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Hepatitis B virus x protein impairs alpha interferon signaling through up-regulation of

suppressor of cytokine signaling 3 and protein Phosphatase 2A
(HBx ®H1% SOCS3 KV PP2A ORBTHEZ N L TA v X —T = v 7 F )V fiE
+5)

e HM] B AMIFR Y A LA (HBV) [ ZEMEFECHEEDOERTHY . FFlasEo

FHERFRELRDO—D>ThH D, BIfE, £HRIC 4 EAORAEEDHEE SN TH LRI
HRZRMEE SNTWLEYYE TH 5, BRIEMETFROIBGRIZIIRELS A F—T
FIE LT Fa ZEIENFET D, A THEMR T a7 0o—>ThhH= T 7 BN
£ OEME B BFREE~NMEA SN TWAD S, BT Fa ZWANIEmEY A v A, &5
MM, T2~ OFER EOMBENFIEL, KRE L TA v ¥ —7 oo KT B AlEH:
PR DO BEIEIIEPEBRIRE D —o>Th b, A X —7 = u UEFEITEBR B A s &
DFERHEZNTNDEN, ZORBRIL 45 TRY, A ¥ —7 xa RERT5ICER
DL72WEK & LT, HBV MBI A Z T O A VR EFRRRICA v F—T =1 s
BERITK LTI A W =X L5 F LTV ELENEESNTND, f ¥ —T

MR E T A HBV OB ZH O NCT D2 LiE, 4 v ¥ —7 = v VRIEOTRER
EUET LHIOICEHEHE TH D, Fxld, ZHREEH Th 5 Hepatitis B virus X (HBx) (2
EHHLUHBV OA v ¥ —7 =0 NRERICKTT DO TRET 21T - 72,

[J7ik & 5] HepG2 Ml HBV 8L 7 AI RO M TV AT 27 v a vy &I{TWV, A~
H2—T7 xua rEEBORECTRE Lz, %52 Hepatitis B surface (HBs) HUFE &
Hepatitis B early (HBe) HUREDHEZITHoT2E A, A X —7 =1 OREKGME

ZHBs i X N HBe HUR DI F 258D H i, A > X —7 = 1 X HBV OS2 I L 7=,
& . HepG2 Ml L b a7 A L A% W HBx 28 A L, HBx FHAIN A 1ER L7,
HBx A v —T7cn ARG E ORFRE LA 720, HBx BB HBV %BL7 7 X X

RORNT AT 27y a it A2 —7 0 TlllE %z, 5% EiET o HBs 5t
JFAERE LTz, 22> ba—/Uifin & bk L C HBx B ClassE BT o HBs JURED
KRTFRZ L, HBx BEMNA v Z—T7 2o UM ZHA L TWA Z LR EE S L,
HBx EMIDA 7 —7 = o UHPIEOFE 2 BarT 2410, 4 4 —7 0 U niEHh
Dz Tt Toh % Interferon stimulated gene (ISG) DA > ¥ —7 = v U FHRFORBLUZD
WTHR 21T > 72, HBx BB A v X —T7 =a v &5 L. ) 7LV Z A L PCRIETZ
-5" OAS (2'-5"-oligoadenylate synthetase) %" PKR (protein kinase R) D¥EHLZ-DW
TR EIT-o =& 2 A, HBx BB CIX ISG ORI STz, RIZ, A ¥ —
Txa T IO ERTH D STAT1 OV VELIZOWT Y =R X 7 ay METHRR %
Tolz& 2 A, HBx BB TIX STAT1 @V b3 STz, HBx FELMfIC
%Héﬁ%ﬂUV@M&@EG@%%®%W&P54V& 7 =1 RiER O A
62T 57201, HBx RELAIZ 35T 5 BEA O A OFREIK 1122V T, RNA L1 T
DHFBLEIZDONT ) 7/1/5'/( 2 PCR {ﬁfﬁ”‘ému L7-, HBx FEAME Cld = > b u—/uiffifin &
Fe#% LT SOCS3 (Suppressor of cytokine signaling 3) % O PP2A (protein phosphatase
2A) ORBENSAREICE NPT, WIZ, VERZ Ty METEHAL-~LTO SOCS3
KON PP2A O3EL s Lz, & OfE S HBx ZELHIE Tld SOCS3 K& Y PP2A MFETLATT



ELTWEEWIFERTH 72, SOCS3 1 PP2A 7% HBx HMITA v ¥ —7 =1
BHMEICHFG T L2017 TOL0EPONCT 5720, siRNA ZHWTZiub OB % il
T8 L) EBRAETT o 72, SOCS3 KT PP2A 1Z%f7 % siRNA % i T HBx R EMIEIC
T B IEEANE 24T o T, FEEINHI 21T - 72 HBx BEMMIC S L TA v ¥ —7 = a o THI
EhHZ, AVE—T7 20 MRERDOR Fii TH D ISG DREE{TTz, A vV F—T
HI % DM ISG DFEHLIT si-RNA (2 L VW SOCS3, PP2A ORI Z4HI4 2 I L v ik
TR L2, WIZ, HBx BEMALIZE 1T D SOCS3 KT PP2A DFBLTLHE DR % 18
HZ bbb LT, HEUA N ABEERIZEBWT SOCS3 & STATS ik & DBtk PP2A L/
Jafk 2 kL2 & OEENHRE SN TWAHT-0, HBx SHMIRICIIT 5, STAT3 O VU il
K OVNMaAA kL A~—75—& LT Binding Protein (BiP)ORBELZ VA X 7y |k
ETHET S Z L& L, iR, HBx AR TIHMaN o STATS @ U > ik o Tk,
BiP O3 BUTHEN RS S iz, RIZ @ HBV FEARER © > Hep(G2.2.15.7 #lf A W T,
HBx OFBIHIN A > ¥ —7 = v VEZVECBEET 2008 5 0O EBRE{T 72, siRNA %
FAWT HBx OB 21T 72 & = A, HBx DFBUL T & & 12, SOCS3 &K1 PP2A &
FKEELTRRZB DN, Mz T, f v Z—T7 =2 T2 527-L2A, f VX —Tx
B S S L7z ISG O3 BLIE HBx FEELINHIE CUEEN G0 S vz, BRI 72N co
SOCS3 KN PP2A DI AT~ 5 7=012, B RFFREE OBFEEA) S RNA Z2HiH LY
T % A 2 PCR % T SOCS3 KX PP2A DER%A1T->7-, B BUBMATRA Tl
SOCS3 KU PP2A OFREANTLHE L T D Z & AR STz,

[%%] HBx 7% STAT3 U >tz LT SOCS3 ORI jTHEAEE (L X —T 210 s
FERD STAT1 UV v fb #BETH 2 LT VA v X —T 2 u U RiZREET L2 & /)
JafRA R L A%&4 LT PP2A RBEJUEAE Z LICX 0 A ¥ —7 = v AR RICHIH
MBI ZEmEB XN, £/, HBV &E7 7 AfFEFTH HBx BB 2 Mfl3+2 2 &
kA v =Tz ML SETE DRI RB SN, 20 X912 HBx 2
SOCS3, PP2A BT, T OMFZ /R LA IO T THoT,

[#55%] HBx 1% STAT3 U »g{b. a2/ L C SOCS3 MBI LA & | £/ Mafkx h L2
LT PP2A RHUEAZELS Z LIk VA v 2 —T =0 U rEREZIHIT 5, HBx 134
YE—=T xu RREPUEEZ MR L. KV ERNRIBREEIT O O DOFENRDY LD AlEE
MR H 5,



