RIEBLIOISAZERK 26 FEOMENETE
L7,

B. MIREFE

##: 777 A X R pUC19-HBV-Ae, Bj, C 72 5
ONZ Ae-N(HBV HISERNAIZHEH T 5 H DD X
VR BEITFREBE LR WERE) ITHPEA
B GEHEBHILKRFE) L0oE5ELTEN
77, RNAiMAX lipofectamine reagent X
N Lipofectamine 2000 I'X Invitrogen f£3
X O Fugene HD IX, Promega #- X WEEA L
ebDEER L, KFFEIZHERL
siRNA, Primer iZ., Sigma #HIZBWTERL
-HOEFEHR L7, ¢RNA i T7 promoter
with MEGAscript (Ambion) Z{F LT Cap
FETT in vitro BEIEZ L DA EM
L72.RNA @ quality (ZEXIKEN CTHEN D,
Capping DZNZ (L m7G-cap antibody 2 L 5
Gel shift assay I[ZHENOT-HLDOEEHL
7o

AEEEZE - Vero R X OWTHEME THS
HepG2, Huh-7 #EfRi%, &~y aZliEkA—
TR (= AA) 1T 10% 4R IRIMTE. 4
mM 7 AEILEERINL, 37°C, 5% CO2 &4
T CHEZE L7z, HepG2-hNTCP-C4 FHATIL.
ESRYOEMEFTORE ., ELELEIV S
ELTEW:, FIREMFRRPHDIZ Y ==
oI ANAFTVEA LT, HepG2 TDT' TR
SREBHRIZEBWTIL, Fugene HD (Promega)
EEFERL, siRNA ORIV AT 27 ail
B TlE, RNAIMAX lipofectamine regent %
AL, LR~ =2 T VNN T
AT a LT,
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HBV/EZ: PHH, HepG2-hNTCP-C4 #BAZIZ
%LC? HBV &4 % 4% PEG8000 FFE T T
FHFI 10 genome, 100 genome /FHRT
BT,

RNA 7], E&#I-RT-PCR. PHH, HepG2,
HepG2-hNTCP-C4 #ifd% PBS (2 T — EE ¥t
L. Isogen (A AT —40)% AV T, RNAZHH
HU77, BIEICHEVY, DNase I (Invitrogen )
B X Y ReverTra Ace gPCR RT kit
(TOYOBO #h)ZfEMAL cDNA Z& /%, BE
0D IFNs YA A2 | ISG DERBLAE %
77 A<—,SYBR Premix Ex Taq (TAKARA
#). Real time PCR (Step One Plus: Applied
Biosystems)% VN CTHEHTL 7=,

IEN-A 1 IZ LB T4 X EHDAEYT 1.24

{%& D HBV 77/ 1% Transfection L 72 KFfE
#BoEEE EEE Vero MAEIZ 24 BFIE
pre—treatment L7=%. VSV % 100 pfu /well
TRPEIH, 24%DAF LA — A% E T
HN_RyaflEA—T NV EEHIEEREL Plaque
assay &1To72, IFN-1 1 D HFIRERIZEAL C
1%, IL-29/IFN-lambdal #i{&(R&D)% 1 u
g/ml DEE CfEH L7, Lamivudine iZ Sigma
FOEEALT,

ERNVA 02 . 5 RIG-I 277 L /% IRF-3 D J >
Lk DAEHT + TT promoter with MEGAscript
AL T In vitro 885 X W 72¢RNA %
HepG2 {Z Transfection L7z, fifgz v 7
7—(0.5% SDS, 1 mM Na3v04, 10 mM NaF,
PBS) THIAME L7z, Al i & SDS-PAGE
% 4T\ . $l phospho-IRF-3 #T {& (Cell




Signaling ft) £ 7213t IRF-3 $Hif& (Santa
Cruz Biotechnology ££){Z T, Immunoblot
2{To77,

Encapsidated HBV DNA DEL&: Y% D
PHH # /3> 7 7— (50 mM Tris (pH7.4), 1
mM EDTA, 1% NP-40) THI¥A(L L7=1%. 6 mM
2725 X 912, MgOAc Z/iNz. DNase I 7
B ONZ RNase A AVEE AT > 72, i 3 BRFfE
#%. 10 mM EDTA Z/N%., 65°C 15 min D
G CHRTE &4, Proteinase K ALERf% ., 7 =
J—=vruaafR/VAEERL, HBV DNA %
L /-, D% Q-PCR | T Encapsidated
HBV DNA DEB AT -7,

C. WrEHER
HBV J&YuiZ & B IFN &2 : HBV LI LS

B R FIE LB ORI EATI D | EEEET
(2 1.24 £ HBV 7" ) LE ARG DO R A& AV
T, FFEEMIRS Huh7 <° HepG2, PHH (238 T,
[EIFN OFBE T RSN o 7223, T HL IFN
DOFE | IREFEINAIZLE RHL TV,

44X, HepG2-hNTCP-C4(HBV D%
EAEFICEBELZMBE2FERL T,

HBV G LV FERRDOFE RBEDID0ED
DMEKTL 7=, HepG2-hNTCP-C4 |Z HBV R
SH, 0 FRR. 24 RefH. 48 BRefd], 72 FRRT%
D, A v —7 xnm IEN-B, IFN-A1, ISG
T& % 0AS2 X° RSAD2 > mRNA 0D F&IR % g
L7z, ZOfER,. 1B IFN THB IFN-BDFH
Y R onehs o703, 1A IFN @ IFN- 1 1
R ISG FEIIEEFEINLILD D)7
(K1), B2, HBV RPEICIVEAIND
IFN- 1 1 28 VSV =2 HBV (IR THUA /LA
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Neutralizing antibody :

EEEFFO TWVWAILEMER T AN TE-

(K2),
HepG2-hNTCP-C4
T e 15 30
e i w
3 3 c
< < s
&75- & 751 15
£ £ E
3 3 Q
2 < <
w 6 — Q g — -ty ‘é’ g 5 -
| ]
0 2448 72 0 2448 72 0 24 48 72

Time after infection (h) Time after infection (h)

b

0 24 48 72°
Time after infection (h)

Time after infection (h)

o
aH
J

o
P

+ == Mock
s HBV-C

IFNB1 mENA (RE)
o

 HBV pgRNA (RE)
=}
o

o4
)

—— ]

Od—Trtr——r—
0 24 48 72

Time after infection (h)

[1: HepG2-hNTCP-C4 #iBaICH(F HHBVRERIC L BHIFN-L 1 K
HepG2-NTCP-CA#ERa£HBVRE RS /% DIFN-A1, IFN-B8, 0AS2, RSAD2D
mMRNALLUHBY pgRNADR M Z E I HIPCRIEICK VR L 72,

Vero * AHepGZ *
>45 '_*"'l TC} g l'_*‘—l
9 k3
o] L 6
230 é
S
515 E 8
2 Py
3 8

0
" . x Neutralizing 1gG  IFN-A1 IFN-).1
Media (HepG2) : Mock HBV-C HBV-C antibody : (+LAM)

19G IFN-A1  Transfection HBV-C
B2: HBVERICKVEE SN DIFN-AT[CE DAV AR

HBVEEE1T>7=HepG2 Hifa D15 # LB ZIFN-A1 (I3 2R fiik?E
ETTVSVO#E B Eplaque7 v A ICLVBIELZ(ER), HBVE R

H7#-HepG2 M5 3 L iFICIFN-A1 E/=(2. LamivudineZiNX.
encapsidated HBY DNAZQ-PCRICTEEL = (AH).,

HBV BB 5- 2 BRAEREV—4
FORFEE: HBV 5428 RBER
Y —GFORELITIZ®. retinoic
(RIG-1) .
gamma—interferon—inducible protein 16
(IFI16). cyclic GMP-AMP synthase (cGAS)
LWV 7 BEEN DR Y — D HBV 7 ) L&
ANZED IFN-AFEEICHT AR 2T,
HepG2 #HBRIZEFE siRNA ZE AL, ZD,
HBV 1.24 f£E4 /2 C 28 A%, IFN-L13E

acid—inducible gene—1



A HENT 77, siRNA 128V RIG-1 2330
FIL7235E . IFN-MFEITFRICHEE S 4.
Z DA, IF116, cGAS | :iﬁ'é SiRNA [ZE E
REACIITRER o7 (FEEE T TORER),
&51Z, PHH =° HepG2-hNTCP-C4 12T A
WA Z BV THFHMI 1T 7224, HBV

FRYLZ LD IFN-AMFFEIT RIG-T 2/ LT

BFEBRNELN- (3L NIHEEEETD
FEFR), LLEDZ XD, HBV REEIZED .
RIG-T{RTEBIZ IFN-AL DR HFELEIZL
RSN,

HepG2-hNTCP-C4
o~ *k e ~ 1.6
w 6 *k L 6 *k Y] %
o — € | Ty,
< < P~ :
Z z 4
3 T3 08
E £ £
§ g‘:) (\50.4
ZolW M W Qo | o oML R
S B 4 S © S =
. £ = O s £ © . £ G
siRNAIE € F SsiRNAE £ g siRNA: & &
o O o O Q
Mock HBV-C Mock HBV-C HBV-C

[E93: HepG2-hNTCP-CABaIC 517 AHBVEERC L ARIG- 4k 7R 7ZIFN-
MBS

F1ESIRNAZLIEBL 7-HepG2-hNTCP-C4$BRICHBVIE AR DIFN-L1 5
SUOAS2E/-IIRIG-IDMRNADRIE E BMIPCRIAICLUIBILE,

RIG-T IZ& 551 HBV A =X LD : IRIZ,
Fr % X RIG-1 O HBV Zh R A BT 5 72
{Z.siRNA (2 &V ZEIMHI S &7- PHH (Z HBV
B S, HBV BRI E 2 D3R % 7T
L7z, RIG-I OFEMHNIL HBV O = v —F
VN—% ERxEE (B4, ZnH0RER
{3 RIG-T 28 HBV LI HB W THL T A /L A&
HEEEILSEARFTHLZ LRI
770
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PHH PHH PHH
~l4q EX 169 L, 167
e iy ! M) ' Y
x Eq2- T1.2]
g < <
8 7 %0 8 é 0.8
£ £ E
= G0.4 0.4
g g g
© 0 3 - 0+ 3 T 0 S T
siRNA: ’g g ‘§ c'rq 'é g
O O O
Infection: HBV-C HBV-C HBV-C

BE4: RIG-ICEBIHBVEIR
PHHICRIG-IIC33d BsIRNAE /= (E 0 bO—LsiRNAZE AL,
HBVE AT o7, B4 10H#%encapsidated HBV DNAZQ-
PCRICTEEL=. RIGID /o F O RIS, IFNLTD
mMRNADRIREEBWPCREICLUKRBLE.

RIG-1 1% RNA D Z725F DNA F35%k& DB &
PELERE SN TEY, HBV HEDE DR,
RIG-T {EMEALEFEE T L0 HEMA AL
57z, HBV H 3 RNA IZ%1 35 siRNA 1285
PHEREFEHT LTZ, HBV HE3K RNA 1Zxf$3
SiRNA ZEAL7=E2 5, HBV Ae EAIZLD
IFN-Al DOREBFHEOB L NROONT-, £
7. HBV H3E® RNAs % HEK293T |[ZHIEX
5L pgRNA DFEIRIZLD IFN-AL OFRIEFEFH
BREZLNRENT (EEEOHREES
M), SBIT, REEREZ AW LD,
5 ZFTEL CWDetBiEDs IFN-AL DFBFH
EAEZEDIRENT, ERE, in vitro BErEX
72 RNA ZEATHERRIIBNTH,

RIG-I #fh/r LT IRF-3 OUVER{LOEEMN
FlEEIENIFERBELNZ(E 5), LLED
FEFRLD, P protein LAHEIEAT S HBV @
pgRNA DekEiE N RIG-I DYH L RENRRBTE
DRSS,



HepG2
Stimulation: Mock _ tRNA

siRNA:  Control  RIG-I
1B: a-phospho-1RF-3

1B: a-IRF-3

;E:&SDS—PAGEUIRF—ESO)*)‘/&(h"élmmunoblot}fl:J:Uﬁﬁb
X HIC—T. 5 el HBV ORI T
FEWIRERSZE < Pprotein 23S
THEMLTHD T ENALNITESN TV,
IBORRIZESE, FAILRIG-I AP
protein DefEE~DEEEAEIELDT
1X7 RIS ARER AN Tz, FEBR, in vitro D%
(ZBWT RIG-T ZFESELHEEBEFHIC P
protein & pgRNA OFE AAERAMBAES N, &
SIZF & 1%, RIG-T @ RD FAA% Huh-7.5
HEPRIZ B ST DL, HBV OERMSHESL,
BLERVE O LIZ, RNA fE SRR VWA RET
IZFDRENEE->TW, L EDORERIZED
T, T4 1E e RNA OVREIS R O FREMEIC
DWW 24T 272, ¢ RNA & vitro IZBW
T. Pprotein & pgRNA DAEEAVEFZHEL.
HBV #BRAHESET-, VAR —AIZ load &
7~ ¢ RNA-MEND Z{EfL . EMTHERR D
A5 2% AN in vivo DEBREBZFITIHE,

¢ RNA-MEND %##& 5 L7-~ U BB\ T=
vha— VEEZ T, MmiEF O HBY 2’ —
T — DR, FFIEHERE T D core X
IBEDRBREBEOBDZE N (FEEEDR
EI

D. EBE

ARFZEIZ L W . HBV DGz BIT ALY
— & R B DRIERE O HEE D —im
DAL MNZ -T2, EDILT aABRRIZK
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B A b A O O TR 2 R D R
LELNTZ LD, SkiE, HBV OIER
W T2 720 & ORIZED B2 EA
Bans, BEMICE, 3 ERTELNZ
HBV @ B #& 5 iRl O Fn R ES W T
RSN RIG-T BEESC ¢ RNA” DREGLRS
N 33T AVE R O TR & H O AT
AL COETZNEB 2 TD, BARRNIZIE
A AN S R RAE - s WA NG Y e o N
FTABERGIEL T T IV REICIE T 55
FEEELTEY., 200 FORBEMEIT 25
HINZATHT T HBV ORhERA 7 FR R
FNOEEERADIEBEHEL TS, £z,
7 T AL IFN 23S THnD D0, T DA
=X L& RETHIET, HBV BERIZRL
TS AzEED, BARREICLS HBY Rl
TSR A BB T A2 BHEL TV
=Y AN

E. #55R

PLEX Y, HBV ¥z kv 17 IPN FHE X
Bl &b oo, 111 & IFN &%
RERXEBITIENbhol, SHIT,
RIG-I 7% pgRNA @ ¢ 2383k L., BRLEIL
BEBERBILTWVWAI ENRBINDFE
BAEE XBHIZRIG-I OFF LWVEREE L
T HBYV P protein @ ¢ HBE~DFEA ZHE
SHDIMUANARFTHLZ MR-
77
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2. PRER
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JEA T R TR R W B A2
JF 9% % TR SE LA 785 3 (B BUIT R AR LS 7 2E)
oAt G E PRk 26 F)

B RURTIR 0 A /v A DFEpfeRk G & BEL9 5 ) =AY 72 M INET i % O BAFE ICBE 9~ S HF5E

s - Al

oo T AHBKRTE KRFREFZRHIER  #%
el hE - Bl

B ZEEBKRE BT AL TT A, AR A —

SYYERFERRREE  HBY K7 ORI & FAV 7o HBY DHBAEPR AEAE O gt

MREES . b MNFHIEX 2 T~ 0 X iF B 3RHBV & OB R RHBs ¥+ (BNC) Z# )t T
U Lo TR L, & NRFELAFAEIERE (HuS-E/2#0A8) . & MFmHIRatk/e &, fEx
DOFBEEE TOMPEPBAZIRIZ OV THRET L, HER L —F —BEMEE COBIE TIL,
Z ~LAVHBY B OBNCIZ RIFREE 22058 & < HuS-E/2#fIC BUA £ 7228, HBVL &7 & — &
SNANTCPE R Lzt FAFEMAEEE. HepG2-hNTCP T D BUAAZNZRIT LEIHIR D> > 72,
FEARARIZ 31T A HBVRR LR OHBVE RN 2 | BRI B O LS ) LRNAD EE TRER L
72& A, HuS-E/2/ifRIZWT, KR LCERNEZ o TVD I LRSI,
2 ORIIIERIZIVN T, BNCOBUAAZNER & | NICP L UHBVOMAaEEE IZRE5 35 & S
HZT7TVT afEERLETZ— (ASGPR) DOFELE ORELMES L722S, BNCBUAAZNZER &
o FORBEORE & ORICIXEEIIFED 22> 72, HBVOAMIEANE A ITEE DR,

BEDTFE T D AT R STz,

A, BFREE®

HBV DB PNIE AE ., fAAN CORTE,
FERE, BEREEIC O VW COFEMITIRT
WZHA ST STV Ry, HBY OFRIHRALHE;
WERAWT, 26 HBY OEEREZBH S
WL, BEEMREN R O L & BITHTT
REEOFMEEREHT L2 BET 5,
B. HFEFE
wY T v (FREEY. Ex. :551nm,
Em. :567nm) L7z HBV (HBV Z & X &7= & K
Friass 2 5~ 20 MmiEHE¥E HBY)., HBs
P (BEREfk, AEE ZEME LI preSl &
HZREHEIEEFzES /RF, LT BNC)
. ENEN, AR b N/ (HuS-E/2) .

62

&HBHNE NICP ZEInFEA S 7 HepG2
AR (HepG2-hNTCP) (ZJREAE L. 1~24 Kffd
BOMBANEGALE, HEA L — Y —FEK
# (CLSM) #RAWTEIE L, £, &k
S HBV R 24 Refdl 1k DBAa 2 [EU L | A
FAPN D HBV L4 7 2 RNA (pgRNA) % U 7
VB A LPCRICEY EE LI,

HuS-E/2. HepG2-hNTCP. HepG2. Huh-7.
HEK293 (& hBEEAHAD)  HEK293- NTCP (NTCP
ZEF, HEK293) . MHIC1 (T v MATEEMAA) .
MEF (= o ZERHESEMIAE) 2B\ T, EIAE
7% BNC OAHIRNEUA LN A | B ICEEINEE
FO7a—HA NA—F—%FTFHE L.
FNENDOMAIZISIT D NICP ROT v 7T
nHEEHR L 7% — (ASGPR) 33 L OESE



BN LT, X512, HuS-E/2 2B\ T
si-RNA % U T, NTCP. ASGPR MD3SE 21
#ill L. BNC BUAAZIZHROE 2 fER LT,

C. WEFER
HEAERR U7z HBV KON BNC X & B,

HepG2-hNTCP & ¥ % HuS-E/2 IZBW T, X
DRI HENICERYIAER TS Z L
23 CLSM 12 & B2 CHERR S L7, B AR
HBV % & L 7= HuS-E/2,HepG2-hNTCP % 24
e 2B L, #AEAEPN O HBV pgNRA % U
TAEALPCRICEVEELIZEZA,
HepG2-hNTCP L ¥ % HuS-E/2 iz \WwT=r
—HNL L CLMIC K DEERER - —%7
LRERENE LN, 7. HuS-E/2.
HepG2-hNTCP DEFEIGIZIBVN T, B IR
HBV & BNC OHERENBUAA AT FEIER DOE
mazmrL7cZ & LY. HBV O EGAA
ZhERDFAMIL, BNC # V5 Z & THEHA
BETHDHZ ENRENTE,

B FEHIPARRIZ 35T 5 B EAER BNC D BUA
HNROLLE Tl HuS-E/2 &b &<,
Huh-7 23 F#UIZHEVTU 7=, HepG2-hNTCP
T, HepG2 IZHeEE L., BT, BUARZIER
BEPoTeb OO, B ZEITIIRIT 0o
T2 T OMOFIERRIZIB W TEH, HuS-E/2,
Huh-7 % EEISBUAAZRT b DR
T2e THUBOHIBEERIZIS T B NTCP, ASGPR

RHEEZ VT NI A LPRTEELIZEZA,

NTCP ZHLITBETFE AR (HepG2-hNTCP,
HEK293- NTCP) TERIZEHETH U, ASGPR
FEIBUIFPEMAERR (HepG2, HepG2-hNTCP,
Huh-7) T/ 7273, HuS-E/2 T NICP,
ASGPR & HIZEBHENMENZ LR LMNE

ALY

HuS-E/2 123V T, si-RNA & AT NTCP,
ASGPR IR & L7-725, = YEAERK BNC D
BUAZIF 3 FORBBIR T OB ZZ T2
MnoTz,

D. BE

#OEHERR HBV E/EM A (HuS-E/2.
HepG2-hNTCP) 1238\ T, A bIC & v 7R
iz HBV BUAA & & HBV HELE (pgRNA
2) ERRROBERERLIZZE LY (&
12 HuS-E/2 >HepG2-hNTCP) . F & 23>
72 VAT AZEBWT, HBV OfifamEA L
WD A NV AETRERO— A E TN TR
INTWBZ EARIB X7,

F 72, HBV & BNC OHENEGAAMEIE
FEOERZR LI L0, HBV Offfa
RIE AERE D FEITIZ BNC 2 FVW - EBRR T
DRANFHRETH D Z & B3R S L7 HBV
DHFANBARER DA 7 ) —= TR
Et, BNC TRATAZ & T, BREE A
WBHZ LIZkDfERME. S ZRE L,
LV IAMEOERWEIRL SN EBRR O
SESFEREE B X BT,

VT4E, NTCP, ASGPR S HBV D L& 7 % —,
HOLWVTEEICEE T F THD L DOH
ERRENTWBER, £, ZbEELL
HBV % BUA A/ 72 HuS-E/2 (281 AT D
FEHITIE < . T BHIT si-RNA IZ & 2 B EIH
\Z &> TH HBV BUAANEROZEAITA BN
holn, &b MTHROMENIRES
NTWAEEEINDMEKE TORERETH
5 & #EETIIE, NICP, ASGPR LIFMZ
¥ HBV OB ANCE D 545 F R EET



DI EERBETHMEEEL BT, HBY
OFMIEPEAE DR D =02, 5 3
D L 7B — DI & RIS AN T iRET DS
MELEZ LT,

E. #

HOYEHERE U 7= HBV, BNC, ¢ OVHuS-E/2 72
ED e MTHIREOMWEDMRAE S Aok
ERWASZ LX), HBV OAIEPE AR
ORI AREE B R bivic, HBV ORERA
(2%, NTCP, ASGPR LISADE 3 DLk 7F%
—MREELTWAHHEELH Y, XHICH
MR MNE L Z X BID,
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BAG BN EMEEM S
TS e iR ERALIF RS2 (B AT R A E RIS EEE)
DR EE (PR 26 F£E)

BRIFFR U A )V A DFFeR G & BE S D 2R 22 55 R MIn 3T 4R D BE 58 (2 B3 2 BF 2R

ti\

JHEBFIEE - B B OKRIRKRE REREFFER/EGHEEIER Bi%

STERFSERRAE « A A=V T DFEAT - R U AN ADEERIL - T — S AT

MREE : EENICBIT5BEIFA TV A VA (HBV) OBRELEHIY A NV AREZHEET D
TeDIZid, BEEZEN L EE R FRNOEE MR ZBETLOILNERDH DL, K
WFFE Tl TXEFRhEBEMEE A BEME L ¢, v UV R &4 Lz E £ TSN OMiasiae
EUTNEALTEETSinvivol A—V VT REWELT D, 62, HESL LT-Hiff 2 H
WT, HBVEEATHRE I X ONHBV O HERRIC ML BERFI R 2 A EMTHR OEE S in
vivoCRIRAL L. AEFEBRNICE W THBVICX T 2 B BRGREINEN O X 5 IF

THE S TWADREBRELMCT 5,

A BFRE®

BEIFR T A VA (HBV) OBERIZIZE
RAEBERB L VVEEREDOH TR MLETH D
ZEDBMBNTND, KT, HIRREEME T
HRR2S HBV AT OBERRICEE 2%
EEHoTWHI RPN RoTE T,
LALLM, EENIZBVWT HBV I2xf
THERBEISEN ED X D 72 Tl
BENTWAS . ZDEREICEL TIZRH
72D,

AHFFE T, AENIZBIT 5 HBV O
BELHL T A N ABEE In vivo CHEAT 5
7o VT, FERR RS OBLEZ DS AT RE 72 6 FJib
TSR A L CL B EEN LTS
T & T FFIERE RN DA & 7= S E AR
VT NEALLTEETD in vivo A A —
VT REWENLT DH, I DIT, REE,
WL LinA A=V iz AWT, 4
BREOANBIZE > TR I HBV
¥ (ZZ-BNC- « ASGPR) #% in vivo TF]
BT Lk, AEFEENICKT
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% HBV LGB0 E/ER 2 HE1T 5,
WEELRIZ., 94 T4 A=V THif%

SOHICHBIE, £FFHEBNICBIT S

HBV R AT L OV HBV LR RAOHE

fREEM THROEEL R THZ LI

L, REMRAED L HIZL T HBV &
PufTHlfe 2 385 LEERR T2 00, iU A1
A DOFIEERE % in vivo TEEMIZER S

MZT 5,

B. ®WEFE
(1) FFigD in vivo A A — 2 7 R OHESL

AL TIE. LysM B+ 7 aE—#
— D Tz EGFP ¥ I~ U R
(LysM-EGFP = v X) ZHEMHT D, 1V
TNT AT~ 7 A %, BEEEHIE
L. BIRZEET 2~3cm, FER L OHEE
ZEIBT %, TO%. MEEEMIEDS
B, HEOBEESG EICEE, AEARVF




TEET 2, IHEMBENOMIaE L OumE
X, E 11 Hoechst33342, eFluor650NC
EEIRNEET L5 IRV EaT D, B
B, AR O PN 4 6 RhiE SR
B CRIRFICEET 5,
(2) HBV & S e oo A8 BB o 714k
HBV kiF (ZZ-BNC- « ASGPR) #%Rh
#wEFE (PKH26GL) T L. LysM-

EGFP < v A L8 RN 57 5, 24 R4,

EECHESL U7z in vivo A4 A — 0 T HI
ZAWT, £FFEBNEBZ L, HBV
BT & EME O AELER 2 ET1 5,

C. HFEEER
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