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EAEFWEFHEEME (IFREFRBSIRIFREE)
ST &

CHRIFFR OB E %+ ) 7 5 b OFAE T I B9 5 Ao

FEFRE BN OER ENIRIMERTEET Y ALV AE TR R

WZeEEE  HOV X v U 706 ORAE T xR L Ve IER s TR @E. ER. &
wom FICEET 5, AFZE TR, HOV OFRBRETIVEREND, AFRO ST
He - FREURERS . k- HOV BE SHMAEEATAE ER T OB R - HE
YERIfRMT £ ¢, HCOV JRHIE DTG - 1AL LB R R L BRERICIT >, &
FEETLT OMERELY B, 1) Neo- N7 =T —FRA8EF. ECFP Bin
FEZRFMLT HCY 7 2EROMELERR, BERARORRILET V2B
L. E/-RYME HOV RITOFREARPEE Lo, 2) HOV HBEMEE. ATRIGE
HoEme LT, A7 4 IAfREEEGMBER., X% F A, Mizoribine,
Tacrolimus %% R U7z, 3) 7/ 2EERA AT 58 LR F & LT, TGP, CCT5,
Hse70 &% [FE LIEAFMIT 21T o72, 4) a7 BB L > THEEINLDLA
2 HEGUEO B PASYRELBNETHHZ L, aTHEBIL DXL EEELE
® ATPase FEMHEZTLESHAHZ L &/R LT, 5) NS3 & pb3 & OMAEAEMIZHE ST
p53 OHEREIMET 452 L. NS5A 1E Syk FF—BLEEH5LEZDO TRV T FIARE
ZPLE L, ¥/ amphiphysin 1T AT HILICE>THAD Y VRN
INABZEEHLEMZ L, 6)NK a0 TFE (LI 59 % UL16-binding protein
3 A HOV MM k- CREFES S Z L, IFN-p OFEAIT NS3~4A &Y e
T—PEMEICEKFE L CHEECMHE SN 2R L, 7) BRELFEZEA
L7 SCID- T v AV ey 7w A, KO GBV-B Y& < U 2 & D RMEHA
T ERERE LI,

SRR seE PHE =3 BRI - BREERF

TmBHIR FEKF Y A VAT BiR MEtr 24— J—F—

W BN ENERGYEREET  EE

WHE 1§ P RFEERIER Ad% A. WFZEHIY

We " ALRERFEEAIER Bk C MFFRIFENEOCERR & b E b,

NEL ELE SRR E A AR BIZE. HOV % U 71360 200 HA L ShB,
FaL e N — F D% MMBMENFR O IFEZE, FFfuE -~

MiE To BILACFEEHA SR 50 ERBATL, TETOFMIECEIT3 TALE

SN NS BEUKAREEAEEL T % 7%, Interferon (IFN). Ribavirin % Z:ifi

R RN o C L S e ELEBATOARFEEE TR, TO0ADFEIT

VR B E TR YERT T R E 40-50% 8L TH 0 . FELLEo C HURFA BE

ok B ESURIUERIE RE . ITERIED ) A 7 ZRET DR, 0

EDUT. HCOV F % ) 706 ORIE TR R &




OBEAT DIRIEE L IX R R D EHBFF 2 £ D18
PRI DR R LR, ER, mulom BIZER
T5HEEHIC, BIEEREOKBIZHREEK
T 5, —J. HOV BF3Eic BV Cid, Mfuss
RTHELILSBEETVANREEET L L
NRB TNz b, FhF o U—LANC
Y BIEOENM T T VR HESL L TWRWE
ENREBREOREIREEL 2> TWD, HCV
DSERRATER & KM 5 13 M a5k O B
B WB, FURrY—itRb o LEOEE
PEMATE 2 ERIYORBISL, BENPE L
EFNTN5,

ARG T —"Crk, 1) HCOV B8, JRhE
EERTTF LD LT R K-S\
KO, 2) HOV HRRUNEGE . Frigtkde &
OYREMERBL O T, 3) C HAFRIGE
%@%/_X@%ﬁ\uOWTH%%ﬁ5O

. Mg
(1)MV#/AE¢@@ME%@%%\&
=S

HOV &R, 807 7 2R8I BEE
A4 (LY 3 M) 28U,
HCV RNA % Huh7 #ijgicc L7 haR—L—
g R L VEA L, G418 MM ORI 2
Rblz, o7 —VMBIZBITS
HCVRNA DERIL~)LE ) — P 7 w bk,
TR Ty ME EER RT-PCR ER
EZ XV RIE LT,

DI ANRY ) AERE EEICE S
BNy 7 27— BiEERIEEIC L TR
MCEDR&EMERL, 2 OMIICA TR
ﬁ%E%AnTTyf4%ﬁoko

EGFP #ix+ & W AIaE 7042 & HCVRNA @
NeoR B+ D R, =2 7iEEFDH]. NSSA &
IRTO%A AR EICHA L, TR ENO8RT
IZ EGFP BinF% 1 a v —F3 5L DO
Abﬁ?EqPﬁE%%2&13:H~ﬁT

%@ ERLLC, v 'Y o o iamamias

7 hoR—1— /j/ﬁ_ibﬁﬂb\

G418 THIMEMA O KIST & 38X A 7=, EGFP BB T
ORI DENEBEX 7=/ —NV 1Ly RE
E ATV T T 38 L 7o MR o> e ol
Ex7AFulFy 7y MIEVHEIEL
foo EER L — VP —BRMEHIC L 2RO
et X, Mk E RS R LT AT B R CHE
EBITol=, IOV a7 OREIT. FEICEE
%, 1P L LTaT7hiik, 2kbike L
THEOLEE Cy3 AR LR E2EMT 52
LI XV HER LT,

(2) HCV & 7 AIERIZBRE H D VN TR
HIRYTALE W E T AR T O R

L7 a R & RS LA & BN
FFMRERTRAX s F—2EAL, VA
WA ) WEREE LT = T — 8 B
W UCHIE L, HOV BRA~DEEDO KXW
EFIoDWTIE, & OERBE & fiftr Lo,

(3) HCV RNA #8SUFHHEN
DIRIE
Genome—length dicistronic HCV RNA #3 i
(R VY a2 ) Hildz Bl (& Hev
B LRt (K Hov i) »ozhn
FUEIY U, Membrane flotation assay {241
HOV BRE SR L & el 2 s L,
TWRITLENET 4 T 7 Ly T IVERKE
EHEENFIEIZL o T HOV RC SEICE TN
HfE R TFEFE L7,

PG5 5 EERT

(4) JEGM HCV A AR SR o> VE S

RNA Pol I promoter/terminator & Zeocin
MHEEE T2 HT 577 23 K plH2lZeo I
HCV JFH1 BR0> 4 7 2 cDNA %48 A L pllIJFHI Zeo
EERMLUE, BONERRST X K Huh?
AR E /ol Huh7. 5.1 fifla~k TR 7=
K L. Zeocin {F1F F T 3 FIWIEs 28 LU IKKIH
Wra— 2Bz, HOV ERAEOREIL
UmA L7 ay ME, BLISA KO EHE
PRIEIC TR Uiz, HOV SREMB O
B ESEND TA N ADRYMT vt A12



L. B3 VS Huh7.5. 1 ARG S,
4 BREESERRICa T EROGEEREIZ - T
YRR D 7 —H AR L7z,

(5) HCV Rt/ guits O figtr

R84 RNA (dsRNA) FIKIZ K 2 IFN FEEIFEE
WA HCV REOREE LT O & D IZfi#Ar
L7z, PH5CHS MfRIZ pCXbsr L b wA v
AFEP AN Z—(NS3—4A 72 ), VR—& =
5 2 32 R (pIFN-B(-125)-Luc) 3 & T pRL-CMV
internal control X7 ¥ —% T LU AT T
gy U7, poly 1:C ZRE#h~RME =1L
AR ~EA L, IIN-BEEFTBE—HF—
DUR—F—T v¥A &{ToT,

IRF3 @ B EKIL, PH5CH8 Mifd% poly
I:C CTHIML, FIRLZMEEREED Z
Native-PAGE (= C/yBf L C IRF3 HifkiZ L ViR
H L7, ‘

HOV YD VA b A VIRE R HED
MZT A =, HCV particle #FlEIZ L » T
type ITIFN & NF-KkB {KfEHEDY A B A v
NI X B, %FM L7, RIG-I. PKR, MDAS %
O pathway ~OFEH fEYT LT,

HCV particle fAfE F T & MabHIM (DC)
@ maturation., F7- DC-NK interaction %FF
fliL7=, DC OFL HCV {EME CTL FHEHE bR
L7,

(6) HOV o 7B ARBMRE AWz 7
17 A — A FRAT

HepG2 #ifa B3k o = 7 & [ % T Al I £k
(Hep39) K=y bk — LAIluK (Hepswx)
AT, FHRICIETAR LB 2 12 Ak
S, BEOOBEES S VIR Z A
BT HE - L, 2 DODFAANRT h A
N —Z AW FETERES 87 BoE
BHIRNT 21T o 7, 8 1 OFEIINEHTE Z >
X7 B % SDS-PAGE BERIKENE, BHE NV
FAEE Y H L trypsin {H{k1%. MALDI-TOF <~
ZAART b AR —MIICEVRIET DT
. H2 OFEIELEES & RIEHE & N

7 8% Lys=C {H{t LEHE nano-LC-MS/MS TR
ETDHETH D,

(7) HCV NS3 & H—15 LR -FHEAEH OfF
Hr

NS3 OFEHR & MAAPNRAE : RT-PCR (2 &L VAT
PR MLIED S HCV BIxT0 NS3 @ N R
198 7 3/ erkie a— R4 5B HEE L,
KBS TRAI N rsva—=vT Lk, Fad
SERPAT D NS3 TN L EE 4R NS3
PRATHTITIAINBHEELL, b0
FIRIREHANT, V=T A )NAR-TT
AT Yy REERIC L Y EERMIEIC NS3 3§
WA, BRI XS0 aER ORI
H/hEE~<— b — L OERELHFEFECLT,
NS3 O RTEZ A7,

NS3 & pb3 OfES : NS3 & p53 A iEFEfma
LSS E S, BRI E AWz aE ks
WLV EEHORAEIT OV TN,

NS3 &V a7 —EiEM  NS3 LU%E
ORE T %S NSSASBAC % Hela FHARAN T
Bl &8 NSSASBAC OEINTDFREE A2 FEAREIZ LT,
NS3 &) T aT T — iR AN, i
(8) HCV NSBA & (A—75 LR FHEAEM Ofif
Hr

NS5A-Syk FHEVEA : @K H 5 W IEfHE A~ DX
Jo (E72128) BBEHFTH NSBA L Fry
V¥ F—E Syk AEFEMMICHER ST, £
BHURZ A= fapg ikl 0 NSBA & Syk
DEBIT OV THRAZ, i HCV EBH & Syk
O EBEAERIZS>WT LR, fa o HOV &
HOFREIT, BEMREHRR, A) Fai 1 3%
BRKLOHCY RNA L7 Y = HERR % ATz,

Syk ¥ F—EVEPEIC ST 3 NS5A D FZEE NSHA
& Syk SRR TR SE, FRREHUK
CEEEE L7 Syk oF m ok —EiENE
. BWETHAHE AR 2B 0V vk E R
2 LT, E1o. Syk O FwRO LT F
NMEED T T D PLC-y 1 OV IO
Th., U omgbsr R d g o ey



MEIZ X 0N,

bt MATHEAL BT D Syk OB ¢ R FR
BAEMICER L UV B L OIEEROE b
FFERkE . B Syk FihE VTRt L,
7 a T A — AR iéN%Amml%@
RFR : NSBA @ C-KIZ 3 x Flag—tag & {7}
Hda%@ﬁb?yx7iﬁhbxﬁﬁmm%
Bl oMt B, Aafhtik D NSHA-15
FEREBARET 7 =7 4 — R L, SDS-
PAGE, #RYEZ1TV, BHE NV FEEIV
L, LC-MS/MS iIc L Vi EAERRE LT,
FlovmxE 7oy MLEADVBAEERES
R L,

(9) HOV a7 #ET73I (CoreTg) = A
% T iR AT

CoreTg ¥ X (3 » Afd) IZXF L,
Tacrolimus (FK506) (0. Img/kg) 72 B T
placebo Z W 3 [, FHRESFICTREG 21T
ofc, FRRIZIERN T v AV 2=y I RB~w Y
ANZDOWTH, 3 » AR L Tacrolimus
H DX placebo D\ EH {7 7=% . AFlE®
BEE. MR E, fEE, XD v
fEZ st L7, 728, Tacrolimus & 5 WX
placebo DEHHIMIL 3 » A TH B, Fiz,
P2 1/5 BL O 1/25 B® Tacrolimus #
ETTComFbITho T,

CoreTg =¥ X% B6 = A PA2SyEI= T
J 7T U Rk A (PA2SYKO) LARET S 2
& T, PA28YKO-CoreTg v 7 AZ{EHI L 7=, 2
r A~ ZRERNT, UTORBREIT 72,
EREER L OERRFT, PO R v
BEBIOMEFELZNE Lz, £/, 4122
YARRBRB L OHAWREE L, 11
VB R RN L7, BB D IRST Y
VR E KOV TNFaz IE Lz,

(10)
Kinase (HSV TK) R~ 7 X DIEHR

Hepatitis B virus (IBX)
promoter TFEE-CGX A HSV TK |7 & —

Herpes Simplex Virus Thymidine

X protein

PREE L, ZOX7 Z—% SCID ¥ U R|Z
EA LT Tg~ 7 AOMER 2347,

(11) YvEANCHFAI s — e
LD B3

YLt GBV-B 4y F 7 v — > pGBB 1% Dr. Bukh
(NTAID, NTH, USA) X V435 %%2)7-, pGBB
238 in vitro transcription (2 XV E SN
P LRSS JNRNA A ) o E T —
EFly ML L — 2B I sy & I V5
R cEm L7z, 007 ki i AL
A, plasma M7 A LR BN OFURMRIE %
1T>7,

(¥Rl ~ D ER )

R B EEE %0 6 OREHRE M2 20 2456
Wik, RBHEHEE . ZOFRK, BIOREMHED
NP BBE O AME, BEESAREINRD LD+
TICEEST D, BEAFBHAECLVEDLN
7o Te N7 b - BRI T2 M
BRFE ST (CYEHL U YRR SRR O [E R
HEEEZBRIEHPEL. 174 —A Fayv
T MIRD TR 2 ER L., B4, @
NEREERICER, REFET D, BERIC
LTI TE8mofRELOCERIZET 5k
] (IBFD A8 4FIEMRE 105 5) RO [HEEE)
W) DOERFE K ORI BT 5 R (BBFD 55 4F
#ﬁm 7%6 ) DOIERELOEMEDOM, X
Tk %%@J% (oW T) (SUER R
B EERE mHE . B 141 B) oiE
ﬂ%%i&oo\@%%%ﬁﬁﬁﬁoﬁ@r
Tohd LOBET 5, YrkiFseiBE o
EEEMBEERRICHEE Lﬁkm‘ A i T 7o 1% FE i
T2,

C. WHoTHssE

(1) HCV IHIA R DBA%E - B

Huh7 AL R A HCV 47 2 A B g (L
T ay) g onWCik, 7S AB X
Oy ) AR ERT SR E B Uiz, Bl
NREFEFENICFHEMT DD, VT =T —



FPEBEFELIT NeoR-AVV 7 = T —ERLEER
fEFEBALEY TS ) AEREEY ) L8
A A e Lz, FO—>ThH 5 OR6 HIja
Z IFN-a T L THLNDI NV T =T —F
FEHEOIKRTREEEM RT-PCR IEICEVEDL
U7 HCV RNA BEOIR FTHRIT L —FH L TR,
AL T ay MEFIZLD HV EEHEO
LA EMho ol v, HCV RNA O
BRI~ ENZ R0 Tz, Fo, B
1HEENDo TV T v A 303 h 30
SFRETE L & D RN ORLE b RE W
AEDFER, OR6 7oA AT ANFINVT
=7 —BIEEEZRET DT LITX Y HCV RNA

OB L~ )L 2 EERICHOEEICHE TE
AT v EBAVATATHDIZ ENALMNE R
277,

EGFP {5 T %4 HCV RNA B RIRITEA L,
Eﬁ@@iiMNWA@@@V«»@ﬁ%&
EICT HROBR LML, TORRE,
ﬁ#ﬁ%éﬂé&ﬁﬁGMSW@@&u N
MAERE LN, FNODOMIRANTO HCV &
HE S EGFP OR Bl 2, PRI D EGFP

MAEAE R IR &N,

FEAE, C RUBIERT R BE 5 0B S 7z Hev
B =+ JFH1 #&® genomic RNA % Huh7 Aja~
BATDHZ LWL 0, B L KRG HCV A
FEEASNDZ ERRABENT, BAZI0E
BRBA WA L, JFHL 4K cDNA % RNA Pol I
promoter/terminator XEHLF CRE X HH =
Lk, PTRIRNNTIURT =T a
W& B 2 e 7 A L ORI PEAE R & At
S U7z, F72. Zeocin fﬂﬁli% {r¥ AEARA A
ERRAN7 2 —%2F AT D kv, EH
"z A@W%wxéﬁiﬁ AR
HthFHZeo J OV HT51FlZeo & M85 LT,

(2) BiouA LR, FRIGEIROBER & 1E
FBERE O fiitfr

HCV L") = e & A TR BR O 3831
RBPRKERERR T ) —= 7 LT, Dk
B, IFN, TGFB. IL1P. Cyclosporine A 735l

WHL HOV fEfl 2R LTz, —F5. MAP % —+%
RESE#0>—->, PDIS059 IMEMEEH 27~ LT,
b9 L, ILIB, IFN 2 DWW T Tl
WEND DO T, TEFRFE L U PDIS0SI |
Cyclosporine 72 EWZ DWW T DT #HED 7=,

TGFR® HCV #EHIPHE LR O E AT 2 F~
Bz TCF & 7' )V DR FER 4T - T fE &R
TGRBIZ L B HCV 7/ AEBLMEIIL SMAD %4
LEETHREBETOEMIZLD Z ERTRESN
72 Cyclosporine EEMRLFEIEIZOWVWT, L
HCV ZhEZ2 T~ FoOHo—o>, NIM8LL, 126
FEMEIVEA & FF= i A3sR < HCV 2 S A& Jnil
THLONGEETDHIEERWE LT,

PDI8059 23 7 A N AL & D BeFEIZ o
TWAE T, HOV IRES OFIERLA Z 0
HREDOHFEICLIVTLET A L2 RWIZ L,
PD98059 1L ¥ v v KRR BHERUS I iT %
BE A 5 2 120, E 17, oD IRES FE2% 2 £5> RNA
D> OFIFRIC G R L 5 2 2o T,

Ribavirin & L L -#EE L2 H T 5
Mizoribine O#HL HCV JEM: 2 HIE L 7ZfE 4.
Ribavirin & IFIEFERED HCV 7 AREED
W ENRDHDZ EE2HLMNTL T,
Mizoribine X 10 pM FREOIKRE (ERAK T
DOMLTIEE) T IFN-aDHL HCV $h8R % B9k
TOHMENRD BN, £z, i HOV ZhRH
WE SN TWD Cyclosporine & OOF A Zh 5
NREOLNAZ EHRLTE,

EEIMIESK D—>TH D Lovastatin D UL
FIbEm T, ENTRATENTNWDHREF
H| (Atrovastatin, Fluvastatin, Simvastatin
B LN Pravastatin) OFL HCV £ 25~ 7=
S i 31 E M T Lovastatin & 0 sV ELHCY
MEBFBD LN, TN HOH T Fluvastatin
Db VBT 0OV IEMEZ R L, £ IFN-ak
OPFAC LD, FEARE HOV IR E TR
ERHLMNMI LT,

A7 4 v AREEEREIES D NA25S F
F OMyriocin &2 HCV V7' U =2 A BN,

F 7z HOV @M 5 LT OEREL
MRt Uiz, mibaWix, Mgk co Hev

!



7 RMEMEELEE LD, EERIC ooV
NEHREG L CWD e FMFIEF A 70 R
Myriocin %5 L7=& = A, 8 BTl HCV
B 1/10-1/100 22> L. PEG-IFN KLV b
DEPNKE DT,

T hary RYTHEEAEZ H D Tacrolimus
(FK506) % CoreTg = v AZ#H 5 L, NEEH.
FERBE LOELR NV RAELE~DRBER
=1Lz, 34 AR® Tacrolimus D EIZ X
T, CoreTg ~ v RIZBIT BB, £~
Y UESIEERERICREI N, £ K
A& ® Tacrolimus 2 & o CTH RIER DR
HHZELHONI o, RERTEMZ
FHELURVEBRE®D Tacrolimus #5725
Tz ko T, HOV ERYMEIC BT D ATIElI(E
RA VA Y RPIMET L BIEA NV RAEE
NEE S, ¢ BUFRICEBIT A FEZ ST
REEIT OMHI H D VIR EBOXEN BT SN
%

[}

(3) HCV RNA 2 RUHEHE OfRHT - BRI
534218 ERTORE
TWRITTEINET 4 7 7 LV VT VERIKE
LBEBOIIEIC L o T HOV ERE SRS
SFENDHEERTERE L, ZIRICERIK
iz CHY 1300 B EMMRIL S 4L, 456 A (3. 5%)
3, T HOV ERUER 1.5 /LA LML T/,
FOHICIE BEONT Yy ey T-
complex polypeptide 1 ring complex subunit
¢ (CCT5) M UF Heat shock cognate protein
70(Hsc70) MEFN TV, VT RZ T 1
v MR D, TR B ISR O BEIEE IS X o
TRALNVVZEERDONRNEDOD, &
HCV 462 UM fa D [543 T8 TR & 2> 72 AV N %
MR L=, £, = 7 I BEkEE
IZ X0 . CCT5 2% HCV NS5B 7B H & 4 A
ETHZERRMLE, &6, CCTh siRNA
W2 o> THCV RNABERLL~AWNME T35 2 &
F 7= AR 2 Lo T T-complex polypeptide
1 ring complex (TRiC) # MM CHEL - &
ZAHCV ERNTLET A LR R LT,

(4) BIRMERBONFH#E  HoV EA-18F
K7 O HH BAE R R

HCV CoreTg =7 A, PA28YKO <~ 7 R % Fi|H]
LT, HOV a7 EEEIC L 5 11 BIFERB DI
KE (A 2D ARPUEDER) I281T D PA28y
OGN Lz, AR VATRRICE
WT % CoreTg =7 AT, A AY %L
A BSOS E 7R U2 A3 PA28YKO-CoreTg
<~ AR O B6 v U R ERIEDORISHEE
KLz, AVAR) vEEATHERT 7V
N ABE CoreTg ~ U ADOHTIEARKL, A
VAY UEAEBIREEEE X DT,
CoreTg ¥ 7 A Tix IRS-1 @ U (ko> H3
B LM, PA28YKO-CoreTg <= A Tl B
6 v T REREI%STH-oT=, INFalL CoreTg < U
APHTEEHE L ALBIOEE LUV TEH
T EVMEA R LIRS U Rl 1 TNFa
OREABRMNRE S HE SN, a7 ERAK
Lo THEEIND A A VIERFIEORELIC,
PA2BYRIAMMATH D Z L BA LN 2Tz,

a7 EAHDORERICL - TEET DR E
SEAPHK S 0T 4 — 52 ko THIT LT,
a7 BB AR ONENFEIC I8 721 DDX1L,
DDX3 Wy FINELET D LR D 2 RWE
L 7z, DDX1. DDX3 43X, RNA helicase/ATPase
EMESA 4% DEAD box 77 IV —ICBT 5
. RIZABRESEEIT D TRV, L,
DDXI (XHHFEOT HIR TEIEH L TNDH
EMM B, HOV (2 L DIRHE & OBLEDIER
WZEREND, EFENRMENT G, DDXL 4
FiEa T LT EO N Kintak & A
L. a7 #7850 %0 ATPase 1HE
PEHEILEND Z LR RWE LT,

NS3 ZEH L EimEl & > 378 pb3 OFENE
HIZ W TN LTz, ERRDBERR DB/ B
Tofia 0T I 7SN E T 5 NS3 A EEHE
JECTRBE ST L. £ OMMANRTEIEB AR,
O FE AR ORI 3BV ST b5 o
L. BLUBARKRRBELZRT NS3 1, BFA
PED & OITHRT, ph3 ¢ X VR ILEE



L. pb3 HfEA L VM PRETHZ & 2MD
Mz LT, E61Z, NS3 & pb3 d&=FIEL HCV
1/7°U o vEBMRIZBN T RS, pb3
BeRE T BRI LTI LTV D 2t &
B &M L7, E72. NS3 @ Leu-106 % Ala
ICEHB(L106A) T 5 &, NS3 & pb3 OEHENE
LPEE SN, NS3 10X 5 pb3 HERERRE DR
ERETTH RO LTz, £/, NS3
oY rFuaF T —EEEDL LI06A E#RIC X

DL PFFI LI, NS3 D Phe—43 % Ala IZ/E
o (F430) L= BB L RO Z E BB LT
N, FORREIT L106A DEFEITEEAD ERE
THoT,

NS5A B H & HEZEFEREFr X —F
Syk O EIERIC SV TR L7z, HCV R
FBE TR & FEI st AT AR IC BT 5T =
v —F Syk OFRAEZLELREIZIDH
NIl T A, Syk OFEHLEEAEN HOV BYDH
ML R DR oT, BREMNE
W= Z o R ERBRIZBWT HOV ER &
Syk O AEAIZ OV TIHRET LTz & 2 A NSBA
BEhEEL Syk E2/ETDHLE BLUOZD
Lt Yy Syk F—EBIERENREEINL. £
D FHD PLC-y 1 OIFEMHAELIFEEND Z &
EHR LML, £, HOV L) a R
HBIC BT NS5A 28 Syk E BT 528
ZHBMZ LT,

TuF A I 7 AOFHECL D NSBA LFEA
TABEIEHRE ZHE L. amphiphysin II
(Binl) & c¢-Src #[FE L7z, amphiphysin II
I3 SH3 fEIT & /i L UNSBA & & Lz, Invitro
%+ — ¥ K& T, amphiphysin II O &I
NSGA D U b Z Ml L2 &b
amphiphysin II 7% NS5A @V /@iﬁﬂﬁd)pﬁ]ﬁn%
WU T, HOV OEEERICEE T 5 2 L 2R
iz,
(5) FrigtRgust O fiptr

HCV Hj¥ic & v & MAIAE I ULL6-binding
protein 3 (ULBP3) # 3| LH 325 Z & 234
Bl 7, ULBP {% NKG2D %/ L7= NK {&iE{b%

FHML, RPMREEETL, 5%, BRI
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