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2 TftE D HBx # N BEFEBESHE, 1% Triton
X-100 Z&¢r lysis buffer CHIfR % ¥R X7, HBx
BNy BITERETH LD, ILEIZ 8 M JRFE %
M CHM LT, Z D HBx ¥ /37 B % Ni-NTA 7
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EUNRTEROHB G ES VB R L.
L7286 E% S 5 ITHic-Myc Lk B — X2 T
L7,

FESL L 72 HBx ¥ v /] 7 BB &% SDS-PAGE K&
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1) HBx f5 & L& v 3 7 BEM DR E
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BashHEE RN Z T b TR E L EER OVE
BEOWIEICL Y, 11 FEO HBx & ¥ v\ ED
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S 7T VW 5 XAP-2 (aryl hydrocarbon receptor
interacting protein) ThH o7z, ZD I &L, FEIAWV
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BAIFFR T AV AHEFE & MR SE - AR & o BB o fE AT

WrotsyEE - MR M KRRZEREREFZRZMER HIEHEABE #HiZ

MEEE : MENOIBICERCEFTEOMREEL LTEELRL -7 7 VT
THRPMN—VAEBRD LT OMBBEEELEEZICEDLVLSoTVWEN, B BHFRXY A
VA (HBY) HBE~DOEBIIRAATH D, T, MRBEOCHFICEE TH 5 Rablla
AN EEICEEb o TWAS MR, HBV WE~0OBE 5 IZH LTIV, 2T,
SEIA— 7 7V —OREKR PN Rablla D RE N HBVELEMBRICE X 2EE 2R L
oo MMMIRKIZY Z 7227285358, BEKRGEH, RAKENICE -7 7
Vi3 L7z, HBV BRI R E LTAWR HBV XY ¥ — & M A 3A A 72 HB61L
Fakk B U8 HepG2.2. 15 MilaTlE, Y5 7 =2=7 OHEICL Y Bk ThH 5 Huh6 F 7213
HepG2 MfAFRIZH LR WMBRAENFE I N, TA M-V ADOEETH L I A -
BIEMEIL, HBV MR EBHETRETHY, ¥ I 7 =7 X B HBV BLY: M AR
B MREFEEIT R PV RAERFEH THLIAREN TR ISR, £/, Mk
M - RN SICBI > % HB611 MAAKE D Rablla® /) vy 7 F o LizE 2 A, #ila
P HBV-RNA BEIX A BIZHEM L2, AF 4 U L O HBV-DNA /XD Lz, 5%,
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BB AMBNBEOERTRFTT 52 & T, BV 8 - ERoMHE 2 B L
T RERIEORBICRBT T CHETH S,
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RBATH D,
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oo MIRAEDOFEM E L C WST AHMEEIE T v &
£ %fFWVW, TR F—YZDOFEME LT
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FEBRRRVE - MR N X I B9 5 HB611 M fa
¥R Rablla % siRNA T/ w7 X7 Lz &
Z A, MIBLP HBV-RNA ERABIWCHEMNL -,
—FTAF 47 LHO HBY-DNA BT B L.
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DOEERRE Iz,
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VI z=T7 MR OF— N7 7 U —
ERE L2, HBV MR T 7 R b—
AHEEGFRRMBPERERT D LHHAL
MDEIpolz, MBREIZTH b — v AEELT
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VA NAXBEFERICEAL TESETEZHEOBERH H2BBFHREICZ LY, T TARENT
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