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Z BT %% 9% B ( hepatitis B virus ,
HBV ) &% 4L F1 T 40 Bl % ( hepatocellular
carcinoma , HCC) #H ¢ F & i% 80 % .
HBV J& Yt % & 4= HCC E‘Jf‘f‘ﬁ’ﬁ%ﬂﬁ
BYe F i % 10 45" . HBV J& HCC
HEZEHFHX SRt g %2,
JIEI= NS N N 7 B T B
Bl & X 2 BN 29 # X 45 2 (HBx)
A W2 Ty RE VR AR5, kK B HBx 7E
HCC kAR R & T HEAE
JHo A SCHE HBx 7E 453 HCC K 4 &
R TR MR GRIT
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RNA % 4 fif RPB5"' | TATA %5 &

AP BR B 58 T AN JE OER-
CC™ 25 2 B i 5% I 1 A% 3% L AR T
AR 5 AR A, P85 5 DNA 45 & fl
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HAG & B 324 T JL A& 3 K.
(1) H A ¥ B (PKB/Ak) 5 5 i
o Akt S i {5 5 % 3 I 2% 11
hOGFL 2SS T A AR Y
B U IB B R 22 5F £ Fl A M A
3. HBX R # Z Fh A KK+, W
IL-6, IGF-TI 1 4 K B F 52 {& ICF-
IR, EGFR 25 fy 3 3k , Tl 30 20 i i 55 42
Wi JIg % UL A -3 3 RE (PI-3K) i 4
2 p85 ik Ak W E pl10, 42 fff H P
B p85-pll0 & & ¥y, B — A WE
PKB/ Akt 5 5% 2 . (2) B &M &
[ % B ( Janus Kinase , JAK ) /{5 5

S T F 5% 5575 Ak T ( signal transducers
and activators of transcription , STAT ) {5
Sk, JAK/ STAT {5 5 & 12 12 4
N A A Ak P T R E W
DRpERTREEZNFESBRREZ
— o HBx BE W K 57 3 I 9 Jakl %
P, 3 75 Jak1-STAT % B 15 5 & 1% .
T 3% AL (49 Jakl F1 STAT X fig /E 1l T
PI-3K p85 W 4k ik — & i 1F PKB/ Akt
fE5 MK o (3) c-Jun 4 3 ¥ W
(JNK) f§ 5 & &, INK f§ 5 & & 2
AT E A S S &R, INK
1R K B 33k TR & OB A i 0 1 A

EH L BT

A . B % 3L, HBx & [ A {H W]
DL INK 35 3 F R, 38 7T LI
% INK %2 c-Jun & £ 0 B R 1L , 12
T35 B -1 (AP-1) DNA 51 45 &
At B3 AL, I i — 2 E‘ﬂﬁéfﬂﬂﬂlﬁﬂ

PN M E B Ak A Bk I i R R
HKSES . (4) NF-kB 55 & 4%, NF-

kB REEMHEZMME RE T, 5
i R A A e R R L TR
il % U1 A OC . HBx fig 25 & JF 1 1k
AR NF-kB, W5 A LE 55 A RelA
(p65),c-Rel, p52,p50 Fl pl05 Ay
A, [/ W, HBx i fE it Bt «Ba
(IkB) H plOS 4 B T K A,
— B fE ik NF-«B #9385 16 . phAh,
HBx if g # W % 1A B & R W 5
( RTK ) ¥ 7% Ras/Raf/MAPK {Z 5 i
B RaE B-HE B T L Wnt/B-
catenin {5 E‘iﬁ,ﬂﬁmr o Hi Ut W] UL, HBx
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ZZ 5 7 Mo s g e
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2.1 HBx & p53 B Th&E
p53 HE B H A W g0 it 3k A R
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FEPE I DNA 5145 52 0 A A0 i
HASE Z R RE 2 4 R AL RN A i
TRERELENER . 1993 4, Feitel-
son 210 S BE S E 3R VU BE M 5
B, KW HBx $JR 5 p53 HEHRE®
MEE A N HEE SRS
H p53 By R B REAS B IE W R M
TN, Lin Z 0 — 4 K H,
p53 BAF 2 ANSr i HBx 256 58, 41
S F p53 B HFEF M DNA 45 &
KEZERKX, p53 5 HBx H 1 1Y
A5G Befl pS3 Ay M A% & AL B
M 3% R iz, B0 pS3 H T MK EE B
KT fg 2k, DA AR K #4231 HCC
i % e Rt
2.2 HBx 5 FATAT

TR T PR A MR TR ML AR B £
AR B2 0 R R R A P
il . HBx fig 4% 8 it £ B ik 42 W 1y
I M T K RS BE . (1) T ok
Bt o i R0 7E B AZ 40 R b A T e £ iR
B 7 3, I LB 2 40 0 R 0 Y i e i
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AP T i RL B 2 02 B b R 4
JiL 38 B S B 2P BR . BF 9T UK, HBX
5 v BL A hTERT 76 J1F e 4H R b | &
ik, HAE AL 40 R B B T OE R
EE I R R R 0 A T i
& HBX i (5] £ {ff JFF 4t it 9 A8 % 9 A2
oM A R L T RN L (2)
% caspase3 1 ¥, caspase3 & i Jifg 4
ook 2 A O AL B [ F . Gottlob
209 55 1o F £ HBx 3 [ 1 S5k B8 7
S Yy B 0 M R & B, HBx 5
caspase-3 E%Kﬁgﬁq?ﬁﬁfﬂ’ﬂfﬁﬁ
fERT,HJ2 7T LA 5 caspase-3 I JiE )
KA ZE AR gs A, R 2] B W caspase -3
FrZ 5008 Tk R T 0 g e
T (3) {2 survivin B R E, sur-
vivin J& H Hl & 3 5o 1y 98 T 40 ]
. HBx gef b i I 41 21 H suvivin
g 22 151 A BT A5 K S R A0
P, Hoh suvivin fE 6% 5 HBx 4%
GEBA(HBXIP) BN E &Y, 5
pro-caspase-9 A 45 &, B 1k B # I T
Wit T ¥ Apaf-1 BRI £k
V& RO R YR 7 AC R TR e
7 2l suvivin 5§ HBxIP #4 R
AE LI X — 0 . A, HBx i
A o WO PKB/ Akt f5 558 %, B R

b Bad , & fif J8 1= A & & A Bel-2 1
Bel-XL #4935 5 915 67 5 E i INK {5
S BT WO A KRR
Egr i B 11 Fas 4 S 09 08 7 % 0™
DL R g BB AL U0 Bk pl6 (INK4A)
Je Bl 0 AN B o s G B A 5 B
pl6 (INK4A) /Rb™, 3 %6 & N 1
7oA, 364 Ul B HBx AR S — AN 08 T
iR, VR B A T T R Y R
2 S (5 I =R TR N N S o |
fi 2 T 8 40 il B A 5 K 0d T g
W E A
2.3 HBx X4k B #ET H &
HBx ] L 45 %5 40 ffs A G, i A S
W0 e 8], n s 40 M@ 5 G,/ Gy Al
G, /M ¥l 56 B &, 5 a3 ) 3 A
Lo, HBx X 41 fit J&] 301 44 #8181 i CDK2
FCDC2 HA T3 B BTG se 77, M )5
FHWEE S AR E EA B W
WAL, #F— LR R,
HBx 5 [fiL ¥ #8 T %€ 1% Ras >k H) ¥
40 f S8 1, B U HBx 1T L 45 e 06 B
SUZ Y R BS . B G, HBx AT L GE i
B% Ras fI 5 4b— A5 R c-Jun 3
KA KR, B pS3 A AR YR K
DRI ok Xt 440 B J 300 0 A7 9
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HBx RE i it 2 Fh AL 42 B T 9
MR ZB R (1) Md 40 %5
EE iU ST o 1 (RN ]
Hh B BT (ECM ) Z (8] Y 2 B AL o
(2) % B H % 4 & 8 1 i MMP-31
MMP-9""  MT1-MMP™ {1 % ik , {i i
A J S0 5 T 0 B AR (3) 4R I
A B F HIF- | VEGF™ | cOX-2P"
B Rk S ORI A R, (4) &
P4 40 il iz 3 5C B 85 1 RhoC ( Ras-re-
lated GTPase C )" (g F ik, B 1
BB T A0 O T R R HE F
FARZEE . M40 5 ECM &
B IFEAL 0BG S AE L ECM B [ 1 | fib o3
I8 A= B R AN L f= 28 0 3 1 02 i R
MR G R L SR X bk b B
B I, HBx ST 9 4 LAY R] B2
ARV U A NN I S
WRBEBE T, HESEUFE B H
MARBUG .
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