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CEVF R R M S 2R e BERRZ — . P EZ BT
R aE (HBV) JBRYL 18 1 & Hb X, £ fF 3% 1 9t I (HBsAg) 45 17
HHOA 124 A RBPFIET HBV s g o [ 2 e 4 5 Y
*Aﬁgﬁﬁ’ T E (IFN-o) & H # I K IE 97 18 Pk 2 B
REW MM Y 2 —. IFN-o Al LU0 HBV 42 H), f ff
HBeAg % B Je b B 15 e 4, AR TN 280 R 22 i % 7 1 (alanine
aminotransferase, ALT) , # 5 [ AL B 8 09 KU . (HIE R I

i TFN-a J6 97 £ BT 5 0948 44007 00OA 58 UL L 355 82 1 280
FERUCR U B2 1/3 1 SR AR J8 3 vt o A SO ST 4 2K

H KO RIBF I IFN-o BBt R R ZE R I T .
1 IFN-o 3t HBV BJ#LH
H AT A AR IFN-o 7897 HBV BBl 2 8

B A FH 1 59 98 35 2800
1.1 IFN-o B HHEPURBEIEN  IFN-o 5 HZ K5 2

34155 . JAK-STAT i\ # . MAPK i@ #% M Irs-PI3K-
PKB i % . AR H KB, K JAK-STAT {55 ¥ S & &0
BEAE IFN-o $it HBV il EZEAEA . IFN-o 5 H Z /K IFNAR-1
M IFNAR-2 456 )5 511 5 32 74 A1 3% 4 % 2 02 B 0% /R 1L WOs
Jakl fi1 Tyk2 3 it — B Bl stat]l F stat2 BEMR AL . BERR 1L 0
statl il stat2 5 DNA 4554 [ IRF-9 B 5T 30 2 ) i 3k 4
F 3(IFN-stiMiulated gene factor3,ISGF3) ,ISGF3 & &K%
AU FEAZ NS TEN B 52 17 7T #4F (TFN-stimulated re-
sponse element, ISRE) 5 &, 1T i 30 55 5 1 72 L 42 2E 909 28 16
HRRE. 8 ILAY IFN-o %5 B 50K 3 85 0 A WEE RNA K
#51) E H i B8 R(RNA-dependent protein kinase, PKR) . K} Ji
FCH B A GTP ¥ (protein Mx GTPase A, MxA) I 2 I
2 4 L (ligoadenylates synthetase, OAS) 2812 | &3 A Wi &
W5 wn s IFN-o Al LUE G B 2 AR R4 HBY . HBV 5
HHUF L F AR IFN-o 1 JAK-STAT {5 54 S ik 25> F

i B B
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mRNA 35, H 32 00 5005 75 8 11 MxAmRNA ) 3% %5
Tanaka 2" {236 78 HepG2 41 g o , IFN-o 38 12 35 35 28 88 & 1
B mRNA 2 %5 i 1k £ Ik HE 8 H 3G(ap01|popr0tam B mRNA-
editing enzyme catalytic polypeptide-like 3G, APOBEC3G) | Jif
Yy TFN-o 9 1 B K o0/, ¥ 5 APOBEC3G 3k Eif. 1T APO-
BEC3G B #i HBV iy A By g™, EW A% & K, IFN-«

i S 2888 R 1L 1 88(myeloid differentiation factor 88,
MyD88) . #45 % 3% MyDS8 & 14119 HepG2 41 ikt 4 HBV J5 .
HBV DNA 1952 i 52 51| W] 12 9 9 ] .
1.2 INF-o (5P HON  TFN-o AEFS T HE 400 22 35 A 2K
FATM TR LI 265 7 K s CTLAPC A1 NK 21 g () 75
. T3 T T i IFN-o X8 1 2 8 AT 4 8 1 Ah R R
0 M AT AL B, 45 5 & B0 IFN-o A] LU S48 1k & B % B %
Feik CD25 23k T 40 Mo 1 Ak & DU 81 1 . R 3 g 45 fi
FTEN-o 3657 18 Pk & B R 380 5 - & BLIE A 19 S0 JA ok
DC F i CD40 F1 CD86 B & i » #F 17 A5 20 ib Jg 3 HBV #5 5+
PE CTL L& A A T AL B BT R A
2 HBV #1 INF-« B34 51

HBV 7 N 2 — A0 Pk g iy 3 AL X A~ 2 #2 v HBV

S QAT HRHT TEN-a 099 B AF 5 3 45 5 1R N AN 25274 5 0] G it
AT TARRTT R WE 9T HE 3R — o i e
2.1 HBV 4 &EE M INF-o fERIMEE  HBe & H 2
HBV SEH 411 C i i HE g % . £7 £ T Dane JURL I8 8% .0 »
& HBV HEE 45 E A . HBe &AW LAY HBV YL 1 iF
200 B A P RS B E T 21 20 MO A% P L. Gordien 455 i
(LR e L MxAﬁEl LA P HBV & H L I & 3L B

B/F A LR E T HBV 5 585 09875 )7 51 (posttran-
scriptional regulatory element, PRE) 1fij 41} ] % ¥ mRNA M 40
e A% 1 2% 5532 . Guan 2550 B 58 & B MxA 45 — SE 5005 8 45

T E R B4 5L 4 % B35 B (No. 2006KJ308B)., £
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