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WITREARSEHR > ¥ - BRERT LYy —R

0371-1900/05/¥50/H /ICLS



£3 5. 1BEIFE, FFESERGITIR, ThTid
H DDA R BE3ET 5.

1) BEEMHEHEAT4

IEIRO & FREZPMORE, FFHoaiELA
DR R TR IR 2 1T 7R AT
BRERErigmah, R4 VAT —H—DT5
BTHLIEDLBINIIORMEL Z L%,
2) SMEATAHERAE '
EHEEE, AR BESOSMEIT R
WCRELEFTHAL. LaL, IS
WTHHRHE LA AR & W3 FTrAILS4E Fo), EiS
SHEFROMEETZEL TV ADIPHTH 2.
THY e ATHERI T, SRS, FEICZ,
Tk, B, OESOSBERTEL, s
RTHREOTUE, MBHEGORMER &, 28
#r) 7= b —F R (SLE) & OFERAHE 2 ik
CETAH, IOLDREFTIE, RIS
DRIEZ (BHEHERFRP 2 2L T 575
SLE TIXZFD L3z Lidizv,

3) SRS
TNTEHAHY, B AEEEST HIERHNA
bis, ZOHEELE L OFTIIIFRSIITT
IRV LIZFFEESF 2L T 5 2O
Zuv, EROSMITFRenSENEHI X 5 L ERE
AOBHERFRIZ D 6T AIH PETh T
BT ENTRENTWS, T TCIETLTWAIES
ETUHHREET, -0 7)) A EHERLT
WA Z L LBETIIREETIE 2, B RE
LTI E DL ZFMREEL T wis
®, PEPBIL T ELER Y LD I L%,
IS DIEFIDE I RENFIASRERO T F
Thoh, BEIFTSRTHHIEIRSG shE
v, HEWIEREDOHITTHE L/ERTH 5.
)R - HTe

REITHEE GIBREA T 0 4 F&E, 79+
T ) CBUBATERVERNI R4 1ET L, TR
BIERT D, T4 VAEITFEEERIC L S Iof
HFHRE R L, FTR2icE5. BRIIFL, C
RIfF9m7 4 W 2= — 1 —HEEtE 0 EF ¢ b e

HOREMRED 561

BOWHESRARLNLOT, PRI E o
FICIIFEINETH A,

2. & f# 4E

AlH TIEEHEE I ho AT REER S &0
B, 1GHERIRBRS, ¥ x— 2L R, BAEDY
TR FHIE,

3. F %

RERSOFEF T RIEIIHEE £ YN 3 5
TR Lo TTRIIRIFTH S, REMEAR
B 2oV LIS TR ISR L, T ihe%
ELTOREDTERE LTidZv. LHEFITIESH
LHPHIIEEEL AL D, EIEREREICL S
LR DS 2% LB SR TWA, £
DIFHTL F=voroafeflict 2 LEbhs
RAEIEL 5.

4. & Hr

I e SIS O IF 2 R AR ZETE I X
N TBCRIEEFRBETRILATRENT WA, B
Wiizdizo T, TIMBOFERIC L 2 HFREZER
S5 5H% HCV B ATH OfFEDHNES.
MR HCHUE, FRciitEiif (ANA), SRR
PESMAY DRGNS, BLUYZO 7)) >, IgG D
FEAYHITA Y, B LEETHE, Thb
FERESL AIH 25w, IR EITVY,
[EFSEREHT 258 ) scoring system 12X A AT %
ZEIZLTHIT . EFERHTIEEIL1993F170E
ah, 1999 elETA e Eh?,

5 & ]

AIH L@ %, BIBEREAT04 FE@PSLMIIC
CRIGL, BIiF%#H8%7-25Y, PSLiGHRER
TR A v ML, OISR (30me/
UL &T22 8, QEEZTTICHEME T
TATS T &, O+ RIBRG 2 080 S
A&, ORIMESICES BWEERE, T3,
PSL B RAT- G FlEsfFlicat LT, 7HFF
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o1l B2 REMATRTA (ATH) (OFSKE & 333

IR 3 HE

255

DPERF Rt | SEMINE SRS

7L F=v0r30~40mg/HELE

e o ety AFOA R 20 AIEE

AF N« L F=0 »500~1,000mg/H 3 AE

HERFIN AN A L 1o
UDCA ~D ) #5 2

FLF=vor5~10mg
UDCA600mg

AT SEIE | THFA 7Y S BEH,
AFO A FEIEM

Tl F=vo r10~20mg, 7HF7F71) »50~100mg
Ca B4, #EVE(L vit. D B, Vit K22

AFRRZE - BFAR&: | AFREZCRSE, FOEMRIRAT AT T
fiigiand

| PBC g2 715" || PBCEIE Foiasss

SHEME  |[FRedm
T SRS g
F4TI—h HHRE
BRRRATO g || AR
Tz
AF#mtag /
RHBVRET /
BHRE
o
I
| =mpBC HAEIREPBC | sEigPBC  [mwe

2 PBC DHREA L REE %
CHAETTIEDTN S 5% PBC REEFREAI B v,
VRIMEEA T O FEEHROEHEI T VIS IR R B,

7"1) » (azathioprine) AU H R ST 5 (F
1).

O IIAEEFI A LTy F A3 o a— L
(UDCA) DR b AL T w5, BEFIC
T AER O, PSL OWRERE, PSL iGHED
5 DOATRFIZIX PSL OBIWER OBREIHEIZ 0%
PHLDLBhbs,

BHEIL, HAHVIIEMITAEEETAEN, &
5\ PSL R TR R B o A EFIIAT L
AT bR,

0. FEHEREETEEZE (PBC)

1. &% &

PBC PR LM% ¥ —4 v P E LT
HORERIGI L ARt oiBERTH Y, 8
HATHEDIBH ) S e B35, FEEARRAE
IR LR B MEAR Y 45 (CNSDC) L IEEDT

R E L, IR BRIt - HFEIc L -
CNGERIIBE AL - THIRT 5 T Lic X itk
TR oW R ET 5. B o4
R E MR TR D F28 b o - THFEERHIRL on%
BREBHALAEL, FEEMIIITELE Y SRS
E5(H2).

fERIE, OHEH ) o230 CEIR, QITREE -
FEREZSIHE Y IR, AT Lo BT fiktir
SIS IR 1T TER BT LN TE 5. 2
FHIIEIRCH ZIEFINE DS, MRIERE LT
879 o Rz 3Es RS I T 3.

AN, TH D 2R IRERE (forid
bile duct lesions), H#5 : MIABEIA: (ductular
proliferation), IIHA : HHR (FRHEMRRES & 424572
) (scarring, septal fibrosis and bridging),
IVE] ¢ FFREZ (cirrhosis) &, 4 #2367 T
Wwh,



1) &EfEf&M4 PBC (aPBC)

PBC {Z B HER % 528 % W& PRC
(asymptomatic PBC ; a-PBC) &, REMIgERD
D\ THE 214 9 fEI%YE PBC (symptometic PBC
; s-PRO) 25 gs B,

2)fEfZME PBC (sPBC)

FEMEYE PBC 13 & BITRERBUERO A & Vi
HEROL W s1-PBC &, MIFHEYY VY Al
2.0mg/dl P\ LD¥IT %585 B s2-PBC 125 &
b,

3) RHAPBC (early PBC)

M LA AT 5 AT 5 AMA
AR L, R OREFENE L T - T
WAHBZENHBINTEY, F0L 5 2EE®
PBC IZEHIPBC LFrENTW BT,

4) A5 IR

(1) HCREMHIRE % (Autoimmune cholangitis
TAIC)

BEAREYIZIE PBC DIRR 2 LA'S AMA 34
HTHY, ANA PR EEY 2B LA
CREEBEROBIRIIEE S/ AIH »
PBC %, &4 WIHIHY LB 0EEH 7

LOIEARMIZII PBC OFRITH A LEZHNT
Wh,

(2)AIH - PBC F—23— 5 v FIEMEE (AIH -
PBC overlap syndrome)

PBC & AH WA OFELIEEHNREET S
#REIL AIH - PBC A —28— 5 v TREBER L E
NTWa?, EHEZMIZIE, PBC A 2 ITHL
RFTRIZINZ, EEMEOR RS ONAE. AN
FEASHLZ PBC BRI TH LD, FRENHT
L7:EBTH5 PBC & AIH AL 72D DD,
HDHWITAIH, PBC oM LAERTHLD
%, IR LN TV WAIRETIE PBC O
BE LTRAGTWA,

2. & # &
EURIRE, -7V ERRSE, inEd
A - BEEEEIFLRT L, FhoDK

HOREMITES 563

ik LI IS LAY e oy Y A AR N
BABENDLZELE8. F00, AfFL:
HOAERBORRE « ERSEHICHTwa 2 k
b2V, PIRETGERE & LT OREEIRIEHZNC
I BZEAOBIMIE T 205 5. FRIFE
AOFOHBII LT L L E iy, PRC A
4 2BMMEID 4 570 1 1IN TS 5.

3. FEELUERA

aPBC I aPBC (2 & X AR b FHRITAZT L v
A5, $910~40% (5 FERTTHI25%) 13 sSPBC ~F51T
T 5. BHIEH (s2-PBC) 124 & LT TTEA
BT&» 5. FiEFHIFIE Mayo =572 BANF
BRI EDET VARG LR TWA, EfF
FHENCET 2T & LT, Mayo EF LT
I3EE, CINVEY, TOTIY, SObuory
VI, B, —F, BAFEMEHECHEER T
i3, BV E GOT/GPT AHITH TS,
WFRIZBWT b B ERELRT-ZmiER e v
Y THhD MFHRE ) VY EH2.0mg/dIPBC
A D & SIEETFRIIS0% 2 YA, FERIZAF
&L FERHIRIEOMBU. X ATHMVERIL TS 5.

4. 2 Bl

PBC IZLLT O A AL TH Y, EEATHE
DN AFERFEPL (199246) 1= & ke S 5%
VEETT A, BB oW BT AEMT, W
(G THEMITEI TR SR, AMA HEEMILTH
hid, PBC OE[REMEIIE . FRARRI CTHEY
IREFET R S S L, SEETE 5.

1) B AR (ALP, y-GTP)ERr D HER
HEETHEEDIET ) - HERETH 5.

VB LTHFRY A WA —H =R,
POREE %5 L) REAIOIRE D v

3)EHREFIC & D MEMEE L ShoR B
HENTWVAE,

4YIMFEFIZPLE b 2> B 7K (Anti-mito-
chondrial antibody : AMA}Y & B WEHLI F 2
N7 M2UEDTEE T 5.
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}2 ERMEAMEFEE (PBC)OFL - HB MK

AR - TRAE ok I

E. PBC FoREER:

%P PBC (aPRC) #AFLEE, UDCA UDCA600mg
E ¥ PBC (sPBC) UDCA UDCAG09mg

EOHE I R,
BHE, RARRED

HeAsyivE aLAFFIv(aLAFIE),
Ca 2%, &tk vie.D 1, Vit K2RH

K PBC M

HCREEIRE % (AIC)

BISREAFO4 FESS

7l F=2 30mg—+UDCAS00mg

AlH » PBC = /3—F v TR

BIMEAATOA FEAD

L Ko v30mg—~UDCAS00mg

SH RN (EEATH#AMON S REREN
(1992 &) (- L B 5%)

ROVTND L DIESLTELELDEPBC LF
w3 A,

(1) HESATIZ CNSDC % 300, HWEBR R
PBC ¢ LTHFBELLRZWL D, AMA T 7213t
PDH HUAGR I F ¥ Y 7 M2HUE) 2613
FHICFIET 5.

(2) AMA F7:1330PDH LRI b2 FY)
7 M2PUR) AT, AREREANITIZ CNSDC %72
By, PBCIZFE L &V (compatible) #H4%
BERTLO,

QY AR BEOMS I VA, AMA 12
IHUPDH JUAE BRI b > K 7 ML) A5
T, Lo bPEREE L USRS PBC £ 2
Lbihd b,

5. A& &

BHEREG TR L TRV, &
B« WIS U7 ERREAIER e 2 5. BENR
PEPBC ZBILTid, 3~4 # AiZ 1 e
HlE UIBEREEEO _ ESHAMA A 5 WA LEFIZ X
LTl UDCA DHE5-%1TH . i G HiiTil,
TNV TG ¥ a— VEE(UDCA) 600mg & #20
B9z x 54 % (] 2). UDCA IIFIBER DI
EHIHHER DD 6N TB Y EWEH b 7% CHiFE
TidF—FERETH2Y,

SERRHAIC 2 B L BEER (RO otiss, Bl
BIEDTHOIDDERFLEE 2L, 75, M
ARETTHE 238 L 223 SR AEIIRIS OB % 5%

TIEAHLDT, FFEEICELNOREATH -
THEEVLETHA. HIREOEHHIEIT
HDD, FECEL LRERITSTE. EPW
REFSHHVETH L, HEHI R D LT
TFETRTH L, TR 5 L INFEEHD
PRELE 70 W BFREHEOD L VB L 2 5, LB YY)
W DS, 0~6.0me/dl Bl 7% 5 & PRI %
ZRBL, BHBEME~ND L P ET).
1) B GREIINT 5
b5 v A7 39—¥, Ig6 flidsEv AIH - PBC
F—=3=F v FIEREHESN A U T30 248
YN A7DICPSLIEGHFRRTH S, AMA
FatkC ANA Fptto BEREMIEE 4 (AIC) b4
NIRRTV Y EAENTHE. WTho
BESERL, HFAEORRTII UDCA 124]
N¥HZAB. )
2) EBHEICH T 3A
HEFNC X - T REMERERIEETH L. ik
AZIVEIHDBNEIIVAFI IV (TVAFS
FYPERITH L83 LRI TId R,
—OEFNZIZ) 77 Y EV AETH S, B
BIEIZxT LT, PBC ~DBFHROALN
A EMPGITET7 1 7L — MW LRTW A,
FBH D oWFICEI ¥ Y I Y DRZI HEHR
FEB & U2 ) B3 T PBC BITILES
ZMEETH S, FHELTHEAV Y YA, Y
3 K285, B E ¥ 3 2 D3RRI E TS,
¥ 3y KRZICXAHMEmIcLTiRE S
IV K2EEWR ST . FOERIRE, FHE,
Bk, AMERNENE L6, FREFRICWT 5



RELT) . B Lo vito AT eEEBIc L

THENFIDEELITS.

EME X

(1) 73 % 3— VB (Ursodeoxycholic
acid | UDCA)

UDCA DIGHEIRIEATHI BV TEHE X,
FBIEL LR UERERTY S, EER
IR ORI Z TR 2. FRRaEEr,
FIRRTER DIIH IL-1, IL-20REENIHITER, 6@
Zro 7 EAIRIERE L UTMIC £ 5 A
I, 77 AN OREBFIMIER 2 EotiEiimlem
PREDHHLNTWAD, Zh S RIEHRI ORI
BFELT, YVvaandaf FEEETThHo
THUDCAWK LY NaanFal K- Les
& —(GR) D HEPICEIT L TDNA IZH4E L, it
BB R L e A i s h TV 5.

QIEEREATTA FE

RGN R % s L TR S 7228 PBC
EFINE FhEZETHY, 2 5ITEHS o
WL BIEERE Y 3 ORI RD oI B
EVHRLAT VI L LY, FHIR—ATIE
zv, L& L, AIH-PBC #—/\—3F v FfEE
BICH LTSRS TH 5. AIC BEIBREE R
FOA FEIGIRERT I LB, witholl
FHERL, HIFAEOBRRTIZ UDCA 1287h
BALTEIEEINTHE,

(3) 74 75— b Fibrate

HEMEETHE2 714 75— (R¥ 747
7= 7277475 ) DIEEREZEOK
TERABTA7:% PRC BHEEL LTiEH &

X 1y

BHOSERFESR 565

NTWBEIW 94 75— LD PBC T 24k
RS LT, SRIEREIER, HUS0ECER, B
MO REFRIEE SR T B, RIENETERIR
PPAR a* 4 L. U NF-«B O£ %15+ 22 &
124 5. NF-«B OUIFIZAEVY, interleukin (IL) -1,
IL-6, cyclooxygenase(COX)2, % LT prostag-
landin E2504 A b b £ > OFEHHH X 1,
FEXFAT Th2Y &/ SERAET L CHUREE ST
T 5. HEEMERIL, PPAR«DERILIZL 2
apoA Tl DR & NF-«B O TF A1 ICAM-1 %
VCAM-1OHIHNZIDTh, ZDERIFR~D Y
ISERERMRAT A EIC L B, T, HAESH
FARFEIERI, JFEMBERI-FEET
MDR3-P #EADEROBMI L 26835
EWZ X D) VIRE DR DTSR S h,
AEECHRIE S n7o ) BRI & BKMERHEE D
IEMEARE LIERbT 2 Z Bl X DRSS R
MRS EASERT 5, LE8hTwa,

4)BF % #a

ABTE D oW AT~ E R LS8 b iz %
AR D EATTER L RY, L E—
DGR % 5. BIETRBHEEER SO PBC ®
BABRIEETCIk, AATSHEEIRST 7L
D6 » REDFECHEFEAB0% LTRSS b
L3N b, PBCICHTT A FFEMERENL, XKE
UNOS DMFERF R O RBFITIE 3 FEAFRIT
81%, SIETTI%, THETIA% L, FEBEOHT
B—FENTW S, BIRBHEI D WA T
TR IR ES LTV 3.,

1) McFarlane IG : Avtoimmune hepatitis : diagnostic eriteria, subclassifications, and clinical features.

Clin Liver Dis 6(3) © 317-333, 2002.

2) Alvarez F, Berg PA, Bianchi FB, et al : International Autoimmune Hepatitis Group Report ! review
of criteria for diagnosis of autoimmune hepatitis. ] Hepatol 31 : §29-938, 1699,
3) Czaja Al Carpenter HA : Decreased fibrosis during corticosteroid therapy of avtoimmune hepati-

tis. ] Hepatol 40(4) : 646-652, 2004,

4) Czaja AJ, Carpenter HA, Lindor KD ! Ursodeoxycholic acid as adjunctive therapy for problematic
type 1 autoimmune hepatitis > a randomized placebo-controlled treatment trial. Hepatology. Dec ;

30(6) : 1381-1386, 1999,

5) Nakamura K, Yoneda M, Yokohama S, et al Efficacy of ursodeoxycholic acid in Japanese patients
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6)

)

9)
10)

11}

with type 1 autoimmune hepatitis. ] Gastroenterol Hepatol 13 : 490-495, 1598.

Metcalf JV. Mitchison BC, Palmer JM, et al : Natural history of early primary biliary cirrhosis.
Lancet 348 : 1399-1402, 1996.

Lohse AW, zum Buschenfelde KH, Franz B, et al - Characterization of the overlap syndrome of
primary biliary cirrhosis (PBC) and autoimmune hepatitis + evidence for it being a hepatitic form
of PBC in genetically susceptible individuals. Hepatology 29 : 1078-1084, 1999,

Poupon R, Poupon RE © Treatment of primary biliary cirrhosis. Bailliere's Clin Gastroenterol 14 &
615-628, 2000.

Iwasaki S, Tsuda K, Ueta H, et al I Bezalibrate may have a beneficial effect in precirrhotic prim-
ary biliary cirrhosis. Hepatol Res 16 © 12-18, 1999,

Dohmen K, Mizuta T, Nakamuta M, et al ! Fenofibrate for patients with asymptomatic primary bili-
ary cirrhosis. World J Gastroenterol 10 ! 894-808, 2004.
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kil FTAIRHT 0 —SHERERE—

RREA T ERBITICRDZE0

T L &I

MBS EENTETHY, HioERFEmRE
EAIEmMA RS TH Y EREESFETH I 2bL—
FoiciThba Z Eidkwy, LalL, EHEn 553
55 HEEMERNE OBROBEAHCE(EbL-
TL B LMPFCEIHAE, WERES L TIREE
FHLIwLOTH D,

AREIEHEEICRD 2 bO— I ETERIC B
VT, PR EROREBHEETE 2, BER
EIME - EITHROLOTHEHE S5, FEitoR
B, SR EDBETH L, BCEETHLO

WE HE DOIEN
Tl

Py, MERIHIOEETHLOHh, H5WiE, AHE
ETH-> TEEEOKRERASRZLOL, B2,
THhOERAHCEbL2OTHE,

WEEES W MBTIT o 1o AP SR 363 ik Th Y, JE
MR T 2 4R 275 MEKIZDIRE, 09
HIRHEAT 452 729% (B 51 17%, C & 55%) & Ko %
H5H, BESREEEFE(ATH) ®REBEWEN T
MZEPBCO) A YO B CREMFEBA0%, B
AF - 67 v a — MR 2 (NASH) 21 99% T 5
o7, CheDI BRERETo Izt bbb o R
ROREIES B ho iR 13 REGY) FELL
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P

A28 1) iy
fapm)

(24%)

FERES A B
2751
(76%)

315 (1%}
317 (1%)
[ /— 6157 (2%)

1 Eiu#EfiEsaERey—
I2E 1 BIFERORIR (2003 £1)

WG g

BAIH

OFBC

C1 A505AF - NASH
W7 AP
| Bl

W £ Dfth

R

13(7] (5%)

.. 2501 (9%)
- 11f8¢4%)

17{5{6%)

ERZTEGEA ESIEETNREIRAN 2y — « AR v 5 —

228 RIEEER 2005 Vol.23 No.3

0287-3745/05/4100/K/JCLS



I. 21V AFF#

#7400, HE ARBR,CE DA ER
A TGHRE TTV(TT virus) E 8o L o
TwaH, BUEEEZWIA LV AFEOFER YA VA
OOEEHIc X 2 EITIZTIZ 100% TRETH D, 74
NABF S OREEFE#REGSHER T Z L ix R
ol B, YAALAFSCHLTITIREROEN
i, FEHEOETEPEDTIC W TOMEER2
ZETHB,

1. BMREMEERE A O

PANAEVELNEES YA NAT—2—T
B TELWLES, H3VE, BEFSIcHWTI,
BRIFFH Y A L AMERSEE+ DV TREM OSSR
Ed, FlRBRc L saMiFEchson, miF:
W TR RS, FFERETY, BERHEERNK
FEhi, BHEOBS, MEEHE L 2HEEOERIH
# i3 HBc IgM $itk & HBc IgG ¥k 71TV, MY
HBc IgM HiESE 22+ 2 R 2T 020
MTFaANDH, HBe IgM ko fiEZ0 LT LD
BEEwENTERwIEbH S, Lal, FHEB&O
BEICTH, Bl srThrB538TFED
BB TH D, FRENRERLLEE 0]
SR RRPRC L AR ETHLION, F¥ U7
gD S NAERETH I hOHBENTH S, 2
OEOTVANAT—A—AEBS T kic D,
HEVRREMOTANAT—d—2RETLE LW
LDHEAT LI LB D,

[FEGU1] 21 EEorictt, AST 4611U/L, ALT 623
IU/L * S HATEESEB LA L, HBe Ag(+),
HBV-DNA>76Log 2 ¥ —/mL ¢#% b, HBc IgM
iR C.L 33 eltETh -7, HFEABRRR2 TR
PINRAE ~ 0 5 ERRBT YT & piecemeal necrosis #4F§
HTHD, FEACHEREEIREL T, &E
BIEWE S WRHEMNE L TE D, AtSEr L
SHBGSEERTH S LEES R, Thbb, JRHE
s, FEMAVBUFETCHION, BHHFEOR
HHEETHLOnRERT L L RBEE L, &
EFIZEENcmEZC HBs iRt s fafish T vk
ZEDHHAL, Fy VTREOEFTHL EEMEH
7z,

2. FREEOTH

CER#IZBWTI, Rifibstage DER L L b2
R ORBEN R T LI ENIEF YR ELT

— ey s, ot RS AT Ty e,
?ﬂ“"‘y LS A RS Uiy i 5'-..?55. T
rostt G K Py Fpr 22 e N3 i%} e
LS e N W p LE

ot Ty

2 BERZRIINAFv UFHLRHBRELLBRFH a:

Freie@atA, b PRV > RS mati T, BER
interface hepatitis 22 L Tyifz, BRMNAOQBERBE®L Kupf-
fer {2 H B, DOMRAEOMIRMIEL 2 & h, BHEEEH
FHEFIOLNE, I REFEHIIIICESHLBEONE
M&H 55 (Azan Mallory $aft),
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HTso, AEONEMBGRC LT EDREORET
gENTFHENE D, HERRETHDY, £, hE
BRMARORBESFRIEOEBRETO—2oTHE
EHMEINTNWED,

3. 2% —7 O ERMETH

BRI REeR L, HEREmiTE T 64 29—
7 x> (IFN) STt ko fe T L S TEROD
TP LT a A b 288, BEFRoREl
stage » IEEIM grade # FRECIBIE L, WL~ 0D
BO@REMEFI+2 2 L i, BfRE SEXILT
HB. 2, stage WMETLIERNTEIFN L 2
EYMEMRET L0, @Y1 AR L TH
AN AFEEBITO I stage 2IDE L THIG R
HLRENE S, FaRic T FAFEE) oA G
BohfzBEi IFN OZRIZIRG L 2w, B
RZOESREMCHLTH YAV ABEROBNTIX
¢, EEElEESE:LTOROIFN B
E+2ZrbiTbhTwa,

4. EESHROYE

CRIFFRIZBWTI, BRI VANAT—0—, &
= HCV-RNA O &EBEE L — 2 —Th 2 23,
HCV-RNA OfiER L s a iz { THIFE DT
EHEehs Z Lic & DB boEROME, D
TRIFREOMHNSENGTEZ L LY, BERMITE
FIUAT R F—FORBEADIEMNEETH D,
VAT EF—YORBERALNTY /JI‘_‘I, iR g aal)
THAGORME, R toRB LTI
k0, IFN B RONMESHERLLO LR S,

. JEFFE 71 WRKSE

g0l T, sTRFoREE2RE
ETBLENSHE, FRIZVEBNICI ST, HEit
FHHEERAFRICIDBEI S ICEMZ 6, B
GEIRE, EMHFRE, 7o a— IR,
BECRIEZ AT — ISR & (NASH) 2 &,
ERMLREERH~— - WwWERIIBL T,
ERREELITREEIFERTH 3.

1. BB —A—FEELLVTRBIZEITS

HEERHT, BRSTESMR

1) PAa—-ILHTEE

Foa—AAETERE, BELSTFECBEELRYE
FTIWD B TREARERT P ERRZENEEETH
3, LinlL, SREBEEIRLLD, EYEEHEMLEI LN
BHELFET I, BRMCEEET T EEE
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THHIELLIELETHD, HEENCIIRENL
B ohhidZHRERTH2 EBbh3d, HE
BEZshTwaRaR7rva—VHEFEY L
NASH OZF R EHHgETH 2. FEZHE L LI, &
HAECEDEOERLAEENOS A THEETD
%,

(2) RERAET, JEZ N oA TERERETERT % non-alco-
holic steatohepatitis(NASH}

BEHARF & NASH o ERIEI M iR v 0 W T
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