e 7 BT HDY SR
DV RNABEDMER SN b L L 2003 48 LU,
| E N OBEASTIES R, BRICET 250

ey

VBRSO ) SR R .

=yi¢ genotypell BT, fFERMEITE /NP g
il 2 EDFFLE SNB D, RN D B K%
o (VAR & KB B RS AR

genotype 12 & B IRGAEETIZ & ) —BIZIEER

B HRCBWTIRBESECD B AR
PRI E b TR, BEEIEFAS BE
gl FFEIC HDV OB 51347 s, IRl d
B TH Do HBV 01l 2 HDV OBFEIZF V2
b9 7z, D EMBHERTREE TId HBV O3l
il & HBe LA EBIDS VS, R HBe
CRMBITALT(T S =TI M T AT 2T —
i TEIC D b 59 HBY DNA S4B 0 5
v MOFFEROESHORERERD—D L LT HDV
DR EREETH B, D BBHEIFAORIEM
LR BRI T 4 Y R BT 4 & K5
L BURTETE L\ 7o, BEFICIE HDV e —
b TR X U 4 VAR L 0
L h  EBTARTH B

L FREMEE O SRIEEARA LSRRI & B RS
L HDAG DBHASERI O T~V KA 25— & &
. o0 xS, immunoblot #1Z £ 5 i HDAg O
Lo RIAGRET Szl a2 i) 2 ETA (BESR SayE Ml 52 3E) 12
s HDV Hok oM, in situ )N TV 54 1 —

4. k% RT-PCR i (GHIEE PCR ) 12 & 2 [js

DV RNA ORBEATERAL S VB Lo 1T, R
ZWrET

LR SRR & 7 o 720 HDV RNABRZICE LT

L RESIIC BV T REREIT LTV B,
VU RETEROEZI DR TV I A VA TH B0,

SHMWRIASRE SN TV A B4 A TS ST

| S59~T72 () M RNA DY R A L

|l BAT~966 HEFE (LT LB ) R A LIEMEE
C 0 1094~1151 B (BN B), 1267~1348 Hidk
P Y BLR O RNA #5EMEED), ZoEEBic S5 4
AL, WL PCRAD) A 5 — BEEEUS)

| ithiv, HDVRNA 2R 5 2 LANRE 2.
678355 5 — 7y b & L7 RT-POR B4 48

L BRESE L DB,

T D BB L D BUBMERF OB,
DTy, & HDV B~ — 7 — DR OB
CHERRBUENS D, REIIIEEY—H — DI
00V N N

B B, HDV BRI EEER % <, HDV
WL HBV AR T B 720, B B EOGHEICE
RS ElHEC e oY (I

Wl o 781 HBV R RIRE Y X 5 — EHE

4 FHERE

177

D BUZEFFA D&
EiRsE | EEm | R
HEs A& + + ¥
IgM-HBG Hifk —t |- -
HBV DNA(PCR %) + + +
@ HDV #ifh R T T
[gM-HDV Hifk I
HDV RNA(RT-PCR %) | + + +

HBs #ilR : B ZUFFREREHE, IgM : REIJOTUU M

L LTHBVDNAERAIIZ 211EE b THRY
TH DA, BPIIHFET HHRRE2TESE DNA
(cccDNA) WZIXTEHAER L 72 v 7o HBV OHER 18
LS, HBsPURDEES KL TP LawvZ &nb,
HDV OFEE 22 2 135 REPMENEEZ ST
5o

IEN(A ¥ & —7 =02 ) aEE, SHEERES O
BIRDPHER ST W5, IFNa2a 900 7 HAL, 8 3 6,
48 B 512 X D 5T HDV RNA 23445 & 5
Nk,

FFREBEE CIIFRRESE—DWREETH 2,
HDV 2 & %5 HBV #fER O 72 5 HBV Bz
LB ARSI HARBHESZ OB EERGEY & SR,
HDV &R IBMO L Wllls THh b, 72k 2L, 3
SR C HBV BEAMRERGTI1X 67% 2% L, HDV &6k
GeTIE 2% DFHRERLETHHELH S, F72, HBs
PUR G REZEIC BT 5 FFRMZ O BIF % FERER
FIC HDV &g H 1T o n, BT C BB
T2 5 FAFRITZ BRI L 0HELH 5,

(H7EE W - &iw % - 588 okl
e =5
1) Rizzetto M, Canese MG et al : Immunofluorescence
detection of new antigen-antibody system (delta/anti-
delta) associated to hepatitis B virus in liver and in serum
of HBsAg carriers. Gut 18:997-1003, 1977
2) Imazeki F, Omata M et al : Heterogeneity and evolution
rates of delta virus RNA sequences. J Virol 64:5594~
5599, 1990
3) Radjef N, Gordien E et al : Molecular phylogenetic analy-
ses indicate a wide and ancient radiation of African hepa-

titis delta virus, suggesting a deltavirus genus of at least
seven major clades. J Virol 78:2537-2544, 2004

C BT

HARTIE, BEFEEIIEENICIZ6 7 A
P EORFHEREREMEORE &7 4 )V ARREDEHFET 5
FRRE | L RSN, AEENIE, PIRELC ) o83k
FRE LARBER SR EEED, FEENICIZ
B4 OREOFFMIBOEE - BEIRFTRAROLL DT
Hb, ZORED CERF %7 A v A (hepatitis C
virus: HCV) T % b 0% CEUBMIFAE VS, Lo
L, FFEY AV ADILH 2 LIGFRNICEEL T
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NS5 2208-2248(interferon sensitivity determining region : ISDR)

l

n
s
Cim&>\/,
C Bt E2 N2 NS3 NS NS4B  NSSA  NSSB ———
5'IEEIERE a7 IToRO—7 JoFr—t b RUAS—E 3 IEEIERSE
l I | |
HEEe SHEEED
Le e & 4 ok
,,,,,,,,,,,,,,,,,,,,,,,,,,,,,,,, A
SN | u ,J
S [=REreead
VTFIATF K |NS2-37DF 77—t | NS5 RNA B |
RIFH—Y RNATKU A 5—t |

1

5 CEFRYAIVADBLTFEE

FFo% 5E L WEBEREF YV 7 OEET LI &
L, TANVAZDLDPIFEEDERERTIERL, T4
W 2T B TR ERIEISE DR O SHEHBMEIF 4T
HDEEZLNTWD, Fiz HCV IR DAL O s
ICHDBEZRITIENDY, BT A IVAFRIEE
HEBTHY, FICHEE KEOFEELTHERETD
HLBRCTEL, —J, HCV OB HEREROE R, FFic
EHEDFRGE L, TS LK R, FEER
RN ERT LI EPHLPIIR > T D, Tz,
HADTROBETIIE 4460, KETIIE6ME HD
BIFEDRR DK 70% OIER S HCV Gz L 5 3
ThHhHI EHHAL, AHFHRICHEET > EELR RS
e LTHMNEITOENTW S,

C BIFFR I 1 JbX

HCV X, 1980 F£3E AFE B BT 7 4 VA LT
T2 A VARG LT v V=0 ED» 5
immune library screening 512 & V) 4B S 7z
cDNA % & L ICRIEERMPHE L oS, HCV &
g ah=Ys BETE, 20 THIMEIFED 20% %
572 NBNCHFADEZ S PNHCVIZE A DTH S
ZEHIBAL TV,

HCV i3 9,600 8K 6% 5 77 A —KEED
RNAYAVATHY 75T A VAFDONIT T A
WABIZAEINT V5, B 50~65 nm Bk F
T, (N u—- )8 FE N 30~35nm DIE
THHEEDaTRTFEEATYS, TA4 VAT ) AL
i, MRS 5 -B LU -FERIEBREESEAE L, Pk
HIZiZ 3,010 07 3 VEPL RS 1 AOR) EH
AER{E% =7 — N9 % open reading frame 2SFET 5o
HCV i RNA 7 4 VAT, BIZTOBEREL -2
W7z 1.44~1.92x103/4F - IBEOEEND 5 L HEE
ENTW B, 5 -FEFIERER L & E TR 2SR

BENTBY, YA NVABEEAORMTIC s
HoTwnaiEny s, HCVEED PCR R A
HEEPUS) OB o TWwh, /2.1
FEICIE HCV o gEER (a7, =
% O— P4 BREEHE L 7 A )V ABEHEL
% 0 9 5 e (nonstructural 1t
NS)BHEET 5, 2D H NS3 8L proti
helicase {EHE# FHOBER Y 27— L, HiaAdd
AISEAR D &8 4 D IEMEE B 1 & TS 5 DIl]
BEA IV, BEIZ A RNA % — 2R i &
v Z %D RNA &5 L Cvwb,. NS3p

57 %) VEMLEET, RNA-dependent RN
merase LiEA L, FOFEMERML VDL
NTHBY, TOBEEILRMRENLEI
a3 v % — ¥ (tyrosine kinase) {14 & il
B EhHN SN, A TEEBEED 7 7
o Twh, %7z, ZOFBAOT I /AR
» RNA DBEEMRI BT H L HIL Y
YIZEBBETH OEBAOEESY HCV
BRI AR RITT O ERE SN TV
3% IFN(4 v % — 7 = 1 v (interferon, @7
B ¢ BT A 4EH & L ¢ IFN B bk (int
sensitivity determining region : ISDR'*. IE
5 P4 M 48 33 AFN/RBV resistance-d @ter.;
region : IRRDR) %z K28R S h, BRI 2HE
FREFE LTHRGHE ST @S,

itJKN@E—wﬁwmfm,ﬁﬁwﬁq
AV REEBARDR I — 1 BFE L 72 quasispect
ENBEASECHER LT B, H1C E1 NSIF




i (hypervariable region : HVR) DR i3 78 £
RIS L TWa 2 EPRE SN T\ b,
i 9 20% DIEERFI DR B BIFTFEIFE L

g B ELRD ZEPPL IR o T WD, 2
Cpin, HRTRLLCLDI~6DBETE
T enotype) BEET B LS 2T R Y, bHE
SO e2EL ECRRA—A LT 7O I~3 B, &
o7 7UATIRAT, BT YA TIESE, BE
T TGRS AL, BETEIZS Sz,
c P REECAEENE D, bAETIIZE A
: ,,1 b, 2a, 2bETH Y, 1b 2570%, 2a A5 20%,

L5 10% % 0 B RIFTFRIEISE BRI O S
Cnuo, BEBEROBRBTE LTS V-
L erogroup) BV SN, ZL—F1iE 1b, -7
C0a 2hENCAENT B, EETFE L 0 IEN B8
LI RERRY, BEEAR DB 2a T,

Loy 1 DNETREEZMEDS B,

3%%%1mv B #JT 4% % 4 ) % (hepatitis B
Cpus c HBY) & EIER, M %A L CRERET %5, LD
L WRERRERUETAIC L 2RI HBY £ 0 3
‘,-;{, Lk REAREY 4 A (human immune defi-
cyvirus | HIV) K hid@wEEZ H5nTwa, ok

PN
+ ol and Prevention : CDC) i XU, [ERf - &M
© o UUREERY R R (STE R &) % R 7o R
8N EHESNTVD, BIEDRREEDS {13
OV AV RS LB BURT O B % BE AT A TRk L 7
LDk EXBNRTWA, HOV IR 2 hb &
CEIZIEMEAL L, B EERIE 50~90% & S
WA, BRI X o T b RSt &
CHRVER S FETET Ao TRIE, Wil DA o RS R
CiE, IMVEEA, FHEE, EewEl ORIk
- LA (intrannus drug using | IVDU), #il%, ¢
LORL BRI S RT VB, BARTH, 198940 HCV
GowlPo, RS T AR O A 7 ) —= v
: NEN, BAFEIZHCV RNA 2 EEMRHE$ 5 NAT
YikiiEM A (nucleic acid amplification test)) 12
CHEIRE ORI X HCV /B i OHEFR A S
ol C B RIZIZIZRE S LTV 5,
L YEY HCV Bedesid, BT 148 7,000 5 A
T S L HEERE N, BAICD 200 FAREELET A
ERONTWE, HRIIIE, AEREZEODRETY
AT AR U EORM I 1w NIE N,
IRTIL 2002 4E 05 5 A 4EFTHE TR A )V 2
i SR N, HCV RO EREDSIH S A1 Sz,
/T. ML FUZ HCV FUARERIL 1.2% TH 508, K
T4 'I‘ m%f‘? MRIME OREEET S L E&FER T
% BIETH S LB END, Lo L, 1980 4ELIRE

| Pt%®h%&ﬁé@02%MTf%%@kﬂt,
L BGELIRTOHAESETIX 34% L ME SR, ERLE
L ORRIER FRT R EREL IR o TV B (F
S %7 BeREREHEIC L D ERY, SN, PE -

EHF 5 2 # — (Centers for Disease Con-
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14.0 4
H 12.0

v 10.0

7 80
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&
! 4.0
2.0 mean . 049%
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i

()44

0.0 =5

HAEE 1980 1970 1960 1950 1940

20102E(C
T L T 30 40 50 60 70

6 EZRDERRER HCV HERIEE>
(B4 PIEHi0E 1995.1~2000.12)

Y =], ﬁ%%f@l%Oﬁﬁuwwﬁﬁﬁam EYN
BWIZEPHREINTEY, BREZHEIMS LT
7Y, M, AR EM, KBEAF L, B
BEBWT 2 SO CORREmTERAEDFRATH &
—FHT LI EPHMOENT WD, T/, BWTFE -
EORRESHTHE, 60~70%2HCV TH Y, IF
MBBRED 70~80% A CEIUFRIER T 25D TH A
ZEPHERI I N TV B,
= REEREEIE HCV o REIMIE 14 H~6 77 B M (FF
¥ 6EM) & &, BESCIFRERNYEREED L, E
RHEBET 10~20% & sh, L BEROEEL %2
WARSEMER G L e b LML, BRI X S TR
WAL L, 50~90% 258 M LT B L ME S LT
5o Lid, ERHERFIT C—BEERE CRET AT
BEESEVwE S, EEA LD QEEEMOIZS IYE
AL E

Fehihy7e HCV O RRY: & JF R OFEI, BIRGE
ROBEPEELEZZ ONTWD, Ti4bb HCV i
MW s B iz FY— AR D Toll BBk 3
(Toll-like receptor3 : TLR3) (288 2115, TLRIZIE
CEEBZCHETHHECERRT L2284 T, B
ROBEOBRBRERTHIDEEZLN TS, TDIH b
TLR3 iZ =784 RNA % 3858k L1E = BRI EiiE 215
HALT 5. —HHlEAO =448 RNA X, RLRs(RIG-
I{retinotic induced gene-D)like receptors) iZ & - T
ik s, IFN B F 3 (interferon regulatory fac-
tor-3 : IRF-3) Zy& 4k L, IHIIFN TH 5 IFN-B8 O
BHREFET L, BESNIZIFN-BIZETDH 5 \WidiT
BEOMRLICER L & 0 5&J17% 1 E IFN D@L % IFN
8 {57 % (IFN-stimulating genes : ISG) % I& 4
655, BRRTHIULT A VAERIZE) ZNRSDHE
IEEEIEAL SN, YA VARPEBRENBIZTTH
LH, HCV X 2o ORIERELTIAIEMN T &
T, TBEGIEHRED OB URREE T EEZ LN
Twa (ENY,

fb7, HCV R BB REICL D, 7 4 b Rk
MRz PR T A Z L R HIICEEREBISEDSFHFES R
Bo LHL, REBEVPATHTHLE, TANVAE
SEEIHKRINEZ L, REREICLVERSN




18U 8B EELHREESH
I BIFN
{} RNAA LR
X f IFNSEs 4
" o ,
JAKT TYK2
OO dsRNA
| HBISFdSRNA LY U — | ;
\ A/ STAT1 STAT2
KKt CTRTS %uy@ﬂ: %
el v STATI  STA
IRF-3 .
i /
p300/CBP
/ R I \
L= o —— b 202
IFNIBIGF IFNSBEEGFR :
A VR Q%,/////
HRBRIETENE]

H7 BAREDSHCHCV ORREFROREANZLL

DIEENERT A L2 5, CEEBEFETIE
HCV FUERIEIC XT3 2 e s sl s Ttw b &
ENFRESNTBY, TOWHETFHELTWE, —ik
WU AV ARSI, A VABEO—ERD, K
BT e 0 MHC (EZEHHR #4158 4 4 (major his-
tocompatibility complex))class I DFEHIETH & & B
WAL CIRI R S, BRI LTRSS &
I Be —F, BRI (dendritic cell : DC) %~
ra7 =V EORERRABICIRY AT YA
WVAHEE MHC class I & & b ICHBEEICERR S
n, REBAETh (v = TR RB#E I N5, ZOM
Fa LTt A O A4 P A4 2 X - TS
HALL, E512CD40 Y 7y F2ER L, BEETR
Fa(INFa) % EDH A F AV EDFWT LI L TE
SIZDCHIZ S5, L DCHRIEA >~

y—uoA &y 12(0L-12) 2 EL L, F4—7 Th#ifz
= AR SRR A LR D & 5 Thl Mgz o1k - 38

LIL-2 % IFN~y # #E S5, ¥7-, DC k2 MHC
class T & & DICHTREN T A NV ATRE #8838 L7
CD8 B PEM fats <14 T M B2 (cytotoxic T lympho-
cyte : CTL) &, IL-2 % IL-12 72 &2 X h i - &
fbah, BEFMRET?ZXET S, LI ORFILE

B CTL S A b ARSI % BB 2 )3
— DRI BT 55 E S (VAT
ABNTV D, F iz b 2
AMFAME 12 /NFLE RS A perforin # perfor
DA U7 ANTLA S SREL T I A LAY ,
granzyme AVEE SN, %E LB apoptos"
42 Fas-Fas ) 7 v FORPHEE 52 &
ST\ 5, ;

fER o TWVB I EDPEEENTRA
FERERE AT AN S— T ) L ERD S B
EHALT 5 4 4 7 1(Thl) ke & i s
5% A7 2(Th2) Mg/ x5 v 2% DC#
C EMBMITROFIERFE LBET A &
Wb,

E BT, MERIEA S PR
#MFL45E (antibody dependent cell-medi
toxicity : ADCC) 12 & 2, NK(+7 = ’7}
(natural killer)) fifae~2s a7 7—: . !
DIUESFF O Fe B OZHMhe AT »4
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Eﬁié: b ﬁ.vﬂlﬂ@m,f“il LR L ER

&D H%%mld&@@@&ﬂy@fiﬁwﬂ’ﬂ@
P IEEE - SEFTRE RIRS B, B iR (Staging) &IEEIE (Grading) DB EIEICOITRET D

S - i%?ﬁi’ﬁ%’a‘r;ﬂ&béa %bc %OJTB‘F%&FE

g

ﬁﬁ{t@&f‘gl&*ﬁﬁmm&Drﬁ?f&ft/ﬁ‘ EEREL/NED Eﬂ%*ﬂﬁﬂf%”\@@@‘%ﬁf"ﬂ%’ﬁ%&ft?&b(FO) F’iﬂi@u@’f‘?’f&’{ﬁffﬁ(ﬁ)
piding fibrosis(F2), NWEDU a7 S bridging fibrosis (F3)FTD 4 EENICE ST 2. & SICHEHITEMIEBIN AR

ng)ig BIEFEZE (F4) E5HIET S

] ’Gradmg

© g MEPTREBZOREICKDEHIELL (A0), BETEENEAL), PHEEIEHIEA2), SEIEHE(AS)D 4 BIEICRY T 5.
*;;;1915 SEEMEOFHIES piecemeal necrosis, /NEERIOFMILEM & AHRIEO 244 S U T EIE (spotty necrosis, bridging

pecrosis EE) TITS

- i

C R0 BEHLIEL

g PIRIEODREEIEIRR
2. S BRIERZ A

| AD : 1B3E, - SlERT B L
A1 : BREEOIETE - EFTR

: A2 PR ODIRTE - REFTR

¥ o /J\wOJO"g"Jfﬁwo"f RAEIE SRS Y A3 ! BEDIESE - NIEFRR

| FAITRE

Fzh
| R [HBHEE2HT]
SRS DIFHEEN R & B DIEIE - SYEFT R &R IR CH(F1/A3)
ichronic hepatitis, fibrous portal expansion with severe activity of necro-inflammatory reaction)
AHREERDMR SN, BEOETE - MERINDH DN DIEMEIFR CH(F2/AT1)

% {chronic hepatitis, bridging fibrosis with mild activity of necro-inflammatory reaction)

- BEEIBTE I R O NEIREDEH IR B IMETE - MFEFTEICE UL MBI CH(F3/A0)
{chronic hepatitis, bridging fibrosis with architectual distortionand no activity of necro-inflammatory reac-
on)

Co b ARG ISR S BRI KA LA
}}ﬂmﬂbfﬁﬁié&ﬁﬁm%énfw% ER e
”wm?wy@ﬁﬁﬁ%ﬁ&éh%TM%@vﬁu
s o= VR NKMifar b BEE SN S IL-10 2 8121 5
N R TR X B EAER STV B,
Coe R WHESEAERNE, PRI E B4R L T A R
i, ZOREREZ BHMLOERTH b KIE
R EFIRET, ) v oERE FEA LT /AN
Gl DOEBOPRKTH S TS LY BRI (lim-
; *mq plate) 2V R & NEIBHIC JOEMIBASRME L, /hTE
LOLEAEI Y B L S e b A5 Y BLY HE5E (piece-
: wval necrosis) ©, HEIWEOWREE 5. F2,
§ TR A BAEEESE L 72 b 0 HS BRI EESE (spotty
| werosis) T, Tk )RS B THEES RN D
© O EIRBESE (focal necrosis), JBIREEFE (zonal
iwerosis) Tdh 5o RREZ HE T 5120, ML & J0E
THETXAILTEALS I EVERET, Eiri%k
THPEW S NS, IR XL, ML (Stag-
g AL 2 L (FO) A & FFREZE (F4) £ Ticp3E L,
””ﬁ JIE DFLEE (activity) %, piecemeal necrosis,
N OBEIE, PRI E F 7213/ LER & PIIRIS
-+ ID¥L (bridging necrosis) DE L 2 X ) A0~
o WM ET 5 (% 9)Y, — #9213 piecemeal necro-
LOBSOEENBEET, (ERIZOBEICL D, FEE
I PERE 46 D EA 7 STV 72, EIBREIICIE
Desmet b D5 ¥E% Knodell 5033 L CHWH i(L
BB H RIS EE EIERARETT, SRR

(Staging) & #EDFEE (Grading) % 4 BRI 548 L
7o DT, BEE, MIREER - FFEERN - MikEo
PR AREDORRRE EARAE L2 REBL L CTERTH DT
%é@amw

@R CTUBMEFZICE, B RERIE 2V, B
EIERE LTk, 25Bamk, BE7E, EERE,
Bl - MmN, FRC—3 L B ERE, BN
ERBODIENVH BN, WITNRDIEFENREIRT
By, CEBEFATRLLDBOLI LDOHLIEIR
THhBH72H, LERICEIVEW T LIIRETH 2,
=7, WEMIEFOBERERLZRD S I 0%,
BHEDE» S L~ HOfiEs T zﬁﬁbﬁlﬁ“%o Z DD
FRIZERTE A, L2580 C, MR & M 2RI
BLTBY, ZEDPMINAREOE S22 < fﬁi‘h
Z;i%é}&i RAELDOEATEEE) o T/, BE, FEK-

fE, Wi, 18, FEAR, < QIRMERE, ﬁ!ét
1&%)%72 ER RO IIGEET U FREERTH B
LD,

FFOVRZ - CEF A B CTRER L IFNHRE 23D 5
ZENHH RERRLDIE, 20T UIE,
JEMEMIEME 21X Lo & LB, O, ) o8
J&, Sjogren(T = — 7L V) EMFEEE, BRISMEEERY
T4 VE, REFERELRETHE, Bzt 707
) 3TCLT CkET 2 RE s a 7)) v T/ANE
CRELMERERI L, KB, BEELLR EOERY
275, 7o, HCV Il &% 6591 »238kiz b
By l, Sra— %o BlaE i, BiEkE
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| & 10 Knodell 5lc&d HA| 2372

I Score’| I Portal inf . Fib
, ~ ‘mation
B T ,focal’neé‘rosifsbi%‘; O N SR PSS e ,

A. None 0 'A. None "A. No portal inflam- | 0 A. No fibrosi

mation ;

B. Mild piecemeal 1 i B. Mild(acidophilic ' B. Mild(sprinkling | 1 ‘B. Fibrous
necrosis - bodies, ballooning © ofinflamma- -~ talexpan

degeneration and/ tory cells in <
| or scattered foci of 1/3 of portal
' hepatocellular tracts)
. necrosis in <1/3

of lobules or

nodutles)

C. Moderale piecemeal | 3 . C. Moderate(involve- C. Moderate 3 C. Bridging
necrosis{involves : ment of 1/3-2/3 of (increased fibrosis(
less than 50% of the lobules or nodules) inflammatory " tal-porta
circumference of cells in 1/3-2/ portal-c
most portal tracts) 3 of portal tral linkage

tracts)

D. Marked piecemeal |4 -D. Marked(involve- D. Marked(dense | 4 D. Cirrthosis®
necrosis(involves ( ment of >2/3 of packing of :
more than 50% of the lobules or nod- inflammatory
circumference of f ules) cells in >2/3
most portal tracts) i of portal

tracts)

E. Moderate piecemeal | 5
necrosis plus bridging
necrosis®

F. Marked piecemeal |6
necosis plus bridging
necrosis® §

G. Multilobular necrosis® | 10 |

Q o0 T o

portal-central linkage

JEHodgkin(h TV F V) ) VEOER E 2 5 2 LAY
RS NTn 2B,

2 B2l CHEFFLOBWICIE, ¢ HCVERE
T9. LaL, HCVHLfkix, HCV oI EE A0
TR BGEIVE TR 20, BEOREE L BE
DEFEZEVPEINTVE Z EIEENLETH S, B
T HCV #ilffig iz @ o I EEZ [Tz 2 7 81,
PUE D A8 3 HAMEL 2D, {LESERELZE
% (chemiluminescent immunoassay : CLIA) %, 1t
FEE R R IE N E ¥ (chemiluminescent enzyme
immunoassay : CLEIA) 7% &% W2 EERBETH
5o Z D7z0BPUEMN Y EIE S, B1E T 12.0S5/CO L
£, #EFBT50 COIMETRIENMIBET, &
fili |51 % R L728541d, IFN JREHO 7 A )V 2 ek
Bk Y BHRLRBEZBRWTIEAED HCV Bk &
2 TIZIZMEV R, L LT M e & IR
EDFEE, TANVAMERS L HELE) Thw
EVH DI, TANVAMIEDHEELHET L LEN

: HAI score is the combined scores for nectosis, inflammation, and fibrosis
: Degeneration—acidophilic bodies, ballooning ; focal necrosis—scattered foci of hepatocellular necrosis
. Loss of normal hepatic lobular architecture with fibrous septae separating and surrounding nodules
: Bridging is defined as Z2 bridges in the liver biopsy. specimen ; no distiction is made between portal-po

: Two or more contiguous lobules with panlobular necrosis

H5(E8)o
—77, HCV RNA % HCV =1 7 il
D & A VA MDD X FUT WL
HCV RNA i3 real time PCRETHIR &7

, BMHBEREDOTEV, Z0ikiT
BHORZ L, ERNOCHETRET
D ERRBI B R R B I EE 4
To F72, HCVHERBIET HCV RNA &
» HCV O— Bk gBl e 1 v 7.
C HIBMERF AR D & E 1, HCV
RNA BpfliE, HCV SR 461757 £ 7
WEFRR 1 AR, BRIIRREE T IO
NRTGEVBTI) FFTYAT 2T

VB BT OB N S Y AT I
FZYTIbIYRT 27— HALT
BYNE VBN Y AT 3 S (GPTE
MR HEES LAY 5, ZOBRBHEIFATE
KT OBEERE LA % L T AL




H(EVV %ﬁ'{\#%%%

o B

v

14 \ R~ B

HCV éﬁ}iﬁééé/ N

e IR X
s | AmEEGEN, AR || HOV s
UHOV ke || el

. g8 CEFROBMIO~F +—k
o oqov: CEFFRDAILA, IFN: A V5—T1z0Y

kv, LAL HCVH: v ) 70420213 ALT
; Bl S FFFE L, PNALT (persisteant normal
CUDERENTV R, REICE, FHREIGERE
L METH DLV R ET B, BEICh b
GCNARE R T BREBIS B T L A A
LoheTWh, Tz, BMOREE MERO S E K
aLpErsu Ty GAEG) R I E KB L 2 ZTT
SRR B R (zinc sulfate (turbidity)test) JE D
Lol abing, o, EYNLVEVOBEERICG(A
LRV TRV ) = V) EEEORESALND I L
L owhA E7, FFEBEEOBRTIZT VT I VOERT R
PR Y VOETCES YO e v Y R
prolrombin tine : PT)DEE L L TALNDE Z L%
N

TAE LSR5 &, PINRIE TS RE - IR RETT
&N M MBS 5205, FREHE(LowB ~ —
FLTiRemova ke EAEEIC R B,
S i CEMBEFAE, FHIEEOR ) A BT
LAl Edh, FREEOEE<T 4 —Th b a-
© T b 7r T A v (a—fetoprotein : AFP), PIVKA-T
. protein induced by vitamin K absence or antago-
Cuis- ), AFP-Ls S M % EEI T 2 LER S

| BIMEROMR Mg, FEREPYIC PR EE (RS
L HEAL, FOREOEBRACMLEEET 50T
L METICAERET A DR SRR, BEESA R
PRSI BRI Ze o 7o O & R EEZ BT O
UL EOBHRIENTE DS, BRI CIEEHE
N LM AFEE Y EREE L) A L, BRI
IR AT 2 B E 7 COERIIAE LTV D, BT
FHEBENIC BV, FFERTIE, BFIRS NoRik
© TBANEDRD BN IUEEBICE DS 2R, Rk

UECIHRBUCER TES &I THVE
R, BMR AT, Kalk 44810 & B KEEEF
. Grope weipe Leber) DAVEZ R L, FkOETIC &

4 BHEREE 11183
Y KBESCIT (bunte Leber) DR 2 27 5,
EifRE2Hr - C BVEMEIFROBEEITRIE, FOERPRE
ML KL LR ONS DS, oEELE
AT 2 5E ML OERIEM, FHREEt0sE
fiIlCEbDTEETH S, FIEHBEERETIIHE
TIREYNTH 5130, EHZHEI BV & 68
HENs, LaL, iiEOHEICL)BERICENH
IV &, BEREICESD ZEIEEERFLETD
5o —77, CT ® MRLIZBEMTILH 2 b DDOHEED
EBESLSEHAEICT R Tw 5,
JEEEEPRA TIX, FFOEXR, FO&osi, BT
EENDI I — DML, BIEOERR SR LN
bo ZOHRLETTREFEOREEZHERNT S LT
HEETH B, BEFFROGEIFELHN L HHL,
FEETTER OSSR ER A D ), C BIFLDIT ) 2T RS
BETHIHEVE . —F, BEFEEREL, F
WENEERT S &, FOERROM LA FFERFDH
Bi2& 5%y, FRME O ME@E mTEo
WEERBODLIENE L b, T2, BEASLHIELYR
OHIITBE, FREIE,R )BT LIRS EH
HCTEb, —7h, BPFFCPHEEREOENIIES T
Hbo

F/o, FMlaREE, BHEEERE R ED o —E
L LT EINEDS, MRS /2D, E&H
% v 7o B E M (contrast enhanced ultraso-
nography : CEUS) %, #&¥HtE8FEALTESN
% dynamic CT <% dynamic MRIESLETH 2,
T, FWREEERZRTSNXFL MBS Y YA
(gadoxetate sodium) GAd-EOB-DTPA 1%, dynamic
WAGA L B IFIFREHmIC 2, PRI D A E n
LHHEEERRE L, HHRERE VISR EETFE
Henary A MRE®RTAHIET, FOEBLR
ErET5 2 ENTERE R 572,
TEIESHN L EMERT R OB L, ML - IFEOEED
EOBWILET, BICHEELOHENCIZEETH
Bo BWTEIRTBR OZWEEIZTENT ) o
@ Al HCV RNA B € M i B 05 6L o ik fk
REDVPA LN, ZITHWIHEET 5. HHERLE
LT, CEASEFEY CERFEENHITONDS, Bl
FITLBBE B EERICZ LD, FE1~6 7B ®
EHIR VYY) DFE BRI E 72 & OFRIE % FEI RS
5 ETHENTRETD 5. BHFRILEBEILLR TN
B3, BEYNTIRE LT T HBHEE LT Wi nEd
FFREENTAHZLEREETHL, —F, BELOE
ANIEEET, BEFL L FEEZEOBELZ XN R W
O, WERBELEBGSH, SENIEIFERCIERSE
A LD EBFENICERE S22 w2 b %
Vi, F7zBRIC, BRESRR, FET OV — WIEIBEG T (non
alcoholic steatohepatitis : NASH), 7 vz — VT
BE BOREMTE EREETEFEZE (PBC),
EYERFEELR EOBNPLEICRZLZ ENH Y, F
7o, ELFEEQEREICHCVAEE L TWw a4
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DA JVABHFRZBNE LIciio« )L RGhE @ C BUEH
D& S RER 2 EE L, HCV 28R4 5 = & T,
oz hE L, IRECEREIFHT LI L TH
5o HMIEHCV 2l TAZ LN TEADIZIFN # B
WBILT A WAEEDATH 5, IFN AEIZIE, IFEN
Bk, IFN+ VN o (ribavirin : RBV)
BiE, IEN+ 188 v +5 5 7L )b (telaprevir
TVR)EHEI TN D, 2 TVR I, NS3 Va5 7 —
CREET, CEFLBEESL LTI LD THCVY
EHOGFEERE L2bDTHY, JFEEERD T
Oty 7 E2EETLOME ST HCV KT 57

ERERGMT D L THRERET D 2 LIS

NTW o, DO TOIFN BMEETIZ &Aoo 1/3 D8
BTLPTANVAEBRTE 2257225 RBV 2w Uik
RBV & TVR OWE % BT 5 & & THEIGER R
PEEoTWDY, 72 IFNIKY) ZF L v 7)) a—
VPEG) 2S8R L vy -7 20 v
(pegylated IFN : Peg-IFN) iZ:8 1 [H 0#% 5 TRy
ENREFEE L, WESR - BAMICT CREWER b
B ENTWDEZ 06, HEIFN £ BV 58546134
B e REE—BIRE R >TWw5B, LA L, PEG-
IFN ##i3 v b IFN-a #HE T, I 2HELH o0
BEDOHZHEITEREIIRET2LENDY, 20
W e d IFN-g # v 5, IEN 0 EEshRI1:, HCV
genotype & 7 A V2 &, HCV OBEEFLERZEDY
ANWVARDOEF &, £ - - g LoRE, B
IFN-A 556 0 IL28B #1n T2 £ (— i Z £ T (single
nucleotide pormorphism : SNP)) 7 ¥ 5 F HF 12
LoTHREENG, Thbh, $¥hbbtalv—7
2ENF 18 E ) IFN BRZHEDE L, 74 VAT 7%
V EIEERIRSE . 72, ISDRDT IV BER
BizZ izl B2 MU E0ER, o7 70 %
DT X BREBRO 2\ EHF (wild type) Tl PEG-
IFN + RBVEEORERZESE V. F-BERF TS
o - - AR LR I E RN L B, F77,
BT & D2 7% o 72 IL28B #&15F @ SNP (rs8099917)
75 TT THIUL IEN BEZDR I B VDS, TG 2w Lik
GG TH % & IFN BEMEAMERNZ L DS 2222 5 T
wBY,
CDEIBHEERDOS &, EEFMHEOMEIIC X

VD, WENRETA NS4V (RIDYISRShTws

(R7-HWREFAFIA %2R 1212, hEOH FEE
EERIZIERT)e VA NVAER, BAE—ZIGCHEVS
T % real time PCR#ET5.0log IU/mLY. E (a7
EZHEEET 300 fmol/L LLE, DNA Yo — 7T 1
Meq/mL Pl R) 3@ Y 4 VA& & &, Genotype 1 »»
DETANVABEANIROEETHY, BLBIL
PEG-IFNa2b+RBV 72 v L 13 PEG-IFN«2b + RBV
PFR D 48 A SN MR EN L DS, Z DBRBEEDY
A WV ABERREE (sustaind viral response : SVR) 1% 40~

0% REILT E42 e —F, Genotype 9
BFE T 24 BRAT 213 80~90% 0> i -
LNAIED, KT A IVARBFEFTIE. RBY
IEN BERURE TRV IS 80~90% ) i §
Er ROz, WENAE T IFN i
ENb, T2, BEMREEOD 200
BT HCV RNA £ EBERT O 1 100
T3 52°HCV RNADSREET, 36 i+ =¢-
BITIE 72 BMEBEEPIFE LwvnE Sy
IFNIZRBV & TPV 2 B\ 5 &0 U1 1%
L. 3#% 12 BAMES D%, S5I2IFN+
12 Bk L, 24 BEO%ET. ]

FEhTna,

—75, RBV ff FEE O JEHEZEB - )7
IFN 7z Bpc 2 BMEH 2\ LIZE2 0
PIC HCV BB b L 73 & 1 524G 4 o
TE5E21T9H %, 8K ETHCV 2111 L
WIIFEEF 2 B9 L, IEN BEp
L0 AL B EL2®A Z Ly
FFFEENEEBHE L IFNEE  HCV o
HEZIGATYH, IFNBSIZ L o T, ik
FEALERY , FFESEEEs R I T
FHE % B L 72 1yE ALT IE% C BUIF 424
ANVAEETAFIA L ICF D600 w
T X AUZ I IME DSBS L D AR ET - Ik
P, H/NRER 15 77 DUF O B L L e )
EXALT 2530 LT CTH - Th, FFFMIE
BT AN AEELZERT A &2
(£ 14),
IFN QEIER 1 568 - BAEIE 2 LoV 1K
RIRPERTIR - IBA - BREREE - L& 0 - 1B

% EOWALEEIR, KB - BEERKR &
HEICALN LD, TN ERE

bo LpL, HEREWDOD, BRI
CREMREDEE, REND, Mk
ffige, MMM, OFEZ & OB LE!
VBB Fiz, BHIERE LTI - AIkE

L QREWER QBRI 011, IR
THREELTET LI EDULETHS
ACIRAEMEEmMATIEE 25, Bl
M= Fﬁﬁg'léﬁﬂig% I &ED EM/E)EQ ﬁffﬁlﬁj' o kb
PTVOTEENLETH D,

RUAEEE HCV 23] 3 2 #ii i
ICEFFLTE Y, iz STAT-C (specifically ta
antiviral therapy for chronic hepatitis
DAA(direct acting aitivirals) & IFiZit =
PHEAT OB, ERMEEOL LTS L /27D
¥ D&z 5F, HCV o NS5B ¢ RNA-depend®
polymerase RNA 7% & o1z, dfa)y© HO
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Genotypet1 Genotype 2

Peg-IFNa2b : Peg-Intron(24 &) Peg-IFNa2b © Peg-Iniron

+ +
Ribavirin : Rebetol (24 JERS) Ribavirin : Rebetol (24 B

+ IFNB © Feron
Telaprevir © Telavic (12 J8R) +

' Ribavirin : Rebetol(24 188
IFN(24 B IFN(8--24 JE1S)
Peg-IFNa2a : Pegasys(24-48 J8i4) Peg-IFNc2a © Pegasys(24--48 #ERS)
: eq/ml ol

otye 1 - BYCVRBERITE, AEIRCEST 3k MIOETFCHS IL288 DEEFRUSA L ABNOET CH3
“Eaz,n 2 (ISDR KU Core 788 aa70)&Z8E(CUT, AEOMATRET DDOHEE LL)
, Hh B, ERIZERUT, Telaprevir 220 3 ERAREEZTI CEHRBEFTREINZIEEE, IFN+Ribavirin GHFEE

*enowtype 1, 2EBICSDRE - SOREFEORIWERDERMFASNDES, SEELEORHERBIRD D X I EUVEERIIC
$UTIE IFNB +Ribavirin HAEEEEIRT DI EHEELL

ﬁotype 1« B A LRI Pog FNa2b -+ Ribavirin +Telaprevxr1ﬂm7r“,£0)1@m(,

peg-IFNa2b+Ribavirin+Telaprevir3 Blff FBEEE Cl&, IFN+Ribavirin2 &l mﬁ/ﬁfﬁlghh«iﬁ@%@@%iﬁ@'%ﬁﬁb\@%

CEDOSFEEET D, BNNDOWNIE, Hb OEWERUHADEDTEF ZERE Uit Ribavirin DRBEREARET 2, EJIHUJU

24IEEEE, Hb BEE, DEFICBVLTEVCEDLS, NS0 3 FIHBEEIEELG & FEEINSIEE Genotype 1 -

w4 b T BOPERERNTIE, Peg-IFNa FEfzld IFNS + Ribavirin HABEEEIRT DT ENEE UL

3 Peg-IFNa2b+Ribavirin+Telaprevird SIS EESETIE, Stevens-Johnson fEIREE, FRIEBIERBESOEELEHERED

BT ABENDHBDCENSHERELDEEOD ETHEARAL, CINOEEREEREDRIREUVESICIKXIFTRTEES

kTR 188, FEIEERFEIRIE R CEYSLEEITY, ﬁf@ﬂ[éﬂ)@i}%@%t’CUZﬁ &RRT 4 v FOBENSE
FEtERE UMBIUSUTROZAF O FEIEDRSHERT D

3 Peg-IFNa2b+Ribavirin+Telaprevir3 It FEDATE, #5WHE0~7 BELR) KD REE, RTIUVFPFIUOLERETD

EADGHET DT ENS, RBENERREICEIEES, RHICEREEME ‘a?ﬁj@‘&%bwg'cﬁ%

peg-IFN 2D + Ribavirin + Telaprevir3 BHRREEDAE &0 B 531 JIATHOR
_ Pl HbfE(g/dl) | ... Rbaviin
;4.0 Tk HAE (2,250 mg)
13.0~14.0 it K:L(DJf 200 mg RES LD R (1,500 mg)
12.0~1 8.0 200 mg (1,500 ma)

| 3 EHREEORRILHRINTLEL

0 Hb 8 Bz Ribavirin # &0 Telaprevir OBMIARFRIES < £ THEIRIERN SORERTHE T, £, FEREE
THMEDHE UAET 2REBENSD S

e 1 - B0 W ATEBIOMEERT Telaprevir 54 3 AEETAERIAC B 2> TORZ MUOETF (L288) 8 & U
WA HOEF (ISDR B U Core aa70)h 5 I IoBELMIG (FDEEFE])

IL28B DBIGF rs8099917 K TT DEHIE, Telaprevir 22T 3 BIHABEDRENRNIEVNC EHS 3 BlHBBEEDRED
lﬂi CHB, B8, BERBBOER, Hb @ HRIENH S Telaprevir #20 3 BIHEELEDNEH S FTHINDERE. Peg-
IFNa #fzld IFNB +Ribavirin {#READZBIRE L8 d 5

2 IL28B (B{EF rs8099917 M TG, GG T, ISDR B wild(0-1), Core aa70 H mutant OFEFIE, IFN+Ribavirin HEREL
__ COMEEHRMELNT &5 Telaprevir 2218 3 BFRBEEZT D DEEIREOU EDTHD

#lrfko—ok LTRNA E#EA L HCVEEIE % 3R LilHbHo ALT BHEEME L Stage 1 (F1) Tid, EHHimgic
NSSA FHEZE DRI EA TV 5, B2 FIE Hi#EfED 1.5 fF5LUF, Stage 2~3(F2~3) q bifwﬂjﬂi 1
M2 BEHNEAE Y 4 V2 OREEIL B 5 HY, 5B 5, ¥7&hb ALTE30IU/Licar ta—d5, —
DS EPRATN TS, ES5IZIEIFN % BiCHwwsRLLDWE, YNV T Fa— Vg
MV OO ADEREHR LT TBY, JHE (UDCA)H B\ 7 vF v 7 »#EEFv 5, UDCA
Vi E S ME TR ELSEDLAHREL R EN  BEEHAMSNIEZE AL RV, Y F) F I
S FELABET VAT O VEICE BED ) Y LMAE
MRS © By - IR LERA 2 A IED D REDVH B, ITNHIIIILT A W ARIRITA SN
N SRR R S TEE L, IEN BRI LT d0n, —E0FEITD LML,
EV D IEEBIL L2 WA HEET 5. ZOBAEF  BMEE  CREBMFELTIEFCBR 2 #d0E L,
dsE b, ZOBREE, ALTEZTRER SRERCIFEECOREVSHEET L Z L2, ROk
SRR Z T, FREORRBEAHINT A BELFREREIER T A 2 &0, B X D) AT
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R 12 CRUBMFERCHTEE; %hff h74/ -

Pog-IFNG2b

BT IVAE Peg-IFNa2b+ Ribavirin
5.0 Log IU/mL + ¢ Peg-IFNa2a + Ribavirin (;
300 fmol/L Ribavirin (24 18R = |FNB +Ribavirin(36 ;@Faﬁ
1Meg/mL BlLE +

E9AILZE Telaprevir(12 ;B8) A

5.0 Log IU/mL

300 fmol/L

1 Meg/mL £

A, FRBICAEENOEREETSERICHT 2READER

1 Genotype 1 T IFN % (Peg &), Ribavirin EOHBESE) BREI~NOERS(E, Peg-IFNa2b+Ribavirin+Te
HEBESED 24 BRI (T12/PR24) DABEDRIRO THVGEEEE 88%) T &N'D, T12/PR24 DB S5 EEA T

2 Genotype 1 T IFN 5% (Peg 85, Ribavirin COHBAZO)EDFINOFEIRSE, SHAET 12 BEIC HCV RN,
2 Log WW/mLITFICET LIEERICIF R MIRU Y U ABIRTFEER U T 3 B BEADAEIRE% 48 B8R
[LTBTEHBBREDVOEDTH D, UHUELRET 12 84I(C HCV RNA E08IED 2 Log 1U/mL BITITET
$ITIE Peg-IFNa2b+ Ribavirin+Telaprevir3 B RESEOMRMMEVNT EH SRIEGEEERFD T EMNE % Ll

3 Genotype 1 fEFIICT, Hb EZEE LT Telaprevir Z&8E 3 FIHBEAETD CEHRESFRETNDES
fzld IFNB +Ribavirin HHEESE 72 BEEBIRG DT EHEF LN

4 Genotype 2 T IFN B - #ESBI~DOEERSE, IFN-+Ribavirin ##BEx 36 BERSHELRTHD

5 SDO% « D DIRERE IFNa BFRERB KU, Peg-IFNa +Ribavirin HREET 3 DIREENHIB U e RER 3 L
Ribavirin tFREEZBIRT

B. IHE, AWMEMNT IFN ESL(Peg W5, Ribavirin EOWRAE0)ICCHAENOBEICHT DAEFWEORIR
1 Genotype 1 - &U 1 JLUABERFIT IFN B - EIHINOBIRSE, IFN(aFzld B) +Ribavirin (HEESE TR
{C HCV RNA DML L TUVL\DERIIS 48 BRI S ZE5ET DT &N, SREOEARTH D, T, REHE, HOV,
{EIRRZ(CIN U T Telaprevir 220 3 BIHBAEENOUESBIREOUV EDTHD
2 Genotype 1 - D JVABERIT IFN B - EHHINOBIRSE, IFN(aFfld 8)+Ribavirin ﬁﬁgﬁtﬂﬁiﬁ
[Z HCV RNA DL LTV BEERI, 33 U)E HCV RNA DL L CUOELVEBIFEHER #ZE L T Telaprevi
{#ﬁgﬁf\@tﬂ**ﬁféﬁﬂiwvéjtaﬁé

C. {REFH (RETS) DAE
Telaprevir #2253 ﬁlj{#ﬁﬁ%fé‘a‘otv Ribavirin {#FESEDIEERM 35 DL & Ribavirin 4EF5E /ffﬁiim%@q?'
DBEWVESI (50 it F2 B E)TE, IFN ORWEEDORRZEZERL, EEFHENO IFN ORBERSMNBRES
IFNo 8%lid 300 FEf/A% 3 @/ABEEAE U, EEETES (Peg BRIER< ) BEBETH Do £t Peg-IFNC
BT 35800 ug/H%E 1 B/1~2B8%{FEHTS
2 IFN SEERBI S LT IFN T ALT B, AFP [EOHEHE SHEUVESIEITEEESI (SNMC, UDCA), SEMmgsss
HFEDETHRET D .
3 EETF(RETH)EBIEUCHRED ALT BiZElE stage 1(F1) Tld, BHENICEEED 1.5 SLUTFIC control

2~3(F2~F3)Tl&, IERE{E ALT=30 IU/L {C control T3

(3t 9 %Z51F)

—

& 13 CEREHRRCHI S AEORIERE
1. Peg-INFa2b+ Ribavirin+ Telaprevir3 ﬁ]{#ﬁ%iﬁé;ﬁ@%a
SAERRAIA 12 B42IC HCV RNA DML UIRUVESISAEERIET 2, Eie, SAEERTIC HCV RNA B Breakih
LT HCV RNA OFEED S 2 Log IU/mL FBX TN LIcESEREREDIETS
2. Peg-INFa Fizld 8 + Ribavirin2 S BEZDBS

Peg-IFNa2b+Ribavirin $BEEE{T > THERSEIA 12 B#&I(C HCV RNA EHFHED 2 Log 1U/mL L)CFM ’
RNA Hig14 (Real time PCR %) T, 36 BETICIIE O, HD ALT - AST HIER{E ULKUEESIE 36 B THE
=y = 17 ,
ULHL, B5E9A 12 BIC HCV RNA 01ED 2 Log IU/mL WITFITIET U, ALT ELTEE AL, 48 BETHE Z
SEEHETERORI ALT BIER(LHEREIETS

INF 883 5055

EE?X% (RIETHH) DRET, IFN REI25E3% 6 N BLIAIC ALT {8 and/or AFP EQEEGE THRSNEWES
KOESHREVeBEZRIET D '

(32k 9 Z51F) 4

DEEEZITH) L DBFEREITRENT WS, FICEH  BHINL WD,
BEZHEHTLEPBEELEZ LN T WA, [FND  4ERE - 5L | CABMEF£ICE
W) ZEFN T BIR D —D & LT, 2006 FE b HRfE  HEBETHLLLBITBIUETHDHY,



SERMHZEHE L EE.

| 215%10%/ 4. <1BX10%/uL
Tod NPT oI ALT B 7 D— B LERBIDIEDFE S B

AT BBZZ2URBRATRAORMENE, FEUAT | TieESIFERERT L F2A2 LEOHICHD (LA

EFHEL, MO ABESEEER BEEZR
: FFEERRIEMITHIE 2--4 A BEBICME ALT 8% HE
L, BEERUIEETHYANWABEEEER
65 ML T IV ABEEE R ABREITRERICEC D
. TANVARE, FREEEEERL, BEO CHBHVARICEUT, REEERIRTD

TR R }w m

0.1unit/ &
FERIBERTEE
;o 7.9%
/ 5.3%
2% F4
0.5% AL (FER)
. 70 ;  F8
:é - F2
e . : IR
- (BT

BEZOWIMEY 1875 1575 1875 10J5ELT
39 CRIFFROERE CMVIRE - FfEa

WALETH L, —RIIIHERIEIR S KE  RETHEITERENLEET A L6, MR
KoL THREEBFBPHFIITEETH Y, HolkH i, R CoRA~—7—: LTRAENTW A,
CHLME R Ve L LI Z A LZEEUETH B 72 Z AU FFRAE IR PIBRIE ASTTE L B REAS T
& EIDE AT 2 S ST B D LAY FTAIURLAREVEREEZ LN TVD, Thb

KIER T, 875 ] oL Fid8T 5% B IR FFRAE LSBT & & H A L, F3 Tk
HHERDETH B, 1275 LF, FATIE 10 BT &2 0, /MRS
Fo e, BRI T ARERE, Bk HLoBEL LD RELLTEIOWREL RS, 0
CEEREENTELDY, BEOBEROAEFIE 12, IEN & 0Py 4 W AREPFEDTIUE, FOR
LINEWZLTBY, DLANT Y AD LI WE  MLEEET A ZEFRESINTEY, ~028/4FT
WIE L AT 2 Z EDEETH S, LnbiE FFOMMEALDWET A L RESINT D, F2, il
() VIERPIER ML, RS R SRS EAT T, ML R R & L CllsET 5 FibroScan 7%
DA T s, WIET R VEF — OB & I EOREDHEIN TS, ZhucLiud, FFEER
L BEECTHD, LAHL, SEIEBFEEZRE  KPa(Fu ,xAd ) &w) B RSN, T
. FOBAELOETERD A O THIALE BBURI2KPallbénb, ZOHKED 10 KPa T
by H7z, S OBRERUIFER B S E A TIHFE A CTEL 2whs, 10KPa Ll ETid, 34E/M
B AHOT, EIEEE DEE LEFREOFH  ORBEREFRICITIT-HL, 10~15 TEH 15%, 15~
(Y (I QAP 20 TI1Z# 20%, 20~25 Tk 25%, 25 LL LT3

AR CTUEBMERTRIE, o s ABMLT 35%MSEMIIRET LI EPMESINTL(E
SEREBHIE DO TLR L, BRI 288 10),

LT L, FFHEZE - JHE~CERT 5, B D7z, CHRIEBMIFRLEETHHEICIE, v g
DFHEALDIRE TIE, BHEILD %R W FO A5 Fl, WAREDBADOWE 245 & &b, FFAIREEG
1HFE2, F2 205 F3, F3DLHFMED FADEE D) AZIZDOWTHFHEL, #EEY— A5 v 2 %47
PRIL 0.1/4E L HERT &N, 10 FE CEEIEA & HAZEDPEETH L, Tbb, CEEMEFREEIX
D FRFRAELOER L & OIS RERS LS FFRIAIESSIEDEH ) A VET, 6 VAT L OENBE
e TBY, FLTIHERSR LIEET  WHRE, 6 7 2L 0 AFP/PIVKA-T/AFP-Ls D&
S DRI, F2TiE2%, F3 ¢ <=7 —0lEREEsShTwb,

3%, FFEZETH B FAICE-TR79% EERIC = Bl BE, HCVOBEENHL 222D, S
HIEPHESNTWE(ENY, SNGIFE MlEAZ ) -V 7T ERERBEDT 4 X
Ustage \ZFFEERCHWT S N2 A%, FRAERIZELER R—=FTWVIZLD, FRBEEANIER L2, L L
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p<0.001

LSM>25 kPa

20<LSM=25 kPa

- 15<L8M=20 kPa

T 0<LSM=15 kPa
LSM=10 kPa

B 10 FibroScan IC KB IFHEE & RyExD

MAIIBEIR & 2 2 BB VD L s, RELE
IRAZEDIR S D L XY, REELBETOY T AR
MEFZ EERMICEDNE% 5T, B faht B
K RETHbD, FrzEERETIE, ¥ HCV Bk
DIEMED S % 720, standard precaution DERE &
2, AP —OBERICHIETEL LA Y27 Vo
7% EVRETH D, —7F, BEOBREFHTH-> T
LR SN T LWAISHE {, FIREIER L THRA
SNBBIS TZLEET B D728, ENI[FF4LE
TARERBO HISE R 2 E T A L & b0, [FER
ik lefzEl, CRIFREDRYIZR & Y7 kg
FEIZBDTWD, T CRFEMNHRDEE 7 K
GHETH ), REABRGORREIFMIaE & 55 L
TWBIZEPHLPIL > TVAPSTHL, L
L, MEHCVOFHESY 7 F VLB HEO &I
Mo TBLTEHBROBETDH %,

[ 7 - BER F%]
BBk
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