iof2Slolc Bix BizRI Fiwiziakh SL0z

CHRONIC HEPATITIS
ohromic nEpaTITIS ) CLINICAL PRACTICE GUIDELINE

@ The Korean Association for the Study of the Liver

2015 Oj2rziete)

Xg Jto|Eajol

for Jor N o 1




CHRONIC HEPATITIS
CLINICAL PRACTICE GUIDELINE

Xg Jto|=ajol

flm}
rok
N
100
Tob







029 X|= Ca
031_X|= B3| Fo
034_X|= B3 0= UKk}

035_MZ2 X|Z XIS, direct acting antivirals (DAA)

043_BHY CEZIRIR| A2

044_SRIRKE 18 BHY CEZIE o THAY 21850l X2
052_SFIH 23 THY CHZIY 2 Th 2H3RIB0| RI2

058_ QRIS 33 BHY CEIE o AN 71wl 212

063 QRIS 43 B CEIS U THAY 71#50| X2

065 _SIRFE b3 = 63 BHY CEZIY U A ZHmEel X2

L

067_H|tH&d 7HEHS | Xz

078 Xz & 3 X &= & ZL|EZ W BAZ UK
080_2HIO|HA X|= FAFZM} LAY

085 E ME0NQ| X|=

100_REFERENCES

136_EE 1. CE7IE Tz 710|=2121 HIIARR & X|='H He

ke

157_23 2. 2015 CHelZtste| C¥Zty L= 710|=2121 4 Bt

159_2H 3. W IPIEE] AIESY 22 2929 OfohetA JSI=






M

rhu

8 HX|

2004 thghzrets] CRREE A= Thel=gele] A AR HIL 2013 13 CH
2k A8 7hol =kl e AAgskdeh. 2eu 2013 BA] A2 ol X FA,
direct acting antivirals (DAA)7} $-gluzloll ] Alsh 317171 VA o8 el ek, 22
A FE glo] A7 kA DAA WA 5ol theh X Sxh-g3} kAR o528 9
24 Foll gk Be A7 A3h e Qlvk, DAA WA 5= E & X3 A=

o2

k= gl 719 FAgo] fle ATAER 97 AR A A7 AdEEC] 80-90%
o @sl= B3E Ho|BR CY3He HAle A¥ 7 e H37t H oo =7hE

7
AT tidellr] CHIA SRS sk A AL AEFe 7 yete] 7o ubA] AY
A A7 =]ojof 3 o o] &t 2015\d SHERE] DAAE X33 CEIHY X5
o] Iujellx] A& 7sstA Hof, A rto|=eel /HA o] % HI7HA] F3
o] ATAFel HAET} oS Tt 2T Al 71Nkt tigk1ekE] CF
T 7ol =gkl S 22 7R8It

o] Ttol=etele] ol dEhe CHTdo R Al ARkEl A} FjEd] es)e] %
| AME 9 7o) 4] SR ola} B4 CaTt




WEAH, 718 Bt & 7150 Hot Y=

vhakziete) olxjale] Hhejst 2elo] weh F4E CRTH A hol=lel AR
Az 5 k8] ade) 714ste AT sl AR 149102 TAEo] /)
429 23T 2 9198 24 e Rofe] 2 AR, B4 A 9

2 A Beeln AT 9 20, 2 ¢
ol 71%sheirt. of Fhol=ehel AR 2

1:&-‘17?45

RIS =

l‘ ﬂ S
(o,
lo
o
o
s
)
o
o{ﬁ
o,

N S193] = HAl AT Z 2A N gzt el =2l AA-E flete] 20154 108
74A g E 99 c3E7rY B8 2318 Pubmed, MEDLINE, KoreaMed 52 %3]
TR AAH R FAkTt. M elE ‘hepatitis C virus', ‘hepatitis C, liver

cirrhosis’, ‘liver cancer’ @ 3| Al 4| o] E43F Ao & xghs}ST)

271 427 81 539 #7
A2l ==(level of evidence)-S 4 ¥ GRADE A A|(Grading of Recommenda-

tions, Assessment, Development and Evaluation) & ©]-83}¢e] 2731 tHE 1) 'o
T-o] Al whet T2 2T e T 24 FEoA, B dre e 2
ol ERE A 5 7ol Aol GFe T 228 T AT A7
A 48 Lo Ul 2ok B oladth 34 978 9l 9% 2
e ZEo] vk s Al whet ERsklen, vk Ths Aol 7t vk, = 7
71 2 (W), v 7hsAde] Sl ST (B), vHE 7ol &2,
oA 428 (O 247t HoIshald
%T—:lL(Strcngth of recommendation) ©A] GRADE A Aol wka} AA8FSIT,
ATo) A 77 AAW ket A7 Aol QA shEast L vl Golt Hol

dat e A AAE SW 55 FHHOE weldhel 44 AL FF ()T ok A

rH

T

flo

::1‘

ol

Hir
o
i
i)Y

N
N
ol
N

N

S

C¥Id Zls 710|=210!




Table 1. Grading of Recommendations, Assessment, Development and Evaluation

(GRADE)
Quality of evidence Criteria
High (A) Further research is very unlikely to change our confidence in the
estimate of effect.
Moderate (B) Further research is likely to have an important impact on our
confidence in the estimate of effect and may change the estimate

Low (C) Further research is very likely to have an important impact on our
confidence in the estimate of effect and is likely to change the
estimate. Any change of estimate is uncertain.

Strength of Criteria

recommendation
Strong (1) Factors influencing the strength of the recommendation included
the quality of the evidence, presumed patient-important

outcomes, and cost.
Weak (2) Variability in preference and values, or more uncertainty
Recommendation is made with less certainty, higher cost or

resource consumption.
" in our

NOTE: Of the quality levels of evidence, we excluded “very low quality (D)
guideline for convenience, which was originally included in the GRADE system
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HCV RYEE

2014\ BarE zpgel ofahd AIAIA ] HCV A &2 1.6%E °F 19 14 5
Wk o] HOV 3] g 0= k™, HCV RNA A frE-2S 1.1%=E oF 8511t
o] P HCV RNA %A dxtz 2480 ? Hev S8 88 2o ujel toksiy)
FHEC] 3.5% OO R =L A YL FF S Xl TYorlole T, 9] 2,
Bl A9 Selrlel, o]HEE QA Felx gt Folt}, HCV FHE°] 1.5%
njgkel AL gefvbete} S E3tel= oo}, vlmg EfFee B 77}, 1
2|3 ) Kot

1. 32 BRI REE

HOVZH M 5591 19009 ko] T Aol AQAAES oz 2 14
S AP (enzyme immunoassay, EIA) O & &3k HCV FHES 1
BH YT} 19953 5E 2000970 7 AXAES tidoz e, 24 A, o
T BIE HCY 88 ATES wo} DA Selteh 21T e] ABS HAstel 4t
Z3FH =] 4041 ©]7d /4219 HCV FrHE-2 1.29% (95% confidence interval 1,12-
1.48)2 F 193,000 2] HCV 34| P47} 91 Aoz ZabE gl

2009 =l 2971 ZHZIANE ol 204 o) Q1 AZIAE 201,31478 o= 34]
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Figure 1. Map of South Korea showing age and sex-adjusted anti-HCV seroprevalence
in each area."
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Aol T os dEiA YA, oF LT HOV FHE2 tiF-= 2000
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Tl AL gl HOV 844 YA E-S 48.4-79. 22 B Ik
1997 18578 o] WAL e GRS oA HOV Al 1882 79.2%% Hal=3]
TP 2w E AT A= 20079 RE] 20101 Alo] Fff 3181 0] AMFA} ot
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AR A7) S 2} S2ALS] Adtbel] wp=rd HCV 34 FAdEo] 2,202 HalE Rl
HCV @A /82 HFA 7171} frofgh 4aadAlE Btk HIV A AEolxl=
HCV S5 &l oM, A7 HIV Z-d=ke] oF 25007}, =l HIV 2-d#ke] 5.0-6.3%
7HHCVel F8 7Hd =] o] ik

20023 1044 9] 18RS A 34T EIAH o2 AALE HCV &4 FHEES
42.3%%13L, HCV 2+ 9132 $te] o] 9 F9e] FFwel dvho] ISt ¥ &

Y eATo] WES 2012 AXE Ao mpEH P A E A HCV A &
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AR0] o HO| St XX JEHAE 7IXLL A= 0=
HCVZt SRS Solf M2 7H5d0| ReE= CYZIF0| ULt= 0|f ez o
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FR0= HCV ZES oYsh| ol 252 ALY XS B!, (B1)
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T 4-127F Ato] A E E2gel whE EA ALT 577 UeRdt), gy

B4 HCOV 7+ T 54-86%2] FAEL whA7Edo 2 o] d3kARE 20-5000 4 =
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Z=HF-S(sustained virological response, SVR)-& K.l o} &nlo|g|~ X 5E5 A3}

2] 922 102 v Hov 7o = Xaatgiet ™
2 Aol A interleukin 28B (IL28B) © 7] t43Ad(single nucleotide poly-
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T-AJA]E 1L28B SNP 1512979860 -9 2] 54218 CC¥ ] AL 53%4] HCV
o] zpeis)Ro] olojuk wh CTu} TR S] Aol 28%0lA 491322 BITHOR
=0.33, p<10™%).” 2, Il T4 HCV 7RS4 1L28B SNPoll that 7=
or] G A7} B e Aol

HAE, A2 JeR7)E 3t v HOV 2HIAFS 2] 60-70% K& E o 2
E 802 ¥4 ALTY) 5-S Sulshs 1 789 248 vehiinh, v cdzt
o FAE 5 15-56006% 202539] 717 AAEA WF0 2 Jdei w0
HAWME Bxle] A9 A7 14 9%011*1 7%1%?}%0] Hhga}aL f‘ 71 ARk 3-6%9l A

Q1 B97F 14.200% 11del 2.0-2.5% 0k 3, 53, 10 72 o] Y& 6.3%,
12.9%, 26.1%0] 2Tk, AA 1,137 5 49098 (43.00%0) 0] Futo|2]= A 55 wgkon]
60.4%¢I4 SVRE Bt} Frfole|= A 7S WA 32 97} ARE W Feu
th 108 72 A e] A Fo] frolahrl EkoM(37.4% vs, 10.7%, p<0.05), F}
olglx A8 ¥ 59 7A AWe] P& SVRE HolA| & Zfolr sVRE Bl
AR Ehth13.0% vs. 3.7%, p<0.05). Wl WS A} 196%S o=
it 39.2709 Et AFH o2 AR | AT E A7l 25 3178(15.8%) 9]
Fhapoll A ZEAERFE] BAEF 21, 337(16.8%)2 kel g W Aaloitt.
TAELES] FATAELS 1009 ALF 587003 BIIARHAZA} g7

(hazard ratio [HR], 5.018; 95% confidence interval [CI], 1.710-14,726; p=0.003) &

5]

4 4xdl 3.8 d/dL 1]kO|(HR, 3.051; 95% CI, 1.318-7.067; p=0.009) 7| E=
Wk o] Ziolztolt}, & APEEL 1003 ¢19Y 5,102 #HEE SYelxs B
(HR, 2.448; 95% CI, 1.142-5.210; p= 0.022), 3.8 g/dL 7|¥Fe] I LHTI(HR, 3.067;
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5 25 @A ol Ao] HA] 7] wliel 2012'd wl=ollA &= ¥ gtiH| &
HE TEfste] YT TS BE 1945-19653 Alolo glojd Aol ¢l7t= Ao 3t
¥ CH7FAA (anti-HOV) A4S W2 Aaste] b AL gojshedet, ™
A& o] AFeME HCV A AL LTS B8 APl 7oA 4]
gojn] Zdo|glott! el ATalME CEZY FHEo] T AT
u]-gofu] 7o) glet. ' o]s)h o] FypE CETIYS] A5t ST w2
A7t 222 v|&uin] 53 Ao w2 f-evhel AR o g A AR kel F
asjct,

i

Table 2. High risk persons recommended for HCV infection screening'®’

1) Persons who are suspected of having acute or chronic HCV infection

2) Persons who have received blood/blood products transfusions or organ transplants
prior to screening program

3) Persons who have ever injected illicit drugs

4) Persons who have ever been on hemodialysis

5) Persons with HIV infection

6) Persons with hemophilia

7) Persons who have current sexual contact with HCV-infected persons”

8) Children born to mothers infected with HCV

9) Health care providers after a needle stick injury or mucosal exposure to HCV positive
blood

"The prevalence of infection is low.
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=
B7HARE AR E o IS A% AR siA S 3 30l A 2lek it

HCV &tx|| AL

Aoy A HCV FAE HE3E A2 HCV 2h e gl gl gk A
AL, 283 B4 2 v el TS 918k dxpiAteltt P el y) 5ol
ol gkxloll Al HCVE] core, NS3, NS4, NS5 A 2318} 91S Alg3le] HOV &A18 A%
3= 34T A4 B2 (enzyme immunoassay, EIA) &) gk wizkeel Zich Eo)

T= 74} 97.2-99.0%2}F 99.8-100%0] T}

B S0\ VAo = P2 PARSS signal to cutoff

Table 3. Interpretation of HCV Assays'’
Anti-HCV  HCV RNA Interpretation Further evaluation

Positive Positive  Acute hepatitis C
Chronic hepatitis C

Positive  Negative Resolution of HCV infection Recheck anti HCV
Acute HCV infection during period of low-level ~ & HCV RNA, 3-6
viremia. months later

False positive anti-HCV test
False negative HCV RNA test

Negative  Positive  Early acute HCV infection Recheck anti HCV
Chronic HCV infection in setting of & HCV RNA, 3-6
immunosuppressed state months later

False positive HCV RNA test
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(S/CO) ratioZ} 3.8 o]Fo]H ™ e (recombinant immunoblot assay, RIBA)S
o] g3 AAFATE 95%0llA] PAdS et ' EA]W S/CO ratioZ} EobE B
ZlokAd e olUn] Ao wa} 750 Fi= S/CO ratioZ} thE 4 itk Hole

EIART 914 vhg-5 o RIZFeA| H&slhe S7d3tehig 24 (enhanced

chemiluminescent immunoassay, CLIA)oJU Z7]3}8}dks3
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iluminescence immunoassay, ECLIA) 2] Ag-o] &1 )t} - 5838k 2] glo] e}
23]

oL} A=z zﬂ‘dﬂ(ﬁngerstlck blood)& o]-g3}Fe] 20420l 2145

%S
HCV 2+ 3 HCV A7 FAPeT AEET HTAIRES 89501 97% o]’de]
ARt A 671 Well Hev 3447} ek glet 7' Hev g 28l A7) ol =
S

2 ¢ Sahe B2 HCOV 7Y F 3]E ol HCV 3|7} g8 2|42 o

2 2L, gheba Hov 4] 4 o] Sl elst Al 3j5E AR g T
WA ettt gk CERME 3 ¥ A F S EEo e AdE e nE
AHAT M= CHIE FA HARE vEESIA Al 4= Sk, HOV @Al = &
HFA, HIV SEZFAAL, 7ol 2al| At WA e ol = &, A2 =
EUEF v T2 EUEEH o] "Yr]Ee] AsiA Astd A}, Hevel
#HH Hed E3slea 2 B8 I(HCV-associated essential mixed cryoglobulinemia)
Sk}, 22]al J4 CEREAS] 2710l Ak WIRter) Hadte] fedEe] £2
B2 o]dl @RS NE CEIYe] kS 91514 HCV RNA AL st
uhA 2P ASRS 713l Aol YY) Bk Y

HIO[2{A HAL

HCV RNA ZA}

HCV RNA ZAR= AAZAA e AkaAlz BaEnh, FA7AA e AZ3H7
U/mLE ZA 9] AFAr ) vizsle] ks e A4z e AL
259 FHAAE QM AFH IS F%“o‘}i’iﬁ‘r”’m P g AR
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E o]F HCV RNA Aa}slgho] 12-15 [U/mLE vi-$- o|7lala FHA3zke 7-8
log TU/mLel| o]& AT 2 27}t W om §-H12138 o] T35}/ 98-99%2] ks
olEg HMolmE P HZele gk 9 X wNke H7hel A HCV RNA AL
g Abg-ge},

WHOE 19973 E &3 HCV RNAS] =TS HCV copies FHUE TA| &
#9 IUE AHgates Anstgiek " iy 1u/mL 991 AHgRttEtE SUd
AAE A2 T2 Aoko s A AR ekghe] xpolz} whstE e 2]
7 A3} 8717 28 Foll /b2 Y AokS o] gste] Rk Aol Y

Hevell 291l F 257 Aoshd ddoll ] HCV RNAZE A& E 7] Algtsha’

T w27 F7rste] @A (platcan)S o] FANE, ALTZ} 12 AJ5H AlH

ofl HCV RNAYE ALTS} A 9] 7Fo] 7haalr] Alzkete) ™ wkdzido 2 23w

HCV RNAE &A1) (steady state)Z -§-213H} 1 @2 HCV RNA B&

ol A3t A=t frofgh AT} JlaL sty X85 akA] &
oAz Alzo] ZFatelw 7o) Wy} gy,

() uN
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B oo I o

rlo
o
fuj

HCV %Ixjxl-%(genotype)/ '|I|‘0 %(Subgenotype) ?:-IIAI'

HOV 2048 1A 8ol §-85t00 Putolel A auieg 955
P B8t e Hs) A5 7Kk oHE £ A A8 helels An
Aol WEEA] Aok Sk 18R E 63714] 6719] HOV §AR0] glor] §

Ao} (subtype)& AFAE 1a, 1b 528 FAIE} HCV 44+ 7ol ¢7]

ﬂF

F

>

o] 31-33% o]} A& 2po|7h v, - Alol & zkellE 20-25% 2pol7} ek ' Hd
Aol HOV § 2432 Ak edo] 514 e @ waka een).

A A7) FEA (direct sequence analysis), Sul%H (reverse hybridization)¥}
AgHd H A=} A7 (restriction fragment mass polymorphism, RFMP) 55 ©]
$5f0] AR ok e TRAT ' thire] §049 2 fAxFI(1/1h) 7
Al @71 dol # BEE 9] Q= S-untranslated region (5-UTR)¥} HCV core H-9
2 o] BAE Y g E At uiu|Re Folshs M aydME £4
Aol mpt 3| z9) Melo] ek ekou} vholel ol A HE3HE DAAY] T
of Aol #7A (1a/1b)S A T 5 2l AL Aas 7
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d HCV RNA =7} v S7u PCR S5 T AI7F 2% 735 HOV W &)
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1re] g pgol 9o HAAFS FF - s B % vtelA] ik

HCV XL BAL

T T2 DAAZE 2| 5ol o] & A CET A=A FdEA e ofof
tEo] DAAC) W& Kol opu| it ol Mris|o) V(3 4) UK kAl S ALg-s}
© B¢ AE A oA A D asi

HCV WA EH o] (resistance-associated variants, RAV)+= HCV A}IA} 2ol 1t
o7 QAL oFEol] oA e WA Sl=H], AFIEAY RAVE HCV #-32H 129 oA
$AAY 1bP R} o &5 248} ol B3 & 4 7| A (protease  inhibitor,
phell tigk W dwlole F-42H 1a8 HCV Ak 9-48%0llx Bztem 1bd &4}
o A= 0.5-4.9%0 A FFCH " NssA A A Q] daclatasvirel] thdF RAVE &
218 1b¥ HCV 7-AF 11.2%004 ¥ a1, NS5A A A2} NS3/4 PIol] F 7}A] &=
Foll SRA S ol A9t 0.4%2 HuHATh” A8 F wgE RAVE oA
b EHE F U ol 245712 313 485 ol AEd 5 ek aeEE A
A8/ BY FAE AREE A9 wa| o] gl okAle} Matske] Folsjol gkt

HCV RAV ZZ-L population sequencing, clonal sequencing & deep sequencing
W oz Aldsl=t] 9lof Al 714 W] eRlzel| whe} RAV RI=7F 2H2} 25%, 5%
2 0.5% vleke]d AE3A) REh ™ A2 A HOV SFAUA Arhs dikdow 3

o
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83FA] &tk 23U boceprevirt} telaprevire] RAVZ} simeprevir Z-8-of] 8-S ]
7] whiZol o]F Al AME- ARl U= Aol o] 1aF BAlelA simeprevirE:
Fotete] A5 49 A5 Aol Q80K o] o & HAFSIaL wheF Q80K # o] 7} &)
ShA T2 X3S aedit & 5448 1b8 oA daclatasvire} asunaprevir B
hx) 2 A] NSSA H9] 1311 B YO3H Wol7} 910 W SVREo] $-9J&h| 7HAslez

o] Aol Hol A RS A5 Al Alsfiof gtk X7 5 471421 HCV RAV Y
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Table 4. HCV drug resistance-associated variants

Target Enzyme Drug Mutation

NS3/4 Protease inhibitor'®,"®""  Boceprevir V36, T54, V55, Q80, $122, R155, A156,
Telaprevir D168
Simeprevia
Asunaprevir

NS5A inhibitors' 64166171173 Daclatasvir 128, Q30, L31, Y93
Ledispasvir

NS5B Polymerase inhibitor'”' Sofosbuvir 5282, M289, C316, L320

SEH LE A IH

BAEEFAA} - o7 HCV 74 o] =28 5 HCV 298| =9
A= L8, <o-7%>,”f’°‘”4’”" el 0,920 HREAG HOV ZHelde)
oluf Aol =ZH A ZA] HCV g9t 3 ALTE ARSI, HCV 34171 54
o] 7] 2ekL 913 4-650] HOV RNA ALE Alf@}, 7] ZAtelN 25 54
ol E =% & 4671l HCV 9} 8 ALT 221744 g} 7' Hev a4
7t o BAEE Sl AAp) Fesich
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Table 5. Comparison of Scoring Systems for Histological Stage'”’

Korean Study Group

stage  Metavir'® Ishak®’ for the Pathology of
Digestive Diseases'®

0 No fibrosis No fibrosis No fibrosis (FO)

1 Periportal fibrotic Fibrous expansion of some portal areas Portal fibrosis (F1)
expansion with or without short fibrous septa

2 Periportal septae Fibrous expansion of most portal areas Periportal fibrosis (F2)
1(septum) with or without short fibrous septa

3 Porto-central Fibrous expansion of most portal areas Septal fibrosis (F3)
septae with occasional portal to portal bridging

4 Cirrhosis Fibrous expansion of most portal areas Cirrhosis (F4)

with marked bridging (portal to portal
and portal to central)

5 Marked bridging (portal to portal and
portal to central) with occasional
nodules (incomplete cirrhosis)

6 Cirrhosis

?
}
il
o
op
QL
2
o
p

AST, ALT, 4TS AFE3}= aspartate aminotransferase-platelet
ratio index (APRI), AST/ALT H|(AAR), Fibrosis-4 score (FIB-4) S-o| 7Hd3} A%
= mlotslr] 98 &3] ARg-Ht}. 0]9] FibroTest, Hepascore, FibroMeter, FibroSpect
11, Enhanced Liver Fibrosis test?} -2 tfoksl AN} A 731e] AES Yoll
7] s 7= e, 2

APRIE (AST/upper limit of normal for AST) x 100/platelet count (x10°/L)&}H=
F2L o]-&3le] Akl (www. kasl orgollA] Ax7Fs) W CE7EE Ekxjoll 4] APRI
7} 1.58 23314 Ishak 4= 3 o]2de] o] &= A-R3}E oS3l area under the
receiver operating characteristic curve (AUROC) ko] 0.800|™, APRIZ| 25 Z3}3}
W WS oS AUROC #hol 0.89= HaEAct ™" AARS] HJA]E 0.8 FEout
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s el whek S7kske] wbd CHEAAA AARO] 1 o) Fol THW
o] FAdZEL 73.7-100%= LA et FIB-4 A= age (yr) X AST

ol\

(IU/L)/platelet count (10°/L x [ALT (IU/L)"*])2}= 3218 o] 451 o] Alaket (www.
kasl,orgol|A AlAxF7l) FIB-4 Aetgho] 1.45 w]vto]d P H 7+ -F3kIshak A4
4-6)7} 1= 7FsAdol(negative predictive value) 90%0°|™, FIB-4 detgho] 3. 255
Wow 2 H 2 Frahe] FelSgol 65l

EHE £4E olgste] a3t HES motet 5= glon ! kgl fxjol
M S0l B7Fse A7 Bl 543 o] Ak AlskA] gote o5

ARZF S Zgolle ST AAET e A9t ol obF S thAls)

e 7.1-8.8 kPaZ AAult} 2Fo]7} Q)AL AUROCY} 0.79-0.830. & R EQ) o *
Ak 12.5-14.6 kPaollA 173 %— Ake] AUROCE 0.95-0.970] ATH(FA &=

9,219,225-228

77-78%, S ST 95-979).%

ole] M= JNetH wRE4 d-R3t HAFEE acoustic radiation force impulse
(ARFI) imaging, real time elastography, magnetic resonance (MR) elastography,
diffusion-weighted MR image®} MR spectroscopy 5] o1} o}=] Joll ot
Aol Wasj, PP

FHIASH

1. QL2 HCV ME A= DS OtL2t HCV S¥E0| S7tok= 4004
O 42| QIFLOIM Al WS

2. 548 E= PFE7HHE0| SfalE
(A1)

3. HCV & LYHXIOAE &S HCV RNAS ZALGHo HCV 24

4. HCOV SHxl= SM0|0= SA CHZIH0| QA= AHLE HAF|
9| ZHEIZI0| QIO HH= HCV RNAS ZAIBITE, (A1)

5. SHI0[HA X2 FOl= HCV RNA HZFZALRF HCV SXXE
(1a/1b) ZALS AISSICE, (A1)
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. ZHOI2A X|& MOl= HCV RNA FHZARL HCOV KA 2 REA0KA
(1a/1b) BAIS AIRHBICY. (A1)

. HOV ZEZEHUO|Lt Mol ==5 AR JAI HCV Xt HE ALTSE ZHAGHH,
HCV A7t Sd0IH 27| 2IHS IOH 4-63=01 HCV RNA ZAIE A5, =7|
AN 25 SHO|HEHE =& = 4-67120 HCV A2t S ALT FXEAE
aitt. (B2)

. SHI0[2A X|= Hoj| 7HEE S
. SHIOIRA X= AFAIZ] 2F
HIEEH ZaRs HAE AEE
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21k (sustained virological response, SVR)oll =&3l= Aolt}), 7]&e] BF A&
R F2RANE 2 dufe} gfuirl e WS e g g d7e AHE
&7 50 TU/mL o]3kel FAPH LR A8 T8 F 247 SVRE A E™ viwo]
DAAE fPtoz

“r

r°"

} A= A2 87 10-25 U/mLe] A AP 235 3g =

7 ¥ 1250 SVRE H7kakgitt. SVRell =gahH 99% o]F2] gxtolla dF HCv7t
A&H 02 HE A gof, SVRE A A7 HOV whd 2 7159} SVRel| =g 3
k2] 90% o gollA 228 MR8t SR A Had okshuA] gron)
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1. Bt CYZIY RI22| S35 SHE HOVE 50| HOV Y22 QI3 7+aH
TO| T, HZUZ, 7te| S| UM 2 0|2 QIst AU ofdh= 0]
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A7 F5 AR cRg AP o2 EF HCV RNAZE AEHA] ¢ 3HE A
%7 nlo]g]2 vhg-(end-of-treatment response, ETR)o|2} A |3t} X7 £7 12
e 245 CWIgE AP R EF HCV RNAZF AEHA] @ AElE SVRE
gelgitt, 2 ATelM A8 F5 1275 P71k sSVRI A8 F8 245l H7gh
SVRe] A= &o] A= obAle} BAIRle] 98% HER SHL. " A7 F 24=Yd
¥ HCV RNAZ} &8s nlo]g2 E3ld 3 (breakthrough), |
HAH dF HCV RNAZ} A& E3HA Al (relapse) 2 7 2] gkt
H2JAE A E Lo} gupr)A WL et 2285 Hl8-S Fukeitt, g
, 2|5 F @F HCV RNA 278 A7)7} whE5 sVREe] Fobzlth. ™ A= 4, 12,
2457 @7 HCV RNAS S78e] 2|50l thgh 7)Q1E nfol ] whg-3 rtekal 1
o W2 SVR o|&E) wt A5 7|3 Sl e dgks A s el o
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HCV RNAZ} AEHA] = A2 Ao, f-d28 18 v CRZES SxtellA
RVRo] ¢Jom SVRL 87.5-100%=, RVRo] 1O SVRE 33.3-63.8%= o=4H
o 2 5178 2,38 whd C37EY @AtollA] RVR F-5o)l whE SVR olESES 7t
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-lN il
tm
ol
b

i

=

fl

EVR) X & 1254 8% HCV RNAZE X2 A 7]123kel ¥)3) 2 log o]/ 723170}
A% €70 50 TU/mL oJ3ke] elvla Ao AZ A e Az sk,
AR 18 W cB7EY $AbollA] EVRe] 1o SVRe| =28t 7FsAdo] 3% v

it} P70 whaba] BVRo| QLo X 5E Fusto 24 X 2o w2 2a87) 1|
48 29 F olth EVRE A& 1254 A% g 50 1U/mL o3}9] ojulgk Ao

N
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Rz HS2 Yo

2 ¥ HCV RNAY} AZ A g 9bd 7] vlo]z]2 whS-(complete EVR, cEVR)
I} HCV RNAZL 2 log o] #Haatlo HEEs -2 7] vhol# whg-(partial
EVR, pEVR) & 1} o] A ojHrt, pEVRel| =23 F-344d 18 HCV Akt &
28 24577 D5 HCV RNAZE AEHA G+ 495 A vholzl2 ¥h-8-(delayed
virological response, DVR) 2.2 % oz} ¥ 218 ek (null response)< x| &

1254] &3 HCV RNA7} 2 log Bk 2 sl Aes Aol 2i Tuke

Table 6. Definitions of virological responses during the combination therapy of
peginterferon-a and ribavirin

Virological response Definition Clinical implication
Rapid virological Undetectable HCV RNA (<50 IU/mL) at May allow shortening
response (RVR) week 4 of therapy of course for

genotypes 2&3 and
possibly genotype 1
with low viral load

Early virological t 2 log reduction of HCV RNA level from Negative predictor of
response (EVR) baseline at week 12 of therapy SVR
Complete EVR (c-EVR) Undetectable HCV RNA at week 12 of
Partial EVR (p-EVR) therapy
EVR but detectable HCV RNA at week 12 of
therapy

Delayed virological ~ t 2 log reduction of HCV RNA level from
response (DVR) baseline but detectable HCV RNA at week
12 and undetectable HCV RNA at week 24

End of treatment Undetectable HCV RNA at the end of 24 or

response (ETR) 48 weeks of treatment
Sustained virological  Undetectable HCV RNA (<50 IU/mL) at 12 Best predictor of a
response (SVR) or 24 weeks after treatment long-term response

to treatment

Null response (NR) < 2 log reduction of HCV RNA level from
baseline at week 12 of therapy

Partial nonresponse  t 2 log reduction of HCV RNA level from
baseline but detectable HCV RNA at week
12 and 24

Breakthrough Reappearance of HCV RNA in serum during
treatment after virological response

Relapse Reappearance of HCV RNA after treatment
is discontinued

Caizie 2= JHo|=afel
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(partial nonresponse)-2 2|8 1255 &3 HCV RNAZ} 2 log oA 743 12-245

AFo]ol] HCV RNA7} & =)= e o]th(FE 6).
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Hu
=
olo
=
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ro
Rl

DDA A& A] Y& SVRO| theh ol & S1AH= HOV 5341 38 213w% ™ o]
A A= Ao A9 Hov Y geheole] 24 S o wawEe.

H19IEl & bshol el WE 9 Al (B A SVRE ol ZeHs 71 g
A= HOV 3321 202 228k A8} w2 2|3 £59] 11288 £-34]
oFg o]tk ! HOv #3418 19 #ke] SVRE-S 40-60%<1H] vlal 2, 38 &4
o] SVRE-L: oF 70-80%0]th. " Z2|8k4 o 2 2443} WA FO-F2i0] F3-F4irol 1]
3ho] SVRE©] oF 2. 78] =t} ** @2 HCV RNAZ} 400,000-800,000 TU/mL ©]3}o]H
2 o]l OTEE} SVRE-©] OF 2.4-2.7u)] T} 20929 404 o)) w3 P Bl M

AF >70 kg el AP 2o 2710] 9l oW SVREO) g&omc}. 1L28B

P

FAA}e] TG H71thE A (single nucleotide polymorphism), & rs12979869 $]3]2]

T allele o379} 1s80999172] -2 thgAJo] sVRell &< |k 4
A48 18 2] SVRE-S W elollx] Z2H2} CC8 69%, CT8 33%, TTE 27%0] 3L, Sl o)A
247} 48%, 15%, 13%3ch " 4424 18 Hovel| 72+l ® 2] $4}e] 79 SVRE
o] CCH o)M= 73-88%, CTH oAM= 0-40%%3c} 7> olznic) 447 g Aje) &
7} g} ccyo] Seluaoll = oF 88-89% 2 FA|E=d] vla), 7 Eelor =
17%2 Ao =8, Mol 3700l ™ whabA $-ehetelldE oF 90%
o] Q177 CCH& HolBR X8 W o5 A2 A ZAke] f-8-40] virt,

H19E 2 dotel eluield B 89 5 SVRE oS3k AEE+= RVRO] 7}
A 7 &she], 7 RVRo] Qo 18X ek ol wls) svRe] ou) F7eker &
EVRE SVRE} A3 &4 olESIAE, EVRO] §10 W SVRol| £28 71540 3us
I =

ST} 800 0173 W] SVRo| Frtstm g

oh
)
Al
©
2
E
=
<
o

C¥d Tz 7to|=21Q!

34



M2 X2 2H|S, direct acting antivirals (DAA)

DAAE HCV AgAtel] 23 #Hgate] ghtolgs aakE ek, ofAle] &
ool w2} HCV NS3/4A T3] G A~ A A (protease inhibitor, PI), NSSA A
Al, NS5B T FE A A o] Tk NS3/4A Pli= 714 1A 7dbE DAAR HCV 5
2ol Al vhek ZEaj g S abekgieh, dAA7EA] I OBl 2= boceprevir,
telaprevir, simeprevir, asunaprevir, paritaprevir 5-°] t}. NS5A JA A= HCV &
Al 2RSS, ofel faAEel Hen ohe ohls WRE A 4e &
= vehdc}, 2kA| 2= daclatasvir, ledipasvir, ombitasvir 5-°] It} NSSB 584
A T2 wet FEUeAE SRR ANA (sofosbuvin) &} HlFEH 24

= F3a A gAA| (dasabuvir, beclabuvir) 2 & ¥},

ShAlERl) 1R B4, 85 9 Bael Hols) slol, 171 1 B8]
5 Al g Bkt Etol A A-gt oA E A EtaL AREE < glofof it &, §HA
Solal ofe] b sbAth et
AFEHIL Qs RE opo) ko] SRR} 452G olE Selstolo} Sk, opAIgt
Fozrgo ek AH= o YA E(dl: www. hep-druginteractions, org) 9|4 &

ofo
tlo
Jo
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it
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FHOARE

1. D/—\/—\ X|§ )\| 7t OFRlo| E

2. DAA: f%@ Q.WISZF OFRIZt MSAES REUS 4 UCOE BIEA| X2 ™ AL
5t = 2E A0l Tt 45 =1 5

0x
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MZR X2 YRS, direct acting antivirals (DAA)

Simeprevir

Simeprevirs= NS3/4A PIo|t},

1. X8 82 U EOF

oo X T

Simeprevire= 150 mg (1 &) 2] S5 AR} §A BF-2 8150 g ¥ Fosit},

no

OI=5}
o

1o

Simepreviri 7Fe] CYP3Ad]| 3 thAME &, THES B4 vlE=, 322 53
H&2 719 gict. whebr] F27)%6 ol Sxtellr &7 24L& FastA| vt 119
H 275 Aol A= dd o2 3l Ato|A] Child-Turcotte-Pugh (CTP) ¥ B2} C
2 StollM] FE Tt ST, AR Y IPRS(CTP 27 B9 C)
2= O 2 simeprevire}t sofosbuvir W T Al simeprevire} IHE o] 4

22 A 34t

jus)

o
N

CYP3A4E F = 5 GAISH= oFAll= simeprevird] 8555 FosH Y37
W 9 % 9lo] WA AFES e 28 AR Bo1He okl BAe

(carbamazepine, phenobarbital, phenytoin), &-A3 X—]](erythromycin, clarithromycin),
gtuto] Zute| 2lobA| (rifampin, rifabutin, rifapentine), 3174 (itraconazole, keto-
conazole, fluconazole, voriconazole), dexamethasone, cisapride, 3B A& (milk
thistle, St John's wort), HIV 24 (cobicistatE E3}3= S| EZxlo]#] 24, efavir-
enz, etravirine, nevirapine, ritonavir) %] At} W AAA] F tacrolimus, siroli-
muse W FoJ7} 7153 cyclosporine simeprevire] 8% 22 Fo5H =
IR 4 glol Wi Folt A o) AR AU, s, 24 A9
A, HMG Co-A reductase 2 FGA|, B = simeprevird} 7 Fof A] Z}
Zye] opA] % 2o] o

Cazie 212 Ho|=afel
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4, BXI2 9l OFx

1O X - -

g

T
i
ofo
flo
o
T
N,
N
N
N
o]N
9
v
N
)
S

Simeprevir Fo] Al TAgE o] 3k =, Tl e

zes frolgh ol AT, thzes v waeke] T e)FH 8 S (simeprevi 8%

Asunaprevir

Asunaprevir= NS3/4A PIo|t},

1. %I2 8% Y £

Asunaprevire= 100 mg (1 J&)& AR} #AIglo] BT-2 3470l 7 H Fofgitt,

2. o=

Asunaprevire CYP3AY] ofaf thAtEH, tii2 S Sal wiEHar Ao &
Woz wjZ . Al ulwste] CTP %57 A Sl ofa] AFFws Fol3
zFol7} gl o, CTP 7 B C A M += EFF 27} A<535t] asunaprevire=
EofslA] gketh AFEA] oF-E 30-80 mL/mindl] @B F27)% FlE 717l §
ZbellA] oFA| &8 2He FadhA ok, FAS WA oFe AFA ofFE <30
mL/min®] A3t FE7)% Zofl & 717 S|4 asunaprevirs 100 mg 317 13] &
o zAgt

3. ASHSHE
CYP3A40)] o3-S T A= asunaprevir®] 55 LS HalA A 7 Tl
oF= o] Zt}, w3k, asunaprevirZl CYP2D6E AA|E}7] wjitel] sAu ok

(flecainide, propafenone) 2 &g 21¥ kA (thioridazine) & WHFAs= A2 A

m

=3

=)

do 4= Qlo] F7]o]t}. Organic anion transporting polypeptide(OATP) 1B1

I nﬂo

i
r

2B1-S YAI8}= <A (rifampin, cyclosporine, sirolimus, gemfibrozil)i= asunaprevir

£ EIE 3 5 Qo] W Folsat o Ht

Lo
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MZR X2 YRS, direct acting antivirals (DAA)

4, X2 Ol obY

| = - L=

g

,d

o
-
=2
>

T

z,
o=
%
o
oX,
i
ofo
flo
&
“
fu

Daclatasvir®} asunaprevirZ H3F Fo3l ¢

AR}, o, ALT %%OI%E}. o] QAo ALT = ASTZ} 4 53] o] 5uf o] 4
2945}0] A MRS 3400l),

Daclatasvir

Daclatasvirs= NSSA €A A o]t}

1. %12 8 % =9
Daclatasvire 60 mg (178)2 2JAke} #AIglo] AT 31Fof & ¥l T, 7h=F
Fo7} a8 Aol 30 mg (1) 3170l g H Tt

2 OF=5}

=/

Daclatasvires CYP3Al| &J3)] thAtEo, oF 90%7} o o2 viEE T 10% vvko]
2o 2 WZ T AR oJT-g0] 30-80 mL/mingl 790l kAl S 2o I

3. BAERI

CYP3A49] QJEFS F= okA| = daclatasvird] EE 5 W32 & 5 9lo] 7153}
H A ARESEA] 9= Ao ot

ot

4, BXI2 9l OFx

TO X - -

0x

Daclatasvir®} asunaprevirZ W3 Foigt Aol A WAg o] AlHlg 0 T b7

AL, T ALT 5ot}

Cazie 212 Ho|=afel
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Sofosbuvir

Sofosbuvirs= NS5B 2| A= 884 oA|A| ot}

1. %12 8% 2 £

SofosbuvirE 400 mg (173)-& 2JAFe} #AIglo] A2 35 3F W T3t}

2. 53t

=

Sofosbuvire 7FellA human cathepsin A (CatA), carboxylesterase 1 (CES1), histidine
triad nucleotide-binding protein 1 (HINT1) % pyrimidine nucleotide biosynthesis
pathwayZ E3}o] ZA3tEH, oF 80us A%, 14%+= thH o & wiEHT), ALA|
ofF-&-0] 30-80 mL/mingl 7390l ofAl §-%F o] HastA] Fout, AbA| o3t
£0°] 30 mL/min VRt AU FHE @dk= 2] T2 SAtellx s o] ko] At
& o] L 20ui7HA] S7HE ¢ Qlo] Tl HaskA| St 27T ol oF

Aol BT w0l fFold ol glo] & 22 dashA| et

3. o2AIEEIg

Sofosbuviri= P-glycoprotein (P-gp)ol] ]3] 218tE7] wj&-ol] P-gpE - =3= 2FA|
(rifampin, carbamazepine, phenytoin, St. John’s wort) &2 sofosbuvire] &35 7+
A2 4= Q1Y) Daclatasvir, simeprevir B2 ledipasvirg sofosbuvire} ¥3F Fols)

71
=
3ol amiodarone & F742 FolshHl A1Zkgk o] AT 4= glo] F7]o]ck.

rir
o

4, BRI 9l obx

TO X - -

g
Sofosbuvire} 2jupu] el ek Fof A] WG o WhE-2 92, 75, 79, Bdo]
t}. Sofosbuvire} 3| ZRIE| s & &dut Y el Wkan Alde 9=, 7§, 79

£, 7HE 5] ol wheol it
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MZR X2 YRS, direct acting antivirals (DAA)

Ledipasvir/Sofosbuvir

Ledipasviri NSSA A A 0] 2L sofosbuvirs= NSSB 772l QA= E=8Ha A4 oJAA)

oltt.

1. %12 8% U £

Ledipasvir/sofosbuviri= ledipasvir 90 mg¥} sofosbuvir 400 mg<S E§Hsl= 114
S I AAZ 2kl AAIglo] BTE skl g ¥ Fofgit),

2. o538

l

ledipasvirt= o] Wats) Wa1AA) e 7)) sk HAom A, i

oo 2 ek, ALPAl ofzkgo] 30-80 mi/ming] H-$-ol o] £ o] B

fs} | ekou}, A7l ol 30 mL/min vgtol A} £4& Haw s w7) B

3 ol of okl ke obs BrhElA) kAR sofosbuvire] F3he] e

97 Stk 7715 Aol ohilel 3Bl fold ol glol 8% =
23h4) ek

El
I

mk;i:]

7}
Ho

3. olENeng

Ledipasvir/sofosbuvir FoJA] P-gpe] 7]& o] ¥= 2kA|(digoxin, dabigatran)E3}
P-gpoll oJ3] 24F=ls= 2FA(aliskrein, amlodipine, buprenorphine, carvedilol, cy-
closporine)E-2] W3tFolol= F27F H a3t} Ledipasvir/sofosbuvir®} amiodar-
one (=% dronedarone) @] HEE o= Aulg Ao &= glo] 7)ot} Ledipasvir
= OATPE A3t rosuvastatin®] 5 57t 571 4 2lo] WE Fols A4
2 gxom, 1 9] 2t AAIE AMEShE Aok oFs &
7o mUE o] Pz}, LedipasvirQ] S8 == pH7}t 715kl whek 2k
oll, #19] pHE 771 k= (AAHA, H2 784 A3A], Z2= H= Asf2hE
L ledipasvird] =2 7212 4= At} Ledipasvir/sofosbuviri= tenofovirS X g}
s el Egnto]g Aol 97 Fof A tenofovir EF F7F F7FeR] ASAS
Z7AZ 4 Rem 7)ol ek e Aa ge Folvh Aesi,

C¥Id Tz 7o|=21Ql
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4, BXF2 91 OFXiM

1O X - -
Ledipasvir/sofosbuvir £ A| BAYgE o] dit-g2 92 75, 74, AAhH ¥
o|ct.

ol

Ombitasvir/paritaprevir/ritonavir2 dasabuvir

Ombitasvires NSSA A|#| 0] 3L paritaprevire NS3/4A PIo|™, eF5sHE Z74A|
Aghg 3= CYP3A4 JAA|Q] #8329 ritonavire} A Fofght}, Dasabuvirs
NSSB H|7728 QA= oA o]tk

1. X2 8% U £

Ombitasvir/paritaprevir/ritonavire ombitasvir 12,5 mg, paritaprevir 75 mg, ritonavir
50 mg (14)& Eehe 114 85 ©d AA= 243 7 B2 23S shFel &
W o3}, dasabuvirs 250 mg (14)-& S22 @7 B2 3hF 5+ W Fofdiet,

2 OKE5}

|

Ombitasvire 2Fs}e]l 2J3F amide 7132 A= 3L, paritaprevires CYP3A4,
dasabuvir= CYP2C8°l| 2]3l thA}EYE, Ombitasvir, paritaprevir, dasabuvir =5 o]
AR o] o] thil o 2 wiEEct, T2 7157 At thet & 243 e}

A gxom, FA o o3 AAH=A o= WA B A A 8. CTP 257 A g2t
olM= S5k 2de Q3R] o}, CTP 15 B} C A}ol|A] paritaprevir, dasabuvir
57} Bol S7kete] FoisfAe ¢k Hrk

rlr
i)

3. BAEIS

CYP3A40]] ¢J&l thAlE= 2kAl(alfuzosin, amiodarone, astemizole, terfenadine,
cisapride, ergot derivatives, lovastatin, simvastatin, atorvastatin, oral midazolam,
triazolam, quetiapine, quinidine, salmeterol, sildenafil)2] H-8-Fol= F7]o|t}, &=
3k CYP2C8S 45 Tx A5l <Al dasabuvire] X8 B2 74424174 &
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MZR X2 YRS, direct acting antivirals (DAA)

FEEE S/ 5 o] B Folehx] et HIVel S 2t e
2nlojzlzAske] opARl A5 g Tels) Folsfol it
4. BRI 2 OHFN

Ombitasvir/paritaprevir/ritonavir2} dasabuvir X|ZollA 2APsl o] hdl-g-o e

7 9=, Fol B slelg, v)ns Solo,

C¥YId Tz 710|=210!




22 W CYG) ARE ERAA e SE2 BAsta gk, /2] B2
29l ATAEIAE Lopsh eublel BFAW L vlw e A nass PA A

Fgor I agAde] SolEden, e dutel uild % 1A
NS3/4A PI (boceprevir, telaprevir) 3t QW E =2 A, kA4 WA 228 5
o2 Aol AlgHH ol ct.

DAAY HCV H|7-Z(non-structural, NS) ©h o] E H9lof| 2|4 #g-3}o] HCV
A& AGAA A5EAE e, 287143 £4] 915 7502 NS3/4A
PI, NSSA SJAIA], NS5B SHEALGANA T2 7). oFAlES 24H-8-7-nict 2}
7y 52 A Q1 A SRS 7HA AL Qlo, = 2897 hE 27FA] o] o] DAAE

Wtsto] Folsiruy, 2871 ofele SAtollMe eSS FUhR Folste] 125

EE 7S 2472 AR 3] 90%l] k= SVRES K2t}

S-gygtoll = 201413 5Ll DAARAME A2 2 boceprevirZ| 2]2Fa] oA %
Ql=lo] CHTFY X Fol ARSI, 2015 11 HAA7EA] NSSA 2AA12] dacla-
tasvir, 24|t PIQ] asunaprevir, NS5B &3 a A A A 2] sofosbuvir, NSSA A Al
ledipasvir®} sofosbuvirg® E3+sl= 114 &% v+ A A ledipasvir/sofosbuvirZ} 4
A=A, FF o] FF4] DAATE EAHH O R S7FE TIthe]aL e Ao R CF
T Aol B wgo] 2 Ao g Az AN DAA X 2olA =2 7HA, oFA)
W, hdst ofARE s Ag T2 oHd3] s dsfiof & wAleltt, | atlEHE &
gho} glupH A WEEOE AR FAAF A X5 a9} £31, DAA v]& A
o2 Hl-go] A, DAA F-oi7} ofelf el obH = {83 A zolnt. ¥
T H-8-2F} HellM estaL, A8 7I7ko] Fon, Fahgolu AR s Aol
2 DAAT} 3 H8-E o= 7| Et,

43

2015 LISt




27 Aol gl FAAE 18 34} 86582 2= ledipasvir/sofosbuvir 125
2725 ABEE  SVRE-2 99%tt, el s F7teu A= 7IRES 245
F A HCV RNA &%, 7HH=

2 egatelE 37149l o]S& fodeh” ¢, A=
Sk o2, 1288 § 84} A, 40K (1a G2 1b)o] T2 SVRE) Foli=
At o5 F 16%2] FAto|M= X7 A ledipasvirel] ek RAVZF HEHI S
RAV EA] o333z X5 Aol fo)8 e F4) 2gvh.” A7 H HCV RNA 5=
7} 6,000,000 TU/mL v|9F S22 )40 2 3l Aol A ledipasvir/sofosbuvire} 2]u}

B 8 W3S SVRE 97%3 1L, ledipasvir/sofosbuvir 125+ X R oM+= SVRE

52

96%S Hol A7 BAlolM= A& 717k ©Ee 5 Jleh Y Ledipasvir/sofosbuvir
o} glnpu] = 3 QW T ledipasvir/sofosbuvir 2| 55 Al 51398 2] 2044 1
g 3 8T S T EA A 125 A= SVRE 95%, 24F A8 98%
afoll A elup] =l etk 28717 245

Qi
i)
o,
of
ol
&2
i
onl
ﬂ U
o
4
rlr
)
o
e
olN
rlet

A=A gel = 473
ritonavir®} dasabuvir 2 2]eR] 2 125 HE QML SVRE 96% (1a: 95%, 1b: 98%)
2 Bk vsd @akre g g thE AN gutu) o] 71|
RAE AF A& 1bF ol A= SVRE©] 99%= =] F-A o1}, 1ad ol A=

90%E TFA 7F23Fdet ! tiabAd 7m0l A] ombitasvir/ paritaprevir/ritonavir2}
H| w8k ole o, 1a¥ 7A--oll= SVR

42 138 9 C¥FFNA ombitasvir/paritaprevir/

dasabuvir @ @uln]gl 12329} 243 B3l oS
E0] ZFz} 92% (59/64), 93% (52/56) %L, 1b8 7-$-0] Fo] BT 100%S X
9} Hoo) RuE 34 AT §AX}o}E 1bE = Aol A= luid]
2!

S F718FA] &3l ombitasvir/paritaprevir/ritonavir®} dasabuvir 125 B3 QH O

Fl{‘

SVR
kil

r:]_‘
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2 100% SVRE-S H o] ™ §6240}8 108 A 13w SoM e gupul e 27}
817 9L 127 W e S dargitt,

0] g1 Aol 163 2057 o)A daclatasvireh
asunaprevir Wg 245 QWL 9006 SVRE-S B e} P w0z 11288 414}
@A, WS 17 Foll whet 2bolz) ilet, e, AE H NSSA F-919] 131
-2 Y93 Z=2] Holrl A5 SVRE©] 2|57 St} Daclatasvir®} asunaprevir
Wek 247 ao = g s A7 THEN AHREAD A EF F 979
), A8 A Ho|7l FuhE H$ol= SVRE(G) 0] ek, dg o)z} gl
T SVREE 94%E =kl A8 A2l FFE WA= NSSA -919] 131 B Y93
FEo] HOlE 12.6-14.4%2] AEA AZHACE whebA], X5 2 Wg de W
o] A AldYEtaL Holrt AEE A9 thE AR XF3) 17, IHHS Bk

gh=rQl 2170] 2okd A5 4

e

&3, 215 2 HCV RNA $55= SVRE S BA14 9] 2Fo] & Holx] ekghrt,
Sofosbuvirg} simeprevire] 125¢ = 24F W Qo2 FgPH AqolA AA|
A} SVRE-LS 92% (154/167%)Q1L, B 717125 B 245 o} glupu| e 7}
oA, d-frste] Aol w2 SVREC] 2bol= IAAITH, Q80K Ho|7F A& f-34k
o}y 1a¥ FAtelME o7k QY FAlol] vla] 2|5 Gt HJHTHB8% vs.
94%),"” AT HaE 34 Aol M Fo] §lE 19 SAolME SVRE 97%
(150/155)8 B9, Ao o) w2 2lol= §ISiet ™ 2173w % 4 10382 o
do 2 z1 % AFtolM= SVRE 84% (86/103)5 HJL Aol o wh2 xjoli=
Ak Real-life SA7-ellA] 1327 A8 342 2318t & 276 ll4] 82%62] SVR
S B, ol F WS xleliE SVRE O] OF 10% A% SEATHB8% vs,

288

75%).

FR01 o) DA Bl ALg-E ST
Sofosbuvire} F1EH2 <ul ¢ gluly|a 123 W eHe gAY o] g
G228 13 201 3Afol|lA] 89% SVRES Bt ™ Sofosbuvire} ¥ 1Q1E 5|2
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oup gl 2jupe| Y 1279} 245 W M-S Bl wgk -l X] SVRE©] O o BFollA
8o%E 2po|7} glo], 125 Qo) Hlel 245 Q¥ 7129 o] So] It

=] 32} 60 o] EFHE F 305785 tF o= g Aol simeprevire} #1201
H& dut 9 gl 125 HEas Al & A5y wet H e e dut
of glupu Wa o2 125 52 365 < Fo A, SVREC] 90% T}, T3
X EZ 26489 A thFo T-olA] SVRE-S 80% (1b3: 90% (105/
117), 1a8: 71% (105/147)) S}, §-3d=x1018 1a8 Aol Q80K A oS 71+ 1L
AT FApe] SVRES 52% (31/60), Ho]7F fIE Satoll M= 85% (73/80)= 1bF
I Hlgt A Bt SHAINE, o] & F 311 9] IS FAlollAl= 58% (18/31)
o] SVRE-S B}, >

AR 18 7 7 SAbsolA #l e aE Sdutkel eube] W e
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old A& FNHEAL 44%¢} o) PI X7 A A} 53067} EFE 4401 ol 4]
ledipasvir/sofosbuvir 125+ X 83= 94%2] SVRE-S H ¢, ledipasvir/sofosbuviré} 2]
vhe] 2 125 HE QW (SVRE 96%) E ledipasvir/sofosbuvir 245+ X & (SVRE 99%)
o} f-ol gt Aozt YR ™ A= A% A NSsA AAA ol Tk RAVZ} 14%2] ghato]
A BAEA O, o5 F 89%ellM A= w0l AT A= A2 A vhollx T
A%, 78T EHF o, 128B 32 T B Feld S A5 wkgol &
ot IS A Skt old A= BY AE T 931 FAHEAIR 461, o]
A A7 A 479)E ez FE FU AollA, ledipasvir/sofosbuvir 125+ 2|
TR 9% (92/93)8] SVRES B 3L, WS FAtollA = 100%2] SVRE(17/17)&
Btk X5 Al A 22002] 3xboA] NSSA Aol tigk RAVZ} gllent, o] Z
950601M A EHke-S B = g AN E 1 HE ExE T A=
Aol A= 34178 2] FA}ol|A] ledipasvir/sofosbuvir 125+ X2 EE 3kajo|A]

SV Yk Mg Aol = uld 2AWE Extl i 57 EAollA]

ledipasvir/sofosbuvir 125 X]&e°f] SVRE©®] 90% (162/171)121}, ledipasvir/so-
fosbuvire} 2lulu] @l 125 W QWA 96% (174/181), ledipasvir/sofosbuvir 245
2|29} ledipasvir/sofosbuvire} ZupH] & 24 I QM4 2k} 98% (98/100)9F
100% (22/22)¢] SVRES Ko, 2| & F7F8l7 v A 5713t Aol ¥ a3}z o]
ek H2QlE A2 Gute} ejube 2 Way v F Pl X AR Bolx A
23S 34 1552 A 2 ledipasvir/sofosbuvire} 2luld] €l 125 W oo
96% SVRE-S X9, 97% SVRE-S X2l ledipasvir/sofosbuvir 245 X 59} H]|<=38F 4
B} B

HIalE #H & dutel guinld Heka W Aol e 207789 v cy Y &4}
ol ombitasvir/paritaprevir/ritonavir} dasabuvir 2 z]u}e] & 125 {3 QWS SVR
B 96%E 2798t o) A8 Fet daEle] 2 AE W B

o] Y= 1b% ¥ CHTFF S Aol guba A Wkl 97%, 2uial A

o] Y= -Foll% 100% SVRES B, 1b¥ ollx= 2jupu]d Wkl & 714 o]

=
o] gIeh ™ 217 Aol gl 1% B0l ombitasvir/paritaprevir/ritonavir

T
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9} dasabuvir 2 a2 H3ele] 1259} 245 X8 A], 1b¥ AQ-oll= SVRE©| 2zt
7t 98%, 100%= A& W&ol Zto]7h glglort, 1a8 A-f-ol= 242} 86%, 93%=
oJh Aol BT e, AR Aol i HAA0ld 108 1MF B} o
T X34 601 9] A= Ao 2 gluph|es F7)81A] 9al ombitasvir/paritaprevir/
ritonavire} dasabuvir 125 B3 Q¥ 0 2= 100%2] SVRE-S X o} ™

ol A7 HAdo| A+ 4407 o] A elE 1bF TR} A= daclatasivre} asu-

naprevir 24 B3I QW& o]F X gof FukSA} e 2 A3/ E A 3z} ZHZF
82009} 82002] SVRE-S H T whalA, o] A= Aol = ol SVREC]
2NZ ZAFE TollA 9] 90%el| BlE) e S BHrh o] ATl E3HE =l

F2

44785 A g A} o] A 5o FkgAte} SIEFHE -4
70069} 86%°] SVRES HGITE ™ ARl WA 34 ATolME oA <lEHE/
gupa) ™ X5l FREg-S HQl 879 QIHHE FA/EWA S
daclatasivr®} asunaprevir 245 B o2 A 85% (188/222)2] SVRES H
T} % o)A g2l Fuk-g-o|ATl Falol A= SVRE 81% (70/87), OJE] & 225}
/B SRR elME 87% (118/135) oH, WS -9 Adaglo] X|&rkgo
Ak Sl

Sofosbuvirg} simeprevir W Q-2 HIQJEHHE dube} gluln]gl HeaH o
uhg-o] §IlY SAtoll ) A5 Ao} H|SE 91-95%2] SVRES HJ o), A=
dol = AAUT SAblM = A7 fhAbel] vls] S SVRES HATHT% vs.

285-287

88%).
A8 Ado] = FAAE 18 v CEZFG oA daclatasvire} sofosbuvir 245
B3t o) 2lubn|AS F713F - 95% (19/20), THA] -2 - 100% (21/21)2]
By ? A7 AP o] A 1AW At T 23 40979 $4)
= A2 & daclatasvire} sofosbuvir e Qo 3k -3 real-life A7+ g
v RS 74 - 1257, 245 X5l 242} SVRE 100%, 98%-< H3l hi, 2u}
v 28 F71eHA] e Aol 125, 245 X5 ol 212} 85%, 93%6F B At
S th O R simeprevire}h FIAH HE Uz} 3 Ejuiy)
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ol 8606, 1aBL 70%3ich ™ 347 A mol H kg WA BAlolA SVRE
£ 70% (101/145), Wkg-o] fIE FAtollM = 44% (102/234) 2 #4A A5 k34t
NA A5 237} uf$ 17%—2)\.]—/“_.508

TETARH (B 7)
A= 80| Sl= |AARE 13 THY CE7IE & Oidkd 71EHE0| K=
1. DAA HEH
o QTS 1 OH CHH7IY L i 24 S0IN ledipasvir (90 mg)/sofosbuvir
= 5

b3 Thd CH7IE & DAY 7HEAHSOIM ombitasvir (25 mg)/
paritaprevir (150 mg)/ritonavir (100 mg)2t dasabuvir (500 mg)E HE5HH 12
7t i B FOI5HCE (A1)

* SUXIOFH 1ad T CHZIFUIAN ombitasvir (25 mg)/paritaprevir (150 mg)/
ritonavir (100 mg)2t dasabuvir (500 mg) %! 2|HHH[ZI(AHE =75 kgO|P 1,200
mg, MZE <75 kgO|H 1,000 mg)S Helcto] 1257t I A7 SO04SiCt (A1)
LAl ZHEHEE 2|HiH|ZlS Heloto] 2457 DY A7 S04t (A1)

s STXIOL 1bY BH CYZIY 3 CHatM ZHAHSO0|A daclatasvir (60 mg)2t
asunaprevir (200 mg)S EEIot0] 2457t 1Y A7 E0jote, X2 M Lo
0| ZAIS Al&stir MOVt ZAEE 42 T2 U2 XIZ I (A1)

o QTR 1Y 2 CEZIE0IA sofosbuvir (400 mg)2t simeprevir (150 mg)S

HEI5I0] 1237t DY A7 E0ISICH (A1) LAY 7S 2 2HHIZI(MIE =

75 kgOI=H 1,200 mg, MZE <75 kg0|™ 1,000 mg)S F7tot0] 1257+ 0HY &+

SOo{BICt (Bl) CHAE 7HZHSOIN 2lHHH|R 2A80| 2eHs 40=

sofosbuvir (400 mg)2t simeprevir (150 mg)S Hefoto] 2457+ 01 A7 £

StTt. (B1)

REXFH 1Y T CHZIFA daclatasvir (60 mg)2t sofosbuvir (400 mg)E

BEI5H0] 1237t DY AT S0SICE (A1) LAY 2SS 2HH|=(MIE =

75 kgOI™ 1,200 mg, AMZ <75 kgO|H 1,000 mg)S 715104 1237+ IHY AT

EOfBICh (BY) CHAY 7HEAHBOIN 2lHH|E BEXEE0| ReHe= 4R0=

daclatasvir (60 mg)2t sofosbuvir (400 mg)E &t 2437t I A+ £

SiCt (B1)

2. QIHIZE 23t QF

o
=
|
ro
m
=l
rhu
ne
=
A

3| LBIEAL) & 2|HHI2I(0NY, ME =75 kg0|H
1,000 mg)S &HEtot0] 1237t FOISICH (A2)
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o RUAH 1™ 0hd CYIE 2 MY ZH-AHS0IM HIIQIENE et 2|Ht
HIZIS HE6Io 4857 EOISICE (A2) HOQIEHZE Yh-2a= MS0 EAISL

[ 180 ug= = 13| ISR, 2|HHH[ZI2 75 kg 0[510]™ 1,000 mg, 75 kg
Z1KS5HH 1,200 mgs DY A7 SO{SH, HIQIEHE UM-2b= 1.5 ug/kg
2 3 13| OlotAleta, 2|2 XIES0] 65 kg 0|22 800 mg, 65-85 kg2
1,000 mg, 85-105 kg2 1,200 mg, 105 kgS =1tot™ 1,400 mgs FO{SICH &
TR 1¥E X2 45 RVRO| 1 X|= & HCV RNA &7} 400,000 1U/mL
O[ZH0|0, RS A OSQIRKEIYE 7HRst = 7H4HS, HITO|LL Q&
XS S)7t Sl 42 459 HER|ES 1H3ICL (B1) XI=E 125W EVR
0| g™ X225 FX[SITE (A1) cEVRO| QUSH 4857t X|=ZSICH (A1) pEVR
Ol A= X|= 245 HCV RNA ZAIE o0 SHEX| o™ X225 S5t
Ct. (A1)

= A0 Y= VAL 1E B CEI7IY I MY 7H3HS0| K=

(0] 7t0|=2tR10IA “X|2 ZAE0| QU="0[2t B2 0|0l DAAS ZEStotX| ¢4l QI

HE E= HIQHME Ut tx 3 2|HH|ZO| x| deig X|Z6iC}, 0|52 2t/

X|EE AZRHOLE CISE Q0I(X|2 FHLS E= 28 FUES, M, Hio|2{A SIts

A 3 ofH| 2X80[Lt B2 8% 5)0ll 2ol SVRO| =2 oK| Rt XS0 2F

SEICE &, TR 1-F0IX|2E 11 OFF0| LREX| h= ZR0= 1ad0l FalA

X|25IH, RO A Qs X AFZ0| FHMEC)

» O|MOf| X2 AEO0| U= RTXIE 1 Y CHZIFA ledipasvir (90 mg)/
sofosbuvir (400 mg)E 12352F IiY A7 FO{BICE (A1) AN ZHAHER X(27|
242 4Z2 HEBIALL (A1) 2JHHIRIFIZ =75 kg0l 1,200 mg, MZ <75 kg
0™ 1,000 mg)S F7Iot0] 1257t OHY ZT FO{SITt (B1)

» O|H0)| X2 ZEO0| U= RO 1bY THY CHZIY L MY ZHEHSOIA
ombitasvir (25 mg)/paritaprevir (150 mg)/ritonavir (100 mg)2+ dasabuvir (500
mg)E Heloto] 12374 Y Z7 S4BT, (A1)

o 0|F0)| A2 ZEO| QU= RTIXOIY 128 THY CHZIHMA ombitasvir (25 mg)/
paritaprevir (150 mg)/ritonavir (100 mg)2t dasabuvir (500 mg) & 2{HH|Z(XS
=75 kgO|™ 1,200 mg, HME <75 kgO|™ 1,000 mg)S HEGIH 1257t 0HY HF
EOJBICE (A1) CHM Y ZHEHBE R|=7|7Hs 2452 ARSI (A1)

o O|T0)| X2 ZE0| U= STX0IY 1bE THY CHZIS I MY ZHHEHSO0|A
daclatasvir (60 mg)2t asunaprevir (200 mg)=S He6t0] 2457+ 0§ AL E0{ot

g, XE M LIHRHEHO| ZAS A5t Ho|7F 252 42 TE oN=Z x|zt

Ch (A1)
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i
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S 2= 710|1 =22l
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_,_

» O|HM0f| X2 ZE0| U= SR 1™ 2HY CHZIHMIAN sofosbuvir (400 mg)2
simeprevir (150 mg)S #&6t04 1237t 1Y ZA7 oISt (A1) AN ZHEHES
© 2|HHIZ(MIZ =75 kgO|™ 1,200 mg, #E <75 kgOIH 1,000 mg)S 715104

12570 Y A7 S043ITE (B1) ChAMY ZHEHSO0N 2|HH|Z 22580| R &=
74001|._ sofosbuvir (400 mg)2t simeprevir (150 mg)S #toto] 2437+ 01 &
T E0{StC (B1)

o O|MO| X|= A0l U= KA 1 2 CAUH Oilkl daclatasvir (60 mg)2
sofosbuvir (400 mg)S S5t 1237t DY A7 E03IT). (BY) ChAM 7HHS
2 2JHHHIZI(RIE 275 kg0l 1,200 mg, HIE <75 kgO| 1,000 mg)S ZE7F5104
1237t Y A7 OIS (B1) CHAM 2HEHB0A 2lHHH|2 2A-80| R2==
H0l= daclatasvir (60 mg)2t sofosbuvir (400 mg)S ot 2457+ DY A
SIS (B1)

_,_

Table 7. Treatment of HCV genotype 1 infection in chronic hepatitis or compensated
cirrhosis

Genotype 1b Genotype 1a

Chronic  Compensated Chronic ~ Compensated
hepatitis cirrhosis hepatitis cirrhosis
Treatment naive
Ledipasvir/sofosbuvir 12 wk 12 wk
OPr+D 12 wk 12 wk+R 24 wk+R
Daclatasvir + Asunaprvir 24 wk

Sofosbuvir + Simeprevir
Daclatasvir + Sofosbuvir
Sofosbuvir+PR
PR

PR experienced
Ledipasvir/sofosbuvir
OPr+D
Daclatasvir + Asunaprvir
Sofosbuvir + Simeprevir

Daclatasvir + Sofosbuvir

12 wk 12 wk+R/24 wk
12 wk 12 wk+R/24 wk
12 wk
24-48 wk

12 wk 12 wk+R/24 wk
12 wk
24 wk
12 wk 12 wk+R/24 wk
12 wk 12 wk+R/24 wk

12wk 12 wk+R/24 wk
12wk 12 wk+R/24 wk
12 wk
24-48 wk

12wk 12 wk+R/24 wk
12 wk+R 24 wk+R

12wk 12 wk+R/24 wk
12wk 12 wk+R/24 wk

OPr+D, ombitasvir/paritaprevir/ritonavir + dasabuvir; R, weight-based ribavirin; PR, pegylated

interferon +ribavirin therapy.
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S= A= daclatasvirs} sofosbuvir QM 0 2 1257 X828 4= Q)8 Ao =
REasd=

A 28 v Y HRIEHE Ut X3 A5 d e E Gt
o} gjutul el 2453} Wit awolch PO g JolEl B2 Uul2als FAte
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Skl A 28 v CER Y S-Sl Fl Rl HE dutet guiblY
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01} X0 o)2iglk olatE ol mhe APEe] Ko7} gltke AR lek M o=
71EAH o2 FRAAE 28 A H1lEHE Lube} 2upu Wik a ol tigh SVR
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o Al E Bl A R EAE o2 §F Aol = SVRE| o] Qe
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7} 3509 ol el A 28 v I IAES U R 1659} 245 ABE

v 3 A ME 165 X572 SVRE 65%0] ]3] 245 2| S-2] SVRE©] 82%6=
FrolatAl kAN X5 717HS ATl JlojA] RVR @4 o= aLg| =R 2
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7He U A POl 7|2

o= A& F svRel GIE BN o] MRSk BUT L g,

FEIALE (H 8)

X|= ZE0| Y= |UARY 28 By CEZIY R idtd 71 3H39 K=
1. DAA ZRH

s ST 28 Bk CHZHHOIM sofosbuvir (400 mg)<t EIHH:IIE'-l (MZE =75 kg
0|%H 1,200 mg, XMZE <75 kgO|™ 1,000 mg)S HEGI0 1257+ MY A7 F0
SHTt. (A1) CHeY ZHEBB0IM X2 712+ 165 ﬁ’éc’* % ALt (C1)

o QTR 2Y THY CEZIE 2 ohMY S0 daclatasvir (60mg)2t
sofosbuvir (400 mg)S HEGEI0] 123571 I AT E0E 4 QUTt (C1)
2. CIHHE 23t 2
c RTARA 2 ':'f*" CaZig & Chad 7HdHS0IM T I E Amet 2|Hf
HIZIS 2457F FOI5ICE. (A2) HIQIEHE UM-2a= 180 ug=S, HIQIHD

2 Unt-2b= 1.5 ug/kgs F 18] MSH FALRITY. (A1) a||;|H:||E|9 NS 24

N

210] 800 mgS DN B+ FOSICE. (A2) RI= 431 RVRO| UL CHE K| =AY
meﬂﬂmtﬁ$W—ﬂEﬂ7EwTEE&wtﬁgﬂﬁé*%Q
(B2) &, X2 7|7tS Th=ote ARQ0= 243 X|=Z0] HloH HLUE0| =30 F=2
SiCt (A2)

= ZRi0| Y= FEALY 28 T CEIZI H Ty 2HHS9 X=

+ O|H0fl X2 ZE0| Y= SR 28 2 CZIEU|AE= sofosbuvir (400 mg)2t
2|HHH|21 (RIZ =75 kgOIH 1,200 mg, AMIE <75 kg0 1,000 mg)S Yoo 12
7H Y AT SIS (A1) Ciald ZHEHS0IM X277 |7t 16-24F2 HES
C}. (A1)

e 0|0 X|= ZRO0| A= FUAA 2&d By CHH 3

daclatasvir (60 mg)2t sofosbuvir (400 mg)E H6IH 1237t 1Y A7 F0E

2= QUCt (C1)

0|20l X2 0| U= RTINS 23 Ot CH7IE 2 AN ZHEHSOIIA

sofosbuvir (1§ 400 mg)2t HIQIEHZ UIH(F 15| LiotFAL) & 2|

U HE =75 kgO|™ 1,200 mg, MB <75 kg0|™ 1,000 mg)S Yot 123

EoJEr. (B1)
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Table 8. Treatment of HCV genotype 2 infection in chronic hepatitis or compensated

cirrhosis
Treatment naive PR experienced
Chronic Compensated Chronic Compensated
hepatitis cirrhosis hepatitis cirrhosis
Sofosbuvir+R 12 wk 16 wk 12 wk 16-24 wk
Daclatasvir + Sofosbuvir 12 wk 12 wk
Sofosbuvir+PR 12 wk
PR 16-24 wk 24 wk

PR, pegylated interferon alpha+ribavirin 800 mg therapy; R, weight-based ribavirin.
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FETARSL (F9)
A= 0| Sl= SRR 3 THd CH7ZIY 3 i 7Bl X[=
1. DAA H3IQH
o QMR 38 Tt CHZIEUIAN sofosbuvir (400 mg)2t 2[HHH|Z! (% I% =75 kg
0| 1,200 mg, A= <75 kgO|% 1,000 mg)S 5101 2437t HY AT £0]
SITE (A1) CHAMA ZIARSOIME SUst oyoz x|=23iCt (B1)

o SRR 3 T CHZIEOIA daclatasvir (60 mg)2t sofosbuvir (400 mg)E
BHEloto] 12570 Y A7 SOoISiC). (A1) CHaA 7+ "01|A1 SUst Hale
Hol| 2|HH|ZS F7FotAHLE F7FokK| 944l 2457t A & = QICh (B2)
2. QIEMHEZE 23t OH
o STRIS 35 Y CHZIHUIA sofosbuvir (400 mg) oF HIQIEIHEZE Am} (F
18] OlotEEAL) 2 2|HH IE( HY, XIS =75 kgOI™ 1,200 mg, MS <75 kg0|™H
1,000 mg)% Eﬁ@ﬁm 12371 FOISICE, (A1) THAY ZHAHSOIME SYUsH L

- QR 300 _g CE7ZI0IM HIQIEHE Ymtet 2|u|2IS 2427 S015t
O}, (A0) HIOIEIE UT-2a 180 g2, HIQIEMHE 220 15 wg/kg
S 7 15| W5t FAICE (A1) 2JHHHIZIS HZ0) A RL0] 800 mgS Y 27
S0i3iCt (A2)

X5 0| U= ALY 3 oHY CE7IE Y e 7HEHEL| X2

e O|X0| X= ZE0| Y= FTUAE 3y ohd CEHE H Oidd ZH-HS0IN
sofosbuvir (400 mg)2t HIQIEHZE ATHZ 15| LioHERAD) 2 2(HHH[ZI(0HY, A|
Z >75 kg0|™ 1,200 mg, M <75 kgOI® 1,000 mg)S HeBI04 1237 |25t
Cf. (A1)

+ O|F0| X2 HEO| U= ST 3 0 CHIHOMN daclatasvir (60 mg)
sofosbuvir (400 mg)S E6t0d 1237t 1Y Z7 E0SHTE (A1) CHAM 74
Ol S HRHO| 2HH|ZS S5t F716HK| 210 2457t HE £
Ct. (B2)

* O|M0f X|=2 AEO0| Y= RTXIE 3 TN CH ZHHOA sofosbuvir (400mg)2t
2HH|ZI(HY, ME =75 kgO|™ 1,200 mg, M <75 kgO|H 1,000 mg)S EEle
O 2437t X2 2= QUL (B2) 0|2F St HEQHS LAY 7HIHSN= *
2 SVRES HO|EE [}2 |2 WS 123t (B1)
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Table 9. Treatment of HCV genotype 3 infection in chronic hepatitis or compensated

cirrhosis
Treatment naive PR experienced
Chronic ~ Compensated Chronic Compensated
hepatitis cirrhosis hepatitis cirrhosis
Sofosbuvir+R 24 wk 24 wk
Daclatasvir + Sofosbuvir 12 wk 24 wk+R 12 wk 24 wk=R
Sofosbuvir+PR 12 wk 12 wk
PR 16-24 wk 24 wk

PR, pegylated interferon alpha+ribavirin 800 mg therapy; R, weight-based ribavirin.
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FHIARRL (2 10)
REUA 4 BHY CHY A TiYE 7332 =

DAA HEIQH

1.

no

©

QEAI 43 0ty CHZIHEIA ledipasvir (90 mg)/sofosbuvir (400 mg)E 12

S7HINY FT FOEiT (BY) Oled HEHER X=7te 4FE HEGHA

Lt, 2|HHHI2I(XIE =75 kgO|2 1200 mg, <75 kgO| 1000 mg)S #8510 12

=7HOY 27 S0E 12ig 5= ULk (C1)

TR 4 oy CHZEOIA ombitasvir (25 mg)/paritaprevir (150 mg)/

ritonavir (100 mg)2t+ 2|HH|ZI(ME =75 kgO|H 1,200 mg, <75 kgO|2 1,000 mg)
t

S HEoH 12374 0 A7 S5 (Bl) AN 7HHE2 X277t 24
2 HAG= AS I3E 4= ALk (C1)

QAL 43 0 CHZIHE0IM sofosbuvir (400 mg)2t 2IHIHIZI(HIS >75 kg
0| 1,200 mg, MZE <75 kgO|™ 1,000 mg)S HEl5t0] 243=7F 0 A £
SiCt (B1)

HEZE Zs Q4

SRS 43 OHY CH7IYE 2 thAY ZEAHSO0IAN sofosbuvir (BHR 400 mg)
ot HIQIEHE ATHFE 15] LISIEAY) 2 2HH|ZI(0Y, ME =75 kgo|H
1,200 mg, MIE <75 kgO|® 1,000 mg)S 515101 12527 EOBICE, (B1)
RN 49 oHE Cl7te 2 oA 2HEHS0I HOQIEHE et MiS

Of] 2 2|21 4837t E0I5HTE. (A2) HOQIHHZE UM-2a= MSH| 24
2101 180 ugS 2= 13| LSIEAISHY, HIQIEHE AM-2b= 1.5 ug/kgE T
13| TolFARRITY, HIS0)| [ME 2(HH[Z2 HTQIEHE Y-2a%t & £¢
& H0l= 2tXte| XZ0| 75 kg 0[510|H 2|HHH[ZI 1,000 mg, 75 kg Z2t5HH
1,200 mgS OHY AT F04510, HIQIEHE Unt-2b2t SHH E0 S AR0)=
HIZ 65 kg 0]2H2 800 mg, 65-85 kg2 1,000 mg, 85-105 kg 1,200 mg, 12
1105 kg2 ZEIH5HH 1,400 mgS DY AT S045HCE (A1)
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FAAY 5P F2 FolZ ol BEsRAL S-eutelolla= dE R ekghon],
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o7 G144 5, 68 % W} - Yo} o] & o g 3 AT AlghE o],

DAA AAIE ZEe X524 258 F448 63 B2 dF2 2 ledipasvit/
sofosbuvir® 125 X232 ), 96% (24/25)2] SVRE-S B} > §4413 584
A ledipasvir/sofosbuvir 2| &) 3l A5+ It} In vitrool| A ledipasvirZ} A=}
g 6P Wk o}t 32 5PN E B} o g A Sl w &Rt 9l
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£ Uy} 2 Ao W el e 125 WEawle 199 34 539 6o #4
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18 9] X 50| F3te] A 8717He 2472 Fe|AY, X877k 1252 3FHA] A
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FETARRE (B 10)
KRS 5, 6 Tt CEI7IY 2 Y 7HHEL| X|=
1. DAA I

o QEXFH 5, 68 I CHZIHOIA ledipasvir (90 mg)/sofosbuvir (400 mg)S
OfSICh (BY) Ui 7HHB2 |27 |7tE 452 Aot
>75 kgOI®1 1,200 mg, &IZ <75 kgOI% 1,000 mg)S &t
Sto] 1237t O A7 FO04E 1&gt 4 It (C1)

o STXFH 5, 68 DR CHZIY I CHatd ZHAHES0IN sofosbuvir (0HY 400
mg)2t HIQIEHE AT 15| MISHFA) L 2|HH|ZI(0HY, MiE =75 kgO|H
1,200 mg, M= <75 kgOI™ 1,000 mg)S HEloH0] 1237+ F£0{SiTt. (B1)

o RTAIA 5, 6 DHd CHZE 3! Tiedd 7HAHS0A HTIQIEHE At X|
S0l W2 2|did|2lS 2457 SO{3ICE (A2) HOQIEHZE Y-2ae= M0 &
A2A0] 180 wgs = 13| I[SkFAlSt, HIQIEHE LM-2b= 1.5 ug/kg=E
= 13| LISIEARRICE, MBS0 ME 2HH|ZHE T IQIEHE Ln-2a2t 31 £
e 2R0l= 2tRte| HiE0| 75 kg O|5H0|™ 2[HHH|2 1,000 mg, 75 kg Z1tok
™ 1,200 mg= MY &2 FO0oH, HIQIHHE Um-2bet &7 FOE 42
0lli= AIE 65 kg OI2H2 800 mg, 65-85 kg 1,000 mg, 85-105 kg 1,200 mg,
72|17 105 kge =2t6HH 1,400 mgS Y Z+ SOSICE (A1)

5

Table 10. Treatment of HCV genotype 4, 5, 6 infection in chronic hepatitis or com-
pensated cirrhosis

Genotype 4 Genotype 5, 6

Chronic Compensated Chronic Compensated

hepatitis cirrhosis hepatitis cirrhosis
Ledipasvir/sofosbuvir 12 wk 12 wk +R/24 wk 12 wk 12 wk +R/24 wk
OPr+R 12 wk 24 wk
Sofosbuvir+R 24 wk
Sofosbuvir+PR 12 wk 12 wk
PR 48 wk 24 wk

R, weight-based ribavirin; OPr, ombitasvir/paritaprevir/ritonavir; PR, pegylated interferon +
ribavirin therapy.
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CTP 34 127 olte] 1087 ¢] 7344 1, 48 o] vt I HS(CTP &7 B
9} ©) FAEL WA= ledipasivir/sofosbuvire} 2lul8]&(Z7] &3 600 mgellA
ABhe] ZWE 127 TE 2% 2 RS Ul SVRES 22 s7vsh 89%3)
o7 e A& F 50% o el CTP pel MELD He] g Belout U
T oskE Bl A9k AL Sne] EAEL AR VI T AT FER AEksl
T} Grade 3 o]/e] oFA| F-2H-8-2 ZH2} 15%9} 34%0llA] g8t it

o] CTP 7 B, CQl 60™89] SAE(H4E 13 451, 3% 69, 2/4/6% 9
™) oA daclatasvire} sofosbuvir & 28] 21(Z7] -3 600 mgol|A A1ZFste] S3F)
125 el SVRELS 83%gieh.” o8 1A} ol R, I CTP SFEE
T-E3HH, SVRE2 A 1a¥ A& 76%, 3344 1b3 oA+ 100% 3L, 731
A8 18 9] CTP #57 BollM = 92%, Coll M= 50% Ak, 448 2/4/6% oAM=
89%, F2dA4+% 39 ollXl= 83% itk

SR 18 2] CTP 57 A(101%)} CTP £/ B/C(55) 4154 simeprevir
9} sofosbuvir 125 MR H(0] 5 1/39] AL gulv|dS HEshe 28 a3
o} QPAAE HE FFA AFolM SVREL 242} 91%¢) 73%%ie. ™ el cTp
BE B, Co| CTP 8 AT v|8] B2k 27] 28 (11% vs. 1%), o] 83 1
248 A (22% vs. 20%), FAYA A BE Q3hs AT LA(20% vs. 1%), IR 2
A(20% vs. 3%) W&ol Fk ot o3t FAg-2 A 5HA| 42 T} Hlask}]
= ) opAloke] v de Ik 1 ar ejuie|wlake] W o= SVRel| FFE v
Z|A] 4T}, DAA S paritaprevir, dasabuvir®} asunaprevire BT 7HH S0l
A frolgk d T s et e 2 F7]olt

HI 3 I3 HS &2F 5 53] CTP 137 o)}l 7% DAAS] a9} obd/d2
27} 1% o] Washh, £ ol 8 ol T 9A) o WThA 2

Aol sbole A5e] 7142l Esrh BwA| gho} A ke Auslstol
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ElHE d3k-2a 90 pg/wk, = HIJAEHE &3k-2b 0.5 pg/kg/wke}l 2ubd]
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FETALE (1)
DAA HEIQH
1. RARR 1, 4, 5, 6 H|Chetd 7HEHS 2HK1Q| X2

o QMAFH 1, 4, 5, 68 H|HAM ZFAES0IA ledipasvir (90 mg)/sofosbuvir
(400 mg)2t 2HHIZ(=7] 8 600 mg/dE AlZISHY HAXN S&)s EEioho]
12370 Y 27 Soistct. (Bl) 2[HiH|Z £280| 2= 42 ledipasvir
(90 mg)/sofosbuvir (400 mg)S 2457t DY Z7 £ 4= QUCE (C1)

o RUXE 1, 4, 5, 6 HIHAY 7HHS|A daclatasvir (60 mg)2t sofosbuvir
(400 mg) & 2|HHH|ZI(=7| 8 600 mg/d2 AX{ot0] HAXN S&)S Halotol
1237t Y A7 S04SHt (B1) 2/HiH|R 22580| R2{== 42 daclatasvir
(60 mg)2t sofosbuvir (400 mg)S HEGHH 247t DHY A7 E04 & 4= QUCt (C1)

o QTR A, 4, 5, 68 HICHAN ZEAHESO|A sofosbuvir (400 mg)2t simeprevir
(150 mg)E Helroto] 1237t DY A7 F0i& 2= QUL (C2)

2. ST 2 H|thetd 7HEHS 2Rt X|=

o QMR 28 H|CAN ZHEAHSO0|A sofosbuvir (400 mg)2t 2|HHIRI(MIS =
75 kgOlo 1,200 mg, MIE <75 kgOI® 1,000 mg)S G104 16-2477F OHY
4T S04 == ULk (C1)

o QTR 2 HICHAY ZHEHSBO0IA daclatasvir (60 mg)2t sofosbuvir (400
mg) 2 2|HHH[ZI(=7] 8% 600 mg/d= ARSI HAXN S)S Helolo 125
Zh i A7 E0E £ QUL (C1) 2HHH|2Ie] 2A80| == ER0=
daclatasvir (60 mg)2t sofosbuvir (400 mg)E Hgloto 247t I Z+ F0
& 2= Lk (C1)

3. TR 3 H|ThAY 7HEHT 2tk X2

o QTR 3 HICHAY ZHEHSBOIAM daclatasvir (60 mg)2t sofosbuvir (400
mg) 2 2[HHH[2I(Z7] 22 600 mg/d= ARSI HAXN S2HS HEsIe 123
7h Y A7 F04E £ QICt (C1) 2lHH|ZIo] BAZ0| R AR0=
daclatasvir (60 mg)2t sofosbuvir (400 mg)S &eioto] 2437t I AT £
& 4 Qlrt. (C1)

o QAR 3 H|CHAY ZHAHSO|A] sofosbuvir (400 mg)2t 2|HHHIZI(MIS =
75 kgOI® 1,200 mg, MZ <75 kg0l 1,000 mg)S Hetst0y 24-48757H Y
4T 0/ 5= ULk (C2)

ol

QIE|HE L3 2

» CTP 28 B BXS2 HIQIEME Yot 2/HiH2 HHRHOR XI2E AlE
o & 4 QUOLL RAS Lol F2I51010F BTk, (C2) CTP 257 C2
JQIEHE UMt ALHIR HRHS AIYS EHF AT BES UM THsY
0| %Ot HT5HX| 4L, (B1)
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Table 11. Treatment of decompensated cirrhosis

Genotype 1, 4, 5, 6 Genotype 2

Genotype 3

Ledipasvir/sofosbuvir 12 wk+R*/24 wk

Daclatasvir + Sofosbuvir 12 wk+R*/24 wk 12 wk+R*/24 wk
Sofosbuvir + Simeprevir 12 wk

Sofosbuvir+R 16-24 wk

12 wk+R*/24 wk

24-48 wk

R*, ribavirin started from 600 mg/d; R, weight-based ribavirin.
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Zt0]Al 2l 7k| ZH7| O|Al EtXfol X|2

zpafofof gt

o] & cEgzro] Akl 222 0] F-A4AFE 1, 48 9] IIAES ledipasvir/sofosbuvir
o gl o 2 747} 12578} 2473 A 535131 vl SVRE- FO-F3 A3} $hatol| A
= 247 9608} 98%RaL, T g AW BAteld e F T 25 96%SIeE.”” CTP
B3 BIoA = 212} 85%, 88% AL, CollA = 60%, 75%SITh.

o]d & FHAE 13 A= 1239 llA simeprevire} sofosbuvirg 2u}H] 23} 1
Feprvt -2 HEekA AL 1257 A 58k3S vl SVRES 90% e, 2ubn] o]
HEl ofB= QYRS kS v x| A] §9kt) 35 Simeprevire % A A1 tacrolimus,
sirolimus2} 7] AL8-3F wjolli= -85F W7 o] & Q3}A] &kR|WH cyclosporine- simeprevir
o] dH FEE FosHl SV 5 ol W Foke AR HA =t

g, o]2] & HCV Al 84} s3% (-8 13 417, 2/4/68 19, 38 1179)ol|A
daclatasvir®} sofosbuvir @ 20} #(Z7] &% 600 mgollA] A1ZFsle] S3F) 12F ¥
Frawe] SVRE-L 94% e ™ 524 WaE S 1A 18 95%, 2/4/63 100%, 33
91%3ict.

o]2] & FO-F2 4d-f38 el o] F-A49 18 FAE 34 (F-dAlets 1a 209 23
oll4] ombitasvir/paritaprevir/ritonavire} dasabuvir @ 2]ulH]H-& 24F3F FoFsHS]
< W SVRES 97%3AAL, 6%2] EAFEo] Algh ofAl F-448-2 Adstslem AbeEle
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4T A wlE ol 85 Aol Z sl
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ZH0[A] & 71Q] &7| 0[4] 2tXjo| X|2

FEIALEh )
1. Z10|Al ™ SIXIS2 SHI0|HA K22 0]A] & IS oftst 4= QIO X|= F
At 22 7|5 HOV SMXIE0| oot 2= Aok mELt, (B)

7| :
2. 2014 5 CHIHO| LT HAISS 0244 X2 4 O[T, (A) 5
ol 2% BE FAH A0 LHSIIILE TBE TR 2UY SIS0

[=) o — = Lo
SR 7HRlBlo] 205t ZIRT OJAIH A410] OJSEIDR A45| SfBi0[A %]

FEXA 1, 449 7H0|A] = 2HXQ| X|=

o QMAFH 1, 489| 710]Al = BXIO||IA ledipasvir (90 mg)/sofosbuvir (400 mg)
QF 2IHHHIZI(RIE =75 kgO|® 1,200 mg, A= <75 kgO|2 1,000 mg)S 5!5}
0f 12557k Y A7 SO043ICt (B1) HICHA S 7HAHE0| A= 2HH[EIS =
7182 600 mg/d= AlZ{ot] HAMOZ FSHBICEL (B1) 2/HH|E BAIZ0| 2
&= A2 ledipasvir (90 mg)/sofosbuvir (400 mg)E 24357t 1Y AT £0
it (C1)

o QU 1, 489 7H0|A = BEXt0I|A daclatasvir (60 mg)2t sofosbuvir (400
mg) & 2|HH|ZI(E7| & 600 mgR=E AIZ{6t0] HAX EF)S HElolo 123
ZHOY Z7 FOYBICE, (B1) 2|HHH|ZS] 2A80]| L2i=l= Z<S0il= daclatasvir
(60 mg)2t sofosbuvir (400 mg)S HEIStH 24557+ IHY A7 SO = Tt
(C1)

o FNARA 1, 49| 71014 = %IFOHM sofosbuvir (400 mg)2t simeprevir (150
mg)E HEGI0] 1257t Y A7 FO0{SHTh (B1) 0 A2 2lHH[=(HME =75
kgOI 1,200 mg, HMIZ <75 kgO|H 1,000 mg)S 7kat 4 UL, (B1)

o TR 132 7I0|A = SRI0IN ZHE RS 20| AL ombitasvir (25 mg)/
paritaprevir (150 mg)/ritonavir (100 mg)2t dasabuvir (500 mg) 2! 2|HtH|ZI(A|
= 275 kgO|™ 1,200 mg, A|Z <75 kgO[H 1,000 mg)S HEloto] 2457+ 0
74—71 OB, (B1)

o QTR 4349] 7t0|4| & 2tXI0fA ombitasvir (25 mg)/paritaprevir (150 mg)/
ritonavir (100 mg)2t 2IHH|ZI(XES =75 kgO|H 1,200 mg, AMF <75 kg0|™
1,000 mg)S HEroto] 12-2457F IHY A7 S04& 5= QUCt (C1)

QEXIE 250| Z10[A| & S| X|2

o RUXE 289| 71014 = SHRIO|A sofosbuvir (400 mg)2t 2{HHHIZ(MIE =75
kgOITH 1,200 mg, M= <75 kg0 1,000 mg)S HEGIH 12-2457¢ Y H7
S0iE 4 QUT. (C1)

o FTXFH 29| 7t0|A & tXt0l| A daclatasvir (60 mg)2t sofosbuvir (400 mg)
2 2JHHH|ZI(=T| 8% 600 mgRE AlZSIo HAN SF)S HelotH 1252+
OHY Z71 2043t 4= QUL (C1) 2lHH|ZS] 20| ei=l= 7400"" daclatasvir
(60 mg)2t sofosbuvir (400 mg)E ISt 2437t IHY A7 SO0 =~ UCH
(C1)
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| ZH0|A & 2RI X2

[TXFS 39| 7H0|Al = BEXI0f|A] daclatasvir (60 mg)2} sofosbuvir (400 mg)
2 x7| & 600 mgR= ARGt HAN S)s Yoo 1257t
OHY A7 S0fgt = QUL (C1) 2HH|ZIS| BAI20| R2{== H2L0= daclatasvir
(60 mg)2t sofosbuvir (400 mg)E HEISHH 2457t IHY A7 SO0 =~ UCH

i}
T
&
rm

3849| Zt0|Al & SEXIOY|IA] sofosbuvir (400 mg)2t 2|HHHIZI(MIS =75
™ 1,200 mg, AME <75 kgO|H 1,000 mg)S EE6I0] 24371 IY A7 &£
048t = ULt (C1)
= SIXoM DAASE EotE moll= HY AMKISHtel X7 AsEEs
I245t0{0F STt Simeprevir= cyclosporinel} e E0A| &5 57t
FHEE £ JAC0R 0| £ AAHQ HE Fo= Z7[0|Ch (A2) Ombitasvir/
paritaprevir/ritonaviret dasabuvir £2A|0fl= tacrolimuset cyclosporineE 2t
51040F 5HH mTOR XK= 27(0ICt (A2)
5. ZH0[A| & SIXI0A QETHIZ A7} I
ZIH0| 2RIE F0f| x2S AlRE Re
2 Ymet 2[HiH[Z Ee, F= IHIIEmE
QIEH|Z Ut F=0{2t HESHH] 0|4 S HESO| Ast
M7 ZLEHE Sl A X|E F 7t7|50| sk o=
Ag 123ict (C1)
6. 7t 0|2 &7| 0JAlg B2 SXE0|N CEZIE 27t HOSt 0= DAA £¢
£ 133t (C1)

Table 12. Treatment after liver transplantation

Genotype 1 Genotype 4 Genotype 2 Genotype 3

Ledipasvir/sofosbuvir 12 wk+R/ 12 wk+R/

24 wk 24 wk
Daclatasvir + Sofosbuvir 12 wk+R*/ 12 wk+R*/ 12 wk+R*/ 12 wk+R*/
24 wk 24 wk 24 wk 24 wk
Sofosbuvir + Simeprevir 12 wk+R 12 wk+R
OPr+D OPr,
OPr+D or OFr 2(4wk+z{ 12-2(4 w)k+R
Sofosbuvir+R 12-24 wk 24 wk

R, weight-based ribavirin; R*, ribavirin started from 600 mg/d; OPr+D, ombitasvir/paritaprevir/
ritonavir + dasabuvir.
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U 71 PSR T St 5 4 SAbellA G-CSF ARES aLEs) &

Aok g, A8 =5 ALTZF A4 gk o) 108) o) dsshe F4 zhdetshd

SVRE-S
7 —?}«s}z T B
Feolstelof et

B9Z, 052 A3k, 71PN, AT B PP ERHapathy)sh 2o 27474
Aok o SITRlElslE Bstol ols] WA 4 9l
A B A e 5 glome Feojslol 9t A2 Aol $-4
ol gl A= ARS] B/} ohdA Belsha A5 Fol &3 ol )

[
E3] FoJait), A8 F $5L oF 2800l4] WAER=H], o] A9 serotonin uptake

rr
__r,(_“
[
ol
juad
&
—o
olN o
ol
9,
i3

=0
== o~
QI & Aute] BAZA) 5o ofa] fEs Rahaol AN ATe A
Hk= 3
= 1.

ko] oF 152006004 AT QIE & AA ol o 2 £ 2
HA

SR Gia, el e addeln, s

=
b
X
)
12
o,

A, 4 AR A4 Soz BREaY vRbE e Hov A9 9
3 2l 2] whAaks Ag-olth N slA R 3k o] 71 EdkA| LAy
Bt/ 7)1 FRFe 2 AR A7) Akl H X8 £8 &
o= gAst B2 02 5 Aok QEHE AA] Fo] 2 A7) FrlZo] 4]
& Agole A8 TS nEsla, 2aA] %S Aeolle A8E A8 13
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s ASFoR MEH=A F/1H 0% Bastelol Bk, AgH WIS As)
Fo = Uehts A9d 1 52848 Folsr] A8g 422 F ok @
ua, WHAPs olde A B2 Folw BT 5 gome™ e wy o s

hormone (TSH)¥} free thyroxinezt2 &A= A o| ul&2]s}t},
SkA| F2Q0H HE gl o EEA|RE AASHEES AN G, 2, gt

A A5t 5 U SR AhE S Ago] e S Qlok ' gl dston &

7

Fro] 22 A} F7)E ohn, 2 BelHI Qe A HFH9 M=
2 28 5 Yok 1 ¢ HaclE R E Sukel T2 AvE 22 Alobg,
) Gl o], 4, TE, 91 71Ee, A% e, B o) 9l
o jnn '15 £ Fol Z2g0] M E}. o] ATSelN X7 % P
o] HHHIEs} oF 3830, 9%z Al BT glom, ! Aztek Mool e
dog)E A9HE Fdo] g 97 dFdE vthkste] Wt thgk A
FH7Ake] Bedol sl i‘%l glovt, 118, mEto|ut Famo} o] whup
Aol SR} Y= AL A7 Aol BUHALE she] V1A e Eelshe

o] whhsiet. " sl sl 2 gt X5 F BAshs e oF 1% nlwkol

+
o
L)
o
i)

Elﬂ}ﬁl'ﬂ«l Sot Fahg-2 884 WEdd, o] gur| o] Aol et 23
Aol g o) SAol oot Aoz A& fAlo] Aol 2T 5 ok g
ot Fdgke] S B9 ehupu e s s Wdo] S8 AlHAeS o
51217 5 QIeh P A2 10 g/dL vlwke] WIdo] whast ejun|el ke mefa)
7} 8.5 g/dL PIRte 2 ZHAshd 2lupHd Fo] SAE Aeldit) dE &
10 g/dL m]Rke] WiE o] MhAY3HA 2jupu] 1S Sk ol 200 mg FHegshaL,
8.5 g/dL m|¥ko 2 Fhaatd gupr| el Folg FX|5) OP“F Hlgo] &4
H &Fo R eupds tha] Fofd = gl Wl o] 43k 4-9- recombinant
erythropoietin®] A2 4= QI & A2~ 10 g/dL v]vke] Wig o] ¥hAst 79 2
v gle] oyt Fehs vy 9J3) Fols) & 4

=
Eolthe 7% BEaeh. 7 g, euhulele il F A4 718 e ¢
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B

27F Jlemg Al B7glo] A

= =
of g, 71 9] efubul el Foloh Fi vk HAbge v, £0F, WA, HH)%

o, & 5ol 3t

TR

1.

DAA XIZA| 42 OfFe| XS0 FOI5tT, 7IMUSOR S B8t OIS
Tho| 45EES BLIERISHOF B (A1)

T IQIEHE Aot 2JHiHI2 HEIXIR Al AR CHX{0] Chet AR CIgw
2zt

2 258 U S42 DUERGD| 9 A2 H 923, A3Es, s, 1
2 HIS SO Chat ARIZIARE TR3HCE, (B1)

01Z0fl= Of 4-12 7240 X|& AR T3t &7

.il

L0
M
=
o

=

* HUSET47t 750/mm’ 02O ZASIAL SAM4T}50,000/mm’ 022
2 A5 HIQIEHE Ute| 87 22 1IN, NSS4t 500/mm’
ol

DIOR ZtABHHLE SAMSI} 25,000/mm’ D|PtOR ZASIH HIQIEEZ
2oe| £ SHE ettt 0|F HEo| =5 Aefe STFO2 DA A%

Fa= 0, HIISEF40 PATSE X|& 2ESBIT (C1)

oEtez ZAotH 2jHiH|E £01E SARIC. 0% Y0 sHEE A4EdE &
YO 2|HMH|ZS CIA| RO 4= Q11, FMAS K& 2HERICE (C1)
o YHHY LY RS 2AQUSH| HohAl 2f 2-47HEDICH TSHEY free thyroxine
US eIt (C1)
* X2 S0 R230] LYst= E XHEet 70| 220t S| det 2 A
=2 =

 JEO| 2ARO| 2jHH|2IE Eelols XRE EE 4R Xz S & A=/t 2
= 67HETER| HIEA] TS SHOF BfTt. (A1)
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Table 13. Adverse events of pegylated interferon-alpha (or interferon-alpha) and
ribavirin

Possible related drug Side effects

Pegylated interferon- Flu-like symptoms Fatigue, Headache, Fever, Myalgia, Arthralgia
alpha

or Interferon-alpha ~ Bone marrow Neutropenia, Thrombocytopenia
suppression

Neuropsychiatric ~ Depression, Irritability, Insomnia, Apathy
symptoms

Autoimmune Hashimoto thyroiditis, Graves' disease
diseases

SLE, Type 1 DM, Bronchial asthma
Pulmonary fibrosis, Interstitial pneumonitis

Gastrointestinal Nausea, Anorexia, Dyspepsia, Diarrhea
effects

Dermatologic Alopecia, Rash, Dry skin, Skin itching, Psoriasis
effects

Dry eye, Dry mouth, Stomatitis, Reaction at
injection site

Ophthalmologic  Vision impairment, Retinal swelling, Retinal

effects hemorrhage
Others. Cough, Hearing loss, Tinnitus, Weight loss
Ribavirin Hemolytic anemia, Fatigue, Rash, Skin itching

Teratogenic effect

SLE, Systemic lupus erythematosus; DM, Diabetes Mellitus.
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FARE SRR HOV stel 4 A AU oA oF A
o] gli= Aol ulake] frelalrl HL HOv BHAE-S Btk V5 aliatox
FARE FE-gAte] HOV 8 AL 48.4-79.2%2 BuE Qe 22

2014 wheki HAMA () o W= gl SFF(HELAET 5 X
3h), ek, mRekEIRQ1, 2711 5 Edbo] Fast oFEE Bk, o] FollA 3
A4 oFFo] 81.3%E kA5 2011 o|F A& o2 F7) FAIE Kol gt}
oAl CHZHE A B Fxlol 7t A FHFS A7 el tigk HCV A
5 Fol=tl T8 g gt} SPATE oFE 8ol disk 2@ s Ye] o] Fof

4 T A&HY, mjeba oS
odle &2k A= A5 Ikl FARE- oFE ol Bt A2l

dud

ol

J}*)

2,800% ol ge] AUMFAL A A4 VAT ANE 1, 38.2%0] &
A7t WAL R FE-S AL ol el HalE s E dutel uiud
Hg@m% 31912 ul SVRE- 52828 13 olA] 44.9%, 5844 2, 335 oA 70.0%

TA Fatoll A DAAS] F o] ek 7= ofF] REEHY

simeprevirﬂ- sofosbuvire methadone, buprenorphine®} /320 2 F-o]st ekA|7H

SE
12
e
ot
o
ofy
0
r&‘l

_ 429430 . 431432 L . L .
AsAge A, daclatasvir 2 ombistavir/paritaprevir/ritonavire}
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dasabuvir ™% methatone, buprenorphine 7Foll §-213F okA| 7+ 45242 9l
P

o}, o]&& A 8317] H3l opioid A AEE & A9 F-5A, FAAEA, 1A
Al S5 o] AR-E = Ql=Hl, sofosbuvire o] 21§k efA|e} foldk ARt ds 2
£o] YIAAWH, simeprevire midazolam®| % FEZ S7HA7]AL triazolame] &

=

= A7 ER HE Al F2]E 23T Daclatasvirdl] #3F JH = o}2] FH-35}

s
FHIARSH
1. S TALE A=2 A2 QI CHIY 2Kl X|z= At 2| 7|20 MEE
OF|Z A S EFR0I| S25Ht, (B1)
2. X FALE A= A2 FQ SAte| 42 ASHE| 2ot HAIXQ! ATt A
3N 2tF JiM0f et CHE MEJ S| AR H0[HA X2l =858 =
U 4 QlCt (B2)
e SEY 24X}

ol £4g e FAS oI ] HOV FH 82 A ol wle} 30614 80%714] T
A BaE=e], 19909t FutelA 20000d0) ZuE AL S fEEL 5.9-
14,762 HIEATT 2014 TIeEAGE]) AR AL 82 FEALY A

o b2 HCV 84 A Eo] 2.2%2 K= ct.”

T T2 SAtellx] Hevel HAES dulikle Hlste] oyt BE FAjol
HCV A AALE Al8lA] eror], B} vl = da 22 8dds 5 Hov 7
Az} B ARG EAZ AT Ao AEA o= AT 2 44
AN G A5 Algatels St ohe
A AAE WhEA] AlFsteof ditt, BEEE 7]Ee] B4 ghale] Aol AE |
o= ALT o]4fo] Bl E| AL} HOVel| 2o o] AlE ml= Hev &3] 7“}— AlEste]
of 3k, WHEEIA AAIE SA0]H HCV RNA ZAFE 3lo &t > Hev 244

HAPE &40 BAe] FAAAL (e BAVE S5 FAERAS) HOV S-S 1l

i
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A

o
HOvell 7199l @9 4] $e 73S i (A EYFo R o) o] W
e A o Bl Hlske] frelabll Ee AR Belt # Y Hovel

=
=
ofgt 7k &3 B ofxlel o3 hakE & JenR FRolAe oyt gl

% QIEAE M8 o|4FRd t3t A e 5 Qlo e FrjolAn
DAA ARE-O 2 o] 2] Fof &= kgt CHREA X857} 7Fs3kA =,

g T2 St R A s Aol ni A2 2] e Bl A
S g3ty AAghtt, AFA| o3g 30-80 mL/minel| 33 T2
7% AolE 717 2EA}ollA simeprevir, asunaprevir, daclatasvir, ledipasvir, sofosbuvir
2 ombistavir/paritaprevir/ritonavir2} dasabuvire] ARg A] kA 83 4o FJ g3}
A e¥ct

AR g <30 mL/ming] A8F 22715 FeollS 7171 Sl DAAS] &}
o} Qb el gt AAms SEehAl KehaL, FA4E A e ARRAl ok <30
mL/min®] A}l 4] asunapreviri 100 mg 317 13] £-§-0 2 Fhekgict, 2w F ol
gl 257k s 32 oS wheE ARE Wl Al & gl AFAl oakE
<30 mL/min®] F-AAFE 1b 3EA}ol| M= ombistavir/paritaprevir/ritonavir®} dasabuvir
5 o) 4 glo] Aol 58 A0 AR 4 2, 33 DAl o)
ol Ssteh Aol ThE eluulgle] AHgo] A 4 A op A E
O Qb adto] tigk 77 Z a3t

B s dutel epupH e F27)s Aozt e ofAl il Folr) iy
StEE 7 ofA| mF 2750 Aol Frol whet &S 2| of gt ok =
v e Fo) FAE Fsto] AA A 7] wlol v FEH A S = Al
|G NIFS U F o] ARHA] ofFkEo] 50 mL/min o8kl 7d-¢-oll= 2lniH]
A AM Aol o2 a gtk ™ AFEA) 43 2 60 mL/min Q1 Sl RS
o] gl 9ot FUsHA FopsteE &, A A dAlo VSN E 7H] A
SAFEA] 7 15-59 mL/min)ol= 3| ZAE| T & U522 135 pg T FNIIE
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& &ub-2b 1 pg/kedt 37 2luka] > 200-800 mg/dS: 3HF F WO & Lol
ofatE] 2ol Hl S b o] AmEn Y B8 v SxlolxE QIE
H2 g, B JEHHE 4uE 5o 4 9lon, e WEe dvkHo
2 AFHA ek T4 F2l FAelA #2E HE duf-2a (135 pg/wk)eh A&
o] 2lulH]21(200 mg/d) WS Al=3)] £ AT AF SVRE©| 7-97%= ths)
M X8 o] E34ch

HCV 7H4 odabel gk 2 BddFolu AFPAIAId o] e $rbellA= HCev

= =

FHIIAEH
1.

g

EA0|L SE 0| S S UHA XIZE FHlot= THY SEY SXI0M=

SkS X|= et #E|E A 25| 251 HCV EA| ZALS AI—HSICE (B1)

2. HCV & Y&l 82, = SHO|X|2 A0l 2HO| ZHEtS 7H3l By S EY
SXoIM = HCV Z4ES 2flot7| 2/610] EE HCV RNAS ARSI, (B1)

3. AEAI0 LS 30-80 mL/min] 2 7[s2 E0|= 2HKI0lA simeprevir, asunaprevir,
daclatasvir, ledipasvir, sofosbuvir, ombistavir/paritaprevir/ritonavir2t dasabuvir
£ 0|28t X|Z E= X2 Alof 2| 22 ZE2 TQGHK| it (B1)

4. MFAIG{2EE 30 mL/min 0[5te] B 7|52 E0|= 2tXollA DAAL] Sitet o1

ol _Ig

ol

& ofz] HekotX| Qict, (B1)

5. &l EMS Q5IX| oh= Bt ZE7|s HOH(AMA 0i2kg 15-59 mL/min)7t 4
= DR CY7IY StXoiMe 2AI8S Mok RAGIHM AFE HIQIHEEZE
UTH(2a, 135 ng/wk, = 20, 1 ng/kg/wk)2t 2/HH|2(200~800 mg/d) HEeH
£ &0 (C2)

6. EA QI 0kY CZIY BXI0IME QIEHEZE YTH2a, E= 2b, 3002 unit, 3 3
3|), L= Zi2FE HOQIEI2 LTH2a, 135 ug/wk, £ 2b, 1 ng/kg/wk) H=Q
2 X2 2 L (C2)
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A7 HIV ZHRbllA = oF 25%,% =) HIV 7H4IAke] 5.0-6.6%7F HCVel| S8 7F
d=o] Y Aog BuEgeh " Hivel Hovel 2 744 Wimr) vl 7]
ufiol] BB HIV ZFAxboIAE HCvell tlgh ZAARS: Aldistedof sl datzos
= HCV 3] AR Aldgict, e, HIV 7HAke] oF 6%ell = HCV A7) A8
AR & 4 9o r g HCV ] S0l Awr 9l o) 7HAE-S 7h HIV 4+
Ao A= HCV RNA HALE Aldistelol gt} ™ Hov ghdatolx] Hivel that §]
ARJAAE 71 AV HIV AAME Al

HIVE} HCVE] S8 7HdARs & 7hdatol| vjste] 1Hdf3ke] xldfo] &3t A}

FEE Eon AdulHo g PF HCV RNA FE7} 2o} % 58] cD4 o4 d=
TEIE AL W Tlse] Aol AEE HATe] A Sv) W, d

o
FHUERuto|YA A5 WY V)5S 35T

LarRomM 7 Aste] A e %% F Qonz

ZtA= CD4 ¥ |Ze) dagle] FHERntolgx A8

YERvtol2x X7 F oFARE 45 agv) 115 =3 A
A% B o) 9140l o Eom e Folv) Basi T

HIV 22 7FAztl|A] o] A Sy Ezufola]x X8 AFlo] 911 CD4 Y= T 57}
>500/mm’Q] -9 OFAIRE 3528 9517 915 HOV A 27k el whA) e

=

Egulo]gx A BE Q7|8 4 Yt} CD4 YZT 7} <200/mm’S] AS- FHER
vlo]g| 2= X 83 FA] AlFkatofof &he, 27} HIV X| 5o 4 shE wj7hA] HCV X
B 72 5 Yk HIV 2 2+ AelA HOV T3t edate} SdatA| 2| &ats
JNEFE7INE X 5/dH0] WA BAHU OB DAA X85 X0 R AEght)
olw, FHEZnto]e|x XFA|te] ATt FT2E-S REEA] TF3}elof 3la(E
14), ol X=e] A, FHEZrtolH 2 X 5ol gt oA £&= 5= et
HIV 9% 8 A&7tet §7le] dasie
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Table 14. Concomitant Use of HIV and HCV drugs’

HCV Ombitasvir/

drugs Sofosbu- Ledipasvir/ Daclatas- Asunap- Simepre- Paritaprevir/ Pegylated Ribavir-
HIV vir  Sofosbuvir vir revir vir  Ritonavir plus Interferon in
drugs Dasabuvir

NRTIs (Nucleoside analogue reverse transcriptase inhibitor)

3TC 0} 6} 0} NA O O O O
ABC 0} O 0} NA O O O O
FTC ¢} 0 0 NA 0 0 0 0
TDF 0 o" o NA 0 0 0 0
DV 0} 6} 0} NA O O X X
Pls (Protease inhibitor)

ATV (unboosted) O 0 o] X X o? 0 o]
ATV/r or ATV/c o) 0 0@Eomg X X 0 0 o)
DRV/r or DRV/c o} 0? 0} X X X O O
FPV or FPV/r (0] 0? 0} X X X O O
LPV/r 0 o” o X X X 0 0
SQVIr o} o” o X X X 0 0
TPV/r X X X X X X O 0}
NNRTIs (Non-nucleoside analogue reverse transcriptase inhibitor)

EFV o] 0 0@ mg X X X 0 o]
ETR (0] e} 0O (90 mq) X X X O 0}
NVP 0} 6} 0} X X X O O
RPV 0} 6} 0} 6} O X O O
INSTIs (Integrase strand transfer inhibitor)

DTG 0} e} 0} NA O O O
EVG/c/TDF/TFC (0] X o NA X X O O
RAL 0} 6} 0} NA O O O O
CCRS5 (Chemokine receptor 5) antagonist

MVC 0] 6} 0} NA O X O O

"Presenting information is based on the data available until October 2015.

O =HIV drugs that can be used concomitantly.

X=HIV drugs not recommended.

NA =Data not available.

3TC, lamivudine; ABC, abacavir; FTC, emtricitabine; TDF, tenofovir disoproxil fumarate; ZDV, zidovu-
dine; ATV, atazanavir; /r, /ritonavir; /c, /cobicistat; DRV, darunavir; FPV, fosamprenavir; LPV, lopinavir;
SQV, saquinavir; TPV, tipranavir; EFV, efavirenz; ETR, etravirine; NVP, nevirapine; RPV, rilpivirine; DTG,
dolutegravir; EVG, elvitegravir; RAL, raltegravir; MVC, maraviroc.

1) Monitor for TDF toxicity.

2) If Pl/r (or ATV/c, DRV/c) is used with TDF, increase of TDF concentrations are expected. If coadministra-
tion necessary, monitor for TDF-associated toxicities.

3) If EFV used with TDF/FTC, monitor for TDF toxicity due to increase of TDF concentrations.

4) Reduce ATV dose to 300 mg and take in morning at same time as ombitasvir/paritaprevir/ritonavir
plus dasabuvir. If ritonavir cannot be used, choose an alternative HCV regimen.

5) Take ATV 300 mg in morning at same time as ombitasvir/paritaprevir/ritonavir plus dasabuvir; dis-
continue ritonavir or cobicistat in HIV regimen until HCV therapy completed.
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1) X2 %A

Simeprevir: Simeprevire T 38F FA7F AT AE-0] FEHEA] ¢ raltegravir,
rilpivirine, maraviroc, enfuvirtide, tenofovir, emtricitabine, lamivudine, abacavir,
dolutegravire} ARg-o] HILET} Efavirenz, etravirine, nevirapine, cobicistat, Fi=
HIV PI&}9] FA] ARE-S H L] A] b=t}

guha>: HIV S579A 0] X5 Alddle gzt dxtel vlaste] gnpa| s A
dd Wdo] Fadk FAR tFE=d], 53] zidovudine (AZT)E H-83h= ghAtol
A Wd8o] ¥ &Ealw Ak Ve g wl= o] =7 gulu] 2l inosine-5-
monophosphate dehydrogenaseE A|5Fe] didanosine (ddl) 5442 ¢ <}3pA| 2
AL, Zupr| A ddiE o] B-83dl= galsolx Ag Ziks, A, 73
Fo| Bago] o] F 7}z okxle] FA| AR F7lolTh T wakA, Hovel FE
TFQE HIV 8K AZIS} ddIE 3ko] T FelERvhol el A5 Hashe A

==

Asunaprevir: | EZ2ulo]g 2 X FA| 5 Pli= asunaprevird] 5 EE 7]

4

O

Z 4 o] HHFE AUFHA] oW rilpivirineg A 2]3F non-nucleoside reverse
transcriptase inhibitor (NNRTI)% asunaprevir 2| 88312 Sr37] w&of FA] A&
o] Y] =t}

Daclatasvir: Ritonavir boosted darunavir 555= ritonavir boosted lopinavir 2| & A|
o]+ daclatasvir®] |2 o] Q3] ¢}t 1} ritonavir boosted atazanavir

9} cobicistat® E3§H3F S| EZufo] 22 X & A] daclatasvir 315 30 mg o 2 7Ha3]

of 3} ¥FH efavirenz = etravirine X & A]oll&= daclatasvir 3% 90 mgo &2 S
o] Mot
Sofosbuvir: 3| EZxlo|#2 X|8A)|(efavirenz, tenofovir, emtricitabine, rilpivirine,

ritonavir-boosted darunavir @ raltegravir)e} 9420 2 {231 kA7 Fs A8
O} tipranavir9}= A ARE-0] AILE A b=t}
Ledipasvir$} sofosbuvir: & EZH}o]g] X EAZ rilpivirineo|t efavirenzZ
tenofovire} o] ARga= ghatellA] HCV FEAHS 2=38H7] flal ledipasvir/
sofosbuvirg XEsHA & ¢ rilpivirineo|u efavirenze] ZA) s}l ledipasvir/

sofosbuvire tenofovire] % #L& 2o 2549 fdo] AA 4 o). Al=54d9]
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%7

P 1)
fan)

o] & AAHAl ofF-&-0] 30-60 mL/mino] Ay o] A #FY FFT2| o]
749) B tenofovirg} ritonavir boosted P17} E8H S| Egnfole]x 2| &
= 34}l A] ledipasvir/sofosbuvirs ARE-3F A9 ufl 2-4F 7HA0 2 217]%9
3 mUE Yo] g g} P

Ombitasvir/Paritaprevir/Ritonavir®} Dasabuvir: Paritapreviri= OATP1B1 2%

NARA oA BRE ZAEE ) WTUE S 5 Uk o] 2T o

s

i
i

)

F s Ago] glE raltegravir, enfuvitide, tenofovir, emtricitabine, lamivudine,
atazanavir, dolutegravir®} ARg-o] FILEFT}, Ritonavires S EZnRlo]z|2 &3}
o m g HIV S8 7FzloA] HIvel thel X5 glo] HCV X855}t 8= 7-9- ritonavir

o &Jgk HIV PIofl theh A go] WAt = QLo B R HIV FE ZhelatellA] o] g9

otz ARE T 7 A7 AlZF Aol vEEA] HIV RNAS] )71 A3 = ofof g}, =

3] o] ZFoll= 1

SAE AdEE 75 ritonavire] F 872 arefalof sk, 8o 24 F HCV A
E7F FEH A o] o 87 Fofslt}, Efavirenz, rilpivirine, darunavir,
ritonavir boosted lopinavire}2] AR ARER| ¢t=t} 1|31, o] ZF 9] k53
glupa] gle] Wehe unboosted HIV PI, rilpivirine, efavirenz2} ZELO] AE3A] =

00 mg9] ritonavirZ} e o] QIO B ritonavirE X3S HIV X

t}, o] Fgte] k&S efavirenz, emtricitabine, tenofovire} o] 2 A9 973, Al

A3k FA80 ALT Z717} AR 5 gl

2) X=2HH

HIV 327098 173u3o] gl #3049 13 84 5094 a2 1253
SVRES Bt 20%9] 717
ZA8 B AANER 12T F
¢}9] ledipasvir/sofosbuvir 3| HIV 87394} 335 o] 4] A|3831 35 W) 96%2]

g=
a2 j=
HIV 25495 2788 85 L3 #3049 19 94 63

hul

ledipasvir/sofosbuvir |25 A133}3-& o 98%

=2 § 98%°]
HZ A2 T3 FARE 18 == 43 37+
}

Lo

477

il

SVREZ HE It
oAl X5 5 ARER 125 = 2452] ombistavir/paritaprevir/ritonavire;
dasabuvirZ zjula]) @3} 37 AM8519S ] 91-94%9] SVRES B ek " W=
FAE 2T A 18 EAF 11297 11490l 2XF = AAE 2459

sofosbuvire} Aol wb2 gluin] S A28} wf) 22} 85%2}F 76%2] SVRES H
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Aok AN E BAE TFeE 1539 9] HOV( AR 1-43)9) HIV 28 744
N
=

AR ZE BAE 238 HOV 321 2 T 33 68Wol|x] 282 125, 23
B 3% 41 0A AAIRE 2459] sofosbuvirel A5l whe 2jukr| e ARE-ske]
< ) HAA 28 0llA 88%, FAH 38 0llA] 67962 SVRE-S BolFIh ™ F
3 o g 1 AWT AAE TIF 16382 HIV FELAA 5 2A5E U &
A2 28 A= 127, A 387 43 283 AR SE e HAAE 23 3
At M = 245 A 55 Al ds ol F-A3A 28 oA 88%, -2+ 3% ollA] 89%,
FAAE 48 oA 84%2] SVRE-S H.ojFglc} >

HIV S84 HCV #3448 537 68 SA}ollA] sofosbuvirg Foidk o 2}
BELS BE3H, HIV 8 7HA oA o] AR &, B simeprevir Bei= sofosbuvir
£ 7333 SAlol| A AX| 5ol A3 AAFEE o}A]2 FE3HA| 2Tt

2 E H 2 duli= HOV @ Aol A A= &3 U, 2nia
< AR of] ARl AlFol whet &3-S 28 (75 kg PIRE2 1,000 mg/d, 75
kg o132 1,200 mg/d),” A& 7IZhe Yt o =2 4852 AR FH4 2, 38
oA RVRO| Sl A% 247 @ Aua% aR4d  don, 7449 1, 48 oA
pEVRO] 21l o1} RVRO] §IW ¢ X7 7172 60-725714] A5 o] e

o] & % gie} ™

FHIASH

1. 2= HV ZER= HCV SRBALS AlR5H040F Bttt (B1)

2. HOV &x| &gl 4%, E= S0IXIT Hel SHO| ZHEets 71 HIV 24 A0
Mz HCV #EE 2{2157| 2{ot0 S HCV RNAS gAfeitt.

3. HCV XIZE <lall 2| EZHI0|2A X2 S SHSIA| Y=Lt (B1)

4. HV S=ZEXN x|lzE QUBHES ARESH| B= DA
HCV &= ZeXiet SYsH| X= 3t (B1)

5. HIV S=LSXI0IM DAAE 088t HCV X|E Al0li= | 7t HSEEES HIEA|
2o, SR|E2H0HA XZHE HEY E2 HV ZEX= M=27tet gRiet
C}. (A1)
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S SE0Me X2

6. HCV H= ZEXNUA ABE= S| HIQIELIE LTt HCV REAH0 &
A 20| MISOl| w2t ZHE 2|HiHi HEIQBOR 4857 AHE = ULt (B2)

2. HBV = &g 2t

HBV/HCV FE3AAH= A A= o of 134 st o 7jko & Fabsled)™
T ellAE HCV A F/d2ke] 2.37%¢l14] HBV F53F¢0] e AR B HF]
=

104 olFe] 2HBe E8 AR HOV THEZHIAolA o] AT A
B2 28%, HBV/HCV T57F ARl o] ZEA g BAEL 452, S5 AR
AN BATLE) gl FrolahA ek Ea HBY 2N E HO 87
ol Yow HBV T gredel vjs) 57bn A2 1de] 9d=st 3 }6}1,
7% B AT Aol oh e, T

HBV S5 AAtelM = HBVSE HCVE| S22 el & 2H2 37kskal, HOV 2H¢le]
2Age) 7 felolehd HOv W gHede] A9k SUsbl Mg Astoi, 512
Bl e} eulula WEam el A9 SRS HOV SEzkedatolr o] A2zt fAks)
o}, HBV Y] F8 HdatelA] X 2E HOV @ Hdxtox e} St Ata7}
238k asunaprevirg A €13 DAA ARE- Aol BEZEY] X mAloke] oFAIRE 4528
9] 9188 |t ledipasviri= tenofovire} o] ARg-g uj] 2154 S7HAIZ &
o2 Aol teh mUEHo] asth(E 15). HOVe| A7 F, Bt g F
HCV RNAZH A A€ o] F-ofl HBVE] A@AE7}E dofd & glom, ™™ HBve] fof
3 o] FeIs|H ool tha 7§ ol el A S Fke 5 k!

CYZtg Tz 7t0|=2tl

94



Table 15. Concomitant Use of HBV and HCV Drugs”

HCV Ombitasvir/
drugs Sofosbu- Ledipasvir/ Daclatas- Asunap- Simepre- Paritaprevir/ Pegylated _. . .
: ) ) . : . : Ribavirin

HBV vir Sofosbuvir vir revir vir Ritonavir plus Interferon
drugs Dasabuvir
Adefovir 0 0] o] NA o] o] A NA
Entecavir 0] 0 ) NA 0 0 NA NA
Lamivudine 0] 0 0] NA 0 0 A
Telbivudine 0 0] o] NA o] o] X NA
Tenofovir o] A o] NA o] o] A

“Presenting information is based on the data available until October 2015.

O=No clinical significant interaction expected.

A =Potential interaction, may require close monitoring, alteration of drug dosage or timing of admin-
istration.

X=These drugs should not be coadministered.

NA =Data not available or has not been assessed.

FHIASH
1. HBV/HCV S5 LEX0ME O HO[2AT} ZHEISHO| *°.:J.°l|0| HEXE 2ol
= H= 240 Sst 7|E0] 25t X|2E Ao, CHUEY R & E==
sorg 1

Off HBVS| 7olgh SA0] 2f21E|H HBVO Uit Z+-& &fH}0 |E1*X1|°|
Btt. (B1)

g /X|SalH18S(Hemophilia/Thalassemia) £t

9oy AF AT A=A HCV o] FHHEA HCV o] §le 7
ol njske] APFET} o]Fhgo] fofatA Euh ™ wlebA oSl E Hev A5
A54 o7 aefateiof gt}

GH-GIRAA VIII B= X7} F-535F 90 A% BE APy S = o 5 &
o] FAZ 3] o] Wl Az FA 8= HCvel tig =Z0] Be <= Qi) &

91 Aol A HIVe] 35 719 o] 71 o) 29] 717} ol 3k o] 2] g Fe

a e

Ak o Fstet,
91 Bt LA CHZHAOIA ST E elulel o] Wa 4

& GARlglon, Z83) Buke Pahgo) Aol molx) gkt !
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S SE0Me X2

AFNAZ B eubu el ojs) Al o] AL % glo] £EL

Ho] Hasiths B} QIek. web AR F Wolshd Rag-g selshy] 93
o e BUEYo] MastAw, AR A% FHol) BE F R2hgol o )

1. %*9 XA HCV X=2= £ 20| = HCV ZSX0lMLt SUSIC

2. XIsOHH_"’E*’S AN HCV X|== EHHH|ZIS Zelotk| 32 DAAS 0lSst
X@7t HOEH X Y2 SMAHS0| gle SRR SYSI. (

HCVE] Aggsh= U 7oA HCV RNAS] AlEd, £-2 235 37 ALTY] 3
o]} d5ol Q= A= Aold ul Qo o7 FEH o= npEE 1EL ¢l
o )7l == ALT9} HCV RNA A58 7|F0 2 3lal QJt},

HAAA A e 3tslst @ HE W SAtollx HCVe| A3k HBV H]s}
HlE7} ul g vitka el glet P o2 o, g Ao BAIE B 5
F A} 8ol FAAEE 39S wl HBV AZAEE-2 38% (3/8)HH
dloll vlal, HCV A2 0% (0/11) ¢Jek.™ SHAIRE, & o2 BAIE v 52171 &
Z2F A AFedA =, M3 HCV 79 $AbellA] ALT 235 RIZ7F HCV 7o) §le
G B} o8] Eok(26.3% vs. 2.1%) HCV B3} A2 dojuyn ¢
Ao g o3t PHFS o F gl Ak ™"

HCV AZAshs Folgh @xboli of E3bA) MAshs Zlog Bagg o™
T tolut ZERAE 0]4] SRl = WAYE " o} 7iA] Hev A3 EE
& AE AT A= GEAA Ut HOV AZAdste} graiw]o] Hale A
el vl dou Ak Hevel Aagstel ofate] Mgk 7h¢lo] whgahd 1 <l

ot W
Bl
1

I

C¥d Tz 7to|=21Q!
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z:sl_ /\}ng- HBV«] _[_94_ /‘}‘O]'o:h:]‘ 515-517
weolAlA] i Fersiet e Fol Hov A8 e 4 2l e o

7HA] W A A] @4gkaL, ek A AA] = Fesista ] =5l HeV A2 skt

199613 6-114] 2=} 2,08078-8 o2 Al3ish =] 7oA HeV &4 S8

& 0,820}, Zrobolrf 2] HOV 7H o} 27kl o] 3t 397} 713 &
3919108 Y £8 F ubAshs CY7EY ks 1991 A AL 9] o] F =)
Zeo} Aeol|Ai= 7o) Bas|A] ekgket. ALeA HCV 7 EE-2 0.49-1.7%0] 1,
U 5H 2vbg o] te] At s e g 3 AAFllA HCV 3 S-S 0.42-
0.44%=, HCV ] kA9l 211 ¢] 57-60%014] HCV RNA Ao gick,

F217) B2 HOV Ah= 16,202 BaE e Ao
= HCV A3te] 3 Ao] wolziths 71 oFslth. ™ Hev 7HY Ahme)
A} HCV7} &0l 57 slA|et 242 E38)4 HCVZF Aatdcks= A= Q7|
HCV 79 AFR oA o] B 57 %‘Xlﬂxl rom Zolox] Lol o] 5
S go] stu o} &5 5o 3] EEL AT o gk ”

AbRoA AAE A7 2ol AEE 5= Jorng, sofoa o] A AR
18709 o] oA St=E A 7 27] Ak Pk Aol 24 F 1-27)

Qo] A o]l HCV RNA AALE A3 4= 9l 01} 24 A| HCV RNA AAR] vk

rﬁ
o
ol
ME
Jo &
2 o

2

=]
i

2

o]
=4

t:
S

flo

IO o =2 071 v

L2203 go g vy} 85%7) HE AT 7Y o] AABHE= o] ulabE
3]—1:}- 523,525

zotolAe) HOv 7Hele] Akl s Alo] viahe] & o e WD Aol
a7} o] FolAaL, A4 ALTE Hol: o] £or ™ Hfs 1Y SEk =elu

A3k e o] 2k 248 Hol A9k 58T AR, Ao} 352 A2l vls] v
=
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PcelA ki ASH o Aug s oE itk ASHow P AST

AN
ALT7} 70} 286l 208 2 3t 7 A9 ARS A
A

[l

o7 I3}

A=k
A QoA eubl o] 713 A wizel el U3t B Amel T
ol A, ehilv e F7tehele o e Ut v Asel wlwstel
5.

%r
E2 SVREO| B3, Aelel A #1elE#E Yoo} a2l Witao

—

S ARESIAL Qlek Huleh frolME 34 o] Aol e B IlE ¥2 Lte]
ARg-o] B¢ EH .

Zeotol|A] H2IE # & UubE 2bs 60 ug/m’/wke] £80 2 2a% 180 ug/1.73
m’/wko] &30 g A}gEn glulu] e 15 mg/kg/de] S0 & 3% 23] Urol
HLE L2 dth Aelolde} vANAR A 1, 43 M= 485 B9t F-dAt
& 2, 38 0llA 245 B9 Foat} ™ Zotol A o] 3| 1RIE S| Ut} 2julul
Qe 2 dulel 2luln| 2l Wta W o] AR} $<ate] F-1A19
18 0l|4] 47-53%, -4 2, 38 o|A] 80-100%2 B E ) ™ £2& SVRS o=
AR= A4 2, 339 HOV RNAS S <600,000 [U/mLoJe}, ™77
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-
5
flo
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1.

HCV ZFH0| 2t El= A0M0IMS] M & BIh= HRI0ALL SUBHA| RISt
(B1)

LI440t01lA HCV S &RI5H| fI8
AMAMOIH AR MEE &= QodE MS
SICE X7| RS flot= AR S
&k olC}, (BZ)

HCVOIl ZEEl 3A| Ol 200 X|=Ched O B7h= el SYet 7|&s It
2rt. (B1)

AOtOfAQ] X|2= HIQIEHE AMt-2b, 60 ug/m’/wk, E= HIQIEHE 2t
-2a, 180 ug/1.73 m?/wket 2|HiH|Zl 15 mg/kg/dS REXIH 1, 4H0ME 485
7k SR 2, 30| M= 2457 FO{SHC. (B1)

ron

FHCV SR ZAH=S A0 A AWM=l SHR| 7}
18724 0|4 K|t O|Z 01| AJ3iE 248 B1
670 0| X[t 0| HCV RNA ZA|

fon
-|0|| -|0|
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glo] 180 puge 5 13 93FAlSaL, W29l ¥ & 4ul-2bt 1.5 pg/kg® F 13]
3lFAteit), AlSol whE gluie| e H19lE H 2 dut-2a9) §H Foldt A9
of| = gkA}o] A Fo] 75 kg o]3fe]H 2ulH] =~ 1,000 mg, 75 kg 2731 1,200 mg
< wjd AT Fofsh, H2IE & Lob-2be} 3 T A9-oll= AlF 65 kg
u]%k-2- 800 mg, 65-85 kg< 1,000 mg, 85-105 kg2 1,200 mg, 131 105 kg2 %
31 1,400 mg s wjY AT Fofgiet, (A1)

HI &8 ZH88S Xz

1) REA 1, 4,5, 68 HltS Y ZHEHS BR2| X|=

o FHA 1, 4, 5, 68 vt 2S04 ledipasvir (90 mg)/sofosbuvir (400
mg)¢} 2lukH] 227 83 600 mg/d= A|Zbsle] @A H Zah)-& WEksle] 1257t
mjd AT Fofgitt, (B1) gubrld F2hgo] S Ee A 1€dipasvir (90 mg)/
sofosbuvir (400 mg)E 24573 w|d 7 FoJ 4= 9o}, (

o FARE 1, 4, 5, 68 HHEA IHHHESF A daclatasvir (60 mg)2} sofosbuvir
(400 mg) Bl 2upH] (7] 8 600 mg/d=2 A|zkete] ©AA S5 st
12573 v A7 Fofgteh, (B1) guknldl F2go] ¢-2E= 49 daclatasvir
(60 mg)2} sofosbuvir (400 mg)E B3} 2457+ vijd A7+ Fof& 5= Qlrt, (CD)

o H§AAH 1, 4, 5, 63 B HHEZA] sofosbuvir (400 mg)@} simeprevir

(150 mg) & Wasle] 1257 m|d A Fofgd 4= Qi) (C2)
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EH 1, CHUE M 710|220 H MG &

>

28 HeE

2) KUY 28 HItHeHd ZHEHS kel X|=

o AR 27 Ho3E IS A sofosbuvir (400 mg)ek 2l A(H T >75
kgol™ 1,200 mg, A5 <75 kgo|™ 1,000 mg)S HEste] 16-2453F Wi AT
FoAg 5 Sl (C)

o FAAE 28 vUdA 1HHEF Al daclatasvir (60 mg)9} sofosbuvir (400 mg)

% e (7] &5 600 mg/d= Alztste] ©AIA S35 Hkete] 12771 v
o AT T = Sl (€D b o] BAkgo] -2 w= 7ol daclatasvir
(60 mg) 9} sofosbuvir (400 mg)E Weate] 24573k wd A+~ F-odt 4= glrk. (C1)

3) RTIANA 3 Hithdd LS SXo| x|z

o FA 38 U 7HEHF oA daclatasvir (60 mg)9} sofosbuvir (400 mg)
e (27] &7 600 mg/de Alkete] ©A1H Fwb)E& Hetsto] 12571 |
o AT T = Sl (C) gupu-e] Rakg-o] -2l Ei= 7--oll= daclatasvir
(60 mg)2} sofosbuvir (400 mg)E W3} 2457+ v A7 Fof& 5= Qlrt, (CD)

o FHAE 38 vhdA] 7S oA sofosbuvir (400 mg)e} ulR]A(AF >75
kgo]™ 1,200 mg, AF <75 kgo|H 1,000 mg)S WEtale] 24-4853F v AT
Fold 4 ]tk (€2)

* CTP &5 BO 452 #|2QIE 7 & Uutel e W ao g 88 Ale
3 & 5 o F2pg B ol Fofstojof gitt. (C2) CTP T Co] S-S ollA
| 2lEl Al g} gupuld WAL AP X3 A5 S T4 vt

57d0] ot HarshA] Sd=tt. (B1)

&

146



FHAE 1, 43 ] 7ol & Bl A] ledipasvir (90 mg)/sofosbuvir (400 mg)2k
R A A F >75 kgold 1,200 mg, AZF <75 kgoluﬂ 1,000 mg)& ¥3she] 12
T vl BT Fofgitt, (B Bt M5 A el s 27187
600 mg/d= A|2tsto] @A|H o2 St (BL) E]H]'H]%J Fakgol ¢ HE A
£ ledipasvir (90 mg)/sofosbuvir (400 mg)E 2457F vjd AT T}, (C1)
AR 1, 48 2] 7ho]2] F ghxlol|A] daclatasvir (60 mg)2} sofosbuvir (400 mg)
2 gjupu] (7] 8% 600 mgo 2 AlZbate] B4 FaH)S wdtale] 12371 u)
& ATt Tt} (B1) gupy]gle] Bakgo] -2 Ee 9ol dadlatasvir (60 mg)
9} sofosbuvir (400 mg) & B3t 2453 v AT £ 4= i}, (C1)
AR 1, 48 2] 7ho]2] T 3hx}ol|A] sofosbuvir (400 mg)$} simeprevir (150 mg)
£ Weste] 125731 v B Fofgith (BD) o] A e -—AIS =75 kgolH
1,200 mg, A|F <75 kgo]™ 1,000 mg)S 5718+ % ST}, (B1)

TG 199 Tkl 5 ghatellA] IRk} 73wl Z-¢- ombitasvir (25 mg)/
paritaprevir (150 mg)/ritonavir (100 mg)2} dasabuvir (500 mg) 2 2/vHa| A (HZ
>75 kgo|® 1,200 mg, A5 <75 kgo]™ 1,000 mg)-S WE3te] 245F7F vfjd A+
Fofgitt. (BD)

TR 48 9] 7oA T FA}o|A] ombitasvir (25 mg)/paritaprevir (150 mg)/
ritonavir (100 mg)9} EuH|HGF >75 kgol‘?i 1,200 mg, AZF <75 kgo|H
1,000 mg)& B3] 12-2457F vijd A7 Fo& = Qlr}. (C1)
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o™ 1,200 mg, AZF <75 kgo|H 1,000 mg)S WEFsle] 12-245F7F vjd AT &
ofgk == 3t} (C1)

o FAAE 238 o] 7Fo]2] T FA}ol|A] daclatasvir (60 mg)2} sofosbuvir (400 mg) 2
gupa| (7] £5F 600 mgle 2 A)&sle] THA|E Zah)S Wasle] 1257 i
AT FAT = 9ok (C1) ulu|e] Bxlgo] S EE H$olE daclatasvir
(60 mg)2} sofosbuvir (400 mg)E WHste] 2477 wjd A7 F& 4= Qlrh (C1)

o FHAE 38 9 7ho) ] F 3ka}oll A daclatasvir (60 mg)2} sofosbuvir (400 mg) 2
2 -(27] &7 600 mgo = AlAbste] @A S9)S& Wste] 12531 wid
78T Fold = Qlek (D) 2lupH o] Fakgo] S Ee -f-olle daclatasvir (60
mg)2} sofosbuvir (400 mg)E WISt 245:7F v A+ T &= it (C)

o A 389 Tho] 2] T FA}oll A sofosbuvir (400 mg)otk 2lulR| A(HF =75 kg
°]® 1,200 mg, A <75 kgol™ 1,000 mg) WH3He 2453 v BT FIF

T At (CD)

51 2}oll A DAAS B0k woll= W A A S}e] kA7t A2
S A1%3] 1 Esledof gt} Simeprevirs cyclosporine®} W FojA] EF 5

7 B3 4 o o] T kA9l W3R Fod= F7]ot) (A2) Ombitasvir/

i
By
s
S
i

paritaprevir/ritonavir®} dasabuvir F2FA] Gl tacrolimus$} cyclosporineE 7+
dFakefol 5t mTOR AAAR= 571010, (A2)

5. 2rol 2 F BolA E|HE AL L
vk ko] Sl Foll MRS AR 2L DA (B A= oA

=
TRIE e ool ellulel W, e AIIEE o BE e e A
[ex

o
&«1
ﬁ
Al
i
o
R=)
2
r
N
»
o
R
(]
1

6. 7 ol9] A7) o]A& W2 FAElM CBY A=2rt Bad Ffoll= DAA
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. DAAE 0|83 A58 welF A, 74 CYL

w7 CHEAS A8E AAAHAE Ltz ANFD B9 A7 AR AR A
ddsle] 712818 Aes 54 1 A F 8125 AVE < glen, A7 7k

L 1252 3t (A2)

A 6704 o) 732

(‘
i)
o
rﬂ
o,
@]
ol
kN
o2
2
M
9#

Az s d Xz 5= = ZLHE

1.

N

A& A A X E £S5} SVR B2 FQE-S FAAF| L X5 F oA

58] £85E A71H o g]lsteiof 8k, A5 F ME2e ofAlE AHSEH
H= 73 oFA| 3 35 A8-S whEA] E)latofof Ftt. (A1)
DAA X2 F ofAlol whe} = 45, 85, 12245 E& A8 FEAH 3

HCV RNAE AARITE (B1) DAA A& 5 A& 4574 HCV RNAZF 24 5A] &
< 7-(HCV RNA >25 IU/mL), A5 674 ol A7A8ke] HCV RNA7} X5 45
AT} 10u] o] AEshH X E TS sttt (C1)

¥ 2IE 9 & dute} guln| A HEa W F ZF /9l 2 vH-S Hrlst
5 7S A7) ffste] HOV Aol et X7 45, 127, A8F
(247 B 487F) ol EF HCV RNA HARE Aldstofof ghet, (B1) o 22Q1E] 7]
2 dutol guald B A4S 182 A8 12574 EVRo| §lod
= A3} (A1) cEVRo| Qlo 4857 A 831}, (A1) pEVRS] 4+ A
2477 HCV RNA AALS 8te] S3 57 ¢f o X =& STttt (A1)
T CHREA g dntolelx X me] AFE Hrlsl] flate] A8 TR ¥

125F == 2454 ol @5 HCV RNAS S733}1e] SVR &Y o= 3elslofo}

A

CU S

Al

i

o

SVRO| =&3F F$ow 28 Ao APH 74737 Qo 7hAE=E ha
7
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I'LIE

H1.C87Y Ha 0= HINS 3 N3y elE

SHI0|2A x|z R} XU H

—_

. DAA A2A] /1 okale] 2tgo] FejalaL, N AATo R T B8a) ok
S3to] A5 e-e RUEFslor Atk (A1)

2. S2AE 3 ofe} eulul e WA 2] BGL vhAl ol o AL e

32

o AY 3 ZT57) 750/mm’ vk 2 78k AY 8 29457} 50,000/mm’ v g
o2 7rAa3hd A IQlE A E dule] &3 e udsh, AdEFT T4t
500/mm’ EIUJ_+ FastAY dag4r) 25,000/mm’ vk g 7hAEHA

=
g/dL mlgke 2 st eule)el Fog FAg, ofF Wde] AW 7
G o 2 el g th Fofd 4 o), @AAE A% BRUT (1)

o AP A 7B Slal7] 98 of 2-47) Awleh TSHS free thyroxine

* AR Tl $&Fo] Bk A% A o] st o] Ak A

E4 NEOINY X2
1. FAE ASHEX

o A FAE F=e AR T CHREE ko] A5 ARt x| V]Eel wh=

C¥Id Tz 7o|=21Ql
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AT AT A g-of §-2]3kt). (B1)
A FARE S AR T2 Ak A g0l B AAlTA Q1 A AL
34 87 el T3t vhE AETEF ] P22 Pulolg s A5 £IEE =

d 4 9ot (B2)

N
=]
%
OHl
H
o
foi

kXt

f

Ho Bxjolt B o4 Bof T8 A ARE Fulshs v TR BRlE
FF A mo} 22 A7) 9I5hel Hov Bl AAHE Alds (B1)
HCV @A) 48] A9, = S201ARE Al 99 1 ds 71l vy 389
FAtellM = HCV S geler] ffste] 5 HCV RNAE AR (B1)
AR 78 30-80 mL/min®] T 752
daclatasvir, ledipasvir, sofosbuvir, ombistavir/paritaprevir/ritonavir®} dasabuvir
£ o839 A7 e A7 Al oA &5 8L FaskA] gt (B1)
AR 7S 30 mL/min ©]8Fe] 2 7S Kol FAtellx] DAAS] EFot ¢F
3L ob# WA ¢t (BD)

HE a3k ae 53 F271s FANAHA o3& 15-59 mL/min)7} $L
© W CEY SAtellM e F28-2 e dzkebas e s aclE A E
&u}H(2a, 135 ug/wk, = 2b, 1 pg/kg/wk)$} 2luha]21(200-800 mg/d) M8
<@ 5 do (€2)
FA S0 Y C31E EAtlx e JIEHE ¢34 (2a, B 2b, 3005 unit, 7 3
e W 2olE H 2 Auh(2a, 135 pg/wk, B 2b, 1 pg/kg/wk)
o A8 5 U (C2)

&= @A}l A simeprevir, asunaprevir,

%‘
t
o
o
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B 1. G M3 JH0IEY HINE 2 RiaY He

* HCV ARE 93] FeERblolgX A5 E S8 Z=tt. (BD)
o HIV SE7Abe] A5 JE &S AHSHA] % DAA 292 941 aLgs

HCV & Zhdajet FdsAl A 23t (B1)

St} (A1)
* HCV @5 ZFgR oA AL8-E& S32] #2E & dato} HCV -4 o &
Alglo] Algol upe} 244 eupuld H3hawW o 2 4857 Al 4= it} (B2)

S0l HBVE] f-oJgk Z2]o] Shel=w HBVe tlgh 78 gulole] Al o] Fokg
algfgitt (B1)

4, #H /X|S5HHI185(Hemophilia/Thalassemia) EtAt

$1 Sl HCV 85 84 o] fie HCV THAbolA 9} Fd3ic),

* HCV 7r9do] oJ4lu=li= Zrotella o] Xk gl Hrk= ARlolx o} 5d3sHA| zleggict,
(B1)

o 2AolollA] HCV 7HAL Bels}7] $18k HOV 34 AAR= 2k o)A A a7}
Aot A R AeE 5 9Jorz YT 1871y o] At o] F ol AlE AL AL
stch, 27] g Yahs A9 4 F 07190l A Fofl HCV RNA FALS Al
= Sk (B2)

C¥Id Tz 7o|=21Ql
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u}

Fﬁ.‘

HCvVol| ZHEH 34 o] Aot X5l o3 A7 Aol 53t 7|E
2t} (B1)

ZeotolAl o] |2 F2IE FH & Dak-2b, 60 pg/m’/wk, BEE FHLQIEHE U}
-2a, 180 pg/1.73 m*/wke} 2juha|2l 15 mg/kg/dS §ARY 1, 43 A= 48F

b, FAA 2, 38 oAM= 2457 ol (BD)
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=28 38

Treatment of HCV genotype 1 infection in chronic hepatitis or compensated cirrhosis

Genotype 1b

Genotype 1a

Chronic Compensated Chronic Compensated
hepatitis cirrhosis hepatitis cirrhosis
Treatment naive
Ledipasvir/sofosbuvir 12 wk 12 wk
OPr+D 12 wk 12 wk+R 24 wk+R
Daclatasvir + Asunaprvir 24 wk
Sofosbuvir + Simeprevir 12 wk 12 wk +R/24 wk 12 wk 12 wk+R/24 wk
Daclatasvir + Sofosbuvir 12wk 12 wk+R/24 wk 12wk 12 wk+R/24 wk
Sofosbuvir+ PR 12 wk 12 wk
PR 24-48 wk 24-48 wk
PR experienced
Ledipasvir/sofosbuvir 12 wk 12 wk +R/24 wk 12 wk 12 wk +R/24 wk
OPr+D 12 wk 12 wk+R 24 wk+R
Daclatasvir + Asunaprvir 24 wk
Sofosbuvir + Simeprevir 12wk 12 wk+R/24 wk 12wk 12 wk+R/24 wk
Daclatasvir + Sofosbuvir 12wk 12 wk+R/24 wk 12wk 12 wk+R/24 wk

OPr+D, ombitasvir/paritaprevir/ritonavir + dasabuvir; R, weight-based ribavirin; PR, pegylated

interferon + ribavirin therapy.

Treatment of HCV genotype 2 infection in chronic hepatitis or compensated cirrhosis

Treatment naive

PR experienced

Chronic Compensated Chronic Compensated
hepatitis cirrhosis hepatitis cirrhosis
Sofosbuvir+R 12 wk 16 wk 12 wk 16-24 wk
Daclatasvir + Sofosbuvir 12 wk 12 wk
Sofosbuvir+PR 12 wk
PR 16-24 wk 24 wk

PR, pegylated interferon alpha+ ribavirin 800 mg therapy; R, weight-based ribavirin.

Cazie 212 Ho|=afel
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Treatment of HCV genotype 3 infection in chronic hepatitis or compensated cirrhosis

Treatment naive

PR experienced

Chronic Compensated Chronic Compensated
hepatitis cirrhosis hepatitis cirrhosis
Sofosbuvir +R 24 wk 24 wk
Daclatasvir + Sofosbuvir 12 wk 24 wk+R 12 wk 24 wk+R
Sofosbuvir + PR 12 wk 12 wk
PR 16-24 wk 24 wk

PR, pegylated interferon alpha+ribavirin 800 mg therapy; R, weight-based ribavirin.

Treatment of HCV genotype 4, 5, 6 infection in chronic hepatitis or compensated

cirrhosis
Genotype 4 Genotype 5, 6
Chronic Compensated Chronic Compensated
hepatitis cirrhosis hepatitis cirrhosis
Ledipasvir/sofosbuvir 12 wk 12 wk +R/24 wk 12 wk 12 wk +R/24 wk
OPr+R 12 wk 24 wk
Sofosbuvir+R 24 wk
Sofosbuvir+PR 12 wk 12 wk
PR 48 wk 24 wk

R, weight-based ribavirin; OPr, ombitasvir/paritaprevir/ritonavir; PR, pegylated interferon +

ribavirin therapy.

Treatment of decompensated cirrhosis

Genotype 1,4, 5, 6 Genotype 2

Genotype 3

12 wk+R*/24 wk
12 wk+R*/24 wk
12 wk

Ledipasvir/sofosbuvir
Daclatasvir + Sofosbuvir 12 wk +R*/24 wk
Sofosbuvir + Simeprevir

Sofosbuvir+R 16-24 wk

12 wk+R*/24 wk

24-48 wk

R*, ribavirin started from 600 mg/d; R, weight-based ribavirin.
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Treatment after liver transplantation

Genotype 1 Genotype 4 Genotype 2 Genotype 3
) . ) 12 wk+R/ 12 wk+R/
Ledipasvir/sofosbuvir 24 wk 24wk
Daclatasvir + Sofosbuvir 12 wk+R*/ 12 wk+R*/ 12 wk+R*/ 12 wk+R*/
24 wk 24 wk 24 wk 24 wk
Sofosbuvir + Simeprevir 12 wk+R 12 wk+R
(OPr+D) (OPr)
OPr+D or OPr 24wk+R  12-24 wk+R
Sofosbuvir+R 12-24 wk 24 wk

R, weight-based ribavirin; R*, ribavirin started from 600 mg/d; OPr+D, ombitasvir/paritaprevir/

ritonavir + dasabuvir.

Cazie 71 Tjol=2tel
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D B BMS A 99, 312 Gilead AHEY S, 3= o 2] A 99 =
BMS, &7 Gilead, gk ol HH], gb= MSD, gk W|®7| JAs}e), 23]

A} Ful | Kowa company ¢ A7

D3 vigely 39 o), §5 Gilead, E BMS, 37 MSD, &1 Wl 27
A3}, Medigen, FA41#F, 3k QRAll, Eisai, KOWA, Fdlobal, Fgeks,

oAl o =ThA|ok, Eolo|2E], nlo]dzao} T AT
o 3= BMS, 3 Gilead 391 917

D @ BMS AR 919, @ Gilead, 9k BMS, vlo|dlzg]o}, 3k, 2
2 sefo} FU7e], 33 Gilead AHE 919, 5 Gilead, 3+ BMS, &+
MSD, 8F# Roche, Gambro, ||k, SHQ =7}k, Hjgldlo|dl 2~ u}
oldd Ao, Inventive health Korea, {-geFE, AdFAeF, =9,

Shionogi 1A
3= MSD AHE 9]9)

B2 Gilead AHE 29, 3HEBMS, th-3Al<k, 3-FRoche, FolA<k, §-3HaF3)
T 7ol BMS, Gilead, fr3+Fal, SHEAoF, th-g-AloF, spvk, sin| A, Al
oE]HA| A8 F-9] A

S3heFe, 5 BMS Aok, $ Bayer F94), EOHE, 31k,
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3=t Gilead, 3= BMS, 3= Roche, 3= MSD, 3=y Bayer, 3H=9F% X
HA|F, FolST, F3HFal, GSK &Y 739, Gilead Science, BMS, Roche,
MSD, Janssen, Bayer, Boehringer ingelheim, Abbvie, Arrowhead, Inovio,
Eisai Pharmaceutical Company, Shionogi, KOWA Pharmaceutical Company,

Medigen Biotechnology, Jennerex, Sillajen &9 ¢

M: g BMS, e, 247, 5 MSD, BlE $91 o], 3 Gilead, §3, 1.3,
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Roche, MSD, BMS, 510141, 205, 4+, 3, FolsT, 9%, vlo]dals, %

2% 79 47

. Gilead Asia-PacificARz- 9] 9, 8F= BMS, &+ Gilead 3¢ 79}, =+ MSD,
3= BMSA|2F, 3= Gilead, 3F= Bayer, 3l Roche, KOWA Pharmaceutical
Company, Eisai Pharmaceutical Company, =2 8lo}xJo} g 2|o}, EPS Inter-
national Korea, k= dz], A2k, sju]al F=2)8]A} Medigen Biotechnology
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FrRIgal, 9 BMS Ak, HalAlek, Felael, RoRE, AB Ak FEE,
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Tel : (02) 703-0051 Fax : (02) 703-0071

E-mail : kasl@kams,or.kr  Homepage : http://www.kasl.org
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