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LAY R e 2% 10 A e 200 9 A FH RO 5 i R
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LI ARG TE (hepatitis B virus, HBV ) B4 ™ 5 1 3 NS 1) 2 Bk A 3
TA: RS, T RA 3.5 48 ~ 4 AL G, Hop20% ~25% 3 BT IS4 , 38 70 i
5 % Ry i A M 40 i 985 (hepatocellular carcinoma, HCC) , £3:4F K] HBV JEZy
FETZIIAECK 100 J7 ~200 5 FRIEA 56.7% B sd HBV 18 bk i
#159.75% . EAR HBYV MCPEBIGI2IAH T KM KR, (HEX T HBV
o () B EARALE] 1A 43 B, X desZ i 2] 17 Hr HBV BRYYIE YT A RU%,
HBV Jp5 7585 55 20 i 2 TRDAH B AR T 7 3850 () 19 S, mT DS 35 4 a4
L RPEDNRE S PN R A A, BRI, B OT TP HBV & -5 H 4 it 2 18] () AH B
YEHT, 7T IS HBV BB 648 B BB o A Sowlh HBV 261 8 (1 S 20 3 ]
(5Tt e AT TR B L5A .

— HBV K& H 45 526

HBV J&r7 i W H DNA S 75 , HBE 4 A 4 DI et HEZE (ORF) |, 43 J]
448 S.C.P X X, Hrr S Dl = MER N AL IR B S (ATG) 738 =45t
38 T -S1 L R-S2 1S g4I, X = A~ ATG FFUg gmfih 7= A= = Fih R/NAS G5 1) 2 T
B FEHEA(SHBs) (FPEH (MHBs: 1{ij-S2 +S) FIK & 1 ( LHBs : {ij-S1 + Hij-S2 +
S) . =Ry I BB ERE A, Jf@ S 5P B = R IE siny —mi
%E?%U[IILO HBV #8124 Z/Ih6E, 76 HBV 8o (i) W firp R 1 5 8
e

Hi-S1 2R 108 B 119 A~ 2 BL R 40 A, HL 2 2 v ( N-3 ) JiF B, 9 22 v ( C-
v ) S HT-S2 A E Y N-smAH . Ai-S1 AP T RER S, TR .
AN, 1035 P SR T B AL dane B0k BRSO AT _E, JE 08 R R
Jeig il — AN EEE S . PR R EA SRS, 35 TR RS T
Mz AR 25 G L S A 48 A B 0K 72, 5 40 i e T 25 32 (KA 25 L (11
HBV # A 15 EAA N, % T HBV g4 R R D75 8. 56 A TR B N I Y
SEAE S ELAT i B A O ORI 25 5 6 5, TR e B OB B B LT SR B B )
PR AR EAE T, $8 H  HER e S N AL P 3 . 28 =, 7 TR AR 1 1
A LSS o ORI, e g EX TR E A RO . BR T LA EIhRES, B
AT IFIE A RG-ST 2 (1 HA RGRIE E Y o i-S2 1 55 AN SEER R IL A,
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AAFAE T BURL R 100, A ] Y BUAE AR AL Qe PR B 0K 10, B A IR0 %6 i
R R R I A il B UKL BC S5 D e , fe b i R BT PR o A-S2 dHEHE
BB BA R 1 SRR, 7T LS 8 3 C(PKC) o/B 8545, K AW
PESONE i % T PKC AR c-Raf-1/MPKKK ( 22 3855075 3 H MO ) 55 5%
TFARG, G sk, An B A -1 (AP-1) A1 7-«B (NF-«B) {6
HH-2(AP-2) IM{E R A 5 (SRE) (Spl Flle-myc \c-fos J5 31, 2 5k rp i U5
[ SAERI HCC R4 . FEIAH 226 DRIERMIRIE, 7 LUK ST 4 A4 Pk
Yok, ot HBV e i T BhRakz —""" o 53 AR T 73 J0R (0 5 1id 2% 1 S 40 it
BN FR Y SR A B2

. HBV Fevm s (i S AR

Lo R R E AL HBV 3 AFAIRRS , o) LS A0 i g (8 5 - i
Ak S 2GR A - - HBV X HE H (HBxAg) AIRT-S2 S 0E 35 A1 5% : LHBs A0
REE B A 85 1 (MHBst) . LHBs 1) S =80 7R FH -5 MR 1 4R F 4514 %5 U1
FASE, HAT-S1RIFT-S2 XA — 5 B R D e Gk B, 7E R PN Jo R I 2
F5 1) A JoiE 1) ) JE i O, 3k o £ i s B ) RT-S2 X, A L S AR R AR S R A
RINFMEAEH, Z 5 HBEEE A, 75— LHBs 1Hi-S1 FH;-S2 X 78
IR S e (V8 3o P9 B DS, 36 A O3 b3 42, 2 5506 R ORI 41 %62 . MHBst J&:
R RR TR PR R B, 8K T AT CORMmAIEE G55, fff MHBst H45 4
M (ER) € AL INRE , ABEA IR AR INAE ER i 8, HA-S2 X 48 1] J i X, M
AN S M E AR EAE N, P Z 8 B RO .k — B BE5E R W, MH-
Bst 1) 85/ S S0 BLOCRE A T 4-53 SRR AR AL , MHBsIS3 J f /N IR e S 0 1A
T, AR LY A2 MHBst, 485 AT-S2 B & A Rl

2. SR YRS HCC: HBY &G 55 HCC A AR DA<, A ATIA Y HBV #Y
B TE AT BRI B AR AR AR 1Y 55— HBV DNA By 0L (o (A & Bl A i I
({3 B UK S s A S S = v R 3 8= Wy S sl a1 R S N o 3
3235, W98 30 HBV Y34 k4= F 90% 2243 1) HBsAg PHIERY HCC Hg b, i
IR S SAE HOC Wy Uk R B R 2 2 iy fE . 28—, HBV i &
5 TR . HBY DNA 3 AR P91 DL B3 A G A 18 67 s 5 AN 2 ] 2 1Y
A R AN 2 LASE 22 fif B HCC BT ibLH] . HBV G fith iy P Aol s 9 55 [H 5
HBxAg HIRT-S2 S IR PR 5 Z 0 AT LS 6 28 Ji i 25 P 40 N-ras L[N, 410441 410
JEFLIN N pS3 FE DN, et AR 1Y A Ak o AR B0 AP B RS B fle o, AT-S2 2R
HHA PR R s 7 RE R S EE  HA SRR A GR 4R ) A 20 mT LA BH A4 e %
ok (Rt ) 3 A ad AR o] UFDR B HOC & Jad A spis AR R S -7

3. EHEWIITAT R < Il JLAR R foff FHA A 2 T i 2% 52 3k RS R S AR T 5
HBV #ii-S2 2 (4 09 S SIS ) 4 SR R B ERSE D o, PR T MISE 9 RNA
255 H H (NAPOR-3) | JjE & IK#-9 (caspase-9) | BEAC IKMBE-6 I T-2 1 i T
(MIHC) S22 5 7 40 Mg 06 T 9 P il AL, 22 0 1 20 M Ay AR ROIR S, AT 2y




- 184 - FpAESIIO RN AR RS Y A% (L TRR) 2010 4E 5 H 254 4% %5 2 ] Chin J Exp Clin Infect Dis (Electronic Edition), May 2010, Vol 4, No.2

HBV 7& JHF 20 it b &2 il 2 4 R 47 i 308 58 PKC | 22 2 R - 75 & FR U B ( KDS) i 25
WA 1o 1(CSNKIAL) A EE 3G 2 7Y B 1875 I 5407 ( PRKAR2B) 25 A (R PN 2R
WEIR/ F W TR AL 1 HE 229 1 0], J& MAPK % S (2% vh 55 B 10 2 8K 43, % K 1 4
PPN A A e S 2 P MR S 1 L R A M A K R T B Ak
el e B RO B — 20 B0 1 if-S2 4 O T A0 2] ik JE i 1 (TXNRD1 )
(¥)_E /R, TXNRDL FH R Y f b 2 1 (Texl) 1 T — D EAL I I R 4,
TXNRDI fig# Trxl B30 i, P8 19 58 AL B, 16 52 e 40 Mo {5 = 4% ai i, i A+
NF-«B 25 F B 2 PR W PR il ( PTP) FHT A AL Wt 25 . TXNRDI S 42 1] 40 il A b id
JEUIR 25 B ST BT A LA B 200 it 4R A 3 D0 o o 2 POl

FE NS, R RT-S2 8 AT AR 5 S A — A A S B (inducible ni-
tric oxide synthase ,iNOS) & Jifi & 2% 52 /A& (insulin receptor, INSR) ik, iNOS 7E
IE A 28 IG5 AR AR A0 L5 s 25175 5 INOS 3 [R5 7™ 4E
KEH—F A (NO) , NI A5 5E AE  ZAE B A e 4 RATAIBF
FEHIHT-S2 B ] iINOS S [H () ik , NI FRAGAAR N NO 19 7= A=, ikt 1 3212
MRl BE, SEEL HBV 48 d g™ o P IR PR 10 S A R R ) R
(insulin resistance , IR ) J 43 hfeA T PER 5 A SE R 25 8 IR (9 BARHL R H Al v A B
W, E M S A B IR 748 B9 JE R AT BE R INSR ZRIE M) T i, FEAR A 0T ik 5 = A
PR A RURAE 9 R 8L T —2Ln] DU REERIE & A, W AMP 305 i) 8 H G
I CAICAR) 25 I A bt A 0 PR AL W3 i a3, JEF 400 D 6 I 4
L PRI 20 A 1B 5% 2R 52 AN B S AN ARG, Ao Jk 12 22 A S 0y s o FR AT 4R
FE PR ARAE 5 SRk P IRE T RT-S2 2 1 A] LM INSR J2 8 TR 1> (8] re-
al-time PCR HOARBIH 1 4 4L i-S2 3 H R IR FORLS , Il ( HepG2) INSR mRNA
U SR A, I ACRT-S2 LA, INSR mRNA (1) 235 7K P30 40 M A2 20 0 i -S2
A5 INSR B MM AAE I oSS 5, T H INSR BLH Rk, 3N HA N
JiR 5 ZRHRPT , 5 & R R

= NG

Zi bRk JHBY RMEABAZMINGEE, 25 17 HBV 52 B A3 J5 15, 51
JH AR IE A B EAE  BEA  A o e AR R HE T B OCHE ZEMAEM . 8
of T bR A G R E B O DR L, A BT
IR Z B B fF HBV 3505 (988 150 F AP 2#pLl S AR SE 50w 8 299 DI 1697
T EIRE
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