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18 & &AxARH2 400222
18 & HWnletAd| 2 100222
18 & s4A2t=Zge|2 10022 13
St ™ol “GSI”, cf=2 & Mol “370| SZtE Ho|X[AHe| et H
=EI3EY
2tdeio| giALE oH&M ZEAH (Child-Pugh A)ol U&= ZHM CH
7+ HIO|2{ A (Hepatitis C virus, HCV) &4 Mol &Xxl &
- NS5A RIF7t Z3El HCV 2oz X2ZAHo| Us |UA
§1,2,8 4,5 £ 6 & okd HCV &Y &Ko x| &,
— NS5A 9HA glo] 2xZARHI =27} Z&E HCV RESZE X =
d80| U= FMAE 1a E= 38 OFM HCV & BHXbe| X2

of &to= HCV AZE AI=sPy| Mol ZE SXjollM HBsAg ¥
anti-HBcE =750 & Xl O|Me

OfF Btot [AtEetel FofAtet 1.
AtoliA el BE ZHH

—
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[ N

of A% YL 12 13 27 =83
ch. AR XB7IZE2 12%0Ick [ABAfel FelAlE '13. MBS
oot M 13.1. ok2|sf &x]

=82 23 49

Foi AlZkE =3 49 d4 5o AlHoAM 18AZF ofufjolH £HAL
oAl 7ttt Wwe| dME 53st=S tistct. O™ Cfg, At
soHel Azl O cks FoiEES 5 &dlof stot 18A[ZH0] X
<2tH Z|ciR et SdHel Azl O ohg FHEE S35ER
ofLf et 2bART} 282l BEE FESHA| R = X[ 5t0{of Fhot

°t= =& 4A1Zt ojdol FEIH &

S &5t S etfisiof Btck. F0{ 4A1ZF O
d9ol= FI Foi7t ER5HK]
7

3. M7 #let W& 13.1.2f2sF &=,



2. AEof

£M Zl BXE Zetsto] Aol Mot mhAglol o ko 2
THE2 EQoIX| LCHALZAe| FolAtE ‘9. AlZbof EHXlo| Cff st
F0y 2 13, MEIIE st HE 13.1. k2[5 F=x]

3. 353 = 3 20

ZSZ =& ZZ 7HE0f(Child-Pugh B = C) Bl =4z}
majb2e| =0 O £S5 0 o2 o2feh BAISOH HE s
x| SHECHAFRALY| FolAbgt 4. AT, 10. ZHEO| BHXjol Cf &t
Sof’ W 13, MEIHE 9let HE 13.4. ofals FE].



O cistztsts] cgztg = 7ol =2fel)
O od St
1. Aol AZXIXL HCV =+HE
HCVZI &A= 2 Z ol 1990 =tdho| =i Mol HIEXSS A=z
T2 1M E2MHMAAAH (enzyme immuno assay, EIA)2=E ZHsh
HCV R¥ES 1.7%=2 HIE. 1995E2E 2000 7Hx| 242 HEIXIS
= Haez M2, 24, MY, 7o E1E HCV REE ZasES
2ot YAl ElLiel Fe AHS EHSt0] AtEstH Fu| 404 of &
AMolol HCV RHER2 1.29% (95% confidence interval 1.12-1.48)2
°k 193,000 2| HCV & LMXPI JS A2 FLHE.
2. HCV 78 Xtd EX
HCV ®8XIE 2 MAMc=z 2 f 1, 2, 380| HHL{sIH =35t0 4,
5 682 dF KXo == UZ. FUAE 1a8d2 SR S0
of 7t& =35t 1ba2 ZSotAlol, wE0 =s5tof, FHXAE 282 &
HIMo 2 1t MA 2HAE. 382 sHotAlolof| E5i0f 482 &=
XA, o|ME, SYot=e|7t, sE2 HolZZ|7l, 682 =ZF, OIFtL,
H EZOA =2 A=,
S2|Lf2loflAl 28t HCV FHMAME 2 1b& (45-59%)2F 2a8 (26-51%)0]
1 J|EF 1a", 2b™, 3d, 48, 686 S0 E1E. HCV FUXte=2 &
Hio|BH A X 2Z ™o MM =2 THsfof .
O Brd HCV &g el Xtdd 1)
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S
O
-
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HCvoll ZEEl etXt=2 2F 50-80%7t Bt LY AEfZ O

= ap==
ch Otd stz HCOVE| Ateds|=2 =210 XHHQl 2hEss 725104
HEHSE N EZAES Z2fd = US. HF=2(60-80%) S4tol &1
oLt dF 57 =84, T2, 24, 255, #ES, MSHLE LEf
W7 . 2HM HCV AZEAE2| 60-70%c A|EHEHML=E Es Z4HEA
oz €38 ALTY ds5E Sthste otd 219 ads LEHd. 2k C
M BHXE & 15-56% = 20-25H2| 7|72k AXHAM ZHEdHE2
2 A5 E. 2HEHE Ao 4 dZE 1-4.9%0AM ZHMZ S
Of Zdlstl, A7F 3-6%0IAM HIH&t ZtHAHZ o=z Tlsto], HAH




- OIN CEZIYel Mol FEe F= oSz URIIZ, LAY o
Al LIOI(40M1 Ol4), HRH ¥mES A, Cf2 dlola F=uY
(HBV, HIV), ¢ls8 Mahd, dlgh, #Hod AX X}, Z7[0[A] 56| AY,

O TIE
— HCV #EAtd Al defdFolE RESHAIRE &
2 oSste 7t S Xtz xHe| X7 7(7t
dst] flsh eetol2A X[z Tol| BEEA] Al
IRl 6702l HCV Aol *gA2n{ T Atotd (s
1a, 1b S22 EAIE. HHE MMt 2lHH[Els F0I5
HollME FRXfoFgol w2t X 2o Meio] ZRiX|X| gloL
of =T xtgsks DAAS £0i AlofE ROl (1a/1b)S & Etst
Ijed SF zI\_ oI'— 7—IA|.7|. J—é Iézl-_

— OFM CY7IY XZ2e| ZE&= HCVE HESI0d HCV ¥z olst 7t
dHE e T, M EZ S, 2te e EZ el &M 3 o2 ¢lsh Apdt
= owst= A, Al gdHpolEla xX=ze FHANH 2= AR T=E
123 E£= 2430 €% HCV RNAZF AE =X L= AEfel X|ZHIO|
2 AHES (sustained virological response, SVR)oll = Est= ZAH Q.

O x|z g-3e| Mo

— X2 BF 12F &= 2430 ool AASZ &F HCV RNAZE &4
=X 2= AE| SVRE Holgt =2 AFOM X2 B2 125
z H VRe| X

S 0| X2 ofM 2t
98% YE= =

ZAglo S H &% HCV RNAZ}
ME5SHH Hio|2{A =ntsd A(breakthrough), X2 8 T AAME A
H AZF HCV RNAZF X E5s5HH X L(relapse) 2 Mol gt



OIF DAA x|=0f Aufgh oM CEzIE BHAI= O[Mo £oet x|2Ao] B5, 4
AE, ZAMBS K%, RAS R S2 Tastol HA AR JisE oK B &I
stolel X258 AdE $ UCkB1)

— NS5A YHAME =Zetet DAA x|= Aoj

1. A 18 o0r M CEHZME 2 AN S

(1) Sofosbuvir/velpatasvir/voxilaprevir2 123

(2) Sofosbuvir, elbasvir/grazoprevir2t 2|Hd|Zl
(B1).

1bEOME 12F 28 4 US6{(B1), R 1asoME

CHB1).
(4) Glecaprevir/pibrentasvir2 163 x|2& = JCHB1).

~—

2. 7MAE 2,3,4,5,68 PHH CEHZIE F AN ZIAWE
1) Sofosbuvir/velpatasvir/voxilaprevir2 123 x| ZstCHA

(3) Sofosbuvir, ombitasvir/paritaprevir/ritonavir2t dasabuvirg &

2tsto] 24 B0l gle™ 125, ¥ B0l stteE 9= 24F A2
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A 1" M cEZiE 2 oAb
1) Sofosbuvir/velpatasvir/voxilaprevir2 12
Sk 2 o]

1

(

(2) Glecaprevir/pibrentasvir2 123 x2%& = AcCt
(3) FHEAIE 1b&8ol M= sofosbuvir/velpatasvir2 12
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2. 78Xty 2 ord cyEZIY 2 CfARM 74
1) Sofosbuvir/velpatasvir/voxilaprevir2 123 A

(
(2) Sofosbuvir/velpatasvir2 123 x| 2 = JACHB1).

MARE 3,48 DY CEZIY 2 CfARM
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Sofosbuvir 7|8t x| = (sofosbuvir, sofosbuvirll 2|HIH|El sofosbuvirt
HOoley & 2 2|dfe|&l) Alo)

CRAAE 18 o cEUY o gaN Zrdy

o

=~
T
2) Glecaprevir/pibrentasvir2 123 x|2& £ JUcHB1).
3) Ledipasvir/sofosbuvir?l 2|HIH|2IS gigtsto] ZtdE# 50| gle™ 123 24 Y
O] SHtE|™ 24F X2 F= ACHBI).

1
(1) Sofosbuvir/velpatasvir/voxilaprevir2 12
( sh
(

0l

2. #8XY 29 ohN CcEzig 2 AN ZHEEE
(1) Sofosbuvir/velpatasvir/voxilaprevir2 123 x| =

(2) Glecaprevir/pibrentasvir2 123 x|2& = UCHB1).
(3) Daclatasvir, sofosbuvirl Z|HiH|EI S " gtsto] 24F X2E e = UCt

(C2).

3. SXMAE 38 olM CEZFY 2 CHAMM ZHAH

(1) Sofosbuvir/velpatasvir/voxilaprevir2 12

(2) Glecaprevir/pibrentasvir2 163 x|&2%&

(3) Elbasvir/grazoprevir2t sofosbuvirg ¥ gstod T .

(4) Daclatasvir, sofosbuvirl Z|HiH[EI S "igtsto] 24F X2E& i = UCh
(C2).
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4, A 48 ot CcEHZY 2! CHAMM 71244
(1) Sofosbuvir/velpatasvir/voxilaprevir2 123
(2) Glecaprevir/pibrentasvir2 123F x|2& = JCHB1).

5 REXAE 5, 68 BHY CEZIY o oY
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vds
(1) Glecaprevir/pibrentasvir2 123 X|2& 5 UCt




(2) o8l 54

O MEEF2 “2tdHo| giAL tfAM ZHd|o| U= ohd Cel 72+ Hto
A (Hepatitis C virus, HCV) &g Mol =2tAF & NS5A A A|
HCV o=z x2Zd&0| 5 1-6
o X|Z, NSHA A A glo] AZARH|27F ZeHEl HCOV 2
Ad8o| A= FHEAE 1a E£= 38 oHM HCV &4 &Kkl x| =27d| 57t
Hh2 AN A gdio|2{A X (direct—acting  antivirals, DAA)Z, HCV
NS5B polymerase <A 2l  sofosbuvirl NSHA CHHAL X 5H Al
velpatasvir, NS3/4A protease X A 2l voxilaprevirel =&tA l2),

rir

30

Rl

Pl
9'_'
|

— 20174 cCHetzists| 2l Al LHEZF2 NS5A &HMAHE
Zetst DAA xE Aol SMAE 1-68  &Xpo| HII(A1)E 09,
sofosbuvir 7|8t X|& Aol FAAIE 1, 38 &XMo|AH HI(A1)E.

O MEES AaAEFHCZE FA| =T Ald 1H0| ZME D] 27129 ¢
AtojL=E Zb7} Qoksk
O - = - 1 - 9.

O [Polaris—1]8) ztZE8{0| ALl CHAMAM ZiZAB 0| pU20{, O|Fol| NS5A
AMME Zest X|E ZE0| U= ot CH 2HH Mol &K} e =z
1} o

UEZ(n=263)2t ?2f(n=152) 125 F0of = MHFF2l a4zt MY
2 4Itet ch| 2, 34 AMAI-10 ALt

2) 4oHA 7 A1) FoNE F 48717

3) Harrison’s principle of internal medicine 21e. 2022.

4) Current Mediacal Diagnosis & Treatment 61le. 2022.

5) 2017 WigzIets] CHMY g 7pol=e}el

6) AASLD-IDSA, Recommendations for Testing, Managing, and Treating Hepatitis C 2021
7) EASL recommendations on treatment of hepatitis C:Final update of the series 2020

8) Bourliere M et al. Sofosbuvir, Velpatasvir, and Voxilaprevir for Previously Treated HCV Infection. N Engl J Med.
2017;376(22):2134-2146.

9) oAl A& A3 ZAgo] = NSHA JAA|Z ledipasvir(55%), daclatasvir (23%), ombitasvir (13%) 0], o] 4dkg-o = <l3|
A8 FEg Bxpe} vre FEER Qe ulolg s HAHE AP A= AL

=

_7_



- 11X} "HIIX|Z el

SVR121 &= AMEEZT0|A 96%(253/263)(95% Cl, 93

to 98)= AtHol WA|E =3 X 85% CHH| FHSIU2H ZHEHO| fl=

StAtOl Al SVR2 99%(95% Cl, 95 to 100)¥ 11, Z2H4 0|
M= 93%(95% Cl, 87 to 97)E EX 3.

U= ZHXtof|

HCV ™A SVR rate (%) 95% Cl
2E FMXE 96% (253/263) 93-98
128 96% (97/101) 90-99
1b & 100% (45/45) 92-100
2H 100% (5/5) 48-100
3 95% (74/78) 87-99
4% 91% (20/22) 71-99
= 100% (1/1) -
68 100% (6/6) 54-100
— OtMAM "ol Znf, MEELD {FLOA o[AHEE HMER ZtZt
78%, 70% [0 AMHEEFOM F&, U2, AL 24 =02 =514
S SR D, SO O|AMEIS 2 AMAEZAOAM 5% (2%) EHAtof| A 2 5t
(0= K=3
AA 3 -

O [Polaris—4]12) 2td 80| ALl ofAtM ZtHdB{0| /2o, O|Ao| NS5A
AMKME ZSSIX| 22 DAA x| 220 st x|F ZE130]| Y= THA
cY 2+ Mol IYNIEY CHate 2 MHBEE(n=182)1}
sofosbuvir/velpatasvir(n=151) 123 XE2Ho| FaAM1}l oMM ES HWI}t

SIAMAIE 15) A},

ot C}71 2t open label, 34t

— 1x} gI7HX|&#el SVR1216)= AMEETOIM 98%(178/182)(95% ClI, 95
50

to 99)= Atdol BA|E =3#%| 8
StXo| M SVRE 98%, 7+

1) X8 28 =

response)< YERH,

1255l HCV RNAZF A 18t muk<151U/mL) o2 Aojdl A& HlolglA HRS(SVR,

o o] fESIR20] ZHIMO| §l=

ol A= XM E 98%E ERU=.

sustained virologic

12) Bourliere M et al. Sofosbuvir, Velpatasvir, and Voxilaprevir for Previously Treated HCV Infection. N Engl J Med.

2017;376(22):2134-2146.

13) thd kel 85%7} o Aol sofosbuvir A& AFe] glom, ojdwgo <la) A&
»EH'_Eé %@é&\;ﬂ Q—X]'"\_‘T xﬂg1ﬁ\:1]—~

T dAfop w2

14) A 788 A= 46% E3HE S
15) #4218 1, 2, 38 3k} AAEL3 sofosbuvir/velpatasvira ] 1:1 $2H] wiA LA 1 &

16) A F= F 125744 HCV RNAZF A% gk wv<K15IU/mL)22 gojd =& ulo]g
response)< YERH.

FARPE 2
g

HES(SVR,

FSER Qle) uholel 2 A

el g = A

sustained virologic



HCV M Xlg SVR rate (%) 95% ClI
DE FMEXH 98% (178/182) 95-99
128 98% (53/54)
1p & 96% (23/24)
2% 100% (31/31)
3y 96% (52/54)
4 100% (19/19)
- OFM M "ot ZAof, MEEOAM 77%2| =X O|MEHIEE AEsIF e
0{ =5t O|AMHIZEE F5 =z, MAl 0|91 ZCist o|AHISES Al

HETLOIM 4H(2%) Ao H Ll 5HARZ.

O & =3l = A
s= 118 Al 12F = ’
RAS(LHAM 2t&d  X[& resistance—associated substitution)2F —'?'—%ﬁﬂl
DAA X2 Almlst &K= Mx|E2 Metst efM2l= oAS HA|

1 - —

HE2 Jlol=2tel 2 34F A real world A+ Z1f
o ctel X|RE7|Zte 2 {FHEXYE, M 7248 FF
5

!

O MEE2 “Ztd9o| ALt chatd ZHdBo| A= 2He CH 2+
A (Hepatitis C virus, HCV) Z& Ml &KX} & NS5A AX 7}
HCV REHS=Z X2HE0| /U= & & okM HCv &Y
A=, NS5A A& glo] ~zZARH|27) ZotEl HCV Y= X=2ZF
o }= FM™AIE 1a &&= 38 ok HCV &Y ztxte| X270 5712
oM 2, dA #H HI 30 AIEE R
glecaprevir/pibrentasvirZt sM=0{ U222 ChA| =
el Aot F So Wrv|E 2 Hx sofl 2st 43 JHex=(rl=
2 HIEA| H3ictl TEhe = 2kA|)ol| s &stA] 43

[ |

(un
-

ol
Ralli ]
pr 1o rn

17) Hiszets )
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O UMZo{7|&E A2ldsl(20224 68 17¢)

|

(7) 2047|1= H4E

T MEelgo|&E 3 dbH
[629] S| 7tALEr B 2| LijollAl ofefet &2 J|FELZ F0| Al RYZIE A
Sofosbuvir + | otH, & CIHI|ZE o|2o= <2kgt MHS 2X RHESF g
Velpatasvir + - 0 e -
Voxilaprevir 7t et 2txp 3 Fof ghH- 7|71
27| CHA 8HAE Mol gtM CY 718 3HXF 5 F0{ g.7|Zt
(Y EMH|Y) T’rﬁ?f O|& NS5A XaidT x|
55 | oI SME =R 2bzuo]| 9ioiLt
ol NS5A AMaM ™' 9l| CHArM zbzwd | o] 2 123
FHXE 0] AxZARH|ZTF EZE AS
13,38 |2l HCV Q¥ o=z X| &0
Alojf st X}
Z1: NS5A  HNsli Al (daclatasvir, elbasvir, ledipasvir, ombitasvir,
pibrentasvir, velpatasvir) A =& Zetst ok
¥ Ol x|=of Al FEZE2=2 Qs AMEEX|, A2 FEHE Eo
FEHs, MY, dHiolg{A Suts
L, €% ALT(Alanine Transaminase) x| &7} & EHX}AEfOl| ok}
Hepatotonics(Carduus marianus ext., Ursodeoxycholic acid,
DDB & AH J)2tel HE8Fols= oy Jisstht, & 2 et
Hepatotonics & 182 gt MM S Xt BRHES o
x [dur ] ZHEEX|
T = HHZI Hy =
B 1. ~ 2. alinp ze 1. ~ 2. &int 23
ZHEEH 3. gtdto|2{ A K| (... Asunaprevir, 3. gtatol2{ A A (... Asunaprevir,

Daclatasvir, Sofosbuvir, Ledip
asvir+Sofosbuvir, Elbasvir+Gra
zoprevir, Ombitasvir+Paritapre
vir+Ritonavir, Dasabuvir, Glec
aprevir+Pibrentasvir 24 7A[, 2l
O EA A, HIeleHSHA)

of HES0 Al 152 ofgt X
g X} HotE= 3

Daclatasvir, Sofosbuvir, Ledip
asvir+Sofosbuvir, Elbasvir+Gra
zoprevir, Ombitasvir+Paritapre
vir+Ritonavir, Dasabuvir, Glec
aprevir+Pibrentasvir, Sofosbuvi
r+Velpatasvir+Voxilaparevir 4

TH, e XA, H 22l

HEHMHM)t HEF0] Al 152

g s} RS

—
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(=]
HEES A7 =74 & ol=, 282, 5, o[g2|o, =0 =0 US.

O HMel= #7I&zt
HE2 CADTH, NICE, SMC, PBACOIAM H11=.
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