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LM BHCVIFHrsiKAF =7 VY — AR 2R LT v 7 U 217> TV D 2 EMRR S L
7=,

TR OMEE (330) : We demonstrated that Hrs, an ESCRT-0 component, is critical for
the budding of HCV through the exosomal secretion pathway. Hrs depletion caused reduced
exosome production, which paralleled with the decrease of HCV replication in the host cell,
and that in the culture supernatant. Furthermore, both the core protein and an envelope
protein of HCV were detected in the intraluminal vesicles of MVBs. These results suggested
that HCV secretion from host cells requires Hrs-dependent exosomal pathway in which the

viral assembly is also involved.
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1. WFERHAR YW DTS &

C BB MERFZ:1E C BUF & 7 A LA (HCV)
ZIRINE T2 EBMERETH U S E TR
2 lEm e R EE R T ENnD, £
OyuRIFHZINC LB ORETH 5, C
BB PERF R OIRIFEIZIZ T A v X —T7 z 1
o URE Y UOFREIEIC K D IRES LT

ENTVD b ODIRFRIRFIMEDIER B %< |

HCV D% = bIZFEMICHET 5
TENAEBLRSOTND, HLDTA LA
YRR RE I 31T 2 MR PN/ g 16 5% 0O
PEDSER Bz Al o ¢, HCV s &
/NEEEE OBMRMNTER STV b,

B g AN O] Tp e N S BT e i ()
A VR OWFED BT TS, ESCRT
/NEHERREE D— 1 Cd 5 Hrs I3 B 5%
FALENT=H X B ) VT — Do~k
T 5, HEEE IXFLIE T Hrs OBERE % U
HMZTAHTEOIC e Ml E AV, Hrs
WA= 77 V—ICHER G FTHDHZ L
% W72 L 7= (Tamai, et al. Biochem Biophys
Res Commun, 2007), F£7-. Hrs Dfigasfs
By ) v 770 b= A& FUTHERRIT T
YER L. in vivo IZHBWTH Hrs 2SHIfRD
HEIFICBR T ThDHZ L RNWE LT
(Tamai, et al. Am J Pathol, 2008) ., IT4E.
HCV a7 % /X7 X E6AP (2L D =%
FoALEN D Z & HCV ERn4— 7
7V EFHEETHI L7, HCV &/hg
g5 O BIfR 2 e 4 2 B RS R s S
7= (3 Virol. 2006, 2007, 2008), £7=. 4 — b
77— HCV T A 7% A 7 )VIZEHE
REEREZL TV EOHREL DD
( Autophagy. 2009, PNAS. 2009, J

Gastroenterol. 2009) .

REEE (3 B (ESLRYGYEMFIERT)
L5 HCV 228t 7 A LA
¥ JFH1 %, Hrs Frp0C /) v 7 XL
7= Huh7 il e &8, RIGICEA SN
LA NABNRHGNED TS Z L
L7, FfEOHG% ESCRT Tt Th D
VPS4B (2B L T fifgid L 7=, £7- . ESCRT
RKEHESTHZ L THCV a7 R0
OfgiEN 1L E D = & b I SBAMET CTHER
LTkH MVBEMKAEIZELY HCVDOT
T HDWVITHEREE STV D AT

BEMENE 2 BT,
2. WEOEM

AHF5e %, TESCRT /Masik%s HCV
JERYSRIEZHIET 5 LW REL AT,
ZORMAEEHED D, HFEE DGR IE LT
UL, HCV o7& o7 U « HEEN/Na
ERIZE > THIE SN D DOHR2 5T, Fife
DR & oo TWARREM S B 5, &K
WEClE, #E% ESCRT 45+ / v 7 & v
VIR &2 D C BRI REME 2 RRGE L,
ESCRT &A7H/Matat2-HCV J&G o B
HHEZ DWW TSN D,

3. WHED Ik

vk A NVARY X —% T, Huh7
#}ac ESCRT # 37 Hrs (ESCRT-0),
CHMP3 (ESCRT-3), VPS4B (ESCRT #x
) D siRNA FELRY ¥ — % B E T A
feZblickv, ESCRT # 37 %#) 1 ¥
Mzl T/ v X352 LN AlhE
Thbd, —H., INLHTORIF bR
T 4 7 ERAREFBFHET L Mukk & 17F
B4 %5 Z & T, in vitro [I2BWWT ESCRT
TR 2 BHE L HCV OFIfuNELEE - HEjH -
HEE L OB A 520245, £7-. HCV
DFEER XN F b Ens 2 &
T ESCRT /Mgt RS 1 C 78k S Av, Jkge
HHEICBE D = L ZFFHT 5,

4. WrIERLE

(1) ESCRT 4>+ ® HCV (235 1F 5 &8 % i
T Hoic, £9, HCV B"EgEhsd L
SNnbx s Y — & Hrs OREHNE 2 5]
L7, Hrs / v 7 7 v MERRMIEIZIBUWT
X, =7 VYV — AOKRHENIH ST
v . ovalbumin |2 X > TR Z TV, =D
T —AEENLZEZA OTI N7
VA = 7= A0 TS AT
FHEREE LR LT\, BLEDZ &b
Hrs (3=7 VY — AMHIZVHED 71 Th
0., =7 VY —LEN LIEHEEREEIC S
B> TV 5 ATREME AN RIE S 7=, (BBRC,
2010)

(2) Hrs / » 7 %7 > Huh7 #ifaiz HCV #k
JFH1 #gss85 &, RiEFRICHKE S
% HCV-RNA [ZAREIZED L=, Mk



HCV-RNA 02 7 & /87 BB &322
DI Tons, FFEAN O Gt HCV R+
T Hrs / v 7 X7 a8V g LT
Wiz, LEDZ v, Hrs 13 HCV 7k
Y7 VIZEE LTV A RREMEDSVRIZ S U7,
(3) HCViEsfino FigAa R L, o akf
BEEARR I ToET 5L, HCVary
VR I = A= —ThD
CD63IHIFIE R UArHil I A77E L 7o, SefE S
WA= AW THEIZET % £ multivesicular
body E HCV = 7 % /X7 [ ZE B 3L 5
FELTEY, mEEHEZB /7295 &, HCV
a7 HENRTBLR R =T Ny
lZmultivesicular body @intraluminal
vesiclelZ H1ELE L CW 7=, MVBERIZ 2 ZH
LEINDVPSA ) v 7 X AAEIIZ BN T
HOVEUH DA s A iz, =27 Y ) — A
I MZEDRab2Tb /> 7 27 AR
W, HOVIRH Db 23 BTz, LA ED
Z E M BLHCVIFHrsIKIFE= 7 VYV — Ak
B AEFIH LTV D aREMEN/RIE S 72,
(Virology, 2012)
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