155 ® [ERlLER

EERHIER DS 3

C BfsaE &8n Ik

BHEAAN & FE—

APV BEE, PRI L dns | IRAFAFREFLRMER ERESGEE

® IUHIC

CRIFFRIANA (HCV) ¥+ VU 7IXHAD
2A00F 1%k Y, E20ERKLEDN
%, BYERFRDOFEE, HE~NLED, EF
TIXEERN 3 AL C BIFF 4 BB AT B CE
TLTED, WENEMBNS, CEFLEYA L
ADNKEREINE T TCERMNEREOATH >
3, T4 INVAFERE, 1990 ERICA D REFEEHE
LLTA vy —7xznuyv (IFN) EENEEL,
T ANVARSERICHRTE 2EFINF NS &
W otz, T OEIEGIL, FRRBILETY
T, FERERDEFHICEL, TEIREIN
52 EDHOHERS T, CEIEMFRICTHT
% IFN Fkid, BETFR b ECTEVAVAE
DIEFNZ X L TIIFRFIL 10% 1% L&, &
A, BEIfElomE» o RETH o7, L LA,
RZLIFN B LR UANE Y VB EDOESE
kb, b EEYANLVABTYH 50%H14%, 2 B
T 80% LA EDEERIT, EXMBEONB LI I
KoTETNn5S,

IFN Bk owRBESRICHET I RHTELT
i, EEROIANABETE, YA NVRE,
EFEBD 7 A NV ABEFES (NS5A FEIEGER
TEF, a78EET7 I/ BERLRY) BEET
Hb, LLrLiah»s, 1bBEY A VAREST
BEMICR D, HBrWIZ 2B, K74 NVAERE
BITHES E R BFERIVBEET B, DL %

FHlD S X TR AEFIIERIMD T A L ABIEF
DEEELHD S 58, BEMRERT I L 3HH
HHEET 3, BESIN TV AEIARFOK
3% I vds, HLA, AR, 48, 1 B
WE, 7ra—n, HFRERE LR EH
SNTVBY, LarLads, ThsDEFD
AT IFN BEOSRFHB T 2 b Tldk
Vv, TFEYENTE, BRoEScEvE b
) LD E N, X SITEERE o 4 ORER)
DX RLBBEFERBEO NS LIk
b, CBIFFRIZNT 5 IFN BiEICHE T 5517
BEEMERTE LT, BETEENIEEL k-
TETWw35,

@ IFN BEEE T & IREME

IFN 3MfEERAmORARIFEET S L,
BRI ZDOREEOTRICEET 5> 7 VB
EERRIL, HMNICFEET 5 IFN FEREF 2
HKEXGCEBEHIANAEAZTFTE T2 L&
ZonTw3 (B1), BEGKD o BEEERT
B & # T » % IFN-stimulating genes factor 3
(ISGF3) %## 7 % ¥ Tl Tyk2, JAK1, STAT
REMPEEL, 2D ISGF3 AT 3 Tue—
% — T & % ISRE (IFN-stimulating response
element) %, IFN BEFRBICT 7 V20T
% interferon reguratory factor-1 (IRF-1), 7
L—%%21 % IRF-2 OWHEERF L BEET
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p48 - VA
ey —--~~
ISGF3
v‘mmﬁﬁ

S% :
1 Av¥y—7xz0y (IFN) YT+ ILDIEE

R

5 EWHRETH B,

T4 VAEHTH % 2-5AS ¥ PKR OFHE
W ERICAIE T % ISRE I k- THIIEhTE
b, Z0&) LREERHERF ORI HEEE
DELETB I EBTFHRENG, £/, IINT S
FNEERE TH 5 JAK-STAT B D 2 4
FA4T7 74 —FNy 7B L LT STAT OiF
¥ % $ %) ¥ % cytokine-inducible SH2 protein
(CIS) R JAK KEA L T2 DY VI VoK%
W3 % JAK-binding protein O FHE b H e I
N, oD IFN HBEERT 2 G 2R3
IFN 7RSI BIE S 2 ATREED D 5,

WE XT3 IFN BEEE T & [FN RE
ERIZOWTIFET, IFN ZEMERIETA LD
BHT o5, IFN BEETHREMR L L TR
IFNAR1 & IFNAR2 3% 1), Hi# 3 IFNa OV
T4 TDOEDTH B IFNa8 iIDAFEEL,
%EIZTATOIFNa & IFNB G T3 L
BHMoEN T3, D IFN ZEE mRNA DfF
TORBEENEEFIZ IFN BEEOMEIE
W ENBEINTE N, TnRIRIFTO
IFNAR2 NDEH L~V TORBICB VT HHER
XhTwaY, Fiic, EYARE IFNAR2 D%
HEHS \EEFNIE IFN OREMECY, hid
IFNa 2’ L& 79 —ICfiEeT 5D LERT S
HEEZSNT B, F7, FFMMEIFN > 7
F VB mRNA T, JAK-binding protein D F

£ 1 ®HEMY O NRPOBGEFREOCHAGTD

Hlic kB9 —7 0Oy (IFN) BEWE
OFH CEk 19 & b 5IH%RE)
IFN 2551 k#8Mm) >/ 5hosdiz  HBE. %

FO#EAEDHE training test

1 topoisomerase (DNA) | 539 462

2 catenin (cadherin-associated 66.0 57.1
protein) 31 (88 kDa)

3 Ras-related C3 botulinum toxin 91,0 89.1
substrate 2

IFN $25.8884 2 S8R *pmy >/v  FRE, %6

1 differentiation 6 (septin 2) 28.8 258
2 cyclin G1 750 644
3 cell division cycle 20 homolog 90.2 87.9

(Saccharomyces cerevisiae)

1 MIHC 288 250
2 cyclin G1 75.0 644
3 cell division cycle 20 homolog 90.2 879

(8. cerevisiae)

1 apoptosis inhibitor 1 (baculoviral 28.8 25.0
IAP repeat-containing 3)

2 cyclin G1 75.0 64.4

3 cell division cycle 20 homolog 90.2 879
(8. cerevisiae)

BEHE WS T IEN EH8 213 % » ERE I N
TWw»37,

¥/, IFN VA b AL v O—FTHD, &
BERICBEET A4 A4 VIZIFN OfEA &
FEREICEELTVwE, f vy —a 4% 10(IL-
10) |Z suppressor of cytokine signaling (SOCS)
773V =L EENZEALRHEBEL TIFNa D
ST FNERRET R EBMONTE Y, M
W IL-10 238 WEES X IFN ik O 51 R MK v
LGN TBY, FRRIC IL-6, IL-1, TNF-a
7z £ % SOCS %, STAT o iEH:{L %2 MHl 3 3
CIS #FEETZZ Mo TEY, oD
YA b4 b MEFRENEGESIL IFN
DREIME EHEINT LB,

® IFN BEICK T2 E—EESE (SNP)
BIEFH 33— F7T % open reading frame O H
K73 BEENEETNE, BEHOEEICHE
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HENEL B LIRS, FIEBRERICE
WTdH, A vbrryerue—y—fEEIC A
TE, REPEANL ERZ T, mRNA DOF
REICKELPELEZ 2R H 2, 2D
BEOB—EEDEBEVICIIEHDED 2 VI
FEBICHEEENEC 2HE M ERE LR
(single nucleotide polymorphism : SNP) &\29
S ¥ TR T & 7% IFN BEEETOHK,
P4 MHAVIBELREE, 20 SNP @Biric T’
EFEEEMITONTREHDRH 3,

HFofd v 7NV P4V RAEEE R T Mxl
EEAVNBHFEL T BEHIL IFN ORR1IE
WEINRTWEY, Mx EHD 70 E—% —4H
18D -88 DEFALIC G/T D SNP BFEEL T 3
CEEEELTWwRY, k) n TS uE—
¥ —4EIR o SNP I IL-10%, fEfarEEME T Mk
DIEME % BIEIT 5 CTLA4Y, Thl KGBAAE = BF
Y 2 osteopontin'® 7z ETH D STV B,
SNP fEfric X b, IFN BEICEE L 7B EBEFO
RRBICENH s FERBkD SN, A7 N
A8, AU HCV ¢/ %4 7T IFN i
EPHE2ERTHILEEIZOND,

® IREIVBIEFIFRBIN

B> & 5 ic IFN BEEEIRF, VA b A4 v
BEDENTNOH—DBEEFORERE, 3
WIZEHORBEEICL D IFNBEEOZRIHE
EINTLAARENRRINTHS, Ll
BHo, ZOX) BBE—DBETFRERD A%
FRBZETIE, VA NVABIRFEEZ % IFN
BEMRTFHEIZTER Y, I, Z2RFn
HINTOIEEBETDALSGT, RADOBRET
ZEOIFNERIC—RBEELZWELEDLN S
SWOBIETHS, EEICIZEHBERLE-T
Wa7HtEZIons,

© #Lh X serial analysis of gene expression
BERWT, EEFEEUS I RFREC
B 2BEFREAT07 74 VEREL, EE
ff, 181 C BIF%, FHilEcBwT, 2n?
NELSIBEF U7 7 A VERT I LEH
HLTWBY, f7:, DNAVA2B7 vEA
BERVT, AUIEEFLTH, CRIFFRBSE

EBEIFRBETCIIRB > BETRERAE2 R
TIEbHsILTERDY,

ZOL)ICEENICFNTHEEAL C» 38k
FERBITLI-T—%%b L2, bibidFir
IZ IFN 255 % FHIT % 72912, IFN % & B
BEINTVDEHDEFNLIC 295 BIEF%
# 7= cDNA chip Z{ERL L, IFN Eik%Z{T- 7%
FEBNZ DT IFN & ERIOFEBEY ~ 7T
RET U 72, IFN B2 17 o 72 15 FEFlI B
THREBGCTEZELRBT 7L X025
ETAHIEICED, IFNHEFIZid HCV
RNA DHEEIT S leb o 1AEHI &, IFN 5.
H1iZ HCV RNA HEMRF & NI fER] (FEzhHl &
BAOIZE D) 2, VA VAR, HCV P x
¥4 TEEBRBIIOTE I ENAETH >
7 18) .

SOICHERL DYV TIVEEBNES KM
my v RERPOBEFHREZASZ LT, IFN
%%%%?Mﬂﬂ%?%%#ﬁﬁ%ﬁokmo.
BEFRROBEICLIOL S TH—DEEFT
FERBEIRTFHOBEIIRLS TH 50%TH -
7eh3, ®1KKART &9 ICHEEGEFOBEALE
¥ % SWEEP operator method TiEA T > {
&, #5Hi Tl topoisomerase (DNA) I, catenin,
Ras-related C3 botulinum toxin substrate 2 @ ¥
AEOE T ILO% DIEE TIHEI R F R H3H
HETH o 7z, FkkIC IFN #5585 2 @B OFR
MY 88Ty, REFEIGER o7 3
DBREBEFHREOHEAEDE THEE 90.2% T
RFHBAETH - 72,

® Kbbhic

KR TRBR G o708, IFN BEOAL S
T CBIFROMHE, ETEIEL T SNP %
BUDLTH2IFIFLBEFERIEEIN
TE T3, BERPEOEZ T,
RE, dED LB ETFERIEITIND
I kiug, HxnBECEOYLT—5—
A4 FIEEORRML 250 LHRFE NS,
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