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1. #
1-1. BRIFFZR T A LA

BHUJFR D A /LA (hepatitis B virus ; HBV) Ffeidiud 3t CRI 4 (EAFFES 2 L H#HE
EINTWD Y, bAREICKIT S HBY OBEYEIIHN 1% Th 5, HERW LRI E
W HBV TGS % &, 9 BILL EDSEBNIFFBUEGICBATT 5, £ D 5 B 9 BT ERIC
HBe HUJFEHPEAN & HBe HUARB M~ & HBe iR m " —P g 2 2 L CHIEEIMES v U
T eI T E A EDRERTIHBIXZET D, Lo, R OK 1 EITIEZ, YA LADTE
BPEDFRE L TR OIRIED e & . A 2% CIFREAE~BAT L, I, AR
S5 7Y,

HBV (Z B30 % BRIRAFFE D E S 1964 40D Blumberg HIZ K 54 —A M Z7 U 7HiJi (D HBs
PUR) ORIEICIXCE D, D%, Prince b « KM HIZL D, A—A T U THIREDITFHR
DIIEITERT D Z ENME S, SSITHBVITEE L THIFREZRIE LRV, Wb 5
JEEMESX v U T MFEET 5 2 &0, HBY NMEMIFRBORIK L7256 2 L7p & #Hilo e EEN
W2 \HI Lz, HBV OARETd 5 Dane i1 M [AIE S 4172 DX 1970 4F, HBe LA R AL &
NI=DIZ 1972 TH D, 1979 FEITIT T A VAR FNH HBY 7 ) AN u—=2 7 8, ¥
A v A8 AR (HBV DNA) DHIE A FIHE & 72 o 7=

PAETIL, 1972 FIZ AR FFHO MK % —I280 % HBs FURD A7 ) —=> 7k
BRI STz, X HIT, 1986 FRICBHAA S V7= B IEYeps Ik F IS < AR 5
T FrBlOMEra7 ) U EICED | BERKGEICE 2877 HBY %+ U 7 ENLH
1ESH, BEEIZBT S HBs PURBSERIZE L Lz, Lov L, —FH THEREITHE S K
WREGT K 2 B R RMERTR O FIER TR T Tl IFRPEE LB L LT WS
J B AT A O HBY YLD AMERMIZH D 7,

1-2. HBV Frfiti e o H SRR

HBV A HITMIEEMER 20D, HoTHRETHD LB HNTWD, FHilakEE
X, F& UTHBY YA 2 PEBR L X 5 & 9 2168 R0 mEINE Ch 2 Mila s E=E T el
LM k> THIE R SND, ZOMIC b HUFERAI~ L =T filld, ~2 o
Ty—, TFaTXT—Hld, TF =T %T—THlaz O A RIE,
JRETZAIC B 53 %, HBV FRGLEHE OFRREIX, 18 EORIEIRZE & HBV DNA O DIRTE
kv, Fioko 4HicagEshs (1),

O HEERH  immune tolerance phase

FLANIRINT HBV (64 218 EDORIEISE DS RIEZED T2, HBV (TG T 25 & Frfgiduc =
%o TOHUBRIEEREOIRIE, T2 5 HBe HURBMED D HBV DNA BEFHNEHE T 503,
ALT fEIXES CHEDOIEEMENMZ & A ERWRIENSHIC (BEREMES ¥ U 7)), Y38
VY, Z < OFITITFS RN BT 2 &Y% SER AN R R 2205, € OMIFITEK
DD 20 LU L E THAx Th 5,

@ GeEnA ] immune clearance phase


http://ja.wikipedia.org/wiki/1964%E5%B9%B4

JNIZEET D & HBV Tk DB SER L 72D | SIS E N A - TIEEMEAT & & 72

%, HBe HUFR D « HBe HUEDOHEL (HBe it m o "—2 g ) [ZfE->THBV DNA O

HIEDMIH S D ERFRIZEEEHMET D, Loy LIRS RS L C HBe HURBEDIRIED K

< & FRAENHERT 2 (HBe HURBGIEIZ M)

@ [EH 5 low replicative phase (inactive phase)

HBe Hiiitma "= g NI 5 &< DYENTRITEFH{ L, HBV DNA &% 2, 000

IU/mL (3.3 LogIU/mL) LA OARAE & 72 5 GEISEMES v U 7)), LA L 10~20%DHEH] TiE,

HBe Hiiikm L "— g %, HBe HURFRMEOIRAET HBV 2SFRHIGE L, PRS2
(HBe HLIFFRMEIRMEATR) . FE 72 4~20%DIEFITIX. HBe HLIATHI7Z HTNT HBe HLH DO FHH

B (UN—2trar N "—Tg)) 28D 5,

@ FEfiRH remission phase

HBe HiJitm a L /N—T g ARKRT, —EBOAERITIL HBs HURATE L HBs HLiRA BT

%o FMFEWICIL, MIRMRART R, FFERETR & bIctE T 5, HBY Fifeidiie® <o B AR

31T 2 HBs HURIHARIITARL 1%L B2 b TV 5D,

B 1 HBV frimaE 0 BREER

HBVIZ® 9 %

(SESEEntt

1) 7) R

(2R 3)

BT Brseivi
= Heef RIS HBel RIS
Al HBV DNAG {E HBeil IR IH 4 HBV DNAG
=] AITIER HBV DNAS & ALTEIE
=3 (AR fiE 1t ATLR (HBeh R %
% FvU7) R 3)
HBef /R
£aasA—Say Ui
HBein RFETE
HBV DNAJE ~ & &
ALTE{E
(HBefn[REEHE
R #)
HBsH /R
b cq = b b
>3 HBVIZHT B Hee R RIS Hhein IRt KBTI
EAE BEGE HBV DNAG{E ALTIE 2 HBsIL ARSI
s ATES (EREERY
%




2D XK 91T, HBV FREEYLHE 132 D H AR IC 35U T HBe HURMHMED EIEGNE S v U 77>
5. HBe HURGME® D WIERRIEDEBMEIFR 28T, A~ EHERL S 5, JFEZ £ T
AT T AUTEEE 5~80 T N AT 5, — . HARRRIE T HBe HiiEr 2
— a3 VN Z 5725212 HBV DNA &AM L, ALT fE2NFEERIIZ IEH b L 7= HBe HLE et
DOIFEENEF ¥ U 7 TiE, WHIOETOREO U A7 13K, REITPRIZIRG TH D,
HBV FFfGeEHL# DTEWRIT 2 72 - Tid, HBV Fpfeiider o Z 0 L 5 2 BRI 4 K < B L
TEBLZEDMETH S,

¥, AITEL T D ORRGLTIE, G2 RN BN E RN Z 0 . ST R#ZICT A
IV ADNHERR SIUF R DB LT 2 ORI TH D2, HBV 7/ X A 7 A OHINZ LV 3T
TR DG T BB RICBATT DIERIAH 2 TV 5 Y,

1-3. R HAEE — MEZEETEh?

HBV Ffstid e 69~ 2507 A L 2T DTG BT THBV YL E O A m T3 L OVQOL &
KETLHZL] THD,

HBV Jgu i3 3 RO A0 L C/EMm PRICEER ST 5, /bbb, Rt Aa, BT
2L WNFMRE CH D, 20955 BV IZ L2 2MFAERIEIT, —MRIZIT Tl 5 N
TRAMHEEETH O, SEIHIEE A E0NFER & 72D HBY BHEMEALORIE TR AR O b &
725, F0O—J7, HBV R K D IBMEITF A4 e & ONC AR 7 A IS DWW T & 2
URAZRFBIFEL, LA NVABRIRICE > T A7 NF2HEESE, BIEY A7 2R S
HLZENMHETH D, T7bb, HBYV FRieE (5T 2500 A /L AIEFROIGR BERIT
[T 2 DIEEHE & AR L R O MHilic X 28 TR Ao [EhE e & QNS AR £ o
B, BEOZENOICE D2 AEMTHARO N QL OWE] SV D LN TED, 20K
BEREAZERT A2 DICHK S A7 surrogate marker X HBs FURR CHY . KAHA KT 14
TIX HBY Ffti &G 1T BT 2510 A W 2RO RH B4 “HBs HUFIHAE" ICRRE LT (R
1),

HBs PUFIHLICE D £ TOH T A N ATRBOBII HEZIL, ALT Fise Bk (30 U/L LLF),
HBe HURF&M:7>D HBe HUAM M (HBe HURESIERI Tl HBe HUFEME(L, HBe HURFEMERITix
HBe HuliifatEds & OF HBe HUARRGMIRRE O FFf5E) . HBV DNA HiZ#mdil o> 3 THH Th D,

HBV DNA &> HAEIL, 1BMEFR & A TRV | FinlEANC LY B s, BT T o
ZIRIECILE=RIC HBY DNA DFEMAL3G D, 1B Ak T 2 2 & TREIC BT L A
FT5ZENRAETHD, LIzn-> T, BT (on-treatment) O HAZIX, BIEFK - IFiE
BN BT BUERED Y TV A L PCRIETO HBY DNA f2EChH 5, F£7z. 18MEHREI
ICBW TGO BIC X WEERT a7k 420k LRSS (off-treatment) (21X, 18
%¢E%HNDM§Q&%IWM(&BMQWM)Xﬁ%ﬁ%Té_k#\ﬁﬁ%ﬁ%ﬁ?
PR BLEE A Akt T 5 L CORRIE L 2D, MMELETTHIONTFREZ G ClIzme T v 7 ok
IFHERE S L7200,

F7z, A ¥ —7 =z (interferon; IFN) {8 CiX, VA TH O HBe FUlEm =22



—Va R WBs FUREDIKT - HANHIRGFTE L2 b, 1RFEF O HBV DNA &K T &\
5 B A FRERE T, —EHIR (24~48 ) OIREEZEETHZENLEE L, KT r
7kt & AR, TR T % 24~48 3 T HBV DNA & 2,000 1U/mL (3.3 LoglU/mL) %
MEFF9 2 Z LS, BBl 41T O L TORIEL 25,

£1 Y9I AREDBIE

EHEE HBs /Rl %

BERBE 2R FFEZE
ALT ﬁ‘mIE”* * BimES
HBe iR (=3) <2

HBV DNA £ *
on—treatment
(BT 07 M Eramal)
off—treatment 2,000 IU/mL
(IFN #& T 65l /#B& 7 >0 J H ki) = (3.3 LoglU/mL) K

(=33 pE1E

*1 30 U/L LTENEEIET S,

*2 HBe RS HITIE HBe HRIZMEL . HBe RIZMERI Tl HBe RIEMEFH KU HBe HUIAIS
PR RE D F5k

*3 YT IAALPCREEZAVWTAIET S,

x4 HOAILZRBRE T, 24~48 AFBLE-BATHET 5,

*5 FFEZETIIZRET7TOINE—RIRTHY . %ET 07 Ok (THERINGL,

[Recommendation]

® HBV REERYLE T3 B HL T A L R IBROIRR B L., F R OB L iR bR
OMENT & 2 BEFARLOERE L b I FMREREOIIE, BLXUOENLLIZLS
AEMmTPHEDUIZ QL OEETHS (FL—FKA),

0 TDIRERBEZERTA-OIZE LA surrogate marker (X HBs AR TH Y . $L
TANZIBROEH BT HBs FURERTH D (L 2b, 7L —FKA),

® IHBs HURHRILEDS X TOMTA NVAIBROEH BT, ALT Kt ER b, HBe iR
R4t >0 HBe HifAEEME, HBV DNA HEFEMEKID 3THE TH D (L1 2b, L — K A),

® BT u /IERY (on-treatment) O HAFIX, BMEMFR « FFEZEICH D3 5T, HBV
DNAR&tETH B (LU 2b, 'L —FKA),



o BHFRFICBWTERT Fu /&5 2HIE L7235 E (off-treatment) 121X, 1B
Hrik#% HBV DNA & 2,000 IU/mL (3.3 LogIU/mL) RiGZ#EREF+5Z L2, BREE
e T REBSELMET D5 LTOWBELRD (L 2b, ZL—FA),

® IFNJER T, IWRKTRO Be filiEr a s N"—T g R Bs FUREDET - {HE
DEIETE B2, IBEFOHBY DNA BETE VWY BELZRETT, —EHH

(24~4838) DIBREZZEETDHZ ENEE LU, 1BERTH# 24~48 H THBV DNA &
2,000 IU/mL (3.3 LogIU/mL) KW ZMeRFT 52 LBEELRD (L)L 2a, T L—
KA,

1-4. JBEHE — CoIEFNERNDHREXN?
BITE, HBV FRe B 1Tt 257 A W ATRRICB W THW O LA EANE, IFN T
o 78K TH D, F2ICONEICEBIT HHT A )V AIREORE L R,

F2 BRICEITHERINNALERDOER

1987 & #ERE IFN (28 BE; HBe f/RIGIED#)
2000 £ LAM(S3ETDV)

2002 £ PEREL IFN (6 A TH]; HBe HIRFSIED 73)
2004 & ADV (7 T7RE L)

2006 £ ETV(Z>THEL)

2011 & Peg-IFN

2014 £ TDF(F/7REL-2VTaxL LI ILERIR)
2017 £ TAF(T/REIL-7ZTxF3F)

IFN 3ZHIM Z [RE L TR ET 2 2 & TRz R 2 B 31RR ThH 5, DAEIZIBWT IFN
IZ R DIRIEDBRME SN To DX 1987 - TH D, HANTEG-HIRMA 28 AMICRE STz
23, 2002 4E121F 6 DA MNCHER S0, & 512 2011 4RI 72 - T B RUBMEATFRIC K4 527 A
>4 —7 xn v (pegylated interferon; Peg—IFN) 73 —fxER AR THEM AIAE & 72 - 72, IFN I3,

HBV DNA HFEHNHIMEN & & IZH T A A AEM, SERIEEMZA L TR, S HITPEGAL
STz Peg-IFN Z W5 Z LT Lo TIRIARED M B LTV 5, TP — &SRR
E S A, TRIEROGH TR G T 5% b S HEH 28535 2 L 72 < | drug free TR
IRDFHET D2 L WVIHFIERH Y | S BTSN GITREMRE T HBs HURD mRICIRME(



THERESNTWD, UL, Peg-TFN IZ X DIBHEZNRNE B A5 FERFIIE HBe L HED
BA 20~30%, HBe HURFENE TIX 20~40%Z & X $ 5, A CTHE 1 [BOERRBLETH Y |
e RBIER b A BN, £70, BLEFEICI O CThME TIiE Peg-TFN OFFEZ 2K 5 HR 1
S AN
—JF. BT ra Z7f1lE5NT, bbb MMuEARAE Y AL A (human immunodeficiency
virus; HIV) JEGEDTERHRIL L LTI SN T A LV AKITH 573, HBV BYFHIEER T O
RG2S 25 2 L0 . DAETIE 2000 457> 5 2006 ££12HF T, 3 FEOEE T I
o7, $hbb7 7Y (lamivudine; LAM), 7T & /L (adefovir; ADV), =7t
JV (entecavir; ETV) 23 BRUFARICKI U CREGEH & 720, S HIZ 2014 421X 7 /AR EL -
UV Ta LT < VR (tenofovir disoproxil fumarate; TDF). 2017 &1L T /A E
)L+ 757 xF 3 R (tenofovir alafenamide; TAF) 2MERREE & 7 o7-, BT o /il
Kk, 7 Z A F &M 54772 HBV DNA BAFEAMHEIVER 28 L. HRIER O "TREMEDME N IE
FHEZIZBOTH, IFE A EDIEFITH YAV AERZ25%E L, FALZE LTS, 2L
(CHAER I L 22 > TV 5 BTV, TDF <° TAF (. LAM & Fbi U Ciliih 28 B H B =R 2 i 6
TR, BHIBERIN 223000 B E=RIC BV DNA B2 b & ALT EERER G o5, &%
N3TH D7 OIEENEECTH Y | EHIERENERAMZEA RN EbHRTH D, L
A ULFEG IR X2 FREREW ORI KR SR LETHY . S HICERHKREIZB,
CHEANMPELS FAR DS HHBLT 5 FTREME, 72 D N R EMEORBEA TR L T\ 5, F72 IFN JR &
i UC HBs FUREDIK T3 e nZ & b fRfii S Tnd
:®i5ﬁ\%gﬁNk&M7TD7§ﬁi%®%ﬁ@k%<ﬂ@é%ﬁ%?%@\%@%
B AT 5 2 SIXTE e (£ 3) , HBe HURBHEG] - FEMEBI O W IR N T,
BB TH 5 HBs HURFEME LT Peg—IFN DO MBIV TS A3, E%Eﬁ?%émxﬁ
fe L3, HBV DNA HEFEANGISRIILEE T T u J /KOS NERIFTH D (F4d, £5),
ToIRFN R TR F- b Peg-IFN &R T J v 27 8K T ia?i&ofwé(%6)8@ﬁ
RIEFIOTRIRIZ M 7o > TlE, BEUTFZR D BARRBICIN 2 T, Peg-IFN & e J v 7 K| 0D
AR Z X< BE L. 8% OREBIOIRREIZIS Ul i# 2R ET D LERH D,
[Recommendation]
® Peg-IFN LT J r JRIANIE DRENRKRES BRHIBEETHY . TDBELEZH
MRS B Z LixTERY (LUL2b, 7' L—FKB),
® BRIFFRIEH DIRRIZ Y72 o Tid, BRIFFRO BRBRE, 3 KU Peg-IFN LZEET T
v FRFIOEK| L IS EME L, BHe DEFOREBICL Ul itz ET 2 HE
BHsd (FLv—FB),



#*3

Peg-IFN SA%ER7 -0 SUH| : RHIF 14

Peg-IFN ETV-TDF-TAF
” U—
teFRR *“#;;;;t;ig“ﬁg BN AL REREE
bR B TFiEst BOks
TR AR HAREIBR 7E (24~ 48 &) [REIELTRE#M GRS
R L Fh v
BI{EFRSEE SHENDZE IR
At A L I MEILE E TERRL
WERF DRSS A ELTARA BRI EE TEGEL
FEREMFEE~DERS =] aEE
HBe /R &£ D 20~ 30%.
BEREHIDHEE HBe $/RFEMED 20~40% ERICHE
(FRIEZE)
BEPLERONREFR tOarN\—2a fITiEEE &R

*1 ETV TlX 3 ETH 1% M ETENHIT. TDF Tl 8 £REE S . TAF TlX 2 £RIDBZ 5 THHZE
BEOHBXESHLEM>fLRESN TS,
*x2 BN BFESE S (EASL)Y . 7o 7 AFEEFEFS (APASL)” M B BB RIZH T BHARSA

VTR FIRP DX T B Peg-IFN DI S FEZEEN TS,

*3 FDA (U.S. Food and Drug Administration, kEBRERERE) EFIBRERESEREECEN
T.ETV [FfERMEEETET HENTERNEESNSATI—C THAN . TDF [FEMZEITHEEIR

~DERMEDIIRIFENEESNDNTIT—B EEN TV, CD FDA HEEEFRERILESN . £
DBREHSN TGO, TAF (20T 5HhTI) =7 HIERSNTLVEL,

*4 FEREMEFELRICHT IZBT SOV REICEDIABT IR - AORENHH-0H. EERND
BBBEENLETHD.



4 Peg-IFN LREE7 04 8| HBe HURBHEHI-HTDBEHR

Peg-IFN ETV TDF TAF

TEHEE
HBV DNA f&t1t

T 3] 14% © 67~75% ° 10 57~66% '" 12 64% '¥

REAREA 13% 1419 93~94% 1017 93% '® 93% 19
HBe fiRtOa/\—T 3>

%E'ﬁﬂﬁﬁ 24~36% 8, 20, 21) 16"'21% 9, 10) 9~21%11,12) 10% 13)

E'ﬁﬂﬁﬁ 37~60% 14-16) 34~44% 22-24) 26% 18) 18% 19)
ALT IEE1E

%E'ﬁﬂﬁﬁ 37~52% 8, 20, 21) 68~81% 9, 10) 68%11) 72% 13)

E'ﬁﬂﬁﬁ 47% 14-16) 87~95% 10, 25) 74%18) 81% 19)
R BEE
HBs Hi/RFE41E

STHARRIE | 2.3~3.0% %2020 1.7%9 3.2%" 0.7% '¥

Egﬂﬁi@(é{iﬂ 11% 14) 0.6~5.1% 17, 22) 26) 8%18) 1.2% 19)
REIREA CaBRIGH" 30% ™

Peg-IFN (Peg-IFN @-2a * '%202_ Peg-IFN a-2b ' 19):

KRR
REEB

ETV:
KRB
RHIEB

TDF
KRB
RHEB

TAF
KRB
RHEB

AR T & 24 B

8,20, 21)

BEET®RIE
CEERRIGH AR T 1 26 BT HBe HLE PR 2 B4
(&1KD 3T%DEH, =1L DS5B 21%Tld LAM BIEENTHATINS)

AREARER 1 EY

;’ﬁﬁﬁﬁyé\fﬁ 2 ﬂz 25, 26)s 3 ﬂz 22—24)~ 4 ﬂz 10)s 5 ﬂz 17)

BERARERIE "
BRBARTR 3 E Y

BREARER I E
BRRAARR 2 E "




%5 Peg-IFN LHEE7 04 8 :HBe RSB TDBEHR

Peg-IFN ETV TDF TAF
HEE®E
HBV DNA [f&1£1E
SEHARRIA | 19~20% 2" | 90~99% % | 71~95% 12 93% 2
EHI#ZB | 18~21% %03 100% ' 99y 1® 90% %2
HBV DNA E1K{&
EHZA .
43~ 44%
(<20,000 copies /mL)
RHZAE 3”
25~28%
(<10,000 copies /mL)
ALT IE#1E
5SSHAYRB | 59~60%2" | 78~85% 1% 76% 'V 83% 2
RHZAE 319 30 91% ' 81% 1® 81% %2
RHBE
HBs n/RfEM 1L
SEHARRE | 2.8~4.0% % 0.3% ® 0% ' 0% %
FHARRIB (1K) | 8.7~12% 3V 0% 10 0% '®

REZEB CERRIGH)

44%

Peg-IFN (Peg-IFN a-2a 2730 3V):
RERT®R 2487

BERTHRIEN 5
KB RIGH] SRR T & 3 T HBV DNA 21 (246D 15%DEHI)

TR
REEB

ETV:
KRB
RHIEB

TDF
KRB
RHIEB

TAF
KRB
RHEB

BREARER I EY
BERARTR 4 F 0

AEEARERIE "
BRAARTR 3 E Y

BREARER I EY
RRAAATR 2 F




%6 Peg-IFN LB 70U BH ARDEFARF

HBe In/R G HBe i[RI
Peg-IFN ETV Peg-IFN ETV
ANiE ESBERAYB REELL ESBERAN B BEEAL
T WMEICEYFR—E ESBERAYB BELGL~BE BEEAL
% BELZL~Z&E ESBERAYB BEEA L~ %% BEEAL
ALT =iE =iE BELZL~S(E BELZL~S(E
HBV DNA & 1&E 1&E BEE% L~ BB EE
HBs iR & KB BEEAL
. BEEE L~ B L~
5 I54F = BAEAL = RSsEL
A (vs D) B, C (vs D)
IL28B Major

1-5. JEWERIG: — FEZIER T RE)?
HBV FERERAL L) D P07 A L AR OIS X, i, B, TFRE (RIE & #RiER)
m}f JREEHEAT D Y R 7 | FRICIFREZ SO ~DOHER D U R 7 78 & OIR IR E R E &
CAHIBrT D, BUE, RIS A2 BRIRT D L O b EE AR, OB BRI,

@ALT fE, BELUOHBV DNA & CTH D, FLU A L ATRIEDOHFUICEE T S K7 l2 20T
%< OFENRH D73, ALT A & HBV DNA & & 3R REHEST & B35 721 ©7Ze <, TFN HZ
7 a 7@ T DI RETHR T TH Y | 4 F TAR I T KENFIRE

(AASLD) 9 BKINFFHRF22: (EASL) ©. 7 U7 K FFERFIRT:2 (APASL) ”@%734’ K74
V. BXOOREOEAFBEMNIEIN L DA BT A 2 2B T H IR s UL
ELTHWHRTWS (27), ALTfE & HBV DNA EIIW N b HAARGE CLAE T 5729
W E) 22V AR 2 R E - 5128V Tid, ALT fE & HBV DNA 2D IRFRIAIHER 2 {583
Do
7255, folt HBs PR & R8I & OBIEANEH &4, HBe HiliiEm 2o 3— 9 4% T HBV
DNA & 2% 2,000 IU/mL (3.3 LoglU/mL) A CTdr> T, HBs Frlsi &S mfEORER] TITAF
ARSI EN RN E ORENRH D P, Lo L HBs Uik & BRI T4 & OBz
WCHBIRER T H AR BT VAR OLNTE LT, HBs Hili & & IR GUR UL HEIC &
LB INIEBROBFTEETH 5,

[Recommendation]

® BV FHftiR YL IC R HIBRMREZBRINT 5 L T bEERERET, OERFHE

BE., QALTE, B3LU@HBV DNMA ETHSD (LU 2b, 'L —FKB),

10



o IBs FiREBZHBEMNRBREBICED D0EPIISHOBRNEETHS (L
5, ZL—FCl),

£7 BHALFSAVIIHEITHABRDNRBREE

HBe IR EHE AASLD EASL APASL EFRAHRIE
SR % (2009)% (2012)® (2008)” (2014)%
>4
HBV DNA = =20,000 (IU/mL) =2,000 (IU/mL) =20,000 (IU/mL)
(log copies/mL)
M>2 x ULN M>1 x ULN M>2 x ULN
@1-2 x ULN
@=2 x ULN
ALT >40 B @X1 x ULN >31U/L
>40 iFi8
FF #ARa 2 3R ik E —FER
—F4ER
—F&ER
HBe H/RIEtE AASLD EASL APASL EHEmMR
1SR 2% (2009) (2012) (2008) (2014)
=4 (log
HBV DNA 2 >2,000 (IU/mL) >2,000 (IU/mL) >2,000 (IU/mL)
copies/mL)
M>2 x ULN M>1 x ULN M>2 x ULN
@1-2 x ULN
@=2 x ULN
ALT >40 B @X1 x ULN >31U/L
>40 iFi8
T #ARa 2 R ik —FER
—F4ER
—F&ER
AASLD EASL APASL EFRAHRIE
HEZE
(2009) (2012) (2008) (2014)
>2,000 =21
HBV DNA = detectable >2,000 (IU/mL)
(<2,000 *") (IU/mL) (log copies/mL)
>1 x ULN
ALT - - -
(>2 x ULN *")

*1 ALT >2 x ULN T&Hn L. HBV DNA EA% <2,000 IU/mL THoTEHAEEN .

1-5-1. [BHERFR —1BR G & 72 B 7R WERI 2
BYERFRICET DIRFEIG I, ALT 28 5B, HBV DNA 23 EfE, 36 L ORI 72 iR A&
DFIETH D, LTIz > T, ALT DNIEHR TH 0 MEMRFHRIFREN 20D, & 5 W TIRE T

HD 2 ODJFERE,

Tbb, HRETAMH S HBe FURBMED BAEMNEF v U 7 & HBe $T

Jitw = g CROIEEINER ¥ U TIIRIREEIG S 720, S BT, HBe HUR M2

11



PERFZE D ALT ERRFIZIE, FIAARIRC HBe HURASKRYEL T 5 FTREMEAMESR T~ 16%d 5 7230
LRI C R < L BIREAL O ATRERE DS 20 LB S LT, AR T D HBe Bt
Fem o A=y U R LT HERBERREZHHRT 5 2 & bBRETH 5,
[Recommendation]
® HBe FURMBMEDTEGRMEX v U 7. &L U HBe HURBRHEOIHFEBIMER v ) 7 1330K
WSR2 (LyL 2b, ZL—FKB),
o HBe FURHMEABIEITS D ALT ERBRHCIE, MMLEREITR . BHE(LO TRzt
VBT SNAUE, 1 ERBERRE T 5 2 L bBIRKTHS (L1 6,
7 1—FB),

1-5-2. FEEEMEX ¥ U T OEFR

IEEET ¥ U 7 ORBMNIIERSLETH Y | EEHMEET D,

FT. ALTERWS DL LA EZRFE LT 20 W MER D H, ALT OIEFEIZ DU
TOW LB RAIFEEET, BN - WA OERIFALDIZE A EREONERICE
T A HEEAEERMEERZLTWD, BCKIZEBWT, B30 U/LBLTF., &M 19 U/LBLF
FIEFMHETHEWVIMEN L INTN Y| BAEIFRICEIT 524 MHITMRAES LTV
VN, U TR & 72 D ALT ORI TR0 ©9oH 0 X 0 B 221658 A &
W aHmIcH D, —F., DBREICBWTIEAFBHETRINT LD . 2008 475 ALT fH
OIEFEJEFEYEN 31 U/LLLELERSNTEY W, RKIUA RTA4 2BV TH, 1BHAT
RIZBIT D ALT IEHEZ 30 U/LLLF&EFR L, 31 U/L LRI & U TREdgR e+
Do 72, FEWARF. A, BB L. BRUFRLSOJRK A ALT fH EH-OERTH 5 L f
Wr SN oA E, LAV AIREORGE L,

HBV DNA D VAHHE IS EYEIC SV T b o b o ZIRAEEE S, B S T AASLD, EASL,
APASL D HA RTA NZBWTHERH DL (E7)., WTNOHA K74 > HIEHEIED
W & & B ITIRFGEICEEYEN B & T B C& 7z, HBV FREEYLE Tl ALT ERFICE
Wb IR 2SS 4E L, HBY DNA B> BT L~ TR B L, HBV DNA &2 2, 000
IU/mL (3.3 LoglU/mL) LA ETIFHAEICHIEREN LR T2 Z ERHLMNITR-TND Y,
F7o. TAERNC 3 [BIBLERIE L7 ALT 28 40 U/L i 0 HBe FUEFEMEAE BN I\ CHAERFT
RZRE U7 E A 5 1%, HBV DNA A% 2,000 TU/mL (3.3 LogIU/mL) i CH TR
TR - AL E BIRETHY . REMITHRMRITHD LI TND W,
LIEMNBARTA RT A Tk, IBFESO 20 HBe FUF T 1 2 L — 5 V% OIEEEIME
Xx V7%, [FLyA NV RIREN2 STV drug free DAREET, 1 ALL EOBIZLHAM
? 9 5 3 EILL O M TOHBe FURFFGREME, 22 D@ALT fE2 R ER (30 U/L LA
T). 7>>@HBV DNA & 7% 2,000 TU/mL (3.3 LogIU/mL) Adifi. ¢ ~=TC A&7z JEH])
LEFRLT, LL. ZOFRMFIZES L THMLERS CTIIRE Y 27 BREnicd, H

12



Bt R0 i M e & TR DR DN DAL D2 5 B I ARIC LA REZITV., TRE

WIS E R L2 uEe b,

I ARITA KT A T, Bl L7CBMERFR D of f-treatment (235 TR &4 FRBAE 7%

WL A kT 5 7o O DFEEE & . HBe HUREMEOIEITEIEX v U 7 DEFR L &4 — L. HBY

DNA # 2,000 IU/mL (3.3 LogIU/mL) AR & #RE L7z, 72720, 29 LIeREIR. faiE =

B &7z off-treatment JEGFIDOEHT% N, BARBEOIEFEIEX ¥ U 7O TH% EHET

HDHILEEAHELE LTWDR, BERERTIIZNIC OV TOZET VA 373 5% 0K

FRETH 5,

[Recommendation]

® HBe FUREREMDOIEFEEMEX ¥ U 713, 1L EOBERHM O 5 b 3 L EO Mgk
EIZBW T, HBe HuFEME, ALT fHE 30 U/L LAF, HBV DNA & 2,000 IU/mL (3.3
LoglU/mL) KW, D 3 FHEFTRTEMITIEF L ERIND (L2, FSL—F
B),

1-5-3. AR OIS

FFAERRIZ Ko T, L0 AV AR OS2 b T~ 2 BR oA 72 FH2 S 5%, ALT A31E
WA~ RRT2IERRC, BRI ERTARERITIX, LA IR 2 VR I L 23
L Thb AT v a ol e U ERZ T L, TEELU EOfT#ME (F2 2L E) | T
RIGEEME (A2 DL L) Z2ROTHEITITRREIC E 35, R, 40 %L ETHBV DNA &%

ZUER] 2 2 i REL 15 AR OREF], RIS O FIRIE O & D RER] 1 TIER I
U A7 PREnizd, FFARE AT LIRS 2 it d 5, HBe HURRRMED ITEBMEF ¥
U 7 CIIARME LR RS - JEERGIOENNT LI UISREECTH 0 | B2 2T AR
ARTHD, —J7, BRI LRSS, ALT 2N IEFE O 2 {500 B2 FFeid 2 181
S ClE, TRIFE ST O 22 B & U2 AT TR,

JF AR AR 2 IR BRAY 51T £ D IFRHE(LREAR & LTl Ik~ — 2 —, CT o
FIRAE R & OBGEZNT, PR 02 ENH 0 . b OFETH B e IR
ZROTGEIITRREIC E T2, 72720, MM~ — T — BT X 2 8L O R
IXZWORE FE DM T2 O Y Tl eV, RIS £ AR E L ORI & Ui/ MRE,  fiE v
a7 VAl Mia.~vr7uarar ) U aERsBIlhbb00, Bilo~—h—IZ X
LML REETH D Y,

1-5-4. BMEAFR —VERRIG &~ EIEFNIL 2

HEMEMES v U 7 Tl IEEEBMEX v U T OERICHIEY LW EHFRIEX, iy A
WAIRRDOR G L 725, T7205, HBe HURDGME « BRMECERRIZ 20 B3, TALT 31

U/L LAk, 7> HBV DNA & 2,000 TU/mL (3.3 LogIU/mL) LAk &9 Sttt Z 7= 12
FRITIGERI R L THETHD (F8), /o, FHEBMEX Y U T OERET =T AER]

13



T, HBV DNA SGHETH 0 . 2 OfHE(L 25 LI U A 7 85\ &l S 2 ERE
RIS L 70 5,
[Recommendation]
o BHATRDIEERSIL. HBe FUR DM « RMEIZHD 69, ALT 31 U/L YA kAo
HBV DNA £ 2,000 IU/mL (3.3 LogIU/mL) BLETHSB (L6, FL—FB),
o FEEMIIRY LR TS, ALT BRED D5 WIXEXRIC BRI HEF. 40 U L
"CHBV DNA EASZVMEH], M/IMREK 16 TARM OS], AT DO FIRED B 5 iE
B, EHRET R CHRHECER D RDIVDIEFIIFREB Y X7 BNEWD, 7Y a Uik
EE LU THAERD D WVITERBRTIEC X D FRHELEE 2 T 2 EBNEE L
W (L)L 2b, ZLv—FB),
o IHEEMEX YV TORBREWMIZIIEF TH, HBV DNA BSBFHETH D . 2ol ks
ERLEED X7 BE & B S DEFITEREMSR LR D (Lv2b, ZL—F
B),

%8 HBV G EE(CHITHABERR

ALT HBV DNA &
2,000 IU/mL
(3.3 LoglU/mL)

1EIERF & 12 =31 U/L

FFEEZ - B 1%

*1 B R TIE HBe ARG - REEMHLTORELERT S,

*x2 BEREEFY)7 . BLUEFHEF)7 (0 FLLOHRHBE OS5 3 BAULOMBEREIZE
LVT. HBe HURFEME, ALT i 30 U/L LLF. HBV DNA & 2,000 IU/mL (3.3 LoglU/mL) ki) %A
BRI R TIEAL, £z HBe FURISHEISTERFXBHID ALT EFBFIC(E. SR ERGITLC BIE
LD AT EEMEAE UL EHIFTESNALIL, ALT {E. HBe Hi/R. HBV DNA E%BIE LAMN S 1 ERBE AR
EEMT HIELRIRRTH D, 12121 HBV DNA MIBHEMN DL A ER L IEEE T 7
Bl AR RELED,

*3 ALT EABEEHAHVIEHERMICEF T SHAEH. 40 ELLET HBV DNA EA L UMVERI. /MK
15 AREDAERFI . FFHERE D RIEEDH LIS . EHRFT R TRELCERIEONDERNTIE, AT
ERHDHNIIERENAEICK DRI MEEITTHIENLEELLY,

1-5-5. APm#Zs
FFEZICEB T Y, RO LEME BT & [FIERIZ ALT fE & HBV DNA &4 535 & L CH)
Wrd 2%, 7272 L. RFEEZS IR MERT & & ol LB AR 2, P ~OHER ) 2 7 BNE T
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W L0 BB AL TH 0 | ABPERTE & 13570 B RIS DR S
%o F72b HFEZE T HBY DNA 23F5PE Tdhauid, HBe HUREME - B2tk ALT fE, HBV
DNA B2 D S TR 5 & 4% (F£8), —7J7. HBV DNA 2SRHURAELL T ORI Y
A NABRONEN TD D,
[Recommendation]
® JFEEZSTIL HBV DNA B3B3t THaviE, HBe HUR, ALT{H. HBV DNA BIZH2b 6T
w45 (Lr6, FL—FKB),

1-5-6. F&HE U A7 & E 2 7o
B PRIBBERELEA L TAEFOTTH, Y A7 OmWES, 3725 40 5%
Lk, B, moA VAR, BB, FHMRE O GEE, HCV « HDV « HIV H@gy . FFeiHE
LG, RFRRME(E R 2 SO 2 i/ MR DR T, 7 2 A4 7 C, a7 FrnE—4—
BEEA T O CIX, EMIB 7R BRI X D RIS O — XA T U ARUETH D, Ei-
HBs HUF A pEMEAL L HBs HUIRAS HHBL L 7 1B MERFRIAERI T b . HBs HUFIH IR 3 CIZHFE
ZHERR L CWIERI CIIRH Y A7 Bd5H 2 L 2% X 512 HBV 524 FAER —AEH DNA
(covalently closed circular DNA; cceDNA) DPERRENTH HBV 7/ L DFIIAIIT L
D PRI R AE Y A7 DR D P00 Z L AR RETH D,
[Recommendation]
o REBEZEARLTIEFTL, BEY R OEVES CIIEHHREBRBEIC X
LRI OV —_A FUARRKRETHD (L5, FL—FB),
o BHEAFRH D D HBs FUFIHAGI CHIFMIBREY X7 B83H 5 Z L ERBMT D&
TH5 (L5, FL—FB),

2. MWV~ww®%F%%%

HBV ~ — 1 —I% B BUGMERTZE - 18VEIFR - A OFBA e T2 L TR T2 &N TE
@wom%_%mf%ﬁ@va~ﬁw#ﬁw%nfwéﬂ\::fiﬁu%ﬁ%%%%
TR 2 ETHRO TEETHS, HBV &7/ XA 7 « HBV DNA & - HBs HiJl& - HB =2 7 BH:#
PURIC W TR T 5,

2-1. BBV %7 ) 2 A7

—IZ DNA 7 A SV AL RNA &7 A L A U CEin AR D 7203 HBV X DNA 7 A )L
ATHDHTHENPNOLT . UA VAEIEO PR TR 2 RO/, mRICAR AR
FTEBRMBNTND P Z OG- BT KT 2 HELFS D8 T X 5 5388 HBY &7
) EATTHY, BUEATRINS JRIETDIHODHT ) XA F (113 C ORI ENT
Wb, BDREIZBWTIESY ) XA 7 A, B, C. DDOAFENFEALETHD, HBVF ) X AT
WA EIZIL, RFLP (restriction fragment length polymorphism) . EIA (enzyme
immunoassay) £, HEBIINZES S RN RH L, ZNHD 5 BERBIGE STV 5
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HDOIX EIAEORHRTH D, EIA LT Usuda B OB L7215 T, PreS2 fHIKD Y ) XA 7
\ZRRRIN 72T RV BERET 2/ 7 v —F A PR B S DR T ERAENELE TS D
D, HBV &) B A TN R DRI OERPBZ S HESNLTEY . THROEEDR TR
FHTH D (F9),

£&9 HBV ¥ /B4 TELEFDHEH

TI847 i R B A1 BER R4

A BXKE! (HBV/A2/Ae) B L AT LN (5~ 10%)
TOTE-7I)AE (HBV/A1/Aa) HEEEZFILICHEMIER

5 72 7% (HBV/Ba) BIFEIEL T LY
HZAZ! (HBV/B1/B)) 10 H%%& LHHS

c R 77 (HBV/Cs) FrffREZE RAELLY L
BR7 27 (HBV/Ce) # 85%% LS

D MR, T AVRTE HHETEEN, AEERE

E [i:pawbslis, Xl DOLHETEEBHTEN

F E(HREERK HHETIHBOH TEN

G TR Y AKGETHRSE OLHETEEBHTEN

H E(HREERK HHIETIHBOH TEN

J RILrA 2 HAETIIEHTEN

HBV 7 7 2 A 7 A X EICB W TEEF R TORPEGCEE LG LTk, #iEz H.0
\ZHBV &) A T A DEIGH 2 Dod 5 P, ZEITHBY 7/ Z A 7 Ne ITARRCKIZE
SHAELTEDS, B ORRET BT 208 ELIC K 0 DA E O E O CTREGLDAD -
TWDZERHALMNERSTWND, —HRIC BRIFRITRAINEGE L=5E, SrEFR%
(A VAP SHATFRNEEH LT 505, HBV %7 ) 2 A 7 A TIIAVEAT R IR YL N B AE
BT 2R H ., v ) TELRLT W ERFETHD Y, 7 LHBY 7 24 F A%
—RICTFHBIFTH D,

HBV 7 2 A 7 BlL, HABITHD BV S/ 2 A7 Bj & HARUSNDT T IZ5543 % HBV
) HEA T Ba EICKELS BHFHEIND, BV 7 ) XA T BjITHRTORBD LNHEET,
BT, R, dLEEO—EICE < oA LT\ D, REEE L CIIIER ISR T, £D
EEAEDRIIEENES v U 7 & LCEO—EEK L, TP ORAESERE 13D TRV,
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LWL NS, Bj A FE 7 L a 7HEICAER (1896 HH) NAD LT, ZoFLary

BRI T D SRR TR T AV ARHEE L, BUERFROER L7220 5 %, HBY

7B AT B & 1896 ERITBVEAFROMSL L7ZKT L LTHHRESINTEY ., HERHL

BWCTHDH Y, HBV 7 ) XA 7 Balda 7 7 aE—4 =16 a7zt CO—E537 HBY 7

B AT CEBEUOBIRAEYIE Ie s T2 B B CTH 5, BV 7/ ¥ A 7 Ba IZAFMlIRHE T4

U A7 PRI @ E N HE S, AU KD 2omERRE B D,

HBV % ) % A 7 C ORFHIREFRAE Y A 71X HBV %/ Z A 7 Ba k0 &< o0, kM IFN ¥4

KL TIRPUETH B,

HBV %7 7 2 A 7" D IF@F KT LTV 528, i) 70 e il s < o b v | il

WEEAFEL TS, HBV 7 XA T DOFTIEHBY 7 Z A4 7 Dl ¥ b % < MR ST

B, ZHORFNRINTND, HBV 7 XA 7 DUICITFR RO RBLEFERERDH Y | T

RE L OBIHEIZ OV TOWE R R EINTND P BRIND S OWETIL, HBV 7/ A 7' D i%

HBV 7/ &% A 7" A\ZIblE U C IFN{RIRIRFUIETH Y . THRARTHD 9,

[Recommendation]

® HBV S ZAZATOBEICBWTEEER CTOKEBRECEAE L TWD, 2T
REZFY ) TLLLTWV (LU 2b, 7 L—FKB),

® HBVF /) XATFBDOSHLHBV S ) #ATBjlZAERTOARBOOND, 1TEAENE
EGEMEF ¥ U7 L LTEDO—EZ 2, FFHIRRE O FERE 3D TEWS, 7L
AT EIRICERD AN TR ERRITBYT 5 LBIEFROER L 721 5 5 (L)L 3,
71— FB),

® HBV ) &Z A CIIAFMEBORIEY R 7 3% <, fERE IFN InICxt L TGt
THDH (L~ )v2a, ZLV—LFB),

2-2. HBV DNA &

HBV DNA &iZ, JRIEDME-LCIGT R AIE, VANV A ENT LA 72— RN AT
b5, £z, HBV DNA B EERGEIFRN MmNz, TRICOLEET DR TH D
49 HBV DNA BOMIERE L LT, fERI% Amplicor HBV Monitor test (Roche Diagnostics
Systems, Branchburg, NJ, USA) . HBV DNA TMA-HPA test (transcription—mediated
amplification—hybridization protection assay,Chugai Diagnostics Science, Tokyo;
TVA 7£) AW DB TWZA, BAETIER, 260 275 L ik L TREENSHIE L~ P53
JEUN real—time detection PCR test(V 7 /L Z A4 APCRIE)DEHAINDZ ENBNLV, ZD
UT NG A LPCRIETIEIHBY 7 A EORAFENIZ S FIIC T T A ~— & T 0 — T RE
SNTWD, HBV 7 e —713 5" RImICHOURR L, 37 RIlZ s = Fx — &k L7k
WAY IXT LAF RThD, )T /¥ A LPCRIEIZE S HBV DNA BJIE TIX, 5 —F
DA TR EIEE L 72 F D PCR YA 7 VD PR 70 27 b EEZRM T 5720, RN
E<\&4%:y7v/y%mw®@%ﬁfbéo%@&?%ék@%%ﬂmmﬁ@g
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T UANRFET LA 7 Z)—=0 HBe HLIREMER]TO HBV KM, AT - BHEMELAE
BIOFHTFH, S SITITEENE HBY OB AN ATRE & 72 5, TMATE L DAHBE S B < il
PRIZIBUVNT HBV DNA & BB BB U 7V X A A PCRIEZMEHT 2 Z ENZEE LUy,
72%5, HBV DNA O HNRFLICHE T RE TH D, KL, HARTILHB DNA EOHNLE L
T copies/mL MR STV =23, EERAIZIE TU (EFEEAD) /mL BAERA SN TERY
AASLD, EASL, APASL DH A RT7 A4 > Th IU/mLIZE > THEIZESNTWD, 2016 42 HA
HFlg2742> T HBV DNA B HIZ & L C Y H copies/mL & TU/nL & &2 PFE L. D% 1U/mL
~TT DI ENREES N, AHA RT A 12BN TH, 2017 4 8 AIZEGET L7255 3 it
225X TU/MmL, BLOBRESEOREET ULIXLIZAV STV LoglU/nL 12 X - THKFL
LTWn%, £101ZIU/mL & copies/mL & OEFLRE ZRT, HIz X, TBROBLITH R
S TUW5 2,000 TU/mL 1. TagMan ¥% (Roche) TiZ 4.07 log copies/mL (HABifa% X
5.8) 705, LIANBEULY TIVHALPCRIETH, AccuGene 5 (Abbott) Tl 3.83
log copies/ml. (MAF{REL X3.41) 720 FHTRRDMEE D,

%10 HBV DNA E& ()7J)L34 L PCR %)
—TagMan % & AccuGene 0 I E B - B B R B —

B 7E S5
- ik | 2,000 IU/mL %
RIE og
M IU/mL (BERBM) copies/mL BES 5L
copies/mL

TagMan . . = 116~

m;#F miE 20~1.7x%x10° 21~90  4.07 log copies/mL
(Roche) (x%5.82) 9.9 x 108

AccuGene . . = 34~

m;®F - miE 10~1.0x%x10° 1.53~9.5 3.83 log copies/mL

(Abbott) (x3.41) 3.4x10°

TagMan & AccuGene TISBEFUBEFRHE(U =2aE—)HNELLS-OH. AE—BEETOIHREMEIE 1:1
DERIZITGLENIEITEE,

[Recommendation]
® [BIRIZIBWTHBV DNA Z BRI AKXV TV F A APCREZFEHTAHZ ENEE
LW (L<_L2b, L —FKA),

2-3. HBs P&

HBs HUFIL HBV O= > Ra—7 | ZFET HHURTH Y . M HIZIE Dane K 7-DIEDITHZEHE
. INERIERI . BRI L L CTHEEL, W BTN D cccDNA 2 BEEA S D
(M2),
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K2 HBV BEY—H—

HBsH /R

HBsHIR

HBcrifR | HB R

HBeflR @
p22cr .
HBCHR — @

1 &

Pregenomic mRNA

FF# A2

#E¥e, HBs HUFEOHEIIZEERIENHE A S, BAEFROBWZFICHWL R TE -
W IR O E BRIENHIE S, THROIBEDFEEICB T 2H AN ER IS X
N ofz 1 T,

# 1 1I2HBs HFURMIERED — B2, EHERETCITEERII Yy NE7 A 0T
7 A (COI) TR, LOMEZHHEEHEL, T EOWERBITEFEETHY . 5
e LTEREND, —FH, EEAKE L, 7—F7 727 b (TR vy MMb), HISCL (¥
AA T Af), ZIN—T R (Bva AT T ) AT 4 w7 A) PMERAINTNS,
TR ENOHEFEEM R L OMIEHIIEE 1 1IRTEY TH Y, 1U/nlL TELSh, 7
RICEVRHFADOEENFRETH D, S BITHIIT, ERDK 10 15 D HBs FLRE &
RIE OV /UL HBsAg-HQ, BLETA ‘B’ HBs HiJF) ASBA%E SHv., BRRIGH NI Sh
TW5,

HBs HiJF L, 4EHnCHBV DNA &, HBV 7/ # A 77x Clcb 8 S5 ™, HBV DNA EiX
BT A VAR L0 TR RS & 72 255132\ 72 HBV DNA B2 L 2 15 %)
BHEIIREETH D Z LRSI N TE Y, HBV DNA &2 - T HBs HUJFE Efil & #RE
FINCHIUET 2 Z AR ETMENBALIND L 5122 o7-, HBe HUFMED B B M
FFRTlE, Peg-1FNa —2a B E 7213 LAM & OOF FRIEICB W T, #5544 24 BRESRTO
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HBs HUREZMET 2 Z L0k, 1BHEKT 24 L O HBe it rm 23— =2 > HBY
DNA &, HBs FURVHRHEN TRIFEE/R 2 & 2R LTl s b7 S iz ™, Fiz,
Peg—IFN o 48 JHVRIRICIN T, 12, 24 R GRFD IBs HUREZHET 52 Ltk &
HHT 6 ) HBO HBe Pl o R — 5 0 /v HBV DNA [&tE(l (sustained

virological response; SVR) MFHFHETH 7L DEEL L LN S (X 3)™,

11 HBs HRAIEFE

IHIL—2R
TURYILA T—FTIk HISCL JLE/NLR BLEIA ‘&
BR554 % HBsAg II
HBsAg HBsAg QT HBsAg HBsAg-HQ HBs #1/R
quant II
=AU AL
O a-54745
=4 RFTBATY TRy w8y DAAYI R E+LEAF FHLE
JRTAYIR
JRTADR
HEEE ECLIA ECLIA CLIA CLEIA CLEIA BLEIA
e COICE ) U/mL(EE U/mL(ES U/mL(EE) U/mL(EE U/mL(ES
EENE -7 I -1¢Y - ) £/(278) /(2 18) £/(%%) £/(278) /(%1
1 IF
ETRES ZE RY-E/ Ry-£/ R T/ (%58) /(2 %) wRY-E/
RS EERE (9) 30 18 30 17 30 46
BIAE (W) 100 49 75 20 100 100
5143 E R AEE col =10 L =005I1U/mL  =0.031U/mL =0.005IU/mL =0.005 IU/mL
0.05~250 0.005~100
0.05~52,000 0.03~2,500 0.005~150
0.1~1,000 IU/mL IU/mL
R E EE IU/mL IU/mL IU/mL
Index (BEFR/< (R=a7ILF
(BBFR) (BBFR) (BBHFR)
ZaT7ILER) )

* AIEEHEICONTIE, BRMICHENFoNSEHBE L TEESH,
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B3 HBe HRBEIRIEF 23T % Peg-IFN a 48 3B AEIZH (T3 HBs AR ERIE(IT
NEFHIFRATHD

4 ' Prediction at week 12|\ 4 ' Prediction at week 24|\

- % patient  100% - SVR % patient 100% SVR
auG: .
J Hepatol 2009 57% 54%
| 50% -
|| HBsAg > 20,0001V 0% 16% 159
\d HBsAg <1,500IU ? -°
' o | 0%
% patient i 100% -
Gane E : patien 100% - SVR % patient SVR
J Hepatol 2011 58% 57%
|| HBsAg > 20,0001U 50% | A3
HBsAg <1,500IU
W Hag 0% 0%
) 0% - 0%
Chan HL: vpatient  100% | sVR
Aliment Pharmacol Ther 2010 : N 62%
|| HBsAg >3001IU e
il HBsAg <300IU 11%
0% bl
9% patient 9% patient
Sonneveld MJ: P 100% . gyR Sy 100% | gyR
Hepatology 2010
50% 50%
‘ || HBsAg No decline 39 8%
-. L J \_ —4

*SVR = HBeAg SC & HBV DNA <2,000 TU/mL

—75. HBe HUJFaMED B BUEMEFRICK L CH ., 1R 128, 248, 481 T HBs it
JROIKFREERD Z L2k > T, IBEIRT 14140 HBV DNA X 5 44 0 HBs HUE DY
KNTRAEETH ST OWRENRH D ™ ™, Fiz, FioA VAR ONE T Tidie
<. HBV @ HERBGEIZ B\ T HRREEAY 722 HBs PUUAIE O M BEMENES ShTW\Wb, BIET
ITONTZHTT A )V ZIERIED 720 A AR kb3 2 Rim AR TlL, X=X 714 D
HBV DNA #723 @i (=2, 000 1U/mL) T 5 1F LTI OFIERILE < 725 — 77, HBe HUR
M DAR T A L R EDFEF] (<2000 TU/mL) 123V TIFAFHIIGEE O FE X HBs HLR &I
LTV ERESNTND(X4)%, J7eibH, HBV DNA & <2,000 1U/mL TH-T
%, HBs HUFE=1,000 1U/mL OEGFEITHHEY A7 3@ <, 34FEORE T HBs L =1, 000
U/nL ZFFe T 2B TIES BIZY A7 @V, £o, 77 A0 ORim & 58 Tld HBs HUR
TH A% O RFHERIE OFIEZIL 0. 0368/4ETdH 0 . HBs HUR IS FREEMERI D 0. 1957 /4F1Z bt
L. AEICHFHEEOREEMET LTV EHELTND Y, ZoFE LT, HBs #i
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JRAERT D Z LI LD TN cecDNA & HART L CTHREA TG SN RN B 2 b
ol

Ll bX v BRUBMEFFRDHLY A L ATEFRTIL HBV DNA B721F Tl < HBs HURE S EM
BCHIE L, 1REOEM B3 HBs HURDWERICHB R&ETh 5,

B4 HBe HiIREEMNDEYSILAEDERTIX
FF{Aa%E D F4E (X HBs HiREICHERET %

Crude HR

6.0 HCC risk at

baseline
4.0

2.0
2.0 10 0.9

0.0 J J

HBV DNA | <200  200-| 2000- 20,000- =2200,000
(Iu/mL) 1,999 19,999 199,999

HCC risk at year
HBeAg-negative patients with (;*lf‘f:“i]
HBsA HBV-DNA <2000 IU/mL
3-year J
rotlow-Ussov R
<1,000 ‘1_0 , > 14.4

- <1,000
Adjusted J 1.0
HR 0.0 5.0 100 150 1

Adjusted
HR 0.0 5.0 10.0 15.0 20.0

[Recommendation]
o BAEUEBMIFRDOHL T A N RIEPE TIZ HBV DNA &7717 Tid722 < HBs HURE S EHIAIC

HEL, BRORHEEIL s FURKOHERICBI~NETHL (Lv3, ZL—F
B),

2-4. HB =7 BB

HB = 7 BHEHLF (HBV core-related antigen) IX. pregenomic mRNA 2> HEIER &5 HBe
PUE, precore mRNA 2> 5 EHFR X415 HBe HUJR, p22cr HUR O 3 FADHUFEA K E H ORRFR
Thbd(X2), DMPETHEINZRERT, WENEETHY | HIFHETO BEIIIE b
AHETH D, PLU A NV ATRIRDN 72 STV R WER T HBe HUFEGNE « Bt & R4 1B

27 BEEHUR XM IE  HBY DNA & & IEOAHBER B - 72 %0, F72AFIN O total HBV DNA £,
JFN D cccDNA & & & IEDOFHBRE B 50 (15), S 512 HBV DNA JEE A O f RIS
WTh, HB = 7 BRG] S D FI23F7E L, HBV DNA & & [AIFE DL B D& 235 &
Tz,
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—J7. BT Fu ZEETIZHBWTIT HBY DNA B3 AR LF 0% < 13 R EE R
Lokt L, HB = TF%L#EOD(BW ff?‘é%’ﬁm&; V. HBV DNA £ & OFEHEAIE Sh
TW5 %, ZoBMIE, EiE7 a2 X0 WG 3 FAE X4 HBV DNA FEEUIFHIE S
. FFRRAE A2 1T HBY @ cceDNA 75%%?? L. cccDNA 25 HB = 77 B HUR AN i S el 5
OIS TWS, EBIC, BRET a7 FE FICB W T B 2 7 BhE R LA
o ceccDNA B EFBE L TR Y, BT F v ZI5E T OFRO TR % 1% IERE O
R OMFE~—H—E LTCHATH D,
[Recommendation]
e B o 7B EFUFIIFAEMEF D cccDNA B MR L TRV . BT Fu 71BEF OH
ROTFRRBEFIERHOREDOME~Y—H—L LTHEATHD (LLE, FL—
K B),

K5 HB a7RE:EHER(XMEh HBV DNA &, FFA total HBV DNA &, FFA cccDNA E&

108 : 100
c * *
£ 108 T 108
© " .
- 4 . ....
cE T
§5 o LA 109
< 1 coe LT 10
S . *  r=0.168 . r=0820
@ 10 P=0224 10 « P P =<0.001
-~

10 100 1000 10% 104 10% 108 107 108 10° 100
ALT levels (IU/L) Serum HBY DNA (copies/mL)
- 108 o 106 ., .
S . .
‘@ 108 105
|-
o -
;g 108 108
5 102 2
8 . r=0.700 10
* 10 + 8 P = <0.001 10
b1 10100 1000 o1 1 10 100
Intrahepatic total HBY DNA Intranepatic cccDNA
(copies/cell) (copies/cell)

3. a3 (1) —IFN

IFN 1% B BB HEIF R DGR ICH S DO AW LN TE MU A LV AKITH D, IFNIZIE Y A

/vxi%ﬁﬁ?fﬂ%l%ﬂ% ORI RERIEER R H O . ZORB3KEEET Fr J8#E L 13805, £
. BT a7 REIN—RICERIIEE G S D Ok LT, RN B CTIXIRE IS 24

~A8 WM L RE SN TEY | ML W DFER THEIFER Lo, 72, il
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PET ANV AZA TN &b KRE R E 72> T D, DAETIEREEN S HBe HUFRM:
O B RIS MEEIMET 2 12k LTI PEG {LELAID TFN o J5 L OY TFN B IS PRBRIE I 23 8> o T
23, ZAUTHINZ 2011 4FITi%, PEGL#IHKITdH 5 Peg-IFN « —2a 23 HBe HLR OA HIZEH Y
72 < B BB MEEEIMET R\ ORBRIE T & 72 o 72,
3-1. IFN OHLD A /L ALEH] 55787
IFN A AR o> T R IRN 2 RICHE ST 5 2 SIS X WEHT %, T8 IFN 43I
IFNa, BIZIBETHY, INa ELEBVRZHEMBIHEET L LICEVTFrY U RERY
VIRV Td D JAKL DNEMEAL S 4L, IFN ZBROMIAHN R A A v OFr v A REDY
Bt 5 & Z 95, STATI OV VEMEB L O 2 BAEERAE Z D, 2N~ ETF
WEIRET D, BENICIERMEINLD &, N FHEER 1 (IFN stimulated genes:;
ISGs) 73FHE - HR S D, ISGs IFZEEETH Y | Fx OILY A )V ABIE T, AR
BIETFREEN, ZNOOEBTFRFESNEAVNEET L2 L1280, Fiy A LV 295%
DRI NDHEEZEZ LTS,
3-2. IFNaBLOVIFNB
PEG b S AL TUWNRUWNESRIY TRN 1322 C i =980 1 3~8 iR & 4 < . 24 BT
BRHEELLT & 722 %, Lichd> T, BAUBMERFRIGRICE W Tidd e & bl 3 ok
HAapEET S, Eio, PERA IPN (X IFN RO EH - T2 KT 72 D5 - 3
IR EORIERZ X2 L300, 6L TN 0 5 6 RIRA TFN o 13 B CES 2358 7
INTEY, 2B LOBEFETRVOARRLT, KEBERNZH AENT 52 & Tlh
BEZ 2 LVF Y — L ORNEBNEIG S5 Z ENAREE /b2, BEVR & ORIEFR
AR CX 5 99,
IFN B X RIKTL O IE PEG ALBUAI TR & 72 13 sl E i TG Sl 3 mILL Lo 5417
9o IFNBIX IFNa & o> T IPN Z B RICHE A L, L7 A LV AZEIT [N« &A% TH
L5, BWEROZ7 a7 4 —)V) IFNa & 13825, FriZ, 92072 ETIFNa &G TE 2
VMEFTIE, R TFN B 2 Wi HERE S %,
3-2-1. HBe HURIGMEE AT 21 ﬁ#é%ﬁ%%
1993 AEITFFR ST, WEAMT R 2 B4 LR R BB & Xt 5 & L7 A ZfiR#T (n=837) IZ
iék\HW%Eﬁ@MEﬁﬁ&ﬁM¢iS%\%VWA@%M$@3%T\ﬁ%ﬁﬂ%ﬁ
DZENEI 12%, 1T%H LT IFNJRREEOA A RS Tn5 2, F7-, HBs Oz
PEAED 7. 8%IZFRO HiL, XIREED 1 8% LE=R TH o7, 90TV MEFNZF5 T HBe T
JREwmarN—Ua URER L, IRERT I~2FRICERLTEra =T g V4L
HREGIH 10~15%388 Hivd P9, Zd X 9512, HBe HURMMAFIIZISIT 5 IFN 159 Tl
HBe HUlE 1 2 LN — 3 U AL S NAULIZE OZVE D EFHGITH 0 | JFREE I~
HERNSIH S NEMTHRALET DY, —FH, 77 OWETITEMIND D MRS
HEIGIHKLS . BBs RO LITER L S d ™ 9, Zhlzid, AR EofRE oz
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KDIEINNT, T ZA 7, BRG], BYGREEE 72 E B L TV D AR R S T

%,
bﬁﬁm%wfmmﬁﬁ%ﬁmBm&ﬁﬁk%ﬁ%&Lﬁj4 i L DTR TR AAE DL TN
XN TWD 7 IFNJREFIIC T 5 HBe HUR DOFaMALSRIL 1 45 29% - 2 4 55%, HBe P

%u:yﬂwya/¢11¢4%-2ﬁzﬁﬁ\E%ﬁ@m%ﬁ%%h%ﬂ@%umxiw
5% L0 HEETH VAN R I NI, BEH T %I HBe HURA BT D IE BN
RPFHE T DIEF HBO LN, bod b, TNOHOHENZR SNRHATITOAEIZE
5 IFN AT 4 B OB G N ERTH Y | IIN BEE G CIE5-&T% 6 »H O
HBe HURFEMEALRIT 29% T, EHIB G-I LR TH B 7,
3-2-2. HBe HLRFEMASMERTF KI5 D IR RN F
D3ETIX HBe HURREMED B BUEMET 21256t 9~ 2 HE KA TFN S5 o0 CRBRIE X 7220, BN
Zuh & L7 T DT Tl HBe HURBERMEGIZ IS 1T 5 IFN IR TREO AL/
FIRT ANV AFEPEREIRIT 60~90%DmRTH D L WMEINTNDN, AR THD
HBV DNA D FF_E5F- & R O B B IZF8 DAv, 4~6 7> A B D IFN IR TII RN %)
FIT10~15%2E EEV, 120 HMOEETIZ 2% TH o712 % 9, 7IOTICBIT BT
I%. 6~10 2> M D IFNJEHRIC L D 30%DRER] CIEHIE T 14 6 7> A KER OIR N RN
BAv, XREED TR LEFETH o721, F2, L0 EHO 24 M ARIOIEE TIX, 30%
DIEFNZ FN TR 22 IF R SEEH LSRR S, 6 42180 L 725 CT O HBs LRI L
X 18% Tdh o721, ZH 6 DFERITIESNT, #BHTlE HBe FURENED B B MEAF 2126
L C IFN ORI G RHERR ST D, I1Z2 T, HBe HUEEMEEIEF IV T HBe B
JRRG A & [RIERIZ IPN IZ K 2 RSB IHIC A TR OUENR S TN D 19,
[Recommendation]

® HBe HiFIGMED B BUBHEAF 212035 IFN 1A TIE, EIRE L LB L, HBe HUR®D

FetEfb®R, HBe HiiE w1 — g 3 HBV DNA Rt RBFEICE W (L)L
la, 7V —FA),

3-3. Peg—IFN«—2a

PEG {1t IFN (Z1%. IFN «—2a |2 40kD D 4yIE$H PEG & A5 A SH7- Peg-IFNa—2a & |
aﬂM_HM®—$%H%%?V§/%Q§@k%gWMr%ﬂ%éﬂ\b#ETB@
& PEFEEIPERT 2 AR08 T 28 8> % D1 Peg-TFN o —2a Td 5, PEG I3/KEMED PSSy ¥ T %
NWARICEEITR S, =2 FLodXh A R - BT 2=y NOETHFEPHEIND,

IFN % PEG 132 HEUIZ, BN TOIYEELZ ST D2 L, HEORERIZL DR
i BEBRDND TN 2575 2 L D 2 JiCTdh D, Peg-TFNa —2a O KIMLHFHEE (Cmax) 135
% 72~96 M T, BRI GIZ X VK 168 I 7 0 IGHIE O MR E B HERF S D
109) - vgsh (7 T) IZBIT S, Peg-IFNa —2a & HEKT TFN o —2a DIGERN R % e UT- ke
FITCIE, FT 725 HBe HURDIHZL « HBV DNA HEFEMNA « ALT OIEFALSER SV TIE
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HlOE|E 1L, Peg-IFNa —2a T 28%TH D DIZ%KF L IFN o —2a TlE 12% & Peg-IFN @ —2a 1235
WTAHEIZE L (p=0.036), SHIZHBe il a2 R— 9 VREZNZH 33%, 265%&
PEG {LBUAI DA FAMED /R S iz 17,
3-3-1. HBe HLRBGMAEMERF I3 D IR RN F
WESMZ 35T HBe HUR ISR 814 #il & x5 & L, Peg-IFNa —2a 48 J# H-#f, Peg-IFNa -
2a+tLAM 48 JEOf - 5-8F, LAM HUfh 48 ¢ 5-8E 0 3 BELLEGRBR M T2 ¥, Thic
L BT O Be PR 0 20 R =2 3 URITZNE 2T%, 24%, 20% & %Eifﬂ#
ThoTod, 1R T% 24 HRFRICEIT 2 BBe FiiEr a L /3— g 3T, 32%,
27%. 19%& Peg—IFN« —2a ﬁfmﬁ)’) 77 TR T4 24 BIEF RIS A Peg-IFN a —2a £f
DA I AFHERSN 1L, HBV DNA & 5 log coples/mL(ZO 000 IU/mLH%ﬁ%LEE%ﬁS‘
32%, 400 copies/mL AT IZEAMRIL 14% & BAFC, BBsHiREr 2 "= a % %R
Tre SHICAWIEDT T NExtG e Lz 7T Tl HBe it o o v — g R iX
31% T, /}:{zl:@t oo R— g VEREENEDST- Y, Peg-IFNa —2a OFHE (90
g/180 g) BROMREGHIM (24 W[H/48 WH]) ZALAG IO, 4 #ETHHL L 72 NEPTUNE 3
BRCIL. 1B TH 6 DAREICE TS Befiitrnar "—2 g URIT 180 g & 48
MG L7-RETIE36.2%THY, 180 g 24 B, 90 g 48 FRF., 90 u g 24 MR G- D%
NEH25. 8%, 22. 9%, 14. 1%L LEERTH-7= 2,
DREIZEBN TS, HBe HURBGEEMITFRIZXT 95 Peg-1FN a —2a DIRHEZN R 2 MRGET 5 7=
. HBe HUR M B BUASPE G AT 2 i 207 Bl I8 TRIRM TFN o BUHN 2 R & L7
FELMRER A TN 7z (Peg-IFNa—2a 90u g = 24 WHEE 41 5], Peg-IFNa—2a 180u g« 24
TARE 41 5], Peg-IFNa—2a 90 u g - 48 JRE 41 5], Peg-IFNa —2a 180 1 g * 48 FARE 41 1,
R TFN @ -+ 24 JEE 43 B1]) 20, ARRBRIZI1TF DB 54 T 24 WRE R OB EFHE (HBe
PRt o X— g v HBV DNA 5.0 log copies/mL Adifins> ALT 40 U/LLATF) &
AN I1L. Peg-IFNa—2a 90 g « 24 WHEE 4. 9%, Peg-IFNa —2a 1804 g + 24 WAL 9. 8%.
Peg-TFNa —2a 90 1 g * 48 #HE 17. 1%, Peg—IFNa —2a 180 g « 48 FRE 19. 5%, KK IFN
24 WEET. 0% TH Y, Peg-IFNa—2a BG4I TIx, HE, SRS T TEWZIEN
ROONTZ, T O OBRKRBROMBENS, DAETIX 2011 49 A, BAEUBMIEEMEITF X
IZ%F L C Peg-TFNa—2a 90 u g + 48 WO G-3RI E H & 72 0 | Afin, HBV DNA E2EIZ)8
T, 1EIOFELGEE 180ug £ T D5 ENAREL 2o TS 19, 72721, b3 EOERRK
%ﬁ%ﬁ@ﬁ% & 7p o7 HBe HURBGMEAEBI D 5  96% (157/164) 1% 50 kA DIEFI TH D . 50
ka2 DIERIT DTN TH o7 19,
—7Ji. Peg—IFNa —2a JAIR O R HIFE b AR 2 ITRETS LTV 5, BG4 TR & fE S
WIEFI T, &% LERRTO Be Uit r a—2 g V3 MU TER S, €D
9 B 86%DIERTE DR FHE L7= 1P, & 512 Peg-TFN o —2b TIHHE L 7= HBe HUFEGE B
BB MET & 172 5] D2 3 RN K SR IIFOBBIEE TIE, TARHMAE T1% 26 I DFRF AT HBe
PR R U7 SEBI D 81% T HBe HURFEMEA e L. BRME(L L 2R TJEBI T H Z D
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27% CTHIZ HBe HURDEMAL L7z, Fo. BIRD 11%, TR T 26 1 T HBe Hulsifat &
72 o T FEBI D 30%C HBs FURMATHAR LI W, 72720, ZORBRICIH W TRIIBIZEH O 31%
X IFN SSED XN 7 ) 2 A T A THh o722 &, BLOL 2ED 47%, HBe HUFRFEME & 72
STIEBIO 21% TR T 1 712 X D BINEERN R SN TN Z L 2 BRI AN D 3
W% 19 F72. Peg-IFNa—2b & LAMIZ X » TIBE S 7= 85 1] A -1 6 AR R 22 L
TeHENSOWMEICE D & BFREE TRIZIRD & > TFEBI D TTHTIB W TIRHE 5 £ T
HBe HiJfit o L R—0 5 238, HBV DNA 7% 10, 000 copies/mL i & 72 - 7= SERIZ
ST% Th oz, S HIT, {RRK TIIEZ CTh o 72ERITH 69%Z LT HBe FLliiE 7 =2 )
—TaryBEbil, TROEEFEDTEFICHT D 5 FRFRTO Be il r a2/ —
3 VERIT60% L mETH o7 1Y,
[Recommendation]

o DAEIZIKIT DHEKRBRIZI T, HBe HUKRERM:D B BUBMITFRIZ X9 % Peg-IFN
a-2a 90 1 g/180 u g D 48 EIRIRIC K D GHE T 24 HIRF R TOWRERIR (HBe Hi
FEwear/—a %> HBV DNA 5.0 log copies/mL Ai#iA>> ALT 40 U/L LA
T) %, 17.1%, 19.5%ZFBD b/ (L~ 1b, L — K A),

3-3-2. HBe HLRFEMAEMERTF KI5 D IR RN F
HBe HURFEMEBIIZ OV TE, Peg-IFNa —2a 48 K57, Peg—IFN o —2a+LAM 48 ¥ {f % 5-
BEL LAM HUM 48 £ 5 HE O 3 BELLRGEBRON IMC B W TITh iz 2, ZThic L b &, 1h#K
H&T 14 24 R RTO ALT IEFALSRIZZALZ 40 59%, 60%, 44%, HBV DNA faiE(b=Rd, 43%,
44%, 29%TH Y . WTIE Peg-IFNa 2a HHHETRE N o7, £lo, BRHIZIR (72 @D
HBV DNA fatt7>> ALT 1IE%) & 15%. 16%, 6%& Peg—IFN o —2a # 58 TRIF T - 7273,
HBe HURGMERBIZ b L A&RANC B R ORIV & W S FER Th o 7=, HBV DNA & 400
copies/mL ARHASEEAL SAVTIEFIT 19% T, HBs FURDTHRIL 3%DIERF THRD Bz 2,
DRETS, HBe HrlRkEMED B BIBMIEEMMEAT R EBE 61 il 2 x5 & LT, Peg-IFNa -2a
90 1 g/180 u g DN F % i3 2 2 BEILEGRER 3 T4 72 (Peg-IFNa—2a 90 u g BE 32 1],
Peg—-IFNa —2a 180 u g #E 29 5]) ., G THED 7 A )L A FHITER %R (HBV DNA & 4.3
log copies/mL RIMEE) X, Peg-IFNa—-2a 90 u g BETIE 78. 1%, 180 1 g BETIE 93. 1%
T, 180 u g HETRRENWE W IR TH -T2, — . WGKTH 24 \EFHETDO T A LA
FHUREZNRIL, FZ4 37.8%, 37. 9%, (L FRITEFEZIE (ALT 40 U/L BLF) 1X#h
ZAU68.8%, 65.5%TH V., MELMICEZRDRNP-72D, b oL, HBe HiJFREMER]IT
b, BEPEBIERE, 50 AR OIEBIAEIRD 95%(58/61) 2 \HO T\ Z LICHET HME
Nd 5,
Peg-TFN @ —2b £ LAM (Z J » TIEHE &7z 230 610D HBe HUR MR 0 K WIRGE &2 Mgt L7-
HIZL D & IR b AFERF AT O HBV DNA 2Rk (HBV DNA & <2,000 IU/mL) (% 21%
T, HBs FUEDIHKRFIL L ET5%, 5HETI2UNTH-7, —J, HBe FURERMESNZIIT 5
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Peg-IFN oo —2a @ 96 W RHIH G- ONR ARG LicA Z VT D5 7 2 A 7D 128 Fl O
TlE. Peg-IFNa —2a 180 g + 48 M G125 EHev T 135 g - 48 WM 2 &5 L 72 AERIIZ
BWT, UANVAZETRENE (HBV DNA &£ <2,000 IU/mL ZEEKER) 1X29%CTH V., 4838
TRIRD 12% LA RICE R TH 7=, HBs HUFRHAERE 96 ., 48 L 6%, 0%
L. 96 B ERECRIFCTH -2, ZDXHIZ, HBe #J?Bx P B BUBMERF R IZ %5
Peg—IFNa—Za BRI, HRGHMEZEET 2L L0 @BV RN HIRFCE 2 AREERH 5
. OBRETIL 48 B A Z 5 F T 2 R IX 720,
[Recommendatlon]
o bAEIZRIT BEERBRIZEB\ T, HBe HiEM:D B BUBMIFR 2% 5 Peg-IFN
a—2a 901 g/180 u g D 48 EIRIRIZ X D EHE T % 24 WRR TO U A NV AZHIRR
%5 (HBV DNA & 4.3 log copies/mL Ki#) (. 37.5%, 37.9%IZFB® Hiviz (L
JV1b, ZL—FA),

-4, BAUFREZSIZ K95 TFN VB3
B ’*”Fﬂa PERFREZE 126892 TFN {RIERIE, FEAFEEZEH] & bhie LT, 23 - RIVERIXIASE T,
T VT NDEE ., HBe HUR DI MT B AL IEF] TlE HBs HURTERHEN 6. 63 fi5 LA L. JIF
FEIECHFIE A DHER Z I T& 2 L ST D 17, Peg-IFN o —2bELAM 52 HEFH
B %47 > 72 HBe HURMGERMBEMNTIEZ 24 IO TIL, 1RFH T4 26 B RIZH T DD
A IV A ZZRIEE R (HBe fiiE a2 /3— g3 D HBV DNA £ <2, 000 IU/mL ZERK
) 1L 30% T, FEFHEEFO 4% LV AEICEETH Y . Ml FrdeEER S 66%L . FENFRE
RO 22% 5 WA BICEIEF T, BHEAbLR% CThoTo T oHELALND 1, LinL,
IFN (3R 7 F v 78U & B0 0 s fZ SR 28 LT 0 | HBV JEYL i iE o> S0 PRk
BICLDFROBHEHELZ KTV R BHLZ LITHETRETH D, bBETIE, BA
AEPERFEEZS 2 %95 IRNJRIR O R L B E2EIC oW I+ o= BT v AR, RKR
WAL, Fio, BERGEREMIFEZ I3 U CIITFRERE DO E L EOBSEIRITER 2 b
BT ENHDHT0 IN OREFEETHD 1, kL v, BRIFFHZE IS L ClIsmg
7 u 78 B EHOCIRET XX Th 5,
[Recommendation]
o DLHREIZKIT S BEREMEFELE ICxT 5 IINIBROZR L Z2MICET 0%
TEFURIERL, BT Fu ZIRRSHREIN D, £z, BREAREETFEEIC
%35 IFN BRI ERTH D (I L—FD),

3-b. BElET J v A 2 RIRE G 9 & e

IFNIZ LAM Z20FH 3% Z & T, LAM Z B CTHW S L D 7B @ HBV DNA D2 M{k=> ALT
DIEFALIE HBe HURBSMER] « F2MEF] & HICEmBITE Z 5, LU, IFN & LAM OfffEE
& IFN B 5 00 FLBS AR BR C I OTRMR AR IZRISE TH 0 & 2 10 B O R b A%
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T 102 112 IEN & ADV Z0FF L7236 b, 16E% 6 5 H R COTRMEh R IT HAmTE
WL RIS TH 72", Peg-TFN & BTV & 5T ADV & OPFHIC XV HBs FURFEME LS
cccDNA DEWNHF LN D & OWERH B3 11 1 HHREE TlEa o 2 3L ST
WAV, L7eAo T, IFN &R T ) r 7 A ORIREOF &G TR A m B35 & v
It T AR,

[Recommendation]

® IFN &R T F u BRI OERF ARSI X 2 EDIR O B o To+457kT

BT R Rn (L 1b, FL— K Cl),

3-6. VBRI RERET DI+

PERIY TN TIX HBY 47/ & o =77 110 16 1D =l 18 el 19 70 U SIESh R & BLE 9
LRFTHDEHRESNTEL, LonL, BLFICAD X HIT, JERM IFN (T~ TIRED
ROFEN Peg-1FN Ti, HBV 7/ # A 7 A TIIENE OO, ZDMO HBY 7/ % A
7. BROERITIREZIS & IXBE L 72wy, BURER T, HBe HURBGYER] - F2PEF OV
FUZBWT S, HBV &7/ Z A 7 A LISMZ Peg-IFN {GHE AT IRIE LS % T~ 5 7 1R IR
STV (12, £13) .

12 HBe HURMBIEHIICH TS Peg-IFN BRI R P AR FORS

Liaw 20 Lau ® Buster ' Janssen 2" Sonneveld '? % 2
a-2a 180ug+ a-2a 180ug a-2b 100 g+ a-2a/a-2b +
BEAZE a-2a 90/180u g a-2a 90/180u g
LAM *' 100 mg a-2b 100ug LAM *' 100 mg LAM *' 100 mg
a-2a: 4858
B 5 HAR 24/48 ;B 48 5E8 52 8 32~104 ;8 24/48 @
a-2b: 528
JiE 15 31 548 542 788 307 205 164
A& NS NS NS
F NS = NS =] 2
i NS 4 NS NS it ¥
ALT =B * NS aiE =& NS NS
HBV DNA & KB BB EfE BB EfE NS
HBs iR £ 1B{E
F)R384 7 NS NS A (vs D) A (vs D) A (vs D)
I1L28B
Major
BIEF

NS: BEZERL. *1

LAM: 53700 *2 2 AEREDRLIMER
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13 HBe I[REEMEHITH TS Peg-IFN BB R F AR FDOHKE

Bonino 2% Rijckborst '2¥ Moucari '?% Marcellin 3" % 20
a-2a 180ug
o-2a 180ug o-2a 180ug
®’EAHE +RIB *2 a-2a 180ug a-2a 90/180u g
+LAM *' 100 mg +LAM *' 100 mg
1,000/1, 200 mg
=5 4 48 58 48 58 48 58 48 58 24/48 5@
9iE 1511 3% 518 107 48 230 61
N} NS NS NS
k=3 E NS NS NS NS
i3 =i NS NS NS NS
ALT =iE NS =18 =iE NS
HBV DNA £ BB NS NS NS NS
HBs /R £ NS NS
ki B, C (vs D) NS NS NS

NS: BEZHL.*1 LAM:S3ITZ %2 RIB:YNEYY

3-6-1. HBV 7"/ % A

70 BA T EIRENROBEEIZOWNT, ERBIIFN TiE, 7/ # A T ABLOBIX, 7/
AT CELILD IR TR EN B & s sz 1o 16 1D - F 7= Peg-IFN o —2a
DIEAE (90ug) FTHEMM 248M) ORFIZEB T, 7/ XA 7 CIEB LV IRE
FOSHENTNZ &b G S TS 1, LasL, Peg-TFNa—2a 180 1 g » 48 AR D%
B2 MRt U 72 felt  NEPTUNE &R Cid, ST A LV ATRIRORHHRIZT ) ¥4 7 CTHB &
A% CTHY ., 7 ZA TIHREDR TR A L 72 b7 h o722, ZOFBEE LT, Peg-
IFNa-2a 180 u g @ 48 W 5T L VIBRAIR DA L LIefER, 7 2 A4 7 CIIIEREI R
2B L7 < Ze o o ATREME N RIR STV 5, HBe HURBGIEGNZ 351 5 & DAt D KIS
KRB OFERND S, 7 XA T ATT ) 247D &L L Peg-IFN {RFE R R A A 120
2O ) A AT B ECOWRFNRITITEN RN ERHERINTND Y (F12) , HBe
PURFEHERICTH Y ) A 7B & C & DOBICHBERIENROE NI DI L 135715 (3
13),

3-6-2. HBs P&

I HBs U B 0D B E 2N FTRE & 72 V. HBs HURED IFN JRENR THRIICAEH TH 5
ZEMNRFEES N TTWS, IRIERNCE T D HBs PUREN SIRFNEE TR+ 5 2 L iTNEE T
& DM, BT D HBs HUURE O T ESIK FEMEFEDR L THT 2 ETHHATH 5,
Peg—IFN oo =LAM T 52 JA[EVEHE L 7= HBe HUREGE 202 BB I51T 5 Tl HBe $it
JRDWE S>> HBV DNA £ <10, 000 copies/mL 23K S AVIZAEBNZ BT, TRHEEAG 12
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AU 1T 2 HBs PURE DR T 23, BHME T 5 %) 3 4565 0 HBs HUFTH RIS A B B
L T2 ™, o5 TH Peg-TFN o VB CIIIEHBRLE 12 I SIZH1T 5 HBs PR &EH
BN R A FRT 2 ECTEETHY . 1,500 1U/mL KEIIE T L7-SERFITlE HBe HUR D
KRN E L 12020 ZOH% O HBs PURDOHEN IR TE 5, £z, Peg-IFNa =LA T 32
~48 WG LT 92 HIZ DWW T OFBIZI T DT TIX, 1REBLE 12 I CTO HBs $T
JEE7N 1,500 TU/mL AT, 24 BB ST 300 TU/mL ARTHAR T U725E6] TIXIEHEE 1 1B
5P E < R 24 R AT HBs HUREDS 1 log TU/mL BLEJEA L 300 TU/mL LA
T & o TIER TIXERNR N Em o720,
¥ 72 HBe HUFEMERICTH . Peg-IFN a 48 W 544 T4 24 1IZ351F % HBV DNA AH % &%)
LEFELTA . ERCITIBRE THO HBs HUREN 2. 1+1.2 log IU/nL EIEFL T
BY . TR 12 3 KO 24 KR O HBs HURBA &N E4LE4 0.5 log IU/mL, 1.0 log
IU/mL LA ECTHIUEERICEDNEOND EREINTND P, S 5|2 Brunetto H DO
SCIE. VBT O HBs HUR DO B 1.1 log 1U/mL LLE, 73> 48 JEEfIZI31T 5 HBs
PURES 1.0 log TU/mL LA R DRERITIZ, TR T4 3 A TO HBs FURIHERP A E
WZ@Eno- P, E5IT, 12 IR AIZI81T 5 HBs HUR D 10%LA_E DD 310 1 4% DES)
SRR, 5 A% D HBs FURIICEIE L T\ 2 o b H 5 29, —JF5, HBV DNA DK T
FCIXEIB & IEEZIB 2 KB 2 Z LN TE R, BLELY, IFNIRETRICEBIT D16
ZhEDOFHNCE L CTi%, HBV DNA XV & HBs iR EDO WA HTH S, 7=77L. Zhb
T RTINS OHETH V. IFNJEHE & HBs FUREICET 2 DR ENS OF — X 13k
ERLILTVR,
3-6-3. v - MHE(L
DED BHERAEL TFN TIL 35 sl L TIHREIRDME T35 L@t Sni=n ™, 10 o=y
k2 —/LaRER & FEIZ HBe HURBME 496 BIllZ %I~ 2 TFN VRN A ffAT L 72 RN 2> & O
T, Al S IR BEIX 2 o 7 Y, [ENERRER O Peg-1FN o —2a 180 u g O 48
AR CIX, HAEFME (5 TH% 24 BEFATO ALT 40 U/L LLF, HBe fifiitm =
N— 7 2 HBV DNA £ 5.0 log copies/mL Kjiii) DAL 35 kL L « 35 AR 1
ZI15.0% - 23.8%TH YV | 35 AR IZB W CTEWEPIZH > 7223, 35 %L ETHAHENEI
EROTZ Y, WA ORETIL, Peg-IFN IAHZN A & FMpICBIEIL 22 < 2 ¥V T LA HBe
PURBGMEGClE i CIRRARN BN E T 2ME b H 0 12 12 HBe PURBME - MRS
FUTBWT S Peg-IFN VRN R & Fln OBIELIC TR R = 2 U X3y (R1 2, &
13) . EFMHELICOWT S, TERM TN TlIfre b B CIXB R ME T L2
19 Peg~TFN TIZIBHRNE & BRHEILICIZREE S 220 109
T h, Peg-IFN (T X W IR E L7272D12, #ERA IPN CTIXIRRE RN RE &
SNTEmn, MM EER W T2[’FIE, 7 # A 7 ClAkk, Peg-IFNJRIEIZIWNT
BRTHTHIRFCIER< ko TS (12, £13) .
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3-6-4. IL2SB&I5T
TR, CRUBMERFRIZOWTIX, 7/ Z A 7 112%)T % Peg-IFNa+ U N E Y U HEREED
TERNRAS TL2SB R FATAES D —T'n 2 (single nucleotide
polymorphism; SNP) 23D T < B4 5 Z & A3 Shv7z, HBe HURIGME 205 il & kf 42
ELIREORFHZ L D & BERUBMHATRIZIBWT Y IL28B A ¥ % — « IREHESIIEF]IX
HBe FURL 11 3 N— 0 = L b HBs BUBTH AR B 2 & 8 Sz 12, LasL, B
FUBHERTFRIC 31T B TL2SBIEAGT-27 L TEN JaEaN i & D BT W IR i3 T
B O BAUBMATRD IENIRRNRITS T 5 IL28B BRI+ Z M e Z 011617 ) AR
OB HIZONTIE I LA R ERIANRMETH D,
[Recommendation]
® JERBLIFN TIZHBV 7'/ Z A 7, Filn, SRR EVIBRBREMETDHRTFTH
HEMEINTE R, LA LEERE IFN [ZH_TIBESIE OB Peg-IFN Tid,
HBY 7/ 5 A 7 A CREERENSOO, HBV 7'/ &4 7 B/C, 4Flh, HELITIBR
PR L IFEE LAV (LUL 1b, 7 L—FA),
o HRFA TIL. HBe HURBHER - BRHEFI DV TIIZINTH ., Peg-IFN IGMHERTICIGHE
Rt FHIT 5 FEEL S TWHW RN (L b, Z1L—FK0),
® Peg-IFNo BT O 12 I X 24 WIFRUZHB T 5 HBs URBDETELETRIT
BEDRZTHTH ECHERATHSD, 272U, IFNJGE L IBs FURRICET 5 A
E»bOTF—FiIIREELNLTHARW (L)L 2a, FL—FK(0),

3-7. ®IEM

IFN VA BEE L2 RIERIZIZIE T R TORFEICRO b D, HTHRIERE - FHEEL -

SEYE - BIEIR 2 E DA v v UYRRER TR D L <BO LN DEIVER T, 60~95%D

FIZRDBND, A v TN FHIERITHRREGREE O G L > TUTE AL DS
ay ha—ARARETH D, MEREFT R Tk A fmERRED 0374 5, 1, 000/mn® R I T
T DREBIHHK) 60%IZFRD B D, FIMLER « 4FFER & /MR OB T 5-B4G 4 B H £ T2
HEITL, TOREFIKREBIZRD Z EBZ, L UIFEZEH] & e msilikiEglcd 2 BFE %
BRIFIE, AP ERDOBA M MR O L0 | EYCHIM D U A 7 I 5 Z & iE
131)

B BUBHERF & Tl C BUBMERT R & J72 D IFNIARSRE IS LIZ LI ALT © ERZ2K9. il
IFN O RRIEEMRIZ L 5 & O & Bl S 4L, @ ITIREGE S fTeE CTh 223, TP iiue(
THITIEF RIS 22 WD OEE R RN NETH D, #1952 « KRR & ORI
H 5~10%ZF8D H AL, H D OREE-CIRHERITD O FEHE RS & B IEFI TR 2 0 o9\, Fith
FERIX, D DICRFRAYZRAEIR & 9 DIZBIE L 72 B AMEIEIRIZ T iy B8 gt
L CEERE e F = BEVIALREEIDRA CTh S, F7o. PN TEMEFRIRE 22
FOHCRERBEABEEIHEIEL RN H V. B ORERESIHIICE T 5
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IFN O IZITEREENLETH D, MEMEMRBRIER S LTHESNTEBY, &
ELRVAMOMERNBAEL DT END D, 1B 2 2 H DIRECIRRZEICE Z 2 2 &7
%woh¢%W%@%l%@&®@w SERDSHER L2 BRICIE, 30T X #R CT i &
1T 9 72 EXE DTG 2 SN LTI 5, BVENEM R O i KL-6 OM]IE & A H
Thd, oM, OfE, IREHM, AT ERNEHER E LTHTF b5,
PEG k. IFN OEIWEH 7 1 7 ¢ — /W I3FF PEG LB & 138 TR 2, DBEIZEIT 5 Peg-
IFN « —2a Hltfe 5 O ERARRER IV T, 7ERM TFN o —2a K 0 I ABE D &0 > T-RIFE
ME EFEALOFARZ2 EDORJFRER & . AMERR ML/ MR 722 £ D MLERR DD Th - 72,
—7J7. IFN ® PEG{KIC L v IFN Lty EENLET S0, BE - BfifFR o 71T
CPRRIER OB « AR T 7 & OB~ EE ORIWEIIIERE TFN o —2a L D BT
o7z 1%, Peg-IFN o VR I 2 RIERIC L 2 IERIL 2~8%TH D,
[Recommendation]
® IFN OEIERICIE, A v 7V U FRRIER, MBI, BHER, B OAERA,
MEMM%, DFE, IREHD, BANHLARTFSN5 (L 1b, ZL—FA),
® IFN D PEGALIZ XV IFN IMHBRENEET D7D, RE - BEiER DA 7T
UYPRRIER TS5 (L)L 1b, 7 L—FA),

4. WBFE (2) —7 Ju 7l
T 7 v 78553 HBY A SOEFE 2 I T 5 A TH 5, HBV HE 23— R4 23x
FRER 2 Rr BAYIZPHE L, HBV OATERIZE T 2~ A T AHR L ONT T 7 A8 DNA Gl %
BRANCHHIT S (K 2), Z OfEF, i HBV DNA Ei3ECoMfK T L, ALT 1 & 4
Do ML TG T2 L CHRNBE I, HEEPILT D E@mBEIC Y A VAP
SEURFR SRR T 5 199, HBV AMEHe U 72 e 2 BEBR 3 2 fERIZR VY,
BEDHET B AR MR B RBOE & 22> TV D EEEE T - 1 7 8UANT, LAM, ADV,
ETV, TDF, TAF ® 5 A1 CTdh 5, OMBEICEBWTIE, 2000 FEITHRMOEEET 7 r 7 R)KTH
% LAM SRR & 720 . 2004 4E12 ADV, 2006 4E{21% ETV, 2014 4E1Z TDF, 2017 4F(Z TAF
WHAREZ T (F2),
BT Z8EI Ok GE2IET 5 L £ < ORERIT HBY DNA &I LA LIBRATOEIC
% BT kg o 2 BIE] (LA G HIC HBe PR o 3 L X—U g VN T o T E
BC & [AIARIZ HBV DNA BOF E5- & HBe HUROFHBLAGR®H 5 10 2 X5 IHIEEIC
ALT fE23 500 U/L BA B BER U72ERISC, #E Y L E 28 2.0 mg/dL BL BT E5- U 725ER]

b I Tns W, Lo T, REITHREED BAEAERT 5720137 e 7
FNOBEIZFAN & U TR, BRIk 5-12 K 0 Frfei12 HBV DNA H95H 2 i 9~ %
HERFRIEDN L ETH B,

4-1. LAM
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LAM IE S &b & HIV EYYE ORI B S L Wi SR I CdH 5, HBV (X HIV &
[FERIZZE DT A 7 A I MCBW TG OB AR H 72, Wl GREREIENHRIC
TERT 2, LAM (XGRS RNA 28580 L L CDNA 2 AT DRIC R & LT &
BT F U (ACTP) IR, L 724 (3TC-TP) & & > T\ 5, Z D78 DNA AR DR
PO TR IS LZENLL EO DNA Gk a2 HET 5, ZOFICE > THYV O T A L
AHEFE/N Z 5 A0 HBY DNA 2392, LAM OB &1X 1 B 100 mg TH D, LAMIZIXIE
EAERIERN 2L BAeMEITE

HBe HURBHIEFNZ X2 LAM DT 27 % & Oz 5NENZ BT IR EAE Tk, ALT fEDIE
WALRITIARBLATE 1 4£H 40~87% « 2 4 H 85%, HBV DNA OF2MAk= (solution-
hybridization £ 7213 branched chain DNA assays) 1% 1 4FH 44~87% + 2 - H 74% & s
ENTWNWG B M1 - [Be it mar "—T g VT ER 17~28%, 24EH 256~
29%, 34EH 40%, 54FH 50%& W5 STV D MUY X BRI IR BRIA 1 4R
THENHLINLD Y,

HBe HUFREMEFNIZ 3 LT H LAM O I BAF CTH 5 110 1190 150 - gRO#HE 19 ¢
(3 HBV DNA O fatfr= (HBV DNA & 0.5 Meq/mL Aiiii) (XIRHEBALAEE 1 £ H T 94% « 2 4FH
T92%, ALT EEHILZIX 1 4H 89% - 24-H 82%CTh 5, Lo LEMIMIZAZ & HBV DNA
DREMEALRIFIC T LT 102,

LAM DK & 72 TR AU LA (VMDD motif mutation) DHELTH D, LAMMMEY A L AT
I%. RNA{KAEMEDNA AR Y A 5 —PREEAN D YWDD & F— 7 LTS T 3 BRECHINZZE B0
Hoib, TRHLE, WD EF—THNOM (AFA=) BV (NV V) T (fV8rA
) ATERT D M204V/1), ZORER, AU AT —BONIRIEGEIZEZD A U LAM OFE
AMMETF LT, DENEIIT 5, FHE, in vitro DEBRFAZTH YMDD & F—7 DR D
IZX > CLAMMTESHHERT 2 Z E A LTS TN D B0 152 FFRIC L18OM A HE A4 U
%D & X BT ETRE S N T 5,

—fRIZ . LAM R 7 o L 2133 GBAAT 6~9 v H THEL LIGD ., IRIROERIE & & 6ok
fng=2 15 1557160 - sy’ E O T, LAM i 7 A LV ADOHEBIEIX 1 £ 13~15%, 2 4
H 25~32%, 3 4H 29~45%, 44 H 51~60%, 54-H 63~65%, 64-H 70%Td o7z "> >
160 B EOWE TIE, LAMTREY A L A HBLOEIRIK 7 & LT, BAAIFIZ HBe FUR A
DIEFI, BALAKFIZ HBV DNA BN ZVMERF], BIARTR 3~6 2> LAPIZ HBV DNA 7% 200~
2,000 TU/mL BAFIZAR T U722V ERF], HBe HURKHGEHMEG], NI, &7 2 A4 T AR E
DSFEH SAU TN % 16 195 1967157, 160)

W LAME Y A L 23 HEL L TH £ DOER TIRMEREEO R IIH 572008, 70
~80%LA b OIEFITIXHE% 3~4 7 H 235 HBV DNA D B (7' LA 7 Z2)0—) B L OVALT
fED FH (T VA 7 Z)—f1F%. breakthrough hepatitis) 23Fe HFL 5 195 198 16D - ="
A7 ZN—FRIE, FiE LTLAMEBEGATIOIRLY bEIEL LD I LNH DD, BER
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EERBETHS ™ 9, 20k 5, LAICREERICHEY A V2SS 5720, B
TE T R OMEE 7 F 1 ZUHNIILE ST ST,
[Recommendation]
o LAV EEHRE CHERICHEY A VARMET 5, ZOkOIEIEET 1 /1
R OE—RIRE IR (L_L1b, ZL—FA),

4-2. ADV
ADV X7 5 =2 (dATP) 7 F 1 7/ T 5, ADV L, dATP EBEAHNCHEPTT 5 & &b,
chain terminator & L C DNA S5O RIS A4S 1L L, HBV OFRAZIHIT 5 Z L2k - T
HBV HAFEINHIVEH 2 3643 %, in vitro (23T, ADV I3 HBV OEFAERRIZ R LT LAM & [
LD IANAEEBTDHDOH LT, LAMAHERIC b BRI Th 5 2 L3RS 9,
FERDEEIRIZ IS T LAM i & A L 22 XD IFRFHABNC KT L CHAEER MR ST
Z 161 1 |3 10 mg OG- BMERBEA & 7o T D,

HBe HURFGIEFIZ X325 ADV Bl 48 JH [ 5- DRk Cldk, HBV DNA f2ME{b=8I% 21%, HBe
PURE R 28— 3 T 12%ZF8D HAL, MiHE Y A v RS S e o7 19, KRB
HClX, 54EM OB 5T HBV DNA 3 4. 05 log copies/mL &K F L THY ., ALT fEAS 50
U/L LA FART U72SEB2S 63%, HBV DNA f2ME{b3Ri3 39%, HBe HUHDEMALE 658%, & r =
VR— g T AR E B STV D T ADV it T A L 2R D HBLERIL 21% T o 72, HBe
FURFEPER TIZ, 013V 48 BRI 5 T HBV DNA faMA b aR1% 51%, ALT fHIE&{b=R1% 72%T
HY | MHE T A VR IR S e o 72 1, 5 AR O 5Tl HBV DNA BEMEALERIE 67%,
ALT fEIEFALRIT 69%., #AkFRER (Ishak fibrosis score) 1L 71%THV . MDA
JUA (rtA181T/V, rtN236T) DHIFRERIE, 14EH 0% 24EH 3%, 34EH 11% 44H 18%, 5
EH 29%, ALTEOF EHIT 11%E MG STV D ", ADV e T A L 2D HE L3V ViE
fllE, LAM 225 ADV BEAIZ BN 0 R 2 72451, milin, 77/ 2 A 7°D. LAMitPEf] & s ST
% 11

ADV O EZEZ2FIEHILEHRERE LK P MECh 5, BHERERE IOV T, 4~5 Mo
BHTr LT F =208 0.5 mg/dL LU SN ZAERIAS 3~9% 1T 170 F 7o HERURERIRIE R
# (electric glomerular filtration rate; eGFR 23 20%LL FAE T L 7=JEHI2N 1 4EH

2.6%, 34EH 14.8%, 54H 34. % ThH o/ EMBEINTVD ™, S 5IZADV EHHECITIE
B GREIC RS U, BERRERE 1 K D TR TIrSC eGFRCS0 mL/43/1. 73m* ~DAK T 23 A E I A
KTHY (relative risk=3.68). 50 mclL . BHAAKED eGFR AN (R T3] (50~80 mL/%y
/1.73m%) . ISR F 72 1R R & DR CREBSREREE S HBL LT W EE ST D
B0 ARG OWETIX, T 38 A DEGIZ L o TI3UDIEFI T LT F =M ER
L. 1%DIEBIT 1.4 mg/dL LA L& 72 o=, 7 VT F =2 ERICERT DR FIE. Eiln,
FHEGTH-72 1, 717 F=r BT LTI, AV ORE (2 B 1 BE#E2LE)
THRAT 2, £, P IME (2.0 F7/201% < 2.5 mg/ml) 1E. 3~16%DEFI TIRD B
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T B DIERIDEL T LT F = D ER AR BRS ™, & 5 Fanconi JEfE
FEOFIE B HE SN TN D70 170 8L 18 R B PR ORI BN Th 5, LAM & ADV &
BFH L2 SERNC 31T D BHERERE E I SO\ T O BT OHAE T, F 64 72H O 512 &
D EHREREE (eGFRCS0 mL/min/1.73m%) 7% 9. 6%IC, 1K P MJiEAS 27. IRCHIBLL T 5
183)
ADV {& LAM T 7 A 7 205683 2 REIBZNR N BAF TH 5, LAM Z ADV IZEI D 2 5 K 0
. LAM & ADV EDOGFHO NI D @O A LV AENESLND B, LAMHE Y A 1 2
(R 5 ADV (A O RIS F & LTIk, HBV DNA @ amplicor 11T X B [tk (2.6 log
copies/mL Aiff) A3, 14 H 56~82%, 2 4 H 74~84%, 34 H 81~86%, 4 4 H 80~92%,
54 H 85~86% & MG SFUTUNZ 164 166 169 170172185 [ AN« ADV ffF D FL 7 A L AN EIT
BMET BB 713, DNA t CIRME) . 747 oA (). ALT 0 (#ff) . HBe HUR (12
PE) . LAM #5910 HBV DNA f21Efk (H V) 7 & Th D 164 170 17011 - AT fEOIEF LR
(. 14EH 67~81%, 24-H 75~83%, 34EH 80~92%, 4 4:H 82~90%, 54EH 85% & Hi
SHUTUNZ 108 106, 169, 170, 172 155) {3 PR BRI HBe HURBAE DT 0 HBe HURIRME(LIRIE
L4EH 20~23%, 24EH 17~25%, 34EH 14~61%, tr L /"—T 3 U3RIE 14EH 5%, 2
SEH 1% 3EH 1% TH Y 0 11 HBe HUSIRMLICEIR T 5 R Tk, ALTE (&
), BEO INGEE (HY) SEESHTNS ™ W, Eio, LMTHEY A V212 L2
KNI L8402, LAM 25 ADV I28) 0 35 2 72355121 ADV fitPEAS HHER- A 28, LAM &
ADV & OPFF THAUTTEAIME 7 A L 2D HBLSRITERD EHE SN TS %9, —J5 ADV
ICiE, BRI BAAEREE, (K P M, Fanconi AEFEREA: ¥ OEIEMAH 5.
[Recommendation]
o AV EMBEHIREDOHRIIPEETHS, L LEHHRECI o THEY A VAR
BT DHREERSHD (L~L1b, 71— FA),
® ADV ORHIEE TIiX, BHMEEE. {KP ME (Fanconi SEEMZETr) OHBEICHE
B+D (LyL2b, ZL—FA),
® LAMTHEY A VRITH LTiE, ADV B T2 < LAM & ADV OBFR 4TS (L
2%b, 71— KA,

4-3. ETV

EWVIEZ 7T /vy (UT=r0X 7 VAV R) LHPOMEZROIRT - r 78 FHITH
V. HBV ® DNA AR U % Z— B\t LTI o R e B ETE L 2 B 2, (EAMT L L
TIE, ETEWV AN TY UMb S, EMEA 2 ETV = U e (ETV-TP) IZ 2k
Do TOEWV-TPIZRREET A 77 = =1 L (dGTP) & OFEAIT LY | HBV DNA #
WEFOOT 7 A L7 OuRNA 725 D~ A F ZE{DNA G RO G, 35 L O@HBY DNA
DT T AEEHM LD HBV DNA R Y A T —BiEHE 3 i ~CTaET 2, EIVIT in
vitro D FERFR T HBV DEFARKICK LT LA ADV &0 b @AY A VA REH T2 D
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I BT LAMHERIZ b AR CTh D 2 LR E N7 57, BARTIX 2006 4F X 0 (R
272> TV, HIENEEFEITIZ1HO0.5 mg DFREETH D,

WK D DR T F- 1 7 RFIRIGRFNI 2 ETV B O S Tld, HBe HURGER - [
PEGIANT U TH, & 5-BtA 48~98 i RF £ C HBV DNA OFEMELER, ALT fED IEH bR
ICBWTLAM & E[E-> TS Z EDRENTND * B 189 F 7= BTV O KORFR X LAM
L0 BMEY A NV ADOHBIRMEWNRIZH D, ZO7D, BIEETV I3ZER T 1 7 8k %
AT 25508 BINK L 22> T\ 5, ETV ~OMEIL LAM i TH 5 reM204V &
rtL18OM 7 X / BEZA KD 12, rtT184, rtS202, rtM250 DWW NNDT I/ BEZE S AN
boTAT S ) gk E TIE, 96 # B % TIZ 679 i+ 22 $C HBV DNA & LF- %589
7o, BIVIE 7 A L AX 1ERIC LH], 96 EEIC 1 HIRRDTZOHTHY, 55 1 HIE

ETV BAAAIF™CILZ LAM it 7 A LV A3 S Tuie 199,

ETV B¢ 541 5 £ O B HIEGE WA ST 10 199 1BV DNA F2ME b3 1 45 H 55~
81%. 24FH 83%, 34-H 89%, 44-H 91%. 54FEH 9% TH V. ALT HIEF(L=IL 1 £ H
65%, 24FH 78%, 34-H T7%. 4 4FH 86%, 5H-H 80%TH V. MY A NV ADHERF 1
HEH0.2% 24H0.5% 3~54H 1.2%Th-olz, LHLINDDOHRETIEL, T XTOIE
BINZEBWTETV 0.5 mg AAkFeE G- S iz bl Tldzevy, —F, FEEN S O 3 ERMkHA
B DOERAETIE, HBV DNA [ati b3 1 42 H 81%. 24EH 90%. 3 4EH 92%, ALT fEIEH (kR
X1 4EH 84%, 245 88%. 34EH 90%, HBe Hilfitm oL N— g T 1 4EH 22%, 2 4F
H41% 34H 4% Th-o72, ZD 55 14T 3ERITmHEY A NV ADHBLZRDI,
HARDD D naive BT 2 AkiE 1@ 25 UV Gk, DNA BV L3RI 1 4 H 77~88%, 2 4EH 83
~93%, 34-H 95%, 4 -H 96%, ALT fEIEF{LFIL 1 4FH 83~87%, 2 -H 88~89%, 3 44H
92%, 44FEH 93%, HBe PUR B a2/ X—T 3 VRT 14EH 12~20%, 2 4H 18~20%, 3 4F
H29%, 49H 3% CTh-o7, MikFHMTTH 14 H, 34 HD Knodell
necroinflammatory score 3 X TN fibrosis score DEA RO ¥, £-MHET A LA D
HEIL3HFEHT3. 3% Tho72 2,

LAM DR XM 7 A L AOHBLY 2 7 3@\ 7, LAM 25 BTV 28 0 B 2 7= fE il
DRERRE STV D 927199 LAM #5.191 HBV DNA &% 2.6 log copies/mL A & £k L
TWAIEFITIX, BTV YV B2 7% & DNA B OEeAIEMAL 23 ke S A, e A L %
DOHBEFRD TRV, — 5, Y0 B 2 FEZ HBVY DNA #723 2.6 log copies/mL LI ETH -
7oA iE. LAMHE D A L 2 OB H3)vd0 B3 ETV fifith 7 A L A HBLT 5 ATREMED &
Do

ZAEVEORIE S LTI, %ﬁ%’ﬁﬂk&é@@%@ﬁkwkmbfw&mO%%¢&%
RELTIR, BHBIED Y X7 0386 51202 WAL D B 5 Lt ~D R WkGEE R

RN e BIOEHNROZEMEDHESLL TWeWZ & Th D,

LAM it 7 A L Z HELE] (LAM AIGET S & de) 12632 ETV IR b7 b7z, 165
DRAEIL A BAFTH Y | KED D OIRFAGE TIL, HBV DNA OfPE b1 1 £ H
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21%, 2 4-H 34~40%, ALT fEOIEFALEIL 14 H 65%, 24 H 81%& Hr S Tuwnp 1%

196) U LRI EC X o T ETV it 7 1 L 2 DHERRERD S5, BTV fithe 7 1 L 2 HY

GBI 1T AH 6%, 24-H 8~13%, ETVIHPEY A /L AIZL S HBV DNA BED U N> R (F L

) X 1R 1% 24H % THD, DAEN DL, HBY DNA OFEME(L=RIZ 6 22 H B 16%, 1

FEH 33%, ALTEOESRLHIL 6 A H 78%, 14H 81%& BAF72038 7199 BTV fittE o A /v

AN BEHETIZ26%THI L, 2D 9B 40%DEF TR DR EZ RO L s ST

W2 190 2o X I LA D A AV A BB (F 72 1TAIGHE) 12392 ETV IRH# Tl

ETV I b e ZEE > 72 7 A L AN HET 2 Wt & 5,

[Recommendation]

® ETV OB T n JFBHIRIBEFICKT 2 &I RGFTH Y . WHEY A L2 DO HBR
HIEWD, BUEMRERT e VB8R EZERTH80E —BRETHS (LU b,
ZL—FA),

® LAM#EEIZ X > THBV DNA EASREMEIL L CWARERITIE, ETVICEIV B X 5 Z L2
fxnsd (Lv2b, Z7L—FA),

® LAMTiMEY A NV AHBFNZ$ 5 ETVIRE TIL, EIVIZbMtEZF ol v A V2B H
BRI 5eErHs5 (L~ 2b, FL—FA),

4-4. TDF
TOF X, 75 /33— U VBROIBRIRR 7 LAY R« RAR VRV = AT )VHEERTH
Do T/HREN VTRV T2 EREENGT 7 AR E L (tenofovir; TFV) ~DZEH#i
WXV AT IVONKSRPRBLETH Y, ZOBMIBANRESR LY U Vb2, 7/
RENZ Y URRERD, T/RENTY VBT, UANATERB#RERORE THLHT A F
STT VU -E U UREBAETHI L BIODNAICEY IAENTZIZ DNA SHO R
EARIESHD 2 LR, UANVAWEIRE R OIEMEZRET 5,

4-4-1. ¥ T O RYAH

TDF (3% 7 % A 7 A~H O HBV (2% L CRIZDOIEFED LTS 29 naive flicx4 5
TDF (300 mg/H) & ADV (10 mg/H) OLb#EAER 'V Cld, 48 RIHEE 512 T HBV DNA &AM
TEJEE (400 copies/mL) A2 72 > 72 IERIIEL, HBe HURBGIER] Tid TDF £ 76% - ADV #f
13%, F7- HBe HUJFEME] I, TDF B 93% « ADV £ 63% T 0 . HBe HURGME « [EMEIZ )
63 TDF BET ADV Bt R[22V R A2RBO T, ELZeMEoREITR <, 48 H[E & 5 it
YT ANV ADOHBLY 2o T, BRI G RGE 2 it LS 9 ¢k, TDF 5610 3 4 A
(144 #8) <o HBV DNA EDFEMEALER (400 copies/mL AJii) &, HBe HLF BT 87%,
HBe HLF LG T 72% CTdh o 7o, F 72 HBe HLREIEEI D 8% Tidk HBs HUR Dtk 27
BHIREGORZEME BRI TV, S HICRIEORME G ORI TIE, 6 4-MH (288 1

M) OG- 51T 72 466 Bl TH D RINE T A VA DHBUI R Do T2 LG ST D
200 IEMRAEMERTREZS 2% L C TDF 2 ¢ 5 L 7= i 22 Cid, TDF $¢5- 48 i H T HBV DNA
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B DAL (400 copies/mL AM) 1E 71%, ALT fEOIEFALRIZ 5% TH Y . T D DAL
IZETV #5- L 1ZIER%E Ch o 7=, F7- HBe HURDEMEALIE 21%I238D 7= LS ShTw
b, SHIZTDF ORMEE (541 E) 1281 A AT OB e S it Tng 29,
TRREBAARE & 240 38 B ORFARRE RS 348 Il CTHURES S 4u, 87% CHLMk FAYUGE, 51% T
ML OSEE TR, FFEAER THHEERD I LWEIN WD, ZORFIX, TDF
Py Hr D ERGE 72 HBV DNA S04l (7 A4 L ARRME(LEE ; HBe HLEBE] 97%., HBe HLERE
PEGI 99%) & FFEEEE D IEFH LR (2 EH 73%, 85%) I LD b D & Ebivd, HBe HURME
B 5 H 10%DIER] T HBs FURDEMALDBD HILTNDEN, ZDOF ) XA T XA L DR
FEAETHST,
TDF (I0ERDEZE T F 1 AN A R THER] . E 721X L TH AR TH
%o, LAM BE5-HIC 7 A )V A BOHNINZ RO TAEFNT K L C TDF 2 b5 L7z Y Cix,
3.5 /A OFEAZT 20 il 19 T A L A BOREMAL A2 T=, ADV #5102 & - TiBE
BHWETH > 72REFI D 5 B ADV [iftE D A /LA (rtA181T/V, rtN236T) 3R 7o T iEf5] T
1%, TDF B 5030 B ThH o L @iE ST D 29, F7-. LAM - ADV HEF| F 7= 13l
FIOF A ICIREUME £ 72 13RS 2 78 LIIEBIC )95 TDF 5 (TR H JefE 23 7>
H) IZX b 79%DFEF]T HBV DNA EDEMEA, 24% T HBe HURDFEMEAL, & 512 3% T HBs
PURDREMAERSE LN EHE SN TWVDS 29 EoWE 27 T, LAMESfITIH
\ZZ D% 24 JARILA B> ADV #5102 T HIBHISMEN R B 12 o 7 SEFIZx LC, TDF Bl &
7213 TDF & LAM 0)1%%%?%%170%: BE. 12 HEHE G T -2.19 LoglU/ml @7 A /L A D
KT 2D, & 5T 48 I L N96 ##% D HBV DNA etk (15 TU/mL K3) 1. Th
ZAL46%, 64% ThH o7 L ESINTWD, I HIZTDF & BTV OffHIc LY, &5 OF
HAF 6 7> H T 8INDIEFNZ I T HBV DNA DML A FED TN D 2, Z O, A VA&
DAL ADV <2 BTV (Mt 7 A v 2 DIFLECITR A OHELT & BIRD 22 o T2y Bk D plci
TiX. LAM IR 7 A v A HEBLEZ TDF @ 96 ## [E#% 5- %47V HBV DNA &% 89. 4% TRk L
(<69 TU/mL)., TDF it A4 W A O R To LG ST 5,
4-4-2. [EPNH 3 FRABR O R
DHETIX, TOF OF 3MHRERE LT, BT T r 7 RIGEG 2 xt5 & U7k
(LOC115409 #&BR) 2. B L OLAMADV 72\ L ETV (FADV) RGN 2 55 & U 7= ikBR
(LOC115912 #BxR) V03 Thhiz,
ﬂ%iﬁfém ZRIGEE L7z L0C115409 3Bk 12 CIIEZER T ) 1 7 RIGHE D B A NREME B BUE 14
FIREERFE 165 6] (7272 LRSEUTEMEITFRIES]) v b —Sh, 2055 109 #ilic
xT LC TDF, 56 FllC BTV 3 &G-Stz (1 4), 48 B TONEY HBV DNA &g Hix
TDF #£ —4.86 log copies/mL. ETV &£ —4.85 log copies/mL T& ¥ . HBV DNA DfaM:(k=R
(2.1 log copies/mL Ai§) % TDF &£ C 77%, ETV#ET 66%CTdH ~7=, TDF Bf% HBe HUFEH!
\ZH D & e h-Ai HBe HLRGE T o - 72 51 filH 29 6] (57%) . [T - 7= 58 5l 55 4
(95%) 123V T HBV DNA 23[&tEAk L7z, 48 Kf ST ALT 1EF{L3I% TDF &% 75%, ETV #f
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85%. HBe HUF M35 A HBe B = o X—0 5 283 TDF BE 9%, ETVELE 1% THh o
Tme ZIUDDOFERNG . TDF OERT T v 7 RIGEBNI T DIEF N FILETV L[RZETH
DI ENTRENT,

F&14 TDF BN 3 HEEBROBE (RR7 00U REH8RH) >

TDF (n=109) ETV (n=56)
SRR R
HBV DNA £ (mean=SD) 7.00+1.45 7.19+1.31
ALT (mean [min-max]) 90.4 [17-540] 76.7 [27-556]
HBe HURGE(M., %) 51 (47%) 28 (50%)
BHEFX (n % 108 (>99%) 54 (96%)
JAEGAAR 48 AR
15 HBV DNA EFAHE (log -4.86 -4.85
copies/mL)
HBe fIREMHEBIZE T2
HEV DNA (L (o %) 29/51 (57%) 10/28 (36%)
HBe HRIZMEBIZE 1D
HEV DNA ESHEIE (n. % 55/58 (95%) 27/28 (96)%
ALT IEE{E (n. %) 62 (75%) 35 (85%)
HBe /REZMEAE (n. %) 9 (18%) 3(11%)
HBe £AaY/N—23Y (n, %) 4 (8%) 2 (7%)

—J7, LAM+ADV, 72 U ETV (ADV) JRIEIRHUHI A x5 & L7-3kBh (L0C115912 #ER)
Ttz (F15) 20, ZZCEIEEMT a7 % 24 Ll B 5 X4, HBV DNA 7% 4 log
copies/mL UL b (IBPEAFZR) DML 3 log copies/mL PA b (FFREZS) Toh - 7= REH % %t
Gr L LT, LAM+ADY & 561 Tl LAM+TDF, ETV BLA|E 72 1% ETV+ADV #5541 T i ETV+TDF 73§
B &, WESDEPHBFEN TS, LAMFADY # 58 L LT 1345, ETVEADV #5184 L
T2l IRz bV —SNTe, REIMEMEITFR Th o7z, REBMETE 48 HIRFIZISIT 5 HBV
DNA DAL RITAAR T 62%(21/34 i) & BAFTdH Y . HBV DNA &I TDF {aebisate. 2
T LT, TRBEBRGAIRFIC ALT 23 EEVE(E EIREL EOSEFIIT 16 Fil72 - 7275, 48 KT
X2 D55 84 (53%) TEHFEML TWe, £D—J, HBe HURIGMEIERFIIL 28 5l T o 7=
23, HBe HUFEME LoV L n a =D g LTJERNE 20 » 72, ZD X 512, TDF %
PR T F v AN £ 72 X EZOIEFIZ L TH A TH D, HKN BT,
LAM « ADV BSAI, & 7= (3t & OF AR IR LE & 72 13RS &2 78 LI JERNC %95 TDF & 5-0
BRI RENTND 29, F7-, LAMABEZY T, Z D% 24 BHLLEO ADV IGHRIC S Kk
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L7Z2VEFNZ % LT, 12 8> TDF ¥l E 7213 TDF & LAM DR HIEENE I TH o720 9
wEhH D 20,

#15 TDF EIAE 3 RO BE (KR7 - 0J aRER G2

FEBIEL (n) 34
TDF AR EF
HBV DNA 2 (log copies/mL) 557+1.74
ALT (mean [min—max]) 74.6 [11-1,100]
ALT E#EfELRRLIE 15 (44%)
HBe H1EREGME (n. %) 28 (82%)
BHEFX (n. % 34 (100%)
MEZER (n=29)
LAM fit & * 28 (97%)
ADV TitE *2 4 (14%)
ETV MitE * 22 (76%)
TDF ja#&GIa 14 48 HEF
HBV DNA [Z11E (n. %) 21 (62%)
ALT IEE1E (n. %) 8 (53%)
HBe HiL/RIEMEAE (n. %) 0
HBe £O3Y/N—3Y (n. %) 0

*1 rtM204V/I£rtL180M
*2 rtA181T/V and/or rtN236T
*3 rtT1841/L/F/M and/or rtS2021/G and/or rtM250V/L

4-4-3. LM

TRCOERT Fu 7#ENEI hay R TEEZ KT AEERS D, 2 har FU Tk
FITHRT v F—v A, 34T —, BEEREDFAEIZ/AR S, TOF (TEARME D I k
ay R TREEICEEO TR P ME, & SICERERISRES 2 5 0F9 2 fTREMES 5 Y, HIV
JEYYIE CIE TDF 12 & 0 K9 20% DREBINAL P i, SRERIRREE & 3k37728 212 HBV J&YIE Tl
J L7 F=200.5 mg/dL LA ED EF 7THEROBIZET 1. 7%, 1f1yE P @ 2 mg/dL K DAL
T LBUIHABND DA THDL Y, Fio, FE7T T r V7 RIGEBNZ3 5 TDF OENG 3
FHERBRCIE, A BB NWTIIF 27 LT F= o O FRRHE SR, WIh b BEE TR
SEHMRNARE TH o722, L LIENICBIT 2 EMEGOT — 2137 5B OFNE
ARBURDUCERE T 5 LERH 5,
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2%, TDF 513 EHIRICBAE & MG P OMEZ1TH 2 LRSS, BT
(VT F=0 7 VT T 50 nl/ oK) 3580 bIDREGNE, A SCEIZEV TDF

OEGMMFEE R T D 0ENH D Y,

IEHE & KBRE OB HEOIK T bl ST b, LAM I HELFNIC TDF o 96 M52 17
STEWEICLDE, Z7VLTF =07 )T T A0 50 nL/ 2y RIS T UZIEBIAS 3. 5%,

M7 PAEAS 2.0 mg/dL AR T LZJEBIAS 1. 4%88 Ly, HET F/LF —X BRI
HI7E (dual-energy X-ray absorptiometry; DXA)EZ W= BEEOHIE CIX. 96 HEE
BIZT - 1.4~ 1. 8%DIK T TH - 7= 29,

7. IOF OENWNE SRR CIIE 7 2 7 —¥IE, w2 V7 Fr3r—YlE4 T n<
M3 BNTEEDTZ 2, WIFRLREDOENTH Y, TOF & OB#ZIE < bt b b O Tl
WA, EESMETH D,

723, FDA BRI VGRS EIC B\ T, BTV 2 & D - tho R T F v 7 #AN TR
WEBRETDHIENTERNWESINDE T IV —CTHDHM, TOF Tt MIBT DR~
DIEBMEOFELIT /N E ENDE BT TV —B & S, BIE~OLZEMENEAEY, 20
FDA Zp A HE T BIERE IE S, BH SN TR0,

[Recommendation]
® TDF OBERT T v JFRIFIRIEEFIZK T AEITRGFTHD (L~ 1b, FL—
}\‘\ A)O

®  TIDF IIfERDZEET T v 7 BA G E I B OEFICH LTH AR TH S
(L~=v 1b, ZL—FA),

® TOF ORHFE TIit, BHEEE, /K P ME (Fanconi EMREEZET). BERED
ETCEETS (L~UL2b, ZL—FA),

® TDF #EHIIEHANCEHAE L M5 P OWEEITH Z L3R EINE (Lv
2b, Z'L—FKA),

®  TDF iIRIR~DEEMBLERE (L 2b, 7 L—FA),

4-5. TAF
TAF (X, BT e/ CTHDH TRV ZRAKR T IT— b CEMiLT-70n KT v 7 ThD,
TAF 1%, ZEELS IO N7 VAR —F—"Th 5H 0ATP1B1 <> 0ATP1B3 |2 L V) IFHlfIZHEL Y
AEND & TRV IR RS, D THEERE TH L7 /AU VR
(TFV-DP) ~& U {5, TFV-DP (X, HBV OB EEFEIZ L 0 71 /LA DNA ~ & Et
DIAEH., HBV ORI ZLET S, TDF & TAF LREEEIC TRV 071 RT v 7 Th Y, iHHE
I TRV-DP CTh 57, FFHIIEIZ A > 7-% @ TDF & TAF O HBV /EHFEF1X[F LT
H 5,
TAF [Z TDF & He TR NIZ R RAICIR D IAEN D Z &0 D 53 72 ITFHERE PN TFV-DP =
JE 21525 7o DI 7R 3R R B T 70 < TR &I TDF 0 300 mg (Z%F LT TAF 1% 25 mg
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Th b, TV, TAF X° TDF OHEREH Thd 5 TFV O 1L TAF TiX TDF &k
WL THI 90N < F 2 B AL D, ML TRV X, BEIRME ~DOHR Y AL Z R TIRFIZHRES h
DN, —RITRME BN OEEET Fa TNEREIZRDEI Fary KU ToORY A
T—EyZAEFELTCI bar NI TEELZEET L7720, mREOMF TRV 1B REE % E
AN D D, R FERICERE QM TRV IZBEERK e L LBET 5, Lo
T, I TRV BEME S H1 X 3D TAF TiE, TDF & e T2erinm B3 2 S s S
Do

4-5-1. FEApiEhhe

TAF 1% 11125 mg 2 1 H 1 BREAKEGT 25, KFEOZEIZITRVizn, RAREIZMD
720N, BAUMEMET B 51 BT 2 55 1 MRERIRERBRIC ISV T, TAF @ HBV DNA &1 %)
FACHEERFER 2 & PREEY CTh D TRV O 25 g2 B1X TDF 300 mg &f & L
LT92%ET 952 L0, & 3 FERRRBR CITA&E L LT 25 mg AR L-
D3, Y ENREMEATIZ XV TAF O M IREE R & A )L A ZLA0IEIRIC BB R <. BARA
xRl Uiz yahieiBi T 6, TAF 35 KOV TRV O3B AEIC AFEAE D 0\ 2 & 2 HERR
nie,

FIMEHRRRTIZZ LT F =02 VT T A 50 nl/sy L B ANEERETH - 7273,
JVTF=0 7 VT T AN 16~29 nl/ o OEHEREREE EE 14 6] & @A 13 Bl TAF
25 mg G L7125 1 tHE BN BB Cld, BEREIEE B 2I81T 5 TAF 0 AUC [ fERERL
AD 1.9 %, Cmax (% 1.8 5, TFV @ AUC | LR A D 5.7 f%, Cmax |£2.8f5FTH V| ERIK
B BB AR TIIARWV S SN, L2 > T, BHEREREE 2 A4 D IEGN ST 5% 5
T, 2 VvT7F=07 07T A0 15 nb/ 73U ETHIVUTHEFEIIAE L SnTWnD,
—F. JVTF=2 7 VT T AN 15 nl/ AR O BREREREE B I 1T 5 TAF OIRYHE)
RIS SN TNz e, 2L T7F =027 VT 72 AN 15 b/ REIIE T L5
BlE. TAF ORGHFIEZBET L2 L LTV D,

4-5-2. AR RER

% 3 FHEE AR ARBRI X ERR LR (A=A NF VT, TABVT AFH, TITAF
B, AR AFZVT, BR, =2a—V—F R, A= 8, L—~v=7, a7, ¥
YHR— AL o EE B Mo, EEBLXUUKE) & LT T, TAF 25
mg & TDF 300 mg % 2:1 TEEIELIZEI Y fF1F7= 1> 2,

4-5-2-1. HBe HUJRFEMEBII X+ D akiE (R 1 6)

HBe HUR ML A x4 & L7-3RBrit. &3F 425 6] (TAF 73285 f5i] (5 H HAA 21 fil) . TDF
N 1406 (DBHAANGH))) Zxgd Li- 2, T ANIEHET 18 /LA L. HBV DNA
B8 20,000 TU/mL BA B, ALT 285544 60 U/L #d, ¢t 38 U/L M, 7> EFRO 10 f%LL
T, ZVv7F=r 27 U7 7 AR50 L/ ETH Y | BRIMEREIZ HCV, HDV, HIV Ok
B, R O A 0E, FEREMEATEZE TH -7z, TEFMME H X, A2ET 48 I
@ HBV DNA 573 29 TU/mL Kiiij & 72 o 7o BE OFIE, ZaMIT 48 M E TOREFS, RBIK

43



FEAGSE B, ARMEIS OV TIEL ALT OIER AL, HBs fUR MRl - T ma s — g )
FibroTest Tkl L 72O 2 b, MHEEROHBETH Y | BRI O VW TIEEE
OB, MiE7 VT F =Dk, eGFR D L, BHROFBEHEL CTH -7, BEE I
TAF BED T REFETH -T2, TNLINIIEEEIL R -T2, 7/ XA 71, C 23 TAF
BED 40. 4%, TDF BED 33.6%, D 75 TAF #ED 31. 6%, TDF FED 30. 0%, B 73 TAF BED 21. 1%,
TDF BED 28. 6%, A 73 TAF BED 5. 3%, TDF BED 4. 3% T - 7=,
4K TIZ HBV DNA £ 29 TU/mL Ajifi OFERK 1T TAF 23 94%, TDF 723 93% CAH B A1X72 <, H
ARNTIZENZR 95%(20/21) . 100%(6/6) TH -7z, ALT IEFAL=IE, HHyuilEiLuE (18
mcLh b 69 A O AL - 43 U/L LAF, 69 il Lk - 35 U/L LAF, 18 7L L 69 miA
s DLME 2 34 U/L LU, 69 L L&tk - 32 U/L LAF) Cld, TAF 23 83%, TDF A% 75%,
HARNTIZZNZEI 94%(15/16) . 100%(5/5) Th o7, X 0 FEMEEDfE L\ AASLD HvE
(BBPE 30 U/LEAR, Zotk 19 U/LEAT) Tidk, TAF 23 50%, TDF 723 32% & TAF THEIC
ALT IEFA RN Em <, BARANTIZZNZH 70%(14/20) . 50%(3/6) T -7z, HBs HiJfalE
b3 72 Do T,

16 HBe I[RIEHEHIICIH TS TAF DB Xh: (48 BEF )

TAF TDF

i
285 51 140 {51 P18
- EfE 94% 93% 0.47
HBV DNA £ <29 IU/mL
BARAGEH  95% (20/21)  100% (6/6)
2 83% 75% 0.076
ALT EE&E1E Al E 2
B (RRAEEE) BAAGEHl  94% (15/16)  100% (5/5)
3 50% 32% 0.0005
ALT IE#1t (AASLD £ #) FIED)
BAANGEH  70% (14/20)  50% (3/6)
HBs fn[Rf2 M 1E 2 fEI 0/281 0/138

4-5-2-2. HBe HUFIHMEBNC KT 2 pkAE (1 7)

HBe USRI 2 5t 52 & L7-3ABRIZ. A FF 873 41 (TAF 23 581 5l (5 H HAA 35 fi), TDF
M292 61 (DBLHARANLLF)) Zxtgl Lz, FiA AN PR EYE, FEE
HH, BEIREHGE B % HBe HURREMA] & FIFE T, N4 T HBe HUlEMEAL - Er a2 R—
a UBMEIT S T, BEYRIIIERET R oT, 7 XA TIE, C D TAF BED

52. 2%, TDF £ 52. 1%, D 7% TAF £ 23. 1%, TDF BED 21. 6%, B 7% TAF B> 17. 2%, TDF B
D 16.4%, A 7S TAF BED 6. 7%, TDF BED 8. 6% Tdh - 7=,

A{KCIT HBV DNA & 29 TU/mL A O EERF X TAF 2% 64%, TDF 23 67% CHEZIX72<, H
ARNTIEZNZEI 63%(22/35) . 82%(9/11) Th 7=, ALT IEF LERIL, Rl EREAET
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(%, TAF 23 72%, TDF 7% 67%, HANTIZZIZI 85%(28/33), 7T0%(7/10) T o7z, £V
FEUEME OB LU AASLD FEYETIE, TAF 73 45%, TDF 2% 36% & TAF THEIC ALT IEF L3R
<V AARANTIEZENLH 54%(19/35) . 55%(6/11) T -7z, HBe HFUFIEMEALIL, TAF 23
14%, TDF 23 12% CHE AT, AAANTIZZNZN 8. 6% (3/35) | 0%, HBe Em =i X
— =3 »0E, TAF 25 10%, TDF 28 86 CHEZEITZR <, AARATIEEAZEN 2.9% (1/35) |
0% T o7z, HBs HURFRMEALHIIL, TAF 23 4/676, TDF 73 1/288, HBs tma/"—T g v
TZNEh 3/676 L 0 THEETZRS, AANTHBs HURBMEFIX 20> 72,

17 HBe MIRERIEHIICE T2 TAF DEZE (48 BEF )

TAF TDF p &
. 2 EF] 64% 67% 0.25
HBV DNA £ 29 IU/mL k&
BARAGERF 63% (22/35)  82% (9/11)
2 EF] 14% 12% 0.47
HBe n[RIEME1E
o BARAGEH  8.6%(3/35) 0% (0/10)
. 2 E] 10% 8% 0.32
HBe A /\— 3>
BARNESF  2.9%(1/35) 0% (0/10)
2 E) 72% 67% 0.18
ALT IEEAE (h oL AIE B %)
- R BARAGERF  85% (28/33)  70% (7/10)
EHEH 45Y% 36% 0.014
ALT IEE 1k (AASLD £ %) =P
BARANFESF 54% (19/35)  55% (6/11)
HBs fn[Rf2 M 1E 2 E] 4/576 1/288 0.52
HBs O /\—23Y 2 E] 3/576 0 0.22

4-5-2-3. BEEET u SRR S AT g (F18, £19)

R 2RBRO RN T, KT u ZIEHEE (12 B L) AR AR O A 5
IENT L7 R b RSN TS (R 1 8), BT T u ZIGRED & DIEFIZ T 5 48 1H
fifiRL0D HBV DNA f2PEAb (29 TU/mL Awi) =Ri%. HBe HUFFGMERITIZ. TAF £ 50. 0%, TDF #¥
52. 9%, HBe HUF &M CI% TAF B 92. 6%, TDF B 90. 3% T~ 7=, TAF BEOH N4 KRR T
T ZIRREEIC IS T 2 SEAIECCRERIT T 2 & . HBe HURBSMEFITIX 1 #1728

51.4%, 2 Al72 L 50. 0%, 3 FILL E72 L 44. 4%, HBe Pl FEMEFITIX 1 Al72 & 92, 1%, 2 #1728
& 92.9%, 3AILL I 2 HIDAHRTEH 7228 1005 T > 7=,

TAF & % ME TDF OB ED & D REH & FRak L= Tld, g7 - n Z15EIREO & HiE
BNZI 1T % 48 WEFE .00 HBV DNA FatEfb (29 1U/mL RK3M5) =Ri%. HBe HUFBEMER] Tl TAF
FETIL 52. 1%, TDF BETIiX 68. 1%, HBe HUli2 45 Tl TAF #£ Tl 95. 2%, TDF ##Ti 95. 8%
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&L RABRETH T, £, WTFNORET ORI I 1 ZIGHRIED & 2 FEF] 2R O Bk &

DB ERENE Do (F19) .

£18 KE7 IO BEREIZHIT5ERAEXIEE
48 JBEF D HBV DNA BE1E4E (29 IU/mL Ki8) 2

Ayl

HBe 1J&R
e R {55 PR 2

TAF

TDF

B& 1%
1 %1
2 %
3 %l

50.0% (66/132)

51.4% (38/74)
50.0% (20/40)
44.4% (8/18)

52.9% (36/68)

58.7% (27/46)
46.7% (7/15)
28.6% (2/7)

(=33
1 %l
2
3

92.6% (50/54)

92.1% (35/38)

92.9% (13/14)
(2/2)

90.3% (28/31)
91.3% (21/23)
85.7% (6/7)
/1)

19 BB7IOJAREICRITAHERAERIKE
48 AR D HBV DNA BE1E4E (29 IU/mL K i8) R
(TAF &3\ TDF D% 5 FE D & S AEHIEBR 5 LI=f24T)

HBe /R il e TAF TDF
RRE
o HY 52.1%(49/94) 58.1%(25/43)
I 7L 68.1%(301/442) 71.0%(157/221)
‘ HY) 95.2%(40/42) 95.8%(23/24)
i 7L 94.3%(216/229) 93.6%(102/109)

4-5-3. LM

4-5-3-1. HEFSR

HEFELIT, HBe HUFFRMEE]TI% TAF #ED 73. 7%, TDF BED 70. T FEHL L, 1REREK &
b Ll SN TEEWERIZ, ZNEI 13 7%, 18.6% T o7z, TAF BEOERENWEMIL, &
Ol (1.8%) . BUW (1.8%) . JE57 (1.4%) ., FL (1.4%) ThHH. 7L — R 3 ORIEH
L 3BITHBIL, FNENARIRIE, BIfTR, B APRE, BAERE (0.4%) ., 77 —8f
i (0.4%) . ALT #8401 (0.4%) TodH o7, 7 b— K4 ORWERIZ R > T2, GBEO#K S
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FIRICE ST A EFERIT, TAFEE 1. 1%, TDF BE 1. 4% Tho7=, IRRELEED H 5 EHE
BEHRRII -T2,
HBe UGB PEEI TlE, TAF BED 68. 5%, TDF BED 65. 8WIZFEHL L, TRBRMK L B &H 0 L |k
SNTREIERIZX, £ E 14.5%, 14. 4% Th -7, TAF BHEOERRIER X, Bl
(2.2%) . 57 (1.4%) . 8@ (1.2%) THVH., 7L — K3 ORIWERIZ3BITALIL, £
ZAUALT E5- (0.3%) . HFEESR B (0.2%) Tholz, Z'L— R4 DRWERIZ o7z,
TRBRIEDO B G- IEIZE > 7o G HEFRIL, TAF #£ 1. 0%, TDF #f 1. 0% Cd o 70, 1HERIK & B
Db % EERAEFZIIRN T,
4-5-3-2. FICKIT DMt
DXA JETHIE LT BEBEDNR—RA T4 U bOE{LEEZE 2 012777, HBe HURFEM:H]T
1% 24 8 B S CRBRE VAL ER Tl TAF & —0.26+1.89%, TDF & —1.34+1.99%, FTFHETIX
TAF Bf —1.11£2.58%, TDF #£ —2.27%2.95%, 48 B IL, KEREITALHS Tl TAF B
—0.29+2. 14%, TDF £ —2.16+2. 17% T, FFHETIL TAF #£ —0.88+2.86%, TDF ff —2.51+
3.36%TH V. TAF FECTHEICEBEDK TN 720 o 1o, 48 WRF D KRG LR E 5
FEDN 3% & HE 2 TIR T L7z BEOEISIE, TAF B 10.0% (27/270 1) . TDF &£ 33. 1%
(44/133 B) . BFHEFBEEDN %22 TR T L7zBEOBIGIL, TAF B 22. 1% (60/271
%), TDF #f 39.1% (52/133 ffl) TH 7=,
HBe HUEGIEGI Tl 24 JHRF R CRERE YTALEE Tl TAF £ —0. 2441. 87%, TDF £ —0. 92+
2.03%, FFHETIZ TAF B —0.62+2.65%, TDF #f —2.33+2.52%, 48 WAL, KERE (L
E3CIX TAF £ —0. 10+£2.29%, TDF #f —1.72+2.57%, FFHETIL TAF £ —0. 42+2.93%, TDF
B -2.29E3.13%CTH Y, TAF HETHREICEEBEDIK TR0 o7z, 48 HFE S D KERE
SR WAL= 3%%3&1&&?%%%@% L. TAFB¥ 7.6% (41/537 i), TDF #f
23.6% (64/271 f5) ., FHEFHEEE 23 3%aH 2 CTIKT LB OFIG X, TAF B 18.2%
(99/543 {51]) . TDF B 37.6% (103/274 f5) ToH -7z,
B, RBBNOWA LEDH D VITA v F B a—T 4 — A TIEEEILFES 3 FHERRBRIC R
u%%%“% B D WTER CRBREEACE) 29 OB BERNE SN ER#l ST
2, FEERIIIRBRE LA (hip joint) OBFEBENHESNTND, KA FT7A T
BN Y= 1 ok — L,

£20 BITHIHREM GAEFMAKE 48 BN ROEEEET)

HBe #1/R R4Sz TAF TDF p B
-~ KEEBERIE —0.10£229% —1.72+257% <0.0001
Z)

EH —042+293% —229+3.13% <0.0001
- KEBEEGIER —029+214% —216+217% <0.0001
= EH —0.88+286% —251%+3.36 <0.0001
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4-5-3-3. EHERBICXIT DA

TAF FECIIB O HEERAEFLY, REPILICELIAEFFELR, &5V I Fanconi EfE
BE72 E O R MIE BRI . B AR RITRD e h o7z, HBe HUREGEI D TAF FED 1 4
T, JBBREKFIE 2 BRI HINL A > 7 L U FOABHEIC L 2 AR RENBO bz
25, TRBRHYEEANIC X V0 IRERIE & OB Ll S e,

RFSREIC Xt 2 et 2 2 1IRT, HBe HURREMGITIE, 48 HEFROMIGS LT F=
YDR—=RAT A O b EIX, TAF BT 0.0122+0. 0913 mg/dL, TDF £ CiX 0. 020+
0.1030 mg/dL THEZITRD RN -T-, 48 BIFSICB T A RPEAR 7 LT F=r
(UPCR), JRFTNT v /7 LT F =t (UACR) DX—RT A b DAL TAF
BECITRRENZNEH 5. 5%, 0.5%THDHDITH LT, TDF BETIL21. 3%, 7.0%TH 0 7=
IR TR, IR ME R E D~ — I —ThH B RPLF J —LHEEER RBP)
JLVTF=HBRXORY B2 7u a7 ) I LT F oV EOR—AT AL b DR
{E=RI%, TAF BECIEHRIEN ZZA0.5%, 1. 1% ToH D DT LT, TDF FETIE 26. 3%,
35.9%Td V. TAF B CU R MEHERERE E ~ — I — DIEN G RV ho 7o
(p<0.001) ,

HBe PUFBGIERGICTIE, 48 HEF A DOMIE Y LT F =2 D=2 T A Vb OZELRIE, TAF
FED 0.009+0. 1238 mg/dL 2% LT, TDF #£1% 0. 026 0. 0948 mg/dL T&H Y. TAF BEIZI
WCHEILZ VT F = AEOHEEN D)o 72 (p=0.02), 48 I 50D eGFR-CG D~— A
TA DB ORI, TAF BETITHREAY —0.6 mL/312%f LC, TDF #EAS —5. 4 mL/4y
Tdh-o7= (p<0.001), 48 FMFH D UPCR, UACR D_— R T A b DAL, TAF BET
X RAE A Z I E A 6. 2%, 10. T% T D DIZxF LC, TDF FETIX 15. 3%, 16.3%TH 0 =N
IR TN, ENLIRERSREREE D~ — D —THD RBP/ 7 LT F = B L ORYF B, 2
ruara7 )/ VT FoUOR—RAT A U0 b O, TAF BECITHREN &
NEN~0.6%, —b5.5%Zx LT, TDF #ETIE 24. 9%, 40.0%Td V. TAF #E TUTALIRAIEHERE
W~ — I — OHENFEIZD o7 (p<0.001),

4-5-3-4. MR ~DZLEM

FDA SEHIAR VLSRR /3 JEFLHE DS PE I SN E DB EHT STz, TAF IR 2518
SNOBZEMEIZONTE, FEEOHT T —HRENTE LT, BRI CHlKN=ET v
AT 7en,

4-5-3-5. TDF /& TAF ~DY) 0 # % L etk

55 3 BRI IV T, 96 MO “HEMRBINK T L TA =7 TV HICBAT LI
541 BIDRAEAS 2017 42D BASL AFRFRS TR E N 27, Z O CEHEBEMRMIC TDF 23 &5
ENTWIIER TIIHEIC L 0 A —TF 2 T ~ULHIZIL TDF 725 TAF ~D8) 0 B 2 3 1hi
7oo ZHUD 180 JEFNZR W THI D B2 L DA E L BB REN T,
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®21 BHREICHT IR CARMAE®E 48 B RO ELE)

HBe /& TAF TDF p {E
mEFEILT7F=> 0.009+0.1238mg/dL  0.026+0.0948mg/dL  0.02
RepER

6.2% 15.3% 0.064
L F7F =tk (UPCR)
Rep7ILIZ
1k 10.7% 16.3% 0.087
L F7F =tk (UACR)
fRdr RBP.”
—0.6% 24.9% <0.001
ILT7F=L
fRep Ry alyy
—5.5% 40.0% <0.001
ILT7F=L
mEFEIL7F=> 0.012+0.0913 mg/dL  0.020%0.1030 mg/dL  0.32
RPER
5.5% 21.3% 0.062
L F7F=2 Lt (UPCR)
Rep7ILIZD
(=X ’ 0.5% 7.0% 0.42
L F7F=> Lt (UACR)
Re RBP.”
0.5% 26.3% <0.001
ILT7F=E
fReppzonsnJyr ./
1.1% 35.9% <0.001
ILT7F=E

TDF $¢5-#£D 96 JKRF T HBV DNA f2E(k (29 TU/mL) =RIE 88% Td o773, TAF IZHI Y
ez T 24 %1% 88% TLAL A A h o 7=, ALT IEHLERIZ TDF 5 96 MR Tl rp ek dy
BEBAYETIX 8% T 7o b DAY, TAF ITHI D 2 T 24 W 1T 89%IZ - L. AASLD AL¥E
TIX 4T TH 72 b DD 63% LA L7z,

R—=RAFGA DD VT F =07 VT 7 A, TOF B5-Bth#% 96 B R Tl -
4.8 mL/%30%, TAFIZH)Y B2 C 24 #t41L 3.6 mL/ /0L TlHEIE L, 96 @EESTY LT F
=27 VT T AN 0 b/ SR TH o7 120 FllZBWTIE, Z LT F= 27 0T T 0%
DR RAEDS 76 mL/5376 81 mL/ /3 ICA EICSE Lz, EfRMEHERE D~ — 1 —T
HHRBP/ 7 LT F=UBXORF B3 7u a7 )y /LTI b U0 X
IV AHEICUE LT,
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R—=2 T A 2D OEEED LT, TDF #5514 96 M8 BF S CIERBEE UT Al
-2. 1%, HFHET -3. 1% T o7 b DA, TAF ~DEI Y 26 24 WBZIZITEN TN -

2. 1%, —1.6%F Tz L Tz,

4-5-4. AR

IEANMEORRFNEL, 48 WIFIZ T A W AFET LA 7 AN — %R BE . B IO 24 HEF
PIREIZiBR A2 Pk L, FIEREO HBV DNA 73 69 TU/mL LA ECTH 7B EERHRE LT
— I TR R T o T,

HBe HURFEMERITIE, TAF BE> 2/285 1 (0. 7%) . TDF B> 2/140 ] (1. 4%) A4 &
otz 3PINTANARRZNT LA T AN—ThHo7-, TAFEED 2 FliX T A VAT L
AT ANV—ThoTeh, KU AT —8 W GREERFIROBINIAN— AT A D OEAL
IZFBO o7, TOF BED 2 5l ClI HBV DNA BN 72 W\ DITHT IS TE e o 7z,
HBe HURIGIERFITIL, TAF #E> 22/581 i (3.8%) . TDF #ED 12/292 il (4. 1%) ﬁ§ﬁ¥®?i#£§
Elpolz, TAFEE22 6] (DB UHBINTANAZNT LA 7 Z0—) O 5, 13 HITIE

U AT —8 /R GRS IR ORI R— AT A b OZEIFEEO T, 4 #IT i%ﬁw
TET, 5 FITIIZMMENL OB A RO, RAFENL OB A2 h> > 7=, TDF #E 12 Flidw
TNETANARFHT LA T ANL—ToHY, ZDOHH 6 FITIIRY 27 —8 Win GRS
FEILOBLINTAR— R T A S OEALITRD T, 2 FI TN N TE T, 2 fFlTiEL it
LD EHLZ TR, 2 FICIRFERL OB %867, TAF B L TDF BEORIRIZINT, 2 4]
PLE TR & 7= ML CO@EHLT A2 < . TRV THPEZASITH S e s o 7,

[Recommendation]

® TAF OEEET T v FRIFIRIBESICK T D EIEREFTHD (L~ 1b, ' L—
KA,

® TAF IR T T v FRIKNRED H HIEFIZK L THAEZTH S (L)L 1b, 7
L—TFA),

®  TAFITDF & B L T, B#BREECEBERTHDRY (L v 1b, L —F
A,

® TDF» 6 TAFIZEIY R 52L& T, BEEEECEFEERTAHRETS (L v
2a, 7 L—FKA),

® TAF DER~DEEMIZONVTIEITET VUV ABARN (UL 2b, FL—FA),

& JLT7TF=VIUTITUARNIE ul/GREIET LizBEaiE, TAF o EHIE%
ZET5 (L6, FL—FB),

4-6. BT a JE Y A v AS~O%HG

4-6-1. LAM it 7 1 L&

LAM i 7 A 7L A M204V/T <2 L18OM+M204V/T 25 HHEBL L 7 A L R BN 5 & T4 & F8IE
TOEREMERE <. Lvb —H ORI CITIFR P EIE(LT 5 2 LN HE ST D 16
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29 U735 T LAY 7 A L 23 B U 72 BRI 7 A VA KNS X D IR B LI TH
%o LAMTME 7 A L 2% L THL Y A LV AER D388 B, BIE B AR TREREH 2 & 25 D
I, IFN, ADV, ETV, TDF, TAF T& %, IFNI(Z L > T LAM 7 A L A2 K B IR IC% G
THZELHLBEITFRETHLN, BIEANHRN &, BIXOEGHRARES LT
B2 ENHERTH D 20 20 g7 u 78K 5 B BTV & LA it 7 A v ATk L
THES % & ETVIE LAM i &7 A /L 256 5 S AR 2 ETV e 2 Rs o 72 7 A
NVABHBLT D ATREMEDR B D, L7cd - T, AZAXMPEOBLE G IX ADV, TDF, TAF 2AH %)
Thy, RHRZ2EWERHOBLEZ G 5 & TDF, TAF 23 igiRfik & 72 5,

4-6-2. ADV it 7 A /LA

ADV MiPEZE BIZIX, HBV AR Y A 7 —BWiliRE S (reverse transcriptase; rt)fEIk®D
rtAI8IT/V, rtI233V, rtN236T NG I TS, ZDH 5 riN236T OE L, LAM B X
O ETV ITITRZ 2R 5705, rtA181T/V DZE T LAM ESZPEAMEVN 2 & 23, in vitro,
in vivo IZBWTRENTWSD & 2V TDF, TAF % ADV [t o7 A /b 2256 L ClRE o sz
ETFRH 50, BRENIZIGER RN D D, LM MPE ™7 A L 22545 LAM & ADV fF 9%
HEE AT L7 132 BIiC BT, ADY BHARIRIC 3 61, BRAAEEIC 2 ] (At 4%) TEAImHE Y
ANVAPHBELTHD ™ bBETIXADV (X3 & LT LAMEFICH L THEA ST D
728, FEEERICIBNT ADV PE™7 A L &%, LAMAS 5 Bt & RIS 5 S A
ANVAToHDHZ ENZ,

ADV it & A4 B IERFNTxE L C, TDF 300 mg OHAMEEE & TDF 300 mg & ETV 1 mg OFf
MBI IAEZ BN D 11 U7z e BR 2SR = s O s S iviz 22, OFREIEICEID (i s
7o REIT 48 FHF A5 C TDF BMPRIEICY) 0 B2 7=, 48 HIF 5T HBV DNA [ k=13 TDF B
AFET 62%, TDFHETV OF EE T 63. 5% & A EZEN o T, A EMATTIL, HBV DNA £ &
ADV (Z%}9 % “EZE R (rtA181T/V+rtN236T) MM AREhE L BEd 248N Th o7,
4-6-3. ETV itk 7 1 /LA

ETV it 1% LAM fHPETdH 5 rtM204V & rtL18OM 7 X/ FRZAEFIZ, rtT184, rtS202,
rtM250 DWTNDT 2 FRER NN - THELT 5 9, BTV itk A LA 12k LTI
LAM 3 A X238 % A3, ADV, TDF, TAF /IR XIMPEA 272D, T b DR HET
b5, EBE. ETVIE Y A L 212%F LTIk, LAMFADY £ 7213 ETVHADV B FIRTE D20 B3
HINTND 2 20 —J5  LAM+ADV {f %1% Tid HBV DNA 2L 235 543, LAMHTDR
DFRBIECHRERNRGE LN VI WE L H D *9, TDF OEWNE 3 R TIL, ETV HAl,
& DT ETVHADY OF RIS RPN 2 78 L7EBINZ 31T 2 ETVHIDE ff FH O P E0 R S
7= 20, FE 7= TAF OWFESMERBER TlX, TAF HAIOFEN R Sz, ETV it a 3 50E
BNZ% LT, TDF 300 mg O HAEIE & TDF 300 mg & ETV 1 mg OOF MG EE/ESE Y
fHF U7 RBERBR SR 5> D | S A7z 29, 48 JEIFA T HBV DNA &ML =8(% TDF Hifh
BET 71%, TDF+ETV PEHEET 73%kﬁi?5b>f;ﬁ>of_o S5 Befif ATl HBV DNA & & ADV
TRIEE DR RN L BET 2 HERIK T Th o1z,
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4-6-4. TDF « TAF [t 7 A /L A

BIE E T naive BllZxtd 2 TDF 541, TAF 501 TRtk 7 A /L 203588 bt 1372
W, HIV & OO T rtA194T (+rtL1SOM+rtM204V) 75 TRV it BER 4 5 & s S iz 20
N, EOREREOREIL e STV, E72 ADV it T 5 rtA181V+riN236T D4R
in vitro ®FEERT TDF OEZEZK T S5 EWiE Sz, EFEOK Tl TDF Oz %
DRI TND 2 LosL TOF bR T a7 #AITH L7290, itk A L A2 LTk
LR EMMNRMBITALETH D, 725, TDF OB D EEHRRER (Study 101 1B
L O Study 102) Tix, #5554k 72 M55 T HBY DNA &#73 400 copies/mL LLEDEE
LAM & B OMHPEEAL 2 FFo A R U v Z B O RFFA SN TEH Y . TDF HAI DR
BB W TIRIEIRN AR L R D AHEEMEE SN TV D Z LICHLEERLETH D
20 T, LAM 33 KOV ETV A 7 A LV A2k L C ETVATDF % #5712 7 A VA2 T
LA 7 AN—% 0 2 UTIERI DS S iz 29,

4-6-5. ZAIMHED A LA

B ORET Fa ZIRIEEED & 2 EH Tk, HBV DNA OBEUE AT 33\ TERAIMREZE B A3
BEINLTWDHEEEREV, Lo T, 26 DOZHIMMED A /L 2125 LT,
ETVHTDF, & 2V MT ETVATAF 72 & BEBOBEET F v 7 OMAE HOE TR T 2 LE)
b5 (F22), &<IT, LAMIPER ETV MiFMEIZ X5 ADV @ add on VEHEIZISIT HIRHRN
REARBEBITIX, ADV —EHERZEGOEAMMEEREZET 2RSS0, TDF HILTIX
TBFENE D+ Tl alREME 2 i < . ETVHIDF PR3 HESE S %,

®22 BT IOJHAIHTIMHEERDOEZ R E

TDF - TAF

M204V/1
L180M+M204V/1
A181T/V
N236T

L180M+M204V/I£T184G=*=S2021/G

L180M+M204V,/1-£1169T +V173L +M250V

[Recommendation]

® LAMTHMEY A /LR ETV it ¥ A VRt L Cik, XD 72y TDF, TAF 236 %)
THd (L_yr2b, FL—FKA),

® ADVHEY A VAR LT, TOF & TAF i3, BEOBRZMET2RH S b00, HK
BIZIiZEZITH S (L_UL2b, FL—FKA),
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® ETVHE Y A A RiZxt LC, TDF Bifht & TDF+ETV fFREIE DR ESIRIIFETH 5
(L~yv1b, ZVL—FA),

® ADV “EME Y A VXX ADV - ETV ZAIMHE Y A VA2 Tk, TDF Bl 3 UF TDF+ETV
PERBIEOBEDEP BT D (L~ 1b, ZL—FKA),

® ADV iR Tk, XV EHEMREWZ EAREINTWS AV —EEREZFTHE
ERHB, ELITHAETIX ADV (F3EIZ LAM TR ETV fittB1i2 %t LT add on
BRELTERINTWA LD, Z 9 Liz LAMADV 3 %\ ik ETVHADV OIREEI RS
BAANZkt L Cid TDF Bl CIIIBEI R B3+ TRUOATREMEA & < . ETVHTDF fRA A3
#EIND (L 2b, 71— B),

® HFEE T naive BllZx§ 5 TDF <° TAF £ 56 Tt v A L ARTWH bz & v o #H
Hix vy (UL 2b, L —FKB),

4-7. BT S u ZiREO T Ik

B BB ME T FETE ISR T D T F- = IR, IFNIRIRICEL L, HBV &7 & A 7 IZ Bt
R FRNLT A VAR ERE L, ETEWER D20 WS RERH D, EDO—FF T
fa7 - a ZIREICIE, RIS O SEAIMMPEZ SR O HBLO FTREMEC R IR 51281 5
LEVEPHER SV TWVRVE, 70 b NCERRIFRER & 5, EiE7 T r 7 15%IX

HBs PR DML Z B BIE L T 528, %7 LB AL TIERV, Z D7 HBs FLR AR
L L722< THEkA ZBERIC L VIBROFILEZZBET 256030 5, 7220, ZB7tn s
BUAN I LRI BRI R DR T 5720 8 (D20 MIC X 0 EET )1 ZiRE O H
1EZRFTT 25 AR, AR A R LIS SWERIZ R L, Wk ATEE &HIlT S 7 e fil 4 5
RUTERT Fu 7iaFEE I 22 ENEETH D, £i2, BT e 7GR PIE#O
1BFREN R OFfeE, O\ TIL HBs HUREME(bZ B L C. BBET 7 1 7 )5 IFN ~RE 2 4l
DX THOEET a7 # 5% 73 % sequential FENHKA LTV D,

4-T-1. BEEE T J v 7 5HP Ik D&t

KT 1 7 OFLT A L AR ERIZ HBV DNA ~D W G2 HET 5 2 L TRESH D08, T
MR DOEENIZAFAET D cecDNA Z RS H D Z LN TE W =®, I HBV DNA A3E2E(L

LTCHEBET 1 7158 IE#ICIZ 20 cecDNA 2RI & 720 | oA L 2GR B LT

FRDBFEBT D 20, L3> T, IfH HBV DNA Ot b A& 1418 7 F 1 7 1a % kO]
Wikt L 2% Z LT TE AR,

ZOEHREGA, B a7 BEF, BXOmBs fURNERR~—h—L75, BB =T

HHURIIER T - a 71T S ceccDNA & FERIEOHEZRT Z ERHEINLTND 2
20 EBRIC, BT r 2R IR ICFR IR UIEGIOMETTId. IEFAERIT A
REICHE L, IB 2 7SR ENSAEICEME (3.2 vs. 4.9, p=0.009) THDH I LIREN
29 CHB = 7 BhEGUR LR T a JIRR T IO L 70 O D RREEN R S, F

7=, HBs HUR S HB = 7 B PR AR IR 7 T 1 7 O WHRGAE O FBEN LB X 5
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o, BT J v ZiEE R IEREO HBs HUREAMEAEORE (<1,000 1U/mL) TIEHIEEZOFIR

BENHBEIZIKETH -7 (18% vs. 63%, p=0.049) »V,

VbR B AR E 2 T, BEASBEIIICEE 1B BT X O T I 0 IR BI1T 515

H R IEHEDIERR IR T L2 B Li2A v ¥ — 7 = v UIRROA RIS 28198 128

W, BT T a ZIREO T IRICBET A HEHBER S TS 20 39 R NREHR2 3

R, 2D IO MBS Z - TIEFINC OV C, HIkRFD HBs Hi & & HB =2 7 B

HPUREEZ XA a7 L, BFIAaTNOHBROY 27 & 3BT THREIFEZ FHIL TV

% (F24), FIEEINE, “REMICIEEEMES v U 7 OdREE, BIH ALT 23 30 U/L AR

7> HBV DNA &% 2,000 IU/mL (3.3 LoglU/mL) RiiIZCE TIK T I 5L LEREINT

W5, BET T a ZIERERP IR O RH TR ICOWTIIBR A TIE 622 TRV, B

PRI TIX, 2O XKD RIFFEWES v U 7 ORIEIC2 D & FRADOHEITIZ e < FEE

BRI 5 Z ERME SN TG 10 #20,

[Recommendation]

o BT Fu ZEHItD» OREERICBIT 2 LESMHIL. OBBET 7 u 7 vk
HUERITIIFRBRPEEEICA DL, RICEELRT 2ERERH D Z L & ER
E., BERICTHSEHRL VD, OFLEEORBBENFETHY ., BALTHHE
Bkt FRETH D, QIFMMEL S RE T FREEN R TH YD . FRSERL
TeHE THOEFEMLIZSVESTHD, OD3EETHS (Lv4, FL—FB),

o ERT v JIRRF IO DREICZRIT 5 LESRMIL, OBRT 7 v J15RE%
#% 2 LI BB, @ IEREMH HBV DNA (U 7V A A PCR ) MSBRHRELLT,
@ IEFFIi F HBe FUF A2, D 3HETHD (L4, FL—FB),

o BT ;v iEEHILRO Bs iR E L B a7 BEHFRICLVERI 27 0F
HINFERTH D, BY A7 BHETRERT e /aEkErsEE Ly (Lvde, 7
L—FKA),

23 BEB7IOJVARPILOLESEY

BEERICBITARESY

BEET O RRPIE RIS RBRANSHEECAON., KICEELLT SRBIERMENDH

BHIEEEXRE. BEHICTHHEMLTLS,

FIEROBBEENAIRETHY . BRL THEYGERH LN ATRETH S,

o FRMENEETHFRENRIFTHY. FANBRLIEETLEELLIZME
BITHS,

REET O BRICBITARESH

o BT OV RRAMIAE 2 FLULEEB
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e rhibEme HBV DNA(!)7ILAA L PCR %) ARHEELLT
e rhitErMme HBe HIEMFEM

®24 BRRT7IOJBERDIEROBRIRY

o 1FBF HBs $i/RE (IU/mL) 237 HiEEHBa7EERRE R37
(U/mL)

1.9 log (80) Kii 0 3.0 log Kl 0

1.9 log (80) LLLE 2.9 log (800) i 1 3.0 log LAE 4.0 log K& 1

2.9 log (800) KA E 2 4.0 log UL E 2

BRRURY | BR37 FRIMIhE | FHE

PiEFEELTHKEVE,

EYRYE 0 80~90% | =L BURVB TLHRBREMNNEFET
2=, BRICH T 5 RITNEATH D,
KRICE>THIEZEZEELTHLVE,

YR EE 1~2 4 50% COETIEH. PEOFHPOAHEESEISICE
HTABENHD
BEOBELHREINDE,

=R E 3~4 10~20% | f=1=L. 35 AR TIEPLERBTIEIN L]
30~40%TH 5,

4-7-2. sequential J&EE

AR OOI@ Y | R 7 )7 71X HBV DNA EHLZ il 9~ 2% © D D cceDNA IZIFMEA LR ol
%L, IPNE, 7 A L AHEINHI RN DS, fig EHIRE~D 7 A L AFURE R OB 72
CHEFOREFRIEMZA L, 72, BREK TROBIVANVADRB T 5, 295 L%
Zenn, Y S u 7 IIN 20T 5 2% < ORI A S Tn 5, PEHFRIEIC
X, FIREOERRIE . BT - u ZE I ERIM IFN Z20FH L, £ 0% IFN IR
DA TEIRT T v ZIaR 2 /& T (8 2 WIS Z2 LI IFN IS8 0 B 2 TR T -1
TIRWREHET) T 5 sequential BRENH D, HiIE ORIFHFFAMIEIL TEREROHER” %
HEJE LTIThT=28, Peg-IFN & LAM O RIEHFH Tix, BEPIITH T A LV ZZEN S
WH OO, TR THITIT Peg-TFN HIMIER L 1T RIEDIREDR Ch oo LG ST
WD &2 RD LR o T, BIRESTTIE IRN SRR T v 7 O [RIREGE A SRR RS M
THENI TR BT R TR,

sequential JEEIL, FRFOFH] & RARIC “TREZVROHETR” 2B E 3556 L. BT
a7 EGHNCBIT D RP IR OFREROMIE” 2R E T L5 KRISND, X
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). IFNJRHEEES) T d - 72 HBe UG B BB MEAT R 14 fil 2 x5 & LT, LAM 20 15
%2 4 [ IFN ZGFH], 2 D1 IFN BUMRIE A 24 1T 9 sequential FRIEDTTHIL,
HBe HUJR w2 /R —20 5 L 32 45%, HBV DNA F2E{b=R 57% &\ 5 RAF AR TR ARE A3
Serfaty HIZ K VESINZ 2P, Lo LED#%, #ixZe7 v b a—/Z X% sequential
FIEDMTONTZD, RO B RBRITR S TR0 29210 bREIZEW T,
Ll e L FIFZEIC T Serfaty & & [RIEED 515 T sequential JEIENDTTOILIZN,
historical control {2351} % IFN HURBEIEICHE L, AERIBESROM EIZERO o 7=
ZmoL#L:@&ﬂ;%wf\%@W@i&hEﬁum%ﬁ¢Kmmﬁﬁ@&ﬁkbkﬁ
Bl CTHDHZ EIRENT-, F£7-. ETV & IFN @ sequential FIEIZBWTH ETV &5 H 0
HBe PUFIEMEALEI CIXEDIBINEERTH L Z ENMESNTND X, ZH Lzl &nb,
BAEDMREIZIBW T, sequential JIEIX, BT T 1 72 X HIBHRAFEOHRE HY &
THOTIERL, BT a7 IRREEZEICHIET 2 HiEO—28 LTES T LTE
0. HURTIEELE LT “BRE T J v ZI5% T HBe HURBIEMAL L7ER], & 5\ % HBe #i
JREEMERER]” DBt & 72> TV D,
il 7 a7 G OIRFEEN RN BAFTH Y . HBV DNA EAMEAE THERE S TV BIEFIIC %
J 5 sequential FEIEDE L F oA ITITE A E/2V, Ning HI1%, HBe HUFEHIERFI*}
LTCETV % 4 4ERI#5- L. HBV DNA £ 3.0 log copies/mL AJij, HBe HUJFH: 100 PEIU/mL
Kl & 72> 72 102 IO FEFFREASEF KT LT, Peg-IFNa —2a % 8 H[EIHF A%, Peg-IFN ¥
MIZH) 0 B 2 T 40 W 5-%1T 5 sequential JEIERE &, ETV fikkeie 5-8F & O IE/ER LI
EERBR 21TV, HBV DNA BNZIE =N 72 Do 7228, 1R O HBs FUFEEMEILIX, sequential
PEERECER (2T%, 4/15) Tholz & @iE Lz,
BUE, [EASEAVRIICS T, BT e s nEMERSG S, BBV o= ha—b
N BIFRTER Z x5 L LT, Peg—IFN IZ X 5 sequential FEEDE M & 222 OFL %2 H
& T AT XA BRI Th TWb, BRFSIZE W T sequential JEIEZHELTT 2
FEHEIT TS, D7 < &b HBe PUB DS REMEAL U 7 E B & 721X BB, 7 2 HBV DNA A3 FEfe
EtEOREFNZ ) LT, HBs FUfatE(bA BIS L TITON D Z ENEE LV, 4% =T
VAMMEFE I, sequential BEEMEIT T RE M RAMEIC/R D Z ENRIFFEIN D,
4-7-3. KT o JiEET IS D\ T sequential FEIEK T 1% O HIRE
BT o Ji8E., &5\ T sequential BEEFILBICH R THAT S & BEREMK LD
AREMERN BV | BB KRE U CRIREDNNERIGE N B 5, Rk O JEA 5584 A5t HEIC
WT&MTTU7ﬁﬁ@¢i%@ﬁﬁﬁ@ﬁﬁ@méﬂTW5o%5@%@ﬂﬂ6\%%
BN ITEEIME S ¥ U TISRAT LIIEBI 0K 2/3 I8 W T, BElET v Z IR k% —iEtE
@ HBV DNA B F 721X ALT EH- 258 TE Y | HBV DNA & F 721X ALT O EFAFIF < Tlzkt L
TIHEFBOLEIT RN ENHLMNITR > TND B9, 72721, MT%UAuLitﬁ
HBV DNA % 100, 000 IU/mL (5.0 LogIU/mL) LA Lo EH 2375 HASHI FETE
@@%kUTK@ﬁ#éﬂ%ﬁmﬁ<\ﬁ%ﬁ%%ﬁ#m%?%ékﬁ%énfwéo
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sequential LK T BIZIEFRROMFANA A HIVDH DY, FHER AT 9 72 O HAETBUE
BHHTH 5,
[Recommendation]
® sequential JIEIZ, BT 7 v S IZ XA BRESROERE B L T5DTIEHARL,
BT Fa /ERERECHETEHEO—D L LTHE ST b TWD, BlkR
(2B T sequential JRIEFHELET D AR R EREII RV, 72 < & b HBe HLRDS
RaME(b U 7= E 7 1 XRaMEBT, 23>0 HBV DNA A3EHeRatt: DFERIZ T LT, HBs L
itz BIE L TiThhs Z EBR-EE LWV (L L6, 7 L—FKB),
o BT v SigEik#%, ALT 80 U/L LA %7213 HBV DNA & 100,000 IU/mL (5.0
LoglU/mL) PAED ERZRBOHAITIT, BREAICHERBIES ¥ ) TICBITT5H
BHIELS . BIEREBERITR&ETHD (L4, YL —FB),

5. IBYERFR - FFEEZE ~D %t
-1, JLUANVAIEFEOFEAR T # (X 6)
5-1-1. 1BMTR (MIENAER)
Peg—IFN {592 Clid. BB ZRE L721BHIC LV drug free THEiBiAY72 HBe HLiE 1 =1 0 /X —
Ta v, EHITHBs HURRBMELAE B LD WReMER & 0 | A CHEAMMED e, Eo, i
FB TFN TI 35 ik PL RIS W TR R AMK T L7223 9 [EINSF O Peg-TFN HARHER C
%, BV 7 Z A 77 A TR RSO LSMTITIERZIR & 7 2 A 7 Flinl A B e B
1372 < BESRT IFN CTIRIBHIEPIE L STV HBY 7 Z A 77 C <0 35 kLA LT H AL
B L S0 2L B0 = b ORI A E 2 BMERFR ISR B #IENE TlE, HBe #ii
JRBGME < B2MES° HBV &7 ) & A FIZh o b3, JRHAIE LT Peg—IFN HUMIEHR 2 55 — TR
T 5, FRlZ, BHEHESERMGRE 0 L, BlET ) v 7 85| 0 Bk B 5% a8 L 72 EG]
TI Peg—IFN 2355884 & 72 5, 7272 L. Peg—IFN OENBRIKFAER TiZ. HBe HUFISME - 2
PEVFT I ORET & R GUEFI D 95%LL E23 50 iA# T 0, 50 il EOIEFNZ 31T DA 8%
I FICHEES L TWARW I F7- HBe HiJfi kw8 —2 g 3RO HBY DNA fatE(baR
MRFTLHE < IEenZ & flx OIEFNZI T DIRERTOIR T RN RETH L 2 & T4
SNHRER R E 2+ L, RAEEZGL 2 ENUETHD,
— 05 BB EIT K D Peg—IFN AN SEF], #RAEL 3R LAFBEZSIZ 2 - T D Al RetEDS
EVES 72 Tk, BEMEMMERZ B E L TR SERET S 1 2 (ETV, TDF, TAF) (2
K DVBIAAT 9 Peg-IFN NBIIERNZIE, FRAMEIZ LV Peg—IFN VR & Mif T LA372 W VEHS
Wz, FEHREZ BR U7 ECRNBRZ A E LR VER b & £ D, 7272 L, ETV R TDF
BHGRBIZ N T VAT I F—ERERT L2 ERNH D720 M SEE D PEEEL K LT
FEGITIX LAM OGRS 5 20, 152 RN 7 5 WTREME DS MW E-EITIE ETV,
TDF, TAFZZERH 4% 249
Bl 7 v 7 8EI AT 2 56020, ARG D U R 7 23072 ETV, TDF, TAF 7355

57



—BIPFETH 5, ETV, TDF, TAF IZ XDV ZBRLET D ICh o> Tk, BWIkiR 503 LB
L BHEIIDR N ODMMEERO Y A7 R H 2 L EFSICHL, REEHEL &
MLETH D, FTERALE DL WIIERT OB T T 7 259 558121,
fEFFIEED Y A 72O T H 3 IZFB T 2 L ER3 & 5, FDA JEAING VT fa s /i e ks
W, TDF (Xt b COEBMEOHLIT /e NWE SNDE BT TV —B THLOIZR L, ETV 25
DO T Fu FRANIEREE BETH N TERNESINDE AT IV —C TH
ST, [FAGFITBERE L S TER Y, STV WD, TAF (22U CUE[A s Fa AL e
DHT TV =PRI TR, TAF DG REA~DOLZEPEIZONTE, BRI =E T ANZ
LW, FEMRGICRI 2R E, KP IUE, BFEEK TR EORERICOVNTE,
T3 IREAN LI T 5, TRIRBIAGI I B REIE S | (K P ME, B IAE - B FLRRIE 238
DEATE, BTV 3 DU TAF 2355 8RR L 72 D,
5-1-2. BMEFR (FRIEH)
BERAL TFN 72U L Peg-TFN | X 2 BEIRHC HBV DNA £72 5 NS ALT fEAME T L, fF& o
b ZRDT-H DD, T OBER UTER TIiX, Peg-IFNIBHIC L D HIGRE BET 5, 1t
KA TEN CHF R DL DR o T2JERI T, Peg—IFN TOFERITEINIL L 725,
7272 L. IEN ~ORBEMEIZZ LWIGE . IFNTRIEEZIT - 7216 b b TR E ko 23 B
SREAITIE, e T s (ETV, TDF, TAF) |2 X AiREEKET 5,
—77. Peg-IFN T & 2 BEIE#E CIH R O#EE LT DAL/ Do TERITlE, EITfRHER % H
& LCERET 7 r 2 (ETV, TDF, TAF) ICX2IRFEEITS ., BT Fu /7igma i L
HODOHRUTIEFIZB W T U T a7\ L5 HREEZEET 5, FHROEHET 1BV
DNA £ 100, 000 1U/mL (5.0 LogIU/mL) LAl FE72IZ ALT 80 U/L LLETH 2 »%, FRITHT
LIRS U TEBET T e 7 BRETH D,
5-1-3. JIFAHZ
DOETIE BRI KT D IFNVRIRDOIR L LB OWTO R 7 o AT,
< PRBRIEH & 72\, IFEEZS IS5 U CIRRIENENR & W #f2 7 J- v 7 O RHIREGHRHR 217 9,
[Recommendation]
o BHEATRIZAT D HENGHE TIL, HBe LRGN - BMESCHBY 7/ Z A FIZhhrb b
9. A& U T Peg-IFN BUMBR 2 F—ICHFTT 2 (L 2b, 71— FB),
® IFNIBRED H 2 BRI T 5 EIRIR T, TEREL IFN - Peg-IFN (2 & 5 BEAK
W2t B ERBIIC R LTIk Peg-IFN IGRIC L 2 HIBREZEE TS (L_Lv6, FL—
R C1), BEIRICB W TEIRB A bR o 72 IFN Rl TIIEE 7 v 7z X 518
WEITO, BT e 7R EPIELIZbDODOER LZEMICBWNTHERT T r
ZJXoBBREERTD (L~v6, FL—FB),
o BEET S u JRREFERT LA, BRMHESED Y X7 3470 ETV, TDF,
TAF NE—RBIRETHD (L)L 2b, FL—TFA),
o EEFHEED DL VIMEIRTFT OLMIHEET T u /2 BRET2HAITIT. BFEED
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VAZZOWTHRICHAT 2, BT FTrr05 5, BRATE) A 70T
VAWNHDDILTIF THD (L)L 2b, FL—FKA),

o BT o ZipRicknid, REREIZKBITIZEWERICOVWTHEE L, HKRE
SRR PSRRI E | K P E, BEAME - BHBRIEZRD 55813, ETV & 53 TAF
PE—BRFEL 2D (LV1b, FL—FA),

o JFEEZSIZX L CIIHIEIAR L BiE 7 J v 7 ORISR EZITY (L~L1b, 7
L—FA),

E6 MR BROERSE

<vEER> <H/am>

<FHRET >
IFNGAEFEA~D
Rt = (+)

(D Peg-IFN (IFN)
@ ETV. TDF, TAF =

ErEa

4 Peg-IFN *

CAMMmENRES ”

HBV DNA 2,0001U/mL N IFNAHE~D .

(3.3 LoglU/mL) kL E B < (—) ETV. TDF, TAF+ ‘
”nho

ALT 31U/LELE
(HBeHLRIZRHALY)

<ETV. TDF. TAFP L RO B ">

Y ETV. TDF, TAF % |————3f{ @ ETV. TDF, TAF *
HE@ @ Peg-IFN (IFN)

CGHPBAIg LA
HBV DNA Bt ETV. TDF, TAF =

(ALTH#. %5 UIzHBeRRIZMHiLy)

#1 HBeIL 03/ — 3 EAHBY DNARETE (L EA BT LEB LGN L, B2 0ERIZHTHERMODETFANEETHL L. THRENS
BH{ERAEEE+RICHRATHIE.

R FREDHGNIEERBLEL T RHERESSSELIE FRERQUAIAHLHILETHICRAT HIE. HET O M ORRIZE
LTI, FhTnOEROREEEEITTS.

*3 ALTER L. HBVY DNARE T (HBsIER{ET) . E5IZHBARIBIER TlIHBe MRS EEE B LL . B T 24~ BB LA THET S,

*4 ETVeh L B AR OO B AL HBY DNA 100,000 IU/mL (5.0 LoglU/mL)A k. FE7=IFALT 80 U/LELE.

5-1-4. BEET v ZIGRARBAFE « AERENZIT D IEH NS

g7 a7 kS LTV B84, HBV DNA DMk &\ 5 B 7 F 1 ZilsianE (on—
treatment) (ZHRITHEMALE (£1) 2 LOBREZEMTE TODNENIT L > THED
BRI 2 G T 2 NERH D,

5-1-4-1. VRIRENRBAME] (X7 A)

HBV DNA 23zt b LT Y . B EREA B T X TV DIRRSIR B O% G, AN
TIRFE ORI A E A HELE Loy, 7272 L, RENRIIChIZ 5 Z L2 EE L, KA
MittE28 BB O WTREME B D WXL RIEOBLE DAL TP HER SN D551 & D,
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LAM HiFI$ 5-C d UL PE 2L BB AIRENEZ B8 L C ETV & 2\ J TAF ~Z8 8, BTV HL
FIBE G- THIIEZ D F EI5BE Ak 5, TDF HAIB G- T b VAR Ok HERE S b
2, RHIMZ2EWEREBLO FREMEZZE L, TDF 2>6 TAF ~D8) ) B2 i@k & 725,
EHEREREE . X P ME, BIAE - BHERIEA RO 25A X, TAF ~O ) ) B2 3 HELES
N5,

LAM+ADV fF . ETV+ADV ffF, LAM+TDF /. ETV+TDF BfMIC XL W HBV DNA 25tk LT
DIERITIX. BHIFI7Z2 ADV <0 TDOF OREIVER B O v Retk % &5l & & . ETV+IDF ffFH. &
DUNMT ETVATAF BEH~DOZEE S AIRETH D, BHERERETE ., K P MUJE, HEME « B HRAE
ZRD D55 G 1E, ETVATAF JFHA~OI 0 B2 R S 5,

5-1-4-2. 1BFRERARH] (X 7B)

HBV DNA 23PEfbtd°, 45 B AR 2 A C & TR WIREI A B A CIIEm 7 a7 o
EHEZWLIEBMZBRET 5, BUEOHE —RIRFETH 5 ETV, TDF, TAF 1. W 4L FEHII
PEZR LIS WEERITH D720, 1RIFENRAR B BIOFBIFEAIIAS BIREIT /2 D ATREMEDS &
Vo UL B, EIC LAM 2 USEAIMME 2 845 L 72 REfe, Zauzxt L TETV <
ADV Z #25- U T AN 2 J45 LT RER S F(ET D720, BliET T Z1RR O RA B A
IZRT D RRITHRS THLEETH D,

Kile T v ZIEHRBAAAT 12 72 ORF ST HBY DNA O FEMEAL 235 & U2V ERF TIx, H—
IZIRIET Re 7 7V ADORENRWhEHRT D, 7T KT 7V ARBLFTHDHITH 00
D 5F 48 AT E HBV DNA 235 ORER TlE, HBV DNA 23 JBME M) 275 7> TR kI
ME7e %, HBV DNA Btk © & A ME Chiu, HEAIMMEER D U 27 534720 ETV,
TDF., TAF OFAITITIAH 2 /e L. BB 72 T XA RIE 22 H 95, FFIZ HBV DNA
# 2,000 IU/mL (3.3 LoglU/ml) LA ETIHIRIREALE T ~ETHDH, LM ZEKELTWD
WAL, TRIRBAGAEE 12 5> A BF 5T HBV DNA 2S5 THAUTTEER 2 LR+ 5, £/,
T ReT T UANRIFTH DI H 0300 61 H1IZ HBV DNA &75 1. 0 LogIU/mL VA I
AT D7 VA7 Z—"Cl%, FEAIMENEE Sz RN @ 7e o, Bl IR IR e 2
BT 5,

TR BB LIBIRE A2 LA H T 28121, T E TORBENEAINIFA», BX O
BT v ZRBIOZ X T — 4%, &SI RN 22 2 OBLSE ) BRI 2 BRI
Do HANIKT DIREIREIE ChIUL, JRAE U TR 720 385 4 841 L HiAl TR
WT D2 LT 5, BXMPEDIRWFER 28 L& G @Ik e 22 5, —75,
OFRICKRT DiREIREIE ChUL, JFRE G TIRET 5 2 L 25835, HAITOIRKEIX
TETF L AZZ LWEDHER L 22w, JFH&E Tk, BEIRRZEMEOBLEID ADV <2
TDF 725 TAF ~BJ 0 e x 5 2 L ik & 72 0 | RrICBRRERE S, 1K P IE, BB E -
B HLIRIE 278D D 55138 0 R R S D,

LAM BLAIF G- ETV BAIE BT D10 WA B TIE, & XMMPED 720 TDF, TAF ~0D 28
B, HDOVTIBMA R L 225, BN - st ORERERERIZ ISV T, TDF (XHFH, TAF (33
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E7 AERHRICESZERT IO DRR ¢

A. BRI E RIFH 2

<REDAER> <HERSHhIAEM>

| LAMES i | >  ETV or TAF *3
(T ZEEHIROBRANSER| T B )

| ETVEFI ——>  zozELREE |
ARRELHR)

LAM+ADV 3 F
ETV+ADV{ B
LAM+TDF {3 8
ETV+TDF{#H

CARHRTR, HAVERLMHDB AN LEFER)

——>  ZOFEABME | or | ETVHTAFHEA %) |

B. /R ET R (HBV DNAG 1) 15 *2

<BREQOAR> <j{@"zhdaMm>
LAMEL FI| - TAFEH| + ETV+TDFf
ETVE I - TDFEiF| *7 or |« (ETV+TAF{#F *6)
. . « (ETV+TDF{# A *¢)
‘ TDF%%IJ }_){ ETV*ﬁ'] %) l or |, (ETV+TAFHEFR *2 *6 *8)

(
| TAREA ETVEH*)  |or |+ (ETVTAFGER *+9)

(BAIFEZHLE ., HHEoAFELEIRATE)

LAM+ADV # F 5 * ETV+TDF{A *
ETV+ADVH A Tle (ETVATAFHF * %6 *10)
~ (ETV+TDF3f A *11
‘ LAM+TDF{3# 8 I > (ETV+TAF#ER *5 15 *11)
| »  ETV+TDF{f B#t#s *12
‘ ETV+TDF#F | > o (ETV+TAF{EH *s%6)
(tRBEZER)
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*1 BN -ENRREBRA BTSN TOERLAREL( ) TEoT-,

*2 #EET 0T 5 OAEBEE HBY DNA 241 TH S CARERAE 12 A ALIRICHIE) . ARHIRER 2 MARKAT
HBV DNA M 2L TLVELMEEIZ(E, HBY DNA AV AMER TH L, ETV, TDF, TAF [SDWTITAEEMRTT D08, K
PMERDZITNILEEEEE TS 5, $5IZ HBV DNA & 2,000 IU/mL(3.3 LoglU/mL) KL L CIZABRELZ LRI RETHD. A
(2 HBV DNA A 1.0 LoglU/mL LA L ERF BT A VRN —TCIERRIAREEZLEF TS5, WThOGEELRETRETS
VAR TSI LERERTIDNENDH D,

*3 MHEERBEOATEEEEEEL.ETV(LAIL b, FL—R A)HBNIE TAF(LAJL 6, FL—K A)NDEIYEZ A RS
nb,

x4 REAMGEHERHEOTHEMEEZZE L. TDF A5 TAF ANYE R 5T EEEIRMKR LMD (LAIL 2a, TL—F B) . BN
E R P IME. BEAVE-BREEZEDIISEIL. TAF AQYIYEZNHREINS (LA 2a, TL—FK A),

*5 REIMGEHERHEOTHEEEEEL. ADV # X TOF #AMND TAF HRAANIYEZ D ELEIRBKEELD (LA 2a,
JL—K B), EHEEES . B P MIE. BRAE- BHBEZRODEE(E. TAF SHRAADUIYBZ N HREINDS (LA 2a,
JL—KA),

*6 TAF SR DERRRBRIETHNTLEL (LA 6, FL—F C1),

*7 ENEERRERIZITHN TGN, #8451 TO ETV MG 3 2EEREXERICEH LT TDF BEH|L ETV+TDF SRR
MNEFETHHIZENRIN TS (LRI b, TL—F A),

*8 TDF $H DU TAF AEIBEFRBEHIIZ»I3 S ETV B, ETV+TDF LU ETVATAF A DBERRERIZTHhh TUOEL (L
R)L6. JL—kCl),

*9ADV & TDF [ZIER XN HY. ETV MHtEFIZx T2 TDF 2EE LU AL DS EERRERIZH VT, ADV BEAEFITIE
ROAIRHENEIBLI-CEM D, TDF BF|TIE% TOF SHAZHET S (LA 4. FL—FB),

*10 TAF DINE(L TOF LR THDHIEMNTRIN TS =8, TAF 2DV THEFITIXAHREHET S (LRI 6. JL—F
B,

*11 LAM+TDF $ADAERETRAIIZK 5 ETV+TDF A+ ETV+TAF SO IZTHNTOELN(LAIL 6.5
L—Kct),

*12 ETV+TDF A CTABRIRT R THHIHE . B R CHOANCEMGEREBRELLGL,

FICTHEEG ST, LAM 720y U ETV IEREIRA RO %32 TDF HAI, F6 K OVETVHTAF ff
IR DEERRBR O = B 5 v 213720, Loy L TDF BAIFE 512>\, #EghTo ETV iiif
PG5 T o & 2L ERBR 123 C TDF HiA| & ETVHIDE PR OSERRIETH D =
EPREINTVD,

TDF HAAIEE G259 D VRHN A RO T, ZRXMPED 22N ETV ~DZETE | & 5 BN
B E 22D, LOLRR D, %ODﬁ'fjJ‘éUﬁ%ftw:Eﬁr“ﬁigﬁﬁiﬁﬁ LW BT R
X720, BRRE 2 IRT 2581213, 1BRAIER L 13008 & L TRBIMZ2RIEHHBLO
A[REM: A E & L. TDF % TAF (240 f’%xé & BB & 72 D, RIS B RERE T IR P IE,
BIE « BHIERIEZ 780 255813, TAF ~O8 0 BEx 3R s b, 72, TAFIZxT 2
TBEERBANCIB O THRXMED 220 BTV ~DZEE 5 5 WOITIBINASERIREL & 72 5 28,
RITY =BT U AT,

LAMH+ADV - F . ETV+ADV DRI k9~ D 160 SR A B I TId, ADV & TDF (21322 X3 & 0 |
ETV RGN X3 2 TDF Z & e L ¥ A OWESERIRGERIZ 3T, ADV BEIRIEGI Clddt o 1
JVAIHENGS LT Z &, TDF B G- Cix 7z < ETVATDF OfH Z2HELE3 %, TAF D&%
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(L TDF LAFHETH LI LR ENTWD T, BIKRERO T B 7 2 23722075, TAF b HiAl
F 5 Tid7e < ETVHTAF (FIRIEZ HESE T 5, £70, REIBRZEMHEOBLE G b ETVHTAF ff
FUTIEIREL & 720 | FRICEREREFEE X P ME, B IRAME « B HERIE 2789 5555 13 ETVHTAF
DERRHER SN D,

LAMHTDF O %6 2 1R A B A5 T, LAM % 22 XifE o 720y ETV ~Z8 8 L 7= ETV+TDF
ERDERE L 72D, LN LRG| £ DA IEZBGEE L2 BRERBRIIFE L e e
T U AT, B2 2EOBLS BT BIVATAF R BB & 720 | RSB khER:
K P MAE, BIRE « BHERIE 2 720 D841 ETVATAF SR AR S 5,

ETV/TDF ff RT3 2 10 A B ClE, Bl T B 2N A 2 2 AR IRRIE L ATz

B, [FVERE ARG 2, BRI ZRMEOBLEDHIX ETVATAF 0FH &I & 720 | FFIC
EHERERE R, (K P MSE, BIRAE - BHEREA RO 256 1L ETVATAF R HESE S D,

TBRBUSARBBNIRIT 5 Z D X9 7 dKAIEE « IBINC K> TFEBEET 21 E 20>
WCOTET VAIFERET, SHBOBETH D,

[Recommendation]

o BT o Z#EHITIX, 1ARELE 12 2> H OB ST HBV DNA DML L v 5 8%
BT F v JikGiieE (on—treatment) (ZRITAEHIBENER TE TWVENIZX
VIR #EBERNT S (T L—1FB),

° HBV DNA 23fatfb L TW S IRRZIR BATH] (BAIREH]) -
LAM BEFER EBNIL ETV ~DEFE (L)L 1b, L —FA), HDHVNETAF ~DEE
(Lv6, ZL— KA BPHIEIND, ETVEAREHITZEOFE EIHEL KT
%, TDF B 5H)IL, RHORBIEAHBRORERMEZ SHHICE X, TAF ~D%
BEH@ERE L 25 (L)L 2a, 7' LV— FB), BHERE, KP ME, FRE -
FHREZRDHHEL. TAF ~OE ) B BRI NE (L 2a, FL—F
A,

° HBV DNA Z3fatifb L CW D IR R RAFH] (DFRIREH]) -
LAM & 5 UME ETV & ADV & % N TDF O PERBI Tk, BRHNZ2BIVERHBRO R
M2 SEHICE &, ETVHTAF fFA~OEE LB TH D (L 2a, FL—FB),
BEE, KP ME, BFRAE - BHREZRED 251X, ETVHTAF ff~08] )
BANHREIND (L)L 2a, ZL—FA),

° BT u 7EEREN 5 12 5> A LA LR L 72K C HBV DNA 23kt Th H1F
BHRERBHIOEEIZIL, HBV DNA EXNBMER ThiviE, ETV BiAl, TDF BLA,
TAF BEANZ DWW TR Z ke 32 25, AR R TTRREEZEE T 5,
¥Z HBV DNA & 2,000 IU/mL (3.3 LogIU/mL) DA ECiIiBEEA LR+ X TH
%, TR HBV DNA 23 1. OLog A £ EF-$ 57 LA 7 2—Tid, FuRIZIHER
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KE2EFETH, WTNOBALRET FeT7 IV ARRZNTWE Z & 2HERT
HLERD D,

° REDER BN LIRRIEEZEE T BRI, £ E TOREHSBAIHPFA
2, BROERT o Z78AORXmMET —% . & bIIRHNRLZ DB
NOIRRIEL BT D,

° BANZ T 2 IBRIEGE ThIE, JFAIE U CRXmMMED 22\ 3RA %8 4R L BEA
TIRET 5 Z L2 RS 5, RXMHED 2 WIERZ BN L0t A#E b &R &
5%, —F., BERICHT AIERERNECHIUE, SFRARETIRE TS L 2R
T 5, BAITOBRBIITET VRIZZ LW R L2,

o BT8RN L, ADV 72 5N TDF % TAF ~I D B2 5 2 & bRk
L%, WCBHREREE, EP IE, FRVE - BHEREZBO B8 F
APHRIND,

° HBV DNA 23fatAb LZ2VBERIRA BB (BAI&REH]) -

LAM, ETV (3R XD 220> TDF, TAF ~OEERHBB I 208 (v 1b, 7V
— K A). ETVHIDF BFfH (L~ L 1b, ZL— K A), EIVHTAF A (L_v 6, 71—
FCD B L 725, TDF TIIRXMHEED RV ETV ~DOEE R HRE I,
ETV+IDF ffF. ETV+TAF DFA b BRI & 725 (Lv 6, ' L— R ClD), R
BEE. KPIME. BRDE - BHREZRD 2551, TAF ~08) ) & x 534#
BEND (L 1b, FL—FA), TAF TiE, XD 720 BTV ~DZEF )3 H#
W, ETV+TAF A bR L 72 5 (L)L 6, L — R C1),

° HBV DNA Z3fatifb LRV REZIR A BB (BFR&E5H))

LAM+ADV £/, ETV+ADV B TiZ ETV+IDF £/ (L)L 4, ' L— K B), ETV+TAF
BrR (v 6, ZL— NB) Z#IRT 5, FICBBEREE. &P ME. B

iE - BHRIE 2R D51 EIVHTAF fRRBER#HR IS (L ve, FL—F
A), LAM+TDF B/ TiZ, ETV+TDF Bff & ETVATAF BERASEIREL & 725 (L1 6,
7' L— K B), BICEHEREE, [KP ME, BEAE - BRRELZBO 581
ETV+TAF BERSRIES IR SN S (L)L 2a, 7 L— FA), EIV+IDF FH Tix. [
BRI T 5, REZBWEAHBROWREMELZER L, ETVATAF fFARE b &
L2y | HICEEE. KP WE. BRAE - FHREZRD 2561
ETV+TAF fFRBERHRE SN D (L_V 2a, ' L—FA),

5-2. HBe HURIGIEIBMT 2%

5-2-1. TRIEBALAIE

HBe HURBGIE T o> Th . HIERAEINCH D . ALT D3 RFEHIIC EH EFH N T b 2 HEAEEE
Xy U TN, MERFENRFITRICZ LY, 72 IN - E#R7 a7 ond iz fivnsg
T B, FIUA NIRRT L D m L X— g 3N 10%A00 & K 26250 =
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D7, BREGMES ¥ U 7 IXIREEIG & 1372 D72 22, 3~6 22H Z L I HBV DNA &, HBe
PUR, ALT fEZ2 I U CROBBIZR L, ALT 28 E5J- L 72Ri s CIRIR 2 fif -5 %8 2820
HBV DNA & 2,000 IU/mL (3.3 LoglU/mL) LAk, 2>>ALT 31 U/L LA Lo HBe HilsppEI2 M
FFRITIBIER SR TH 5, 7272 L. HBe HURGMEMEMERTR O ALT EFFHZIE, BRI T
HBe HUESREMEAL T 5 ATREMEAMESR T~16%d 572 * 3% | bR A Cc/2 < BlE
DORBEMEN 720 Il SuiuX, BB TO HBe it ra L N—T 3 W EHIFEL T,
HBV DNA £, HBe HitJil, ALT fEZJIE L7235 1 EMREIREZ T 5 2 & LBINETH
Do LU, HBe FUFERME(L 3G DN RNV EITITITRIC K 28 b ERT S 2hn
B 2B ZNEILT DO ETT 5, HBe HURMME & HBV DNA & 1 i 28~
DOHERIS FOFEOMNL L2 Y A7 Thp 2 10 15 280 58260 - 4Efy (40 jLh B) B FFEEZ
ONFHEE ~OHER Y 27 T D 2 15 O F - FFRRHE LR & SB35 i MEER 15 15/ 1
L K, & DI O ZHRE O & 2 FEBNTFFE Y A 7 BREmn ™ 0 Lieid- T, 14
PRI EIZRZ Y LRVVERI Th 2O ORMFITE ST 55613, & 0 BRI IR %
5, A7V a AL UTFARSIFRER HIEIC X DM LREE 21TV IS0
IRHHEL 25RO e B IR RIS Th D,

PR 21 O BHEHEAIC, FAREOBREDN H DIEFITIX, 1R TICE BICTER 2B

35,
[Recommendation]
® HBe HURBEMEDEIEMEMEX v U 7IXRERMRITIEZ 52 (L 2b, FL—F
B),

® HBe HUFIGMBMEAT &K OIEH SR 1T, HBV DNA & 2,000 IU/mL (3.3 LogIU/mL) LA
E. 7»>ALT 31 U/L P EDEFITHD (L6, ZL—FB),

® [Be HURIGMBMEAT A D ALT ERBERCIX, BMELEREI TR <, BUE(LORTREM:
RV S, 1 ERBREIBREFHE T L bBRKTH D, KL, H
SRARIR T HBe HURREMALSE b2 X, FRIC X 2ME(LDOEREZILIET 572
DIZHEEEITS (Lv6, FL—FB),

o RRBIMREBEICHY LIRVESFTHREY X7 ORVESITIX, 7V a V& e
L CTHARSCHBRBI GIEIC L 2 FRMELTHE 21TV DD RBHELE RO 25
BIZITREELETHD (L 2b, ZL—FB),

o FHZM D [HEHELIC, FRE0RENH HESI T, BEFFETTICEBIZE
WaBBT5 (L~ 2b, FL—FKB),

5-2-2. IBIRIEDIR

HBe HUREHPEIRIERF % Tl HBe FURDEBMELIZ LV RO U 27 238 L, A7 HH
PER T 2% & 40 80 8080 = Lgn iy BT A NV RIRRICB W CTET BT~ S MY AR
HBe it ma /=22 TH Y| EiIREN BT IBs RO TH D,
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PLY A NV AR OKIGIER D 5 HRNENEREI T, FAImME 72 < . BIRIRE OIR#EIC X
D drug free CTRHEEAYZ: HBe HiR L1 a2 "—2 2 UM B 5 Al REME DS ELES ) B\ Peg—
IFN OFstEAZZE L, JRAIE LT Peg—IFN HAAHRE 2 55— ICMFETT 5. E721ERAL IFN (2
X DGRBS ULTIER Tk, MBS U C Peg-1FN IZ L 2 FHREAZ MG 5, Peg-
IFN IR 28R T BRI, i, VA VAR, TOMOIBFDRTHINT (F1 2, £
13) 8FI2L79 2T, ERZIBEATODRTRNEETHD Z LPAERZR EDT
AUy MZOWTHHRICER L, BFICHDICHALAREZSL Z ENEE LU,
Peg—IFN 48 JIGHEIC & % HBe HUR L 1 = X — 0 g U SRITTEHRIE T % 24 I 5T 24~
6% E EEDHNS 0 HBe Pl r o RN— g A EER LI IBE S TIE drug
free & L7221 TT~86UDER| T m o X — g U NEgid 2 W10 F7-, 1BEKT
RFIZ HBe filREm o b N— 3 UG DNRVERITH . 1K 14%°, 34EKIC
27%Y . 5AERIT 69%0 L, BT ar "—Va US55, HBs HURRMLERIE
TRIERE T# 24 RF R CTARIRD 2. 3~3. 0% KW H DD 8 20 20 HBe fiifitm a "—T 3
VGO IIIRIESOGHINCIRET 5 & TR T 34T 30% 1V, 14 4-7C 64% (hEkA
IFN) 22 L fi b CrR R Th 5,
JFARRAEA L DS U Z8 12 28 > TN D ATREME S W EBI C izl 7 = 77 (ETV, TDF,
TAF) 23— IR & 725, F72 Peg-IFN IR A BRI, Peg—IFN Rifl7e & Cld, WG
M2 HEgE LCRBE T 1 2 (ETV, TDF, TAF) 1B A1T 5, HIEZ 1L S Ak 4 ok
L7JEFITIXETY &5 WIEL TDF HH5ZIC N T VAT I F—EBR AT E08H5700
POLAM OGS HERE X D MO TR S RIS 7 B ATREME AN @ WA 12X BTV, TDF
BTS2 2,
ETV TI&. 1 OVEHE T Peg-IFN X ¥ & &3 HBV DNA 2k & ALT IEHLAGHi >
290 X 5T 4~5 AEDO Rk IAHRIZ L 0 HBV DNA [&PE(EAY 94~96%, ALT IE# L2 80
~03% & IRFEDRNERIHEOHND 07, Be URER I N—T 9 T LTI 12~
20% & EFp 0 10 2 WD peg PN LV HIKRTH DL, RHMEIERFICL D Era
VR—=T g URITER L, 2EBETCHBe bRt ra L R—= g USSR TR T
BAERER T 2%k r a s "= 032 17, ERNNLOWRETIE, AFEHOER I N —
Ta VL8N TH D 0, —J7 HBs PURD ML Peg-IFN LV HIKETH Y | 15
I A8 IFA T 1.7% 9, 3~5 FEDIRFE T 0. 6~5. 1% T 5 7 22 20
BT u ZiEECHBe Hiftu a8 —2 g AR L, EHIRICHZ 0 HBV DNA [tk
(EAHERE T X 7EFIC BV T, BT 0 2Rt k2 a5 - L b iETH 5,
g7 a 7R A2 P IET 2B, SR R B A AR L D RSB LT D
DN, ARFLUEIZEE Y DIEBN 10%A00 L KR TH D Y, drug free Z HAYE L7z Peg-IFN
& @ sequential BHELZMGIT HZ E B AMEETH L3, BIRERTII= 7 > A3 LT
W2, LAM TlE, B u o _—U g RIS A TR LT ER] O 50%LL 1T HBe HLFAS
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FHBL LR B0 BTV CIL 13~TT% T rar "— g UM SN A LW O L L 5 D
BBV HUEROT =X TN oD A% DT — X OERPMLETH D,

HBV DNA #fIfE & ALT @EfElL, IFN & #ZEE 7 v i@ 216D TR 77225,
K7 &b BARRGHE CEBIT 5, U7 150 BIARIE 2 33 5 121k, TRIRELRE SN Z T
IhHDRFHEIET D,

[Recommendation]

® HBe FURGMEABMAT R T 2 fIEIRE Tid, JRHIE LT, Be iz a N—
Vav&ZBEL Uiz Peg-IFN BMIEREZE—ICBRET5 (L1 2, FL—F
B),

® (ERE IFN 2 X 2 BERRIC G L7 ERNIC X9~ 2 IR Tid. Peg-IFN IZ X 2 FIR
BERETS (Lv6, FL—FKCl),

o MM ER LIFEZEIZE > TV B FEEENEVES (L~ 1b, FL—F
A). Peg-IFN IR A BB, Peg-IFN REH] (L1 6, 7L — FB) Tik, RHEE
MR E B E LIcEBRT Fr JIRENE—RIRTH 5,

o T Fu ZHMAEERTIHEITIE. EAMEERD Y X7 3372 ETV, TDF,
TAF BE—FIRETHY (L 2b, L — RA), BICERFEE D 5V I3ERY
DEMETIXTOF REFRETHD (Lv2b, Z7V—FA), BHEEEEE. KP
MAE., BRAE - BHRREZRD 2581, ETVH DL TAF BE—BREL 2D
(LU 1b, ZL—FKA),

o HZMED SMEHEL K UTIES TIX LAM MR SRS (Lv6, FL—FKB),

5-3. HBe HUREMEIEBMENTZ&

5-3-1. R BAAAREH]

HARBIE 3 D WIITERIC L D HBe iRt m o R—2 g U Z 5 &, K 8 EIA HBV DNA
ENFRBHNAE, 20 ALT SRR IESR T 5, HBe HUFIEMEIETREMES v U 7 L 72
%, HBe HURIEMEDIETHEMES v U 7%, AT HIE ~OER Y 27 MEL B+
BNRAETH Y b %6 38 56 265269 Ry DNA e 5 &R 1~3%T HBs HUF S [atE L
52,

L2y L4 HBe HURREMEDOIETEEIMMES v U 7 L B SN TERI O 9 B, 10~20% L=
WU TR DS TR 5 T o 36 96 206, 260 210 B IEIREIMES ¥ U 7 &AM O i 7o i
MEREETH D, KHA FT A4 Tl WEEISDORW HBe filiitr a L "—T g VRO
FEIREMES X U T %, THLT A LV RIEEN 72 STV drug free DIREET, 1 4L ED
BIEWIM D 5 B 3 BP0 MLl TOHBe HUR S ERGEM:. 7> @ALT AN 16 1E 7
(30 U/LLLF). A>>@HBYV DNA £ 732,000 IU/mL (3.3 LogIU/mL) A, D ~_T %
ToEB) LERR LTeh, BT RSP M e & TR O R 3 56O 5 558 12 13T
AT KX DREZITO, IREHEICE R 2 X&E Th D,
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HEBEF v U T LB LB TS 6~12 0 H ZL ORBBEN/LETHY . i
ALT 23 BEF-3uRiaiEe & 725, 1 AERNC 3 [BILL_EJIE L7z ALT 28 40 U/L AR OEFNC
BT D IFARET AW TR DL EOIFRIGENEDFAET HBHEEIX, HBV DNA &3
2,000~20, 000 TU/mL (3.3~4.3 LoglU/mL) T&AUZE 7%, HBV DNA 7% 2,000 TU/mL (3.3
LogIU/mL) AR ToHAUL 1. 4% TV, PEEL O FET DHEILENEN
10%& 0. 7% Td 5 "V, L7 -> T, ALT ARG IER TH HBV DNA &7 2,000 IU/mL (3.3
LogIU/mL) LA ECHIVEIFAMRIC K 25H & BINE & 720 | 1BROBRFT L LETH D,
mm#ﬁ&@@&ﬁﬁ*i BIRE9IZ ALT & HBYV DNA B D FR- A2V IRT Z & 3%< . H
SRI LSR5 FTREMEIZAR Y 27 27209 HBe HURBGME OABMET S & Hhii U millin T it 2
BIN SN, LV L BT & TH D B0 22 2 HBe HFAMEEBMERFRIZE
WTh HBY DNA B, 40 skl b, FFHIIGHRE O SR (I ATAEZE ~ DR 3 1 O DAL
LU R THDHIzh 2 40 12 8 8188560 = o 5 OLMZS T D541 & 0 Bsric
1B AT 2, ﬁ7/a/@§kLTHE@%#F%%ﬁ&;iéH%ﬁMﬂﬁ%ﬁ
VB S 0 e (L A RO T A ITIXIRIEE IS & T D,
[Recommendation]
® HBe HURFEMEDBMERTRIL, HBe FURBBMES] & LBk Uil ChRME(LIERGI LV T2
O, KVEAVFH LB RETHD (L4, ZLV—FB),
® HBe HURFEMABMERT RIS IR, HBe HURRHEIBMEATA & R4k, HBV DNA
B 2,000 IU/mL (3.3 LogIU/mL) BA L., 2> ALT 31 U/L A EDEBITHD (LR
JV2b, 7L —FB),
o IEEMEX XYY T ORRICEYTHEF TS, EBRFTALM/IMIE R & CliMEbo
EERPRDONIEHE. HDVIEREY 27 OFVVEFITIX, FFERSCIHBEHIGIE
2 & D IFRRMEERE M ZAT 5. B DL 2B T2/ IITREELR TH D (U
~)L2b, 7'L—KB),
o EFEMIYUTLEBELAEETY6~120A JL0RBERALETHY, BB
HHZ ALT 25 ER-THIREREI L 25 (L) 2b, 7L —FB),

5-3-2. {RIEIE DR

HBe HLF FEMEDIEBMEIFRICEB W T ET HIE T & 1AH AR IIIFEIMES v U 7 OdRRE &
HZETHDHN, MHALERRTIZ X 512 HBV DNA Ofeiattib a2 B L. &EMIZIE

HBs FUR ML Z HEE L 95,

1BHHE & L Cid HBe HURIGMAER] & [FIEE, £ 7 Peg-IFN IR Z B8 T 5, HBe PR
(2% 9% Peg—IFN JRJ# CTld, 43~44%DHEH] T HBV DNA E2ME R L, 25~28%DEH] T HBV
DNA £ 2,000 TU/mL (3.3 LoglU/mL) AJiAMEEkcd 25 Y, LA L. HBV DNA OF2ME(kIXiR
WERET 24 TAWES T 19%7 . BEHIRGE T 18~21% 2 & EF 0 3 3D HBV DNA f&M{biERF D
FEIEIET v 712955, —J7. HBs R MEbaRIZ, TR T1% 24 HIF R TIE 2.8~
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4.0% 18, VRIS T4 SAETIL 8. T~12%" *VCTh Y | FFITIRIESHIO HBV DNA FEME{LH
ZBRE AT 3 45T 44%°) . TRWEHE TR HBs HUFEAS 10 TU/mL A5 OFEFNZ FRE T 4T
B EMRDTEETH D D LA, ERT T u Z/IidhWEERTHD, DX HIZ, HBe

BURFEMEFN 64 % Peg—IFN BMIAHE Tl. HBV DNA OFEfRaMAb ORI A L LT
i ALV VBRSO H] TIT IR E DIRIFEIC L ¥ drug free X° HBs Hulsfatt bz H i
ETDHIENTE DD, Peg IN 25 —ITMFT 5, 2720, ZNBITTXTHIND
DOETH Y . Peg-IFN (2 X 5 HBs HUR DI T HENDOT —F 1T 720,

—J7. HBe FURIGVEIBIERF A [FIRE, FFARMEIL DS HER URFREZS ICE > T D ATREPEA RV VE
i, Peg-IFN ZhHA B, Peg-IFN Riuifsl7z & Clitsfig 7+ 2 (ETV, TDF, TAF) M5
—BIRE 2D, FIEIEE D SMEEE A S U AER] Tl LAM 3SR S 5 210,

ETV {55 Clx. HBV DNA BEMEALITIAMEBALG 48 TR T 90% 2, RHIFE Tl 100% & fsd T
BRTHY O JRFERIN TS0 ST HEEIC HBV DNA BV L2 R TE 5, L LIAR
HE#2 D PRI 9T% & @ T2 RHIERHIER AR & 72 %, 1RFBALS 48 WIKE ST

HBs fUF M LRIT 0% & s ST d 2, REIMKGHAE T HBs fUREME iz En & &
ZBNTWDH, LM ZFb s Lz T u 7955 TIX 94ET 6. 9% ¥, ADV Ti 3. 8 4F
T 5% O DORERIT HBs PURMEME(L LTz & OHED H D, BTV ORNEHEAUE O M5 13
D TH7 . BREINEH% D HBs FUREMALEEZ A LI T 2 OICITAH S 6 R DT RO
EREPLETHD,

[Recommendation]

® Peg-IFN J&J%i. HBV DNA DEHGRAMALDERRIZILMHE L L TiEE L RV, 1B
RSB TIEE#RIT drug free X° HBs HuRREMAL AR TE 572, HBe HURREMED
BHEFRIZB DT HIEEEKE LTI Peg-IFN ZF—I2BE425 (L_Ub 2b, FL—
K B),

o MM ER LIFEEIZE > TV B AEEENEVES (L)L 1b, FL—F
A). Peg-IFN I RAREHI, Peg-IFN REIp] (L~)V 6, 7L — FB) Tik, RHE
MR 2 B0 L LToRBR T o IR N E—BIRTH 5,

o BT ;v ZRAEZERTIEEITIE. BAIMEERD Y X2 37 ETV, TDF,
TAF RE—BRETHY (L~v2b, FL—FA), FICERFEE DD WVITEEREF
DEMETIXTDF RHE—FRETHS (L~ 2b, 7L—FA), BeEREE, KP M
iE, BEAE  BRREZRD B5A1X. ETVHAWILTAF RE—RIREL 25 (L
~L1b, FL—FKA),

o HHZMDAMHEER I LAMMBHRENS (L6, FL—FB),

5-4. JFREZS
PR 28 (X IBPEAT A & bl U TR ERFAR 2, I ~OER Y 27 BNEnizd, BIHEFR LY
H FERAY 2RI ARV TH Y | JRROEH BAE S HBV DNA EAK T Tid/e < Mk o#k
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FCThn, IFINITREPTIOTFROGHIEELFER T2 20350, FrIIFUEMITHIZ T
IHFAESCHEERBYYELBET LY A RHH-0BETHD 7 7 REVEFEZIC
%9 % IFN & B\ F Peg-IFN {EIR O FITIBMERT & & [R5 & OWE & 2 A3 108 20 219
159 BFE N REGEAD72 HBV DNA [BME(LOMERF CH D Z &, BX O L2 BB LT, BT
F w2 (ETV, TDF, TAF) 2N @RI L 725,

5-4-1. RAEMEATREZ

BT v AN L0 HBY 895 A2 Il 5 2 &, MR bR, B K OREMERF6E 2
2> B FEAAE VTR ~ DRSPS 5, 651 Bl O FFREZE & 2 \ I T RRES b B2 1 et
L CLAM & 7T AR 2 SEVE 2 125 0 A3 72 el Tl LAMIZ X Y Child Pugh 2 =7 A%
W9 2IEF 250 U (3.4% vs 8.8%) . WHIAHEAIT T DIEF DO LLRPME T L7z (7.8% vs
17.7%) 2, ETVIZ K 2 REIMkGCIARIIFRME L 2 ScE L. 3 FMOIBHIZ L v 2 TIX
BT%RDFER, FTREZE 2 &t ol MEA Lt R0 I 85%DIE W THRMME(L 3 e L 2 SEH 6 AE Dk
FEIRTE CIL AR TIL 88%DIERI, JIFREZS A 5 Lo M L E R Tl 100%DAER] CTHEME(L A3 Lk
TL®, Tbh IR RANREE IR < BT a7 % Rk LT
54252 & THMbABEI L ZENTREL 8 D,

BT v ZI8FEH L% O BRIIFARRE2FHHET 0V A7 BN b D7, FEARMITITEREIC
bl 0GRS 5, HBs PURMEEMEL LI SI3ieBE R Ik 25845 2 & bR
LR DN PILBFIO R THIZOW T ORI, AR FANSHRAHE L YGE L 72 ES]
o, BPERFR OIRFR T IR E ISR Y LIERIC B W T IR I 2 EE 35 Z L]
RE7ZAS, TRIETP LD R EIZOWT O T — Z X7V HERTE 720y,
[Recommendation]

o (RIEMAFEL CIIBIET Fu /7 NE—BIRKL 2D (LLlb, FL—FA),

® HFET v ZIZ L 3RAMRIERIIFER B THORELE®ETS (L

2b, 7'L— K B),
o BT S u BT LHOBRIIFARLEFRTHIIV A IR, £EICDK
LM EAR LTS5 (LvE, FLV—FB),

5-4-2. FEAUBEMEATREZS

FEAAEVERFREZE O 1R B IR BEC G Z K D PR 20D OBl TH 5, LAM IR O fIFH
RECCEZN AT BT 2 A 1L 8 278 3189 0 BIFE DS — K Cd 5 ETV OIEUE M T
BE~OIRFN R G LTSI T 2070,

FERAEMENTFIEZE 70 F1IZ BTV Z 85 U7 S Cld, 1 AR O 2R I1E HBV DNA f2i:1L
89%. HBe HUR &L /_R— g 1 22%, ALT IE#AY 76% & AAEPERTREZ & [FFRETH Y |
TNT I UEN 2.8 g/dL 5 3.2 g/dLIT B BRE Y LE EA 3.0 mg/dL 235 1.9
mg/dL IZK . 71 hr o B URERIAY 16. 3 a5 13,9 o L7z Y, fERE LT, 1
FEM OIEHE T 49%DIER] T Child Pugh A7 2 S E#E L, 1BERTEAMES. 1£1.7
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23 6.6+12.4 FTILTF L, 66%DAERIAN Child class A L7257, FARICMELD 227
11.143.8775 8.8E2. 3 IR F L7 G ST\ 5D, 191 BIOIEUEMERTFEZS 4 ETV &
ADV (ZHEAE 2 |28 0 1T 96 M O TEFE N F 2 bl U 72 3R Ti, HBV DNA f2Mh b3 ETV

DIE) DERT (57% vs 20%) . WEEE b 2/3 DJEFIT Child Pugh A = 7 dikER W LI
HERFMS STz 29, 2D X DT BTV ITIEREMERFIEZ ORFHE 2 B3 223, FIEEOF
WRZWET D70, APEICOREDinR SR IN D, —T7, B OWMED 1 FAFRIT
87% YV, B DOWETIL6 MHEFRIT 8N TH D »9, ﬁ%?fmf%%®@%ﬁ%ﬁ?
5 ETOD 3~6 1A OMICITFARIET DIER N DD, Z D X 2 2RIEFI ORAIZ VLT
VETHDZ a2+ T A HERH D 5V, ik\mwx:TnouL®#ﬁ%ﬁﬁ
THZSICB\W T, BEIVIBECHEET ¥ =Y A ERIELEZ 5 BIOHENH Y, 95 1 FlIFE
CLTWD % ULiepo T, FEREMERFEZ OIEFRIZ B W T EER BB N LT
BHbd,

[Recommendation]

o FEREMITFHEETIIFET T/ RNE RIRFKL LD (L)L 2b, FL—TFB),
SRR D UESFFTE 243, HIEROBRZ BT 720, LRI % Gk
EEALTD (L VE ZL—FB),

o FEREMIFERICTIHET T oV BHEIZLPHABT O F— 20RERH 572
B, BEREVRRBESLETHS (LVE FL—NRB),

® INX, FREXCEERBYELEET DY R 83H 5 - DI REEIFEE T3zt
BRTHD (V5 L —FB),

=5, PLU A IV AIBRIRIC K B FHEM IS F

5-5-1. IFN

[FN OFEFENZ 3T DN R A Mt L 7o 28 X CTIERBL IRFN I X2 6 D TH Y | Peg-1FN
WZBAT DR SCIE 72\, TFN JEHR DFEREIT KR 2 20 R 2 i U 7o B 2 Ll i R AR

%1 HBe HURBGMEMEMENTS (FFREZASIXIEHF O 10. 3%, KHREED 14.7%) ZXf5 L Lici
CE BV 64 Bl &\ D D E O HBe HURBIEIBMENT A 2 MG L7250 3C L2 29 Jii Tl
FHROE TR SNTZDICK L (1.5% vs 11. 8%, p=0.043) . #%H TIEREEIM L HIT
72< (3.0% vs 6.4%) . FFONIAERITERL > TS, BRERE~ v T IR
LR 2 D OSEFI IRBFZEIC IV T | fERITAE L T 5, HBe HURBED TN 16
233 {5l & FETRHE 233 (5l & 6. 8 FFMBIZE L7228 Tl TRIEHINN D DI 2% %F LIFTRRE
B S DORFET 1% THY . TN ARG CIIRESAEICD RN LIRS

(p<0. 025)%, —J5, HBe HUEFHIED TFN {5 208 1] & FETEIE 203 41 0 LLi: C I3 LI 24
Mo Tz (2.9% vs 0%) 9, 2 b TFN {5 & R0 & OB 2 Mt L7zims0Enoan
20029 NP ad— MFZETH Y . IEN I & BRI R OE B OWTHREEN — K
LTV, Zhboak— MFFETIEZ, xHREE GEBEGD) OFFEEN 0% 5 30.8% &
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RES B | FLFMEEEFOZENDHFED %005 100%FE TEEET, RIGUERIOERK
BRI OMENR D D, ZD K D Rt GIEFIDOREIRY s DZE03, TN IZ X 25 1kL
WROFEICEE L TWD EHEE I D,
IFN JRIE & 580 & OB#E O A ZFRHTIIV < D0 E S TRV, 11 7300 IFN 5 1, 006
B & FETEHE 1, 076 B OFENT T IFN JEHRIC K 0 R Y A 7 LAY 0. 59 & A REICHIH & T
N2 B9 8RR D A X FRATCIE, IPN TR GBI TIIIETRIE G & g LRIk S d b o
D (VA7 F5.0%) ., FEMIEDENRHEONTZOET 7 N, FEIRFRGIOFFEZED 10%9LL
E. HBe LRGBS TO%L L& ENDHRIGIER THH L LT\ D *0 FFEEICHT 5
IFN VRSN R A MRt L7 7 3 S0 A ZiRBTCl, 1, 505 BIORFREZE 2> 5 122 12 T e
DFANRIH DI, TN TRFEBICIIIEIREG & L LD U R 7 78 6. 4% Th o722, 7
AL E D IFN VR CREN MG S DM Z /R Liod, L LABZAZ R LD 353
DIHT, ZTDIH2FINT VT TOFIETH Y, 2D 25X a2 T2 &L 2RO FEE
THERL72Z LB, IFNTRIRIC K 23 REHIHNIZ DV T OREER kw38 & HE7Rn &
fliam L CUW D, 12 530 TFN IR 1, 292 B & FETEHE 1, 450 il & 3t & Uit Tl
IFN VBRI i@%ﬁ)x?%ﬂo%tﬁﬂ’W%éﬂ%mk;®ﬁ%ﬁ%ﬁ@ﬁ®ﬁﬁ
DR ST EGI ZH i LT 735 & IFREZS Tl IRN TR K 0 s 03 il S h
575 (11.6% vs 21.5%, Y A7k 0.53, 95%CI: 0.36~0.78), FEAFEEZE CTld, FIERNIE
BT 0. 9%, FEIRREEIT 1 1% LK<, ARRENHZ LRI >T,
Z O X DI IFNVEHIC X 28I L2 SRR GEF OERIRTS Slc K W B b, U 27
DO FREZFES] TR LN R DI DN D03, FHE U A 7 OIREPEIFRIZI T 5%
BRI O TIIFRERD —E L TEB O T, ARy im 28 1L S I KB
RRMELEZ HND, IHIT, INIREOFIT A VAR, 3725 HBV DNA &1L,
HBe HiiE v 2 0= 3 A WT ALT IEFARIZ X 0 ML RN B D0 E 5 Ik
IR Lo 1< . SBROBRGHEETH 5,
[Recommendation]
o IFNBENRBEIMILET A2 ERAFBITICEI DV RENTWS (L)L la, FL—
KA,
® LA L IFN OREHILICET 25030E. FEE, FEEDOLERR EDORKERNE
RT, BRET2 ha— A bikx THY, iy A VAR OFBIMIESRITBRE
NTELT, BONIBEROBER LTS, Lo T, IFNIRENFEEEHLET
% &V ARG RITE S HERVY (L)L 2b, ZL—FB),

5-5-2. KElET T v 7 LA

LAM IR DIERENIRET DN R A it U 7o BEVE 2 P R R AR 3, PR ZE - e e R )i
TG RO LOTH Y | FIEEIT LAM IR GRE 7. 4% % L LAM B 5-RE T
JLMEAEIRETH Tz, Fhin, MO, IFRMEL. FIRE, 77 I A, MR E
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~ v F ST EN SR IE RN K D REF RS TIk, 377 $i110D LAM VEHEG D F& J8 5 53 4
0. A%~ =D _ﬁb\%%%%%Vy?éﬁkﬁ%ﬁfi$¢2%fhb\MW@E
FEHE A BN LTz 20 HBe HURBSPEIEMEAT & 0 LAM 1% 142 fil & FEIRE 124 BIO R T
b, FEITAEICIE Sz (0.7% vs 2.4%) Y, LAM{RJE 872 {5l & historical control
BE 699 Bl 2 LElE U7 27— RFFZECIE, LAMIRIRIC & 0 FRSEROIC 7 A L ZABEFH D] S
ToFFRRZE CIEIEREDNEER 0. 95% T dh > 7= DIT%F L, LAM FE% 5-00 T 25 TIFAER 4. 10%,
LAM MitPE 28 HER U 721 CIRAESR 2. 18%, LAM T-H43 12 7 A /L A EIEA NI T & Ao -8
TITFEE5.26%ThH D . LAMTBHRIC KV FFEEAIIC 7 A L ZHFE NG S D & 5D
DI BT EDIREN Y Y AT OEOITIEZ TIX, LAMTBFIZ L0 Fric v A L A
HAFEM N S D LN T 5 Z E R E NI 5T,

LA I LAM PRI %595 ADV $ 5- 203 T4 2 LRI O BifE Td % 23, HBe HURFEM:D B g
PERFZRITRE L C LAMIRIE 21TV LAM it BLENZ 6F LT ADV & 5- 21T o T2l & 5 72
ad— MFZETIE, FERRIT LAM FE& G 195 Bl Tl 7. T T > 7= D% L, LAM 5% 201
Bl D 5 B B2 HEFF U2 92 61Tl 1. 1%, LAM 280 &% 5 W T PEHER 109 41Tl 1. 8% T
o7z, & HIZ LAM MBS D 5 5 ADV #2.5- 79 #1 TITIERERIT 0%, ADV FE4 B3 Tl
6. 7% Td V. LAMMHERFITH ADV DEAIC X 0 FRfeAdIC HBV BEFENMINH] S AviuiE, Z8913m
LS Tz EElEETe 5 i A X fifHr Tk, AFF 2,289 o> 5 5 LAM 5.1

1, 267 57> & OFHEIT 32 H1] (2. 5%) . FEEGHE 1, 022 il & OFFaIE 120 il (11. 7%) T
D, LAMFBEIC I VIR Y 2 7 s 0,22 Ll S 4, & BITHFEZE 753 Bl 5 7 it Tl
LAMVEIRIC K 25898 U A 7 Held 0. 17, FERFEEZE DV 7 M CTl3Zee U A 7 Hid0.21 &/
B MR R o 72 29,

ETV IR ORIEIIHT DRI, Tu v T —2 a7 ClEY RE~ vy F S ak
— MIFETHRET S LTI Y | 5 FFE RN MEF FREED 13, T%I2%f LT ETV TIiX 3. 7% &
ﬁﬁmﬁwﬁézk\MV&ﬁui@%%)x7w#037&mﬁéM5 &L P
WTHRBENBD T2 Z L3R ENT Y, £, Lo ak— MFFE TR, FFEEERC
BT, ETV EEEE Tl historical control BEIZEHRT 5 EFREZRNY A 7k 0.55 LK
TLTWDZ ERHE S0,

[Recommendation]

® LAMBLUEIVHREIX, BEEMETS (L~ 1b, FL—FA),

6. ZDOMOPFE~D X

. AMERTZ
m%ﬁﬁxiﬁﬁﬁ%@ﬁ®%wﬁﬁf%@\9%&L@ﬁ%ﬁﬁ%ﬁ@iiﬂ%ﬁﬁ
Fatt, 5l & 0T Bs HiikEGiE & 72 %, Z D & 5 ZERNC KT L TREARIZIBERIIAETH
Do RABEBRAAR 025G ITWK AT 9. MROUGEZ BIICRIBRE AT 1A FEE
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L7V FNY FUoMB R EST D 2 LI ROEBLEA, BHIZ DR D ARV H D |
BT _RETH D 0,
SMEFRERER (7m e o B R 40920 ) B R OBIPEM % (7'm b e o B U FEH
40%LL T3 I EELL EDOFFYERMIE 2 £ 5 ) DOREBNTx L Tk LAM O 503681 Th 5,
Tillmann & OWEIZ LU, 71 b a2 v HEE 36%A O BEAEATJ 20 #ill2 LAM % $¢ 5-
THZET, 1841 (55 3FNIFBMEM) ZRMmTEXmLn)d 9 Yu bIFBHERFRIC
%95 LAM O EERFT L TEB Y . LAM O 512 X 0 Redv 3% 15, 4% 5 36. 8hiZ LA &+
HIENTEIZEHEL TS, BIRERTIXT v b a v BRI 40%LL R 72 /%
HZELTLAMZHEE535Z LRI, LAV IE HBs FURDS 2 L L2 BefEC ik 4
ol
BPERF R EIERNC 6D BTV OB GICB L Tl +o72 B 5 v A0 e, B RUBMATFA A
PEH 695 BTV & LAM ORh R A el U725 ik, ETVIX LAM & Belig L CTHi o A v
2%%Lﬁﬂé%@@ PRIH A TBAE S 2 ATREMEDMER STV D MY IR A 1 5 AR
FEHNZxTT D ETV OFEIZER L TTIEEDLETH D,
ﬁf OREZIET D BRIBYEIFROIEF O HLL E2SHBY 7 Z A 77 A DIEFITH 5,
HBV %7 2 % A 7" A OIERITId B RAMEITFR OBIE(L, B LOEIE @ E LT
VNG 308810 s’ [El S HBV A B A A DAPERFR ISR B 1@ ML ERLIE B B %R 7
a7 EGIIHEATH D EREINTND WY, 7272 LS TR S v Tun ey,
PEREG 3 F 72 5 YLK T 5 B BUAMEIFR Tk, HIVIEYYEZ G0F L TV 2 ATREMEN &
%o HIV ERYURE OVE RN ERE U CIISEAIM M 2388 T 2 72 012 3 AILL EOHLHIV A LETh
o BUEDMET B RIRFRI G U ATRE 2%l 7 - v 78| D 5 6 LAM (2358 vt HIV
ﬁ%ﬂ ADV & ETV IZIXF5W L HIV AER 2GR B s *12 *9 0 & 7= TDF I & 5@\ Pt HIV fE
ANRBD SN D, Lizid-> T BRAVEATFR DIEFN KT L TR T - 1 27 85I 24 - 5 B2
(IR HIV RYYEDO AU OF A TR L, HIV ERYYE DR Z HAITITH Z L oZn
EOCHEET HRENRDH D, 4372 HIVIER 2 521F TV 72W HBV/HIV BRI F 6 LT
BTV Z B 592 Z L2 K - CTHAIME HIV 2342 "lEEME VR S v Tun b 312
[Recommendation]
o ASMFREERTIITr br BRI 40%LL TFIZ25RZ BR L LCLAM 28
BE325Z L3RI ND, LAMIZHBs HFURMBRMEE Lz bHIEd 5 (b3,
— FB),
® LAM ORERNZITHIV BRIYED B PFOMBBIMLETH S (L)L 1b, ZL—FA),

6-2. BIEAFZ

6-2-1. W - e

ONENCBIT DEPERFR DK 40% L HBV IC X 5 b D ThHh 5 210, BRBEAT K ORKIZ, &
MRy (BMEFR) O OBIELE . 4 U T D OBMHEIC R SIS, FiTIRKE

3
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ENTAMETFAREORANETIE, Ty T70L08MEIT S 512, OBEREES v Y
TbOAMEE GERZR L), @OIEFEES ¥ U 700 OFEMEL, @B ERYL DR
@W@emmﬁvg@3ou PEE N e 80,
BPERGE NS DBIEAL & v U 7 06 DR EIZZ OFEE. TEHENRL - TWD, BiE
XA NVABYERRSNDIBIEICH IR THY . UANLADEAD L & IR OLENH
FFCE 5, — . BEITFRUEGLIRIEDO X v U 7123\ T HBV O FHFEE Z - THRIET
HDIFRTHY, UANABEGE L FFRPFFET D, BMEERE ONBHRITEHRIC K 5 RBimE
M, B3 E I RIF CTHHDIZH LT, ¥ U T 0B MMEIL 6% AR THD
SRR v U T 8 K OB O FHEMARIC X B BEFRIZ. THRARRT
o5,
BMERRG & % v U 7 OERNEL, IFRIIERBZEOIFR D A VA~ ——ZFREICT D03,
FOEMNRNEE & b5, BRBENETFAORRKZ K CiE, HBs HUR, HBs Hifl, TgM-
HBc Hiif&, HBc HLfR, HBV DNA &ZHIET 5, FAEATO HBs HUR DA s I OV - o HBs
FUEDBMALIC L Y . ARG L v ) 7 OAMEREZERT 5, 26 OFEERREO
B FIERFD TgM-HBe HUiAMMiF L OV HBe Hiiffli 2 551235, —RICEMIEgE T,
IgM-HBc HUADGME TR MM Td v . HBe HUKITENMETH D, F+ U 7 Tik, IgM-HBc Fit
IR, HBe HUAIZE il & 725, BIFE TgM-HBe HLffix, FIC CLIAETHIES L CE
D, BMEEGE L X v U T ORMIEEOEN ORI 10.0 & S P, HBe HifA D CLIA
ETHIESILD ZENEL 7o T D A8, BARITO RIA EE 721X ETA 0 200 5475 CTHR
T2 BT, W OEBNIREE L 22> T D, FFRISIERTSH 5 O ITRIERH S 1
Bl - ALFIRIEZZ T TO D AR, HBY FHEMH L2 5 5 BEN D D,
BEFRICEE T 24k 2 72 HBY ZENMEINTEY, BV S ) A7 T L ary B
a7 7ue—4—ERLAETEOREE L, ARG X BBEFRTIRY ) 447
B1/Bj 28%< P, a7 FmE—4% — (A1T62T/G1764A) £ 7-137° L =1 7 (G1896A/G1899A) 25 F
WNEHEE THD T EN/RIILTUNG & 66 31982 - F - preS2 AR S PUFZ Bk &
FEFFZE & OB G ST g 99— v U 7 h o ORMEE X, BEL
\ZBEE T 2 P RAV R A BT H AU TUVR N,

[Recommendation]

® BUERFA TIrX, HBs HiK. HBs Hifl, IgM-HBc Hiffk, HBc Hifk, HBV DNA &% HIE

L. REROERZWZITH>, BVF ) FA 7, FVaT7ER, a7 Tune—¥—%
BELHETHONEE LN (LL 3, FL—FA),

6-2-2. (RISt

BRIGAMERFRIE, —RICARRIRT 2B TH Y | IRFRIIRETH D, —FH., EEFESL
BELDN G SN DA TR YT v 703G & 72 503, O EMEIT R E TV
W, AASLD A R A ClE, BT 2HEENKR (e he U BEUVRREOIIER &y UL
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B MSED 4 WL EERGE) AT E LTS P, B Z ik, HBV I X B BIERFK
MEEDONTZ D, BMEEE O OBPEIR DD, Fx U 70D OEMEERONIIIIND L
TBBT T u S L AT A NV AREE ECNICHET 52 L Th D, BIENR &2
ENTHOEIBT e 72X DREERIBLTH, PLU A VAR RRIE £ CIoRERH] 2 2
L. BT L TPROGKEIH/ LNV Enb, BUEILT RICH Y A VAR Z Bth4
DT ENRETH D, BUEFRICH LT, BRRICKT 218 OH e b3, IFIEERE,
NI, EFEHB L OEIHE T OELIERE R T 5, 7o, BRBEFEATRIC
BT AAREEO THRIIARTHH Z LD, #HONICHBROMEIG % 5 BT 5 LE)
»HD,

6-2-3. &7 S u s

FIEAFAR (B VLB E 10mg/dL LA, PT-INR 1.4~1.6) (264 % LAM &5 A |2 &
% M2 LUK SR Tk, LAM O R BIC K 0 FAREOHECH L ROA B /2K T A
W S TWD 7 PT-INR 2.0 BLEOBIERFR., EAEAFR &2 35U Lz LAM Of% AH) X
FEtCld, BEHRED 82. 4% (14/17) 23[EIHE L 6 7> H LANIZ HBs FURDH L7z DIzt L, %f
FRE L7z B LAM FE G REORARIL 20% (4/20) TH V| WEERICH EZE (p<0. 001) 23
FHHIVTND 2O ZOMIZ b BFEFRICKT 2 LAM O B 5 OF M E2 R~ 8ERH 5
2. LAMIC X BRIER 72 & 2 et ORBILHRE STV 320 99 BT a7 o s
HEIC B3 2 EAEITIfEIC STV 20 HBs BUR DR IEDO BZ & 72 5,
IREGMEX v U 70D OBMIEICH LTk, BT e /28535 2 L RERTH
%o BIERFRIIERFIZIZBEIZ U A L A X EEFHRIEICH D | Z OB TY T r 75
ZRIA L CHIBEIRIIRRETH D Z &nd, EiE b, BUE LT 2R T a7 ok
BT HMLEND D, BEAEFBEMICINC LD TLAM OFZIEIZEI T 5 prospective
study) TiX, EFEITA NS OO, BIEREMESX ¥ U 726 0@tz nw T e b
7 B IR 40% LA T C LAM 23 5- SALTIEFI D T1%(5/T) BT LIzdizxi L, 7'mr k=
> B VIREE] 60% LA I THG SIVIIEBN T R GIRE S LTV s, L7edio T, BEREMES
U T ORMEEOLLS. 7a b BRI 60%% TS AN ECONIEER T T a U e
Behd s LRSS Y, — 07, BHEFROBMEEOLGIE, BE U L E RN
Smg/dL ZHZ DANIHEIRT T v 7 2555002 E L0 BIEEES v U 7060
BB OGO T T 1RO IEEE BT RICET 2 b D L e D,
FRAEEISHIZ BT S, T F 1 7 O RENERIIITBES% O BV R THICAE TH
%, BV IZ X 2B RR2UCKIT 2B O E . 18R BIZ A~ B A% O HBs HURE
PEERITRWN & SN DD, BHEZOFHEORELZ TR+ 5 2 L IZRETH D, BifE, HBs
PURGME L v = v N CIIBERNCEEE 7 - v 7R &2 BRA L. #iih O & 711 HBs Bk
GA G 7 a7 ) (hepatitis B immunoglobulin; HBIG) Z#%5- L. & ICEEET o
& HBIG ZGHHT 5 2 & AMEHER 2R R TREIE & 72> T g 30 380,
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Big 7 a ZRANCE L CiE, LAMIC X 2 2PEFFR20M LV RN ZEHE ST D 6
807, 827, 332) 5 3[ECIE, LAM, ADV [Zf5% 2006 45 1% ETV OFEF 3 Al RE & 725 TN B,
TETFURAFA NG OO, ETV R TDF T FARIC G AR OMIEZN R DRI S 0T
% 30 HYE A RS X9 RAMEITREEICB W TIE, EIVREHZIC T AT IF—ERE
HTH52ERHY, HENLETHD, ADVIFPLT A NVAERFH S EFEERH D720,
i AR S e, F7z, TOF ICHIEM R EESRE SN TR Y ., AT 2 5E3E
ENULETHD,

6-2-4. IFN

DRETIEH, v U T0LOREFNZ N ED, BERIBIEFRIZKR LT IFN IR £
7 a7 AL TIThns Z En3d 2 *9, UL, BUERFRIZKIT S IFNIBEOH H
P SN LI BT v A (3D 70 380 38 0 F 7= TFN TR CIITFRE S oo 8 05
fil7e EORWEAORBUCERBMLETH D, [N 25T 25481, (RAECHEMAT 5,
& BT M AR B 72 DI ERERIFI T D TN B 232 70 E OEE 23 IS0 &
HThbH, ¥ VT NOORIEOLE. FftT DIFRZECHICEF LS L MLENRH
D, LA NAIRRE EDICRIBRERAT A FEIHWOILS, BRIBNEFRKIZK LT
AT aA RONNVAFEEEIET e 7 20T 2 2 L OF A WL, BUEEATS
& WFFEEE CRERITIE S D BTV D,

[Recommendation]

o BRIBHEFFA TIX, BRI F ¥ U 7 OAMEEINIHID LT, T RAGEL)
T T a I XU A NVARRERET S (L3, FL—FRA),

o BUERTMINZAMFATIET e bu v B VRN 40%LL IR 501, $x U
7 ORMEHEER TIE T e b e v BRI 60%LL FICe ARIE BRE LT, BN
BT e e RkET5 (L3, FL—RB),

® IFNIX, 7 e oA TRETHZLLAETHD, ZL, &EFIL,
FFEEOHEELMEBA I+ REBRBSLETH S (LS, TL—F0),

6-3. HBV &ML

HBV &Y= B2 35\ N CTHRUYZ NI - ALFRIE7ZR SI2 X0 HBV 23 FHEAH 35 2 & % HBV FHIG %
B &I 5, BV FHEMALIE. v U 7056 OFEME(L & BEERYsE (MBs HURREM. »
2 HBe FUMARE 7213 HBs HUARME) 720 OFIEMELIC B SN D, BEFRRYLE 5 6 O BTG
bz L DK IE. Tde novo BRIFFZ ) EFrEL5, HBV FHEME LIC K A HFRIZEEL LS
TNV TR, FROBIEIC KL D FREBOIRFAZ NI ST 5720, BEZOHOEHE
T2 2 ENROEETH D, BRI RGEIHE] - (LFIHEZAT 9 BROEARR 72 HBY FHEME
bR, EATTEEMIIEINC K D T - (L FHIEIC LV BIET D B RUITR AR
A RTA42 (KETHR) | 3 MONZESWIEART A RTA T2 (K8), UV YF~
TEROEFH LT BEME Y oS IEIRE T o HBV FHETERIZBE L Tl A EEFREIZ BT
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Z e LFRT A & BRI OB E N ARSI, KTA KT A4 2 OZLHENRFEH Sz
DY v~ T LSO - ALFERIEIC X D HBY IR RIS R L CiE, BA S EE
WFZEEE T e I 3E, PrEMEIEE 3K L 5 B ARIAFR U A )V AFIEME L D FEREMREH & xRk
DHEST | BEC X O HFZERRE @ S TWD ) £72, AR v=F2E051%, 2011
T BEIFFR T A NV AEG ) U~ TR BERE ~ OGRS IEIRIEICET 5125 BRs
e RKIA RTA L OUGETE L OBFEOMTEAR Z 521 T, 2014 FITH 4 IRGTIRDNAFE
YA

8 HZEME - {LFFECLYRIET S B B RHAEH IS

A== (24) D

HBs#iLIR
|
1 1
HBSHIE(H | 2 | HBspEO) |
!
| HBoHtk. HBSHif |
1 I l 1 3
HBefiL[R . HBeHLi&. \ HBcHUAR(+) FzIE HBsHLiAR(+) \ \ HBcHiiA(-) /D HBsHi{k(-)
HBV DNATE & [l 4
20 IIU/m]_ 20 ILlJ/mL
(1.3 LoglU/mL) B E (1.3 LoglU{mL) *iE
E6) E St 1) M2 ) F5) ab.
HBV DNAE® 1E/1~3MA
i26) AST/ALT 1[@E/1~3M 8 )
CAEANBEEEL TR EERTT5)
|
22,8910 20 1U/mL 20 10/mL
A (1.3 LoglU/mL) LI E (1.3 LoglU/mL) &l
BETIOTRS | 27 |

AR MRBEREBICHT DRAGILFEERHDEIHE T EIZ, HBs HREMEH DL T HBs HilR
FEMEBID—BRICEHE LT HBY BIEMIEIZKY B BUFFRARAEL. TDRICIFBEILT SEHIHLHY.
FEABETHD, T MRBEMHEEF-EEBEICKHTIEEDLERESITIIFHE
EB-BREFLGEOBDRERBICHT IREMGFIEECHNTE HBY BEHIEOVRIEZEELT
HETIBENSHD, BEDILFEES LUCHIFIEEICSVTIE, HBY BEHIE. FFROFKIE. B
FEIEDEE XL THL AMRSAVICETHIETURIE+HHTIFEREW, £, %ET7 0T #%
BICKZBELFHMMRERLITRIAT HLDTIEAL,
E 1) REIG-EFEEERIC.HBY FY)T7ELUVBEREEERY)—=259 5, F7 HBs i1
[FEZBIELT.HBY F¥)T7MNESHRERT S, HBs HURIEMEDIZEIZIL. HBe AB LU HBs
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MAEZAELT, BERLEENESINMEZET S, HBs HiilR-HBc kB LU HBs HIADBIEIL.
EREDATEZEAVTRETHIENEELL, -, HBs KBS (HBs RRIEMEMND
HBc $fAREHE) BlICH LV TEH . HBY BEHLIEHRESNTEY . 7IOFUEBENBHLNTHSHE
BERE HARSAVIZRE S TR EAEELLY,

¥ 2) HBs HUEBMEHIEFREMAEICOV YL 528, T, TRTOEFIH W TREE7 O
TOHRERBLELRICE T IZH->THEBEMEIZIV YL O EELLY,

7 3) MEMEFEARIARF(C HBc Hiifk. HBs fiAKRIAIE DB AEHIH S UBEIC R B &l & A A B
IEINTLSHITIE. AREAETLTLSZEELHY . HBV DNA EERELEICLIBFEENE
FLLY,

F4) BRERLEEDISAIE. YT ILEAL PCRIEIZEKY HBY DNA 2RV —=25F 5,

X 5)

a. UYFRITIT(xRTOAR)  TLEFELVERAWSILFRES LV EMEBMAEIE: BRERE

ENSD HBY BEMIEDBIRITHY . FENDLETHD. AEPTHLIWAERRKR TR
EH 12 0 ADE.HBY DNAZ A 1 BIE=4)25 95, mMEMEHEES L. BER RSB
EZRIYITHBDBETHD,

b. BEDLEEESIVAREEREATIN FEMNERELZHATIES: BEIDLGOEHN
5. HBV BEMHIEDIRI N HSH, HBV DNA EDE=Z) VT 1~3MhATLEHREL, AE
NEZZELCHRSSUEIMZHRET 5. MRBERBICSVTIEELGRISGNEELL,

c. BIBRERXTOANE, RENGIE. RENGFERHLIVEREEHIEREET L9 FIENE
BEICKSREINHFEE HBY HBEHIEDVRIN DS, REIHEETE. AERBES K
WAHBNBOER® (hEFEET)DA<EL 6 MARMIE. B 1 [EOD HBY DNA EDE=4R)VY
MNEFELL, EH.6 MA UKL 3IANAATED HBY DNA BAIEZEHETIMN. BEABICIEL
TERRE HBs $RBITE (BREE 0.005 IlU/mL) TRATAEEEET S,

I 6) REINH bR EEZBIRT 0. TEAETRHICREE7 O/ R EERRT 5, &IT. D
AIAEN L HBs RIRGHEBIIZE N TIE, BT 0T FHIE 5P THOTLRIFERF %IZLD
RTHIAMESNTEY ., REING-LEEREERBT DRV ABEZETIETHELIEN
2ZFELL,

ET7) REING-EZEETHDDITEER T EIZ, HBV DNA EAHY 20 1U/mI(1.3 LoglU/ml) LA EIZ
Ho-B R CELICKET TR HREEMIET 5 (20 IU/m REBHEDOHEEIE. BIORIUETD
BREZHETS), Tz, &RE HBs HEE=2ULJIZELT 1 IU/mL RGBS (RERBTE)
MDiFEIL.HBV DNA ZEMBIFEL T 20 IWU/ml LLETHAZ LEHREL- ETREBT7FOJ%5%
BT 5, REMNF-LZEREPOZE . RENFIECRENFERAOHIMEREFTESLIC
‘’EEPIETLIOTIILEL JHGEFBEPMELHEHKT 5.

¥ 8) BT AV IEERIMMED DI ETV, TDF, TAF OEREH#HET 5,

Z9) TEROOIQDOEHZEH-THEICIIRET IO BRSO THAEETHSIH ., TOREIS
DWTIEFBEMELEHL- L TITS,
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DRY)—=2F B HBs HURIGHEZSTEHITIL. B BIBHFRICHITHEET AT 54K
TEEFBLTNSIE, QRY—=UJBEIZ HBc MK IX HBs HuikS = o1 iEH
TlE, DREMH L 2EER TH. DEED 12 0 ARITIRSEBET DL, QT DMEHAR
(2 ALT(GPT)MIEEEEL TSI E (=120 HBV LISMZ ALT EEDORRANHZBE1FHR) . (3)
CO#MIEHAR S I(Z HBV DNA ASEGEIEMEIEL TULVB T &, (OHBs UERH XU HB a7 B ERRE L
RIEMEIE T HEMNEELLY,

E10) #EBT7IOJRERTH®DGEED 12 MARIE HBY DNA E=4Y U728 THEICER
BRT L. BBBEEHFRIERKRT AT OERLOEEITE D RBHEEDICTHBY DNA £
AL 20 IU/mL (1.3 LoglU/mL) Bl I~ =B S TELICIR 52 BT 5,

2017 2 5 HBIME, WAM3GE BIZ BRIFR D A NV ADFEHELIZ OV THEERLE S LT b
FANIR250LEBY THD, 7220, FHEANCEET S HBV FHEIELIZBE 3 2 I3,
[ 3 i R R B A 5 AR (PMDA) 12 2 % RIVE G #t

(http://www. info. pmda. go. jp/fukusayou/ menu_fukusayou_attention. htmL) 72 &% %
BLIDHI L,

F25 HFAXELBHEFRVANIABFBEEISOVTIEREDHSHEH

(2017 &£ 5 ABRTH)
B S| — %4 P4
SN % ) 7Y = 8E 50mg
TYFATY
A4 AT 8E 50mg
=SV Y—7 ¢ 8 0.256mg, 0.5mg. 0.75mg
BT 4 2 AR 250mg
vaAR) FA—Z VN 10%
FF—F )V H 7L 10mg. 25mg
7T T H—HT7 N 0.5mg, 1lmg. Smg
v /277 0.5mg. lmg. bmg
1) hAKFIY) -
7'a 77 7k 0.2mg, 1mg
7' 77 7EFHKR 2mg, 5mg
Savx )= )VEEET = F )L ‘T N7 250
IV IEY TVT 4 =88 25, 50
Pre MR o Xk s e 7y v VA7 0 7Y v RREEER 25mg
TARY WA TR A=V ERFEN 100mg
) AL MNEEM 20mg
Ny F <7 (B THRZ)
AL MNERAEEH 10mg
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I R anNF YV UHEBEE ATV o— b UBE 25mg
2T uARIE 77 K v EE 0.5mg
TEYRAZ VT v 7 AEE dmg
T RkarT XL 0.01%
FEY ALV I F U AT L U A& ERE 2.6mg
) ) 771 R v gk 1.65mg, 6.6mg
TEYAZ Y VT AT T R UL \ —
7 ¥V — NEFHK 1.65mg
rUT LY L& a— ME 4mg
s an h-A RN B EREN B KE T
50mg/5mL
)7 Ay /a7 =R - —
g av A RV B SN KR
40mg/1mL
T Raangy UERT ATV 71 Y X748 0.1mg
) 7L K=Y 1§ 1lmg, bmg
FL R=vny -
FL R=Ynr#0.1%
T R=yurr Y B AT S N U A 7L R <R 20mg
T R=vuarangBrz 27 ) oh | KEET L =2 10mg, 20mg
U7 a8 0.56mg
REAR Voo 8 0.1%
Vosnrrinmvy70.01%
‘ VoFuariE2mg (0.4%) . 4mg (0.4%)
RERAZS V) VR AT VF N DA
AT v 3x<{E 1.5bmg, 3mg
REAFS v ed-ran7z=FIv~vlbA | BLRAZ I UREGHE
NG e L AZIVEAYR YT
REXBZ VR AT I+ NE AL Y \
Uo7 a REE
VERT AT S R A
bt RkearsFy 22— k UJLEE 10mg
t RealvFyranyBr Azl sy
Vb a—F 7S 100mg
A
ERaarsFy ) VBB AT VT R UL | KBNS Rea— b ERK 100mg
AFNT L R=y A Fwu—/L§E 2mg, 4mg
AFNLNTL R=yaranypz 257 1F) k
VU A R —/UEHER 125mg. 500mg
DRV
AFNT VL R=yr VBT AT )V TR« A Fa—/LKEE 20mg, 40mg
it e =~ J LR 77 4 = h—/VEE bmg
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*7 7V hr~T7 (Ein#z)

77— 7 s KR 100mg, 1000mg

FHT =)+ FAFGI)L - FFTI A HY 7

T4 —T AT EE D S T20, T25

R T4 —x AT UEE R T20. T25
F LT LA F—Ut /v SR R 26mg

) TEH — VA7 2L 20mg., 100mg
TEY IR

TR —/L R EH 100mg

TINEZE ) BT AT )L

7V Z §E 10mg

TNE TR 50mg

N H DATF G FRYE LT R AEEERH 100mg
RLTVIT LA RS 3mg

AV FL¥Ft— MEE 2.56mg
ARRLFH—h AV b e— b AR 200mg

EHMAAY FL¥¥%— | 5mg. 50mg

EHLIVR~T (EInTHHZ)

ATV VAR EHE 20mg

Uk~ T (Bn 8 Z)

V%Y1 10mg/mL  (100mg/10mL)

el AR

F N AAEE 1mg

T LAY R

<7 X v LR A SR ERE 30mg

NFRVVF=T ) SR

Uy 7 EEE bmg

A TNF=T

A LT NVE DI T 'L 140mg

VA WS SR N3 )

77 U—X v 17N 10mg, 15mg

A =F =T AR

7~y 7 §E 100mg

= F =T HERERE R

&7 7170 150mg, 200mg

ZHF =7 K

A7 & /VEE 20mg, 50mg

RAF =7 KW

Ry =V 76 100mg

N T = TR

TA TN EE 15mg

A = AN oY 5

LT v 170 100mg

LU R RAKFIY)

V77 RA7E/L 2.5mg, 5mg

P~ F 4K

THY h=T (EinREz)

b= I JH T 20mg >V > 0.4mL, 40mg

U 0.8mL

LAV ATANC (=it V)

FL VT R EHEA 250mg

L7 IR

TZ38E 10mg. 20mg, 100mg

A7 VX ~7 (B THx)

L2 r— R EEM 100

TH XN T b (BT L)

T T VAV TFEM 10mg, 25mg

Y L=T (BIEFHLIEZ)

TR =— R BOmg v Y

TR R PRI G Z)

AU T R TE200mg U Y
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N7 F =T I e B Ve 5mg

o 77T 5T R REN 80mg, 200mg, 400mg
M) v R=7 GRIZFHHEEZ)

TUF AT TIE162mg 2 Y

A K FLEH—| Vo< by 7 Ah 7/ 2mg
PioAnNA# | 77T e 77 ¥ v 7 §E 250mg

VATLENALF R DA V7Y 7 — KH 7%/ 100mg

25 R IVIREE 2 A Y EE 60mg

TAF T L E L A _TFZ I 7L 100mg

VIRAT E L Y 3VT 4 BE 400mg

LIUNRAEN/ YV RAT B N—TR = —FR A

FLEHAENKTY « XY X T VENKIN | Ty XT T AEEBE

-V MFEL
TR A B = L /LY §E 50mg
7F 7 EKFY 77 V) bE 50mg

BT R AN « T AT T LEL « X | DR —fEE

757 e VIR

6-3-1. HBV fi{EM LD Y 27

HBV FRIEMEAL. D U 2 7 1%, FEIT T A L A DRKYIREE & Syl OFREEICRE S D, 7 A
VA DREGLRRETIEL, BMEEEMERF R, FEEEE S v U T, BRSO I SN D,
HBV FRIEMEAL D Y 2 71X Z DNEIZ @, SE BRI & 2 EIEMMEF v U 7120 T,
HBV 723 & HITIHEMAL SN D BERL, O b2 T T V&5 TTh+ 2 Z &izon
TOTET VAT, S - (L FHEIEDONRIT XV HBY R L, R OFIE, B
JEALD Y 2713872 D503, EOBEIX SO ITIER> Ty, YR ~w7 25T
&9 2B )2 e B - ALFHRE AT O BRI, FEIRENES v U 7 &5 7o HBs R BPER]
B X OBEHEGEE S OFIEHIC b+ 0BT A2 HENH 5, @H Ol - b5%
EEATOBE, FICIEEEES ¥ U 7 25 D7 HBs FUEBGIEG] 2> & OFIEME L2 & 72
%73, HBV DNA £7% 20 TU/mL (1.3 LoglU/mL) HKiifi T - 7= BEFGE I3t D5 AT A
R HFI G0 B )3 2 85 O #E T HBY FHEMAL A E L E S Sh T Y
M) PR CHEEALETH D, HBs FURBERITIX, HBe HUKEAME, HBV DNA 23
EETH D Z ERFEM LD Y AV KT L 70D, BEEREGEHE 0% < I1X, HBe HiLil, HBs Hi
DTG TEH 525, HBe HUA E 7213 HBs Uik BAMEEIEE & FET 5, HBs HUk
X, FHEMHIZIIERICER T2 2 & b & 503, HBs FUARHEIMGEE] T & BIE LA E 2
D52 L 30 -2 HBs FUARATE 100 mIU/mL PL_EOGA . HBV FHEMELO U 2 7 1%
AEITRN Y,
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2%, HB U Z F 8T HBs HUAGYE & 72 o 72356 Z D% O HBV ~DBEFEIZ L 0 k%
RIET D Z LIXENTH DM, mx#%ﬁﬂﬁ?bt% I3 HBV ~ D&% |2 HBV DNA A3
Bt & 22D 2 e D 30, 2D X D 7RREITA L N HBV Y E PR S AL, sas bk e
BWTHBY FHEMEALZ B &R TR H 5 Y, BifED L Z A, B Y7 F L #F6 HBs
LA 2R L L7285 A O HB U 7 F BB ITHESE STV RS HB U 7 F Bl
1412 HBs HUAMEAME T L, APEATZ8 (ALT 3,510 U/L) 2 380E L 7= Ef] 29 o2 AT 4 56 0E
(ALT 211 U/L)235% v U AL L7 ER] 0 b STl v, HBs HLiRMli 10 mIU/mL A
WK T L7GAIZIEHB U7 F U BT 2 2 & bRk L 72 5,

HBV FRIEMEALIE LIX LIEIF R A1 O 23, —iPEDIFR D b BOER 2 BIEIF X £ T, O
WIIZRTH D, FHEMAIC X DIFRIT, Sl - (LFRIEZkRE L TW DA 720 T
2 TBREFEETIFTFIE LR THRIET D, FRCAT A ROA N MU FH— MNE
Be b BRI RIS L A IR R 2K 2 L WG ST D #90  F - Em
HRREE R C. WA /L ADOHEE S 238 E4S . fibrosing cholestatic hepatitis (FCH) @ Xk
IIIRREE T D b d D 5 0

6-3-2. A7 U—=27 (K7)

T I - ALTFHFIEZ TAT T DB, AR OF I D00 5 HBY &Yz 2 7 U —
=TT HRMEND D, REBMETNCIE, 2T HBs HURAZHIET 5, HBs HUR
PEDOHEA T, HBe Hifl, HBe #if&, HBV DNA &4 MIET 5, HBV DNA DERIZIZY 7%
A I PCR ¥E& AV 5, HBs HURRMOE-EA1TI1E, HBe HUA, HBs HUiRZHIET 5, mm#m
F721E HBs HURGE T HIUE, BRI E LW 5, 72720, HB U 7 F U Bl
HBs HUARBAMBGMEGN LRI 2D, BEAREYLE I3 LTl &Iz %VWA%%@E?% HBs
PUR. HBc HLR, HBs FLEWTILOMA 7L L BT, CLIA 15X CLEIA 1572 & S ol E
FREHND, HBVIEERH O THIE, BEOITFREZTEIR L, EHEEEHEAER ST
BPEFRBOA Y V—= 7 %475, F7-, HBV DNA BPEBICIZ, HBV 7 247, 7L
Ay ER arTue—4 —ERENETLORLE LV,

[Recommendation]

® HBV BIEMALD V) X7 & H T D550 - (LFRIELIT 5 TR CTORBEIC. KT

WCHBV Y E A7 ) —=0 7T 5 (L~ 1b, 71— FA),
® HBVREZD R Y —=271%, HBs HiUFMRE. HBc HifkdS L U HBs Hifsidr, HBV
DNA 7E BRRE % RE O E W RIEE TRMANCERE T 5 (L~v 1b, ZL—FA),

6-3-3. LAY HBV FHEMEL xR

TEPETEEIERF 2 BB (2 HBY FHETE(L O FTRENED & 2 Saig il - (L2 IEE1T 5 BRI, B4
7 SRANC X DIEEE FRERIR Y AT D, BLU A VAIEE T ORMEFRIZET 5
T PHERIRII R 2 L S TW5 %7, HBs FUEBHEDOIEEENE X v U 7 I FIEE(L O A HE
PED & 2 G i - ALFHRIEEAT O BRI, IREBAARTEC NI E 7 ) v 7 4 2 T Bh Y
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\ZH% 54 % (prophylaxis), 7272 L. A /L AENE HBs FURBMEFIC VT, KR
T u l ke RTh o THEIERRIC E D THIAME S TR Y, il - b5
BIEEBIAT DRNC VANV ABER T SE TR ZERNEE LV, BHERRED S B, 1k
JRBALERTD A 7 U — = ZHAIZ BV T HBV DNA &A% 20 TU/mL (1.3 Log IU/mL) LA LoD
A FEEEE v U 7 L RIRRICTRRBALARTICEZIE T ) = 7 /A %2 TR 595
(prophylaxis), BEAEIKGEE D 96 1BHRBLARTO A 7 ) —=2 7 FRAIZF\ T HBV DNA
7% 20 TU/mL (1.3 Log TU/mL) RiiDGE ., S - it i K ONaI& 171, BV
DNA &2 EMICE=4Y 735, T=% Y 7 HBV DNA &% 20 TU/mL(1.3 Log
IU/mL) L EAZ 72 o 72 B L CIE B ICKERR 7 ) 1 7 %% 535 (preemptive therapy), =%
U7 ORI I~30A T2 BRET DN, REMG - LFRIEONFEZBE L CH
fads KL O &2 fit 9 5.
JEAE AR CEE O FAA Tl BEERGE 2T, 1R BALARTO HBV DNA & (U 7L 4
A L PCR ) 75 20 TU/mL(1. 3 Log IU/mL) A THIMRSIG > 7 F /L3t ST Ep], B &
RO HBY DNAE =% U > 2T, 20 1U/mL(1.3 Log IU/mL) A CHIMES IR > 7 )L
DR SN D X IZR T EBITIR, £DH%MLT LS HBV DNA D EHR-BH LR -7
Bl 5 Z &Hv5, HBV DNA 73 20 TU/mL (1.3 Log TU/mL) LA T 72 - 72 s CRIEMEAL
LWL, BT u s o5 ERIET20ONREK LB B M,
HBV % v U 77Tt 3 2L FRIERTO LAM O PRI GO ML, Al EHFETHH 60
EHTWG 3300 = o 230 oo, BTV, TDF O T h#E0F AMENRE Sh
TUND 262360 - TAM (% genetic barrier 2ME<L . WA L ABIE SN RV SR, GBI
FEWNC e 2581 3MHEZ RAAE U0 o, BURERTILETV, TDF, TAF Off A HESE X
N5,
BT a7/ T ORHET, HBs HURBGMEBNIC I\ CIdsgmE 7 ) = 78k o 1k 5L 4E
\ZHET 5, HBe HULRE 721% HBs HUIRBHHERNZ R T~ 2 B 5-CTik, 1BIFRKE TRV < &b 120
HENIERG- 2k L, Z OBIMFIZ ALT OFfgeiER (b & HBV DNA mOFRfcfatit, =61
HBs Hiltds L OVHB = 7 B R O Rl b A M L7z B¢, 5P Iamat+o 2 &R
HEL, R LEGE TR ES 120 A, BV DNAE=X U 7 % & 07 jghE
IR E AT D,
[Recommendation]
® HBs FiRBGMEOIERMEX v U 7. BLOVREBLERIOR 7 V —=V FTREIZB
T HBV DNA £7% 20 IU/mL (1.3 Log IU/mL) LA EDBEARYLE 2, BIEM Lo R
D5 B %M - ALFFEEIT O BRIT, BONCERT 7 0% 52T 5
(L~=)v1b, ZL—FA),
o BRBAMBHIOR Y Y —= FBEIZIBVTHBV DNA &3 20 IU/nmL (1.3 Log IU/mL)
R OB ERYE TR LTk, MRFBIORERTHRICHY DNAEBDE=4)
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7' %4Tv>, HBV DNA 743 20 1U/mL (1.3 Log IU/mL) LA Lk & 725 7= B8 CHIERT 1
TOHREEBEBET D (LU 2a, FL—FA),

® BT S uZIXEIV, TDF, TAF R4 2 (L3, ZL—FKA),

o BET vy OHIkHENET, HBs FURBMAIIC T 58 E T T 7 u 7 0#kh
MTEBECHET D, BEERGEE X 2B E TIImEmE - (L3RBT HR AR
&b 12 ARG 2Rtk L. Z OREBEHIM H1Z ALT DFFEIEHR /L & HBV DNA
DFHGERRIEER A DN DG EITE G T 2T 25 (L5, YL —FB),

o BT FulZBRERTHLORLEL 122AMIZHBY DNAE=F ) U 2 E80 %
BBEEZITH, PRS2t 2 HBV DNA £24% 20 IU/ml (1.3 Log IU/mL) LA EiZZR-o72
RACELIZERSZEBTS (LV5, FL—FB),

6-3-4. FFRHE

AW CIE, HBs HURRRME - HBe HUARE R — b OGO L v B ME
B D FIEMALSIE L 72 5, HBIG TR 5217 > T\ o TR RO #HE Tld, HBe $it
REEE R — b IFBEZZ - L e b 16 TP oD 15 45T HBV FHEME(L 3 2 B 4,
1 BIE FCH D72 LTS 9, HBe HURBHIEE &2 R —& LTBIR LW Z LN E
LWad, Rt &2 153 HBe HURIGIEE 2> LT 5355 12138 D HBYV FHIEME(LXT SR 23 24
HCThD, LIEZY MIFF LY HBIG Z£5 L, BAlf%IC b HBs PUiffliZ #ERF4 5 =
EHXINED—DTh D, Fio, BHBEO LUV ET L MAOBIET T u 75 F 12 131%
7w 7 & HBIG OO A E Zvd 6 0 HBV FEM L R OEE T Fr TS b
AN THDZ ENRESNLTND ™,

6-3-5. DOl

HBs $UR IR 25T 2 BB A 1L U & T D Res Bl Cld, BAH% O HBV FHEMH(LAN R
BEE (50~94%) (T B AL D 5™ FTEMALE O B BUBMEF R IT I A2 £ CTHEE L,
FECDIFIR & 72 %, HBs HUFHIES 5 JOTHBY DNA B Cld, BAHRATL 0 T S r 7
DT iGN HEE SN S,

6-3-6. I I ERHE AL A

HBs HURBE #1231 5 i M s MRS Al % 0 HBV PR HEALIE 50%LL B & &R TH S ™, %
7o B COFEMHEL D 14~20%D M TH HILDH 5™ 3 B ZARM il fa B i
(ZEE R MR A IR LD U 2 7 BNEV, $RE Tk, Bl xE 5
(graft-versus—host disease ; GVHD) (2%} L CEMAMICHOTZ D AT 1A oG53
FHENDTZDEEZ LN TNWD, &SR3 5B YeE T o BV FIEME b
DOFFEIL, GVHD (2564 2 A il D580 M RS OB IE /2 12 XV | HBV fHEME(L
NENDZETHD Y 5 BhE S UBs FUR OB AL E TCOHAMIL, FHRE 19 2 H
(6~52 70 A) LB ™| BAHIZEHMO BV DNA E=4 U > 7 RUNETH 5,

6-3-7. VY X~ T h BTt
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MBI T 2 ) Y F o~ T E T TAE T E o214 57 E T, HBY &
TEHALD U 27 3@ <, F 4 U T TIE 20~50%, B Tld 12~23%FE & Sh b
9 HBV DNA E=4 U > 72 XD AAB X OREBIZE T DRl & HF7E i, BEERRE I
B DHEMELY A 7138 10% & s S Tung 30 8 F7- Iy xv~TEATaAg
ROFRARIEIC X 5 FEMHELIE. BUELRSE < BIEL L7256 O HE S @ 50 32,
BEDO T N—T13) Y X~ TR FRIEEAT o 1B Y O N Ef 23t & Lz, A
1 Bl HBV DNA & =% U > 72 X 5 % Jitask IElmIfiia) & BRI OfE 2 W Uiz %9, HBV
DNA SO A > b A 71X 3.0 log copies/mL T, HBV FHEMALDERITN—AT A D 10
fELL B HBV DNA &0 B5F-& U7z, £OfEE, 11.3% (17 ) T HBV fHEMALZR D, 9
B 10 I CHFREEE (ALT 100 U/L LA L) 2387, D H 5 4 FICid, HBV FEMEAbIC BE
L EERATRESE (LYl BB 10 500 Eoo ALT L5 A 38%E L7-, HBV FIGHALGNL, &
JEFFRIZIZE B9, SECHFNIRRO o T2h, FHEMEIL LDy 7R & el L CAEFH
BB IO o EREEA RIS TR o 7,

—J5. ORETEHEEFBEMNFEINCLD VY I ~T + AT v A FFRLAREEZIT-
T B ) L SEIER 2 R & LT, TRIRTO HBV DNA =4 V) > 7 OF At A2 HEET 5 7=
D DR IERIERRF RO RACREN ARSI, KT A T4 L OZSLERFEH S vz
D HBV DNA EEMA DN v A 713 1.8 log copies/mL(11 TU/mL) & L., H v hF 7 LA
E (7P ABmBEELL ) & HBV FHEM L L ER LR T T u G RBs S, GE
filixt 5 269 619 21 510> HBV FHEMEAL 2 fER8 L7225, HBV FEMALIC KX AHFRFIEIL 1 ]
BD o Tz,

INHORERIT, L0 AR HBY DNA =4 U > 7 /2 HBV DNA 3 & S 7= R B
T B IRER T S a S OB ENRLETHDL 2 EERIRBLTEY , BIEOARTA R
T A A XD BV EIEE LR O 4 A T A b DO TH o T,

6-3-8. 1T DILFIRIE

W O FRE TR, FREEMES ¥ U 706 O HBY FHEMEAL OB I XA E O b DD,
BEFE RG> D O FEMEALIT 1~3%FRE T 5 5 30 389 fpZ2fikONEF & LT, AT
bA RRT v AuY A7) RS 2 S el R TRIEH LS RN L < A b D
578 986, 38D R B BFFEBEIC X B Rl X BFFE OIS TIE. BRI Bl O (b
BRI & DB R ) & O FEMAL (HBY DNA # 2.1 log copies/mL (20 IU/mL) LA L) A3
SA=diE, 36 FlH 1 Tdh 7=, 140> HBV DNA &% 2.4 log copies/mL T, HEHIZ
ETV 3 5S4, FRIIEILA DR D 0T, £o, VY ¥~ 7 DA O MEEREERIC
9 BALERETIE, 3 AMOET=4 U v 7 THRIIEGIN 1 FlEE ShTung 2,

[E TR 69 2 0 DALFRIEIC BT D HBY DNA BDE =% U T 1~3 0 H 2L %2 H
L L, IRENEZBRE L CHRE XOWRZ R 5, MEERRIZBS VT, XV
EEZRXHDENEE L, ALFRIETICEEHE LA DN 5E81E, SEMEEHO® %

87



PUESSE OB G2 E HIZHIET 20 TiEe < fUSZ IFEEME S MHRT 200 EE L
[

6-3-9. U U~ FMELEA - BEURICXT D e immilRis

U U~ FHERESCBIER 72 £ OB ORISR D MsFREORSIE, A~ hLF
Y= MREIBREAT v A REA LU O & T 28O RE 3L BRI v A
%2 & Thd, HBY FEMEALO FEEMED & A e mfilgi s LT, AIBEEAT A K
HOGIEIEEE (T FF TV, Y aBRAT IR, /ARy, S a T ) —
WBET = F V), REMFWERZRT 550V Uv~FHE (A MM LFH—1 7V LA
AL LT IR, VU EURE) FUINF- o fIREEZ T U & T2 T X TOEMFN
BIK e ERZRIT B AL S W R SHEE RN X AR R OHE TIE, Vo~ TF
PEZR AR - BRI k9 2 SeE B ReiE T K 5 BEAR YL 7> & 0 HBV PGk (HBV DNA &
2.1 log copies/mL(20 IU/mL) LA L) A3 121 il 6 41 (2 i iAEA44ET HBV DNA £ <2. 1
log copies/mL (20 TU/mL) > 7 /L8t . 4 flilZ HBV DNA & <2.1 log copies/mL (20
IU/mL) & 7 F VKRB I2H B2y, FHEM L OREEIIT WL IR AT 6 2> H LI
Thol ", Lo T, mEiiliERia% s LOVRRNEOE TR D72 &b 6 A
i, H 1B HBV DNA &EDE=Z UV I NEE LV, 6 DARUEOE=41 7|2
TLZET U REA4 TR, /A%Vﬂﬁ%%ﬁ L CHRR®R L OWIM A MRE3 2, i)
FAEPICHEMHEDN A DN HE 12T, REIMHEROREZEHICHIET 20 TIER <,
s 7 R BB P = & AE R ?‘Za@ybxtﬁiu\

¥, VU~ FHRE - BIEE TSR IHRE 2 ke L TV D IR D e anikigIC

0. HBV DNA &A% EH L CHIFRITE Z VI W ERME SN TN D 390992 - F e %bm
ROFIAEIETIEH 528, B Y 7~ TR 5 HBV BEEEYHICx LT, 3 ARl
X [T HBV DNA & & & HBs HUJF. (J&BE 0.005 TU/mL) Z [RIEEIC 3 2271 1 BIIE L7
H. EURE HBs PUSHIEN HBV FHEMA LT =2 ) V ZICERATH D Z LR STV
% %9 BUE, AT L CEMiRRATm XA L ETH TH D, T E THRBIEOREILA
WV, FEERIC, ZTHETH D BGERIE D FTRE 7 m K HBs PR A S E A T E AU,
HBV DNA B EICHARTHIRN LT =4 U VI BNEBAEE 2D 2 8 sns, Lz
Mo T, U U~FHERE - BEURIC T D Ml iEIc o LT, HBY g b oo S
DME 6 20 H LI IE, 3 20 H Z & o HBV DNA BHIE 2 HELE 4 2 73, 15BN AEITIE U Tk
JE HBs HURMIE (EEE 0.005 TU/mL) CRAT L2 LE2BET D, 2. I HBs il
FB=H Y UZIZBWT, 1 IU/nL KEE RERYE) O%E 13, HBYV DNA & Z B A0HE
LT20 IU/mL LA ETHDZ L 2R L BT Fu 72T 5,

6-3-10. HTHL Y FARHITEHR I

BHLO S FRERNERIEIZEA L TiX, FEE (LD U 27T 2 =87 o R E+45 TR0
R, WL OINDOSFRERIEIRIIC X0 | HBV FEMEALIC K DT RS ST g 294099
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BRI, S MtER & 5 WX EMiER 283 2 0 TR HoEEE2E L,
EEZRRSNEE LU,

[Recommendation]

o HEMHMEBEILITIYXI <7, XATuA K, JVFI U ERAVL{LERRE
T, BRPBIUBER TR 2R LD 120 ADM, HBV DNA &% A 1 ElE=4
Vo745~ )4, ZL—FRA),

o U YF U< T UADMIKEMERRICHT 2LERE. BIUOERBICRT2BE D
EBRIECB VT, 1~3HZLDOHBY DNABOE=F ) T2 BRE L, 1B%
NEZEZER L CHRB IUCHMZ®RET 2 (L4, FL—FB),

o U U~FMHEA - BIRRICHT DA IERETIX. BRESB®RE XL URERNED
BE -k b 6 »AMIIZA 1 BIOHBY DNA BOE=F Y U IREEL
WV, 6 DAL, IRERANREEBR L CHBB LOCHHEZRFT5 (L_vde, FU
— FB), 2%, 6 >ALUREE, »722< &b 35 HIT L D HBV DNA BHIEZ#LES S
2, TBRNEICE U CRERE HBs HURRIE (REE 0.005 IU/mL) TRATHZ L%
ZETBH(L~_V 2, FL—FKCl),

o [(LERIL - SEMGIREFIZ BBV BISHE R A b BAIiE, REMEER O
HHEFRCAENMHEOREZEDICHIET 20 TIER L, XS ZFREMRE &
HRT2O08BE LW (L5, FL—F0),

6-3-11. CHUFRICKIT DHLD A L ATEF

HBV & HCV O EAEGRG], & 2 \WIFBLRFRUZ IS T 5 HBV L3 22\ HBV BEAE UL 331
% HOV Sz %t LC. HOV IZxkEd AL A L A9 % B CfT 5 & . HBV O FIEME LIS &
OEIEFRDEZ D REMERH VD | BERERNNLETH D, Peg-IFN+ U N Y L f
EEATH & HBY OFEMHEALDSK 3 BIORERI TR Z 2 Z E R3S SN T d 9% 399 TFN
7 J—® DAA combination TiX, ¥EINE Y HRAT EIL/ A7 L ENAGEFRRRIES Y KA
TN/ LS R EANEIFREORATHNZ BT, IPN [AE, HCV JEBR# (2 HBV OO P& AL
BLOFIUCHES EIEFRNA U LA ST Y | JEFIOHIZIE HBV BEEIEGB b &
FALTND 0000 F - ENTH, HBs HURBEED HBY YLkt § 2 % 27 F % AL/
T AFT VP HRERR AT, HOV-RNA SE2MK N9 5 — 5 C HBV PG LA Ui &
IHEBINETTRY 2 I LIMESNTND ), Z 5 LIJER] Tk HOV EYe7s HBY
OHFEZEMZ Wb EEZ N5,

L 72235 T, HBV/HCV et & %\ T HBV BEAFI Y512 %69~ B B HOV IR IC BV T
HBV D FHEMEALIZ BB 2B A LI TH D, £3. HOV I 2500 A /L AT MATHIIC
1%, HBV Hdie/on UBEAR RO A A4 MR8 L, HBV JLEYEToh 5 Z & AV L7 SEf ¢
1%, BUHCV IBHERTH L OVA#EHIC HBY DNA 72 E BV ~— W —%&F =% U 7 L, HBV
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DNA 8D RN NGB IR T a7 2545 100 00 F7-  ALT O AT
FHUHCOY i T & ?6 HBV D FRHEMEAL D AIREMEZ 25 2, HBV DNA @2 HIET 25 Z & A
EE LV, S OIBEHEREITH, FLHCV IRE T O ALT EFR/e & BT UC HBY
TAEITV, FHEMEESHA LS8 3R T a7 2 &k 535, 2 &IZaEmfiikiglc
o % BEOGAIXIREE TRICEHIEHEAEN A DD fREEN S W IEENLETH D,
[Recommendation]
® HBV & HCV OEBBAHGI, 3 5\ % HBV BEERABIC I B HCV Bz »F L T HCV
XTI Y A VAR E BEMTITO &, HBV OFEH LB L OEEFANREZ 5
AREMERH D (L)L 2b, FL—FA),
® HCV IZHT DI A NV ATBBMEITANC X, HBV SR\ LB R DA £ % HeRS
35 (LXv5, ZL—FKA),
® BV BB K92 Hi HCV IBEIZB W Tk, HBV OBFEHLICEREEPLE
ThHD, PLHCVIBERIR IO IZHBY DNA B EHBY v~ — W —&E=F U
7 L., HBV DNA BD ERBAONTBEIIIBBET T o 72535 (L~L5,
JL—FKA),
® HBV BEARRGLBIIZ 3 B HLHCV IBEIZEB W\ T HBV OFEHLICIZEERNLETH
%5 (L~_)v5, L —1NKB), HLHCV iR D ALT ERF2 Y, MBS T THBY
BREZITV., BIEHEEE LG8 37 e 7285345 (L_uvs, 7
L—FA4),

6-4. HIV B
6-4-1. &%

B B AMEIF R DT Tl 7= X 9 12 HBV J&YE & HIV EGYEIZ A L TV D A[REMEDR B 5,
HIV Y B 1231 5 HBs FUSBHMESRIT 6. 3% 9, HBs HUAIERITH 60%TH 5 19,
HIV BYWREIZ K 5 90 B A 13 HBY et D@ M bR 2 e K 23%IC £ T ER-SH 5 L ois
N5 0, FEi=, HBs PURBSMEFI TO HBV &7 ) Z A FI1L 8 EILLENT ) 2 A4 T ATHY
0 ZoZ e HIVIEYEICR T D@V HBs SURMGIER AT 5, L7223 > T B ARG
WD F72 59, BAUBMAT RO BE TH HIVIEGEZ S5 0F L TV B TEEER & 5,
6-4-2. FEARRIJFHI]

HIV GBIz x LT D BUHBY AL & LT T Fr ZR)KIO#% 5 CTh 5, HIV gk
JEDTERE (antiretroviral therapy; ART) 1. 3FEIELL EOHLHIV EAZHWNTIT9, B
HBVAEH D& 5 HTHIV 3A 3R 2 6 (¥, IR 2P0 HIV ED 5 6 2 FFHII IR R SRS
BERIAEI MEDN D Z L%, ETo, FAIME HBV OFFE 213 5720, 2 FED
IR R R BRI E R IIHHBV EH D& 2 & DNEHR SN D Z &A%Y,

CD4 #t (IE#13 800~1200/ u L) AKE AKX F L TWADIERFNIZ ART ZFA L7-5E. Mg
PERPEDEIEIZ L AIFROMBENEZ 52 L3 d 5, ok FAEGUEERE & T, Ky
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I3 ART BAG2N D 16 LINIZHEE & 5, FEWMEATIES & OB MEIZ 2 5,

ART Z4T 5 BRIZIZHUHIV FIZ X 2 FYHERTFEE IR T 2 0ERH D, T 7 —EiFE
B, IEEER R R B R I EA OB G R IIREIC 72 B, IFRESE I ART fkfe FCHEIT 5
BAENZNE SN TOEBN Y IR L ORER U7 EFNE EmBEE I BT 2720, FRIC
FFEEZE OFEFNZ 3 LC ART 247 2 BRICITEERLETH 5, HFEEOHEL - HERFCIE
ART Ol « HAIDOEE 2 BB 208N H 5 10, TDF, ADV IZEHITH > THA L
Bt OB BEENBEIC /25 1Y, TDF 12 X 2B FEFEILRASEHEIC 22 2 & RSN TV D
7o 1D eGFR 23 60 mL/%y/1. 73m® Aiii & 72 HLIRT, &2 \WMT Y U FFIRINERDS T0%AT & 72
HURNCHANEE A2 ERTR&ETHD M,

6-4-3. TR ORISR &S

PUHBY A& A7T2 ART 2B AT 5N, PLHBVAEH O&H D (LAM, ADV, ETV DIFH, F
2 6 \ZFREHE L2 B HIV A2 ETe) OBGENRODE I DOMRPMLETH D, b0
WOBRGEN B D56 . ART I 5 FAIOZIUCE L T, JYYERE &+ RS 5 03
D5,

PUHBV 3% 5 72 ART 28 A D ANCHFPlise 27kl 35, IFFIMAEDZ LV MERIIZ ART
AT O AR, R AR EUEERE I X o CTHFR S EET 2 AlREME 2 RUICE S LER H
%, ZOBRE. MEELEZ$TREMOm W o7 7 —PIRESR, JEREE R RS
FEIITART DL P A NG E RN ENEE LU,

F 7o, PUHIVHEZ ST TR0 HBV/HIV O BEAEYSE IS LT ETV 285 L72iG4a . %
FmHE HIV 23 B9 2 wJetEN b 2 7260, HUHIV HEZ OFH L T e HBV/HIV R G
BFITIZETY OB GEZBHITH 2 ENEE L,

UbDX 97z EBE LI ETART O LY AL EBRET D, BAEMICIET 2 REL/T A
M) HEEHDHWNEIT /JRENL+TI TV ENNy I R—Z L, BOD1HEA T
77 —VIHER, MRV EMERER, 7n7 7 —EEEED 1 B HEATH
— K7 v 7 &35 MRT ZE{73 5,

PUHBV FEZ& 5 A 72 ART U & o o E R SUE RIFIZZ < DG & — e Th 2, FT R
T I EREEED 5~10 52 2 25 EITIE, BROFILEEET L L SN TND
23, AIEE THAIUL ART Z H (k83 Ioxtild 5,

ART DRIWEHZ2 EC “GLHBV EH O H L HTHIVEE” (FIT7V 0 = A YRy, T/
REN, YNREY) ik S5 EGRWES . TR OFR O - BEIELOfERRIED
bbH, PIEKES TEAUL 2 FEOPHBY N E SN D Z ENEE LV, MBS LT
ETV, ADV OO bR ~& ThH 2,

B B R O IR I3 8 V| THIV EEYE TR IS 720y - & D WITTR R 2 L E 72
W EWDIRBIFZENTH D L DD, ZD XS A2, Peg-IFNa —2a O FNEE S
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7035, HBV/HIV EHAERYWEIZEI L TlZ, HIVOH A RT A o 3 A 22 | I RRENTEH

D, BRIz,

%26 1 HBV EAD&HAH HIV E *

— & [EEE B&= Ri%-RAE I
STV IEEJ |3TC 300 mg/7 1 F | BFRETIHEEL
1=1% 300 mg/ =
2 REFET7199RE
e
ILRJVBEY I LKYN | FTC 200 mg/ 43 1 BERETIEEEHL D
=
T/HREN-DYTaxL | EYF—F | TDF 300 mg/ 43 1 BERETIEEEHL D
ILIILEE =
ILRNJVBEV+T/R | WILIAE | FTC+TDF | 1 §&/5 1 BERETIEREL
EL-ov7axiLov =
VB
CRIDU+FITOY avEE | AZT+3TC | 288/%9 2 BERETILBEHL
L =
AESOEY 15
g/dL KRG TIXER
47707z LD
RANER
FINAEIL+F2ITDY IJPa | ABC+3TC | 1&/H 1 ELRLTIEREL D
Ls 3
EEOHEEFIZHL
TIEER
ILETYIEIL+IEY | RRAYEJL | EVG+COBI | 1 §8/43 1 BHEEREHI~D
AAYR+TILRJDAEY | K +FTC+TDF BEICIEEFENDE
+F/RENL-DyTOF
DIVITRIVER

* CCIZRHINTOBEFIZTIILETYSEIILEOED RV EREZFT R TIREBER TSRS

PBAEXETHD,
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[Recommendation]
® C(D4#% (EFEIX800~1200/uLl) NREIETLTWAIEBIC ART ZEA L7125
A, Attt EoRIEIC L AHFROEENE A LBHD (LU la, FL—F

LV
® ART %47 5 BRICIZHUHIV BRI & 2 RUMEFREEICER T2 (L~ v la, JL—F
LV

o GiHBVEZEATART ZEATBRENC, HiHBVIERDOH HEDOBERENZNHE H
HERERTE (3, JL—FA),

o HUHBVEZ A ART ZBAT HRNC, FPHELFMT 2 LERHD (LY
la, ZL—FA),

® AMRTOLIRAVE, T/REN/TALNIVFEYHBENET ) REL+FI TV
By I R—LC L, BRI D L1REA V77 7 —CIER, FRERURERR
FE, SuF 7 —PHEEED LBV LBATE— KT v 7 LT la, 7
L—FA),

® ART DEWEAZAZL T “BLIBVAEAOSHZHHIVE” 2HILE S5 2/ RVEE, F
I OF RO - BIELOMBIENR S 57, k% b TEIUT 2 BEOH HBY
ERBEEND Z EREE LV, MLEIZH UTEIV, AV OfH bRETRETH
5 (L~r3, ZL—FB),
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Eh 1 LA N RIBROFER T

<#PEER> <EEam>

<EiHEE>
3 (1) Peg-IFN (IFN)
@ ETV. TDF. TAF *

IFNEFR~D
A Rt < (+)

IFNGEFR~D
BRIt < (—)

|| 1B £ ||

CGhAmBERpmEE
HBV DNA 2,000 1U/mL
(3.3 LoglU/mL) Bl E

Peg-IFN *

ETV, TDF, TAF*

i\l
ALT31U/LELE
(HBefn RIZRHALY)
<ETV. TDF. TAFP LL & D EHREF >
ETV. TDF, TAF ** }—) M ETV. TDF. TAF *
’H:iiﬁ @) Peg-IFN (IFN)
GAMBRIR LA
HBV DNA Bt ETV, TDF, TAF = ‘
(ALTHE. A5 TRIcHBeRIZMH ALY

*1 HBe fii[f A2 /3\—232 %40 HBV DNA [EMHEEAB T LEB TR &, B < DAEFHI
[ZBEITHEEAMOMRFANEHETHLL, FHINIEMEALEEZTHICHBATLIL,

*2 ZBIREFLNMGNILEHERL-L T REBGEIRENDELGIE MHEERDIRINH AT
LETRICHRATEHIE, BRBET FOTEEAOZBRICEVWTIE, Th TN OERIDFIEES EIC
9%,

*3 ALT IEE1E. HBV DNA 218 T (HBs Hi/R E1E ) . 512 HBe HiJR &SI TIE HBe $/RIE
HEESELL,. AEKR TR 24~48 A S THET 5,

x4 ETV da1E 5 BB PARF D B AR E4E - HBV DNA 100,000 IU/mL (5.0 LoglU/mL)EA E | Ff=1E
ALT 80 U/L Ll E,
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TE) . ARERAT 12 H BB s T HBV DNA A FEHEEL TLVELME AL, HBV DNA AV AME
mTHIE, ETV, TDF, TAF (2D TITABREMREGET 20 BAMERAN G TN ERELESR
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—R A ANDYYBEZIHEREIND,
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1 1
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(1.3 LoglU/mL) LLE (1.3 ch]U(mL) *xiH
ix6) ALY iZ5) a.b. c.
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BRAREEELTHE- BHERETT D)
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F4) BREREEDIZESIE. YT ILEAL PCREIZEY HBV DNA 2R 9 —=2 54 %,
*5)

a.

DYFLIT(£RTAAR), TWFSELERWDILREES L EMEMRTEHE: BEERE
ENSD HBY BEMIEDBIRITHY. FENDETHD, ABETHLWAEER T HRDEL
EHL 12 WADRE.HBYVDNAZ A 1 IE=4)U 7§ %, EMmEHiaiEsl L. BEaRGMO
EZRYDTDBETHD,
BEQLFERESLIVREERZE T2 FIENARELHATHHE: HEXDLGOEN
5. HBV BEMHIED YR M H S, HBY DNA EDE=A) T E 1~3NATLEBREL. AR
NEZERLTHRS LVEHMZHRETT 5, MREBEHERBICE VD TIEELERGHILEFELL,
BIERBERTOMNE, REIMHE, RENFERSH LI REEHIERAEZET 50 FENE
BEICKSREINHEE HBY HBEHIEDVRINH S, REIHIEETE. AERBES K

VABRANRDERR (FLEFESD) Ve 6 NARMIL. A 1 [EO HBY DNAEDE=2)2YT
MNEFELLE. 6 MALIKIL 3 MATED HBV DNA ERIEZHET I, ABRARIZIEL
TERE HBs HEBIE (BREE 0005 IU/mL) TREATRIEEEET D,

E6) REINH - LR EEZFIIAT D01, TEARETREICKEET7 0B 5ERIRT 5, JEIT. D

AILRAEA LN HBs HUREBMESICHENTIE, BT 07 FHRERTHOTHLRIFEE XITLS
RTFINHRESNTEY., REMNF -LFREEZFRIBT DRIV MNILAEZETSETHIEDN

F7) RENMH-EEEERHDDNIIEBELR T I, HBY DNA =AY 20 1U/mI(1.3 LoglU/ml) KA LIS

oM CHELICKEE7 FRJR5EMIET 5 (20 IU/ml REBEDZEE L. BIORAULTD
BREFHET D), - BRE HBs HURE=ZUIZIZELT 1 IU/mL KRG (EERM)
MDiFEIL.HBV DNA ZEMBIFEL T 20 IWU/ml LI ETHAZLEREREL-LTRE7 TR/ RE5%
Fiad 5, REMG-LZEREZPDOEES. REMFELCLENHERAOHIMESEELESLIC
BEEDIETEOTIIEL RHGEFREMELHEHRT 5,

X 8) BEET7 O XERIMIED DI ETV, TDF, TAF OERAZ#ET S,
E9) TROOMIQDEHFm-TIHBEICIIKBT T OTIREDR T HAARETH I, TDREIC

DWTIEHEEMELHEHKLI-LETITI,

DRY)—=2J B HBs RIRMGHEESEFITIX, B BBMFXIZE THEET OV K54
TEEZBLTWSIE, QRY—ZUTBEIZ HBe HilKIBEFE =X HBs HiikiG > 1= fEH
TlE. (DHEIE - EREER T &, DEKEL 120 BRIFIRSEMET D28, QT DO #kGHAR
F(Z ALTGPT)MNIEEEEL TSI E (=120 HBV LISMZ ALT EEDORRANHZBE X . (3)
C DG HAR R (Z HBY DNA AN EHGEREMEIEL TLVD T &, (OHBs HiRH LU HB a7 EEEL
fRIEMEE T BT EMNEELLY,

E10) BEE7 0T RE58TH®RDEES 12 MARIL. HBY DNA =42V 4EHTEHEICREA

BRI 5, BBBERAELEZBRT O OERLOIEICE I FBEHEHRICT HBY DNA £
AV 20 IU/mL (1.3 LoglU/mL) KL E(cH-~ - A TELICIREEZHET 5,
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HEh 4 — x4 P4
EpegdihiES ) 7Y = 8E 50mg
TYFATY
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P T 4 X 2 A 250mg
IR ARY FA—Z VN 10%
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7'a 7 7 7k 0.2mg, 1mg

7' 77 7EFHR 2mg, 5mg
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BT N7 B 250

SN V4

TVLT 4 =88 25, 50

Hre MBS Y s s a7y

YA 07 LR 25mg

72 B AR
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N Fv~=7 (BisFHEHRR)

ALY NEEM 20mg

ALV MNEAFEA 10mg

a)VF Y UFERT ATV

22— b U BE 25mg

TRY AL

T Fu U8 0.5mg

LT w7 ABE 4mg

FH Rzl %0 0.01%

FEXY AL LI F U AT L
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TRY ALY VR AT VS Y T A

TH R K 1.65mg. 6.6mg

7% — MESHK 1.65mg

M) T LY

L& a— NE 4mg

FN) 7Ly mrTRER=FR

Far b -A BN T B ERE N K &
50mg/5mL

oav b-A T B N K BRI
40mg/1mL

v KaaFy U ATV

71 Y %78 0.1mg

L R=vynry

7L K=Y nr 8 1mg., bmg

L =y #0.1%

T R=yur ) BT AT AT Y UL
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WY RAH T

U5 a o 8E 0.5mg

Uora 8 0.1%

JyoFuriuvy70.01%
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VoFuriE2mg (0.4%) . 4mg (0.4%)
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REABS v edr7ualrT7z=5I0<21A

g n

BLRAH I UEAEE

BLAZIVEEVRY S

NRERALY R T AT )V« RE ALY Y
VBB AT LS Y L

U7 m SR

E RealrFy

22— b UJLEE 10mg

tE RpalFyrantBo ATty

I

V)b a—F 7S 100mg

ERkoarsF o) B AT v R UL

KEEMEANA Fu a— b U EFHE 100mg

AFNLTL R= o
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AFNLT L K=V aranyiBEz A5 /1LF k
RV

Vb« A Rm—/L#ER] 125mg. 500mg

AFNT L R=V o HiEo AT )V

TR« A Fa—/LKEE 20mg, 40mg

=u U AR

77 4 = h—/VEE bmg

F7 7Y a7 (EEFEHZ)

7 —8 7 s EHER 100mg, 1000mg

FTHT—=Ib e FRATFTI)N e FTFIABY D

T4 —T AT VELE 2L T20, T25

N T 4 —T AT EVEERL T20, T25
F LY LA h—=U-E /L S FER 25mg

) TEH — VA7 2L 20mg., 100mg
FTEYTIR

TEL —)V AT EREH 100mg

TINEFTE LY VR AT )L

T NH T BE 10mg

7 NE T EEM 50mg

AU F BAF AR
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el AR
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VXV VF =T R

Uy B EHE bmg
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A LTIVE T ST 140mg

RE )ALy ML

77 U—X v 17N 10mg, 15mg

A ~=F =T X NBEE

7 7 §E 100mg

=nJ =T KTY)
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B F = 7K

A7 Y E/NEE 20mg, 50mg

R AF =7 KFuly

AT 2V 78 100mg

R F = TR

TA N7 EE 16mg

A = AN oY 5

KT A7 EL 100mg

VU R R

V77 RA7E/N 2.5mg, 5mg

LU ~TF I } ) b= X 7 F7E 20mg ¥V Y 0.4mL, 40mg
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NP F =T R Y VEE bmg
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AN BMLHFP—] Vo~ bbby 2H7E)N 2mg
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TAFT e
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FALE L AENKFY) - XY FZ T L E LK
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TN E L

= L /LY EE 50mg
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