F 285 12 i H 5 XX

(WA VA $67% 4 1%, ppd958, 2017)

L.CEFRIAIANIEHE LKEMICEAE5T 5
DUTFIWRTFRIKRTFE—%E

A &
RBRE LR SET 53 17 A 257 8

CHINF47 4 )V A (HCV) 1, MR M 3F] 2 /- U CR G, R ICFbge U, IRIhIT, PR,
RSO FER 2 ER T 5%, ZOFREHREIIS M ENTn vy, KEETlE, HCV ohiE
EIREMERBUCHES T2 a7 EAEDOY VR VRT T FRTF ¥ —BI2 L MO Y AV AZES

BT A HREMNT .

&I

L. CERIFFRVAILZR

CHRIFFE YA VA (HCV) I, IMEHEH L L - <
YL, ENTH 170 TN, HFETIERH 2 AL &g
PSS NSNS, HCVIZmRICHREEL, IR
WERT, W2, BHEZ25E L, AR BIT  IHEE0R 7
HIIHCVIEEICL 250 THEL. £/, 704707
MAE, PRSI R R 5, Y 2SI, BEIRIESE
D, WL L OM#E L £ It SN Twb, HCV kg
&5 INEOEBOFERBIANHZ A0 L . g
T, CHFRDEEEL L TIdI vy —7 20y Y NE
Vv HN, FEBOBE THENBD SN2, 7
ANV ZAEAENEHEER T 5 3%) (Direct Acting Antiviral,
DAA) REREZZFTTBY, A1 vyy—7xurzffibi
W DAA 72U DEFRER TR E R VOO H L. —J, DAA
WA T BITE AV ZAOHER, 7 AV AFEBRBZEOITHED
FIESE DL ORELHERINTEB Y, HCVIEYIZ X 9%
JEESSERE O, SHROBEELRMERED 1 OTH
5.

A
T 565-0871
RBOFFR 7 L I 3-1
KR IRIESERT 5717 A )V A5
TEL: 06-6879-8343
FAX: 06-6879-8269
E-mail: toru@biken.osaka-u.ac.jp

2. HCV ¥/ LD%#
HCVIZ1ARD 7T A RNA %7/ L& LTH> T oA
O— 794 )VATHA. 4/ 5RNADERHEMRNA & L
THE, 1 ROERZEBREEAES RSN, HEOT
077 —ERT A VARG FOTuTr7—¥IlkoT
0O AV AEAZICYR SN S, a7&HHE, El,
E2 D3 0DEEREIRXY A VAKFEZIEEL, 7 AL
ZRFICEEFN L WIFEEENE (NS) &7 A4V ADH
BLCEES9 5. NS2 & NS3Z 7 a5 7 — BiEME 2 e L
THY, NS2 IR T DH3EE NS2 & NS3 0 o8l iz,
NS3 1Z NS4A & 1778 L ¢, NS3 LISk A& 8 % 9]
W35, NSAB IEE#E&EHETY A VAT ) AHEOE
e L THEABREHRICES LT\Wwh. NS5A 12 VL&
HET, £ DEFEAEEHEERL, YA VAT A
DOEBEEHEHICE S LT\ b, NS5B id RNA KAEHY
RNAEY A —HiFEEE LTS (R,

3. HCV O4SFIR

HCV (A0 a2 T o s Bk 2 20 |2 FR R S I st S
FEE 7 L+ 7% — (CD81, CLDNI1, OCLN, SR-B1 %)
EREEL, TR A =TIk o THIBBNICIR AT S
HCVO T ryRuo—7&AEIRT Y KV — 240 pH &1t
TTHEEPIZILL Ty Ry — LA L, RFhosr
J 5 RNA Mg iciuti+ 2 (Bif%). 7/ 4 RNA &
mRNA & L THREL, BERZRIBMAEAE ISR S,
HCV &G 1 3/Mafk (ER) OEREE* 2t S$TLER
HEREER L, 7AIWVAT ) 2 OBEEIHR 2 RS % 1
B, BRENTTANVAT ) AE, a7 EEAED S E
NBZIEZTHAEOF v 72 NI AEFNR, =oxa—F
EHBE M- T, B4 A VA% L% > TERNEEA



50 (WA WVA E6TH 17T,
i
& -2 R
=8
< &= ooo_ ‘i =
! e f
SP
SPP
\ T ) ML[" 11 1 )
‘Core E1 NS3 ‘«Z) NS4B‘ NssA) NS5B '
8 ' I07r7—¥ ,\.,7,,7_?@ RNARUAS—E
07A§ﬂ§Aﬁ
mé ,
Q
‘;O;’ EXET
by Vlral RNA
alR PR I
1 HCV®DOF/ LEEEER

HCV @4 7 2 RNA (3 mRNA & LCE &, 3000 7 3/ k7 5 B A A BRE & E
H7077 —XIZEoTUENT, 10O AV ABRAESERENS. N KO 27 (Core),
BIEE < DIEFEEHE & FIC

ML, Fh DY AV AER

WL, T VEB AR RN X 12

4. HCV 0BERICBE5 T 2 BEXAF

HCV OO IHATIX, L 7Y 3 vy A5 L5 0O/IT
Lo TREHEAZY, CoL Ty a i, vAn
ARF BT HEABE T RCTBY, IO 13
HMENT, YAIVAHHORNA 285845, Zofins
fio CHCVHERZHET Z2ILEWD A2 ) —= 2 7T
bz, 2otk #ETH 2a ® JFH-1 ROZEED 7 4
VA RNA ZEEMILIEA T 2 LIk Y, HCV ks
A RS AWl

ZOHT, BEOZ V-T2 L0 REIIHF & L CA <
fiibNTwas 70 AKEY » A (CypA) #5SHCV o ##l
AT LI ERwEEN CypAldyrsa7 4 >
ZPER L, HCV OB Z P L T\ 5 2 & 28 Sz 59,
ZFDHDE L OEEH S, CypA % CypB 75 NS5A %° NS5B

WIER L, 7 AV AEALOSREEOEBRIZES L Tw
%k%x%ﬂé7“m.

Fa D7 )V—7Tlk, HCVHEEIZBIT S NSHA E[HE
DOEREETHLPIZTRL, By — NN AT ) v FAZ 1) —
=V 7L, NSBA LG T A2EHERMRIT L. 2D
W AN T4) D1 DOTHDFK06- A EEY
(FK506-binding protein, FKBP8) # [al% L 7z. FKBPS i
B> a vz 705490 (Heat shock protein 90, Hsp90)

BICEIR S, mERRE YA VAN a—F§
El, E21&7 A4 v AkL1
BREEEREZT L, YANVAT ) A2 EHET 5.

EHFHL, TANVZAEREERI LD LT LEEESEAND
EREORERICFS LTwEEE2zRE W, $72,
Butyrate-induced transcript 1 (B-indl) %% NS5A, FKBPS,
Z LT Hsp9 LA L HCVOBRBIZHFSG L TnwhrZ %
BIo 2 L7122 FKBPS LA TELRWVWE D AR
NSSAIEA LV 7)) a JHif<TiE, 7 3/ BRECH A%
ERNAER L2, 72, o7 AERNA VA VATY,
T Ru YEAEOMERNI L CE, BiEY A VAST
2wz ehs, HCVOBERIZBWTE vy _u i
FEELFEERTFTH LI EARmans (F2) B,

HCV A7 EHE DR

1. a7EB8HE
HCV O a7 &FEIZ#IRE, HE0Y 7PV RTF 57—
PIZL-> T HFHE 12 FHOT7 I/ BOM TUIM %%
JC, E1&HE2LUVEEE NG, 0%, REHEO
TFNRTF KRS FF—F¥ (SPP) I2L->T177HHE
178 FHDOT7 I VBEOMTY ) —EYIM S Tlshs 2 1,
ATEAEIE VA NVAKTFERET A AT RE L TRk
ﬂ#%b 7 A VA RNA ZRLFWIZHLD AR, TR —
BEEE EAHEER L TR T2 R T 5. I L7
HTEE XA NVART KT 5, I T7HREAELZT
PREBETLIN I ATV =y 7w A (CoreTg) #%, A
YA AR, BRIARE, 2L C, BRMiRREA SIET 5 2
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a7 41 ACypA) R 71741 >~ B(CypB) 1Z NS5A # NS5B EMIEAEH L, &AEDO 7+ — V71 » 725 LT
WhEFEz 515, FKBPS 1Z NS5A LA 2 EWF-D—>T, Hsp90, hB-ind £ HEKEK L, 714NV ABEHEDORE
PEIZBS- L C\w5b. F72, NSBA & NS5B ix VAP-A % VAP-B #/r L CHIEMEM L, REL T AV ABEEESEEZIER L TWwa.

X3 HCVORHIAT7TEBE DR

g
RN
e
A\ Y 4 CoreTg
o 5

HCC

.

1A B
RERART

IT7EBEGERE BEOY TP NRTF I —LIZ L o THEMAEEHE» LUV BES L, EHIT T FVRTF RRTF 57—
Y (SPP)IC L > T SN TET 2. WA 7ERE I YA NARTOIREKZ T TR, BICRETLIET, BNO7O
TT V= AEMALETFTH B PA28 y EMESMERL, SIS Z LAYHCV OFREMEEIIZES§ 5.

EHb, HCVIEEIC BT AMEERBIC, a7 &HED
ECHSLTwhEEZLNS (F3)G1T® a7EY
L, MakzZcel, B S barrUT, B
JEEZ 7 M &, Bea M/ NEEICRET S 2 L2 5
NTWab, FTh, I7TEAEEHET S PA2Sy 13EA

%, BNO7Ta 77V — 2K 550 M5 5. PA28
y % /R¥B L7 CoreTg % PA28 y RiEBMNETIX, 2 7&H
BOBWNTOEBERMPELE S A, PA28 y K4H CoreTg Tl
ITEAETHELEND, 4 A VIREUME, BIF, %
LC, BFifuse % 3ERE3, & 512, PA28y KiEMILT
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(A) (B)

IRES

o ezl

SPP
[HA) kpma7Eag

 —

_HA_
RBO7EAR

FLAG core

FLAG core

(C) (D)
FLAG-core-HA

-REBITEAE
(Anti-HA)

-BRI7EAR
(Anti-FLAG)

SPP+/+ SPP-/-
KDa + +
28-

28-

—— — -GFP
28-

~Actin

- ——
38-

X4 SPP CHIichAWRRAI7Z7ERER7OT7
(AN KU FLAG ¥ 7 %, C RIS
SPP 2 & Al % 2\ -k a 7 & H
b TE 5. (BLY-411575 OALE Tl
DIHERNRESBETE 2.

BT 7 R E AN 2
Epoxomicin (EPX),

WAL T,
Lactacystin (LAC),

7 AV AR T35 2 L5, PA28y 125537
EHEOBNTONEE, a7 &EEOREER ™Y A L A
BREICEC S L TWA T EE 2 b s 1920

2. SPP

SPP &, ERBEIZRAET % 9 I E @A O GxGD £ F —
THREED, TANRSFUBRTurT7T—¥Thsh, £HEL
TE7u g7 F %, t MAIMEKPUE HLA-E 12 X - TH
RENDLRTF FOTOLY v ZIHEHLTWwS 22,
SPPIZHCV 72UIJ T, RAT A IAINVADIATEHY
LYW T2 B, 512, 72X I VARANILRA YT A
VADHEERHEOKAUZ DG L, BYRHEIcHEE3 5%
CEPHEEN TS D) SPP OREEIHIET O, T
WINA R =FFOR KRBT THL T L) = el
TBY, TLv)=vidhr~tr Ly —BHEAKREIZE
L, 7301 FuiliE&EEE (APP) 2L CT7 I a4
F B (AB) #EETDH. LidioT, HrvxkrLy—
YIEA I, SPPOEELMET L2 EEZSNSL. SPP
WX Ca7EHEDITTHEHO 7 2=V T7 5= & 178
FHOOA L ORI SN THINT L2 EH, o7&

28 -

KDa 0 01 03 1
28 -

28"—-— -

(VANVA EE6TH W1,

LY-411575 Semagacestat

3 0 01 03 1

L - -

3 (uM)
-RERI7EAR
(Anti-HA)
- RRRO7EER

— — — —— Mo EaE
(Anti-FLAG)

————— ———— v~ GFP

38-‘ ————— | —— ——— . A CtiN

EPX
0.2 04

LAC
10

ALLN
5 10

MG132
5 10

5 (M)

———— . . W— e -COre
| (Anti-FLAG)

— e e e e e e -GFP

W W W W W S e w— - -Actin

V—LTRHEEINS

CHAY 7ML 72 a7 EAEE GFP A BBTLL Vv F I A VANRY & — 2 E8L L 7.
12 FLAG $UA TR T & 598,
TEFEARTEIIC HA PUR TR S 2 R o 7 &AM 5 2 & » 5, SPP
—7J5, Semagacestat ALFLTILZ D X 9 A AEHE)
a7 EAEIL LY-411575 OB CTRA T 5 2 LR s,

SPP TUJWr & e VR T 7 & H B 1L HA $itfk¢©

IO SN, T2, FLAGHUATHRETEZ 58
(C)SPP K¥H~ w7 Z #iHE3F Tl FLAG Hifk Tl T & %

(D)SPP K4E~ 7 AMMESFMIIc a 7 ERAE* B SE, 7077V — AHEFHO
Z-Leu-Leu-Leu-H (ALLN),

MG132 THLHE$ % &, a7 EHEDOFEBIANIEL 72

HEDOEE~NORIEIZUHATH 5 2 LSS 2|
WD A, SPPIC X B a7 EEAE DY o R
N7 L%,

’f‘OVC

3.SPP ICL 2 A7 EREDOYIMDER

F 41X, FLAG & HA ¥ 7 2Wiml 2 mL7- HCV 27

HE L GFP MBI T 254 VA bu =y 7 5
BRs 5 —% L (B4A), Hr~tv s Ly —EHE
Hlomms, SPPIZLbaT7&HEOYW 2 HES 53
FlZREER L, LY-411575 # /i L7z, —T5, TV A < —
WMOBHFERE L L THE =Ml E T A 72 LY-450139
(Semagacestat) (&, SPP O FHEEM: 2 &R & ho 7z,
HCV J&gefifin % LY-411575 CHULEE§ % &, a7 & E=

MWL T B ENHERE R o7 (B4B). £72, SPPX
HAEARIC 2 7T EEEZ B ST 5 &, FEBIAHE 2GS

T55 (K4C), 7u7 7V —LHEH TS 2 & 558
MWEHE L7722 &h 6, SPPTUIM s N2 WREAZ T
HEHEII T BT 7Y — A THERPIDHEIND Z LS
mE&Zo7z (K4D). & 512, CoreTg 12 LY-411575 % 2
ARG L2 2, o3 7 &AEE» A L7
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(A)
CoreTg, LY-411575
WT 0 4 8 12(days)

(D)

(B)

v rcore

— e e e = T = }-Actin

53

CSPP:I*_"
KDa WT CoreTg orelg

£ s SPPKO
d Huh7#23
e
2 4
2
F 3 SPPKO
S Huh7#23
5. <10 <10 SRR
+SPP +SPP
SPPKOHuh7 #14 SPPKOHuh7 #23

K5 SPPOMETCIVEREAHBETIVIAOHBOI7EREORBRIETTS
A)a7EHEZHEEHT LI AV 22y 7 <7 A (CoreTg) 12 LY-411575 # 12 HM#E OG54 5 &, oz 7E&EHED
FEHLAERR 912984 L 72, (B)ISPP™ CoreTg ¥ 7 ZA 0 a2 7 &I E 8 1d CoreTg v 7 A L I L THA LT A, (C)CoreTg <
Y ATERET BN (/£) 13, SPP™ CoreTg ¥ A% LY-411575 D#%5-Tied L 72, (D) SPP KIBAIN A & 13 & etk A
VAR T A CEE I N WD, KRIEHALIC SPP 2 B &5 LW TEADRET 5. (BE) 7 A4V RAEG%, Midt 1% 25
Vb u— 2T 2 HIMEAE L, 7 4 VAR & e gt Ol L7z, SPP ZEIRMIIL Tl GSHBE O YL K ASHERE S 17228,
SPP RABMINE CTIZIEGeE Y 4 W ADFEE SNV, EIEDLR L 72\,

(R 5A). SPP KIH~ ™Y AIIMAEFIE L 7% 5 72728, SPPT
CoreTg ¥ ARMEHL L 72 2 A, a7 EHEOREHED
WA DR T E 2 (R5B). CoreTg ¥ A1 2 4+ A
A YA YRR R L, 6 7 AlLIECIRIIIT %2 3E
3575, SPPEIZT-OANTUOXRIE~YY A & CoreTg % %CHL
72 SPPY CoreTg ¥ 7 A % SPP BHE#| 0 14 5-12
XoT, A2 VST TR, R SEL 2
(B5C). MEpisrs, SPPIC&LA2HCVaTEHENAY
DY, I T EAEOREEIZTT% L, WREEDOFEH
CHMELTWA I ERHS 0L o722,

4. SPP MEAEICL 3 HCV EENDEE

WIZ, Fr 413 SPP FHEIZ BT 5 HCV BIEADOHE & n
L7 L7 o MiIC SPPHER 2 B L T,
HCV O#EUZZLIZFED SN o 725, HCV &Gl
|2 SPP BHERI % B3 2 &, HCV O IEGeIkr T o fiix

SHE Il Sz, F 72, SPPREEMINLIC HCV % e &
®5E, BEMETORBEERSA 2V ERS
SPP 2 & % a 7 & ORI HCV DGk A )V A
DAV TH D Z Lhrans (5D, E).

5.SPP MRAEIC L 3 A7 EHE DD REER

W2, FeAIESPPIC L - TUIBI SN o 72, AR
a7 EHAE ORI OWTIRIT L. 2 E TI,
WAL a7 BEAEOGHIE, 28X F ) —ED E6
WEEHAE (EBAP) ICkoTavFFfbah, HMilag
DTOATFT V) —ATHRENLRERY L, PA28y 12X -
T Y FF VIR O T Cor iR S LA RREE D S &
NTWw5 %29 L= 255 SPP/EGAP/PA28y D350
BnT % RIE S/ T O Rl e o 7 & E DY R
SNz s, BEAOSRER &R ORBEIFIET 5
TEPRIBENS FIT, RNAIAZ == 72k 5T



54 (A VR HE6TH H17,
(A) (B) ﬁ%
SPP¢  TROBKO =+ TRCSHA
Kba . 4+ - 4+ -+ FLAG-CoreHA ,
“ -— - Immature core tmw = %
(Anti-HA) Mature core
e — - Immature core Core
(Anti-FLAG) Inhlbmon res
28] =4 == -— GFP ﬂ
22: Tnca HA n%? ‘& @ .
 ep—— 5 = R~
(©) (D)
(logto) (] NTC W TG | TU HCV core
3 20
§ 5
§ 2 % 15
g, -3 B core)
§ § I core(+)
é 0 E 5
1 Huh? +SPP +TRC8 Huh? - +SPP +TRCB
SPP/TRC8 DKO SPP/TRC8 DKO
Huh7 Huh7
R 6 TRCSIIREHALIATERAEDHRICEESL, ER A ML ADFEEZWFIT S
(A)SPP/TRC8 RIE~ 7 AMHMEF ML TIL SPPIZ & o TUIMF S N VR 2 7 EHEOFEHA L T E 525, TRCE D%

BUZX o THUMES NS, (B) Rz 2
N R 2 7 EE A EA SN, TRCS 12

T EHE O EERE. SPP IEAIMLIER> SPP KIEMIIE CIE, SPPIZ X - CTYJHr &
Lo RS, Tu T T Y — LKL
B ClX, ER A b L A % #5394 % Thapsigargin (TG) % Tunicamycin (TU) OALEIZ L % ER A » L AJR%

2R &7 A (CSPP/TRC8 K

ki v, (D)

SPP/TRC8 KiFMluTIE, a2 7HEHAEOEIICL > T, XBPluDFEHEDS LH L, ER A ML ADFEINL.

K7 RHE ORG-S 2F oL XRF ) I —
Y& L, Translocation in renal carcinoma, chromosome
8 gene (TRC8) #Ial% L72. SPP & TRC8 O (s + %
RIBS M T, KRBV a T EAHBEESHRI T,
oMM X F ) H—EiEE T R L 72 TRCS &%
HEes R aTEAEISH SN (R6A). L
FoiED 5, SPPLER QWL R, SPP K IEMAL T
A ENT2RBE G 2 T HEAB L, TRCEICK > T X T
Mesh, 7a7T7 Y- ATHESNLE I EFHL L
o7 (R6B) 29,

6. RERFRIAT7EBREDMHIR

SPP RIEANNE T HCV 7/ 23 528, REdehn
TR B TEI N LW £ s, SPP oYz &
%37 \MHAE ORI, HCV O T HEEICLETH D
EBHONE o7z L LA S, 00 FHREIIAH
Thb. Fkalk, SPPOIHEMHEIZ LD, YRS d I
ERMEIZHERE L EENER A L AZFHEL, e
WT 57O TRCE M- L T T 2D TlE b Ez
7. 22T, ERAMLADFEHTHL, V=~ A¥
> (Tunicamycin, TU) %% 72 #)VF > (Thapsigargin,
TG) THIZZ M $ % &, SPP/TRCS KIBAMIAL & HAAL
THFEED ER A P L AYFFE SN2 (R6C), I T7&H

HEx#Hs+4 5 &, SPP/TRCS KB g THAMAL I 1L
~NC, W ER A ML ADSEEE S, XBPlufE® ER A b
L ARG TF ORI TLEIBIE S 7z (’6D). LLho
JAE D &, SPP CTYIMWF S M7 o 7R o 7 RAE L
TRC8 % 41 L 72 ER ahE B e 1L S b 2 & T,
HCV & 4sflifa THOER A M L A D FE & HIMH L, ek
PR THICLTWAD Z EAVRIBE N7z 20,

BHUIZ

TRCS (K EMEB MG O K EE T & LCRES I,
FIE~OBGHER SN G, F2, Agu—vkr o s
#H3% (Sterol-sensing domain) # &AL, I L AFo— A
BICHG L Twa e RESRTwEY. g5,
SPP DMEIZ L 2 a7 BB O EFEHIE, ER XA b L X
&9 5 728 @ ER-associated degradation (ERAD) T
HbHEEZOLNLD, BEFHRTHRD 2 7HAEMKRR VCP #%
BarlBEE LI EDRBENTEY, SPP/TRCS (2
& % ERAD #&#1L, Frlon @R omTRetErd 5. 4
%1%, TRC8E K~ A% {E# L, SPP & TRC8 12X %K
WA T T B E O 53R &R EAOB S % I RET L 72
W, SPPRHEH| & LT L 72 LY-411575 137 >~k 7
LY —YOHERTHLH, TNVINA T —HOGBHEEL
L CH 3 AHERIRARERIZ A A 72l R L & TR M b -
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TW5b, IhEToMFNS, Hr<vts Ly —PHREH
&, [\ UG & o SPP S w T A UGk LA B A A
b DML L, SPP RN 2 HEH OB FE O W REME 1L E
EEZOLND. 18 C T G HR D Tl & % %
DAA 2R LT, i 4 v 2 0 B AR 5 ze v,
SPP K AE#NE Tid HCV D G ER F D A A3 4 iy &
NhdrolzZbh s, SPPICEbaTEBEYEDMNIX
HCV OAFRTHHATH Y, Wk A v 2 B
bDLEZLNL. T, TUTRINFVTIATED
JERATT— FLTW5ASPP L, EFIZHNHETH DL Z LN
SN TWD L SPPHFEI 2 HERI DT E N
(X, CRIFF47217 T &, FUHURGSIE 1SR 3 2 1GR3 A5
BTEDIREEERD TG,

REROWGEL, RO EDIRITEiT 17 A )V A 55
PR EERIZO TIREO T THED TE F Lz, RlitE
I 10 FEDLRICED THRER Y, L X DEFLR L RITE T
9T 1 H]Tdh 5 The Walter & Eliza Hall Institute &
David Huang 6421213, ~ ™7 2 & W 72098 R0 00 E 3
W7eEo#ED T2 E L CIHE F L F72, FARA
(2, AR TECERAMETRETH X £ L7z, BIEN R GERT
ZERT OVIR A SEAE & ILALRFE D Fa T R SE R IR 72
LEd. F7, HAMELZZETIETCHEZE LA, HEK
PRI RO/ N Z e, HRER oA, ik
MERKFOFTARTEREA, M RO AN 56,
SIRGERTZEIT O SARSEN AR L LIFE 3. $7-,
H4OWEZ AR — b LTHEWTEY 9, KRR
WIRIRZERT T A W A GO A X —= KA HFLEH L E
FET. ®EIZ, HARY AV AZESK R E (ST
SWFE L7z, KEROKSAE YT FE AT O 3 HHE ST AR 2
AL EFFET.

I\ 4
&%,

ARCBEE L, BR T RS FIGRAHSCIRREIC & 5 351
b EEA.
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Hepatitis C virus (HCV) is a blood-borne virus and causes chronic infection leading to
development of steatosis, cirrhosis and hepatocellular carcinoma. However, molecular mechanisms of
induction of liver diseases by HCV infection are still unclear. This review focuses on thevirological

significance of processing of HCV core protein by signal peptide peptidase in propagation and
pathogenesis of HCV.
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