TEETHEZICESENNH D RO
AIVABBRNBREEINS, ALT IEEHIC
X9 % IFN BB OMEINCBE L Tld—E DR
ENESNTNWENWOREIRTH B, B
HIV A HFERZFICB N T IFN BB OIRER)
BENME<SHEER O TWD, T2 THED
b genotypel BB LN genotype2 Y
DOEITAIVARITHT S IFN EUNEY >
PERBEICB W THREGRTO ALT AN EH #
EERBIEDT A INVAFERFIRDENITD
WTHET L7 (H174#),

B. 4%

2 B R E L ER N R T T RIS
follow up &N TW3 HBs RO A
WEHE 43 flextsg & L7z, HBs Hifkid
CLIA % (chemiluminescence
immunoassay) . HBc #i k13 RIA %
(enzyme immunoassay) T#lE L /z. HBV
DNA OAR T S 58538 - C fEi - X fHIfD 3
HFATZ BN T nested touchdown PCR IZ
TR 21T, B S 17241121 southern
hybridization #17> THEEZHERE Lz, S
B - C OGO PCR & HEEMEE 572
FEFIE occult HBV infection Bg: & i
U7z, 7z S{HEE - C oW nmn—7F
DA T PCR W72 - 2RI Tl X 7R D
PCR Z38NL. BB ThNiL HBVDNA B
M & U 7= (Cacciola et.al N Engl J
Med 1999;341:22-6) (H15 FE).

A BRENBRED X CEEBRICSH
WT IFN (24 3BEL L) +UNE ) EED B
RE Tz 421 FladREL, BERTER 6
71 A RREBERNRETH - 271 FlD S H

IFN48 JH DRI 52k < 214 HlZKRETL
7o ET-BIEREEFICNT S IFN BME
# (HIV 2 PERBE) 39 A & IFN BplGEE (HIV
EERE) 8 ADWBBAEE HIV BikEs
24 Bl EkREt Uz (H16%EE),

ZiBRFAERRES K OB RIS
W IFN @ 2b : 600~1000 5 BAAL (2 58 e
H# 5% 3 m#k 52 22 8L L) +U
INEY > 1600~800mg 73 2/ H « (24 @ 5)
MBAIR S N7z 390 Hilh, 5K TR 6 A
RIBBERNAEETH - & 381 Fil kst Lz,
F 7= genotype BJIZ ALT IEHH (40 1U/ml
AR, iGEBAIERT 6 » A BEMEMEPR) 16 4
& ALT L5451 365 i & LR ET U 7z,

7= HIV REOBBEREEEICHT S
IFN BiphyaE 39 AN & IFN (PeglFN Z25710)
UNEY CHFREE 14 A &% G, £
7= HIV Btk O BB R IR EFH I T % IFN B
My 8 A& IFN (PegIFN Z2&¢r) UNE
D O HERERE 5 N DIBEREE LLiiREt L
7= (H174#E), '

C. #%R

43 i, 27 #i (62.8%) T HBs Hifks
PE. 37 #il (86.0%) T HBc Pkl TH
-7z, HBV DNA I 22 #i (61.2%) Tk
HaEN/z, SERTPCRGETHZHD
176 T.CHEBRTPCRIBETH7ZHD
1219 BITH o7, S HEEE C EBOMmA
TPCRBMETHo72dDIT4HITH- 7z,
S fEER - C fEE O WTIN T PCR G-
FZREFIVE 18 T X f8IH D PCR 217\ 18
BB TH - 7z, HBs Hifk. HBc #i1
ROFEKRVHIV . HCV OEBEREOFE



\Z& % HBVDNA OHEIZ DWW T HiE]

EBIROTNEERZETIRD S Rd o7z,

occult HBV infection OFEIZHBWTHE
ih - MAWHRDY A TBLOEREE - HBs H1
ROHE - HBc PR DA % - HIV BERRED
FE-HCV EREEOFE L OBE 2Kt L
T RFRICEIERD 5N o=, 72721,
HBV DNA BM61 T HBc PikfEH ik
BT UARICE < (p=0.0476). F/=
HCV genotype 1 OBENFRICE N> 7=

(0=0.0230). 43 fil H 1 FFREZSE Bl 1 7z
o7z, HCV JEBEGHITIdimiE ALT EI3IE
W Tho7z, HCV BG4I T HBV DNA @
Bt & etk fl & CliE ALT i3
5NN o708, HBV DNA BiEfZ2 S
THIg D PCR BH#EICBR 5 &, HBV DNA B
£ (ALT fE:120.3 + 66.6) I3 k& 1% 4
(ALT fE:57.1£44.0) X 0 b B ZITMIF
ALT A &EmMN -7z (p=0.0162) (H15 4
),

214 Birp 141 BB, 73 BINLETH
D7z, FEHERIT 53.3+11.2 5%, HCV
genotype I la 2% 2 i,  1b A% 147 f]. 2a
230 Bl 2b A 13 B, 2D 22 Bl TH
o 7%, HCVRNA B Y45 663. 94377, 4KIU/ml
Tholz. £z, WIEREED 135 #, 2 [H
BI6HIE 108 B TH o 7z, HF AR RS
ICBWNWTERRIT total TIX ITT fBITICH
WT 31.3% (67/214) TdH > /=, genotypel
T 17.4% (28/161) TH D, Genotype2 T
V& 78.3% (36/46) ThH o Tz, LEBMHTIC
KHEMCETBHEREZETIL genotype?
ThHHIE, TAINABRBMENZ ETH-
7z

Genotype 1 BIZHIF% SVR Z{Z HCVRNA
&2 (KIU/ml) A% 100~199 T 58. 3%, 200~499
T 33. 3%. 500~849 T 10. 8%, 850 LAk TIZ
5.5%Tdh > 7z, —7H. SBR FRIIZFNEN SVR
RIZ 5~30% BIED LREBNEND - 77,
Genotype 2 BU{Z331F% SVR Z|Z HCVRNA &
(KIU/ml1) %% 100~199 T 100%, 200~499 T
76.9%. 500~849 T 77.8%. 850 LA LTI
77.8%Tdh > Tz, —7H. SBR RIIZ I Z4 SVR
TIZ 0~15%HiBD L F/EHENH - /-,
SVR il & B < JEBIT B W THEALFHE R

(SBR) ¥ & AAfb2#HyIEE%) (3E SBR) BED
LTI HA BT Tl ALT EMEN S &

(SBREE : JESBR#E 62.6+53.0 @ 98.4+
64.9) (P<<0.05). M /NMRIEDE W Z & (SBR
FE.JESBREE 18.0+5.0 4 :14.5+4.9 /)
(P<0.01) THh o7z, E/= FO-F2 OREHELD
FREEDSIRBE DFE BT SBR 2338 5 15 ]
W& o7z (FO~F2/F3~F4 SBR % : JE SBR
B 14/1:44/20) (P=0.052), SVR Hil&Ex<
EFICBNWTEEEBMITICL S SBR &5
THRTFIZM/NMEEETH - 7= (P<0. 05),

IFN BiAdyas (HIV BB 1EERH) 39 ADF
HAERESIE 33. 1410, 9, HCV genotype 13 la
M5, 1b AN 4B, 2aD81 4, 3aAV5 B
Td o7z, HCVRNA BT 15 250.4 +
293. 4KIU/ml TdH >z, IFN BMEETIE
SVR #d 48. 7% (19/39) THo/r.

IFN BEMIEH (HIV G 1EEE) 8 AT
SEHRIE 32. 0£8. 4, HCV genotype 13 1a 2% 4
Bil, b3 2 1, 3a 2 BT - 7=, HCVRNA
I 338. 31272, 8 KIU/ml ThHo /=,
IFN B yE I3 SVR 213 12.5% (1/8) T
Hol,

HIV (5 B 24 B TIE 91. 7% (22/24) M



HOV EHERKEZ D55 58.3% (14/24) &
HAART {2 X D HIVRNA B ELL FTH o Tz, 22
{7 2 {51 °C HAART 7712 HCVRNA B SR DN A
53N7z. 8 FIIC IFN BHIEHE. 3 #IC IFN+
UNE Y U RBENMTON T W2, IFN
BAMURE TII SVR i 12. 5% (1/8) ThHo
7z

IFN+ U NE ) > Of BRI B e Rk
P TH B, IFN BUMPRIE T SBR 2% 2 4
WA BRI, WS IM/NMRED 8.1 77
CARMEIERTH o 7= (H16 FHE),

381 Bl 257 BIMNBE, 124 BILETH
o7, EHEEIL 53.4£11.2 5%, HCV
genotype 1& 1 BIAN 275 fil, 1 BUAY 91 fl,
FDMM 6 FlITH >, HCVRNA EILT-45
745.2+651. 0KIU/ml TdH o7z, F/z. FlH
BRI 178 fi], 2 MEBEE 137 flTh-o
7= genotypel IZBWTALT IEEEE (n=9)
& ALT BEH (n=274) BOERITIR GRE
e, PERI. Ifo/MRAE. HCVRNA fE. FFEMRD
ARF.FRFICHEEREWIRMN S /2 ALT
fEVE ALT IEHBET 29.8+5. 0, ALT BE T
9.8 £92.3 LA ELBEWZRDL

(P<0.0001), 1 BIZPBITBHEZNHRITALT IE
WHlE ALT EFBITIE PP @HTIZBNT
50. 0% (2/4). 32.8% (66/201) Th D HE/Z
ZIZROD s Naho . ITT BHTIZHNT
22.2% (2/9). 25.5% (66/259) Th D AR
ARG O RSY AVAVINS Y

F 7~ genotype2 IZB W T ALT IEH#E (n=7)
& ALT BER (n=85) MOHERIIZEGRE
Wn, MBI, Mm/NARME. HCVRNA fE. JHAERRO
ARF.F RFICHEERBEVIIRN 572, ALT
BT ALT IEHBET 24.447. 1, ALT BERBT

114.1 £107.5 EARBRBEWVWZRD -

(P<0.0001), 2 BIZ BT HERNRIT ALT IE
WHE ALT ERHITIE PP EHTicBNnT
80. 0% (4/5). 86.4% (57/66) Tdh D HE
ZEBDSNBMNo T, TTT FHTICBNT
57.1% (4/7), 74.0% (B7/17) THOHEER
ZIIRD 5 Naho Tz,

ALT IEHBNICEREG LEBE0REGKTHE
6 » AMIC ALT B¥ (REAIOEEED 2
LA L, 7B 801U/ml BAE) &izois
REFNE 1 B 0%(0/9). 2 B 14.3%(1/7) TH

BEFTIL6.3%(1/16) TH o 7.

BEE P B 1Ok % IFN BE¥E (HIV
i BE) 39 ADOSFIgEET 33. 1£10. 9,
HCV genotype 1d la M 5 H. 1b A4 fil, 2b
Y 1. 3a 3 5 HITdd > 7z, HCVRNA &3
15 250. 4+£293. 4K1U/ml T&H -7z, IFN Bl
LTI SVR 213 48. 7%(19/39) TH - 7=,
—#. IFN (PegIFN Z&T) & UNEY »
OEAEE HIV fRPEEE) 14 AOFIEEHR
td 45.9+10. 0, HCV genotype 13 1a A3 2 fil,
1b A% 3 Bil, 1b-+2b A 1 fil. 2a+1b A% 1 4,
2b 2% 1 #il, 3a N 6 HITH>7z, HCVRNA 2
115 687. 4467, TKIU/ml TH o7z, IFN

(PeglPN Z258r) EUNEY DHHHBEET
I& SVR (% 78.6% (11/14) ThH o7z,

HIV BEEEREE 24 #11TIE 91. 7% (22/24) &°
HCV BT D55 58.3% (14/24) &
HAART {Z & U HIVRNA EELA R ThH - /=, 22
i 2 45T HAART 11 HCVRNA B SR1H 2 3
537z, 8 BT IFN BB HE. 8 il IFN+
UNEY HEHBEM TN TV,

IFN BE % (HIV BB1EE#E) 8 A
WS 32.0+8. 4, HCV genotype Id 1la V4
B, 1b 732 Hil. 3a AY 2 Bl TIH > 7z, HCVRNA



B35 338.3£272. 8KIU/ml, V&%l CD4
fE1% 388.8+142.6 TdH > 7=, IFN B :
TILSVR R 12.5% (1/8) ThH o7z,

IFN+ U NEY > ff HEE HIV BBiER
EH)5 NDEIHERIL 37.8+2.8,
HCVgenotype I& la 28 4 f5i], 3a X 1 B TH -
7z, HCVRNA 213 849. 8£583. 2KIU/ml
THhol, H%5HiCD4 T 353.84+89.6 T
HO. SR FE5DEZAELNTVRN,
F72. BIEHRGHO ALT IEEFIO 2 6 Ti
1 BT 8ETDOTA I ADEIELNE S .,
H I —HITITEBR TR HCVRNA &AL
NESNTHWBDEYNTSNDIND LN
B, T 3aBMOEED 1 ANE 4a DEE
W 3#%E 12 38T HCVRNA DRRMALDED 51
W3 (H17EE),

D. E%

S E DOE Tl AR BEH O L LT
occult HBV infection & 5+, HBc
P OEEB LW genotype 1 HCV @
HRERNZOTHRTF ERD D BEEEMEN
R I N7z, occult HBV infection 133@ %
DIREE TITEE DIFHREIC S A RIF Sz
WEEZ 5N, S i PCR QBRI T
WIiE ALT RS < 58 3 5725 RE0
LETHDEEZ LN (H15 £E),

C BB RBE I T 2 HEEICH
WTENTHF 5T BETFIT genotype2 B,
KT IVABTHo7, Genotype 1 BT
BT % SVRERITIHCVRNA B IS 51D
ENEMETFLTWE, —7F SBR RiZZh
Z3 SVR FRIZ 5~30%R1#E D _LRELN RN D
27z, Genotype 2 BT HBIF S SVR RiL

HCVRNA BIZWMNH 5 TH 80%TH o7z, —
77+ SBR BIIFF 41 SVR I 0~15% §ith
DERBHIREND o7, ¢ BUBEITFRBE
T A0 ABEICBNT, SBR ICHFLHT
2 AT MR EE T dH - 7= (P<0. 05)
B PR E B ICK9 5 IPN BLjyaE K
DEHEIEIT C BUS MR BB E L A% 0
BNRMERD S NT=N, HIV BB ERE TlIR
ENENS =, HIV BEEZFIZBWT
91. 7% (22/24) L\ EHRIT C BUBMEAT R 2 &0
L TW/EIR, Z® 58.3% (14/24) 1% HAART
W& D HIVRNA WERefEica bo—)han
Tz, HIV BPEEEICHBIT 5 TFN BijfR
ETO SBR 1. EFIEII D72 AN /MR A
WZIFBEfR L TWishvo 7= (H1 6 ),

Genotypel BT HBWT, PP, ITT #EHT & ®
W ALT IEEHI & ALT BEHIOMICERD
FREREIRDSN AN -, F=,
Genotype2 BIIZHBNTH. PP, ITT fEHT & H
\Z ALT IEHH & ALT BEHFIORICE RO
BRRBREIRD SN/, HBERTALT
IEFEBNTH LT IFN #5112k DI )V AR
BHEICARST, ISICALT W ERLTLE
DRDBBENEEE DN, ALT EH
TLl6HG LS5 6 fINEN LD, &
NERBIEMOTERNDSE 1 HlOHAT
GPTN 80 LALRIZER U, 2o EFUE
BITIIE s A ORE T ALT flIdE L 1=,

HIV ZRR< HEREEEZ &9 5 ¢ BgH
FFREBEITHT 20 AEEICB W T IFN B
ML TIIE SN 48. 7%, IFN (PeglFN &
L) - UNEY CHHEETIL 78. 6% & &
BTHD C HEEFRIBIIHREED
STz, HIV Z280F L7 C BUBMERFA



BFHE T CRIZ 1D A TH D EIRITEN
o7, HIV Z2&Ht L 72 ALT IEHF D C Bl
VI %6 BB 3 CI3 RS £ Tl HOVRNA D&k
L THB0., BT OMRVIFHS
N5 (H174E),

E. #&am

I & 9% BB D 8L LT occult HBV
infection 23R 6Nz, S HIE PCR O
PG TS ALT 23 < . GRIRETD A
#HTHBEEZLNE (HIbHEE),

C BUBIERFREN CIIPEREEZTTD &
genotype2 B TIZHK 80% DERNRMMZ H1N
77 .Genotypel B TIIFE N R AMEN - T2 MY,
I /N DB WEERT Tl SBR O ERERIR
biFEoNk, HIVEBREHZFITEWTIE IFN
BMBBETIRMRNMEN o 2led, G
PegIFN+ U/NE Y > OO FFETOM LA
HifIhs (H16FE),

ALT EEHFNCXT S IFN UNEY 2 HFH
FETIE. genotype ICEH BT, ALT BE
Bl & AR DERNZ SN, BEKR T
IZALT D LRENEZ o 7201F 16 fild 14T
Holz. HIV EPEBHFITH N T IFN Bilye
2 & OV R IEIC B THREF S TIIIEN
Ko /=M, HEH. ALT EEFHIANOHKS
ZEiz PeglFN+ UNEY OB HEED
BHHEO LRICKDEDRNA LEND
ENHIFEEINS (H178E),

F. HHERE

am SR
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BERBHFMAEHYE T IURIAREER

0. DEWHRAREE

cﬂﬁﬁﬁ&ﬂﬁ#é4v5—7xny-)Aevyﬁﬁﬁﬁ

SRMFRE TEZE HREKFER

S R 95 ot e e ) D 0 A

MEBEE A v F—Txnr - UNEY UHARED YA VAU RBERFICET 5 RE K THEIE

FAIZ BT 551 % Genotype 1 DIEFIIT
ST, —EMERZEIIEDNIZ

BEHA EH) 6 BRAEN TV e, 5B 4 8% © HCV-RNA % R\ = &2 TRl
1% 100% T - 7=, IREHM % 48 BRIER L2

BELG 12 8% HCV-RNA % W= ESh TR

Ee_CIBERTIE HCV-RNA BN TEH 25 FTHY |

$4 5 24 WOGHBEIETO U A NV AERZERIL 34.6% ThH

A A D
X 18%TH Y . &5

74”2%m%%4iﬂﬂ%f%otoE%%#ﬂzﬁ%@HGHWA%th%%?@4HH%

B, BE5BLA 12 W% O HCV-RNA & Fv 7o &

B BEGTIE., BENBAERETS 2L CIRBELESAH
B RE FREE % (86%) |
ﬁ%ﬁﬁmm@\&%mm@\%cuiw%%ww@ 474 T/ (57%).
RZRICLD.,
RS OBRIERITR RSB L EERT E T T S M AR

ERLUTHRSLEEZ A, HE (86%).

Do, ZThODOEEREROBELVEL.
etk A R & T,

BT HIRIL 100% Tdh 72, (o T A LV ADHEN

MR SN, BMERICBE L CH2E%
BEh(80%). FHR(T1%). FIR(71%),
B (5T%) 72 & S EHEE TR
BIfERONEEE Y Lo s
W b, EIfE

AL TIAE Y VERBELEZBERTA, AV F— 70y 2BELLBEN 2ABOONLD
OO, WEEBEHTHIELZBEILRA- T, MPEOEARRERIZ L 2WBEN O OBREY <

DZHLHATHDEEZ BN,

A BFFEE®Y

2001 EENBITOND LS V¥ —T =
e YNEY PR (24 B 12 XV Gl High
FEBID 20% BB lmT DL 91787, L LA
LIBEDIR L LTCIIERER 0 TH Y REEOIR
RN RIHER T, BHHNRTT HXEEA LT
HZLIXEARBITRENOLEERI L EEX
bihvd, £z, FERBEEICEBIERLSL., 25 L
= HIZET A RENIIEESIRE LT 5D EE
LEZHND,

AR TIT N E CTYHEHR TITbA v ¥ —

Txn e YNEY UOERBEERITE O 21TV,

BEDRICEEL RITT VA IV AFEHETIZON
TR EITH- 72, £io, BIERHICETA2RZEL1E
L. BIEROFREE - BEICE L TR 21T -7,

B. WFZE 5

TEEZNRIZEI L TIE 2001 FE B S ERICEWT
BB EZEA SN ER . 2004 4F 1 A DR R
THREEN R TH -T2 62 Fl e frstds s Uiz,

A HF—Txzry a-2b (L2 rrA) X
BAI 2 BENEE 6 |, 0% i3 3Ok E2E
24 BH DT 48 BT - 72, 1 EFEEIX, 600
JEAL (Gl High OBFITx L TIHEYIO 2 HH
1000 FENT) & L7z, U RE Y HAE 60kg KIif
DOEE TiI—H 600mg. 60kg UL O BFTII—H
800mg D H- & L7z, ATHEHEE & Mif HCV-RNA 13 4 &
MBI EHKT 6 »r AR E TITo 70,

JEFID 5 B, OF/R 5 CHEIER & B 2 b HRER.,
@60 BULTHY, SHOBHRENKRETHD &
EZ OB, @ﬁﬁ%®ﬁﬁk#Fﬂ%ﬁ@f

1), @M% HCV-RNA 234 5-BR%4 4 B % TIXBBMEZ A3,
12 W CEBRETHY, BENMEZEET DS Z L
TSVRICRDFERP END ZERTFREND, OV
P E W29 1I3EFNIZ® L Ci 48 W O O &
Yi%?j—‘o 7,:—0

BIVEFICRE L CIdM2 E CRIMER 2 BRI H
BT AZENRAERThHo7- 33 EF (BHE194, &
P14 %, 29 5% —67 ik, $ﬁ$#%6ﬂ12ﬁ)%
Xt & L,

C. MFEHER

(1) 1BFEDHER

24 WA D 51X Genotype 1 @ 26 #l & Genotype 2
D 23 izt LTiThiiz, Genotype 1 @ 26 il
Sustained viral response (SVR) &= 7=Di%
9 7] (34.6%). End of treatment viral response
(ETR) & Hr &SN i= ik 11 41 (42. 3%) .No Response
(NR) &= 7zd 15W(w1%1%otmit\
Genotype 2 @ 23 fFih SVR iX 17 #] (73.9%). ETR
1Z 5 (21.7%) . NR1M (4. 4%) TH o7z,

Genotype 1 DJEMFIT SVR & ETR &) AER &
LT 5 ERTO M5 HCV-RNA B4 et L 7=, SVR f
T HCV-RNA E X 102. 41K1U/ml, ETR #lo
HCV-RNA &13F1 102. 81KIU/ml T3H v, ETR #HliZ
SVRHNCLERT 2.5 TH o7,

SVR f4il & ETR i C L7 HCV-RNA D&M D RFHA A
Rz & Z A, SVR B CIIia#E LA 3.3 . ETR #
TG BALTE 9.6 BTH Y, ETR il TORMALEF
B 6 BREEN TV,



B 5-BRAR 4 B EF S T HCV-RNA 15213 SVR @ 7
il & ETR @ 2 BliZ38% H 3L, Positive Predictive
Value I 78% Th o7c, F7-. G5B 12 % T
HCV-RNA 23ZR1F L TV D 7B HIZ SVR IZZBD Hh
3", Negative Predictive Value IZ 100%Td - 7=,

48 B O 5.1% Genotype 1 @ 12 il & Genotype 2
D 1 Flicxt UTiThiniz, Genotype 1 OEEFIC
7% SVR X561 (41.7%) T3 -7, EIR 15{&1
(41.7%) . NRIZ 2 f] (16.6%) T -7~ Genotype 2
DEFIIL SVR & A o7,

BE-BiG 12 BB OB S Td) HCV-RNA {H2<i% SVR
D56 L ETR @ 2 FlIZEE® 5 L. Positive
Predictive Value i 71% CTH VD . 24 &5 LTl
LT, #5846 12 %% T HCV-RNA 23 7E L C
W5 3B GE SVR D SN T, Negative
Predictive Value i 100%Cd - 7=,

£, 24 BOWER, A NVRITHEE LD
Teb DD ALT BDIEH & 72> =155 ETR @ 4 5] & NR
O 1FIOF5H (23. T IZERD S IBEEEA L
ToERE D 58. 3% T A VR FEHI B BT AL
ENHB/ LN,

(2) BIYEH

FIREOH B CHENTRTIT b 5 14
PSAD 3 2B TIHEEEZETHZENTE -, T4
BHERIZLUITO®Y Th 5,

® o GERBEEICHES BITEA

HH B
JiZE 86%

B & HE eI 86%
B 80%
GIEb 71%

R 71%
BERIR 66%
532 60%
38°CLL LD Fs#E 57%
1T4 7R 57%
% 57%
IR / BAETR 51%
SR IR 51%
5 e R 49%
BhiE/ B 40%
ARE* 34%
B E 29%
BRE B 23%
BHFENF 23%

BHEE 10%LL EDBIVER O Z % 208
* T2 ZiREodH - -BIEA

INHDOBWERIZ, A 7 = U PRIEIR 2 1<
&L ERERMABENOHERL, SEMLIEIFEL X
DIRBE THET 2, HEWER IR S 28 L

THEFET HHEANERD S,

BUER D Rl T 2 RBEOIEAE LT O
TR AETLERUAENRED RV EHFLLERE
MNIENZDIFE T,

B, SEIOMETIE, VALY UERE LA
ERTH (B 46, BEERIED. IPN 2EE
L2 BED 26 (GFHEREA 1461, AERER 16)
PO BTN, 32 il (51 HCV RNA 2308/083,
FIREDHE CIEFEEPIL L-BE 162K T
TR B Ik S h e,

D. E&

Gmmwezwrm Wt LT 24 BRI o REES
ToT%ABD SVR OEEIL 713.9% L BV, —FF
Genotype 1 OREFNIZ 24 WD HRABEEERIT->TH
.60 LRI DL LI TERDST, TOT
DAL TIX Genotype 1 DIEFNZ KT 2 (F R EE
DNREBRET D7 A L ZRIHFRFIZHOWT, SVR &
ETR DIEHI % LIRS D Z LIz X W RE LT,

1B BHAARET OO M7 HCV-RNA &1, 7 1 L 2 HERIT
E#é%ﬁkﬁ%brm&&%z%h% L,

BRMRICRE %%&1#&%x%h&f&b
@FMT%MR@FW BT B MiE HCV-RNA i SVR
DEEFIO 2.5 (& TH Y | 7 A NV AHERRIZE S 5 BERY
b 6 WHEIRD > 72, 6 o TIEHERTOD HCV-RNA B3 6F
MBEONRERETAREAREAFTHD LR
BRI,

(FFFIRIE O HCV-RNA O IL., 7 A /L A BB
EZFe LTI 2BERKBE L —2 A0 1st
phase &, rﬁﬁkﬁ?‘fﬁiﬂ@ﬁlfb@'?/l’/l/X%H‘?%I& L
T3 % 2nd phase IZ3 T b b, £ H—T =
tu/)ﬂt)/ﬁ%%&fcmﬁﬁﬁﬁméﬁf
DT OFEMIZ A28, b HOV-RNA W2 LAf &
TR HIMRES MBI SN S = E N BEO L ES
HheEBZ oI5, HENME 24 B2 5 48 BIER
TAHIELIZED . HCV-RNA D758 4 @5 12 8
DRENCHE Z > TIEGI TOWERBERN LR L-EEH,
Lk, FFREEOHBZ2ERE T2 2 LIk 0, 8%
REILICER AN TEAREERTRE
i,

OFRFRIEOBIVER X, EMNERRRER OfE B3 %
SNTWD, SEHHE L-EWEROBEEIZA v 7L
TPRIERICE Ui, BRPR BRI & K221
D3, BBEAR O AR IR . T L BRI O BN <
fﬁofb\}:)o Nl g/ iFﬁu/Wcl:l/\ S FEE & S TWVWAH
e BIERREHEEICHR W Tz = L BAEE
EEZbND, :

ARIDORFTTIXERA TR B & BT L, ik L
7ol Z2 RN TIE, TRIEREFNIIR S b e d o T,
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RoleZEBBROa LTS5 4T Re FiTE L
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o o) LIHEB RN FFLOBIREEER L,
A2 E |z CRUBMITR OBEICET 22N A,
M & Lz, = OMF %M, PEG-TFN S A
BDOBWERIZ DWW TR TH D,
BERBRIEITIA V¥ — 7 = a L BERIRIZ ST
BIVER MR | EERFEONE b b TRRLIRH %2
MHIRICIER S EH I LIIFERENTH D,
Biochemical Response (BR)ZS 23. T%DIEHITH B
nNrolaEXAL, BR #BELE LTHELITO
TLHLEEEEZLN, BR ZHETAHARFICON
THLABRBRFEETDI EEZ DN,

E. HEim
CEUSMIFRICHT HA v F—T = UNRE
U B REEE O BRIZEEEFI T D Genotype 1 D
FEGNZ ST LT LB LOEFMICHERH D &
ﬁ#Wﬂiwﬁ@&%%%W% RETHI & THD
BT E I ERTARENH D, £, ﬁ%%&
H%$ WEIER 2489 . MR ZE0E AXEIERIC
BTN D DOPIEZE D DI ﬁ%f%é&%z%
ns,

F. fEFEERRTE W
i ~&zenl,
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HIV R &G C BUFR DREAN DN A

SHEMIEE ¢ REBISE EEKPEZRE OF) - B

SR E © CBIFR Y 1)V AMHCV)BEIIBMAT K. FFEZE, FFEA LR —EDESRD,
ST, BB SN IR ERH RS, BABAR W RBEE RSB, FHRE
FORENDEEORBRINTNS, B-bid, YUZAEFINERANWT. C BFATIRIE
HOBEORBBEENRET DL EERLTER, ZOBWETI T, RERETICEL
A VABEADEMU THEOFREICEEL TSR, ZOBEA N AHEIZI PO
RUT OBEEREICL S ZEMHRINTVS, SEEAEBIL. I a2 RY PIREER
% B D Tacrolimus (FK506)Z HCV A7 EEFRE NS OAT v /v AIcE5 L.,
FEEAH. HAMBIUOBILA ML AEENOEEEZRH L, 34 AB® Tacrolimus
DEHIZE> T, AT T RBT B, 1220 i EWIC s E S ne,
7z, BAERD Tacrolimus IZE > THRBOMEND S Z EHHLMTR- T, RN
FER 2R U 72 W EAR RO Tacrolimus 24595 Z iz & - T, HCV B IC BT 5
FERERIAL A 2 A0 ARBIER A, BB LA b L AP X . C BT B 38

ZE QIR BHETT Ol B 5 WIdFRRORELHF I N 3,
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=Tz ERLELEHDA I A
Lo TIROLNTETNS, UNEY >
HRAXRT -2 =Tz ick->T, 1
MEUVANVZIEDEEDS 0 %FEL T
HCV HERRTRE L 2o TETWA A, 1
D5 0 %DANTIE HCV HERRIIBIAE R AT RE
Thd, LIEB>T, DA INAPBRTER
VREE TIRMEIF K DR RE 2 WE S B 2 51E
PHLESNTNS, TOXIBRIBEENR
WiEannid, B C BIFROET. TR
DFEDTHHNREE /2D . JEE BT
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HCVOa7EmFEEASNIZNT
AT I RIAERNTUTOXD 2
g 2772077,

< AESPEF R THRE OEEZ 52 517z,
St & U CIE#littermate 2V W 5 Nz,
NEZHUCTEIDY — (BB &
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D TREINE. S a2 RYTRERH
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0. DEMRABESE

HIV BB CBEBRRT LT 1 VA D genotype DBFH

SHEEFSEE R

o IR

B AiEERFRGEE =R - R
HH % JLEERFREREE

Wigegs : HIV & HBV ® HCV R EOHR T IV AR, &b ITmERAR GO
IR EARMICRRET B EEEA L TS, LAL., 205 ORRRRERITREEHTZEE

IMBLNTND, S HI,

HBV & HCV QBRI D T 1L A DR RERF R 7828

IehEEdENS, HBV BLUHCV IZAS5NBZNZTND genotype DFEIEIX, I
5D INADBRLERREZHETSIIZATHAEAEZEDZ, 51T, BPEZORKET
B, BEKBEOTHRICBWTHOEREE A SN,

A. BFZEHRY

HIV BEREICEET DHRTAIVAT
R OEMENEREZTERTAIVAE B
RIFFA VA (HBV) & CRIFRT A
JVA (HCV) TH%., HIV OETRRERRE
Hid. DPEICBW TS kA ko

bON S HTHEEN LT BT,

&1 IIAITDWTH, HBV & HCV
DRI DENS, BRILOAZ Y —Z2
TREORE, 50X, BROTAIL
AT ) FATRHOERECLD, B
BREG O BARBPIR I ISR R 7 5 B 0
HdEEDOND, AFK T, HIV ICE
B AR L7 HBV 5 W HCV O
AWAT )5 A TR L, BRRERHD
EDOEBERETIZD,

B. i A 14
2005 12 B F Tt Uk E22 Lz HIV

WG 121 BEfEL. HBV BXO
HCV ORI DWTHIZE L . HBV,
HCV B0 f 2 MR TE/ 107 Hlo
55, UA IV ABEDERIC DWT.HBV
& B0 HCV D genotype ZHIE L7z,
HBV genotype . pre S1 % HBV &
= F @ 479 ¥ E O B 5 & direct
sequence JEIC X DWIE LFE L 7z,
(sense primer: TCACCATATTCTTG
GGAACAAGA: nt 2823~-2845, anti-
sense primer : TTCCTGAACTGGAGC
CACCA: nt 80-61) HCV genotype 3.
Okamoto & DHIKICHEL T HCV core
IMICHREL YA TRENT 51—
M L. genotype la, 1b. 2a. 2b.
3a Z2YE Lz, HIV EHFR TV ADE
BREAFICEL THREZEZIEL. BA
NEEETERWEIEE L=,



C. Bt5ehi R
FRTANA—H—&JE L1577 107
i, HIV/HBVY OE#ERREE 12 4
(11.2%) iz, HIV/HCV OEERR%
37 61 (35.6%) iRz, UkEH2
7 155 i O i R BRI & B B B oD |
Aid, 1995 £ F T 13 il 11
(84.6%). 1996 £/ 5 2000 4E T 34 #i
16 Bl (47.1%). 2001 “ELIFEA 60 4
8 #i (13.3%) &AL, Mz
RWHEHEICLDEENABEL TS,
HBV & OEBRERAIL. &2 ORI 1
Bl (7.7%). 5B (14.7%). 6 ] (10.0%)
TH o722, 1990 FERAIZ D 4 Hlidimik
BRI B 5 WL RBGYEF T, MK
BHEFIE 2000 FELARICRD 5Nz,
HCV & OEBREGRHNIE, 11 61(84.6%).
17 # (50.0%). 9 # (15.0%) TH - 7=,
HCV & DOEBRBREFIZB N TR HE
BIZ KD RBEFIE 3 FIFRD=H8, 1 Fin
1997 H4%. #D 2 Filid 2003 EHBZ T
b0l HBV & QEBERGEF*, HBV
genotype DNHIERIRETH - = 8 filich
ARG R, 1 FIANmE A, 1 Hn
CRBER, 6 BINERBEETH 2,
N5 OHEHR O HBV genotype 1.
genotype A 2 4 # (&4 Ae) . genotype
C. genotype D, genotype H 8% 12
N1FTOTH >k, HCV & D BEE Y
FEHIH . HCV genotype #lE TX /= 22
BB L Tid, 1 B o [F 1 R 1 e e 5] 2 B
&, MEMH bRk HEEINSZ, 5
OFEFID HCV genotype #flE T, BE—D

AT EHFEI NN 9 F (40.9%),
BEDY A THNRIEL THIE S N=fn
13 # (59.1%) THolz, T 36
@ genotype 2YE . genotype la
29 #il (25.0%). genotype 1b 78 15 4
(41.7%).genotype 2a 7N 5 #](13.9%) .

‘genotype 2b 28 1 # (2.8%). genotype

3a 5 #] (13.9%). genotype 4a 7% 1
Bl (2.8%) THol. EHHDY 1 T H
L5 WEHEE T, lat+1b OEFH 9 F
(40.9%) . 1b B OFEFI A 4 6] (18.2%) .
2a+3a N 24 (9.1%) T. fITEFIEIC
BIxBNE— %R LU=,

D. &8

HIV OB ERI, 1S5 fsken o
MR WBEEBRICRESEBLTETY
%, GEIDHE A DRERICB T 0L EBEE
DERIZDNTHRENTEBRA SN
oo THUTHE S THRD A IV A DGR
MICHENR 5N,

HIV/HBV HEBREFIOEE., MK
B Bk DFEB B Z DD R R O HE B &
EBITK I0%HIETH o =0, FDAMK
W RIZIAZE R b DEEZ NS,
TREF Bk ORREE TIX, HIV BRLLRT
DHLNEIIC HBV 1B UBEICF+ 1
7 — b U T 72 41l AN BEE U Tk
RULEFINEEND EEZZ 5N, &
[, Z D4&MH:DER T HBV genotype %
HETEZDER 1 BlOBTH- 7=,
genotype C TH D . L OHERIAL D 3T
D, —H . WA REE DR DR R,



2000 4E AR genotype A 1T & 5 i
NI TETWSRIEHD. BRI,
SERFRORBTHENESNDONE
ORERB OB S ET D, genotype A T
HHZE, HIV OEEBERTHD Z &,
72 EMHEBENL - BHETHHNE <R
DHEND, O ENE. HIV BREICER
U7 HBV BEHEHICBIT S5 HBV
genotype I &, TERTH, HROLE
HEORIW . i1 IV AIBED BT
RECBVWTHEBZALTNDEEX
5N5,

bOAEO C MFLEBEED HCV
genotype #ffild genotype 1b 7% 70~
75%. 2 BN 20~25% & ZNTWVBMN,
4E @ HIV/HCV BEHEEGPEEICBIT S
HCV genotype OHEIER R T, BED
AT DIAINAERE L THDEHN
%<, bPETIIRHBEINMENSY 1 T D
HbOHELN, REOKEZEAEL. BHHM
5D MRKANIC X 5 EBEIOBRRENH >
Fe Rl REMENRME S 37z, HCV B F 1T
THHFTAINAEEDOHRTHITBENT
HCV genotype OHIEIZEETH 50,
AR OERDN SITEED HCV ANk
LTWaBZENRIN, BHO—REk
> TWBR[EEENE Z 517z,

E. %

HIV & HBV % HCV 2 EDOFA D1
D1 779 = 117, 5= E 5 SRS VA Nl
HICEBE L TERRETSHEEEZAEL TY
%, BEBIEF O HBV &% Wi HCV

® genotype FEL. TS OERF DR
Yotk 7 R0 R I TR D R IR ) 7R 284 D HE
BB ORIB TR, PiU IV ABREITKH
THERGEOFHRELERTH S EE
A6z,
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