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NSBA-Core fHE fER 232 oiv, HCV BIFPEAE
DEBXETTAZLEZRMLE, £Z2C, BT
PEAEIZ BB /2 NSHA SRk, 7 I /EEAECSI 2 5
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AR FHERME (56 3 Wud 2 AR S BRI RER)
ARG &

HCV DFEFHERR S Fr B8 OARHT

FEGREE Ik TEZ BILXRFE B

HREE : CRIFRT AR (HOV) OFFREMERISOMHLZ AL L TER (2
HA) 2TV, UTOXH>R2kRE2®7=, EREB 1 : OV B2 52 5 EEH
FOMBERYT (1) 27 o AH Y o OFHCVIEMICBE ST 5 16 EH F ORBEEARIT 21T,
HERBEENTWES 27074 Y BEN 27074 ) ADBEERKEWVWZ L 2HL
MLz (2) w7 u7 4 ) AAOFHCVIEMEIZ RS 2 b TVWENSsBE D EER T
HBHTERVWI LA RLE, ERERAZ2 : A ¥ —7 =y (IFN) ICEREZTT
2 RHCVRNASE S MIRA o> Bl & HEHUPEIC 22 DA FOMRNT. 2 SFMIEE L THOVOR{RHIS
BRI A 15 L 7= 2 RHCVRNABERLEIAG A & TFNIC IR HiME 2 R/l iE 2 Bl L. "Il o
HCV RNADIMEREAAT % I E L TREHARNT 217 > 7=, BMIABEDOHCY & g LT, IFNIE

FEBEOHCVIZ REWARTIcB W CTRRB L2 ZA Y —R2BRTAZ 2RI LE,

A. BFEE®

BAEICBITAFSAIC X ABHE
ITEEIHFAEZBLITEY, 20 9H
UEICRIFR ANV ADBEVBRDL
na. Fio, CRFRVALR (HCV)
DRBYGIFHRABEO WA HH T
D, HOV DFFERAIRIE TH 5 CRUBHE
FFRIZFMaEACOBRELRZRATFTH
B, LL2eds, ¢ RIBMERFZEICH
+AH5A4 % —7 oy (IN) # &Iz
L 7= RIED TR ILH L L TEWS
A RRETH D, H LWiamiEOM
BIZFMt>- TWAEAD1 2L LT
HCV D Fppemi gy 2 HERs X0 5 4y 7 ik
oW ThHhEY L<EBEIHLTWVRN

ZENETENS, FOEDICIRET,

HOV oOFgemd:, T2bbfilanics
i1 HOV OFAEM A5 S REZ LT
WABERFEZALNICT ALENRS
Do T, HOV X EDQ L HIRET (04
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AW KO Re®) ZFIAE LT IN
foxt L TR 2 B/ 5020 T
LAEHT AL ER LS, ThHDOREF
DEFEBERLNICTIZ LA TEN
I, Tho 2 LT HOV ORiER
MMAHIET 2 HEZME T2 LM
ARl 25 b L MFENS,
AWETIEH, BReBMAICHLLE
HCV 7Y a2 MR 2 HCV RNA
BN L ERFZ L LTHWT, Ho
DFRAGME XFT 5014 v AE
XUEEMEFERAT S Z LTI
HCV @ TPN{EHUHE B s 2 A2 4 5 =
EEZEME LTUTIRT LS RER
1ol

B. Wik
(1) HOV #15Ic 4 5. 2 B8 LM T
DHERERHT

4= HCV RNA #1801 OR6 #2752 & IFN-a
MERZ X Y HCV RNA % —HEHEBR L7-1R



M T & B OR6e MIMIZ LS T = T —
PG T % G418 ERE 7@ E =
7=z L7= 1b & (HCV-0 £k) HCV L7
) =2 RNA 8ki% NS5B fEIEDA 2a B

(JFHL BF) b D@ L7T- 1b/2a ¥
AF L7V 3 RNA (100 ng 8kHE 1 pg)
L7 boRb—radElic L Vil
A LT G418 (0.3 mg/ml) =T 34
selection #fTo7z,

# FEEE A O PUHOVIEHEIZ 2V T,
Ibififaskix 1b/2aflila (24 Y=L T L
— MZEREFR 2 x 108) IZIFN-a,
IFN-y, PitavastatinBifi< 7 o R R
U (CsA) ZFIL, 72 REfEICL>
725 —¥T7 vA ETVEBRMLE,
FhENLRL L L IEMOEREIT,
EHERIH L,

a7V A (CyPA) i CyPB
D w7 H 7ML CyPA £ CyPB 2
T 54 R short hairpin RNA
(shRNA) Z{ERR L, £ .o shRNA Bk
IZ@ ST shRNA 2 Lo F O A NV AT
Z—|CiE BT 1b Ml L 1b/2a flila
ICEATAHZ LI DERR LT, A
LBM#EOMMIA Lysate Z AW T
Western blot REHTZfTV>, CyPA BEEiZ
CyPB S w2 7 EnNTWAI Lk
X CyPA & CyPB DR w2 o
ENTWAZ L 2RI DI,

CyP & NS5B D AEAEM I 2T,
HA-tag #7454 % NS5B & myc—tag 25§
% CyPA 8 CyPB % 293T #ifi, 1b #ifa
sCiE 1b/2a iR CHRM S, myc-taghi
(RIc THRELR S H7-%. HA-tag HiiK
(=X © immunobloting # 1T\ EeHH L
.
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JFHI Bk HCV DRRPERE RIZ OV TIL,
HCV DR YL 4 3741 % Hul-7 llfia i
s> RSe MR % VT, CyPA 8ihX CyPB
D) vy H g Hnse CyPA & CyPB @
TN v 2 ¥y flaEERL, =
LS OMKIC JFH1 FEE KD HCVee (B
MG i Sl O IEHAE HOV) 2 i X,
CsA @HL HCV &% real-time RT-PCR
50 Western blot fEIZ L W BRET L 7=,

(2) IFN (CHEHIME A 7§ 2K HCVRNA
A o HLgE & IRRMEIC R SR T O
ARHT

2 JRHCV RNABIRMAORE & L TIZ L
T=OMINA 2 2 FERMEUIERE L TR O
#ila (02 #ila L n4h) % 10-cm dishiZ
2 x 10EHEE, WAMNL4 AT LICH
HuZsHe & & HIZIFN-a (50 IU/ml) % ¥
ALG418 fFHET (0.3 mg/ml) T 25 H
gLz, =2 ho—1dlaé LT,
G418 FETF{E F CRIEROALE A L 7= Ml
ZHE L, 6418 fF1E T TREMICH
b IFN-af&ftE oMl = o =—%
TRTCRYFICTHBLTEDT,
o2riifal L=, = ba—/Liilad L
T02 fika% Az, 02 B L U02riiia
7> B RNeasylZ & D Total RNAZ FAB L,
HCV ONS3—NSEB & C O fifi f8 # RT-PCRIZ
L ODHCVS 7 L& L7=, PCRIZIE
fidelity® @V KOD-plus DNASK Y A 7
—EExHW, WMEEY (6 kb) %
pBR322NC~R 7 # —|lc s m—=» ¥ LT,
FRENL O a— i o THER
F 2 PiE Lz,
BonNEERNBIUHET I /#
BOFIZ DU T GENETYX-MAC 7o 75 A



% B\ 7= Neighbor—joining IEIZ L A %
AR 21T 27,

(2 ~DR )
AHFRIZBVWTIE, EREUCHEITICH
WEMBIE2TINECIERYIEANT
WHLDOTHY, KEEDHFRICITE
FOBEMEEZRNELONRY, £
Dl HIZ @i~ DB DR EILR
of, AL, ERICH#ERH LMk X
UERBIC W TITARTEE L L =&
ICHEEL 1=,

C. WFERR

(1) Hov MW B4 52 e ERF
DEEREAEHT

SR TH D CsA ASEEEE M o i
HET HCV Rl %2 F RAVIZIHI3 5 =
&A% 2003 FEICRH SN TEOE, FOH
HCY FEHEIC 2o 5 18 =R T 0 BT 45
BohDIN—FICLYVENATWS,
L Ladis, cnNETIBIE
Bid. CyPA, CyPBH&iL CyPC DB %7~
TELELOFRBBOALTNS, fF
HT5 HOV BRIC k- TS AlREtE L &
H b, 5B, BREFH 1b O
HCV-0 Pk & {5+ 2a @ JFH1 kD HCV
WAMFEZ MV T, CsA DFHCV fEMEZ2E
2 CyP OFBOREEEET-T,
=, ZhEFco@fic ks L cyP L Ho
@ NS5B & DAAENEA A5 CsA DL HOV 1§
HEES OTIEEVHETRBREIA T
b5, #Z T, NSBB IZ{EB L TLLFO%E
BE AT o=, HCVEEDEV VA5 CsA (ot
LHREEMEICESR R MY SRR
HEdis, ¥ TRACLY 72F7—F
#2445 1b B (HCV-0 BR) HCV
L7 o @Ekamin (1b) & NS5B #E
DIx2a (JFHL BK) o bolzEk Lz
1b/2a ¥ A F L7 Y = 88K
(1b/2a) OWSIE{T-71=, HCV LTV
=1L/ RNA # OR6e HIKIIZBA L THLA

31

=#%D G418 itk o=—% 20—
bTraz e, RYVIs/o—-¢LT
FhEALZY =ik (1b ka2
1b/2a #iKa) & LTH~E, 1b MKl
1b/2a MRAIZEBIT A HCOV V7Y a0
ML ALrEZERBRETCHIZ L%
Western blot MRHTICE D HERE L 7=, £
7=, HOV V7Y a - ORETFRFIC L
2TH, HFELT I /BEREIEDL
nipnwz L2 L=, &ic 1b Mila &
1b/2a Mk %MV T, IFN-a, IFN—y,
Pitavastatin 3 L TF CsA Io%3 28R
DB EBR 1T 7, FHEAGFM
72 Bf%ICBIT ALY T F—ET v
A OFER, 2a WD NSSB #HT B
1b/2a #iki% 1b #Aa & H#E LT IFN-a,
IFN-y, PitavastatiniZ oW TIIREZHE
IZIEEALEERBD N7,
CsA IZxf LTixAe h Ehitkiz 252
ERghortt, TOHBIIHR NS3 BL
TANSHA Fiufk %2 Vv 7= Western blot S8HT
KXo THiERLE,

WIZ CsA DRI I3 FHREDCYP TH D
MEIMhEBRNTIHIC, MlaNT
RHEL DO CyPARCYPB A / v 7
Ay = flisk 1% CyPA & CyPB O
FW 2 v 7 HyrShi-flazERL
T~ 20HER. Zhbofiaic
BT A HOY #2232 B (NS5A & NSBB)
DOFERL~ULiL 1b #EIZIBV T, CyPA
BE)wo ot 5LELLETFLE
W, CyPB D/ 97 ¥ AR TIRIF L
NMEERTLRWIZ EAgioTz, 1b/2a
iz Th, REROBIMIZH -7
M. CyPB D/ vy F oAk HOV #
VR7EROETOERTIHRED BN
=,

&Iz CyPA %2 CyPB DR BOK T A
CsA DHLHCOV &I Yo X 5 2Bk x b
ot hERMLE, TNFhoMia
IZ CsA (0.25 ~ 1.00 pg/ml) ZEEML
T 2Bl 725 —¥T oA
AW L, b BT,
CyPAD / v % ¥ 77 4l & CyPA & CyPB
DTN o7 #7 - HIIRATH CsA IC
T AMESUESBREICHES M, CyPB



D)y Y MRTCHEE CsA (2%
BN FE oL Bl Lol
1b/2a MERZEBWVTH, CyPA D/ v 7
¥ Ha L CyPA L CYPBDF v )
7 &7 AT 1b Ml & RERIC CsA
\oxhd A SRS EF T E E - /78,
CyPB D/ w7 ¥ MKITH CsA (Zxf
TAHARZHRETFEED Z EBgho
. ZOOX HRBREN CsA IR
RBTHBRZ 2RI, Thb
DO IFN-a (1 7 4 TU/ml) Z M
LT 72 figicLsy 7=25—¥7 vt
A 2TV, HEICHBELE, TO/E.
Zh DML CYPARCYPBD ) v 7 &
7Mbb 59, IFN-alZ X+ A M5
HEICE o =< kAR N2 T,
PLEDORER, IbBXr2aBHY L7V
aOHRUT L CyPA BYLATHDZ L,
CyPB X IbBYHCV L7 ) =22 o Gl E A
VWAS, 2a ®HCY V7Y 3 CREEEFL
TV arofNRRICRBEESZTY
AT &, FLT CsA Oft HOV fEHEIZIE
CyPA AEWRELTWA Z LAREEX
hi=,

CyPB7SNS5B L EEH AR+ Z &3
HEhTWADT, ZOHEERL
CsA OHTHCV iEHEOMIZ HBBEENH 5
DY I EEICHE~TZ, HA-tag &FH
+% 0Bk NSBB & JFH1 £k NS5B 6 &
myc-tag #4725 CyPA & CyPB &£
FNOMAEHE T 2037 Ml CRE X
., myc-tag MKIZ THRELEZT-
7= #% . HA-tag HL (& I X D
immunobloting #1To7=, FO#HE, 0
kL JFH1 BRDONSSB IZ B 6 CyPA X
D CyPB IZsR\VVEEER 2R+ Z L2347
Mofz, Ff=, JFHL BkX D 0 Bko NS5B
OAFBRBNREEREZRTZ A GH
oY i

Wiz HoV L7 a v EMdkcH S
1b #a & 1b/2a MAKAIZ BT myc—tag
#HTBHCyPA & CyPB 2B X7,
FROGRELMERLIT-oZ, TOR
S, 1b MREATE 293T M T B LTS
R L[AER, NSS5BIZCyPA LV EslL ACyPB
W EFER 2R L, CsA M
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g tAlTHAES I E OFMCE
STHHREEROME IZEITED L
Nnehot-, 1b/2a MK THEEROR
R TCho7=55. NS5B & CyP & OHESE
Hixs8<. CyPA LOBEERIRIZEA
FRHONEP2TE, ThHORERL
 NS5B 1% CyPB & I EAER a3 75,
CyPA & DHEERIE/2 DT LA
RgE T,

et 1o JFHL Bk HOV OBYERFAICH
T 5 CsA @i HCV f&HEIZ %42 CyPA &
CyPB @/ w7 X7 R LT,
F4°. HCV ORREURM % FFE T 25 Hub-7
HiKa e sk RSc MR A BT, CyPA 8
I% CyPB @/ v 2 & 7 #ika=e CyPA &
CyPB DX TN 7 v 2 &0 o Hila% fErk
L=, Zia 6O JFH Bk HOV 2%
Hux4 1 AR#IC csA (0.5 BELO
pg/ml) ZHFML., £ OH HOV iFHEIC &
DLy BEE 2 D0 EFIN 12 B
BB L7, £TORR, CyPA 2/ v
oKy EED AP0 HCV RNA D fik
ITELSIETFTLT, CsA I+ A%
oMK B@Bbbohz, LALRK6,
CyPB % / w7 ¥ o &8 THHRAD
HCVRNA OB LK FTH$, CsA 2395
BZHEOBAKBIZEALFED LR
o7,

(2) IFN (ZiEhitE% /T4 & HCVRNA
R o B L EEEIC R SE T O
L2

OMIR & 2 4E[IRE(CHE2E L 7-02 fiila
{ZIFN-a (50 IU/ml) # 4 A Z &IZHm
L7=#$, K418 MSPEIziz b
FEMW LA, 2 x 10MEOHRHEY K
IEHETS OFEBREDGS tEoo
=—NE/ONS Z Eghorz, Ofla
OB LRI FHR D % T - =B &I
13G418 it o =— |3 %M@ L Vieho
f=. G418 FETFLE T CRAED IFN-a LB
Z L=BS ikl iXconf luent iRHEIZ



2ot

02 Ml H /O GA8tED 2 o
=—FdATELDHEMEE 02r MR
LAfHT R, G418 FEFET T IFN-aill
BAITW, +4ic L= fia % 02 M
R =y b o— K (02) & L7z,
Wiz 02 MiRE & 02r MR THIMHIRE L
TU 4 HCY RNA OR{=T#% RT-PCR T
0B L CTREFRRIT 21TV, MEICHE
L7=. IFN {EHtE~D G Hirme X h
% NS3 fEi%A> & NS5B fHlkE T 6kb |-
DNTENRER 10 7 o— 220 TR
EEFNZRELE, ZORR. 02r #
BRI D25 b5 5RO TR
H B Eh o =A%, Neighbor-joining
HBICE 5 REMMIT O R, 02r Ml
P61/ 6N 7= HOV MO EES (H
ET I /EESH) (X 02 lRrsFoih
7= HOV BIEFBEO—8E &, 75 A
F—EERT I ENGhoTz, TD
& 5 2 A L NS6A DFRIKICEREFICRD
biht, L LAads, BEDOT I/
BICRETAZ LI TERDSR,

D. £%
(1) HoV AR Re BZ 5 2 1T ERF
DFSREAZ T

CsA DHLHCV FEMEIE CsA D G il #E
LML -MRAZEKRTHS
CyP OBEMELNT5Z LGN
iz oTWW5b, BIE, CsA XEDHE
PHER 2 £ > <22V CsA B
£ T & % DEBIO-025 %> NIMS11 3P 5 &
L, X7 IFN L DOFHIZ L 5 Phase 11
DEKERBSETPTHY . EREHN
WS b8l HOV AlE o> TS, L
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MhLzhs, TOEABFIIESICE
BREnTwawy, REXTCICERR
Fo1o& LT, HCV @ NSBB & HHEfE
MERLT HCV 4 7 AOBNEAtkiz
EML T3 CyPB DHBREAS CsA I L D
HESNDEVIBRMBEBBINATHS
A3, CsA O HOV fFHEICEE T 501k
CyPA THH LW HBENBARENT
Wa, TOLESBVBVWEHSZ &
b, AR TIE. CsADHLHOVIEHEIZ
BA5 L TVW5 CyP RO EL R~
WMED HCV B AT LEZHWTIT-
=, FORKR. CsA OH HOV EHEICI
CyPB X ¥ CyPADBE B KEWT & 20
LMz Lz, £/, CsADHLHCVIEHEIX,
HEZEL LN TV =X 5% CyP & NS5B
EOMAEEHZETAZLICED Y
DTERBWI L E2THTHERLB/,
CyYPA B ED X 5 2BFFIc L v Hev 4
LABEMBEEEIZEBIML TV D IZo0
Tit, 5%ESHICFELITRDOLENS
hd, THhEMAT I LIZED.,
CsA DHUHCV {EMED o7 FRFF BB X
£ 03Dk Hov AloBEE S aTEEIC e
2b0EBbns,

(2) IFN [CfEHtEZ 772K HCVRNA
B o BigE & BRI 2 SR F o
AgbT

LIAT, 45 HCV RNA Bl - LT O
Ak A W7 L 7=BRIC TPN Ehifkic /e 5
MO MBEL RN LA LT~
TOMEAS G418 BEZMEIC 2 0 iE= o
=—FIFEALBROENRZI T, LI
M b, 4R 2 EME I Rk L7z
Mg (02 ke LPEATNG) ZRHVWE



BE. IFN BHMEEZ7ATH020 0K
G418 itz o =—E o=, 2FMH
DERIZE Y HRBED IFN 10T
HEHNMBET LM AHBELTWnD
AREME D H B 7A5, 2EDOERWIM TAEL
1= HOV 47 ADBERDSZHRIEVES L
TWAH AR H D, HOV 7 ) ADRE
F-RRAT DAL H, TN HEhuth 2 =4 il i
HhIT, REBRITICLY 12D 2F R
F— T HEALE->-TVWH I L
BohyhoteZ ik, S%IZhas, HCV
) LAOERREEIC X B b oh i
DERIZEDLONERASSLENRD
Ho FOTHIZ, 02 fildis LT IFN-a
\CHSHUE &2 T 02r Ml % TFN—y TR
L TiAMEMIN (HCV RNA 2SHEBR S 7=/
fa) Z{ERE L C. IFN-a® ¥ 7 FVDIR
ESRICE(EBRMNE I DEEASD
FETHD. £-. ZO KX 5 2iREHIE
{2 02r #iHa X 0 BT L 7= HCV RNA 230 A
FAHZLIZEY IFN EhitEicie s
IMERMTATETHD,

E. #i

CsA O HCV TEHELZ 1L CyPB L ¥ CyPA
OEBRKEWZ EAEHLBMNIL,
NS5B & DHE(ER CIXREBATE 2 2
LERLT,

2 4ERKEHE L T HOV ol{mi 2Rt
Z %71 L 7= 2 HCVRNA # R A & BL
B X 7= IFN fEHUERED HCOV 5/ A
REBRBETIZCEVRBLEZ 7R —
BEERT A LBgh ol

F. il
2L
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ARG R

BHRABRD b 47 CRIFFR 7 A VA (HCV) Frigtsyuisiin o A24T
SHEHEE K Rk KRKFRFREFRHRFBCEARERR

WROES

BEEEE Clofix iz, C ABMTLABRED I a1 F DCMDC)Tit, TLR % RIG1 =t 57
=R FIZ LAY A AL VEARMMEFLTWAZ LML Lz, 41X HCV 28 MDC (2 i
TAHZELEBHLMILTIIY, FFHIM L FEIC HCVNS3/MAICX 5 TRIF 2 ¥ OT ¥ 7 5 — 45y F 04
WS TLRRIG-] ROBEE FICHEE LTV A iEMENDHS, B AEHFLEETIZ MDC @
TLR2/TLR3/TLR4 DRBITIEMRE L RS ThH AL, C RBMATREE MDC LFRERICT =2 i
iz LAY A bhA L EEDIRTFTAEHE, #->TMDC ® TLRRIGT ZOBEETFIZIX, 7412
BT HBF LM EARVEBFERSHS Z LAREE SN, C RBIERREEF MDC & NS3/4A 7o
F 7 —ViEH AT 5 L. TLR ##ic L 5 IFN-BEARENEIH L TRIF BHLEIM Lz, —7,
FEMUE MDC TIBAEHANC LD YA bbb A CELAEOELIIRD Lol Zhit NS3/4A R
FANZ LT, HvANLREHOZRL LT, BkGERTOREERENRLMETELLET
LT# Y, TLR3/TRIF/TRAF6 ## HCV (253 5 /- Ao e ML O T AR A2 5 ATREME AR &
hi=,

A WHFREM R RV EER D,
#HR#Hl (DO) s A iR MR ThH Y | C. FRER

DA VAP XD R O LR R R R C AUBHERT 4 % MDC 1235 4F 5 TLR2, TLR4,
LTV, FeOBRMICLY C HBMFRR  RIGT ORBUIIFMAE L 0 TEL T,
FHTHHIxToA F DC (MDC) &7 F7A~HA TLR3 O%EHIIFERETH-=, —75, BREME
k4 FDC (PDC) 384> LT3 D MDC ® Thl  fF#%8#F MDC Tix, TLR2, TLR3, TLR4 \»¥"
BRESLPDCOIFNEAENMETFLTVAZ & hb M - ARECh-o7-. TLR3TI=2
A3 B Az A2 572, DC (26T Toll #6%2 %4 (TLR) k#iI#ic £ A5 MDC @ TFN-B, TNF-a, IL-12p70
R RIGT SARHLTEY, A NABREP®E oAk C RIBHAFE. B BUBHEFRL bIC
LCHRESELRMICREIXES, HCV RS (Eh o7, C BT 4 B MDC Tt MyD8S,
BN THLYA L ZABRERNEERIEICHES L IPS-1 O¥RIIWETH 7225, TRIF. TRAF6
TWAHLBESNLH, TORBLWEBIZHOWVWT DOIRBLE T LTV, NS3/M4A 7uF7—¥H
(ZH BTV, ABFRTIE C MBMFAD  FFOMMEIZL Y, TRIF. TRAF6 ORHITH
DC 2351 5 TLR/RIG-1 D55 L i EE 2 #RAT L, mu., C RUBHAFRBE MDC O A bhA VB
HCV 2 X % DC HEeEisalr 2 RRET5 2 & | ARENEIH LT,
F72 DC OBERIEIC L > THCV #i6&, iF%# D. 38
FHOEREATHEL TS Z L2 BEMNET D, C Bi@tERFRBF MDC 1235115 TLR/RIG-T
B. MiRFE FOMER TARENZ, ZhiX DC A HCV #2

CRHBMETRBE, BRBHFARBREL LU  LomEkz+oicBaTs 3 2RNICRER

MiksFoxRBFMED MDC 2 BEL., & FEMETERVAEEETRL TS, £2B
TLRRIGI 28 EMAT7TI=R 2AWT  RiBHFHLMBE MDC Cit, TLRRIGT OZEHR
MDC ZH# L, 44 bAoA EEEBRNLE, WhiEi: C BF& LIXE2 5 H OO TLRRIGT &
MDCIcH 15 L ez e nicts OBMEETSROHh, HCV & HBV #2425
=iz, TLRRIGI OF ¥ 75 —4FD3H 4 AT MDC I TTa Z eaimmahi,
HEMCHB L7, £/~ MDC IZ HCYNS3/4A L C HM8MERTSE Tk TRIF. TRAF6 ORMRE T
EHEFMLULZE TLR VA FlgEmMZ, 4 5 LTEH, NSS/MA PREAIZ L >T MDC @
A bbA o DEEEZHB L, YA bhA CEAERUBHRABLNRDZ LD
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