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AU 52 40 M R WF 9% HBV 1) 5o i i
FH YR

B4 9% B (hepatitis B virus, HBV) J& g /I DNA S5 &Rt — M) >R H i
A2 B8 -9 40 i = 6 HBV &2 AT ARSI o Fl S A 400 JH R TR IR
AF-1% B (R, 177 FHE e 400 i 28 LA R R (e #8 R TRl A L SR A2F ml 5 R0 ] E 5 S ARG
&L JEAFSE HBV R BEAR T H . SR Bl FAF9E HBV [ 40 i 25 0045 JT>H U5 40 g
Z HepG2 4 ifd J2 Ho ok & 40 ffd 22 ( 4 HepG2. 2. 15 HepG2.2. 16 HepaRG 4%)  Huh-
7 Y & PLC/PRF/5 40l 2 45 ; AL HF IR 40 B R f0 35 FLS-1  Hela 400 . 5A42% 20 g
Z U937 it B4 2 IR A0 M 5 293 4l fifd 55 B vl F% Yk HBV {H i Py P15% -5 ML A (%) i
MM 2, UL X B o )12 B HepG2 . HepG2. 2. 15 Huh-7 48 Jifi & WF 5%
HBV 3t W 4F BT U 8 B it R AR 45 o

— HepG2 4 fifd 5

HepG2 ZAF5¢ HBV I ) 32 T 40D 2 . 1986 4F , Sureau 45 F1| F Hy
LI FERLF AR B ayw WA HBV DNA 5 AKSMNE F2 A9 HepG2 , 3K45 AY 5% Y
Ui it R D PR I8 AR R AR ), bn i E HBV IRIMIF Y B BLIE 2R 1

HHEiHF ] HepG2 #ff 9% HBV 3% )7 ] 40 45 : b 5% HBV Zw b5 19 £ 28 8 H 4
HBx P & H W IIRE; AEE 3% HepG2 A T HAR T HE I p9 5371V 5 5 k& HepG2 LU
AFE I ABFSE HBY U4 R T A,

1. HBx IJREAN5T : HBx J& HBV 455 /N A T RE 1 AS BB 1) £ 3 i, 3 P 4F
%t HBx LIRERFIT R85 %2 , B4R v e HoyE P 40 MO P T J7 17 . McClain 2520 % 31
F3k HBx {15 HBV (1) HepG2 5338 HepG2 40 MIAH LL , 40 M i Ca® " &
JER PR SS U X R AT Ca” " ¥R B T 2 i T HBx S54RI AR AR B
Ve, (5 5 i M3 i S Bum 40 SR vhag iy Ca®* 1 Ca® " IE B3 PSS
MW —5 T . Bax FEHE—MELIETRT-H -+, BRE#; 14-3-3 FHHIRAIIFE
i, Kim 2208 HBx % A HepG2 1, R ¥ HBx fE 4% 5 Bax 454, T4 Bax 5
14-3-3¢ BIAHEAEH , fd Bax MY IT [n] ZE ARG 7S, NS Al T, 44&
[F-H3-4 B ELEE RSl (SMYD3) B2 55 i 40 I 384 7 5 R T A 5 . Yang 261 &
UK HBx % A HepG2 J5,SMYD3 K 3 [F C-MYC A9k L, 48 12 F [,
HepG2 Hy¥E5E e ; A siRNA LB SMYD3 J5 C-MYC #9535k T R, 40 58 1= fm
#, 1Pl HepG2 K3k HBx J5 B4 & SMYD3 3Rk, i) 68 iy b & UM & 4, 1M

BT H < K H AR 4 (No. 30870131 ) 5 [ 58— 7 & 4 # K %351 ( No. 2008ZX10002-011 )
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C-MYC 7E i F P (7 34 F . Tan 255 8758 & B HBx @ 1 SH3 #1K 5 Rac
1 B BRACHe  TAE T, LA Rac 115518 8%, I fdf HBV 52 4% 58, 3 S5
HepG2 21 H B A8 N AR 4 1 25 4 A5 B AR AL,

DL E A Ui B HBx — A~ 3= B2 D BE 2l i 52 i 40 fE 8 AR 09 R E 5, A S0y
Ash N2, 9 NI e 1 R

2. ¥EFRT-H KOTEEABESE : Sodunke 257 I 2 2147 ENAR IR H B — W LAk 4R
%5t ( polydimethylsiloxame , PDMS ) {18 , /£ & HepG2 55 52 25 4% , 7E X P 4i fifd 1%
FR/NE HREFE YL HBV JEN 2 cDNA FE YL 820 Bt 55 , o] HAE HBV & il iU IF5Y
LR, 2 RGN e R A SR, A B BB AE Rl #5809 254 T A K, e Y R ik 40%
EEE R MM = YRS 37 R 50 B5 A 40 i 2 0 e HBV Bge i o3 3240 7 A M (E a2
o

Sun 257144 PO R 2 (Tet) %5 #Y Tet OFF & %551 A F) HepG2 40 Jfl v £ 57
Hep2.2. 16 4 2 . EAKIRNE R Tet BAERS 20 F40 A B 2 87 I RE R K Tet FH
Pz G 2 R HBV JER 20 YiE, RES Sl HBV 8% #nl a0 H /. 24K R
R B Tet B, 4l g nl 225 i HBV; 24/ A Tet J5,HBV & il {511, Hep2.2. 16
BE IR 7 B 40 8 22 T ELYEAT HBV B 4% 5027 A R 25 BF 0 7 T 9 BF9Y . Lucifora
2SR BT R HBY FAIFPIRAEE Bac-HBV-1. 1, & IHFLEh 58 1 31 1, BEA Ik
pg RNA | 5 HAMFFRIG A A L, B A HepG2 J5 HBV & il %R 8 5y, I-REK:
M cee DNA, ZMIATE B 15 KL 7 BE RS HepaRG 20 il 5 [W] I A Tt M 2 1R RE 4L
F K R E MBI EE4R 55 B 1Y Bac-HBV-1. 1 #FRGEE

HBV 48 £ 9H% RNA, #86E 5 5% 5 % 3 DNA, Abraham % %% ¥ HBV
By HepG2 B}, u A FE 8 H DNA 50% J&5k H F 5 FpPfdE RNA, Hip (A SE
20 RNA (pg RNA) BEA A RC DNA, HiAth PF4E RNA L BEAE MM 5 % 5% S Bt
DNA , Ut HH 76 40 M 5% Y s 86 26T, i HBYV DNA 2H 73 284 RNA ST,
DU L e Ge gl o i 58 HBV B, A2 FEHFH: RNA UAFTE 2 HBV DNA & il >k
AT

—. . Hep2.2.15 4ijifs %

W T 21 Tk pDoLT-HBV-1 %% L4 it HepG2 , 15 2 A4 52 FEFk HepG2. 2. 15, &
BERAE > Wb HBeAg K HBsAg FIG2E A2 HUR: , W] A6 10 3 40 i ) DNA 1 RNA ,{H
REERINE] ccc DNA, HepG2. 2. 15 4l il Z& ] 4325 K- biof 1] My 20 435 25 45 o) (1 4%
DL ) E 7 i KA

HEJF H HepG2. 2. 15 F it Ht HBV 25 W AuF 5 HrimsE ML, &2 HepG
2.2.155 HepG2 41 2% 5335 (10 & Fh 2R 11 M I BEI ISR .

1. PURTELYIGLE AN X R 25 R B — SEAE Y P s AR
PUR SR AE LA T T ik

He %1 5% 30 F 26 DN BT R B TR F L 10 we/ml Ak S 40 B HepG2. 2. 15
i M e B & [ Ik HBsAg .HBeAg #1 HBV DNA & il , f 5 #2228 50% ks & 3¢
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YN ki ( pokeweed ) $70 995 75 81 1 2 A 1) i ki 5% A HepG2. 2. 15 1, HBsAg , HBeAg
(43 T P85 99% ,HBV DNA RNA 48435 FR& 74% F1 69%

Xie 2" F IR 70 2 ( CsA) 4B HepG2. 2. 15 4 fifl, %& P 68 3111 ] HBsAg .
HBeAg Fik Fll HBV DNA & ifil . X n] Hyk & B 17 Fh & H BFE CsA AbBRAT A 2
FARAk, A CAT I E] BT (MALDI-TOF ) fifi i 1 Herpiy 11 #f, JL-P4R 554 5% A
T RN T 5, Matthes 28 G 0ty N4-¥23E-5 P -3 - Lot 40 1 1z ( B-LL-
Hydd C) , 3 Fift i s e S5 AU BE AT RU B HepG2. 2. 15 433 HBV gl ik, HAM i
HibR ok HBV DNA SR A W, Wu 2515 % #1535 3 — S e 21k & 4 ( Bay4l-
4109) 84 % HepG2.2. 15 i HBV DNA FBHL, il 5 HBcAg MR EE T I .
PUREEHLE] R Bay41-4109 B R ARTEE A K BT Rk, 2 5
fife R K, B A DA R A R R AR T = IE DI RE .

2. RNA T3#E(RNAL) B9F] FH : RNAL $8 1 RNA /- a9 SE R TBR L 42 | JE 47Kk
Iz T80 HBV BF5%

Jia 2" R H U6-RNA I (Pol M) J3 83235 HBV shRNAs 3K, I 4% e
HepG2.2. 15, il & BERS B R Tk , B R [ % RNAL R4E, 7EIER B R PibE
1) HepG2.2. 15 |1 HBV &K% (4 F1 mRNA I3 K 4% 88% ,HBV & il gk ik, 154
WA LTI SR B2 1 RNAT BEAR 0% Li &1 gk —2 ] siRNA FRK K
B FHALEE HepG2. 2. 15, & B H: HBeAg .HBsAg 7F 4 KJ5 T K&t 90% ,HBV DNA
MR E T R HBV mRNA ¥R 5 5o fid ] siRNA 5 h K R @ A7 H i
=R

HepG2.2. 15 5 HepG2 i kv, MHC Class I -#2¢4>F A (MICA 1, —Fh
NKG2D ZZ iR FAA) & & F [, Tang 281 % 7E HepG2. 2. 15 HJjp A HBV siR-
NA JEHEMHI HBV A9 (HHF4RK &2 3215 HBV ) HepG2. 2. 15 1 MICA ik
Jn, T MICA 30 52 HepG2. 2. 15 %% NK 4 Mu %5, ¢ B HBV JE L 2 FH B JiT
RBHIERRIEZRG, HEWr siRNA G2FR ) HBV /95 il T HE InPoiis e sse i 225 o

Ding 2L N B 21 Bioarray (i & HepG2 Fl1 HepG2. 2. 15 A
ZFRIRFEN , 2 J5 HPT HBV 259 hi oK o Ab B HepG2. 2. 15, 43 My Mif s 22 7 3%
A kA, Ea AR B R 6 A~ N X ABHD2  EREG
ACVR2B (activin a receptor,type [I B) ,CDC 34 ( cell division cycle 34) . KHDRBS3
(KH domain containing, RNA binding, signal transduction associated 3) & RORA
( RAR-related orphan receptor A) 7] §8-2 4l i+t HBV HYEEFR, 7 FH s X i 5 5 %
T R R X SE AR TR BE TE M, S A HE HepG2. 2. 15 v B 2 2 X
ABHD2 X EREG fig if. ZBHIKT HBV 345

= Huh-7 408 &

Huh-7 5 HepG2 — R IET A= 4 il 2 ,HBV DNA %% A Huh-7 4 i &+
WA K 3] HBsAg . HBeAg HBcAg, Huh-7 5 HepG2 ) X 5l 7E F Huh-7 4 fifi %
IiA CD81 &z &, Kt ,HCV RE/E % Huh-7 1Ml HepG2 AHEHE /Y, HAETFIH Huh-
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7T R EEOSE DT 0 B E HBV th & F B X, B HBV J5 40 il 4 1y
AR B MRS A 30 %, L S AR A ik HBV Hr 88 H T 5 H g o

1. HBV gt [ B fE XY : Blanchet 25" 40 B8 6 19 764 T Fe b 5
P A AR R 25 A IX - 38 T AL (CYL- T, CYL- 11 ) #4758 45, 4% 2848 43
51 AF|S-HBsAg , M-HBsAg  L-HBsAg 1 22 J5 4% Huh-7, #30 H: [ 3 LR L
Ji% HBV/HDV BURL 19 g 77, 44 77 A= Bk Bk HepaR G , K6 T L J2- 75 30 H AT ek e
J1o G5RAEW] CYL- T 5878 (S G5k 56 23 #1178 £ 5, I i & H H A YL fE
77,10 P29A Z&7E M A TR T L-HBsAg 94 W RITEL R 6 7 1M AS GE TR 1800 2 6
Fo

HBV GI1862T %75 Kk H: 7E pg RNAe {5 5 1Ml 5 |, 24 pg RNA FHXmf, S
BRI 37 -3 A5 5 TR I 57 5 0 4 2 19 e A8 TN R AR %, 9% GI862T 28 A8 1Y
HBV %4 Huh-7, &3 D % HBV g4 F (A B84k , 1 HBeAg 434 T [
54% , IR AR B OISR 5 AL 1 — 30 43 AR W ) HBeAg 7E PN Jit ) R K% 5 7R FE 1K
T HCr )RR X P AR RE 32 3 502 IR T AR LR VR AT, AN R
df Rl 22 W TR R R . B GI862T 28 A8 Wi i S A 1A, T BE7E
HBV %S0 & iR b —E A",

— IS T PR 5 ) ) ol 12 JUL P2 -5 - TR T ( SKITP) 70 B LA K w4, 2
5 HBV B0 E H A EAEH . Hung 2572 %% 31 SKIP AALUAL T P4 5 3B A7 76 T
ANMAZ P, ELAEMH] HBV 263k ; SKIP 2875 43 47 2% B LA il 85 A4 dek £ H: 199 ~ 226
i B FERR IR L UESE T SKIP S54% .08 VR I £ AP IR MRS 20, o — A
PRI S HBV 038 A BVE R T D) HBV LR 19 ik,

2. PRANFEIKINAEE 1 : Favre ™ 45 HBV 584 i 1 o A4 2 TR 5 ¢ Huh-7, %,
IHHBTE Huh-7 vhgeih, B 02 IR B T RNA BG5Sl 1k L RE UG %
e (55 HYEE RNA BitRk, #5 mRNA 8K e (55, BRI A2 K HBV B4 H
TRBE S B TR, TRESE R PR ST 1Y HBV B4 (Bltde YMDD 44k o7 55
WARBER 5 & 15510 mRNA Bibz, 135k R G HBV B4 W4 2 % 5405
VAL BERR A MBI T (WR) 2 ( e anhir ok s ) ikl . R e g itk oh 4k
PG BT HT HBV A 0P HBV 41419 73 , T AS P75 55 3l 40 % 3 4 42 B
W

3. 520 HBV B 1 40 B 422 R -« Kim 2502 ) 8 B U2 38 R e 4k 31 5
HBx BEAH EAE JH Y — 51 4 (-2 E R/ 70 2 R B TR AL (PP2C o) , #5235 1Y
PP2C o % AHuh-7)5 , ik 5% ) PP2C o BE¥F STAT3 L@k, M
ik TL-6 f3e3k; Mi%%E A HBx J& , HBx 206 E MR 1LY STAT3 FER MR AL , Wi ff
PP2C o /-1 IL-6 S T, BEBIANUER Y HBV J5 T RESZMAZE Bl T PP2C o 1
P4 R 7, TS | R P9

HEJEIE X 2K a(FXR o) BT E A2 R, i BE AR IR b 2R
TTZE N TTHEEOE 728 FXR o 22 Z 84K 3l 3 20 & Bt — R K BE 45 & HBV 1
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st Il (HBV enhancer Il ) #1#% .0 J3 3/ T ( core promoter) X35 %) 7 /1~ 2 [ ( mo-
tif) . Ramiere 2244 HBV enhancer II Fl core promoter/¥ 3] if 5% Yo i 2 J DX 25,
PR YY Huh-7 , % PR B2 GE 38 o 18006 FXR o SR 3855 HHR A4S L R AY 36 PR % HBV
PEANJE R, FXR o BAFAEREYS N BE pg RNA F1 DNA (1) & il b (8] 7 4y , 15 01
FXR o §847 HBV #0058 3 F i M H T BR 7E HBV [{ ARG R FEEAEH

INNAN

5% HBV A IFEAML R AU 20 M s W 52 30 56 5 2047, B 1 ml B2 /%
e HBV 138 M5 T2 m e s, LU 75505 . /UL HBV J5
HIF A %A ccc DNA BYIE R, AN EE R 18 MBS 58 5 & 2R e
A5 NARSE S O R A 2ZE G , iF5E A5t i S 3 25 JRARME . FH T A4 i A CH- 20
>R T PR X B A1 i ] 8, SIE S AR e i), PRI IR RN i 40 B R FE A5 HBY i
B T — B iy (8 e 22 1Y Al T A

AT AR LA AR I 22 o T2 /9 HBV BF 5 1 5 8 E B 4L rh T4 HBV JR 8524
Yk s i 9¢ HBV Gt (1) 45 28 11 S LDy Re XA Sk 5 icis I0AT 40 f 2R B3 7
& LIRS R FasE HBY AR R 5. HETHIMFF IS T — & AR, iy
H AT YE HBY A94 AR HepaRG ™' {H HepaRG AR AR FL32 34 F {47, HE L
AT HBV B9, T —2 Wit s E G T EW A B # AT HBV & HHLH 45
FERMAIE ST s A ST 7 (A RNA SRS ) G 178 4 W H A5 0 i B 18 il
AU = 4E3E R R G0, BUE A 40 R (B4 s HBV RUBE /155, Rrdu il &
T HAMKN I 45 &4z F MG 76 HBV JEala 57 i BUS i — 2 =%
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