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ITT : intention to treat analysis, SVR : sustained virological response
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HCV RNA f21%{t3E : 1L28B Genotype BRI TRl {b R ICEABDIIM 1=,

EW/ 72+ 7V EHRRER, IFN/RBV S HEEOEEREES TH 5 null responder A1
AV =T 20 OFEATEROARMEE 23 RERAIT BB ETID T, S51ICA Y
F—7 0 DIRERICEBRT 5 IL28B @ Genotype I2 & BRI BOSHEAR D Iz, — & 7
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4. DAAS 2D IFN 2 U — 5% (IFN free regimen)

5 5’ /:77’}’7\i:)l/ | 7 AFT Vt)bf%ﬁ%%,ﬁfﬁﬁﬁ‘l %’?% (%6 48 it‘%ﬁ)

non-responders Peg HN/ RBV ;
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S e 39/48 N 98/9{ —
S s it L
B B
| (es12979860)

G
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f ‘Mwi%mwm“Mwwwﬁuuwww,MgwMMWWWNWWHMH e
HOVRNA, M SD) | 6804D | 66058
Pegi?\@@{evwnehgﬂﬁe A 100 -
PeO—IF?J/I{B\flntolerant ““fw"” L s

Non-responder B & PegIFNIRBY (f FISEEFie, RHEMOEBERT,
(RS £ 1)

552 EN )T AFT U EMGRABEED PG 3 B (8 ) L Y kR, ALT 15D T8 - 7275
Z D OFWEFITREMA & ORETH O, WSEH O HFEII R/l T,

—F, 0I5 AEN )T AFT U ENRBEDIRREARIG T, EE#%O HCV @R T
W CHAN W Ay A V20 BB RHRE S T0E T, Tar 7 —vHEETHETXFT
LV EWVDIMHZS & L Cid DI6BA/E/V 2538w 61, NSSABILERTH S5 7 54 R ENVDTHEEZE

LU TL3IM/V & YISH AFRYD 5N T B IRHEARIhE T Hirp 5 G CHasRBlIaTIc s 7 5 4 X
ENVOIHPEZE SR Z D Te, U LRIBRDOZEEZBIGHNZ R TW /e SVR 1T - 7fERIE b
PR o N, Ei, WEBEARIIG T TR, BRPOY 7 55 AENET 27V ELDMEER
D b5 TEDED 5 7208, fh SVREMTS b5 7THOBOERANEZ B D STk

WWHARTE, 755280 /T AF7 L EVHBEEOSE WHOERMThN I, wE

FEBI OB &%, non-responder # 87 #l, IFN /RBV #fHEERIE F /o 3 @G 135 flT%
NN 60 2, 6428 HF (B /&) 39/48, 38/97, IL28B Genotype (rs12979860) (CC/CT,
Tmlwﬂ,wml}KWRNA%GngUmU&866f@ok<§3)oﬁrﬂ®mﬁ4wx
METIE, HRERBBROEEEZ 4 BE (RVR) 75.2%, 128H (cEVR) 91.0% :
IR T R (BOT) 92.3%, 1B T# 4:BHE (SVR4) 88.7%, i J@f& 7 % 128 H (SVR12> 85.19%,
TR T 24 B B (SVR24) 84.7% Tdh - 72 (E5 )o Non-responder B, IFN/RBV #fHEEA
T & 7o 3B BB © DIGEIC T # 24 B EB AL (SVR2D I, £hEh 80.5%,87.4%TH -
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ITT : intention to treat analysis, SVR : sustained virological response

(rik 8 & U)

Too & BICHFREZREHITIE, 90.9% (20/22) ® SVR 24 T -7z, & 7o [L28B ® Genotype BITH,
CCHEELCT, TTRETIHEEHR T# 24 HH (SVR 20 132N Z2h 84.5%, 84.8%TH -7z, € DT,
s, MR, BEEO HCV RNA & CHENRICEERD I - 1, /u} HETRIZY A W RDH
WA FR 8 7o REHIE non-responder B, IFN / RBV B BEANINA £ 72 3R T, ThETh 6
B (7.9%), 1141 (8.5%) TH -7z MEFICEIILUicY 4 )V 2O LR EZFD IR (7 1 )V
205 breakthrough) 3 non responder B, IFN /RBV #fHIBEAHE £ 3 EKEcENE
1041 (11.5%), 441 (3.0%) TH » 7o, FIIGHEK TR HCV RNA BHESBzhEn 1H, 2
WTHoteo—H, FI7I7F5RAEN ) TAXF7TVENGEEED PIEFNIE 114((5.0%) T AST,ALT
fE_LFAS 10 B, EREGESEE 1 I TH - 7. Grade 3/4 ODFEEZIGIT 13 H1(5.9%) TR T,
RINEEAK, D, REEENETH -7, Grade 3/4 ® ALT fED EFHITIIVEREEE L »IC ALT
BRYE L T,

FU 55 REN )T AFTVENRREOS NHERERBRTO 34 BIOTEEARIIEH 29 6T,
FEBRIATTIC NSSA fHI D L3IM/V £ /23 YISH 0 7 3 J BE RN D Ei’bf@?‘:o ERARE
NS5A 80 L3IIM/V £ 723 YBH O 7 3/ BEENED 5N Tz 37 #1TiE, non-responder
COBET4BITR 4 B SVR24 1272 b, TFPN /RBV $HRE AN & 23 B AR 23 Bl T 11 il
SVR24 1278 - 1o, IREEBRIANE NS3 i@ DI68E 0 7 I /) BEEA D IREMIL 2 HITH - 7275,
LR SVRICE oo =07, BEEOIVTS5A4 7 Y 2AOKRF T, 9B%ULOaVTS5147 Y
AT SVR24 (i 92.7% (179/193) T - 7=h3, 95% K Tit 31.0‘% (9/29) TH -7z, LML 95%
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4. DAAs 2D IFN 2 —EA (IFN free regimen)

RGO AL T 54T v ATH - 12 29 P 15 IR RS TORIBITH - 7o,

SOk, 7O T (B, WED, A—2 b7 ) TR EERLNIITbNIZY 7 S5 AN /
T ATV VAR BRI o AR AR S e Genotype 1b 280 C BB PEIF 4% & o
FFREZERE () 7256 5 & U AT h A 7e & ORRPRITYE T, naive 17 90% (182/205), FiiGHE Peg-TFN
/RBV @ non-responder #17C 82% (168/205), 1FN /RBY §F MR EAZ & /o d AN s 41 < 829
(192/235) @ SVR B ThH » fz L a T b, AST » ALT il =507 & 2 BIFER Rk plE, &
TENETN 3%, 1%, 12%ThboieEM AEERRLZLCHIEHBEIN TS,

3 OO IFN 7 U —Fk

i

NSHEB D4 T +a 7D R Y AT —BHHEHETH 5 sofosbuvir & NSHA I TH % ledipas-
vir U S e o AEGRR U 7R O B B IS S ST B, Genotype 10 naive 0 C %
PRI 25 FE 11 sofosbuvir & ledipasvir 2 U /S E Y VPR & 72 3 JE0HB T 12 80 % 7213 24 B
U@ Sh T s ' Sofosbuvir & ledipasvir %45 12 8 RET 99%, U /SE Y V1
12 B EET 97%, sofosbuvir & ledipasvir 5. 24 BBEET 98%, V /N U O 24 BT 99%
D SVRIZETH - 72 F FERIC Genotype 1 B THITERE Peg-1FN & U NEY UHHEE (7o
T 7 —CRHEIEH H 0 OREM & 510) TOIEENINT T 5 sofosbuvir & ledipasvir O R
bt ah T 5 Y, Sofoshuvir & ledipasvir #2545 12 B EET 94%, U NE Y R 12 MR
T 96%, sofosbuvir. & ledipasvir % 5 24 B B T 99%, U XY fFF 24 8 R EE T 99%
SVRIZETH o /oo WINLEELRIERETED L - L ERESN TS, F 7 Genotype 2 B,
3BT B sofoshuvir/ V2N EY v OHFHBRE T, 128 O ¥ 5T Genotype 2 8T 93%, 24
SO Genotype 3 7T 85% 48 SVRI2 ICHE Lic LA SN TN A W,

SoIiENTIE T T T —EHEETH B ABT-450, NSHA HHEIETH 5 ABT-267, FH:AZHEH
NS5B R A 5 —EHEIETH S ABT-333 & U b FEN @ BIPY NEY UHFHBREO S 1A
Brv W isfrbiiz, ABT-450/r, ABT-333, ABT-267 & U NE ) VPR (Aviator study) @
&% R T, Genotype 1 T D naive & HiiRHE Peg-IFN & U /N E Y U §R i T O null response
DBV RIEFI A6t 5 & Ul ABT-450/r, ABT-267, ABT-333 &V NE Y »AFH R 8 #E, 12
R, 24 B S OBEESTHhN Y (Phase 11b)e T NTORER T, ABT-450/r BEEN
TW5BH, ABT-267, ABT-333 & U/NE Y VHEABETI, naive fil0 8 B S T 88%, 12 H[H
BET 96%, 24 WEBE T 0% EEN SVRENREN T 5, ABRICHIERE Peg-IFN & U /N E
U v BRHEREE T O null response DFEFIT &, ABT-450/r, ABT-267, ABT-333 & U/ Sty »HFH
LB 12 MBS T 93%, 24 AMERES T BN ESSVRETH -7, 7z ABT-267, ABT-333 &
UANEY D 3FIOS B 2FH]E ABT-450 2 L BRIC B TS 83 ~ 89% D SVR RAZD T
7o COBFRERICBOTHEIEAOZ S BBEREIETH »72o T DX T naive fl, null re-
sponder FEFI L FHICHE VT S 12 BREHZETEH SVR RERD T3, TN SOBEETOHR
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] 2o r8 70— DA prasmas

HAD CHFABEREBALTETVAE I EAEL S &, FEMITI IFN 268 L7 WEIfER
WDI3 OB OE N DAAs OFFEEES CEFFAEEO OIS EFHENE, 5755
B/ T AF TV ENVHREER, BRIFBERKLEFEONA NS4 v iZbmEEIh T3 5"
ToF T —VIHERE NSSAMHEERELRY 45— PHERISEIGED PR 2 5
BEBNEFITHD, SBOBEKAREENSEESN TS, CRFXAOEER, ZORICTE 3%
BDIRIEEFT > T T EDRKRYIILZ ETH B,

(AR &)
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nese patients infected with hepatitis C virus subtype 1b. J Viral Hepat 20 : 167-173, 2013.
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4. DAAs [ 2 IFN ') — 85 (IFN free regimen)

interferon-free regimen to cure HCV infection. J Hepatol 59 © 885-888, 2013.

15) Kowdley KV, Lawitz B, Poordad I, Cohen DE, Nelson D, Zeuzem S, el al : Safety and efficacy of
interferon-free regimens of ABT-450/R, ART-267, ABT- 333 & ribavirin in patients with chronic HCV
GT1 infection © results from the aviator study. J Hepatol 58 © A3, 2013.

16) SR 25 A LA 97 a8 TR B R A5 I 4 56 T R B RO SR AR 2 (NP 440 09 B AR Sk S O A b
APENFHEEIEAT A V5 A v ORI B4 2 WEFTHE T3FAE 26 48 B 2 C BB YEIT 46 - B2 7 4 Fo5 1
V4o www.vhijorjp/04.support/pdfdir/h26guideline. pdf

17) BAFEMSE AR C B IEIE7 1 K50 > GE3RD. 2014 4E9 H.
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EEER SEICBIT 5 CREMTREN ITPA B F5E
(rs1127354) ® SNP Bl% 1 (n=981)

ML, 20 B o¥tmk o ITPA #{5F B3 H
B2 & % SNPs (rs1127354, rs7270101) 2%, B5EE
DEMEBELTWAZ EZHLMII LY. £
D, AERANDEET rs1127354 HME— DR EZE
BThHbrIEVHLIPIIZENTY.

ITPA R, 41/ Y3V YBATP) R4 /v >
29U VB (IDP) %4 /¥ 1Y VE OMP) Iy
VERALT ABEECTH AH. rs1127354 1 ITPA O
IV V2EORFEOT I JBEHRICHEL,
WEPCHO ALERTHE, TI/JBHME SO
VB BALE= VICERL, ITPABRHOKT
&7, ITPAOEHRE, ~7oBTEH
0%IETL, FERBRTIO%ERSY,

ITPA B1EF %5 (rs1127354) 13, CC/CA/AA
DHAEDLEDDHY, LB O CEFLERNICS
WTid, TREFENT3.9%/24.4%/1.7% DEEE
THho72(E1).

HbRDbIZIFN &L OBFARIICY NE Y YO R
% 4BMEITIRS L, VYY) VBRSSO
BRROLEZWREL72Y. Z0ORKE, ITPA &E
FEZBICLVEMOETIIEN DS L EEFL
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ITPA Bz FZRIEEHEFOBMICEES 2 H
FThHY, CEFRIIHTSLIFN &Y LY »
OB RBREORKN L ERENRICEBEE LW
DIFEH L. PEG-IEN &£y NEY v (2, 7u
F7—EHEEDTF 7 LENLEMAT 3K
BWEOHRBEHEFMICD ITPAIZES L
FEINTVDEY,

LaL, CRFRIIHT DN EERFEE
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[TPA Y NEY YIZ X 5B MOREEICBEEY
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(& BF - SHER)

1) De Franceschi L, Fattovich G, Turrini F, et al. : He-
molytic anemia induced by ribavirin therapy in pa-
tients with chronic hepatitis C virus infection : role
of membrane oxidative damage. Hepatology 31 ; 997~
1004, 2000

2) Fellay J, Thompson AJ, Ge D, et al. : ITPA gene
variants protect against anaemia in patients treated
for chronic hepatitis C. Nature 464 ; 405-408, 2010

3) Ochi H, Maekawa T, Abe H, et al. : ITPA polymor-
phism affects ribavirin-induced anemia and outcomes
of therapy-a genome-wide study of Japanese HCV
virus patients. Gastroenterology 139 1190-1197,
2010

4) Sumi S, Marinaki AM, Arenas M, et al. : Genetic ba-
sis of inosine triphosphate pyrophosphohydrolase de-
ficiency. Hum Genet 111 : 360-367, 2002

5) Kobayashi T, Hige S, Terashita K, et al. : Anemia
and thrombocytosis induced by ribavirin monothera-
py in patients with chronic hepatitis C. ] Gastroen-
terol 47 ; 1228-1237, 2012

6) Lau JY, Tam RC, Liang TJ, et al. : Mechanism of ac-
tion of ribavirin in the combination treatment of
chronic HCV infection. Hepatology 35 ; 1002-1009,
2002

7)) Hitomi Y, Cirulli ET, Fellay ], et al. : Inosine triphos-
phate protects against ribavirin-induced adenosine
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tion. Gastroenterology 140 ; 1314-1321, 2011

8) Chayama K, Hayes CN, Abe H, et al. : IL28B but not
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3. CEIXaEOMER

KIERER AR

4{“\{?’” {L mP’*h‘ # 2 il }‘l”h M}’”{{L\ »HM
W B /Nl
Woo#de IR

key words chronic hepatitis C, direct acting antivirals, NS3/4A protease inhibitor,
NSBHA inhibitor, NS5B polymerase inhibitor

o M\

CHIF R B 5077 A A AJE R, interferon
(IFN) #5C % % pegylated interferon (Peg-
IFN) &FEEHL7 A OV AFETH 5 ribavirin (RBV)
DPFFERED &, HCVIERIHY 4 VA TH D
direct acting antivirals (DAAs; NS3/4A
protease B H], NS5A BHEA], NS5B polymerase

BRI Aol & L 7ol S 258 L 7z T,
genotype 1 BUFEW I % L -CNS3/4A protease fH
EHC H B telaprevir (TLV) & Peg-IFN/RBV,
simeprevir (SMV) & Peg-IFN/RBV @ 3 #l f Al
FREDEHTEE & o s, X 57k 3588
M & B oIk RIfEAERE BiE LCIFN 208 L
2 WRECTDAAS O A DO FAFHEDBEFEDHER, %
3 NS3/4A protease il & &l T & » asunaprevir
(ASV) & NSHABHZEARITH % daclatasvir (DCV)
O 2K OFRERESER TR & 2o, KRETE,
DAAs D & L 7= FiBIEFHE O BIFERIIC D v
THRSEDHRE BN B

A. DAAs#HBEEE

CHIFFZIHT 237 2 igiede & L ¢, HOVZER
7 4 VL 23T H B DAAs DEIFIEA, Peg-

IFN/RBV & @ #f Fi##H: (IFN based regimen) =,
IFN % fH L 20 WIECTDAAS D A O FfEE IFN
free regimen) 7 & OBKGEERDEA TV B, K
5k, AU TH 2 BHHER L, i
KRBT H LT 2 IRFHEIC DWW TR 5

1. IFN based regimen

[FN% 79 v b7 4—25 & LEBHIEDL Zh
F, Peg-IFN/RBV & NS3/4A protease JHEHI,
NS5AHEH], NS5B polymerase B2 #1 % i H

% RSB A T b e, RIE T,

NSS/4A protease JHEHA & Peg-IFN/RBV, NSHA
FHZEA & Peg-IFN/RBV % §f Ff 4 2 R GRE 0347
b, BFE, NS3/4A proteasell & #l & Peg-
IFN/RBV 0 3 Kl ff F 5 i5 3 — M ik PR < 6 7 e
Lo Tn3,

a. TLV/Peg-IFN/RBV B

# — {1 % » NS3/4A protease[HEH T H 2
TLV 2, 20114E5 A RECRRFET S 41, K
FieBWLTH 2011 F 11 HIBEBRET I N7,

AIRIZ BT 3, genotype 1 B CEUBIERTR 12X
% TLV/Peg-IFN « 2b/RBV 3 ZlIfEFAEEHE (TLV/Peg-
IFN o 2b/RBV 1238854 Peg-IFN o 2b/RBV 12
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BitE) OEWHERBROENRIZ, FKBEHT
73%, BIREEMRHIT88%, HiBFEESNM T
34% TH o7 12,

TLV/Peg-IFN/RBV i ERB DGR S HEI N T
V3, K51k, TLV/Peg-IEN « 2b/RBV 3%
B IRV IZ 54 € TLV2250mg & TLV1500mg %
T 25 v 7 AHEBEROBR, genotype 1bFC
RAF4 81413 &, IL28BEETFTTS L  kaf
REEEMR O genotype 1b B CEIFFL 5241Y 10 &
i 2 TLV1500mg & /TLV2250mg B 0 2 51 5 3
znFh, 85%/85%, 92%/92% LEAZTH o
ZEBHEINS. Zofls, genotype bR CH
FF4 1204125805 % TLV/Peg-IFN a 2b/RBV 3%
BERIBEORR, EEROFBOEHELE
WTH77% L, 60FRLIT D84% Litkfaiz\ T &
D3R I D, —F, genotype 1bEI CEIFF4
16641253 3 TLV/Peg-IEN a 2b/RBV 3 %165
BHEORER, TLVHIEEIZ26% T, 65U ED
ERHEDPGEY - D OTIVEREEOLZ WEHT
TLV s R {, 658L k2> TLV35mg/ke/
HU OB SR OE8% BTV kI E -7 2
L%, TLV25 ~ 35mg/kg/ H DEETHR b BAE
DPERTH o7 Z EBHEEI N BN 513,
BEIRIE @ genotype 1 BB HEIFEZE 2926 1
4 2 TLV/Peg-IFN o 2a/RBV 3 ¥ 6k ORs
B ORERR 16 E It BELRBIEA % 45% I
Zo, 16%KBEHRIEICEDY, 5554 (2.6%)
BB L7 LMEI TR T,

TLV %, genotype 13721} C7% < genotype 2%
KL T RV ANVABEEZELTwS, £
BT 5, BEAED genotype 2R CRIFF 4 14
% TLV/Peg-IFN « 2b/RBV 3% ff Fi gk (TLV/
Peg-IFN a 2b/RBV 123B# 5.4% Peg-IFN ¢ 2b/
RBVIZ2E#S) OEMEREY 0BKEEDS,
HELORHARFEESRIS B THEIN, F
ZhER1Z, BIAEEEIRTS88% (95/108), HijGFRE
BT 50% (5/10) THot=,

b. SMV/Peg-IFN/RBV §tE#:%

5 T {H % D NS3/4A protease[HEFITH 2
SMV iz, ¥4t AL HIC2013F12H I ERE
mE[E NI,

SMV/Peg-IFN/RBV 3XIftFMEEHE X, 45 IIHHE
Br LT, BKIZEWTgenotype 1 BIRGHEH
3§ % PILLARY, genotype 1B EEIAEHE] Iz A
T % ASPIRE!?, 3%z 3> T genotype 154
G N 3 DRAGON'D 23fFh i, 8 IHEZE
LT, BEIZE T genotype 1 BERIBEFI
%4 2 QUEST-1'?, QUEST-2'¥, genotype 1 H
BEIREHI I 319 3 PROMISE™, Rz BWwT
CONCERTO'™? psfFbiife, BT SIIHER
BROER2MRAR S,

QUEST-1'?, QUEST-2!¥ 1%, ski&HED genotype 1
BCHEIFFR (RREMFEZEET) 39441, 3914,
PROMISE!® iz, Hi#EFE#A® genotype 18 C
BFR ((VEEFEES ) 39341 L, Peg-
IFN o 2a/RBV (PR) 485A#HB 52 NEE LT,
SMV (150mg) /PR 12iB#% 5% PR 1258& 5.5
FHELUEEBTH D, SMVEECIEHEAT 3 PRIE,
RGT criteria( ¥ # B #4438 HCV-RNA < 251U/
mL 2> ARG 128 HCV-RNA BRI 3) %3
7o TEERITIE 2438, Wi S WEERITIE 4838
5317 (QUEST-2 D Peg-IFN 1 o 2a, . 2b % &
). Z O#EE, QUEST-1, QUEST-2, PROMISE
KB 5EHEIR, HEFED50%, 50%, 36%
Iz U, SMVEE T 80%, 81%, 79% (genotype 1b:
90%, 82%, 86%) &, N b SMVETHEICE
FThot, SMVEDIL28B SNP (1512979860)
BDEZNFEIZ, major allele ® CC/minor allele
CT/minor allele ® TTHliz, QUEST-1 T 94%/76%/
65%, QUEST-2 T 96%/80%/58%, PROMISE ¢
89%/78%/65%, FFigHE(L. Al OFE )% 13, METAVIR
FO-2/F3/F4 5liz, QUEST-1 T 83%/78%/58%, QUEST-
2C85%/67%/65%, PROMISE T 82%,/73%/74%
THo7.
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KI-CciTH 7 CONCERTO WS &R B X
i (Peg-lFN w 2ad 5 Wik a 2b) o X
D 43T R S 7. CONCERTO-1M) 43, o
QRO genotype 1L CHIIF4 183 i X L, Peg-
[FN « 2a/RBV (PR) 488458 #WEE L,
SMV (100mg) /PR 12858 PR 1250
e U ciBecH h, SMVEECIROEE Y % PR
ik, RGT criteria (&G 438 HCV-RNA < 1.2
log TU/mL %2 i HE B G 1238 HCV-RNA ¥ &
) BT TREG T kL 2438, W7 & neofiER Tl 48
WREE S a0l (48R G & T > TREGNX Ll A |
C DRGSR, MR 57%(34/60) I L,
SMV T 89% (109/123) & SMV BT R AT
o, i, SMVEEDTL28B SNP(1s8099917) 51
DL, major allele DTTT94% (77/82),
minor allele ® TG/GGT71% (30/42) TdH -7z,
PR 2 A7 R O FERE R, W IRHE10% 12K L,
SMV #£3.3% C % - 72. CONCERTO-2'9 13, i
FEMER) O genotype 1 BECTUF45 1064 %, SMV
(100mg) /PR 123{#: 5.4 PRBV 123 # 5.8 &
SMV (100mg) /PR 243 5 B g b 4 1),
CONCERTO-1 & E#EDRGT T ¢fTv, Z5hER1351%
(27/53), 36%(19/53) T d - 7. CONCERTO-3')
i, BTIGRIEERA O genotype 178 CHEFL 49401
L, SMV(100mg) /PR 12858 PR 12:81%5
% CONCERTO-1 &t R DORCT T ¢fi v, #H%)
Ut 90% (44/49) ¢ & - #=. CONCERTO-4!7 i,
Peg-IFN « 2b % Fihv T, RGO genotype | ZICHL
P45 24, BB ERAD genotype 1 38 CHIFF4 29
i1z % L, SMV (100mg) /Peg-IFN a 2b/RBV (PR)
12;88: 5% PR 12;8#% 5% CONCERTO-1  H
RORGT T CITv, AiAEERIO genotype 12
CRIFFR 29z L, SMV (100mg) /PR 123
BEHPR 365 21T 7. FERFEITRIBE
¢ 92% (44/49), HRBTIT% (28/29), M
ZHENC 38% (10/26) Th o=,

LB 3. CHIFSERmOMER 65

¢. Vaniprevir/Peg-IFN/RBV ffB#GE

85 Y D NS3/4A protease L EHR T DH B
vaniprevir (VNV) &%, Iz 8v»T201449
FHc gl a] S iz,

Wk ©o VNV B I & LT, RigEED
genotype 1HICHIR P 289461 1o % L, Peg-
IEN « 2a/RBV (PR) 48584 /il & U<, A
Bt - Hko 87 % VNV (300mg =< 2/ H, 600mg
%2/ [, 600mg/ [, 800mg/ H ) & PR & @ 3#! B
F 430 15 5.4 PRA4 B 500 % FOIE U 72 kB3 T
b, HEFEHS 48R O HOV-RNA Bk X
OB, RHIEEED 6%(1/18), 63%(12/19) ikl
L, VNV 300mg x 2/ HfFFE#Ec75%(12/16),61%
(11/18), 600mgx2/HAEHBEC79% (15/19),
80% (16/20), 600mg/ HEFRHEET 69% (11/16),
78% (14/18), 800mg/ HHFHEET 83% (15/18),
84% (16/19) &, VNVEECHEIEETH -
7218 ke, WERHRO genotype 17 C B MERF
R211H1' B K O CHUFREZ 746120 12X L,
Peg-IFN « 2a/RBV(PR) 483 5.8 % &iH & L
T, VNV(600mgx2/ H)/PR 24 55, VNV
(600mg x 2/ H)/PR 24:## 54 PR 24 % 5.5,
VNV (300mg x 2/ F)/PR 48 Ji#257, VNV (600mg
x2/ H)/PR 48588 5.8 % ik U 2 3BT b
L, FHRDE, AR R T2 2 19% (8/42),
71% (27/38), 84% (32/38), 67% (26/39),
78% (32/41), FFHEZ G <14% (2/14), 60%
(9/15),69% (9/13),53% (8/15), 77% (10/13)
THoi.

AF-ciE, VNV (300mgx 2/ H)/Peg-IFN ¢ 2b/
RBV 0 IERERD 23, RBEA L L OHiH
BRI L TfThi, REREflzESRE L
FRBRE O RS Y 50 B H A E SRR
WTHRES N, RIAFED genotype 1 B CELE
42040123 L, Peg-IFN ¢ 2b/RBV (PR)
AR SRR IR E LT, VNV (300mg=2/H) /
PR 12:B#% 5% PR 12:@% 5%, VNV (300mg
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x2/H)/PR 24 BHREHZHE L Tw 32, FX
3 = n F 1b55% (54/98), 84% (82/98),
85% (82/97) TH-tx.

2. IFN free regimen

NS3/4A protease fHEHI% NS5A fHEH, NS5B
polymerase HEF O BAF A, IFNZ2 4 H¢
3, O DAAs % BFA§ 2 BRIRERBRDSEA TV 5,
BTz, RIPCEREBLIMTHILTY 3 IFN free
regimen I DV TR B

a. Asunaprevir/Daclatasvir f BEE

# % O NS3/4A protease[HEHI T H 5
ASV E NSSEAEERITH 5 DCV D 4f HEE 1L,
AFNICB\ T 201487 BICRBRRA Sz,

kT 9 ASV/DCV Bl o0 48 T RRER 2429
& LT, Peg-IFN/RBV 23 E%) (GEEBAZS 1 23 HRF =
T® 2 logid HCV-RNA A T % 7 genotype
1 B CRUBHERTA 21 BlIc i L, ASV (600mgx2/
H)/DCV(60mg/ B ) 2X ft 248 8 5 # &,
ASV (600mgx 2/ H)/DCV(60mg/ B)/Peg-IFN
o 2a/RBVAFIHEA 24 B8 58 % R L 725080
Th i, 4H6FFH % (genotype 1a: 941, genotype
1b: 14) Tid 10B&ficEshDE o okt
L, 2%IBEAEE Tl genotype 1b D 28Iz EZhD
B o n7=h, genotype lan 9o ) LESIZ2
#l, BEEERL 1, BIES o breakthrough
26HTH Y, genotype ladsiGEIEHIMETH B
Z L HERE I NI, F 72, Peg-IFN/RBV 2350 (35
BB 128 8 5T 0D 2 logR i © HCV-RNA
A4 TH - 7= genotype 1bE CRUSH:IT 4 3861
R L, ASV(600mg/H)/DCV (60mg/ H)2#l
BrF 243858 L, ASV (600mg=x2/H) /DCV
(60mg/ H) 2KIfFF 248K 588 % Lol L 7o 5Bk
AT hn, BEZHEIZ83%(15/18), 60%(12/20)
ERESINT,

A BT 2 ASV/DCVHFHEER OB IMER

B 24%5) T3, Peg-IFN/RBV 28M%) (WaEER1A 12
BB ST 2 log k0 HCV-RNAWA) Th -
7z genotype 1bZ CEIEHEFT £ 21 61 & IFN 8
it/ RIS @ genotype 1b B CEIE #E T 4 2241
I2 % L, ASV(600mg x 2/ H, # O 4% 200mgx2 H
2 E) /DCV (60mg/ H) 2% 6f H 2438 % 5 2347
b, FRNEE, WG EEH ©90%(19/21),
IFNRERE / AHEGIT64% (14/22) Thol,
e, RERTR S CICRERETROHCY T &/
RS R L IR & oBREIC D W, RERETIC
HCV NSSASEIR D Y93 B % H § S fE6lX 434
FLOBTcH D, 0 BEHAREFTNFEONL
A (AR 3/36, TEME/ AltE2/760),
341 breakthrough, 2FIZBEEERL . ¥
7=, breakthrough @ 3 & IBBEEERO 44113,
breakthroughfg, % L { 3EREIC, 2@k
W HCV NSSAEROYISER L EHIRL3E
Bafn, 50T, HCV NS3#EE® D168 #Hi
TR BEEPHER L T,

Bl & CiThbn - B IIEEER Tit, Peg-
IFN/RBV »5E%) (JREP HCV-RNA {2 L)
T%H I genotype 1bE CENEMEFF A 874 & IFN
B/ AT 2 D genotype 1bEICEIE M T 4
1358w L, ASV (100mg x 2/ H) /DCV (60mg/
B) 2%t A24BRE5E3Tbh, EAEE, Wi
BRBREERIHIC80% (70/87), IFNAEME/ AHE
BT87% (118/135) TH-o7-. 7=, IREH
o NCHRERETOHCY 7 = VBRER LBk
SR OFEI OV, JBERIICHCY NS5AH
BO% % HT 2EM 2140 R 38FFEL,
2D I HLIIM/FO8MH54H, YISHD 2945
1661, L31V/YISHD 1 HI TEMMBE S nledo
7o, IHERTICHCV NS3HEBO LB %26 5 5 5EHl
F221 IR 82HIFEEL, DI b TH4S D 2H
14, TH4S/QS0L® 34, QBOL® 1961+ 441,
Q80L/S122G 44+ 1, S122GDH24(F8
1, DI6SE @ 2k 1 I CEZIDE S NI o7z,
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F o, MRS NI dr o o 340 (RIS :
1700, IENASER/ RS 1780) o955, &
R 6 o) NSSAfi (1316 L 4Y93) o4
13234, NS3GUsoLTE 15H-Cdh - 78, A
PRI 1k 33 NSEA WG o 28 30, 28 Lo NS3
L D168 DERDED 64, X o ICTREHE T
2438 TR 4o 3R AL AE 22 299 fl 0 9 B, 2861 i
NSGAfHIEY (131, Y93, P32) &, 17/
NS3 il (D168) DZEMAFLF L Twiz, Pk
XD, WHEEUTONSSAFHLI B X UYI3 5K
BT HREGICHEREISMERLE 2D, BRHED
R o o T NSBA IO ZE BRI § % 7]
BEPEASRIR E T % ARFRE X 2014487 I
AFECHRMEE S b8, ASV/DCV fFFFEEG
FHIED 2 350 2 YI3/L31BUE T2 B & iheah
WV, THIRERIC S A IO 2 B d
5.

ASV, DCV, JEZEE o NS5B polymerase B
EHIT B B Beclabuvir (BCV) @ fF Ik O 45 [Ta
FHERER 27 C1E, RO genotype 11 CRIgHE
g8 664 R L, ASV (200mg x 2/ FI)/DCV (60mg/
F)/BCV (7hmg x 2/ H) 12581 5. & 243l 5., ASV
(200mg =< 2/ H) /DCV (60mg/ H) /BCV (150mg
%2/ B 125 L 24885 05T hh, FHHE
I ZFNF994% (15/16), 94% (15/16), 89%
(16/18), 94% (15/16) L& S i, B,
AHIZ B O TRIBE D L ik, ATATEEIR- ),
IFN R T % - %2 genotype 1 T CTUFF 48 12 %
T 55 NHRBNEfTFTH %

b. Sofosbuvir/RBV #EfEE

Sofosbuvir (SOF) 1215 NSEB polymerase
fEEEHI<, HCV genotype i2Bdb & 3 M7 £
WARNBEETA Lo EHEED TV S,
SOF Ot R, BORICEBWTHIHEBEE L
T ELECTRONZ3D, LONESTAR®? 2347 b #1,
SRR & L T genotype 1 8ic%f§ 3 ION-1,

WL -3, CBfFssioREm 67

ION-2, TON-3%39%) " genotype 2/3%1 12 & § 2
FISSION®®  POSITRON®?, FUSION®7),
NEUTRINO®, VALENCE®) | A5 12 45> C 45 TITAH
L L C genotype 1 T3 5 GS-US-334-0113,
genotype 282 %4 2 GS-US-334-011 875k 0
RS S ALT o 9940,

ELECTRON®D ¢t HCV genotype & &35
BEW i B % regimen TIREE DT LT %,
Genotype 2/3%C1%, Ko CHFRICE L,
SOF (400mg/ H)/Peg-IFN a 2a/RBV (PR) 123
4. (11400), SOF/PR 83 # 4.4 SOF/RBV 43
# 5. (1047), SOF/PR 43#2 5.4 SOF/RBV 83#
BeL (941), SOF/RBV 123H#:5 (1041) H347
B, AT DR B VT RBICENHE D),
—73, BEGEG O CHF5612% 9% SOF/RBV 12
WEERE (2560) OFMFIZ68% TH -7,
Genotype 1 B¢k, REEE L OHhmHRES)
(Peg-IFN/RBV ¥ #E B 15 1238 % 5 ¢ D HCV-
RNA WA 232 log ki) o CRFHICHL, SOF/
RBV 1238 55T b, A0, SRIREC 84%
(21/25)Td o 753, BAIEEENEICIE 10% (1/10)
LEHECH -7 207w, SOF/RBV I NS5A
BHEEACdH 2 ledipasvir(LDV) & L { Rzl
NS5B polymerase [ &7 < & % GS9669 % i F
§ &R0 psTFhi. T R, SOF (400mg/ H)
/LDV (90mg/ H)/RBV 1238k 58 055 1L,
AIGE (2641), HOEEEESI (O Tk e
b 12 100%, SOF/LDV/RBV 63E#% 5B 0%
i, RGN (2541) ©68%, SOF (400mg/ H)
/GS9669(500mg/ H)/RBV 1238 # 580w
v, SRIGIERB (25 41) T 92%, BIEIEERNE (1041)
TL00% TH o7, 5z, BiAEES) (Peg-1FN/
RBV IREBHAS 1 238K T HCV-RNA A 232 log
SRl o CHIFFEZS i % L, SOF (400mg/ H) & LDV
(90mg/ H) o fix-dose combination {SOF/LDV
FDC) 1238 & (1041) % L < 1&SOF/LDV FDC
L RBV O HFA 12:8% 5 (961) »3fTh i, FHRE
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X Z L ZFNT0%, 100% TH D, genotype 1E 0D
e osERE F3~4) LERsEplic sy
% SOF/LDV FDC & RBV O #fFl 1281 58 (25
Bl oEHFIZI00% TH -7, —7, L
DSEEE (FO-2) %R IBEH I A ¥ % SOF/LDV
FDC L RBVOFFA 12:BHR 58 (2541 0EZ
13 68% TH -7,

LONESTAR®?Ci%, ¥ D genotype 1 HC
RUBHERT 4 60611 X L, SOF/LDV FDC83E#% 5
BE(2041), 1258858 (1941), SOF/LDV FDC &
RBV O A 12:8% 5821 i) OfERE b /)08
Frbt, E5hEIE 2 24, 95%, 95%, 100% T & -
7z, ¥ 7, proteasefHEA (TLV ¥ 7z 13 Boceprevir)
/Peg-IFN/RBV JE 2 % » genotype 1 B CHIfF #
40 (FAEHERFREZS 22014 ) lo % L, SOF/LDV
FDC 1238858 (1941), SOF/LDV FDC & RBV
DOBHtR 12858 C14H) oEEREEI Y 3D
fibh, ERRIZZNZ N, 95%, 100% TH o7z, 2
D9 b, BEEFFLHCIE100% (841), 100% (10
B, FEEGATIE91% (1141, 100% (1141)
THot,

ION-17 |3 5k 3298 ® genotype 1 % CHEI[F4 865
#l (genotype la: 67%, {NEMEFEZL: 16%%
&tr), ION-2%9 |35 (Peg-TFN/RBV, protease
FHEA] /Peg-IFN/RBV T D EZEH)) @ genotype 1
I CBIAT % 553 44041 (genotype la: 79%, A&
FFEEZS: 20% % & ¥r) I % L, SOF/LDV FDC 12
5 & 24 55, SOF/LDV FDC & RBV
DHFA O 128855 L 248 58 ICEERED
1) 247 7 HiligtBk ¢ % 5 25, ION-1, ION-2
B BEREIE 7 N FH99%/98%/97%/99%,
949/99%/96%/99% T o 7.

ION-3%% 13, Ri&#E D genotype 17 CHEIfE{E
P4 647 Bic i L, SOF/LDV FDC 8iE#: 5.8 &
1238 #2 5%, SOF/LDV FDC & RBV o i 83@
BEHEELAE Y ST 2T HRFBRTH 3
B3, EAhEIZ 7 NZ N 94%/95%/93% T H o T
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FEI BT B E R T3, RGES X
U BEIEHE D genotype 1 BICRIFT & (SRiBHE 166
B, BBELI7o4l, REEFER76H 2 &)
it L, SOF/LDV FDC 123# 5% & SOF/LDV
FDC & RBV DO #E A 12 B# 58I MIERAE b 417
BiTbh, BRI ZNTZNRAES T100%
(83/83), 96% (80/83), BE ¥ & @ T100%
(88/88), 100% (87/87) Th -7,

FISSION®® i3, 5k ¥4 o genotype 2/3%H C#Y
FFRA9P (R EFBEEZ & T) KX L, Peg-
IFN o 2a/RBV (PR) 24 B#S5H2 MR E LT,
SOF (400mg/ H)/RBV 12B# 58 L ORES
I EFoHERETHS, ZORE &
FRIZ TG 67% TH o753, genotype 27
DEFHFIE, NEBEE78% 2 L SOF/RBVE£97%
<H D, FEEEHTDH IBIENIE SN,

POSITRON®™ 1%, TFN k% / Rz / % E
L @ genotype 2/3F CRIFF 4 278 B ({REHERT
BAEZE&T) KWL, MAFEH2NEE LT, SOF
(400mg/ H)/RBV 12@# 58 £ 28 ic1:3
TEY 2o HEEHBRTH S, ZORE,
AR MR RE0% I 5 L, SOF/RBV#78%
<% b, genotype 28 ©93%, HEEEMTH
4% I BEHMB L NI,

FUSION®? 1%, B genotype 2/3 % C#I
P25 201 6] (FRBHERTIEZE 2 &r8¢) %, SOF (400mg/
H) /RBV 12:8#%E5# L IGABRSH L 028
TAEAEID M 2T BB TH 5. ZORE,
A 123 BED 50% 2 EL L, 165EBE T2 73%
EI6EBETHERBICERETH 7228, genotype 2
BIDESFEIE, 86% I L 94% L HEEIXLL,
FFREARERC b 1288 T60%, 16EBET78%
ERE SNz,

NEUTRINO®® 1, k¥4 o genotype 1/4/5/6
I CHIRT4 3274 (genotype 1/42398% % (59 5)
123 L, SOF (400mg/ H)/Peg-IFN a 2a/RBV 12
HRERTIFETH B0, BHEIZ0% TH-o



7.

VALENCE™ 3, Rt s & X HHo
genotype 2/3 M CTUINFZE CRIGHE 17601, BEIG#HE
1020, FOEEIFMEASS Ml % &Tr) i, &
WS NI L LT, SOF (400mg/H) /RBV
(genotype 212 1235, genotype 3k 24 #1#
H) ED2RE L 3CEED A R o fe
Bed 548, SOF/RBVIHOERIFE 3 genotype 2
T93%, genotype 3T85% Tdh -7z,

A1 B0 B ITHIARY T, FRibfes X
U IEIEHE o genotype 2T CTIF 2 M2 (GRigHE
0%, WEGRRFEO3H, (RAGIEITEEZE 1760 % &)
Waf L, SOF (400mg/ H) /RBV 1234% 5537
i, AR BRI 98% (88/90), WA
T 95% (60/63) THoik.

BLE & b, genotype 17-CH, SOF/LDV & SO/
LDV/RBV DRI 2 D w2 £ o
SOF/LDV e G C+ e i G o h 5
LEZ A, F7-, genotype 2BHINTL T,
SOF/RBV 12i#: 5 C¢+a 8B EErEH s n
B E#EZ NS, SOF Ik genotype i Blb & 3%
WY A VAR AR R L, ERINPIED
EHRThs Z Lps, KIADDAASIHERL LT
FOEHZED TR S,

c¢. Paritaprevir/Ombitasvir/Dasabuvir
GHEEE

NS3/4A proteaseBH & #| T & 2 paritaprevir
(PRV) (M o BRIC X b, ritonavir(r) % §f
F1), NSSA B EHI < & % ombitasvir (OMV), JE5%
BB BINSSB poymerase [ & #l T $H % dasabuvir
(DSV) % i 4 2 ERRERERMT b T 5 PRV/
OMV/DSV D8R IE, BoRICB WO TTHER
B & L CAVIATORY, PEARLI® #3f3h#,
ARG & LCPEARL-I1*®), PEARL-1I144),
PEARL-1V*, SAPPHIRE-I*®, SAPPHIRE-
11*9, TURQUOISE-II*?, Z#Biz & v T H I

L WPl 3. C RSB 69

AR DOFSEORE STV B

AVIATOR®Y 4, SRyA B ko OO0 6 e e )
(Peg-IFN/RBV #6015 1 23665 55T o 2 log i
@ HCV-RNA A @ genotype 1 1 CTUITF 4 (GRIA
FEASSH, FTEEMERl 13340 o it L, SRiBiEE &,
PRV (150mg/ F1) + r(100mg/ 1)/OMV (25mg/ H )
/DSV (400mg = 2/ [)/RBV # 83 (QUADS, 80
@), 123 (QUADI12, 7941), 243l (QUAD24,
804), PRV +1r/DSV/RBV % 123 (no NS5A,
414i), PRV +1r/OMV/RBV % 1234 (no NS5B,
794), PRV +1/OMV/DSV % 12i (no RBV,
794) #2579 2 SR, HivEREAIG 2 QUAD12(45
1), QUAD24 (434), no NS5B (454) D38 ¢
Pl U 72 C b 2 08, AR, RIGHRA T,
QUADS: 88%, QUADI12: 96%, QUAD24:90%,
no NS5A:83%, no NSHB: 89%, no RBV: 87%
CH b, iR H T, QUADIZ2: 93%,
QUAD24: 95%, no NS5B: 89% CH - 7,

PEARL-I'® %, RiGHEB L ORGSR (Peg-
IFN/RBV ¥4 3 B 4R 1238 I 55 © 0 2 log 2R i o
HCV-RNA %4> @ genotype 1b %I CTUIF4, JFFE
2882 i3 L, PRV (150mg/ H) +r(100mg/ H)
/OMV (25mg/ H) #2801 128,
ZHlC A8 5.2 47 ) BT H 508, BEEIFR
Blhic B 3 EEIRIE, RIGE (4241) TI5%,
HIHEFAEZIM (40H) C¢90% ThH - k.

AF B B IR ©ik, BiaE
fiExh o genotype 108 CEUBHEIFR 73 I /L,
PRV (100mg/ H) +1/OMV (25mg/ A) 123 #% 5
B L2438 B 5 B, PRV(150mg/H) +r/OMV
(25mg/ H) 12:8#% 5.3 & 248 58 I F R
Y T hh, FHRIE Z TN 100%(18/
18), 100% (19/19), 89% (16/18), 100% (18/18)
THov,

PEARL-II*Y 1%, BR¥afE (Peg-IFN/RBV 3E%)
D genotype 1b T CHIEHEIT 2 17941, PEARL-
1%, FIGIED genotype 1b B CEUSHEFT 4419
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I, PEARL-IV*® 1, RIA¥® genotype 1aBiC
BSR4 30581 L, PRV (100mg/H) +1
(100mg/ H)/OMV (25mg/ H)/DSV (250mgx 2/
H) 12382 5% £ PRV (100mg/ H) + r (100mg/
H)/0OMV (25mg/ H)/DSV(250mgx=2/ H)/RBV
128 58 O 28 ICEEAEID T 2fTo
BB TH B, EETIIERED genotype 1b
T100%, 97%, iR @ genotype 1bC99%,
99.5%, genotype 1a90.2%, 97% CTH-o7:.

SAPPHIRE-I* 11, 5 ® genotype 184 CH
{BLERF 4 631 i, SAPPHIRE-II*® 13BEIGE (Peg-
IFN/RBV JEE4f) o genotype 18 CRUBMAT4
34 L, WMBRERHEZNEL LT, PRV
(150mg/ H) +r (100mg/ B) + OMV (25mg/ H)
(single-tablet coformulation)/DSV (250mgx2/
H)/RBV 12E#%EF L0281 : 3°EH &
2T o R TH 5%, PRV+r+ OMV/
DSV/RBV # o 3 %) % 13 SAPPHIRE-1 ¢ 96.2%
{genotype la: 95.3%, genotype 1b: 98%),
SAPPHIRE-II ©96.3% (genotype 'la: 96%,
genotype 1b: 96.7%) TH hH, HIEEZIEG I
BSIEEIAG < 95.3%, BiTIAHE partial-responder
T 100%, null-responder985.2% CdH o7z,

TURQUOISE-II*? i, £ genotype 18
CHEIR 4 4 FF B2 (Child-Pugh classA) 38041 iz
%f L, PRV(150mg/H) +r(100mg/ H) +OMV
(25mg/ H) (single-tablet coformulation)/DSV
(250mg x 2/ H)/RBVIZ2:EB 55 & 240 R 58
D2 1 1 THON T 2T HBEERTH 5
2, EREIZ 72 N FH91.8% (genotype la:
88.6%, genotype 1b: 98.5%), 95.9% (genotype
la: 94.2%, genotype 1b: 100%) TH o7z,

A, AIFIz B> TPRV +1r/OMV D 8 AR
BOSEITHRTH 5.

d. Grazoprevir/Elbasvir B
NS3/4A proteasefBEHITH % Grazoprevir

(GRV), NSHARHEHIT H 3 Elbasvir (ELV) %
BRI BERRERE TN T 549,

C-WORTHY*? 1%, 3k 748% @ genotype 1ZIC
RUSHERT 2 (FO-2) 65 o L, GRV(100mg/ H)
JELV (20mg/ H)/RBV 1238# 5.8, GRV (100mg
/ B)/ELV(50mg/ H)/RBV 12588 5%, GRV (100mg
/H)/ELV (50mg/ H) 1238858 (genotype 1 ®
ARSI D (T 247 o 1 BB T H 5 23,
EHRFZNF100%, 95%, 93% TH o7,

B, A BT GRV/ELV 0% NHERE D
ETRTH B,

LIY
CRIFFRICH§ 2907 4 NV 21X, DAASD
BBIC X o C, HER D Peg-IFN/RBV fif Rl E D
SRECEEL, DAASIBREROIFN LIZE L
ZEFTORIANATEEEFLTED, Peg-
IFN/RBV IEZ 20012 8\ T b B E R Hif ©
¥2%, ¥/, IFN®RBVOEIEHZEZEL T
BEHGN EEZ SN TEREMICE LTS, IFN
free regimen ZF - L IREOBIRE L 2 0B 5.
ZD &) RIFNRPRBVEMFEA L 2 WELEICE
N REE ORI, CRIFREEOER{LE
UEABIBVWCIEEKERE L, BlE, &4 7%
DAAs DIl AAHEIT X 3 IBEEOBRREIThN
TED, EFEERICIZEED DAAs ff FlEE O
TR L 72 % Z L FPRINVBEOEREMIE Z
2T LI NG. —5T, FERDIFNGHHEE
EICBWCRY & L FFREIHEIRES, DAAs
PRABREICB O THERICED S N5 TR
FHS TR, ¥, DAASHEEE TR,
EERPIEEOER L ok FREOE Y A 75
BB CHEFBBONE I Lo, 518, F
S OFBEGIDSHINT 2 e Y, EEE
B3,
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