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CHIF% A VA (HCV) ZfHfilass (HCC) OEELRFERNFOOESE LTMHENLTWwWA, HCV
&G & B BT 4T O HCV 25 L 72 HCC OFIEIC K E R ERTH 2RI E 2 5T b
7%, 20 HCC DFEFEMRFIZ T PR ITEH SN IV, W oh 0 HCV BIET- W I 135380
AT 2IEENH B I EARENTEBY, TNHDY X7 F R ZEMIIC B &
FDHTEIZEY, BFEICEE L ZZMBNO Y 7 F VRIS E L D L v ) FERPEL TV 5,
¥/, CNHOHCV Y V7 BohmTary o nsE (a7) 2884570222y o=y
ADH5 L, HBHRWETE D%, W FRAERZ LIS S HCC 2 38iET 5~ 7 AHM T
CHZEBHBEINTVE, ZZTHRNOKA 2HROZIIST 5 3 7 OREEEIC DWW TLHF IS

MEsnT\nsb.,
TR L 72\,

FL&IC

KAPENI BT 28I L 2EBCERICB VT, I
i, HHICROTHE3IFHICEWIELEN E 2 ->THEY,
HEB2 AU ED TR AICE > TEL ZSNTWS,
1989 4EICZFNF CTIEAIEBHRIF28 7 £V X LT T W
727 ANVADRNA T Wk T 5 cDNAD 7 O—= 7
g, CHIF% ™ 14 VA (Hepatitis C virus: HCV) & iy
HENTHSL, T HCV OG5 5 T EAI7E D
WREIC % - 72618 % BRI iE T o3t HCV Hifki it
FH% RT-PCR & Hl\ 7285 &% 0 HCV 7° / At R a5 B 58
EN, F9IEAIEBRPFREOKIRGAHCV ELIZL S D
DTHY, FLFEEZEDOHK80% 12 CRIFFRET AV A
(HCV) PG L TWwB T EDPMER SN, O Enb
HCV B I EREDOBEMER EEZ 5N b L) 1k o
7o F7o, FRICHFEADOR 3% 2SBEICZ D AV AT
AL TV D EHEE I N2 &6, HCVIZASHIZN T 5
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T 606-8507  mHR T An Bt X EE e ) 1R T 53
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ZZTIE% ) L7z HCV 1B L 72 HCC DIESEREHE IZ B § 2 78 DHESRIRDILIZ D

RKELEBHO—DOTH L LRE#HEIND L) 1T h o7z, BUE,
HCV Z /.20 5 BRI 17 £ D A 3D HY, K722 HCV &g,
WX BIERIED A B = XL DFEMDHL 2o Tn D
DIFTIERV. L2LaPoL L oMRzTDOL LD Z
NETIHA GEELZNMAPERSINTETWSE. AT
EE9 LR AR L5, HCV IEYLC X 4 ITF580E
REICOWTEELZWERY.

|. HCV B K 2 FFREOSH

HCV DG & iR TR 2251 SR L, 0%
Yl X BB AIIEREET A2 LIEENTH L. HCV
ARG L 72 Bl S B b 72 BBV e D £ 1AL 25
ATWVEIFZENE TS5, Z LT, gD 58 30 4ED
FEHERT, FFHZE»S S SICFEISHETT 5 & v ) Bk
W7 RREDM#EIT R T R e A3 5. 72, ZOMEL —
B I TEERDSHEFIRIC e o TB Y, WO E %
P L7z ALBI O REER O IR AMEEL, S F 1) X b EMAL
L7eHEEIDFEAET B & W) RN R IEREZ R L TWwh., Z
D EMS ZOFENEICHIZ 5 LB OEEFERD
LRI X VIR, BREIESEEEZ SO TV XD IR
BEETSIETVELEEEZLONDL., Z2OZ D5 HCV D
AT EY S Bl & B2 IR L3 5 & 9 2oy
BHABEETEWE LTl < OTIdA {, HCV OG5
RO L E R WL DD AT v T D 51 E MO
LT EHFESTHZ LIk o TIEEMZ LS5



232 (V1 VA ¥56% #2%5,
HCV 4*/LRNA 5 221" BH##e (ORF) |T\ .
HCV IRES BEs O BEEE JEHEE(NS) 2/ Y BB, \ X
- Y ~~
BITER{& C NS5A NS5B
oy E1 E2 !st NS3 ¥
p7 NS4A NS4B
JoF7—¢
maE 1

INBIE AR

-
DA IVAR TR

NS4B

HCVS'/ LES s (EREEHE KT 5?)

NS3  : FAF7—H/RNA AYH—E
NS4A :NSID#HBIEF

NS4B :GAV/\VE

NS5A : BYUVERIEZV/RUE /RNAFES
NS5B  : RNAMRFFIERNARY 45—+

1 HCV 7/ L& & T DEIGFEYOREE

EV) R ZALDHEE SN TS,
1. FF ¢ T3

OB RIEDS TR CEE R FH E 25 2 LA
Z2H5NTEY, HCV BRI X AIFRHEOF KN D —Dh% 4
REWETRZOLDOTHLURELEZ NS, T4V A
PERFSAE 7 A v A DS L 72l % 16 £ O 0 R L,
INEHBRET D L) ERILTH S EEZ LN TV,
HERHEDNZ L o2 TIEZD L) I L THiRE N2
FHREIE 3 CICHEIC L > THiibIL S . HE> TEMER 2%
JE N CUE, A R RE 2 © OFE 4 O JSREMET A
M AV RBInTER G SR TEEFRRICES NS Z
EX% Y, F R 2 PR OB IE & A O D R LI
FRRBL O BAFEIE AL 2 RS 5 2 & 127 4. JkGEAY 2 i
BB T AROEBEZ | SR TWEEIEZ 5T
WA, B TIOR3 R 2 HEELHEAET S, D
F 0, FFIRIEASRILE T OB E % 160 &3 LAWY
DR % F oM TH 2705, FEWE o EHLOHH
FEP)IZ DNA OIFEAIMEZ S 21EH &2 b 250108
FEEINLGEDRSH LI EDRHMLENT WS, 202 LIZAF
ML DO LD 720 DML RN Z D & 9 %= EIn AR
SEWE ST TREA SN A fERRPEAMBOMARIC LR THE L
S BB ZEZRBETLIDOTHL., 20X 12BN

BIFRZ DD OV ELTFERRFEDT 42 7% 5 1 REMEE
TN EEZOSNL, LELENS, BWFLEohT
b H OB SIEG OWs 6, T2 LTS 5 2SR
DFEIENE T AW AERF R L L TRIGIZA RN &b,
HCV &G & 2 BT RICB W TIE Y AV A OAT & 50
HWFSE HICFRIENOBEELRER & %> T A FElED
EZHLNTW5S,

1. HCV DEGFEMIC & 3 Hiaf il

1. HCV OEGFigE

HCVIZ7 I A RNA A VATH Y, #9500 %7 L
FTFFEO—AKHRNAZZDTr /2L Tws (F1).
ZFDF ) ADKRENE—DoD Y v EFEARPE (open
reading frame: ORF) ThHo LN, YA VAT V7 BT
FTRTCIZICITI—FENTWAE., TORNA Y/ AIZIEK
5 O EMIFL mRNA & 135872 ) CAP #EESAAE L 2w
7z %) Z @ ORF A5 OFIERIE 5IERRESIFET
PR R — MFABARAENIC B S b 5%, FHn
TANAE VX2 I1EF D ORF 705 FIER & 1L 5 B BRIA R
V5 R EPSIEEMD L \NEFDKRY) 7 87 B
ETA7077 —BiGickoTra s v VS RTHEE
NTLRY, 2o7uvy v 78y —2h5 ORF L5
Fmflzroar (C), zry~Na—71%L7T2 (ELE2) &
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W 72 AV AR TR T AR S N B, 20 C
KM 513 p7 EMFENDB A F > F ¥ AV EFRET 55
T, ZLTEBIT/ 2 HBFEIIHGTHLEZONS 6
oI (nonstructural: NS) % 8278 (NS2 7 5
NSS5BFT) 22— KL TWAZEdbhroTwnh, 3P
FRRAEIE Y ) D VICEATWTRA R RS & b D%
G, FDIRMIITB X7 LA F R 5% 5B REES
NIz AT LIV — THEEZTER T 5 3K #Hidk & I3 2 By
DHEAEL TV 65 L horw g )L 2% DNA 7 A L&
T EDMMDIED AT AN ADEE, TANVAYT ) LTmEE
MO THELES N, Z07 ) MDY E EL I ifiA S
N, ENDFBORIA L % B8605% 555, HCV 7/ 4l
MIZ BV TEREShWLEZ2oNTBY D, BIfED L
Z5, TORNA 5\ cDNA ZKAL S ST
B, ZOZENLEOBELTEROLY HCV ¥ v 3y
EASIRREAL IR LT & 2 DFERE 2 HE D TTREMEATE 2. 5
NBEDLIFTHL. #ZCTHCV DY v 37 H % KL
IZIEH S, ZF MBI LTI S 2088 % 5.2 5 6
PIZDOVWTHEA RBRI PR SN TE TV,

2. HCV # >INV B & B ilfaf BEsin

ZNEFTIZ L, HCV 42 37 B ohTa7, NS3, NS4B,
NS5A 120\ T BRI I B AE il I T B i & 5| 3 2 F
WEE AT BV AHRRAHRE SH T 113 BBAD 2
NHDE Y87 BT X 2B B L TRk~ 5t
VHEINTETVWE, ZORTH- EBEAICNIIEENT
WBIATIZOWTIEEZDOFME k3§52 &129 4. NS3
B L TS AHIEIS T p53Y), & Xy B ) v ERILEE
# A (PKA)Y % C (PKC)Y 7% &\ < o h Rl il oo 1 7 &
DOMEBENMERIC & o TENS DEFREEE 2 1§ 2 W e tEAs
BHENTWED, 50EZ A, FOMEEREMBIEY
Hirf E OEFEN IR SN TW 2w, NSSA IZB LT
X, FOBEIAHTH-722 b INEMAEEHRTS
MR DA 7 ) —= v BT b, i B
TAWE SN TS, Z021E NS3 [k ps3 bargn 2y,
i RNAMRIEE S > 78 7 B )~ ERfblgss 10 R ndg i 752
kY Ras/MAP ¥+ — ¥ %007 ¥ 74 —HTEThb
Grb2* Z# L TCDK2? % EnfiEbdh, FREhokk
EZRTHETLE LTS, L2 LAadbgE 2208 OME
VER LB % Bl 5 2 L1 b, I EHEE & 1%
M DiEFE %> TWwh., F72, Transforming Growth
Factor (TGF)- 3 %A KT L#iG$ 5 2 £ T Smad &4 L 72
TGF-B ¥ 7 F N aHlT 5 L) RLHFLN TV EDS,
ZORENIAHTH B, —J7, NSBAZ 7+ A7+ 4/
F N3 VEMUEEE (PIBK) SMEMEHTHZ EICLD,
INEEHAL L THIR O 7 8+ — ¥ ZEPUEICHF S L Tw
BETHHERLRENTVS YW, PIK OIFHALICE ) #
DOFRDOY) YL H A — s sn, 7yars4
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W) EILEEE 3 B (GSK3 ) 7280 vfbash sz &
TIGEDTHIH] S0, FERMITHFEE & OB R S
TW 5 p-catenin DIFHALA B Z 5 LHEEN TS 2,
TR = AP L T RET A b — v AFHER T
TdHABinl EHEMEALINENHTAE V) 2 H =X
LABLBEBENTWVE D,
INFTICHAD NG VATV 22y 7T ADER S
AT ENTAER, CORMTa7EEBTA T AV
v 7= A RIIB OFE ORIFRET 5 b Ol T
(BT EPbhotz®, 2T, Z0ATH VINIELH
HFHCV 7 v 32 B oh Tl b IFRFEICEE L 725 v o3y
BEEZONTEY, BALAEPOIIZEINMED b T
L., FITIITIRZOaTIZES Y ZFoMBEry 7
FOVRREG AT B RIEIC D W T ORFZERE ROV TR
B, ATDI)H LRI OWTORNOHEL, I 7%
JEBET-D—2TdH AIGMR Ras & [[MEIZT v MG EMEHE
FHBICHB S5 L ZOMBEIRERIRT 522 LTS
VI BDTHo7%, HADOHIREICBNTT T A
BALB/c 3T3 A31-1-1 Mg % F\ 72354 C b AR D& H s
mon, IaT7HIUCL - THREEEN TTESN S Z LD
Blgshe . ZoBEERS M7 BALB/c 3T3 A31-1-1
M TIE I 7RI X > TMAP ¥+ — EREOTEMALD
FHT L EDESEINTZD, FOFEMB AN =X LITD
WTRERZIIAHTH LY, Zoa7Iicks MAP ¥+
— PR OTEHALIE Y ) — V5 L2a TR NT v A
VIZ v I ATLBEIN TV Y, K, FHEHsK
AR HuH-7 fifg i a 7 2 S €256 HCV o2k
AP RBE LT I PR T AHIEORE FiEIC
(& HuH-7 (CHR 3 2 Mg o 385> DNA A% il £ €5
WENHLEIRENTY, HIHT ICa 72 REB &
BEOLD L) RBETIHEIND DD % BHOBLT
IZOWTIZ a7 LA LzE 2 A, Wat-l if5f &%
D T iR T O WISP-2 {5 T O 5B LA MR S 7z
siIRNA T Wnt-1 mRNA % A &£ 5 & a 7RO LS
FTHE SN, Wnt-1 2588 S &7 HuH-7 iz o Lz
T A B RO MR L fE RO S, 2oz
ST OB X o T HuH-7 1Z Wnt-1 #E{Z 58 A
FMEN, WSz Wat-1 25 HuH-7 #0845 % 151
b5 5% 2 LTRSS N7z, MIREEIE OIS DV TIE SR
LHHESH L. HHFMEHRO HepG2 Ml Tld 2 7 iz
GLHCV 7/ ALRER BB SE/20721, 44 0 DL RS
BEgR L7202\ A LA 228, a THEE SO E
THEHEYT / AOFHTIEIZOHLIIRD LN wvEHE
ENTWD Y, HepG2 ATl Wnt-1 T j -catenin &
EFACZERD D ) BRI EMALIREE & 72 5 T 2 72912 HuH-
TR E X R AR LR > TWADPL LAk, b b
CHFRIRIC 2 7 2 B X5 2 & T2 OMIIEAIEIL T
BEVIHIHED R ENTWS N, B TIREARORE RS
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SR L REHDH

(smass) (W) Comxt)
wenretTe

Shavky7?

it
RERARF

FSURDIZWHITHR

7 | N

(VA VA #56% $H25,

BB EMELREIIH

© = (e
SN AR A S 4 ‘
<7 ABALB/c3T3#ifa {RE~ $n
B yreraieyera

MAPKS 5+ LR &1
Wnt-1 Bz FREFE

K2 HCVAZRUNIVEHEBICE>THREIhIHER

BHOMRENS 2 ENTWAEDITTIEZR WA, EBIZS
DX BIEEE I THART MR S S IR LB D
LHrb Liaw, Mtz 525 ETEELZERNOD &
DTHLTRIN =T AZELTH a7 2ZF 0% H#
TOLMBEEET L ENRIEENTWS, HCV @ ORF 4
F#% HepG2 &\ & MFSEMEHSROMLIC — &I HIH L
72%E, COMIEIEFas 2 ML CFEENLET R =T A
A L TIPS A BT L ICh b 2 b b oz, ZO%)
F1E ORF O RIZEFAKIFHT 225 3 7 OFBUAKGF T 5 2
Livbrorz® . L, —7, B Lo 7 EEEE
R CUEAARD 7R b — & AFFERIPIHAF LCTHIZT R b —
UAMER R H B LV WEDH B, aTHEBIZL S
MR RE D ZAL A BT A EBR TR L LTI X ) IH
Y BRERDPELNDZ DD, T T7OHEIIONT—
EDORBIEONTNE VW)L > TnD, FANLE
LT EN =V ZAERICHWTWLIT EHWEATY,
RO MCF7 el C o a7 2% & w7204, +—
VETVARILF A VBICE o THEE NS ZOMID
THRPF =V R L TR INERET S L5123 72 <
EWVIAKERIIR B, Zhda T VT A YRR
(RAR) 1ZHKAF L 72 GE AL 2 TOE T 2 72D IS 5 BI4:
THHIEeWbroiz. 2F ) 2713 RAR OB A
T SpllOb IZ#EE L, ZD4F2a7HRIAEL TVl
WK EIARRE L, B~NORELZHET 22 L T2k

T 272DIELTW, 2ol ehsb, B265<a7
MBI DIEF 2L < D 7 F VI L TR R 52
572002, S 22 OMIIC S 2 2RI & -
TaThHEBe G R BINENEL BRI RENELLN
5.

3.HCV A7 2 N7 BICL3HERY 7 IIVEROEE

IT7IC X DA DHINEN Y 7TV RS Z DR 70 FERE
HT-Cd 2 HnG B T O W PEGIEIZ B 9 2 S5 205% <R
HoHs (F2). BIEEBERICHETLEEZLNDLHD
ELTETHVAIHEZET pS3 b IT o N5, FFHEICBV
TIZEHEEIC pE3 EIZT-DERNHDO SN TEY, pb3 ik
MEEALEN TS, TTIZX 5D pb3 ~DEL p53 %
Fo7aE—% —{EEZIH L, ZOWEIZHENIZE <
L) 0 2E B8, —JF I MBI T T AS ph3 &
AT AL TEOWBIEEZD S 0% L5 S8 2 )
HERTWAE OO =Xk d a7k 5 ps3 DiEHAL
BED LI LERAEETLOPBBETIEIANTHL. F
72 p53 B EIET-TH 2 p73 122V T H [FERICa T LA
LCHESERS EAT AL W MELH 2 Y. H4E, p73
DON) T MIOOEDTH BT I/ Kl O 554
I & Fi 72 % NAp73 OFBAIHEMA C© EH L Tw
52 ENREVEENTWS 2, NApT3 13 pb3 R D E
% b2 p73 LEa L, ZOEMEMHIS 2, P k3
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FURATTFATHRELTHRES AT EAMBNT V2 405D,
L 72755 T pb3 = p73 \MAF L 72 5% AN i 22 % 5E % 3001
352 & THifgoRbicxE R TZEBEESNTWY
L5, ZOWEDLITICEBEENO EA L O #IT S
DEZHAARHTH A, AT EFEIRSE LI L2 L) K
A MAA VBIETRT RN — 7 ABEERT & W o 72 5E
BB (L T e DS BUC B 2 5% L D5 K T NF- « B
DIEEIFMALEEIZ OV TS I 72 SN2 IHHAL S 28 & A
HHEREEINTVD B2 72720, & HmICHfT 2
EFAWMEL L ENTWVE W, FFRICB W TE VR
THEEHEED TUENHE SN TW5H STAT3 IZOW T I
T OFEBU L o TEHEIEHALEY LA T2 & v ) #i5hd
52058~ a7k 5T STAT3 #iEMALT 5 1) &~
RALEE R CTd 5 JAKL OIEE2IH S, STAT OIS
LTI T7AHICEH VI HELH B Y, aTIk
LHINS YTV A BIE I e EH LT 55
ELMHITAEE, FLTHRALEEYEZVE V)
Beac B WEDS R ENLLEEDTHY, —EDREIELNT
W WA D B 728, 2T ORREEE R 5 ETRE %M
BMEZoTWD, ki, EHMPLSHEEL7-HCV 7/ 412
I—=FENTW5 71 Smad3 &AL TTGF-p¥ 7 )
R E ET 505, ZOHBEEEOIER»HG/2a 7
TIRFADZ EDPBDOOEN Lo b VI HEL R ENT
WB 2 LINERRLY, a7 REBEEL L
TGF- B BIn T OIBAFHE SN, TGF-p OREED LHAT
BEV) EERFRLESNTWS Y, A HCV 134K
PEICE &, [F—DRGEEZFOTRIZH DR 5 7 A VA
DEEHFHELTVBEEZON, BIEMIERDS Dk
A2 5 =720 rRP A IV AFN AT 2 B % 2L
VHEV)EZFHRVEIEZ D o TWAE, Lz THW
ATOLTRRT I AR L o THIRLS 3 2 254
DELT B L ETHICEZONLIETHL D, 12751,
Z 9 LB BOMEDIEL 2 BERO—2IEHWAa 70
FFIOMEZ T T2, HHLAMRED 2 Va7 0%
Bk a, GHEOMIER L v o 2EBRSEFOMET
HHONH LN, 29 Lo %ERE o HCV &g 4
EORTEDE ) LA IV ML bDT, EDX
) B ERE L DL DLDOPIIHEETIEWS 2% > T
v, e, FROINICTT Y oy BIIREA R
VT F VR R 5.2 BRI DWW TE L OEAS
BHHY, BAAMIZITHREDL I BRANZALTF) LIz
AT ZRILTVARIIOVWTHEMIRELTVRE 0
IS T T nizo, SRIGGEZ A=A L5l 5
PIZL TV RLERH L L Bbh b,

4. HCV A7 2> N ERBICL 2 EUBRRESE
EMfBTORIIFRETAITOIN I VATV 22y 7%
7 ADTD S, 2D 16 7 gLl Lo~ o AR,
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KIEEED LN VAT Y ba— )L~ A ZHEL T 1.8
EOBEBALIEE DT A Z LD RBOLNT. FHE T
AT 22y 7R AIBWTHBIBILKFELEWDEED
LHEPRED LN, T T OB X D IGHERESROEA D EA
THUBRMEARIB S 72 %), BEHiIc B T a7 B 5
SR A T RIS EBILIRE A O AL hlg b sUs
AT OBETHBFENBEEIN T D2 b ZOHL
EaT7AEESRIL WA EEEZSRTWVE Y |
FUAT 2 Zy Y ALREFEMMOELLDLETY O
TERBECEAICI P Y R TICHEESEL TS
ZEPRDOENTWAZ D, T THBNC L LIRS
OFEAEIZIEI P R THREGLTWAE I EAURIE SN
TWa, F72, mik, 2 725N OBLE 7 vy T4 >~
BAETEE, I b3V P TONEICHEEL, BI5E
AT OFEEE % %4 5 2 & T Reactive oxygen species
(ROS) DEEAXIEINEFTVDLE VI XA =X LDEMRE
ARIBENTVE D, 25 OfEIE HCV &G X 518
TR 285 O JFIs CIAE MR R O EA DS E5 L TV 51T R
AR ENTVWAZ L LA —HLTWwE D, 72701
a7y X EOMBNBAESE L LMk IEE T
HHrZE, ZLTCREBHEEND DEMKITFEZH TS %
MEN AT OEEPARDENRWITEHCV ¥ V7D
RBHEPELNTWAEZ DY, FIEICX DN REHERE
HEDANZ, P Rva 7ol hay R T ADEHEK
GIREDPEBICEDBRED IO VA 4T DEELT| Xk
ZLTVBEDONIIDOVTIRE S IIHRETT 2L H 5 LB
bitsh.

YIS

HCV ORI X - CTHIE R I EN B IR0 ICITE
W72 BIRHERTF S & v ) FEE IR E RS L TW
5 (R3). ZHizimz T HCV 3BFOM et % & 5 5
WE%oTOWALURMENEZLENLD, BHIFETIEZD X
B ZXNFHS TR ZY. SNRETDEL L DFEBRTIIAR
ROTANAY T EEBEZELY, BEDY Xy
EHREMTHEHINTVE, FH2ZOHCV ¥ 282 HD
FEHED MBS WEETBI bl Tnb tE2ZbN5.
N E TIZ HCV B2 I 2 3 O LE MR & v 72
TSR R B > T, EEMATHRENY ¥ —
ERHWTERSELELITRLY, ASIZIETHCV ¥ 2 X
CEERET A LIRTERV, DT D RMEFLIREED T
AL 2 BV Cid@H HCV 7 v N7 OB ML LA
WIRZZN T VBB ZENEZLNLDTH L., ZNIIHEE
IERPHENL HCV OAE KRV KOO E DL LT
L HCV 2SBIE R Y V87 BB %7 ) 2
WA LW EICHET L0, HDVIETAIVAY S
7 BORBREOL WHIILIEE F RIS L D HR S T
LU LN\, TE L% O IXWHERRY HRZIRAE
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(VAVA #5565 £2

gﬁﬁﬁ (FreH73 R =
PSR EL)
BEFEROER

R E

e

HCOVR&

A

AR ERFICE S A AL
(HCV coreB>/\7H?)

FFEZE—RT iz

HOVIZ ik

~304

3 HCOV BRICL B ATERERBOETT L

? HCV D EGAE 12 X o TR & 2 DB 4§
LDONE ) DRRDLLEDH L LB bivs., 7272 HCV 28
W YL, TOMARE L THRFSNS L) RIE
WA & W72 BRI &% 085 B R TIIAAE L 72
Vo LA L, 29 LAERRDPTEIUTHCV IZ X 2
LD A = XL DOWFRH 722 0% 52 T b L
BEbhb, 4%E5% 9812 L > THCV &G X 2 0F
FERIED AN Z AL EWENITL, T NEEPHT 5 g%
BEEE L, PUHCV SEHIC X 25 HCV gk & & 312 HCV
Y X B IR OFTEXARMT 5 Z LIIFEL T 5.
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Hepatitis C virus (HCV) is known as one of major causative agents of hepatocellular carcinoma
(HCC) in the world. The pathogenesis of HCC associated with HCV, however, has not been fully eluci-
dated yet, although the chronic inflammation induced by HCV infection is considered to contribute
greatly to the HCC development. Some HCV gene products have been shown to possess transforma-
tion activities in cultured cells. Several oncogenic signal pathways in the cells were modulated by the
exogenous expression of the HCV proteins. A few lines of the transgenic mice producing the core pro-
tein among those products was also reported to develop liver steatosis and HCC without apparent
inflammation after rearing for a relatively long period. So, the functions of the core on the modulation
of cellular events have been extensively examined and characterized. Here, I would summarize the
progress of the research for the pathogenesis of HCC associated with HCV.
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