4 WEERRAPHEE 3558 W15 FK2044E12 H
PRIV b K RREE
SRR 18 4EEE NS T Y MR
H1-Tm B AA N = X ARG DREE :
RNA 7/ L\ & S 2 2= O #H B.AE H O f#H

W EE R BFE EEERKZE WEY)

e Im ——Y, bk EF?Y, Bruce D. Hammock®
. =] FHEREOA L ST HIRETEE 2 (b EZ TS5 &R L

CHRIFFR Y A VA (HCV) EGE 13 DD ETIEH 200
N, HRTIFHRICLTEANCFET S 0D, %
DOt & HICHEZ - TR S % BED I
ML TW5. Z0iE¥EE LTI}, PEGA Y2 —T o
O e UNEY UHRBEDN DR EZRLTVS
N, BRI 0RICEEE D, BIEHEM. Fi2
HATHREZWIbZ A TDT A )V ZIXFFICEh R D
B EEHbNTVD. T OEMEEREEOFENE
BThHbh, HWLIZCRRFROFIE « BHBADA =X
LZERIAL, ZOHREICE SO IEIEEFFE LD
B> TAWIZRICH D FHATE.

SEIOMFZEEE1Z, HCV I KGR Y201
DT ®H % microsomal epoxide hydrolase (mEH) D1#{E
JEREICE R NIZT &V, TNETObhbhod
WFZE RIS HE D WAL T S Nz, (R EHE DRk
&, CHIAFREH DOAFE D 5 K58 X N7z AN6520 HifiH
WO 2 HUAD, CHRIMFREHE DIME IS SR I
TN, o2 A TOMREZFOMFHHIIIMH I
TN EED DTG LD, bhbhiIEiiZD
ANG6520 O cDNAZ 70 —=> %L, A{AH mEH
ThsreEZHB U mEHZHEBZ NF a0 T4
JWATHREL, TORIEZ IR EHRE UTHiR
EZ1T9 &, AN6520 HiJF THUAZIIE U 7zkE R & 1
Eo T, CHRIRFROMIC ATIRFREZDOIME TE ER
WCHiAD RS N, —J7 BRIFR, SEHIMEATREES T
BRLHBE LAV EE 0> Y. JiUkRISTET T
%<, mEHZ0O& D%, CRIFFRZMEHICIBW Tl
WCHBL, BT 8 Y —F O 44 #L ¢ mEH
DIFEZEDES 5N, 2O IO mEH
IMEFEDY A IV AEGIC K > T, TOHEMIZEL,
D WMEERAY EF, 2 BEERAY MEms

3) Entomology & Cancer Research Center, Univ. of California Davis

TWV3. YA IVAFROHPTE CHIE ARIFAR TDH
COZEMNRE SN, BRFROFEAIME RS TlEe<
MBS BENIRNT &I, TNHDIERREN Y
[EEsp vy A )L A —fRIc Hs@ Uit C A 2L Tl s
<, HEULHULIZESRNAY A )V ADEEFEIC D AILEDH
KETHB EERELE.

ZTTAMETIE, FRLZONFHEFBDICRNAY A
)V A mEHICZ b2 RIZ L, ZHUTEV mEH D
BI59 % R e HEHEIC B D N ST L ZEHEAT
CEREMNE LT T . BEMTOY A ) ARG
INEG IR AR5 A )V A (HAV) 7% H W= EEh 5
ARZ—bFL, FOFBICOWTHORNAY AL I
KB BPRR O TRGEZED B ic Uiz, iz
HAV 7z B R I R T 8 % &, MlRNICREL
TV mEHVHIlREEICHIRT 5 2 & 2 TR T
fFTCVDT, mEHOE ETO FRa Y —Z{bofiE
MrFEE e UT, mEHD %5857 23859 % EE0E
DE/ 7a—FIVGAZIER L, Nz TEHIIC
Fat L7z,

(M8 & F5E]

mEH Bt DFIR

X 1SR 9RO mEH Wi v 72 GST Rl & % >3 7 &
U CARIGEICHE S 72. mEH cDNADERKIZS T
K LY. ZheTo7L—hel, 210735
A =7 W TPCRZITV, pGEX2TN7ZT Z—IHH
AN TRIGHE BL2L TR E 2. XN FEEHD
Fe 3803 1 1K filt i 71k % SDS-PAGE 1% I Coomasie Blue
stainingZZ 17> C/NY ROY A A Z[EiRT 5 & &,
western blotting #1C $1 GST HifA TGST & % > /87
ERET A ICXbiTo Tz,
imEHE / ¥ O—F IViRiEDVER

SR L LT, S NF 2 a0 o)) X e
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GST(27.5 kD=a) a3 1-455 TR

& 1.mEHW A ($1- 4 HEAT 517~ —

#3 assssmsssm=ss

#a  assssssssssss

2 21.4556 1K Name Sequence
= 244.455 487 K #1 forward CGGGATCCATGTGGCTAGAAATCCTCCTCAC
e A #2 forward CGGGATCCCGGGACAAAGAGGAAACTTTGCC
ozt e #3 forward CGGGATCCAAAGGCCTGCACTTGAACATGGC
e 21 com #4 forward CGGGATCCGAGAAGTTTTCCACCTGGACC
#1 reverse CGGGATCCTTGCCGCTCCAGCACCGACAGG

3321-209 SE4 K
7 2 mmmsmmssmsss

2321226 50 K
#8 2 emmsssssmssss

=321-1432 4z K
H#9  emsssssssssas

1. GSTElG % 237 & U T E B 72 9O mEH K
(#1-#9). mERIIGSTHZ VRT3 RT .

S H 72 SOOI DI D B A A 2L TRELL 72
mEH 2 £ % /372 7% [l 7z. BALB/c< 7 RIS
HImEH 40 pgZ 70+ > b 5227 ¥ a3 k&I
RICE %, [MEOmEHZ RELRT Y a Ny ke
HIcE ™I QEH), d5W0WE7 a3V bl
FEIEICES U7z (3, 4RIH). B AL Z NS-1&45%
polyethylene glycol (ATCC) Z W TRl& L T/NA 7
U R—<Z{E U7z, PUAOR IR 8 mEH 7 [ fH
{b U7z ELISA T17\>, 3 [mlLL oD limiting dilution < &
DHURBEENA T R—=<xZHI7u— bt LTz Juik
DT AN ZA T DPE L Amersham D isotyping kit
H\ T o k.
mEHET A % B UL 2 ELISA & competitive antibody
binding assay (CBA)

mEH Wi & K5 # {4 % SDS sample buffer CHLEE
LA7A{t#% PBS TAFR L, ELISA plate!c coating L T
ELISAIC fiW 7z, CBAYICIZAE BRI mEH % > /8 7 72 &
51 preparative SDS-PAGE (Prep Cell, Bio-Rad) THi
U728 DZ&EM{E L, radioimmunoassay Tf7- 7z.
T/ 7 a—F )Lk Bk H 5 Protein G-agarose T
FE LIV LTzIgG e, FETX)VIgG & & [E L
LIehiR & RIS T, ZDHEiE3H % y-counter THIE
L7z.
DMBA cytotoxicity assay

THLE-5b, Huh7, Huh7.5% 96 9\ 'L — s ThHi#E L,
poly (I:C) M & 7213 7 1 )L A &Y%, M. Miyata 5 D
1512 © CDMBAIC X9 % @2 M 2 il Uz, ek
HI7E 1 Cell Counting Kit-8 (Dojindo) & W TiT- 7=.

(% RI

M mEHE / 7 O—F IVIEDER

mEH % 339 % )33 2 a7 1 )L X 7% Sf9 fll i 12 &
gy, BUCHE U5 Y, b b RmintkAne
K BV, #HE LD, Q-sepharose T A 7 238
FIC X O mEHZ RS L2, TN ZBALB/cY 7 AU
FCALHicHgE L. HiAD A 7Y —=2 713D

#2-#4 reverse [ TCCCCCGGGTTGCCGCTCCAGCACCGACAGG

#5 reverse TCCCCCGGGCTTCATCCGCTCACGCTTCTG
#6 reverse TCCCCCGGGGTCGTCCAGGGAGAACTTCC

#7 reverse TCCCCCGGGGGTGTCAGGCTTGGTGCACTG
#8 reverse TCCCCCGGGGTCCCCTCCTTGAATGTAGAA
#9 reverse TCCCCCGGGGGGCTTCGGGGTATGGCCTGC

mEH 7% [E#H{t. U 7zELISACfr-> =. HilkO T k—
TNt DTz, mEHO 7% %85 O Wi 7%z GST @l &
BUNRTELTHRBATEZ T IAIREMELZ. 2
EZRUHTZ2#INONRKZIEEICH S Uiz #2-#4
&, CRIPOEIEICHE L LTz #5-#9D9 B & 1E AL
L7z(XD. TN6DO TSI AIRTAGEZ TV
AT+ —LLU, IPTGTR VN7 R B ZFEL, Hik
ZSDSHULH U THiEZ sk L, S hZzZREMkL 7z
ELISAEZERK U7z, #1-#4D¥HiJF% 7z ELISA
THRES T AMEZRELTHS L, 2[EHOREE
Tl #H1E #2109 2 PUADAHBLIL T2hY, %3
MFEORT T LIc KD #3& #4103 S HikE HHEH
L. 2O e S5mEHDON KD FHC AKX O
PEEPEDGRN T & AVRE E 7z (data not shown).
RICESNTZ65FEDNA T =< LFiFICDWn
T ZDELISAZ 17 o Tz, (FREW X7 D Hilk D 4
RZX 28, bITRT). ZORIEISZ—25 1) NEK
(aa.21-143) BT 5 D (#1, #2, #5~#9L K
), 2) CK (aa.327-455) Zilik a5 & D (#1~#4,
#5, #6 LD, BRU3) M mEH & IIKIET 570,
HF1-#900VITNEEILLAEVEDDIFEICHIT S
N7z, ELISAOHIFE L U TRE mEH % SDSLHL L 7=
£, LisWb 0022 HWTHB L THS L, 1
& 2) OFiAIZSDS LR L 7z mEH & & K9 % DI 6t
LT, 3) OFAIZSDSUI L 7=mEH & 132 < KL
T (X 20) TeEMD, 1) £2) OFiAIZ mEH D linear
structure Z58i% L, 3) D7 I)L—71EmEH 73+ B
TEHEIEEZRRLTVDB EEZ BN
mEH D linear structure Z32i%d9 % 1) £2) O J)L—
7 OFifki western blotting 17 - 72 Hii & K d %
DT, LUFO3FEOmEH FEHIAEOH i % VT
ToTHE. DI NF 207 )V A TmEH %3
LTV SO Mok ziURE LG d, &F
49KDa®O mEH D /XY FUND/NE LN ROHB D
A=V A-OHb, DOVIIV—TIZAZ
WBCD2R A7, 2)IEFBDO XA T ;KL (K 3a).



6 G M, fth
#1-#9 o#1
m#2
2.500 D#3
2.000 O#4

S 1.500 m#5

g \

S 1.000 = ] #6
0.500 i | o#7
0.000 = ‘ : E :g

6E3 5D8D7 K2B7 K4F8 NS-1
B Pgex
antibody (1:100 culture sup) )
OE.coli

K 2. ELISAIC X A€/ 7 a—F)LHkD T Y s — gk
(a) 4 FEDHifk (6E3, 5D8, K2B7, K4F8) & [Z MRS NS-11525 EiED #1- #9 & D K.

#1-#9

o #1
W #2

OD 492

= ——

O #3
O #4
W #5
& #6
o#7
0O #8
o#9

= =

6E3 2G2

H9
cell culture(1:100)

B Pgex
O E.coli

2D8G8 Ns—1

(b) 4 FEOHUA(GES, 2G2, 1H9, 2D8) & [N SRONS-1554# FiGD #1-#9& DL

Elisa result of mEH

poly mEH
W mono meh lot §

antibodies

pmEH peptide 54-71

1.4
1.2

08 |
: |3 pmEH peptide 54-71

0.6
0.4
i
o (ALl iiniE

R I ==l S = Ay

B 228%¥85Ra8 9

by asx oo =~ &8 Z

© Q B a ©

(B mEH (poly mEH) & Z 117 preparative SDS-PAGE
THIBIL, SDSIC & D @M% %% > 7z mEH (mono
mEH) IS 2 BT/ 7 a—F )IUHAD G,

2) mEHZRB LT3 b AFfiafk THLE-5b %
i\ 7z western blotting#f7>7z& A, 1) DR AT
DHUAD—ET 49KDaD mEH LIS 52KDaD /N> R
EERIBT B EDNEDH - (K3b). 3) mEH%A
FHT % bt MR Bk MK Huhl 2 O 728558 & 2)
LA UT&H - 7z (data not shown). DL FOFERE RS
W—TDORENEHUAD G /T ) 7 A 2 AT
DiEREFELDHBZ E, 20K I HMHSEVETDS
“)035(/(7 ST % T LA HR T,
COSMEHDOPUAD S B 1 ~VHEHKT 554D
IEF 7T OmEH 7)1 ETONMEMGRZIND 2o
Z, PUAIE LD competitive binding assay Z11- 7=. [#
1‘91 ELZRS mEHICH U, SFEPIAZ R4 T T

(d)Peptide aa54-717% [&fH{k. L 7= ELISA.

AU 72Uk E IR PR L RIRA LTI E Y, H
DA RIE L (£3). CORFEICTE h—TH
DH o> THWBHIARTF R (aab4-71) mEH 79 FHifkE
Malz. ZOE, 1 ELTOBTREELRBEAMNED
N, HLOILY F—7PIEEICFEIET S & HRE
INz. ACKIICN R Ze8ikd 2T 1, T&
DFEDFRA L IRVD, Plaadbd-7TI X T F R ¥ £
wegaETRT otz TORATNMOYIAE
OR RN 2 RS 5 12 I aab4-71X 7 F R & [E 1L
UL7zELISA%Z{To b T A, 24 TNMOHUEDIHEN
MLz (K2d) DT, 24 TMFAOTE b—T 1%
aabd-7T1DESNICFEET B DL BbNnz. 24TV
PUARIC DWW T i i 72 (R 5 U 7z mEH HiE = Fl v
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T competitive binding assay #{1->7z& A, WLV
I/ T % 2 OPUAR L TORFEN RSN (R 3).
D EDKRMNS, 5DD XA TOHANR#MT 5T E
F—=T13R AR LI K D ICHEFwT % T & hHIk Tz,

IEEAFHFRREm D mEH R1R

TRICLLED R AT 1~V OHikZ W T IEH
a2 15 O mEH D AZ{ETEREIC DWW Tl 7z, mEH(Z
F& UTMIAEE LICFES 20, MlaEREICE
FELTWRZ EPHENTNE?. ZOEBE50D
JRICHBWTE, mEHRED XS bRy — T
ETHEMIERENTHEY. Ty FOmEH EEFIC

N glycosylation siteZ & A L, #ifdic v AT =¥
va YL TmEHOE EdD FRa Y —7%Z3 X7z D.Levy
DOHEEIIFED T TR, K4ITRT XS5 ICHIfaEm
JEE - CLE N RO E 72 M &, CARMHMMEsMC &
L T (type II topology) Na ™ A # U &k{# 1 A B %
IV AR=FLTWVS. —J/hafkiE ETidk
(#780%) O mEH Atype 1 topologyZZ/<xL, —uk (§)
20%) D FHHitype 1 topologyZ# /i & W5, ZT T
Db Fi R THE LNz FOIEZ W,
collagenase L THIfL & 77 %, 5DD XA TDE ./
70— Uik & KOS E 4 TFCAS ffft 21710, Hilid
KA HBIFZ2mEHO T E b —FHEHZH N7z K5

® 2.
) ELISA Western blotting

Clones | Isotype : L—chain| #1 i #2 : #3 : #4 ipolymer| Bac-Sf9: T5b : Huhi Type
2D8 G2a : k 0+ - =+ A 54K, 49K ! 54K, 49K I

5D8 Gl | k DO S + A 54K, 49K 54K, 49K I

K4F8 G1 k e + A 1 49K 49K i

K2B7 G1 k O I + @ 49K 49K |

6E3 Gl k + 0+ + B 49K 49K v

2G2 Gl k - - + - - i - v

A. Western blotting against recBacmEH-Sf9

M; IF1 11 5D8D7 1
M W 2 (953 SDACH1 [SDADV 202 6 M. M2 M2 IF12 AB6sI KAF8 K287 8F11 7811 M1

— — o . P
B type A type C type

B. Western blotting against T5h

208 2G2 508 SD8 6E3 7811 8F11 K2B7 M

{

23 2 1%

2G2 508 8F11 5DB 208 6E3 AB6 K4FE M

3. mEH FHMMHRIC T 28T/ 7 u—FILi
R immunoblotting.
(@ FAELZ NF 2 1Y A )L R IEGETmEH 2 FE B U 72 SOOI,

# 3. Competitive binding assay

(b) & b IEH A AT AL AR THLE-5b.

Competitor Ab
Type | Type Il | Typell | Type IV Type V Rabbit

1251_Ab 2D8 | 5D8 K4F8 K2B7 6E3 2G2 1H9 ianti—aab4-71
Type 1 5D8 96.1 ° 62.6 30.9 38.0 1.4 1.4 42
Type Il K4F8 939 : 94.7 10.5 15.5 15.5 25.9
Type III K2B7 28.4 54.2 39.7 £ . 99.3
Type IV 6E3 300 | 26.2 434 44.0
Type V 2G2 ND. 17.9 N.D. N.D.
Type V. 1H9 N.D. 14.1 N.D. N.D.

= 4.

54-KDa protein

Type I: Anti-N-terminus (aa.21-143) linear epitope, Cross-reacts with

Type II: Anti-N-terminus (aa.21-143) linear epitope
Type lll: Anti-N-terminus (aa.54-71) linear epitope
Type IV: Anti-C-terminus (aa.327-455) linear epitope

Type V: Anti-conformational epitope




8 MR Rk, b

WRT KT, 3HIOEFER, 1HIOREFOWVWTN
KB TEType I, I, I, VOIE b —7 AL
MICHRBE L TWER, Type NVEFIF &< B E Nk
Mol TIN5 O/EIEHFMNERm TCOmMEHIZC AR
MEHETIIN AL H TV S type I topology % & >
TWBZEeRREL, hDZFDEZLIEFTTFHNDB NI
DFRENREFEDEXGEZ L > TWVWBH T L2 L
TW3.

IEEY 2 INERTCOmEH %R

I HIDOFEFED IEFHIIE T D mEH DFH 7% Tz,
mEHIZ TR TE L S OB THREL TV S,
4 M THE S N/EmEHO T E s — T @t
DFEERD, MOHINT DN T EFE U TH B2 hEH
B EIC Uiz, 2T TIEH ANOREIMY > 78R 2 5]
ICDWTCIARRICFCAS fftr 2i1o 72 & T A, AHlila e
KELEZD, MlEEREHTRIOTNOYiIA L & KIGH
2L RENEM> T (K 6a,c). Ml TOmEH 55
R B 78I, Hlfd7% detergent Tpermealize YLEH
L, MINOFIRZHRHNIzE T ASDDERALTDSH
type VERLAFOHAOWNTNE L EERL, Ml

“LAdid

@ mz [ w‘ [ w’ [ wzi [ \ﬂ P ] mz [
A

Sy

e B 1)‘ R nz R \tz I Wz W
FLiH

Type |

5. IEW AR OmMEH T ¥ s — 73BT
T E 72 FHRECERI LTz b Sl 2 o 5 77— B
TS, STHOIA & KHE T flow cytometry #1715 Jz.
(@2DDRFEHNZRT .

Type Il Typelll  TypelV  TypeV

Ha N T LI AR R ERIC mEH DB L TV 3 T & AV
mENT (K6b,d). LLEXD U 2 SERTIEmEH XA
JTANTOARFEEL, ULhrEHFHlaE KE R0,
AN NTUCIENTE Z N D type V HUAD RS %
EokmiER LB Lil, VMEDHTFIEBZ

Bile Acid Transport by mEH (Daniel Levy)

c 0 Type I

\

Na-dependent

Type I (80%)
C

N
Type II(20%)

\ Vesicular transport

>

4. mEH @ membrane topology {C 29~ % Daniel Levy 5 @D
AR LTz d D.

Intact hepatocytes

35.00
30.00
— 25.00
; @ Normal 1
5 2000 B Normal 2
% 15.00 Normal 3
© [ fatty liver
% 10.00
5.00
0.00

6G7 Typel Typell Type Type Type
I v \

(0) FANR Tz 4517 NZF N D45 R % mean fluorescence
intensity T/R9J".

o

A A

o 1o 102 108 io*o® ol m? "8

~0 10 20 30 40 50 60
~0 10 20 30 40 50 60

4 Gl B
o 10 102 108 10

5
28
0o

&

0 10 20 30 40 50 60

| 8
°
3
1 i
29

H
88
°
i 8
| °

J "
' T ol

o 1

o lui NPT Q) . "#mglﬁ‘uma i e ,
0 0 1 1 1 o 10 102 103 10
B Ot

120

b. §

S

0 40 60 80 100

20

FOTTIGT 102 168 o 190 1ol 102 403 040 Tl ‘02 Tl 00 ie 102 AT
195, FLI-H

Typel Type Il Type lll

K 6. 1EF AU 7 SERCOmEHFEBOfi#AT.

(@) IEHE ANV 27 8BR7Z 77 Bt SFEO Hifk & SOt & 1T flow cytometry 2175 7z.

Tpermealize L, [AUHUAL KIS HTz.

H
8

| S - 2, T
o 100 1ol 102 BT T TS R Te T S
FL1- FLI-H

Type IV Type V W6/32

(b) [7 UHENE% BD Cytofix/Cytoperm 7 FH\»
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Intact cells
:15.00
=000 EPBMC 1
pe EPBMC 2
= 00 O HepG2
o= 000

NG 6G7 Typel Type Type Type Type
n m v Vv

4D R Z ek a > b o —)LEik (6G7: HIHCV core
Bifk) & Lt U 7= relative mean fluorescence intensity Tk
L7z. W6/32: anti-MHC class I monoclonal antibody ([t
Iy ha—j).

HLE/X—DETHEELTWVSED EHEHIET Nz,
mEHOFHEEMHBEME TRES LS5 TS
MW, TOXIIIFEENPKEL B RS T LIFHISN
TWENSTzDT, ETHMEDHIHRTHS LR
bni.

FHHRBaAk T D mEH FIF

mEHE Z OB\IETFICZRENDH O, FEDOBEMKT
RIFE 42 ORI MR EBEORE LHENL S C W
MBENTWVBY, F =% 2 o5l ¢ R FEH
L72D, T FOLERIEIERIC I 1T 5 s s
BIZBWVTRFAEICIENL > TmEHD A THH X
N, preneoplastic antigen & L IEIFN Y. 2D XS
ICmEH (3 M 2 2330 2 < O O FEAICBEE L
TWVWBZ ENHENTVWS. T TmEHDEEIFHE
WHENADOBIETEEZZ T TV ZHIS 28
I, IEHE I IE 3 K O A B B ol o Mk 3 FE I
DVT, SHEELNTT/ 7a—F)LiikER VT
PRTHIZ. D IEHEFEZ SV40 T HiFEE S D
A & D AFE{L L 72 THLE-5b (T5b) fifdcld 5o
Eh—7DnIneillEm cldmtInah o7z
(X 7a, o). 1EH FFAIAE IS 21 IR © mEH O Al g
KHRBEDLEDNE PS5 NTEH, THLESD
DO DATRIZEEEIRBICH % EFIFME L X <
TWwas Liibniz. 2) =N UIRREICH
D, « -fetoprotein DFEHIRE & f#FF L TV % Huh-7 Tl
type VOREEZREINZESH SN, type 1, I, MEH
INTHBH—EOMIETIRD 5Nz (K 7a, ¢). 3)
Kbzl RO Huh-1 Tl 2 THOZE h—7
MHIfERmICRE L TED, 7Ly Y azEFETFHl
RV UNERTIFED SN Ao Tztype VO E b —
TORELEBH LN (K 7a, ). WT OIS
TELHINTIEIARTOIE h—TNHEBHL TW3B T
LlZ, Hifa% permealize U722ICHUA L SnEH 55
BRCHERR S NIz (K7, d). S alOFSE R type VO T

Permealized cells

—~1500
S mPBIG |
BPBIC 2
= 30 [ HepG2

= 000

NG  6GT Typel Typell Typelll Type IV Type V

(d)

¥ b — 7 O R R B A IR R T H % nlREME
R L TEHED, JEFICHEBRR.

RNA™ A )L AR H AHBREMR D mEH RIR I RIZTRE

JIF 2% 5B 2 1f 75 vh O F1 mEH #ifk B AV HCV & HAV
JERT DRI SN, HBVIEGRDIEFIAT[EE TlEH S
Nz e s, mEHOPIRZEARNAY A )L 2K
B L CGEC AT EMNIDDAEENE L TEZX S
Niz. Z T TREEFIC Y A )V X2 B X ¥, mEH
DOFBEAEZAT 1 —VOHiikZE W THN .
THLE-5bICRNA™Y 1 )L A D 1% T & % Sendai virus
FZEDNAY A )W ADIFETH AT 7 =T T A VA
7 B GL X, mEH D %8 & % western blotting I X %
Eme, 7 b UEELTEUALEZTT TRTEE
{EDWGE 21T > T2, 2 < A£IFFED 5 N7ah - 1z (data
not shown). Z C CTHllfdZ EDTALEIC & » B L,
MR LI 351 5 mEH 33 7% flow cytometry Tad T
H% &, Sendai virus FEHANL T D FHtype VI E h—
THVHIEEEIC BT 5 2 RSB 5N (X8). AF
KA IJVAHCVEHAVD 5 EHAVIX, TN & Tl
mEH O ¥ 72 #iat U 7o i bk o Huh7 12D AT HE
THHDT, TOMINTOWTEREETT-> 7 (X9).
ZORERZATVICMAZA TMOLE +—THl
fakmicHiid s &, MilkNTEe2TOIE =7
MEHEN, T4V BRI KB RV W
Moz,

Poly(I:C) SL3BTRNA Y 1 JV AR LR CE{L &5 | =i
9 TEDEEKS

RNAY A )VAWNBERST B e A2 —T 0 VgL
DN B IR RGIERD Y 7 F VRENFE X N,
ZD KV H—& L TPoly@:C) RNAY / LD IC
LIELIEHWBENS. THLESb OB ERRIC T Nz hn
Z % &, Sendai virus*® LCM ™7 1 )L A &G & [FIARIC
type VLY F— 7 OfifaRmFEHN H 5 iz (X110).
Poly:C) % b VAT = 7> 3 VI K D Ml E A



10 TR

e b, At

K [ K ")
w0 o
ELiH

:Q L.
Huh7 - M’
Owi‘ 10! ;[?i ot

L
A

Type |

Huh1

Type ll

B L "
Lk
3 1 }| [
2 | o | 1
L ¥ - 1
2. b 2. -
100 10! 102 10° 0t 100 ' 10 0 ot 1 ! 1 0 10*
Ak At s
7
&

Type \/

Type IV
7. () 3FEDIFHIEAL (THLE-5b, Huh7, Huh1) O T O mEHFEBIfi#sT.

Type Il

3,' ] cmi‘ ' FfH e o 2;‘ R R R i FLEZH ¢ o L( W
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