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d =Y 9] CE71Y #& 312 Pubmed, MEDLINE, KoreaMed 5-2 -3} 438} aL
AAH o2 223519} 74 o= ‘hepatitis C virus’, ‘hepatitis C, hver cirrhosis’, ‘Tiver
cancer’ % 3|3 Al - A4 o 54T o) & Eo}e} ).
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27 ¢] FF(level of evidence)2 =7 ¥l GRADE A| 7 (Grading of Recommenda-
tions, Assessment, Development and Evaluation)el] ¢]&l 5573} ¢IcH(Table 1)." 7
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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 Recommendation  Criteria

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.

NOTE: Of the quality levels of evidence, we excluded “very low quality (D)” in our
guideline for convenience, which was originally included in the GRADE system.
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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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12.9%, 26.1%9\3,\1’4- 7<47<ﬂ 1,1377 = 49078 (43.0%) 0] dulo]# 2= 2 5E Higko
60.4%0]A] SVRS B ¢t} shufola]A x| 22 ukx] ¢ko Aoy x|gE2 e Ao ur)
10 2 Aw o] Za)Eo] f-olahA =3E 2 (37.4% vs. 10.7%, p<0.05), Ffo] 2]
27 559 2 Ao 152 SVRE HolA| ¢e oA SVRS K¢l 79K}
EH(13.0% vs. 3.7%, p<0.05).

T CHTES] Hao JE F= SIEREE AL AEE
o)), Bl &g A, v vholglx FEAHBY, HIV), Q&
YAl 71014 el ALT 4, $42]

F

= 41 %ol el 5" 9
QAN Fehe FmE A AT B L QA 49 Aol e

ATEE A $18E ZAAG S ) A3, 14 A7) we v
3 AT WA $18E FAAI

749) SAolA] 2 skl s 2 T
A HCV 7F4Ako| A HIVY HBV of] 27
Rao] w23 HAEokEe] v $10]
Aol A m o] gl 2(HAV) ol 2741 7
2 gk CHZEA e 09 A] el 2ol T R AR N0 R A9S o
1= Fad xl o C(RIgHA #2). %% 714 fr3k As} 1R A 154
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It * Sk g7t

ol helg slal AEeHa AL, 474 % HCV RNA AP} Bash
QA= sfets} 7ol Aeke slal Wad WHRAE S AR AAE
2 A5 918 HOV 4809 AL 254 0], Aol g
77¥el7] 918 Al PR e 04 1 R s
T2 913 At s 2 B 200 Helstelch

ﬂlh',
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o,
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ol\
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1) HCV &tx| ZAL

dH ot FAoA] HCV 34 (anti-HCV) & HE3sh= 212 HCV 7He] 193
ol vk A1 AR, 1) 54 % v CaRERle) 21T Sl AR ALl B

71%0] Al gafoll ] HCV Y core, NS3, NS4, NS5 A 2§ -& AHg3Fe] HCV
FAE A& = 3AY a2 9EH (enzyme immunoassay, EIA) 9] et 91zt e
o} Ak Eol == 7+ 97.2-99.0%5} 99.8-100%0]t}. ™" HCV a4 73A}¢] signal
to cutoff (S/CO) ratio7} 3.8 o]’Fo|™H W HEELH (recombinant immunoblot assay,
RIBA)S ©]88 ZAAMATE 95%0l|A4] kA4S B elth ™! 3129k S/CO ratio”} =
O}& WL Z1F/dE ofyw | of whe} 71$°l 5= S/CO ratio?} THE < k"' &
ol EIA Ho} &9-3A4 wke-& o Rizdsh AEshe Sdstehedd
(enhanced chemiluminescent immunoassay, CLIA) oY 7|3} &hek3H o
(electrochemiluminescence immunoassay, ECLIA) 2] A}-8-0] &1 Q). A
ZH] glo] Belolu} 23] A (fingerstick blood)S ©]-8-3Fe] 200 4l
HCV &35 75 21tk 5= 9l= 314 7 AH(point-of-care test) &= $ITh.'

HCVol 74l & HCV A7} F o= Ae s HAARES 8-95011 97% o]

rf ok

-

Bodn oM Mo s
r

o gE 1x X
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o7 XMW 671 duiel HCV aHAl7h - ect. " HCV 941 F3kaA)7) ok
D2 g CYZHY Sl BE HCV 249 F 3|E-5ojw HCV A7} thi2 2<%
@QE AZEh webA] HCV 84 A A7 2 dA) 93 2kl 3159 #A7A
O R Zath HCV 83 A AR FN=M, HIV "iﬂ@x} 70|12 al| At
‘?i‘?ﬂc’d el i AL, A 2R EUE S e T 225U S ol W

7] 0] A3l AstE 2, HCVel e el Egeta 222 ddS(HCV-

assoc1ated essential mixed cryoglobulinemia) 3}%}, :LE] T4 CY7HA] 27]E
o] Wizl sl g Aol o n 2 o]3l SR olAlE CRTHIS
kg Sfah A HCV RNA 7417} 2 sheh. whl A7bele] k8 /)2l Aol
Kgro] srh"

do
o
0,

[e]

2) HYEEH(recombinant immunoblot assay, RIBA)

RIBA:= 47} ¢] HCV &9lo] 28l ¥ YE 2 S & ~ul(nitrocellulose strip) S o]-&
&te] @3 ) HCV 50]3A2 A&3th EIAY CLIAE 0|83t HCV &4 A}
&2 A HCV A1 AL 219443 AR5 &Rl8t7] 413 Sol=7t 2 RIBAE
AYE 5 9ot s} G Y H 2ol vk CEREYG o] oA HE SRl
HCV &7} 2ol 315 9l8te] uf2 HCV RNA A A8t 2 RIBAS] 71
w2 g2 AlebA7haL Qlot.

2, Hto|2{ A ZAF

1) HCV RNA ZIAt

HCV RNA HAl= A 7A e ARk ate E5-Ech A4 7AR] AEeH= 50
IU/mLE 34 9] AFAALET 7ete] Ae-g dJairs ZAdZ S AFg-slaL 3]
59 FHAZE A A S AREEE IR M 2 AN T
-3 (real-time PCR)3} transcription-mediated amplification (TMA)o] =) ¥
o] HCV RNA A#aghgho] 12-15 IU/mL & vl o 918}ar A 244313k 7-8 log
IU/mLe] o] & AE2 S/} Hov 2218 o F-33H7] 98-99%2] ZIet5o]
T2 Holp g " Hao= A 9 X8k H7lel] Ak HCV RNA AP @
E] }\]—‘g_%q_.IZS,126

WHO 1997d%-€] &% HCV RNA®] 24| 5 HCV copies - Hrh= 54 %

-17 -




| h=4

A7} 28731, 2 5 Foll 7 FUFE Aok o]-gahe] HAVsH Aol Frh.!

HCVel 29l § 2577} Zokahd o] HCV RNAZF HE 7] AlFkska of
T w27 F7¥ete] A A& (platean)& o] F AN, ALT7F AL 2458 Al o]
ol HCV RNAT= ALT9} A 9] 2o Thashr] Alahatet. ™ whazkglo 2 Ale) =i dF
HCV RNAE= 814 4ol (steady state) = 4| g+c}. ! &% HCV RNA 9] 942 71+2] ¢
Zol 53l A=) folak AAAA} §la dhato| g2 X 22 517 ¢ ] oA
= A|7bo] Al Aol Wslr} 8}12}.132’”3

2) HCV STXF (genotype) ZA

HCV #4248 AARs gehd-oll = #-8-8kAnk ghfol 2= X 5rk-g-& oS3k
7P 583 AR A A5 7|3k of= &5 AAst7] fal Antelgx A=
Aol wr=A] Al 3ok gt 1338 63714 6712 HCV 3413 o] 9low #-4
Ao} (subtype)& 22 AFE 1a, 1b 522 FAI3 HCV 343l A71M 2
0] 31-33% o|’¢ A & z}o|7} L, fr At} kol 20-25% 2ho) 7} ok F 3

Aol HOV 702182 A7t o] H14) eb 3 wah 4] eheeh,
A7 G 7] DA (direct sequence analysis), G235 (reverse hybridization)®} A

F4 31 Ao} E A5 (restriction fragment mass polymorphism, RFMP) 58 o] &

ro

=
of $ AT o2 TRATEI ] § 84 AR 9714 o] % nEH
9J+= 5-untranslated region (5-UTR)¥} HCV core ¢ & 248t} 5-UTR

TR A o 88t FAAE S AR AAT 7he o] 3% vutel Ayt
Aot d & A5 T 7Fe S 10-25%2 53] 1as) 1b ol d & 3514
H= 7397 Bk elE sl Al A} efnbr] g Fofaks Wik e oM =
Ao} of whe} x| zo] Heho] Gapx|#| ekov) ulo]e] 2ol 2 231 direct act-
ing antiviral agents (DAA)2] T Alolli= 2 ztold o] &Holo] B dk 4= gt o
“d HCV RNA g7} v 579} PCR S33H4 5 #2171 2%k 49 HCV uf &

1re] A TR o] Q0 FAAY S FAT 5 QU AHE 5% vigelA] Qe

ROt

SEEE -

ol

3) HCV 2fH|LHEZAL
HBV b= th27A| HCV e 735 oFAl WA HA} o} 2] 73 A ol Al =]A] o
3L k. theFRE 2] DAAZE 2| R0l 0] 8- H A CPTA A 242 FdE e
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Table 2, 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— & HCV RNA, 3-6
level 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

]9} 0] DAAS] )4 Bl obl At wol = WA o] 45 o] kAl Z AL
$3h= A9 FANA A 9 H o Ba g 4 ek
HCV 24| H'E ZA} Cie

Qb o= CHTLE AHAAHE 19924 o] Aol S 8ol 47101412 e 9,
B} opi 1), WA S, HIV 7, €94 8, 8 82, HCV 7
Aol Holgk ofol, HCV 948l Eolol] ol Al ubol e 7k Alufe] :%

Table 3. Recommended persons 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.

-19-
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d&o] AFoINE CHEAFA A il
Hlgoin] @72 o] ot -3 0) Ao CHREA B o] e Aol Al
Hl-gjd] B o) Qlet Y o]e} o] FpE R o3ty BT HA g A AV tha R
2 ] gu] &3} Aol whE -guhet Aol sk AE A %

HAEFAA} 35 o2 HCV 74dd o] =ZH $ HCV ZH9E ] 250l
A= 1.8%, (0-7%),” 1413 22} gl ol A= 0.92% 2 B 159k’ HCV 798 o)
U Aol =& 5 A ZA HCV &9t €3 ALTE AARBHH, HCV @471 240
A 27] Ik 918) 4-65l HCV RNA AARES Aldg3ict. 7] APl A] 2% 540 0]
Ugts 22 5 4-6719 0l HCV &A9} &3 ALT 32 74 gk HCV @47}
o2 W= & HAPE D st
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HIAS Bl kel 57T W1E gotbd £ Qe AR e g sp wo
= 55715 METAVIR,"™ Ishak'> "4 717} 9lon $-2luetelrs B
2|8t3] 48l7)H e AT73|olA Aetet SFAAS o] &3ITH(Table 4). 2 & A%
4. | BFAo| A= ou IS T3t A8 A AI7IE ZAsHAY A
Hhg E o Sofl gt HRE A5 5 vk A o) AR H, A 5o F2pE-7 v
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Table 4. 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 (F0)
1 Periportal fibrotic  Fibrous expansion of some portal Portal fibrosis (F1)
expansion areas with or without short fibrous
septa
2 Periportal septae  Fibrous expansion of most portal Periportal fibrosis
1(septum) areas with or without short fibrous  (F2)
septa
3 Porto—central Fibrous expansion of most portal Septal fibrosis (F3)
septae areas with occasional portal to portal
bridging
4 Cirrhosis Fibrous expansion of most portal Cirrhosis (F4)

areas 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

fibrosis, ol 3} F252 £71) v]§ke] A A8hS BolW A28 vl & 5 Uk o)
g0l 459 F ThA] AL
R AR 180l Ad A0 ) AL B kel o S-30%e)
£ A8 A8 BbElo] 9om !¢ oS oy el

o gz} 86,164,165 ZEAIE U] A ;_—(14_153 166,167 At 1‘:_' 2

WA ghe Aol A% E»]Ew— shok el 9%
2192 A7 QoW A A A E Tefsof gk

ZHAI7o] FPAT N Thekshe AR QAR Lok ™ 44 AAtel

pus gl =
o2 3P =o] urAlEl 2= o) o iA1= 0 217} ukAlEk 2= o) 11170 z Rul =
————'—Hoolage“r‘»\——-tq FEFSApPH AT 5 9 Aol
= %A} Basta o vl go] ol 2tk wWebA] AST, ALT, ZZESN AT,




oy st 7+

— =

ok
fol

0, ZY2HE 5L o]-83e] 21E3}= aspartate aminotransferase-platelet ratio
index (APRI), AST/ALT H](AAR), Forns’ index$} a-2 macroglobulin®} haptoglobin
59 2 r3te] P A AZ 0|83} FibroTest, Hepascore, FibroMeter7} 9131 hy-
aluronic acid$} tissue inhibitor of matrix metalloproteinase-1 52| 2|3 EA|A}-Z o]
43} FibroSpect I, Enhanced Liver Fibrosis test2} 22 thaFgk &N HA A} 21 73}
o] ArE dopr 7] 9&) AL = Ak

APRI= (AST/upper limit of normal for AST)x100/platelet count (x10°/L)2}= &
215 o] g3te] AliketeE Ao = vk CHFTHY hatolA] APRIZ} 1.55 %35} Ishak
A4 3 0] 2] Q= 7315 <l &3] area under the receiver operating charac-
teristic curve (AUROC) Z+-2 0.800| 7 APRIZ} 2& 233l M AWHES 1S o =8 4
9Ji AUROC 2 0.898 B9tk AARS] A= 0.8 Aoy 7H 317}
Z18) o whe} S7Feke] whd CETEA oA AARO] 1050 1M 85 o] A &5
2 737-100%2 <A g} 181001

FNAAE 29 ol83te] Ufat A= sobd 4 Yok 20134 B
FDAS] <12 ] £gom whe S Z40] 27458 497 8 7
29743} o] AHBHE ASHA Dok AF T A Bl SR Est A

o Ao 7+de] A

] Wb 2 A97) gol o} 2HAYAE tAshA) Rk vk Cc¥EY
F2 o]4}o] ojn] 9l= AM-5312 w438l cutoff 4k 7.1-8.8 kPag 7tnjt} 2}o)
} i AUROC7} 0.79-0.83 0.2 B 3159 0 m," cutoff gt 12.5-14.6 kPadA] 2k
A ZE Aee] AUROCE 0.95-0.970|AtHF A dSE 77-78%, S/ d& % 95-
97%).177 ,184,192,198-202
ol9] M= 7ikd v <54 3} HAFZE acoustic radiation force impulse
(ARFI) imaging, real time elastography, magnetic resonance (MR) elastography,
diffusion-weighted MR image9} MR spectroscopy 5-©| 1o} o}2] f-a Ao tf3t 7
ENE:! _8_6‘]—12]-.203'205

2D Apg

1. &4 Es IHgZHE0| ofdE[M HCV ZEN R 20IS 2IaH HCV SHIE AAFSIT.
(A2)

2. HOV S| YAXIAME &S HCV RNAZ ZAISH0 HOV 4SS SHRISITE, (A1)

3. HCV &A= S80|0 = 54 CH7IE0| QML HAAK| HEfOA HIO[A2
ZHEISH0| QIO S= HCV RNAZ ZAISLLY, (B1)
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. SHHRo[HA X2 MOl= HCV RNA EZZHALRL HCV |TAE AALS A
(A1)
. HCV ZEHMO|Lt MU0 EE AR JA| HCV A2t S ALTE ZAISHH,
HCV &7t S40|H X7| TS 2I6H 4-6F0| HCV RNA ZALS Aldtistl, =7|
74M01|k| D5 SH0|E2tE =& F 4-670 €0l HCV A S ALT =HZAAE
tCt. (B2)
. &Htol2{A X2 Mof| ZHElEt SEEE HIISIT, (B

t

nol
=
ol
o
i

ro

. SHIOI2A |2 AFA7| 230
IHEH ZHdRet HME AME

[T
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4 .
o AA AMA8] Rlgste] 354 A5 EXE A7 el 7187 ol -BE AR
Futolelx A mo] FAH ERE AR TR T A% ¢ 50 IU/mL o]a}2]
o 9lg HAPH o 2 dF HCV RNAZF AE 5 A e e )] A|&uto] 2] 2=0h-8-(sus-
tained virological response, SVR) ol =23]= A o|t}. SVRo|| =&38}H 99% o] 32 &
Al EF HCVZE A&7 02 & A efol,™* SVRE 24 HCV uhd 2 7h
FHt}h SVRe| =k 8-22] 90% o] ol x| 22 8H4 IH 37t S | Ak H 48t
ofslE|A] ok o] Y 71w Z o] gE WA E o] SVRo] gl o] HlEke] f-oJ3)
A 7H2:5 0 P Tk o] A o] 7 Aah a2 A o] PAFELEIM

= LV g

o rg2
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W2k A 24 ofak HCV 2| g4l ol 4Rl Ad o] 9li= 73-9- o] tH(Table 5).
ZAHT AL 7ol @), AUl AL oka g8 v IR AL HIV S

Table 5. Contraindications to the treatment with peginterferon—alpha and ribavirin™

Uncontrolled psychiatric illness or depression

Uncontrolled autoimmune disease

Transplantation of solitary organ except liver

Untreated thyroid iliness

Pregnancy or unwilling to comply with adequate contraception

Severe concurrent medical illness such as poorly controlled hypertension, heart failure,
significant coronary heart disease, poorly controlled diabetes mellitus, and chronic
obstructive pulmonary disease

Age < 2 years
Hypersensitivity to peginterferon—alpha or ribavirin

-25-



4 A0 2 2-33] AP ALT 3to] 40 IU/mL o]3}el 4
Zojgith. A& A ALTS A2 ALT 3ol vt
Fr3} 271G Ho AWk 2% AAF ALT 3HE Kol 8
2he] oF 5-30%% X H A F8 278 Holx HAW o] FukE A9 oy
U AN 5 X ZHkR] eke A ALTTol|A] 7H2 3o zl8)o] BaE|9lon, A4}
ALTT oA %2 ALT gro] 23 IU/mL o]24d uf 1 v]wkel Abetech 7hd e 38 93
=719 =gk wleba, A3 ALT ko] A Ho] Fastn], A4 ALT FUA|2k=
A 8H 0 2 FPH AR3hE HolH A52 o2 A 5alof gt g4t ALT+¢] SVR
E2 u A4 ALTT 9] SVREF} H| =80} 2122

65-704] o]’¢e] mH=Le] A, WY H HEES "ol
QAo] o}, X g Hzgo] 1] E3l1 SVREO| Yt
Juy, aFAAME CH 7 AE7) 7R TS S
TF20 H o= 60-654] 0]4ke] LA}l A] E-3)
tho} BlSdithe AFEo] Utk 704 o4 vk CH7HY
S5 79 o] 7 A7 dash, s oF Age o

53
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Table 6. Persons for whom therapy should be individualized™

Acute hepatitis C

No or mild fibrosis on liver biopsy
Decompensated cirrhosis

Liver transplant recipients

Current users of illicit drugs or alcohol
Chronic renal disease

Coinfection with HIV

Age less than 18 years
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X =HtSo| Ho

3 ZRANE #| & Lutet efuiu]H Wk a2 ek H2-8-3 v 85 srkettt. gk,
A5 % ¥F HCV RNA 24 A|7]7} MhE42 SVRE©] EopxIth™ X2 4, 12, 24
T &7 HCV RNAE ZAate] 2| 5o tfgk 7¢I nhol 2] 2 wh-g-& H7tskal 1
oH2 SVR ol ZE o e} A & 7I3EE Eol Ay ddste ek A s wkgd whe
H"(response-guided therapy) |2}l $Hr}.

4 Blo] 22 Wk-S(rapid virological response, RVR)-2 2| & 454 4% 3H7] 50
IU/mL o]3}¢] o913t ZAPH 0 & &3 HCV RNAV} A& 5 #] o= e 2 & 93}
o, 5448 18 whd CE7EG 4}oll A RVRo| §l.o 1 SVRL 87.5-100%E, RVRO|
glom SVRE 33.3-63.8%2 o ZHh?"* f-4d21d 2,38 whAd CHTHY EAfollA]
RVR -3¢ th2 SVR o] S8 747t 85-86.5%9} 54-58.3%0]ch. 2

Z7] nfo]2] 2~ "k-g-(early virological response, EVR)2 | & 1254 €5 HCV
RNAZ} X & A 712 gkoll ¥]3] 2 log ] 7HadtAY % 344 50 IU/mL o]3}¢] o
Wk AP 0 8 HEEA] e R A osh=d], 34 19 v CERM A &4
ol EVRo| §lo SVRo| &3t 7h5A0] 3% w9 vie}. > uhzbA] EVRo] ¢l
oW AFE THFOEA A Fol BEE AL RS 29U F T EVRS A&
12578 2= g 50 TU/mL o]sto] olgh AAPH o 2 d5 HCV RNA7} HEEA|
e & 7] vho] 22 ¥h-g-(complete EVR, cEVR)Z HCV RNA”} 2 log o]/ 744
st ou AEHE B2 x7) vlo| 2|2 vk (partial EVR, pEVR) 2 2 1} o] Aol
t}. pEVRO| 28 44218 18 HCV 74984 5 |2 2454 2% HCV RNA7}
AZHA| &= H$-5 Ao nlo] 22 ¥h-3-(delayed virological response, DVR) 0.2 7

oJgheh %% 2] 2 Fuk-g-(null response)& X| & 1254 % HCV RNA7} 2 log )4t

N
oo

° 2 743l e 2 Aol EH, B Uk (partial nonresponse)< X & 1254 &
= HCV RNA7} 2 log o]} 7FA4sh 12-245 Alolo]l HCV RNAV} AS == At o]

t} A8 28 AJH o] A% 3+ 50 TU/mL o]8}e] o3l A P o 2 &3 HCV RNA
7} A& A e AHE 288 vlo] 2|2 ¥h-3-(end-of-treatment response, ETR)
olg} A eJ3lt). A& 8 2454 A% 3 50 IU/mL o]3}2] of7lek ArbHo g &
% HCV RNA7} #A&H7] &= A& SVRE AoJsith. X8 F8 1255 %7}t
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Table 7. Definitions of virological responses during therapy"*'*

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 > 2 log reduction of HCV RNA level from  Negative predictor of

response (EVR) baseline at week 12 of therapy SVR

Complete EVR Undetectable HCV RNA at week 12 of

(c-EVR) therapy

Partial EVR (p-EVR) EVR but detectable HCV RNA at week 12

of therapy

Delayed virological > 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
response (ETR) or 48 weeks of treatment
Sustained virological Undetectable HCV RNA ({50 IU/mL) at 24 Best predictor of a
response (SVR) 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 = 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

SVR(SVRI2)o] A & &8 2450| H7}3t SVR} 7] o] A x|ghch= B vt gl &
2ok Q2 Al elM= SVRI2OE A5 &35 7t = gt A8 5 2 EHA
Z HCV RNAZ} A&dshd nlo] 22 E318] 2 (breakthrough), A& £8 & 4
H2l¥l &5 HCV RNAZH Al&a 3 At (relapse) £ 4 2] 3H(Table 7).
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AAF
Rz S 2 Q9] X|= HSE G7tetd X|= 7|Zts ZE5t| 915t HCV |84t
ofl a2t X|= 43, 123, 245 S0l ZE8HA 50 IU/mL 0[5te] oIt HAtHC =

. Thg CHZIE0| tiet Hfo|2A X|=2| RS B7ot/| ?lott Xz S= AlFLt

SE T 2%FM0| I HCV RNAS £H5t0 SVR =F RS 22I5I0{0F oLt
A1)

—
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7t S A utolel s A58 AFE7] A SVRES o &shd A5 of 7o A%
718 ARset Bed € 5 ok AR A SVRE dSehe /Mg 583 A=
HCV 71243, 228k 4] f) 1w, el 459] 1L28B #3174 th3 4
ot} M HCV 44218 18 @412] SVRE-S 40-60%<1H B3] 2, 38 $2}2] SVR
£2 oF 70-80%0] T} zzlf:ﬂﬂd © 2 243} @A FO-F2<7o] F3-F4-o] v|5}¢]
SVREo] oF 2.74) &t}.** &% HCV RNA7} 400,000-800,000 TU/mL o]3}o] @ 1
o]’3l 734Kt} SVRE©] °$ 24-2.7v) 3T PR 404 o) o] T, 5912 A
F > 70 kg Q1R AP F o] 270] 9l 0 SVRE ] Hrofxith.

Fe] o A} 5o 1L28B 314 th@ o] 7 2gk SVR oSl vhel 3]
T} 78220 1128B 72k e] SNP, 2 1512979869 $1%]¢] C B== T allele o] 5o uwhz}
SVRo] gbzit}. 4214 18 2] SVRE-S #3lel| A 2+2} CCH 69%, CTH 33%, TT
& 27%0) 1L, 391004 242} 48%, 15%, 13%Ach>P* 424 18 HCV 74
ZU g2ke] 79 SVRE©] CCH oA 73-88%, CTE ol A= 0-40% e} OJ%
niet 4 @ el E27t Eek CCH ol ¢2luetol s oF 88-89%F AFAIeh=t
H]&), 2 Z QLo 17%2 A H o g =8, weloli 37%o|ch weh 47
M= A= A SVRE el 5317 918l IL28B F-84H8 HAFS sk 7]do] @A
ezt A= oF 90%2] 177F CCE S Kol g of ' thd=tellA] o] ALY f+-8
Aol E2A|o) tigh 7t F 2 sieh IL28B 24 9] 158099917 314 th A% SVR
o] &L A TTH 011*1 TG L= GGH oM 2t} SVRE©] iv} e

A& F SVRE o] 53HE A E 2= RVRo| 71 Z3}e], " RVRo| %2@ a
A o4 o) H]3) SVRol 9ul Z7}ehch* gHH EVRE SVR| & %H o=
2, EVRo| §lo W SVRe| =23t 7psAdo] 3% wll§- wheh 0 gl %]
&%} 80% o)l wl SVRo| Z718lE 2, 3 e s A sk £

E3}e] SVRE-S =0 2= 9]

2
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fro=J
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Table 8. Predictors of SVR

Pretreatment Predictors

On-treatment Predictors

Genotype

IL28B genetic polymorphism

Stage of fibrosis

Baseline HCV RNA levels

Age, Ethnicity, Insulin resistance, Obesity

RVR
EVR
Treatment adherence
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CH 1t A5 e Seg Tt ok AIEF 2 671 @ 0% SVRE|
oF 10%0] AT 27 234 o w]a] ol 20 E| o & Lofe} 2lubu]d WP o2 SVR
-2 9F 54-56%7} =212 boceprevirt} telaprevirZ 57131 34 @ © 2 SVRE-S oF
75%7}-%] _%_7]__5_}_ 93\;"_‘235,241,256-259

SF-gjutetel A= o} 2 DAAZE QIZEEA] oot s 19IH 3| & dute} ejupnldd W
8Wo] 2013 AA| FFA RO A 5o W2 B8-S F0]al 35 FA8H]
gk A= ghgoll W2 Qo] AREE AL gtk = -2yt 7k ol
Bol o= Babgo] A2 DAASS X3S AR X538t 2 ddelrt
DAA+ vfo| 2] A &Ato] 54 9fof 2hget=d| 1 28 H H of w2} NS3/4A &
25 4201 Al A, NS5A A4, NS5B F3 & A 0AA] ol 9L, &5l 283k
kA (host-targeting antiviral agents)olli= cyclophylline A & A #l|, miR-122 A #] &
thekst ofEEo] N EIL Qlon 7|Ee] ZFEA| Rl FUete] 34| = 44 8o
2 A58 A H2RIE #HE ot T3EA| 4o Aok ETe] HE S E Vs

g Ao g e 0 op7] FEE A7 AL HaH A ekghor} AR ATEL
202265 909 0)] 7}7kE- SVRE-S HI31 i X 27HE @2 Ao 2 ey =
2 7HA, oA W78, oFE e AE B A 22 72 5o A & aLeahefof gt

i
m
J
-

r-[o
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2|2 A30| Ol SMAFE 1, 43 OHY CEZHY BRl0| 3|2

20133 AA] -2jutetellA] 328 1, 43 w3 CHT e EFA 5 9230
W& gubel eubu| A W QW o 2 485 X 53PN 5 1olE o) 2 dulol=
H 2Q1E] 9 & L3}-2a (pegasys, Hoffmann-La Roche, USA)<9} 3 1Q1E] 9 & Lu}-2b
(peg-Intron, MSD, USA)®| 7+ E77} @A A= L Ql=ul, 3| 108 # & ¢7}-2a
£ 40-kd Z712] polyethylene glycol (PEG)E, #| 1318 | & &3}-2be 12-kd 2719]
PEGE 717} 2lE sl &l AFAIA W71 2 o] RAT BE B FATL
24 7 13 J5AR 7)2e) 7 33 QIEjslE AR 23179 A2} s
Sholeh* S| E A oo 2ats Babe] AT ol BAglo] 180 ug 7 18] 9514}
she, H| 21 | & Y ot-2be $xte] Aol whet 1.5 pg/kgE  13] 9]3f FAKgHC)
2upa] A A 5ol upel §3-S A3 )RR Aol A H 2ol E ¥ U} -2a
Fo] Aol 25 75 kg o]3te] FAel| A= elukr| = 1,000 mg/d, 75 kg =743 o
+ 1,200 mg/d o 2 Fofahal, 5 1RIE #Hl& &3}-2b F¢f Al= A5 65 kg P72 800
mg/d, 65-85 kg2 1,000 mg/d, 85-105 kg-< 1,200 mg/d, 105 kg 273} 1,400
mg/d o 2 Fo3} ).

AR 13 9 CYPRE BAE A A2 32 Lot} guiudd W ago
2 228132 v v|F EE f- P4 SVRE-S 40-50%2 BE 9o $-2lue}
FAE A SVRE-E 53.6-69.5%0] a2 107 o] =] ¢I7Z pooled analy-
sis 3F A7 SVRE-L 62.7%2 HiE|o] Ao vlaf Fjzos £ A844L 1
AL o) X Fof] EL WS HolE [L28B FAAE o Wws} welolu} 32l
ja -2tz Al A frelab STk Aala} phlo] glepfiauenasianan

$2U8 49 5 CRTY Bk § 2018 1999 o) o LolE] s otk 2
W2l Wk 2 4857 A Ra}e] o] 44 SVRES T2%E WL H ST Fufollis
{749 490l g AAA w37} ek,
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| 24k20f| 2 2% (Response-guided therapy)2| 2

A2 18 b4 CHTEY 4 FollA] w1l 2 Uufo} glnju| 2l M5 4
7 RVRE Hol ZIEJVJ S 48Fol|A] 2452 &AL & 57}01] et A7}
AeE et 2 A3 A7 A HCV RNA $57} w1 RVRol o1 245 2|59} 48
F 22 o] SVREL 7}7} 77.2-100%, 85-92.4%= ThFal ] th 5 245 x| 22
SVRE©] 485l uls} vt g Holont AK L Folaha ghghep e
83 AFultt HCV RNA E59] Bl 3-8-9] 7]50] 400,000-800,000 IU/mLE
AdE A o] A] ergkon], g dBArE At 2 RVRE Hol= S50 tjde
E A BE 28] 2 ATES vERE A S 270 o] A7 A3 485 A 5ol vsl 245
87} SVRE©] StaL Alek-go] =25k 2| & 7 HCV RNA %57} 400,000 [U/mL 7|
Tl f-olli= F X B Alolo] SVRES] -2]3F Zbo7} QIATE " wheha] A8 A
HCV RNA 557} 400,000 IU/mL 7]3ko] i RVRS Kol 4243 13 w4 CF
1A A= %18354 e e WS, Hlvtely e | AR o A5
9 A} Y A A 2710H 245 2 G5 1S a3k @, f1AH
4% gl A RVRE B 3% 2|5 A upo|g X Fiof] #Aglo] 245 A 57} 485

%) 2.9} H]523k SVRE-S B k"

TR 17 gatoll A o 21E & dutet eubdd Wk ar] 125 EVRo| §]
o1 SVR 7F57d0] 3% o|sto| B2 X85 FHs|of gkt I pEVRoO|HA] X5 24
FA= HCV RNA 402 AZEW 2 82 Fuhs|of sk 2™ Jg)u} pEVRo|
A A8 245 AAellA] HCV RNAZF /g0l dwhal o 2 485 X gaAwt A&

71708 123744 A48 H SVRE©] oF 10-20% A% 2712 Z7heiths Bavf glo
pg P nagol g £3 e § Bk o] Wg dejste] AFsH A=
£ ARt RVR §lou} cEVRO] Q= 79 SVRE oF 62-70% = 2 ILE] =T
230,237,239,275 O] 75]_('3_ 72—ZT_§‘ ?jxc} i]i% —5_]'0:111:. SVR% '76:7]'&1: 81%\43}.238'278

e $AEL Auta} akgo g TR 28 T A A,
2 o4 &=, A E Gubel glubald Wik a ], T w1l 9

A28 7ol 3l FatolA 3| aolEl sl 2 otutel elululel Wite
| 5351 SVREO| 31-47%0|R 08 A B E uejd 5 Yok 1
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20 E] H| & Lute} glupu| gl o g x| gkl ot At A T3 oAl = A

2|58 749 SVRE2 23%°] B3 2R o] A4 AX| 5= FAfe} Aofate] 2153}

AAstofof gy

A57) AHHE g3t o, QI HE gute) eluin| W ad, e el
Uul =0 2 2| gt o) Fuke-S Wl S 7 10lE 9 & dutel glubu] el

W3 QW o 2 AX|E31H SVRES 8-28%2 w9 Ltou g x| 5o AAL A3}
| ok ah 22 21 g 2 o 2Qle A& dutel glupn) e W awe AEFlou)

Fukgalo] 44 FAds AR AR FE 519 u] SVRES 4-8%E A5 E A}

U W74 A 55 A7|gHt

A2 Al cEVR, pEVR, EVRO] ¢l 79 7}7F SVRE 0| 35.1-49%, 3.5-12%,

0-1%°] 22 cEVRE X5 A& o5 AA3t=t F&3 ARZ AT F 9

Tj[_'284,287,288

Z1Y 2 F-3) o= AT Srloll A 285w 2lE W2 U fA e

7] FEF DS A7) A Kahe] B A ehEh P
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FUAY 19 B C2tg Aol DAAS Eatet 2| = 92
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1. Boceprevir = telaprevir 28 32|28H9| 2|2 A

20110358 2013 AA7HA) vl=2h 3ol 0448 19 v CHzbe] 25
A gE g d & gy}, gupa Y, aga AT whlEe) 5 2 oA Al (protease in-
hibitor) ¢! boceprevirt} telaprevirZ # el 3] @ } o[t} 221} 20131 S A =1 o]
)= boceprevir®} telaprevir7} o} 2] 501 =] %] ¢t}

BoceprevirE A&+ 2719] 324 A7} telaprevirS A8t 37]9] 34 et
2P Aw), 2 847 0] Qi $al, BHA H|2QlE HE dutel gl HE ey &
A gz, #2018 & Gubel guba) ek e o] Fukg Al 4] SVRES
Z}7} 63-75%, 69-88%, 29-33%= | LRIE| 7| Lz} 2lupu ¢ Wt Hr; 24
FoAE oF 25-30%, AJX| S ollA= OF 25-60%2] F7HAQ A5 9] S B
et

221} boceprevirtt telaprevirZ} E3HH 3A| @ o2 73 uf) 7|E] X FH

Babgo] Wk} 2P0 5] hoceprevire o] 41| ZH(dysgeusia), 918, 35

TA2%F Tol &3] YeR I, telaprevir= ] F 8H71, W18, 12245 (anorectal
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symptom: discomfort, pruritus) 5-°] &3] YEFSTE 12]3 315 33] tffe] oS &
L3ljof st FHA SR £t ol 4 QAL o] 2 Qlgk ofA YA i AP =
-2J3loF 3t} Boceprevirs} telapreviri= A|ETE P-450 A| 2= (cytochrome P450:
CYP2C, CYP3A4, CYPIA)olA] thatz]o] W2 oFA|9) oka o285 tE 2 A5
A e FA AR Q= BE oFEol thal ez 8-o & gletstofof gt 1
ARE oY YAFo| E(¢]: www.hep-druginteractions.org) o] A& 4= It} =2 H
o] SukEE X5 o|nE B A mafjof & $kxje} 5 o] 2fgh EAH E o] JHA
oAl AR 5 AR BAES TR o] 2 ol97) 93 30ch

2.7 9| 2L x| 22| &

H 2 A& Frhe d2E HE dtele thE F8A ol 2&-3t=t QlE A
2 grrdale A Eo F2 FESFAL Qlt). §F QA ATellA #Hl I dE gt
7F A 2RI #| & ¢ubE Tt RVREC| #94aL, Nk Kzhg gl 53h54), 255 5
o] z}-go] fo]al) VA WAEEIE A 2-& DAACE NS3/4A Tl 5-6) 5 429
A 7 (asunaprevir, faldaprevir, ABT-450 %), NS5A O4/‘<ﬂlﬂ(daclatasv1r %), NS5B =
3+ & 2 A A (sofosbuvir, deleobuvir, ABT-333 5)7} a1, 5ol -85 kAo
+ cyclophylline A A7, miR-122 34| Al (miravirsen) 5-0] QIAHA| 3] So]T) 2120263295293
o] 5& B-go] 7+HEFI (5, miravirsen FAA]), 242 HoH, gufolg~ &
e o FEsich X548 0] g @A 1,4,5,63(5, 682 = 74) wA C7F
A &2k 327H(17%<] 1+ F SA7F 23HE)& thd o= Al E 374 oﬂ‘_rL"ﬂ’H 9
2018 9| & Ly, 2lupn] 913} §7) nucleotide analogue HCV NS5B %58 2~ A A
2l sofosbuvirs E3Heh 34| @ o &2 1257+ A 55t A3 A 8FR § 12—rﬂﬂ WHE
(SVR12)©] 90%%)- B 315} ek

2N H 2 LutE A 2lear o] g fAER R A 5ete PIAHEE Bel
YL =l ekAlE S 2ol W SVRE S| Apol7h A1, F-3 kol (1a vs 1b)
of whet X g A ol xpo|7h i = ek wheba) F o 2jdk R oA
€ T ofW 2ol 7P EHHRIA], o 5 epAlE o] FAH-g-out ofA| WA ol thek

QPR FEH,
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1. Xz 20| gl= U 1Y

rr

43 9t CHZIE Q| aHtol2A X|2(T 2)

1) HIQIE{HZ Yot 2|HHH|2S HEste] 4852 RO (A1)

HJQIEHE Lf-2ae= AMSOH| 2AH 810 180 ug= = 13| I|StARSHL, 2]HHH]
212 75 kg 0|5t0|H 1,000 mg, 75 kg =1 féf 1,200 mg= HY B Foet
Ct. I 2QIEHZE LO-2be 1.5 ug/kg2 F 13| LlotFAISILL, 2RI XIS
0| 65 kg 0|22 800 mg, 65-85 kg 1,000 mg, 85-105 kg 1,200 mg, 105 kg=
Z1I5HH 1,400 mgS A7 E0SIL, (A1)

2) STXIY 182 X2 4FM RVRO| UL X|2
0|2H0|H X|ZAI OISQURKRIYE 7t R
XEd 5)7t gle B2 UF7te| HEX|RE

3) RTAY 482 RVRO| U H
2 2 ULk (B2)

4) X2 125 EVRO| QO™ X|ZE SXIBICE. (A1) cEVRO| ACH 48527 |25t
Ct. (A1) pEVRE! ARE X2 24FW HCV RNA ZHALS 510 SH™E|X| O™ X|
ZE SX5t1, (A1) STEH 7252 A% xRS 12{E 4 UL (B2)

2. X2 ZE0| U= ST 18 E= 43 Y CHZHEL| S0 A R =
1) O|T0f| QIEH|Z UL} T, QIEHE UMt EIHHiIEI
HE ¢t H=0= X|=8t 733*0I U= %XMIH IH

[0

|'°|'
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oH

= E=7} 400,000 |U/m|-
5 T 7}715% HIZIO|Lt Q1=
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OT0fl T|Z1QIE{H 2 2Tt 2[HIH|2 HEl
ot AR0l= St AMZ MX|=5H= A2 EYEA ‘E:'.:Ef (A2)

Q1B HE Aot 2|HH|2 HYREOR X|= Aljst 32 X8 H12H
2 At RXQY2 HHEX| =Lt (A1)

nNo
~—

w
~

3. FNXE 1 &Xte| =X|=2 H MX|=20|N HIAHHE mp I 2|HiH| 22t A
boceprevir £ telaprevirs Eetot= 3HIQHO| HAEILE (A1) £5 O S0HXQl
DAA X|=0f CHet AFZAD0| Mt R2|Lt2t SIXS0ME O|2(et AUMSS Ealtet
X|=HE Motz 40| HIEZEISIL,
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Week 0 Peginterferon o + weight-based ribavirin

Week 4 HCV RNA(-) HCV RNA(+)
Pretreatment HCV RNA Pretreatment HCV RNA
< 400,000 IU/mL = 400,000 IU/mL
Negative factor for Negative factor for
response* (-) response* (+)
1
Week 12 { HCV RNA() HCV RNA HCV RNA _>-
i =2 logsdrop <2 logs drop - Lot0P TX
|
1
1
v
Week 24 24 weeks HCV RNA(-) HCV RNA(+) _>-
1
i
1
1
1
l i
1
Week 48 | 48 weeks of therapy | f
|
|
v
Week 72 72 weeks of therapy

Figure 2. Treatment algorithm for patients with genotype 1 chronic HCV infection.
This algorithm applies to genotype 4 at a B2 grade of evidence. The dotted lines
indicated weaker strength of recommendation compared with the solid lines.

*Negative factors for response include advanced liver fibrosis or cirrhosis, obesity,
insulin resistance.
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2|2 ZY0| gl RAUALY 2, 3 Ohd CAZHY 8ol A=

SR 2,38 v CE7FAe BFE X aE 2457 Ha0lg H 2 dutel glut
H & W3 o|oh P 5 T olE 9 & Uu}-2a= Ao Aol BAIGle]
180 pg& F 18] M3FAsH, #2916 92 Lh-2bis A49] AFol wel 1.5 pg/
kg2 = 13] 93} FAbec). glubu) el f3ke Algsls B aolE w2 odu) 5o &
71 §hol 800 mge] 9 §3& vhel Folstel, Aol weh el ele] g2 o)
27 dAshs Aol A d §3& Foldhs AXY ¥ adHoleh= S #53
T} g ol kel 22 28 whd CHTIY BRSO BEAR T SVRES
80% o]AFo]t} 230 o x4 38 ukAl CE 7 o‘gvg_ ZUo] TRo] A2 AH o] tha 1
7} Bz, 5 9] o] ASBIIEIT o g 4w 35 o|x]e] SVRES] 28] o)A H oF
10-20% A= T UHA] K 31 glT) 246299301303

2|z s o 282 HE

A2+ 2,33 v CHAE A SAellA] F A 573 247 Al 12~ 1672 &5
39S wl SVRE©] T5& A el thak 87 o] Q=" 2 g 7)7ko ) o) 14
H & ¢ut 9 gupu] el 85, RVRo] 3l $2ke] vl & Fo| Aolste] 72345 2]
7 mlaslr] of Pt 242} 3508 o) o] F-AkE 28 v CEAEY SAES Tt e
21653 X8} 245 A B E ¥ W AFA & 165 X BT SVRE 65%0]| B]3) 24
F A 5879] SVRE©] 82%= FroJahl k™ 28y o] AFeNE A7 717+
A7l 9lojA] RVR -5+ aLefshA] il X 8717k F-4-9| 2 wiAste] 23 &)
Ao Fol & a3ttt gh o] AtollA Ak 39 $kate] ¢ 16-21‘ 2 =a2] SVR
E0] 61%, 247F 2| B-] SVREL 7T1%= F 7t EA18H8 0 2 f9]3) xfol&= ¢l
ATk & th2 AFollA= RVRO] & 31218 28 vk CH3E X} 2000 A&
o2 165 x| 89} 245 X B aHE v wet g, 165 89 SVREL 81%,
247 A J M= 92%= SVRE ] Afol= TAIH &2 Fo5kA] AR, APLE
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49 165 ABT oA 17%E 245 X 57-9] 5%l vl f-2)5HA] Eheh’ o] At
A= #2IE H & Labe} $] 1,000-1,200 mge] & 82| 2lupr| S ARE-3t
o] F2X 8 E 3tget) 245 X289 53 SVRES ddgds E7ata 22 7
S Bk X8 7I3E el AEE S AR E Y H 2Rt 2w A
L2 ulo]gx T, @A) AF, A 2 o] Fo] Ao}, N0 o] 23l ¢
Aol w2 g2 o)z} itk AT 9lo1M Y o]of tiEk A7t} o Zast
th A24 o2 fHA 2, 33 v CHIEY A=A RVRe] Q= 44 A5 A

&2 HCV RNA 5527} var, 285 7988k 7144 ZO] §laL, T X549 o
ZzkEe] glod 1652 X858 958 - oy AdEo| 255 s e
Axgo] ot 1P H Afsht 1HEHF o] Q= FAbellA= RVRe| Qi X5 A
HCV RNA7} Yrjgt e 2|2 7)7ke] e majslx

st 474413 2, 33 x4 RVRo] gAY, X2 A 8% HCV RNA7} =& 74
%, A P Feh AU SE e Ao A 27)17He 482 Sl Al )
Sk AFE AT o] F 13111 9] SRS o2 gt A-ollA] ‘I’I’;f_ 21 2,33 $ap
=, A8 71 €5 HCV RNA9} 714 f-3} Aol A% SVR o S-E 0] Ui 3hrlojA]
A& 7|17H 485 2 8 SVRE Q| #2918 g2 glgiet. ™

oX, l"lr

0, rﬂ
ik

o

OF -
1w .

@4

o

A 2,38 v CHRF B oA ool eluhul A3} WS me
slom G QIESIE B 202 9 ARE WG St AL E 2}
SaoR A8 weE B4 F SVR] 9918 2] 2B E Uil el
Hl A HFam o ARG 5 YrhUI o)) Qe RS o A
A BN AT AE Sshsh a2 P §H 02 A A SVREO|
54.8-67.0%2 K1 %|o] =ul-g Shatol|A] 2|2 2 SVRE 39.3-53.0%0] H]3 U] =
& %S BT 2, 39 o) AR A A HF A /7ol The ATE FRA ¢
_»} 7)) AToIAE 247 F2 48T F Aol Hohel AA 2T A n
B0 215 7)Zke whE S W A Gl AT E St} el
o T AW 247 A EHG O ARG AN ThA] B SFA 4873
A5 3 AT AT (1=92) SVRE-L S7% k™ 22l ol 2jat AH Bl heh
27} $Este] AR HaclEslE dotel eubil B a2 A
Suf SVRe] 1919 SAfol A, 53] Pk Aol M QlEl A2 o] £5E ul A
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S TP FUT B AARIE AL AYSA v

38 OHY CE7I BRI M2 2|2

P2 A adH H 2 Lufe} gupu|e] 245 A 52 % 2 SVRE 0]
E T oy ¢ SVR g5 Aafigk s 3| 1RlE H & dutE 2
= N M = N2 A5 o] 7% 31 et
A 28 v CEIEE B4 708S o2 AJdsh 3743 ¢
ZFAI oA B 2RI #l & &) §lo] HCV NS5B 384 A4 2] L2l sofosbu-
vire} 2Jupe|d 24 o2 1257 A58t éﬂr 1 f% 12575 HCV RNA &731&
(SVRI2)& 97% St} w3k o] x| 5ol Asfat G448 28 $4 3278 o=
sofosbuvire} 2julr] ¥ 21 2 H o = 1657 x]j‘j’:é?]- G wol= X5 ¥ 1254 HCV
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Peginterferon a + fixed dose ribavirin (800 mg/day)

Week 0
Week'd HCV RNA() HCV RNA(+)
1
Negative factors for response* Negative factors for response*
e )
1
1
1
1
1
1
1
1
1
i
¥
Week 16 16 weeks
of
therapy**
L4 L 4 y
Week 24 | 24 weeks of therapy |

Figure 3. Treatment algorithm for patients with genotype 2, 3 chronic HCV infection.
The dotted lines indicate weaker strength of recommendation compared with the
solid lines. *Negative factors for response may include advanced fibrosis, cirrhosis
and others, *The shortened therapy may result in higher relapse rate.
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HIASH
1. SVROI| E25t AR, EXZALM S HCV RNAZI XI&XO2 HEE|X| o™
SVRO| RX|Ej= Zoz 2L}, (C1)

2. SVRO| =&t A0 X2 T ST ZHQE7t U HR, HAZIH F6t
K[SHQI #a| 7t ZQsICt, (B1)

3. SVROI| =E5HX| X5t A2, BHEZiE0] Z8 X4 HQ1 Ha|7t 2QsITt, (B1)

Table 9. Adverse events of pegylated interferon—alpha (or interferon—alpha) and
ribavirin

Possible related drug Side effects
Pegylated interferon—alpha  Flu-like symptoms Fatigue

or interferon—alpha Headache

Fever
Chill
Myalgia
Arthralgia

Bone marrow suppression  Neutropenia
Thrombocytopenia

Neuropsychiatric symptoms  Depression
Irritability
Insomnia
Apathy

Autoimmune diseases Hashimoto thyroiditis
Graves’ disease
Systemic lupus erythematosus
Type 1 diabetes mellitus
Bronchial asthma
Pulmonary fibrosis
Interstitial pneumonitis

Others

Gastrointestinal Nausea
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Possible related drug

Side effects

Dermatologic

Ophthalmologic

Respiratory
Etc.

Ribavirin

Anorexia
Dyspepsia
Diarrhea

Alopecia

Rash

Dry skin

Skin itching

Dry eye

Dry mouth
Stomatitis

Psoriasis

Reaction at injection site
Vision impairment
Retinal swelling
Retinal hemorrhage
Cough

Hearing loss
Tinnitus

Memory impairment
Weight loss
Hemolytic anemia
Fatigue

Rash

Skin itching
Teratogenic effect
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1. Z0JA = HCOVOl MZAFE 2tAS2 XM= Thy 10| =2lE =0 X|2E
AIZHE Z10] HFEC. (B2) ZH0[A & ZIME ZHY RSt 2R XS0 LAisHH
UEEe| g4 T O[AH 40| HIFEEZ Z£35| SH0|HA XZE AR
St (B2) &HIOIHA X|g2E HIQIEHIE 2ntet 2|HiH|2 HEQy, = 11
QIEEHE ALt H=ELHS ST (B2)
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2. QIE{HE U S04 HEGH0| 0|4 HE EHZ0| LS 4= oD = Hfo|2HA
Xz & 217150] A3t moil= 22l ZES /5t ZHEA0| L3t (C1)

3. HLZE MRS Zetet H0l2A X2= SE, AT, HOMS L2 SXHME
HIE ?lEole dRet HEEAY 0| YT FRE Melst= 2 5710]
Ct. (C1)

HCVe| Aj&-dste] 4
ALT9} HCV RNAE 7]& 2}
3} 5] ALT 9] 34l o] 3 50| = A= 4

HA A A B Fetstet e HS vk ShRjol|A HCV«] A& sh= HBV | H] 3}
of 2 W7} vl Yok G A ok o2 Bol, 3 Ao B AlE B3|
71 HZF 82} 98" ol A AR 5E 5SS vl HBV Al &dsl&-2 38%(8%8 % 3%)

& dlo] v]af, HCV A2 31-8-20%(117 5 078) ek s}Aqk, i th2 B A Z 1]

k2|
=
}\0]_

o= o} FEAOR whAH J)Fo glont trle
o se

ol O{N

¢

0_4

2171 ZZ 3k} Ao A=, whA HCV 71 dAatol A ALT A5 HIx7} HCV 7+
o) i Sl uet frofail £01263% 215 HOV AR Gal7} A 3
ua SRR Oiv«l BES Ao 49188 AN
OV AASE Bolat Sl o E5 AT A0 B ss o
o.& o} 2T AE o]2 A4 AR o274 HOV A245HE
Sl 919 QAR eIAA 24T} HOV A245tsh edslo] wae Abg
AL Qe HOVS| A2 405}9] slste] ek o] wyshe 22 219

HBVS) 75} 543

£ UL Sl HOV AR IR 7 sl e ol

, ek wojolala) i wokaket ey wEe] HOV 42

ol & 2] 2|3} HCV A 2dshol o2 9134
19 A Fee Defeln nEdel AR dES Ak 25
wofolal] E geksstay] 5 HOV A84sh o
a—sm sl 477} e,
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AU} oo HOV Avte] 8 AR 2A AuFAL kgt ok A}
o] gli= Alghell Bl3le] folaH) & HCV 952 Hlrh! ™ sy alFa}
oFE g bl A HCV &4 Y482 48.4-79.2% 2 ML H ek g, ul AL
=S
=T

S
oFE o] obdl 7kl FYTE TR FPolE HCV 1 98o] FUFA oFE
841 folahl Erhm el glek

2800 ol335] YT RS ARE VI B e 38200
A7k AT} R e ASeha gl AelA A TAEIE Lo} el
W 2SS W SVREL 48 13014 44.9%, 4448 2,38 0114 70.0%

9‘9\]:]_ 408
HFAL g0 o] glovt AR FEE v CHEA SAt= Al

o] F2 A wg Baach Teh} WA FUFA} oFES AL FQ BAEE
A 9L 5 A1 FAAHA G olr} $5e40, A2 5 ok gl i
7} Wol A, 2|2 F A4 FA} ok AAgol wFE HCV AlRHle] 913l0] gl
b2 AR )P E AR v §Ae] A% oA 52 B3 Grhshol dhrh. 22w 27
= okaA|u Qb o® 612709 HEe] o F Flgko] Basth wak AuF
A} RS FEE 91 DGl ska, AS AL 5 AR B A RS She
AR Fego] folahl Faat A" ofeld =2 Fa) SVR] mgaid Ayl
AAIE B A5 A12) vl o) o} 215ieh
HaAre
1. A HUEA S AR FO BAIO AL MATH AT} OSHE, AL/
874 JHMO| Bl T2 BEILSTIS) HEXIRT} HHI0BA X2 £SEE £
o

rl:l
i
f

J Z2d 3xlolA] HCVE 7Ha &2 gulkolq H]sh
HCV FAHAE Al dehA] o, disnt il &=
oo} AHH AFFA RG] EAE T Ao A
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P54 S A& el S T FAEL0N ALEE BN E HOV

Al A R HEEA] Al stefof gt DY A5 W @AEol4 S HCV #3¥E
A ol whe} 39%04] 80%714] ThFshA Hael=d),"" U FHES 5-15%2 B
oo et 7] o) T4 fbe] 9ol AW E ] ¢FE ALT o) do] E1E A
HCV e :=20] 9415 uj= HCV 8] ArLE Alsto]of 3L, vkEa)A] HAL %
S do]w HCV RNA ZAE 3o} st} HCV 87 AAF 24491 3hae] =4 AA}
HA L& A7) &3 T o] HCV H9ES aglslolof sl 574 6-12711€ 714
o2 A3 74e FHFTE HOVel 298 Fo) 4 s 7h 4w % i 7 29
Fozo| Mol w2, P T4 ) gk bl vlate] frolabl e AbtE
& BRIGMHE Fgo 2 g o FskaL e Aol A E HCV 4 7“1~§ HEEA] A3

o,

\-J rlo o?L' i)

oo} gheh. ol HOV ZHARs wIzhalel vlsh 301202 e 39 Aol o
2 9 opuet o)) % ek BRSPS B/ BRI T Sl

=
2
elpye]
= 1T
7

A 0|23l g A RUFS-S U 5 9l7] mhielth Y mheha), b B
¥ B4 HCV RNA ZAHE 53 44l Selsd 20|29 da o] ulal]
Aol B ES 7 Wko 2 3 o]l s A2 Tefstolof Hek

¥ F2 BAN CYY MRS HSF e A A2 PR
Ape) 2 A R] $AE 5L Tefste] AT 1ot A HCV Futolel A2 A
S S TOlE & Lohol efubu] e F87)5 gohol nhmi oFl uhd ot
QBB obAl B 87150 ol Aol ue} o] Basich ok o
wpl e o) B8 Eatel AAHA @] uhzel By TR BASIE A
$99 NE2 H0 5 glo] Zelobeld F4go] 50 mL/min of3) 5ol 2t
B ARG Al o8 agie !

A% A

(AHA] ASE > 60 mL/min) A& T2 23ko] gl 459 U3
Al FoFele s s, £A d &9 F2715 N E 7H B (AHHAl AeE 15-59
mL/min) ol #2918 3| & Lu}-2a 135 pg o= #2918 32 Lu}-2b 1 pg/keg ¥} 3F
7 vk 2 200-800 mg/dS 3% F W07 Urola] FolalE AdolA] Mt Za
3l 7he o] An At 248w Aol & S 2o, i e
2 ol =2 Eaojsl 2= 9l o, guln| gl Hg-o ulz o 2 AR E R g} B4 2]
ShAtoll A o 298 ol & Uwh-2a (135 pg/wk)eh A-&-2k2] 2jubu] el (200 mg/d) H g
QWS A e 2 AT A3} SVRE 0| 7-97% 2 thFsl x| & Fehgo] =gttt
A2 HCV 2 &A)¢] boceprevirs} telaprevire +2 7]—01]/\1 A7} o] Fo] A 1,
I PAPES F2 Ho 2 ujd B =53] d3vk Ao 2 wjd e g kAl Y
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H SEII5 (AR HEE 15-59 mL/min)7t U=
b CHZIE SN E RAIES HUSHA HESHHA T HIIQIHEE UL
g/kg/wk)2t 2|HHH|ZI(200-800 mg/d) HELEHS &

=

Lo

(2a, 135 pg/wk, = 2b, 1 p
= ULt (C2)

4. B FQI 0HY CZIY SXIOIME UEHIE 2TH2a, E= 2b 3002t unit, 3 33]),
E= AYE HIIHHE LM(2a, 135 ng/wk, Ei= 2b, 1 ng/kg/wk) HE2E X|

ARl A= oF 25%, =) HIV 7F A1) 5.0-6.6%7 HCV ol 25 7+
Z10 2 B FHCE? M HIVe} HCV ] $5 74 Wiwr) vla s &7

A7 = HCV el thgk HAME Aldstofof sh=t] daba o
2 Algdgich e, HIV 2E9A4e] oF 6%0llA= HCV 8147} A

=

(
i}

&
i
>

-

+ HCV
EA & Yo B2 HCV 4] 520l ARE )l B8] Hd ek 7H HIV 244
Ao A= HCV RNA ZALE Alddatefof @™ HCV 7 dztollA] HIVel &k 9]
A/ 7H AV HIV AR Aldgict

[0
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HIVS} HCV | 5 ZAahs @5 Aol vlste] 1ol o] f-oj5t)
w23, IHEHS HAEE oF 24 =) wEla] 19961 highly active antiretroviral
therapy (HAART) 2] =8 o]F & HCVol| 2|3 7-dgke HIV ZFd=toll A Abd-E3
ol gl P v T2 Ao R UFHL Y 53] CD4 FA A= T
F7) Ska W 750 A7t AR A% 18 S WX, Y ER
Hlo|g2 A 52 Wyl slBHW HdFe] A& £F & ok dnkr o
FHIV 35 Aol A= CD4 ¥/ fxz7-2ro agle] e ERntolgx A&
Afretedl, ol FHERro|E X A 5.9 o]50] oA H4 9] 7s 4 BTt A7) [IHTL‘
Hpo

O

olt}. AN HIVS} HCV S8 7HAAtoM = S ERulo] g2~ X8 T 7H5Ado]
A9 o] =1, 53] I ¥ A SxfolA] o] st 9o o mou R Fofr d
Q3PP HIV 25 7k Aol A& CD4 oF A X757 w0 W (< 200 cells/mm’)
A g ERnlo] g2 X 55 AZshaL, CD4 G4 X+ 57} 253k Fol HCV |

B2 &k Aol upghz]slt). 39, CD4 94 I 571 > 500 cells/mm’ 91 gkl A
£ HCV 55 wAsta e EZulolg)x X85 A7]8h7|= g™

HIV F5 ZF47kel| 4 HCV 2] 5.9 A}%QL “1 T91E ¥ 2 U3li= HCV £ 7Y

oA A= &7 T, eubulbe FAAE o] BA] flo] ATl wket &

&S 27431 (75 kg v]ek- 1,000 mg/d, 75 kg o]@}& 1,200 mg/d),”’ A8 717k

=

=

o=

Qure o 2 4% Atk A 2, 3%0I4 RVRe] gl B9 245 B5 A=
Y 5 o, 554 1,43 014 pEVRe] 919101} RVRe] §19tel 35 |
71242 60-725717) s o] mgo] @ gleh.

HIV S22k d2bolA] sLelE sl 2 Fspsl efublele] Wt 23] Alo] SVRES &
AR 18 ol 29%, G-AAE 2, 38 o= 62% 2 B e et ™ o= HCV ¢h= 7+
Q0] Hghe] ke AGE Holi=u), HOV B 2helke] wlshe] HIV 53 7l Ate]

A dulA o & 832 HCV RNA 557} =53} B o] gJof 44

HIV 53 47ke] 215 Aol Tz Aol vlarate] gjupu] 3t A Wi o]
Q3 #A 2 Y55, 53] zidovudine (AZT)S E-83h= gkxjol A wido] o] &
skl AlakA Yebd ek 2lube]) ©12 inosine-5-monophosphate dehydrogenaseS
Algke] didanosine (ddl) =735 T ot3hA1Z = QlaL, 2lupe| @3} ddIE #2o] H-8-5)
£ @AENA A3 Zakgo] Bu g ok wjebs), HCVe) S8 75 HIV $
A AZTS} ddIZ 5)5te] ChE S| E 2ol 2] 215 S Adshe Ao] Eub.

o] FAlTollA] boceprevirg X3 AAIXE Al SVRES 60.7%=2 % HEQ
W o] 26.5%X.t} $-5}9.0. 1, telaprevirS 3§38l AA| 2| & Ao = SVRE-L 7T4% =
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HHan] el 45%Ht $-ak gl AR 0] 72482 HCV w57t gztel| A
gt HIV 357 AAolM Akt 2o & WaE 9] o, 37} 7} H e sheh.™ gt
boceprevirt} telaprevirs AR8-3F 7-¢- oFE & 2-g-o] theFsiA AT F 9lonz
oz AMg-of Fo 5 g3 AlAlEE BUE o] B s

B
HN

HApet

1. BE HIV Z€X= HCV &M ZEALSE Al>listo{oF STt (B1)

2. HCV &H| 2del 4, E= SH0[X(2H 0l =FO| ZHAStS T8I HIV ZEXLo]|
ME HCV Z#gS & 6+7| 215104 EZ HCV RNAZ ZALSICE. (B1)

3. HV S5 ZgXtoN 2 CH7tEe| X|g= HCV = ZEXN AZE = 8
O H|IQIE{HE ATt HCV SXXIH0 24 S10] MF0l w2t Z2HE 2|HHHE
HEAQHOZ 4857t AIRHSICE (BY)

2. HBV 28 2t &Iz}

HBV/HCV ZE4GA = A AAIH oz oF 13 5jukg 7pgko 2 Sabe)=u), ™
S elld= HCV Al 872 2.37% 14 HBV 531 4e] Sle Aes BiHS)

\:}- 456
106 o] de] A AL S5 A2 oA HCV BEzhdaboll A o] 7hA Zoke w8
2 28%, HBV/HCV F57F Aol A of ZHAZF I E-2 45% =, 554 A4
A ZGFo] HAEo] folahA Edeh® w3 HBV 7 aAtoll A = HCV F514
o] 9107 HBV G 7+elo] wla] $27+a03 AAzkde] 918%7} 2718k 17
9 7| Qo] BRA) B-o] ol R} A0
HBV %2 7+3i7}ol| A= HBVSL HCV e 52] 28] 2 242} %7}
HAZke] 5 dolelEbd HCV w5 7o) 7499 sdai A=
SVRL HCV w57zl M o] 27 fAfsiey. o HCV«] ]
HCV RNA7} 217 8 o] 50 HBV] A48/} dofid & glom,*
Z]0] el o] o] v 3 A& Fuho|2l2al S Fke 5 Ik

OlN

, HCV 7+ 4o
HH, o] 3%
2SR

HBV¢] -0]&H

i ol
iy [
ol
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z
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HIASH

1. HBV/HCV &5 ZEX0|AM = O Hio|2{A T} ZHE =
2 HE Zg0 SYst 7[&0 o5t X2 E HISHH, CYHIUHS X2 & E= 5
0l HBVS| f2lst SA10| 2tQI=|™H HBVO CHst A& SHHIO|2HAXC| FoFS 18y
STt (B1)

2 o

© w9 Zulsl HCV 3ol FulslA] 9k HCV koA o] x| AHA e SAFsh
o, &Y} FuHE a0 o] Kol A eighe ™

F3 NS Bl A= guba o] ofs) Ak wido] IS 5 9l S a3}
27} 30-40%0l] G5t A 22E 9-10 g/dLE FA]817] 98] 3-4Fnt 8
2 &l Ao g RuEo] A F PAsH R8-S Flsy] A8 Fof 2
o U o] Aasltl aEL} o] B oA AR A7 o g Fg 2zt
&o] o F7FEAE ekgheh'

e ox

HiAFR

o

1. ERE0|Lt XSaHEIES S Sttet T CHZIE Ao = T HE LIt

= o
2|HtH|2Io] HelyS Hsitt

ogk

A0}

1996\d 6-114] Z=0} 2,0807-2 th/F o2 Algk Il AollA] HCV &4 ¥4 &
2 0.82% ek Z=okllA o] HCV e 8ot F23h el of3t 497 7Hg &
a oloe ™ 53 F sk C1HY Bk 19919 A A} 28] o] F =y
2xo} AR A= 7] 9] HaHA] gleh. ARel|A] HCV 2482 049-1.7%0] 7,
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U 53 721 o] o] AHRE o 2 g ATollA] HCV A S E-2 0.42-
0.44%=, HCV &4 %Al Aol 57-60%014] HCV RNA %kAjo 9}1:} 1819 Z2 )
7] ¢ HCV A 1-6.2%=2 B e Qe gobdspg oz Bulks 3
= HCV Aute] 9340 vrolzlths 2AE oFsioh ™ HCV 1Y *1} o] BArolA]
HCV7} &1l 7]& 3HA% B/-5 T34 HCV7ZE dapdchs 2AE 7] ui
HCV 74 At o] B i SAHA FoH, Aofoa] Aol e] #3712
cgo] tu ol &5 5o I d5g AT Do ok abnel g A
A AT Aol A HEd 9o, Lolor ] A HAR= 187h € o] dof
M SHeE ARE 27] ke Fakes ASolls 24 F 127190 At 3o
HCV RNA 7ALE A8 2= 9l o} 24 A HCV RNA 7ZA}e] wIZhe 20062 vho
B2 77} 85%7F He AF 6719 o] Foll HARslE Ao ulE s

Zofoll A o] HCV 79 9) Akl Aab= Aol vlgte] & 1] 2 RIE= 247
7} o] T A 31, 2 ALTE Holi= o] Eom," H438 18 £r& 2|1 A3
e o] 7F &AL Kol B9 w =8 3HA|NE Lof SAHE-2 Ao vl vlnE 5f
%E g 2gsle] & uj7bA] 7|the
&Aoo 7 8 AST T ALT7} =
S 82 HIFHor uysta, g4
AST 5= ALT7} Ao 7 A3k} stk otellx= A o] X
YL ST 5 Y Fibo] FEIA IR 5 E ued £ Ik

Zrobef A o] A gl w37 AFtelA = eupnl ] 71 A A Y el <l
2 ot &5 A 5ol FgtEo] AAA, eubH g FURtaS o EHE &
v @5 2 g9} Hwate] o 2 SVREC] B E ™ Aol A #aolgH&
ozte} glupr| W aWjo] EF X5} o] H F AololX = tiFEo] Aol
TRIE] 2 g} guba] g ARESEaL Qlvk. E|ek friiellx] = 347 o] o] Aot
N5 | 2QlE A2 dube] Abgo] 3G H T LofollA #|1elE w2 Lk 2b
= 60 pg/m’/wke] €0 2, 2a% 180 pg/1.73 m*/wke] &0 2 ALE-E]n, juju]
U2 15 mg/kg/de] §F 2 2 315 23] Vo] ELBtEE gt} Al oA o} npzhrhA]
2 5AAE 1,48 o= 485 Fok, §- A3 2, 38 o] 4] 243 Fol Zokale) 7 sof
oA <] Hl2AE & Lfe} EIH}H}% W3 2 5 SVRE QlE] ¥ 2 dufe} gluju|
W 8ol AREY ste] F2H8 13 ollA] 47-53%, F-34H 2, 33 ¢4 80-
100% 2 B H T 22 SVRE |58 5 Q& e F44H9 2,389 HCV
RNA% % < 600,000 IU/mLo |t} ***** Boceprevirt} telaprevirs= Ao}t 184 m]gk
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o] PadEol Al 1 g B3} ol Q15 A egleh

1. HCV ZEO0| 2diEl= A0t0A Q] ZIT & F7h= JI0M2t SSoHAH Titstt.
)

. Aol HCV HES =f215H7| {18t HCV &H| dAts Ao MAE &
MOLfIHZ MEE 4 QCDE M5 1870 0|4 Xt 0|50 AYE g A

SICE X7| ZHS otk 22 M = 670=0| X 20| HCV RNA AAE Aldlet
== At (B2)

. HCVOI| ZIEE 3A| Of4F AOt0|lA X|ZCHA OIF Tt
ct. (B1)

. 20H0fIMQ| X|2E HIQIEHE Um-2b, 60 ug/m’/wk, EE HIQIEEHZ &
llt—2a 180 ng/1.73 m’/wket 2|HHHIZ! 15 mg/kg/dE QT 1, 4HNME 485

SR 2, 3= 2457 RO04SLCE, (B1)

gola st 7|1ES ME
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