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JZ ARG (255 ra IR S HnT g 56)
TRk 1T AR

T ot ZE s &

BRI KON C BIFFR D A )WV 2R D 1= I G PR DREL D 728D

RERARERRRFICBE 3~ 258
FAEATEE W RS RS BRI PR

MHEEE BN CRIFRD A )V A ORRGYREZ EIHT 2 /= DI, Rt 25t
TR E KIWBRBALIE D DD ST A WV ABR EBERINICEH L,

(1)

(2)

BRFLKTIEED A INWABDRERELEME T 22010, BiIREAEE
ETHDHZIRIA L7y EZIA U HBs JUROBEME B )
{LEEZBIFE Uz AMKICL D HBV DNAED 1 0 28—,/ ml DI
TAIWZAERETH>TH HBs ZSRREITHRBATEEIC R >TW\W 5, K
BORBEMIC DN T T TR LTHB . R A 7= JlE o A s
EAHENTNWD . SHEOFREE UTEY A )V X REGLRAE DB PR I 5
EHHLEDICTHI EDBITENS, Thbb. WAV B RIT4DERK
B P12 IMEAEREE O B U407 4 )V A OG22 2I2B LU TR
REMZ %o

C R T A I RBPREZVEE G T RS PIC Uy BBl E 51
FIBPEBIRAE T B2 L2 BIEL TS, BARIICIE HCV Huikigit
#%& RNA BBME (Ffedfes) & RNA M (BE) oo, 4k
BEHIZ e 0 B EAEFD SNP IZDOWTHBR L. TR, iy L
T 1 03#{zF (SULT2B1, AP1B1, IFNAR2, IFI127, IFI41, PRL, CD4
TGFB1, LTBP2, TNFRSF1A) % BLIZHRES L/=hs, 2 DI Y&k
T LT, HCOV DIHFMEEREICRIICIE T2~ Vg 7 o
TATVAARBREZIER T 5 —#EE2 - R T 28 E T2 REB Uk,
HCV genotype 1b IZBWT, SHEDBAMDEET L2 2B LE. T
fehH, HCVNS3 IO N- K1 2 0 7 3 VBRI AR EL. 20D 2



WEELIDD ANV —7¢ B 7V —=UCHT. Wb
retrospective/prospective study I2 XD B )WV —7"THEIZ REFRED
BB EER L,

<s/prgeE (ULE) >

B 3 ATERRFE-AR B

R alk  ABPRKRFPESEE AR BiE

M 228 EMNRFEARSE . BB

e ok ENLRRRERE S s ER

W OREE ROMEBTELEENRL ER

HiL E EREEREA R PR T DY = N =5 —
e Bk (WRRSZHAMNR BRE

(L TR R AR H b e RERIE R 22 BhBdR
FE & ERFEEE AR REREIARIE R
<t aE (k) >

77 S JUINR PR B il FEB R BRI R 2 8%
S B AR BRI

A g HT
B AN C AT IEM L. RFEHZRECHEAICER L. = 53T

HHADADRIEC E D, LPOARIPICBITAITEIA NV XY ) 77— 3G
ANEZ, TERBILCHETEMO —@&Zl>T\W5, &5 IIEHBOREEZ
BEMERIC 3 Do LD Ly BRI CBIAFR D A )V A DEYRRE, & Ik
ATIC DD DD A W ABRRE ERFERICDOW TS T LIS D TERWV,
1. DA IVZADBYGYRRERET 22010, FTRENLICDDPD LD A IV
IR LRI DWTHRETT 2 (BIRUE. A#IE).

(1) SVHNA L Ty AKICLD HBs HURMIE AR B % i 7

T2 (FIPEE).
(2) BERFRICHEWTIIEY A )V 2B O MR 2 B & U =gz & %



DIRREZ EHT 2 (BEE),
(3) 52, BREFEYAIAFY ) 7 —I2B A5 1)V 2FGRE (7~
E AL EIRER DA R E) DOV THMERT 2 (EIB9E),
(4) CHRFFRICBENTIED A I RGBT 2 IS Iz Uy g
POl S IIEEBEERIRAE T2 (FHEIIE),
2. HBer HiFUAE L OB & YR EDRHA 217> (HTHEE),
3. HCVIZBIF 2 mHEDAKROMBRETTS GFHEYIA).
4. A )V ZERE L RRYEE L OB RET 2,
(1) BMEBAERRICBIT 214 )V 2BOFB L Hh L O (FAT
H)o
(2) HCV ¥ v U 7—ICBI2EEBLCELEICHDDAETIZON
THRaEtd 2 (IEsEE).
(3) B BRI 28 THEMEL L Z2ERNC BT B A )V X BN & M 2
(FRai¥iE ),
(4) HLOVEBEZ LAY —h—%MRT 2 (SHIE).
5. M2z & 2 HCV BERBEBED IR 2175 o
(1) HCV SRS IC B ZHERRFIER 25 L. C B RIC BT 5
HTUWREAYRRE, V2 VIRPWED A h = X A% RT3 (1 H
ER),
(2) —BAERMEZICBIT 2 HCV * v U 7—IT BT 2 ATHEE R 512 b b
b%fﬁ%@%@%ﬁ&ﬁo(ﬁwﬁ%
(3) CRFRZIHMXITB T 22O EMEEZ RE T2 (FEiE),

B. #9875k
L. BRI D05 D A )V AENE L O EER
(1) BEPFROBEGHALI BT 274 )V ZABHNZRRT S 7= 10 R
[ 4 H 86 HBs JUs WP EOBR 2175 (FILME),
(2) BERY T EEH LU TAREBEORE2HGT T2 (BEHE),
(3) LadaBEBONTRGE % GH U TR A )V I EDRT 21750 W%
& LUTE, lHEOWUEEEIAIC L b HBs PURDIEMTH % L ER



SN RT o707, C BITFLY A )V 2 BT R BEE B
LY 7 b A C BT S8 B 2 B 1T 5 HBs JURB MR % W
5 (BBYLIE).

(4) CRINFH A )V AREGURZ VAR T2 R T %o IIERET O
CHIATF 2 A )V AP EDPER L T B HXKIZBWT 1 4 Faik b
FHRZ 2 iT> T\ AB DL TS QRS F RICFEON D I BRI RS
IZ& b SNP N &2 BT 5 (BHHIE). (RUHLIEE O fmEEEt
WCHELL THT o 20 & I SNP M IEIITE R Pl & B = DR
EEZITTHD. #OW%%@E%W@£ME£D\%EEi%E%
ZHTHIT L. VY 7 NVIEEBCERLETO, [l ABRORE

R L)
2. A )VAERE L RGYERE
(1) HBVer fiiffig & HBVRNA & #ME T2 (HTUE),
(2) HCV genotype 1 M NS3 fHIHIC BT 5 N Kig7” 2 /%I 1 2
0FWEL., Y77 N—763 % (FHEITAE),

C. HFFEmR

1. BRI DD DY A4 IV AERNE L ERERR

(1) BERE 8L HBs FURAFTREZBE L= (GFLYEE),.

(2) HBs OB Z TV, 7 vt A B0 R 2R L G
=)

(3) HHhY > 7NVEHNWT, HBVDNA 1 02t —,/ml LA FOEY A )V
ZBICBWCHBs izt agecHhH s b 2L (BRIE),.

(4) Wbh®w3 HBs §iFBHERZERS ERARS > T4 74 34 ACH0
T 3.0% DKL HBs PUR & Mt U 7z o (RIRIERER G, I B JE CHT
WAETH 8%, JEB I CHFMIEETHN L 0% TH >/ IKIRE HBs
FURBEMEBIC real-time PCR #2174, HBV DNA Z#ilid 2 & IEH
ATIE0%. CHUBHERFATH2 6%, JEBIECIHFEET2 0%, Jk
BJE CHAETH3 3% TH o7z (BHEPEIE),



(5) HCV OREBRSVE (BH) I2ifb 518 TN ZHS 2T 2 BT,
Pkl 6EENIRERBICED S, AN VR T OT AT ) A O
PHIMREICBA G T 58 % N B F3B LUREREPI O ARG RED KL
B8535 TGF- 81 Bz T2 DWT, SNP i &2 {7 >7=0 BEEN D
1HRTH D N3 EETD2 D0 SNP BLUTGF-61 #0770
T—% —HD SNP IZ AR AZRD . (FHYIR).

L IMyE % Y a g E A T4 E L. HBV DNA, HBV RNA. HBVc Hifi %

WELED, wWIhobt—2d—H L, HBV RNA Z#EETL LTHD

HBV KD AHIZAET 2 2 & &5 2IZ U/, Lamivudine % 5 PR

HBV SZ@#HCPIIE T LzDizx L, HBV RNA & ¥ HBVer $iJfi &1

R AAR T Uz o Sl DR 2 5, i HBV RNA = I3 H-AIIEH D cccDNA

BENRMWRTHY—A—THDI LHRBINE, (HPIIE),

. HCV genotype 1b (D NS3 $EIOY 77 )V —¥ > V&{T\, Wb 3

retrospective/prospective study OF5iR» 5. B VIV —7ORYETIE A

TNW—T IR L THBICRBERDP ARG DRI N Gk

H)o

c AV ARG & AR DB 2 IRGT T5 2 T D,

(1) Sk B BUFLHIZBIAERT 28, SHERFRERES, QP& T,
HBV DA )V mOHER & BAEE & OB A MET Uz mAY AV
A mIBBFELHITEETH D FECHITEEEFIZIL L TEREICE
Wolzo 7z, PreC iy CP HUIRD AR DA H L OB % MG 3
L. WINOBIICOERZHTHHITOA NV REDEL. P&
DARTHAHZEHHMALE (BaRIIE).

(2) WIEZ A2 HCV v ) 7—Fl% MG, THEREERG & IR
JEBNZ BT B EEIRIET 21T o 120 Z DFER. G RIF R FEH
(AU CHRMINIC IFN FREZ EAT 208D H 5 2 & DRS
i OmgEdiE)o

(3)B BaEH2125#D55 154 (12%) HEMHEL =,
genotype B OEM LKL, genotype ADI2 1%, BH6 %, CH
TRTH o/ F7=. genotype A IFAEMRMIN Ik b, fHEX NI



< < HBVDNA O#EMBHm LT WEEZ 5N GREIIE).

(4) LR ML RAV—Hh—2 LT, B ROFS ) ) —)VEBBLUL P

¥yaL2Fo—)vEHlEL, BHAMZEDE (SHEA).
5. MR o K 2 SR RE DT D SR

(1) —AERICBVTH HCV v ) 7 —IdIE R H I LA THE R %
ERICIIET A RS MICLE (EREE).

(2) HCV BB BT 5 ALT R FE I b3 IN . 2L
L. B /MR, EIHEE L OGBS AR RN T TH - 7= (M
Ao

(3) kKimERzRBT A2 RIENRO R >z, HAKET HCV
RNA DL T 2HIMED SN, FEZEET 5L, RNA DN
WTZHIHH D, LBEEREEEEPILETHD (FEUE).

D. %
BABLITCHEITEYAINWVADRBIYREEZINLDPICTZEHIC, ZhEhy
AW ABNEEFERZMET U CASEERRICRT XD iR 21572, 34EH
T, 22 NOHEETL DR BB ETH D, 35N ROM
HERBICOWTHME S LA L #BEEZ®IC L. IHHOEKNZ EkT 24
BBH Do

E. fi
BRIB L CRIFRT A IV ADREREIRRER IEIHT 5 /= I, 3 HEHH 2 FH
. &AL D DD B YA W ABNE BEENIZDOWTHET L, UF
DGR Z1F 20
1) MEREeHEt HBs FURSIMEEZAE L. 20K RE2E
Lo
2) AEZMFEH LT, OBV DNA 1 02 —/ml BL FOED 1)V
ZEOMWBIZB VTS HBs fiAsiti cE a0tz R L. &
7EME B AU O REMBNIC LD Z & S HEl S iz
3) 1 HBV RNA &I I D cccDNA B % KIS 5 < —H—C



H5HTEDHIEPIZS NIz,

4 ) HCV genotype 1b {251} 2 NS3 SEEO Y 7 V)L — 7D HIZ 55
DAMED S DHH B & HRES Nz,

5) C BUF# Y A )V RIEZAMHEM B T % SNP @i ot L. 5
IR D VIR 7 054 7 ) h o ~\RIBIE 28 2 N i
RO 1HELTFD2SNP & TGF-81 #{zFO70E—4 —
D 1 SNP R E iz,
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JEAR AR E MG NITRE IR B R R EE (T4 5)
A IR

A B BIBFRIZE T 2 U A NV AEORE & BEEL L OREE

SHERE Bk—% STEAEE -NE 2

WREE

At B ARITR 32 6%, BIE/L L 10 FI(FH-B), 7 ko B BRI 40% L4
TaRTHEEMICIIE LR o - AR EER 8 FI(AHS B), BE OKE
Bl 8o T BMEFR 14 FI(AH-BIZ ) CHBV 7 A L A BOHR & BRE(L L O
MELZBRS L. W0 HBV A L 281 3 B CAEZE I e o T
03, REEF DY ANV AEDKTIXEE/LFI(AHS -B,FH-B) CEUMEM &7~ L7,
AHS'B & FH-BIZOWTEIE(LOFE B TR T D &, K71 L RAEITEEEL
BITEETHY, HCHTIIEFHICHBLAEZICEE CH-7. 72, PreC
i L CP SO EROEE L OFELRFT 5 L, WFhofERic L LR
BIHBITUANZRENREL, TERRRETHDZ LB LT,

WrgeE genotype, precore(PreC) X O core
ZHEEZ  BRINTRE KRR promoter(CP)fE I O # {5 7 4 823 H
TRt FEALBIZ 22 & RBEICHRE ST
EFERREHE AR W%, —J, HBV AV AEIZOW
M4 CTEHBYERFITO I & OHAE R
fTER5L— EFERREE R SNTNDR, BIELDZ L OFIcE
B WCIR I D IERE 7 A L A B3

BFEE SFERREE AR ESINTND L INWEELS | ERiITE
Bh#d LILTUWVRW., £ T, BFEOH LV
B ABE L 2 &M B BATLEIC

A HFEBER DUV TC HBV OBARFHEHT 2170,

UANERETFROEE (BUE) b HBV UA L ABEZBREICHIZEL,
IV AN ABEREBEERNIEE UVALARLEEELCBIOFHED
B> TS, &<z, BREuvAL BEEZRE L,

AHBWIZ & 2 AMATA TId HBV




B. #F5E51E

19904E L ¥ 200564 A £ TlzaF
ER K E —NEHT B W T ABRITE
2T BEIFRIERID O B, 3
TEATER D ABREE X 0 M IE TR R
HIC BN TEE CTdh o 72 32 Hla M5
L7~ 2B, HBV ¥ U760
AMERAEFNIERS LTz,

bt EBIE/RLZ 10 4
(FH-B), 7 b BN 40%2
FTarTbREEMIIELRNS T
APERT A EER 8 BI(AHS-B), @ D
Bl % 7= & o AP 14 41(AH-B)
(2o v CHER R AT L7z

HBV @ genotype ORIE, 7/ A
B A 25D HBV V= / & A 7H|
Fx v M AW, Precore(PreC)i#
#5>5 basic core promoter(BCP)%E
I DB s FEMTIL, direct sequence
%, HBV DNA O FE &I real time
PCR ¥ (BEEHAZB AT HEIX NHS
T 10 558 IS TIT- Tk,

C. WFIEfER
D HFHOBERETF L VA NVAFNE

E==N
A

AH'B, AHS-B, FH-B ¥ &K T
##F 1R L%, AHS-B & FH-B C
ZHEDHEE R EL, FH-B Ti3E
BACLEVERE TR LA R EE
RO o Tn. FHRE CITEEEZ
KEtL, PT 3 FH-B CHLEMETH

7.

jn

#®1. BEER

AH-B AHS-B FH-B
No. 14 ] 0
Male/Female 8/6 35 4/6
8% (mean=SD) 33:£160 29::8.1 38+54

RBEE (T8 /~50g/ B ELL) 5 1 1
BIADRIE AU
T.8il (me/dl) 8453 11.0+78 85::33
AST (L7 14495023 246621904  3000:2762
ALT (U/0) 25331174 3133:£2179 30242457
PTEE(36) 6654269  336x79  165%103
PRI
Genotype (A/B/G/B+C) 1/2/10/1  0/2/6/0 6/2/8/0
PreCER 1 4 8
cPER 2 2 8
PreC/CPHER [ 1 6
AR
IFNGEE 1 0 0
FITUUKER 2 i 1
AFRAFN VAR 2 1 1
Jink 2840 ] 0 10

U AV AFRTE R T, genotype
DT ORETEH C A%<, RNT
B Toho7=. AH-B Tl genotype A,
B+C BEnE 1 IR D b,
PreC fEEE L O CP fEIR DA BIIE
oL L FEIRRIC, AHS-B, FH-B T
BENEL, &< FH-B Tid PreC
SEIIS L OV CP SR OV O FEIRIC
LEREHTHHIN 6 F1(60%) & FmH
ECholz. I8, JLuA LV AEIE,
AT A R7OVARRE, MIEATH O
EAEFR VIR UEN, MEREZ RV
T OIBEEDZERIT VT ORER

TRD R Tz.

2) ABzEED HBV U A VA&

LHZ BT D AR O HBV 7 A /L
AEAK 1 (CFHELIERERZE) (OR
L7=. AHS-B Cid AH-B IZH#E& L T
7 AN ABEDEVER E R LTIZ A
BT <, FHBIZ AHB L Z&%
BT,

3) B2 HBV U A LV ABDOHER



REFRY (EF/E—60 B) 72U AL
ABOWRE 2D L, AH-BITBERIZ
DA NVAZAEMET T HDIZR LT,
AHS-B & FH-B Tldm#IEiO w7 A L
ABDETHRRE S ZDOBRBIRICIK
T EAAFED iz,

1. BEENH-ARROIILAE

{Log copies/ml)

8 ANOVA: P=0.3446

% |

¢

AH-A AHS-B FH-B
n=14 n=8 n=10

HBV DNAR
@ e =~
@l o1 o~ oan

w

4) HBV &R v A LA & L BFE(LE X
T & ORSHE

AHS-B & FH-B ®# 18 #5|% FH-
m&#FHWKﬁ%Tkmﬁﬁﬁfé
&, MBETIIFEREITRD R o720,
FH%T%@@@@%mLk.—ﬁ,
F1k & O BE T 6 TIXEES
B LERBICERRY A LV AERE
EThHotz (H2).

H2. BRIMNABEBELEIVPH

Mean & SD

¢ é

“TEHB Non-FHE W xaw
n=10 n=8 n=6 n=12

¥, R 7 A L A& L genotype B

P=0.1573

~
~J < (==
L L J
~

o1

HBV DNAZ: (Log copiesimi)
=
o
—
HBV DNAZ (Log copies/mi)
=
g 1 o 1~ o1

(2]
o L] (=21
s L L

& C ThOEERE, PreC I LW CP
HHOBRDOFETCOERELKRFTTL
e, AP REBEITRD RN T,
LU, PreC & CP BT R
BT D6 TIEHE LW EE LT
FRIEBRRTVANVAEBRENS T,

i

D. &5

SEIORKEE LY, BUEFRBORA
Hlo HBV U A VABILEH OB %
WD BMERFRE & o7 ER i
DTN, R A VA BEITEIEG
TEEEmE R L, BT CIIEE
WCHBLARICEETH 7. 61T
PreC fHIk & CP fEEI u/\j}@%ﬁ?‘
DPITOANABREL, TEREILR
ThdZ IR LE.

HBV 2 8HRIZ & 25 Y & BIRE i
Frl OBEIZ OV CRRE DI
ST 220nas, HBe HUEOFIER -
PEEAEICE ST 2 PreC B LU CP 4
DERNHBV U4 VABEOHEINE H
WE o THEEDORERISEHER S &
% Z &, Core fEI%IE CTL OFRFREML
D—=D2ThHbDHEIAND I DEBRD
BERNEED T A NVATHT B 0E
FicazEETHZ &, RENMEESN
TW5. #&¥r, HBV genotype D&
(&L o> THBV U AV ADOMEFEEEDN £
RHBEDEBLREINTETEY, 4
BORBENIIFFIND.

i



E. f&#

fe B BT OBIE( & TR
AR HBV v A /L A& L PreC 18
B L CP B DL RO LD
SEER DI A NV ABIED G
LTEY, Zhicd D EEICmRyRE
G a RS RN D D.

F. R IE

frng & Z & L.
G. WFZE3EER
N
1) Y. Yasumi, Y. Takikawa, K.

Suzuki. et al. Serum interleukin-17
level is a new and reliable marker for
prognosis of severe acute hepatic injury.
AASLD 2005 411 A 13 B (R V-7
LA )

2) Y. Takikawa,Y. Yasumi, K. Suzuki,
et al. Usefulness of MELD score for
prediction of hepatic encephalo-
pathy development in patients with
severe acute hepatitis. International
Liver Transplantation Society 2005
F£T7H228 FBeyrELrR)

3) VEJIIEEMA, AR5 R, $eAR—38,
fh. JEAERTARARFERL LI o9 2 AT HE AR
TRIN—VAOEE LT O RE T T
VT 4 VERRET A=A L ORI
B AR 28 30 [B B ARMETR
EREFES VYRV Y L TBIEFRO
JEREMEAA — TR O E L FED A T =

R, 200546 A 16 B (FARERT)
4) BIRIEA, FIEE5L—, A —%: B
TS M TR B O R BRI A T2
Lamivudine &iEDIBREIR & RA.
% 91 B EARHILFRTRY VR Y
5(2) [B BUBMERFIR B OTRRER OFL Y
A NVARIEDBIR & 4% OFRE | 2005
F4H15H (BERR)

b) R, WIFEMH, ik —=.
BIEAL T %0 & BENERBABIZ X D%
fnEEm EORREME. % 47 B HATEL
BWIRFRRENRNRNVT 4 ANy 3
(D) TREFZR, FRSREROH DT
—ZWr GIRE -~ 20054 10 A 5 H
(A F)

FSCHER
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