokH ICEHEERZETS
EFNZH A RHE R ERE, HR2MET LT
PY A, SHRIEER L EST 2TREEDH 2 =
&5, DCV+ASV % OBV/PTV/r @ &EHEHIIC
A ER, BFICYRHZMET S L8
HRENRTWSE ZoEFH, NSH5A FHIZIE
M28V, Q30R % EDIHERIFM STV B,
BT TITE, BAMMESERCHEICRE SR

HEERIZTLORLEWEEZLRTWAS, L
#* L Peg-IFN +RBV +SMV i #% A K 3 5 ¢
DCV+ASV #BHICL o TH 7 4 L AHEBRAST X
Lo RERTIE, P2ORPRAP, ARKRE
HARTIRFELT, DCV LDV, OBV iy
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#3% DAAICKD CHFFRAMORE

OBV/PTV/r I3 Y IEZER SHRE

(BEMIZH05 Y93 EROBER 5 S ULRAEAIO SVRI2 " )

YosZEREA L ESVR
1.0% [ Non-SVR
(3/304)

 990%
(301/304)

Y93 ERSH )
OYo3ERAL L

86.6%
(304/351)

Yo3ZE®R#H) DSVR
[ Non-SVR

83.0%
(39/47)

oy £ L AFAERARDLN OEE GERORIAFLE, SVR HEROT — 2 ZIRE ¢) TSVR EERTE

o BEREELL.

OBV/PTV/r Tl YO3H Bl VERITIE 99% D SVRETH - 2DICH L, YO3H M & BEMHI T4 83%

DSVRETH- 1.

LT b B HEE & 7 5B RAHB Y 5 Z LAk
EhtTws

Nssam'}xv tﬁﬂﬁi

NSBB niﬂ%ﬁﬁ‘ﬁiﬁ%ﬁo RNA ﬂﬁﬂé}ﬁ RNA
KUY A5 —¥Th, HCV EBBEEEORERT
MK THDL, CEMD 21 73/ BFREIRE
TR TR P o /N K R Sl DB BB RAE S 5.
RNA &AM RNA K1) 2 7 — ¥ B BREEDORD
IEIET 2 BHEAR T T v B 7%, HCV I35
WBIRCTOERAER L, quasispecies D IRIE 2 2
B4 5. NS5B [HE %13 RNA K71 RNA R
AT —EREmHE LTBY, HER L IR
HoH. BERIE, 4 VARNAGROER (B
MM (7 r2]) L LTNSSBRY AT —

WD AT A L TRNAMEZMEELTY

| DAA HHIEHRICHT 555

(3citik 7) & 0 51D

£ VAWM A 4 L, chain terminator & L THE
T n, ZOROREERZAELICL, REW
genotype ® HCV AR THS. LoL, Rl
LTRSS L7=0E SOF DA TH 5.

HHETIE, SOF X, RBV Ot T2ED,
NS5A MR LDV & @< 1 8o C BBk
FF4e 38 X OO IR Zs | BT S e, ST
13 S282T @ A HHE &SN T W B, in vitro D
ST, SRR H 75 2.4~18.1 fiEFRIE
g s hTwA, —7, FFEEREE NSSB @
it | A 4 VICEEET B 2 L THY A 5 —Hifitk
¥HET S, ChET Bib4rfieTh—
7 b ¥ BHAHERENT VWSS, AL
2HELRTWVWIE, genotype il L DT E T — T
MR BL LD NBETFRIEE X265
~ % 5 7 ¥ beclabuvir 3¢ ASV, DCV & @
T, bAETHETHEPTHS.

B -

N83/4A 7077~ tﬂﬁsﬁmﬁﬂf

ﬂkﬂ‘d‘%i‘f%

ﬁffi‘f NS3/4A 7°DT7’ —V¥RHEE L, Peg-
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IFN+RBV & Btf, & L <12 DCV % OBV 25
NS5 A [H%8E & o fif il C genotype 1 El o HCY

BRIV T &7, TVR 3% 1RO 7R

77— ¥MEETHY, %2 ko SMV. ASY




DCV+ASV : SFRMIIFIORIEER VBT

4 FEERAOHE

DCV+ASV
Case 33 HCV RNA g
61F @
IFN Ineligible 4 | @
ISDR O/IRRDR 1 \ v/ Yo
Core 70aa R 2
IL28B T/G 0 \/
0 4 8 12 16 20 24
L3171 Y93
EERY) TNSYRES R PRIRIgNRAREREEES [ Phylogenetic tree analysis }
Reference TTAGG(ATA|GAAAGATTTG|CAC|ITCTT
HOV=d - - - -C|T - -|a= -~ - - - AT o] - -
Wi U—FE
1 9807 - - - - - ] Y ———— T - AT
2 521 oo s > [ R AlT -
3 N326 - - - - - A--|A-=- === C- AT - -
i 4 7200 - - - - - A--A-G----C-AlT
A 5 192 - - - - - A--lA--G---C-alT-
b3 6 144 “A-fA- oA - - AlT -
w 7 128 -C---[A--[A------- AAlT -
8 B85 ----- B--la----ag---afm-
9 79 ----- /' S - AlT -
10 73 ----- A--lA------ c - alm-
Y93H] 1 1 - ===~ A R oo C- - AlG-
O1 106860 - - - - - - I P
532 - - - - - I
3 300 - - --- 7/ W
B 4 118 —_— R
+ 5 110 C B I R
6 106 - - - - - L R i
}% 7 Bl <o . L R g
8 67 - - - - = A= =|-=-==A==-==- C
9 62 G--|A--[-----mae - .
10 58 ----- - --e--------

NS5A RMEZ R, AR H T 20757 L ATk 2 a7k

LTHESRH®OERE £k UL DEAIREDFEEHD

BORATEERATERLTD, MBEOERIERIY, bEHEFELAEVILIERBLESIANINERELRY, b

H & M quasispecies DIREEN AE < TELTLE S,

PTV EWZHAMET D 7 7 A VR R B0

Peg-IFN +RBV + TVR {&#A BRI H12 1, Peg-
IFN +RBV +SMYV i # % IFN~free i T 5
DCV +ASV % OBV/PTV/r B IZEFENTH 5 &
Zz6hn. LhL, $2HMK0SMV B
ERTHBRARI & 25 L DISA/V/T/HZER
AREIZHAT S, CoERGE2HA T T
7—EHERICKBATHH ASV R PTV L357%
it 1 > T BE MA@ B F2 8D, IFN-free iR TH 5
DCV +ASV % OBV/PTV/r T2 BN EIE S
T HEMEAEIE S T B, HEIC Peg-IFN + RBV
+SMV GBI DCV +ASV BB %2179
&, BRI B2, W AR
L, LPbE0ORHERIE, hETHEELE
Poftd ) bRBRLRER (RERE)T, £#0
BRICOTERE 2R IIT I EFTFHEENTEY,
FEEEAET L. BHHNIZIE 0L RENTI

NS3/4 7o 7 7—EHEEZET LWL VA
TOEBRPIFE L. 72 SMV 2 &L EH0%
Wl cHIL L7 DI6SA/V/T/H 581z, B
T, FERIREFEDS R D ERIBTER L LD,
FOEIRIRETASVICL BB EIToTHLIE
AR 2 B REERW S LS hTn b,
FOHMEHE S TERWA, bivbiud ek
JHE D {7 T # A (deep-sequencing 1) T E]
X0, R DI O o SE AT M 25 s
HELTD, MfioZERfbEI, bLbLF
LT ANALERLE T4 VANERLERY,
b & 3 & ? quasispecies DIRAEDITK & B L
TLEHIZ L &IRHLTWE (7)Y

. NSSA Bﬂggmﬁa‘&uﬁmﬁﬁ
B, bﬁ*ﬁfﬁﬁﬁTﬁE&NSSAl?ﬁiIii.
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B3 DAA LD CRIFFRAMROER

DCV, LDV, OBV T& 4. NS5A HEIE L,
H RIS V28 Bk S AR RS — E OTR SR THFAE
T4, JFi2, DCV+ASVIEHR TIZLIIM/V %
Y93H %%, OBV/PTV/rif# Tix YI3H 4% i #
WMEZREGESELZ Eh0, HEAICHEERY
WEL, ZROANCIEBEBREITDR2VONPENTDH
5. B, INGIZMEBRBRTIZNETE vl
WS TREENEATETH P R—- T s
FAbEESNTWAE, BE F4Lv7 =7
X » Ak, W4 21 —7PCRi#, PCR-Invader
BEiCXBMlENTARATWA. —J, LDVIZ
NS5B AR A 7 —HHEFETH S SOF & DEH|
THRIEINTWAD, WKRBRTIE, BRI
NS5A Tttt & 1 ZBE L\ w2 EAME S Tna,

IhFT, bAEETI, %< DEHICDCV+
ASV iGHBHV 1, #185% T A4 Vv AHERRAS
LENTWA, LaL, #15%DMEH TlEiaHk
PRRBCThH oz LiEEIND. DKL) LfER
T, BRANCHEERS R L b, BIRENR
[ZIE NSS5A [HERHEERZEL TSI &N
RENTWD., ZThiE, HROBEFENEIC X
DR L7 0A, b &b LIFEET AMEOmTEE
Fery A W ADERIRE NIz 0B Tid v,
VRIS DR R A U B L SR BRI
HT AWM H B, L, NS3/4 7077 —
[ 3 & NS5A [HE %, o ih 5t &l <1,
NSS5AHEHED AL LT, NS3/4 7077 —¥
FHER ST A ERE2OELT, 2 HICHE
R & 722 A . bR EIZ BT S geno-
type 1 B HCV 2 %) 4 A IFN-free ? i& #& i 13,
2016 4£ 5 H B, Wihd NS5A HERZ &
7%, DCV+ASV G LKA K E RMEL
oTWwh, #IT, ZOX)RESNZEMRL
SEAI P2 B % M L CRBREBIRDIRst & 15
7%, BAEAE O N BB HGEIL b & 0l L
T H A FE0E 78 B 58 484 (AMED) [ 182 I 4% -
P2 - FRAOBET R F - —2 &
7o &, BIREETRYD SN b BRSO
FEWLROI-DOMZE]PE (PEE R EAR) 12X
5 &Mt MR AETR Th S, bETI,
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C BIF S BH07 4 W AR LIEFEH D)
AT T A 9%, IFN-free IGHRIZRT 5 1)
WiE1EDARE ENTED, IFN-free {HHED 2
B B LAMED EF A B 0 HES 1%, T B
BeW R R HE T A [P PIEE IS X 5 3
W, ZOBEINEYTH L E D[ ERE] D
BEThHAhH OB, LRI X 2RI
REPHEHHEICLEIETELOTHS (H8).

BEH9I1TIE, NSHA HERMM: TIE NS3/4 7
o7 7 —YHEHE+NSSB R 2 5 —VHEH:,
NS3/4 705 7 —¥HEEEMES TIEED (i
$7) NS5A FHEI +NS5B R # 5 —VHEE
DHEMHIAETH BT MDD 5. DCV+ASV
EHERIEhBRETIThNIz2H, DCV+ASV #Eii
Blzx 9 Ao E - i To IFN-free i DIH
BESIEHL 2 TIZ V., DAETIZDCV+
ASV EHA K F1 SOF/LDV {&# % 1T - 72K
BWMOBAREINTVDA, RIAWH LEFEHE) T
BHHESNDY, NS5A HEHIE, WHEER)
EUTHBERCHERMCUERT LI L, BE
OERIZL DEBEFRTERZ VI &4, FHiak
BIROBINZ 22 5 TWAHDS, SEMMEHMBICE S
BRSSO BRI BB L & { T
bhwv, Ihd, [FHEME]ICE2HER
HIEE & ARBRICIED CHIBT AR RO TWAHEHTH 5.
BEH WL TWADCV R OBV X hiR%
NS5A [HEEIF MR T, TXTORETFHE
HH) (/Y= %47 pan-genotype) T,
2 A Cic < <, GHIITH S MR TH A
CEBPEBEINTWAS, IALOIERA DCV &
E DA R VDR HEE R CH R Td R %
WAS, A kb BIIEAERI W AR 2 NS5 A JHEHE
L h i AEDEAE N ETFHEERS,. SHRON
BEGOEEAT AL UNETH L. BE HF
FFMZEAI X 5 [CRIBFfimy A ko4 2]
Ti%, DCV+ASV EFRARINFICH L Tid Peg-
IFN+RBV +SMV & sk e LT Tw
5.




IFN-free SARIE AR DR IEFH

4 EERAOKE

AAREEL IR
L?M’Eﬁﬁféﬁwlxtua$WWﬁgaﬁwaEm(axﬁmﬁﬁﬁgsmﬁaa

R & (ERY ¥ 5 BERT »° FHAR B RO AR R L S s R

BT 5 BAFRESFREPIETS 5
i

L e s RO oo ot [(LBEBREFRAEEIEA
¥ { ] WEMD BT i
FERB LML | | | B £ fER T 5 e S ;
T 3 BATFRLES | | _ ] o? :
M FIE H PEGRERA L EEFAT, [FliEHH 2-9 I
i BN B o1 1>8=7 027 )—A%F (Al CHT 38 !
i &, WEICMD AR EAVT, BAROBELDVTRS !
P ewiemn | | ‘i“() i
| R I W T 5 FAEEREAL | |
' BAR RS RErPIE i HEWR (A) | |
: - |
; W) LA 4SS, BRROEE ;
| | B & e T 5 ER | ;

B 825 28 11

PRS-

O, @RE«MEWETHRE
TOIMPAFESEIRT

IFN B OEMRMEIRL & iy 2081, SEOFRBLEMILSHRR % U T AAENFERISEE (AMED) O [1S15F
% - FFHREE - FEOPADBET RN A Y —h— ¢ B0 REREE, SRETEDS N BREMIEE DRSS W RO 10 O]

IEOREER : R OUK) & 3 METFHREETIHMEAN TETVS,

NS5B A X5 —tHHERETRICN
TBHE

NS5BARY A —¥lHEHEDI L, T TI2HN
BN T\ 5 SOF EEEROEHTH D, WL
RIZELITL L, S2RT DABH LN T WS,
C DOEFOMMEMBEL, genotype 1b H Tl 9.5
1%, genotype 2a %!, genotype 2b iz Eh =

Cﬂﬁ%ﬂﬁ?é%ﬁwﬁﬁ

N28M s2LMB\EEN TS, Lad,
DAA RIBROEFI TR OERIZIFIE A LHEE
LanZ s, BIAClET 2 B3z dhun
tEZbND, F72, SOF 2 HWiBROFK
WHPITL ZOERIFZELIZL wESRH, KiC
SOF 2 &L L ¥ A v CHBARII KD - TH,
ZOMENIMITRD RITHUE R & 2w,

HE, CHRFRDE#L, IFN-free DAA A5
LTHB, INFTHWLNTE-IFN LBEY,
DANAT ) DMTHEEERT 5720, BRI ER
TWAHPHBHEROBEERE LTHEET 5.
HAEHE R e 38/ 1%, NS3/4 7 us7— ¥
I, NSHAHEIE NSS5BHEY 25— FHE

FEOIMICEON, ThEDEMEMASHET
Wb ZEPUETHE. 2T, BRI
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