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I. HCV

1. HCV |39 BIREDBEZEDEIR

HCV 1239 % DAA 12 X A58 1%, 2015 4RI
RKAEN2F 2755 A NV(DCV)+T7 AF 7T L
YOV (ASV) OO F R D KEEH & 8 4EFLFE R #
LTBY, BEICEL L DODAA P EHEINZLTE
KENTE, BIETIE, CRIFREHTA KT
4 v (55820 2023 4F 1 HERT « LLF C BUF 4%
HARTAL )Nk B E, MNEES.0 HCV 1 8
BLO2 BBV 28 L OMUEPEIFRZ 1R L
TWEZ7VATVENLVGLE) +ETL Y% ALV
(PIB) (I2MERTF281% 838, CAEPEIFAIZS X 12 58)
HBLLAWEVKRATEL+ L INZAE I (LDV) A
BIRNBLE 2 Be T2, 2028 IEFINE
T DAA FHAHEBIRIEAENEIF 2SI e ST
X2V KRATE N +XN)8F A Y )V (VEL) A3
HROEME 3B X OFUEPEIFREZE 6 LT b a#
JBASEIM S, FIEREHICE L CTidZ o 3D
EHENPLOBINE V) 2 LIZho72(B1), )
ERAEICE L Cl, BRNM S E R EOA R, B
FEEOMFSIC X ) SHFHORHED SRz b
DEFIRT D2 L2 D05 WINDH AR
DTE L 95~100% DIFEFI T A )V ZAPEBRA BE
ThHhbo
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CRUBMATS - RIBIEIFREZ 1 #2 50
(DAARREREL L)

BEFR (18, 28) —

REMFERE (18, 28) —

- SOF/LDV (EEBREELL) *
- GLE/PIB (8:E#&5)
- SOF/VEL (EEBEERL) *4*5

- SOF/LDV (EEBEERL) *
- GLE/PIB (12i8#%5)
- SOF/VEL (BEBEELRL) #4*5

K1 CERNSHRTR - EMEZE (DAA BEREL L)AE7O0—F v— |k

(EARNERCES CRIESIN {7 4 > 45 82 0
Ui, WL, AR O

W) A7 BEEEINCHTY A4 OV A AT

FE1RIE 2 &@(Eéﬁ@i%é XL CId, pangenotype (2% 7% GLE/PIB, SOF/LDV, SOF/VEL Tih#d 5
Y RATEN /N8 Y A VEESEUSLO IEN 7 1) — L ¥ X & Child-Pugh 7% grade B ¥ 7213 C DIEBNCIZEER, 2w L

T RETIE RV

RO FHEAEREE (eGFR < 30mL/ 43 /173m?) MULENT & L L § B EARDOBEFH I T % SOF 051322 TH %

ORIBIZ B BB ENOBRRBII T T W n

2. HCV #irgn740—-7v 7
DAA {6 7= hfT L 7= 22500 FlicBWT7 1 v
Z HEF (Sustained Virological Response : SVR) %
B L7ERNC B W TAH RIS 2 I Lz &
mi&ﬂ:% BLOMLE T EDIZATTF I Y
X ) DAAWEHEDNA v 7 —7 2ua v (IFN)IE
?ﬁ"i’iﬂﬁ( L L CARICHSEZ I L7222
ERHESRTws Y, LaL, 2L 2SVR%
FEW L7 LTHZORIIET IER— G
OHNL720, SVRIFZLOHIFMAICL 57+ 00—
T THREETH Lo TR LAETT B
BIRBOEAIZBWTIIREZ T7ERT promoter X°
TP53, CTNNBI &\ o 72508253 % 8z
TRERPIE Y 2 AT 4 7 AOBLENER SN
TWAEEZONLRD, ZOX) BIEFIZBW
TRE YV BRELEE2ET 2% Zoft, HCV
SVR # D 3898 O m ekt & U ORI B 1k
EuszlBFL BT TS 7,

3. HCV #EFICm T 7=H ) # &4

WHO (&7 A4 )V A PERFRIER I T HCV &
PelZB$ 5 2030 4E F TOBARM R HEE & L
T, FrBlEGeE D 80% A, SLLHD 65% DI,
ZWIER 0%, HBEER% DEWRE HIF TV D,
DOENI BT, oA B X O 9t
WHAFRENCIED &, OIFEBRBEONRE, QI
%7 A WV ARAE & FIEAL TR OHEAE, DHEIC

U 2 P R AR O b, @OEIRIZHT 5
JFZDIE L WHRROE K, ORI L W70
HED 5 ROMEEIEARL LI FRBEER R ThI
TV, M, 20X ZREMIY 20 A OR)
FER DAABRICE A7 A VAHERRIZE ) CAL
WFRIEGA NI 4 @A LT, LarL, 2015
ERE T CHRITF R E B S N T HinH%E
ZIFTOLWADR L2 TTNRINTwEEERh
o BUE, Fid RGWEMASE 38 (DRI, &t
PEFHERBIIC & 0 SEkt), fRERldAERE, Wi
RAERE, BFAINVTEHHLTI— AT
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22 X B IEHMEED O ORI, SERERFIEC
B ANRERET—T 4 2 —F — DR T4
WA RIS 228, %%, ST %
72D DRk A R HL) MADATHIL TV S,

o. HBV

1. HBV #H(C[EF 7= ) #A A

HBV 1ZB83 % 2030 4 F T WHO 234817 % H
B, FAERSHS 5 3EIOT 2 F VRO
L 90% B K OB IEG a3 5 AR T 7
F I X B E D ERE 90% BEENT W5,
NS L TIZENTIZERC HEILER ST
W5, —F T, HCV &G« & FAkIZ HBV &3
HICB L TH B 900%, WE R BRI~ DiH#
KW AHEE LTHIFOoNRTWSE, LRL,
HBV IZR LCTIEAER LT 7 F DT HHD
DOBUIRTIZ HBV ZHEBRTHEIZ§ 2 FAIDFAE L
72, SRR L2 LTh
WrERTHZ LI HCV LR LTX ) HiET
HHEEZOND, ZDX I HRIEFRIDIRIZB W
T, WHDFET HBV IZB§ 2% 8 X ONh#EE
OBUR, FrEUEHREOFFIRIUIIE L TEX %,

2. HBV OESF(T 1/ 24 T EDBRREERE

HIRRI DR DEE)

N E ToOBREMEN KO EEFADK RIS
0, Y2847 ADOHEF 1990 FEAEIE X
D LS L2010 4E F T ER & BT 2205 FRLE
D L IZELZ O T8 L £ 50% FEEED
HETHRLTWDEY, Y2/ ¥4 TAICLD
AR Y £ 2 ¥ 4 T L L TEREL
vz’ BRERFLCIBVWTL Y2 ¥
A7 ADHENREH LTSI EBTFH SR,
LAL, 2000-2001 4E, 2005-2006 4, 2010-2011 4F
Z LT 20152016 4E & 54E 2 & o B BB %0
EEPFAEZER L 2GR, Y/ 84T ADE
E1E 17%, 34%, 41%, 40% Td O VT IXTEIT
LTHhHI AR ENY, Lal, BHEBT
3Tz TADQEEGNEALTETVWSLZ
el V)84T ADOBREIERIZESHD
&R XFEELETH B,

T ) I ATTEITSET L DR D BE G
fizhbe, V)94 7BECIZBVWTIRK
SRR 5 AEDINICAE F @Y — 2 &
o TBY, WEOEREINIHG S N-EH TP
FEREIC & 0 AR L 72T REME DRI X 7z,
72, V¥4 7 BOREMIIELERILL T
ETBYSHEDI R OWPDBATND D, —F
TYVx /) 54T COEMIFPRELIRDE
 DFEBIATFED SN UL S { DRI K E 21X
BAD v Y/ 54T AIHEERBIIE—2
HHY, GHRMOY = 74 THEEEL Tw L
LEDIZZOHEENHIML T bDEEZ LN
bo R2IRT L HITHISNCY = ) ¥ 4 F45045
DSEZTEDEAEE R T E, e RIS
MR CcEZ < RBOLNY 2 ¥4 T BA
B B )7 12 BT BN L T A AR
oMz, 2, b RO LNTUE O
T/ AT DOEEERIIEIML TV A A
ABRH LN Y,

FHEH G ClE, BRI E & o 22 KR 2 A
A AR E FRICHIRN Y = ) ¥4 T ADE
DLEEE N, CHIET 22 ¥4 TAILES
PEVEF VAT 2 g2 & B BT 9 S 1B AL
L7HEBIAZ W Z LR L TWAE EEZ B,

3. HBV [Zx19 %iaEDIIK

HBV IZX LCid, 727 F I ) E&Gen Fhi
THILETELRNBAEDL ZAEMZLI Y VA
WA % WD HEEIHERT A5 2 LIETE v,
D7z, HBV KT 5 3WiEHEO HEZ O A
gFZ DA FF 4 v FEHTld HBe SUE B
X O'HBV DNA oRPE b, ALT OfIER, E
WMTIZHBs PUE DML E SNTHBY, LR
R & o 78RR AN OBIT 2 Wik <
MEV) ZEICEENEINTVS Y,
BHOEMHEL L 72 5 HBs HUR O SIZBE L
TIIHBEOKIR T Fa 7 2iul & LB TldE
BB 2 LATHEEL <, BUET A E T HBs HiJi
IRk B L 3 2 HrH SRR O R AR 8l
LA TR TWwb, HCV & Il L T HBV
DRI & D5 2P EZ W L T2 D1,
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HBV ¥ 1/ &4 75 HDEE (R 10 ZHEK)

HBV @7 A v A2 DNA 2l OBNITRA L
W8 72 covalently closed circular DNA (cccDNA)
ELTHIET A I LERBNTE M7 AHLAGA
IND T EDVRRKDEMIIGE > TV DB, HBV D
BIEIIZEICBWTIE, T FY—f Yy —%
cccDNA % & v o 72 HBV HERR I 728 72 7
AN AL BB E SNTEBY, TR

W2 LT I A S D5 EHER A H AL &
%5

4. HBV BIZE/ME

HBV 7 4 744 7 )V & EEER T O P HBV
R OB 2R 31K Y,
O bV —PFHEA

N RKuHIASI ) 2 b A Wb &7z PreS1L X7

F K (Bulevirtide [Hepcludex®]) 13 HBV D%
RTH % F M) 7 2AKLEVERE T 52 i 2% $H AR
(NTCP) & DR G & BHE L TH 7 4 VARER %
38¥8¥ %, Bulevirtide [Hepcludex™] 1% D &I T
KAV AHDV) I3 LCTld, 4677% O E#E
T2logl EOKTZRL, EU TZDOMHA
HKEENTWB, Z O NTCP RHE3E (A2342
R ABH43), ¥4 71 AR VFEAR T
FHUE YR P - ey —DfE &
LTHhIFHNTWAS,

@)% 7 ¥ FIBRRLEA]
OBV a7&HED LLEH 7Y FIZHBV
DIATHA 7 NVORTEHERBHEZLTH
DIEAER & 2 B0 T FIERERNZ S 7
Y ROEKEMHEL 7L/ 4 RNA O A
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CYTOPLASM
(HERRE)

cccDNA

NUCLEUS (#%)
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RNA/DNA
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(mature

RNA
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K3 HBV Z4 794 7 EEEERERT A IV ZAHIOIZERIERSL
O MY —[HEH], @7 7Y FIEEIER], G cccDNA E, @SIRNAIZLLZ T4 VARNAOHA LY Y v 77 v F VA
F)TNEBIAIVARNAYA LYY vy, BHBx H5E, © HBs JUEMEHR, OBR7 F o 7 83|

HERHEL HBV O#H#EZHET L, ) —K @ cceDNA BH5EDH L 1ZG HBx FHEIC & 5 cce

TH 7Y FEKBEERAEZIX 7 LA AT Ko
HAHZHEST S 12X D cceDNA B %
FHE9 %,
@ HBV EFVE AR / BERBLE A

HBV #ERHEHIIC X 5 HBV RNA A L~ A
T B X HBs LR O A % P L
EINE R T —AMTHZ EI2X ) HBs HUEN
KPR TE 5. HBV A AWK / BIFREHE
AE LT, ENENEWEREMICKE ZEn
DROOLNLNRSRNABL T Y FL ¥y X4
VINREENS,

DNA & F

HBV O5¢&HERIZR L Tl cccDNA ORfE S
LK TARE L %25, cccDNA DY Y =
AT 4 7 A% E LT in vivo T HBs $LEIC
XL CRI R D S 7z #% 3 (KDM5
demethylase inhibitor) 2SFA5 SN TV 5%, %
VO S RIS w5, £
OB, Farnesoid X receptor (FXR) 7 I=Z k
?® EYPOOL & cccDNA SR G RER R 2 63 %
L&E3Nb, 72, HBx HE X cccDNA DL ¥
T AT Ay 7 HENZ R KT LY HBV 1
MZEIE L1 5,
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(6) HBs HiJsi - BH 551
Bl AR ) < —13 o HBV ~— 7 — 1288 % 5.

A FICHBs U & 2 2 IS T S ¥ %o

REP2139 iZ phase II trial {235 T TDF & Peg-
IFN & O 1 T 48 I 0 {G HE# T I IC 44% D
HBs $1L i 2 & WG #1152 24 8 T 39% @
functional cure % 3EM L7zo — 77 THHFEA~
D HBs VU O FERBHEKE & Z 2 5 b ALT
DLEAZROTEY, ZEMIIE L TEH%ROME
WRANT D EELE b,

: 3 o )

Pk, HCV & HBV 2/ C, ENENDRF
R ANV ZZBIT AEERICANT 725 H O EZE L
B U720 HCV ICBE L TIX, HBEEIRD TH
WIEHIAVEY; L2720, EGIZE W Tnng
L QIS VT T HIEHRE 2T T gl
He VHITHE D EE UIRHEISR O T A 0SB T
Hoo F7z, HBVICHL TEY A v AHRERZ W]
REIC T BRI OIS EHE TH 5. YLD
MOHEZDHE, HAIZ WHO O 2 BERIC LY
7o HEEDSER R CTH 5 L W S a5 wE
D—DTHhBV, BEOEIRTO T A VAV 9
W RS 52 L dmo THEETH 5,
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