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PRI 48955 75 (HCV) R e A A BR IS T 4 L JFFAE A6 AT 40 B 78 (HCO) (1) =B IR . 7E HOV (1145 44 3 1
L HCOVAZ O A B 8 42 35 DR s LI 5 AT < 40 08 4 6 08 T 0 (8 Wt ) 8 7, I X e 3 5 HCC
FIR S DIM . 15T HCOVAZ 0o JE DR G 55 B R /N BRI HH 505 7R 2R 1 908 55 38 B0 i DA AR A ARLABL e 42 1%
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[1]e KZ130% I HCV B YL R FREE R 28, X
T fe e kB A REALFITHCC [2].
HCV /2 0 #8858 10— 51, & — RN

L5l

RS (HCV) RS R I 46 S A7

T A BRYE R R, DR R P 7 AR 8 2 S BUTF R AL A4
i (HCC) M EERN . AR BAHL (WHO) 2017
FR— M IRE TR, SERGHE 7100 /TN (1%) EYLHCV

7 BLIE I B4 RNAJK EE[3]. HCV BURLAE i1 4540 85 B AR
1, BFEHCVEZOE A LU E A EIMER. HT IR
¥y A (p7. NS2. NS3. NS4A. NS4B. NS5A fi
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NS5B) £ HCV A A K EEAEH, FIET 2
HNEEAEH TR BAM S TR A B, NS4BiHE
HHIE AR, NSSAZ HCVRNA & il AR = A= 1)
FE Y, NS3~NS5B it 57 & il 5 He I {4 i £ RNA Jk
RIH 914 [3-4]. HCVE A —1~9.6 kb ¥ IEHE RNA L[]
H, H—wHNBEEREANAL S (RSE) 195" k9
FEIX (NCR)\ — AN fith 45 1) B 11 A Al 485 1) B 0 1R 7 )
FEHERL Be—A> 3" NCRALRL[S] (B Do LARTRIBF 7R,
HCV B 5 % P AR 5 2 IR AFAEAR SR AE DG, &
FERF IR Wi AZ . 2 BUBE SRR (T2DMD LA K Bk A b ik 25 A%
[6-7]. #Rif0, ARWHELEMRAFEE W22 H W AE T
s, RIREE. SRV SRS PR LA
Bz R, AL, RRELHI HCOV IR YL & Ak B AT T 4 0 F1
SRYEAL, JE I JORE G IR 4 15 45 B L B KA SRR
JRAREI8—12] PRlitt, AR MEH AR HCV AR50 1 B —
HEER. N THEHCVIIS0REE, #F 78N 2R X
10 Fe 4 44 B (1 RAR S5 M B R L T 2 R0 HOV 4 2 R/ R,
BER[13-15]. Fsr b, R HCVIZOE AR ER/DNRE
B 5 HOV IR G B Z AL ) B R VR & B I 2 A R T
JERG A AT HCC, IXIESE T HCV %00 88 I 7E HCV AH AR
WAL A SSBEAE

ARSCLER T IR HCV J K 41 7 B R /) BB 1)
FERERE, E AT HCOVAZ U JE R % JE IR /N BR 0 R 1E 0
8, FERW T HCVIZ O & A 5 6 05 BT 40 B e & A= i Bl
e T HATEMATHLER, FRAITE PubMed A T

JUAS SR (HCVESER/NE . g . HCC. TR -
JEE R ARSI TS, 8% 1995—2021FK
FHIFR L=,

2. R ARSI OERRIEE

2.1 ARUH RIR B %O 8 ) 454

HCVHZ D EMAZE—F21kDa 2 REE A, HAME
JRFIRNAZ &M, HEEDREEWEFRIEART, Bk
FLRA KL D5 2H RNA, - [5] BR3 285 — A 20 P A 4% 21 55—
AU [4,17]. 24 HCV # 0 8 B RT AR [191 A & % B
(aa) INZREOTRRH KRG, HESZIKEEE—2m
TR A L R0 A TR 3[4

HCV 08 E AN S5 A e S K 1) DAL
KR D2 DI MR = AN AR . FEAZEFIR 1
(BDI;2~23 aa). JEARLEMIH2 (BD2; 38~74 aa) A
5K 3 (BD3; 101~121 aa) . D145 #4385 5 kL JE & A1
RNAZ5 G T SR RAE K[4]. D2 45 k3861 57 5 N i
M (ER) FIflgi (ID) BE&R. D2 i3 E LMot HA
et BB HEMZHET (HD AMEHEN (HID J4Llk, sk
WG XN r] LB KIS i &,  ifi 4B s s
JRAEYERFEE A e R T AR EAE R . SRR, 12
Jié 1. i /K 3R TR e 1K) 285 & 5 LD I TR B AN\ 43 [18]
(B Do Bk D2 256 3585 1) K2 20 A K i 2 = TR 1 F e
I 0 2 (1 BLINE 5 7 51 [4].

Structural genes

Non-structural genes

SR Core | E1 [ B2 [p7]ns2] N3 |Ns4A| Ns4B | NssA | NssB

3'UTR

Signal sequence
—

118 177 191

| D1

| D2 ]

2 23 38 74

121

BD1 BD2

f— 5D3 | slp STP

119 136 148 164

HL

B 1 WA R # (HCV) KEBODEAMS K. HCVIERA (GHFERAEAELS HMIERD il 7—1~9.6 kb Z REH, HMimsH 5'F 3 JEREX
W (UTR, %% RE AL AW 28 AR IN Lk 10 Fhes i s aMmdEgi M E T (0. ElL E2. p7. NS2, NS3. NS4A. NS4B, NSS5AHINS5B).
BZOEAHGESIEE (SP) WNEZREOFRAUE K. 19IMNZ BT AEZOZE SRS (signal peptide peptide ase, SPP) Ab#E, 1§E|—A4%5177 4
FAEMPIRAED, EHMHALMIE (DIFID2) 4. DU AEA 1 (BDD . HEA4E2 (BD2) MHEAIL3 (BD3). D2 45l FEigE]
(HD AUZHEN (HID, EI— A E/KR (HD FBFF. 510 EHZ% Ciik[4], 4 Springer Science Business Media New York © 2014 ¥F1], [ 2% Ciik

[5], % Elsevier © 2011V,



2.2. TABURT 90 5 A% O B (1 7E 4 M (1

N T VG HOVAZ 0 8 (A0 b i BB Th RE, LA
Foog i Rk HOVAZ O B (1 (1 855 77 20 53R AT A b S 36 2
ANTTA ). £ QSGT701 N U 14 AE b e 4t il &= of, HCV
A% B 11 3R T G A0 TP S 4 39 g8 440 1) 2 1
(pRb) /E2F#E3%IKF 1 (E2F-1) [ F-#5[207 3R 301 40 i 4
T-[19]. )<, B4HAE A I/ # R 2 A5 XE EH (BAX)
NG LT BN R 1) T A BRLAAR T FLAL IR . Al £
F c [PRE I LA 2 B HCV 1% 0 B [ 307 1Y) caspase-9 Hl cas-
pase-3 BUT{EHE TR T [21]. HCVIZOE A _Fi
T (NP -«B LA § 7 3240 i 0 S v, 3k S8 i i fk
Beclin- 1 /{1 IA[19 R3S 5 W . BLAR B g m) LA Bhil B
JE A4, (HHCVH] U [ Wi 3 3R E6H, FEHCVAE
T AR L IR YL[19].

ERE MR T, HCVZ G H &3 1 58 Wnt/B-
catenin {55 5% FIG M, X 2 FF 200 it 384 5 R A R A 11 5%
BB R . TS Hep G2 4 H i) Wit 1 DU 375
WpE[23]. ZIWFFEEM, HCVIZE A Al ek T 40 i
S A Cactivator protein, AP) - IAIILE A )i A K
¥ (vascular endothelial growth factor, VEGF) [F3%& 1A,
78 HCV i 5 19 HCC FFJ 185 A= B AT RE 35540 A2 FHiZ R
rF[24]. HCVIZ LR H R E M T ERBVAE S S
- o, AT 5 B 388 0 1M 5 P B2 26 K R 7 ) 3Rk 256
— I FE IR B, HCV %0 85 38 L 0% NF-«B A _E 1
R SR AL T (INF) - o 1R IA SR A2 3E N\ 96 4 i 1 38
A . HCV A% Lo 8 30 G 300 1) A% 52 A 7 50 4 4H A 53 1
(NRAAD K ) B T 41 it 384 5 A0 AL T i 24 7 [26]. R &
HCV %0 85 1 1 JFFi 40 M i A0 AR K PR g A 2 1 07 X
BOE LR IR BRI [27]. HCVAZ DR M5 1D A H
TERTEHCVIER Yt F hil 5 EZAE M . HOVIZOEAD
e VIF B 5 e 8 T R R B Y AR B R, X TE— AR b
EHCVEY B IR 5 A k28], Bh4h, #YLHCV
BZoEAKHMBRY, BMERFEEKETFESEN
(IGFBP) -1 3 iA i 3 P AK[29]. T IGFBP-17] g & 5
WD FHF P o 85 2 AR Ak 0 8 6 MR AR 3010 B R 3R, X A
B AT RE 5 35008 1 74 B4 4% 10 ik 15 R AL -

3. REIFF R s OB REER NEWE

3.1 A A TR S5 A% 0o JEE DR e S DR /) Bt 6 2 )2

H1 T3 Ik HOV 3R A 200 0 S 360 45 SR 78 58 261
TR, BHAAKNSISER T, JE BN R RS
Qe HCV RVl HCV 8 [ E 4 B (R i 2 AR W A e 10 .
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SR, HCVASBRIRGLmG 55804, Wik Rah 2 K24
NSRS ) E . AEABRTTE, ANMICHE 7 2M
HCVE AR EF/NR, LT HCVER A EAR N 1R IR AL
HI[13-14,32].

HCV /N RS TY [1) 38 57 A B T S HOV B e 38 (I
PRAFAE, DAK Pl 184 HOV B S B R AL . 4577 HCV
0B IE R ETFN B2 R % FE DR/ BT 1995 48 B AR TE [ 14] 6
B AU E e RN, B ER 1 o T AR Ak
JA BTN R f s . R IR S sh R I P A el v AT VE
JIR B AN W AT, B ELE 16 AN H K A BEAS I 21 AT 95 A IE
P, XERPHCVEES S T HCV YL H IR 4 1 R L
#il[33]c HCVNSSAE A BB L hnEERRIE, B EH
ML BB pS3, p2 LEREM N BUE(E 5 SR
WOER 13 (STAT3) HIUE LS A fib 83 4 SE K -1 TNF-
a M FWT. BRI, HCV NSSA K [ 5 [R5 5L K /N R OF %
AR EREUREPEN3], FiXHCV NS3A/NS4A )5
FER/IN A2 Wk [32,34]

EHCVIE MR A AR s A, ZORRIR
AR, XEZOE (L HCV R R HLE] R 5 %
BAEH[35-36]. HCVAZ L8 FH 1918 AR N &S 50
ERIRES), WS AN T . BRI AR LR S
NEAH G % [37-39], 5 FFE R A OR[16]. PRI,
I 1997 4744 f 1) i 5 DA/ B R 4 1 B HOV %00 8 L FE
P AR PR M HOV IR R ML R 2R 2R

3.2 TR BUJHF 98 993 R A% 0o J5 DRI 2 R DR /N U e 72 A= 1Y) 2

NTIRBHCVIZ L ERERERNR, &H OHE
42 IO 1) 26 1K B4k p BEPBg WL FH T 552 56 v 14 5 bt 44 7
FE[14]. £ PstIF] EcoRUWEE Y], FF48 T4 DNA K& Higib
M BeME#E 5, MJBURLpSR39 [41]T Y1 F & A OEA
PR X 1(1£6) kb 1 Br. B, K IH%E$% 2 R p BEPB-
gl Bg AT mi b oG8 SN IE G SR F Uk (PAGE) 4l
1k pBEP39 [#1(12) kb Kpnl-Hind Py B, H-4 He Ao 5 1)
C57BU/6N /NEUIE G A1 o 48 )5 il 5 & B 6% S "2 (PCR)
Y3 1 ng FE 5 DNA DL e 2L R /N R [40] (2D,

£ Moriya 55 14 £ [ HCV 1% /0> 5 [R5 55 R /)N B &
W, RO TR/ R AR B AR TE T R R IA . XL
BN RO E AR SR HCV AL, /N
TE A JE 34N H TG 75 40 b B0 LD, JFF M i 7 2
BEE S AR A T R . A RS A I TR K 4
TE/NER 16 AN A KBS B, ZNRAE 17 S H KB e 43R I
i (HCC) [16].
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Structural genes

Non-structural genes

3'UTR

(Bgli)

Kpnl
' pBEP39
Microinjection

——

C57BL/6N

Bl 2. 75 70 JHF 98 90 3 A% 00 B DR B B DR/ BR AW . pBEP39 S — M & S I 8 45 o R IA 3k . H45(122) kb Kpal - Hind 117 B S A0 51 20/ R AR
L, RERNRIEIE S A CSTBUON /MR . P: HEITF: (An: ZRBHMES. ESHCHR[S], & Esevier © 2011771 s 4§ H 2% CHk[40], &

Society for General Microbiology © 1997 ¥F1J .

3.3, TR B 98 078 3 A% 0o JEE IR 2 B[R] /I B P) FFF A Ak 5% SR K Bt

11 2995 /R 9% T2DM /& — P A (M 2 RS0, ¥ B
By 28 oy bR e, S SO I8 A0 0 7 AR 1 IR iR 5 R K
[42-43]. EARFNAT IR E W 5T O IE T2DM A2 4 7 2L
RZMPIEFR K R, HNATEEHCV S 21 B PR
(T2DMD P2 A B LA« A HCV % o0 J2E DR 3% 35 TR /)N B
[40], WHFLHEIRUESE T R RG-S 5 HCV Z 0] (1) 23 1
BN R B DR/ R0 1 5 5 56 B/ SRAE AL
EBATTIRD AL 19 2 3 /K S A0 i i B 400 o ) S 38 v T 0
MR . TEREHEEDR/INER R, B F0E AR 13 e Bl WL 5 21 iy
JE By 2 e, X — I B0 5E TR I AR L, X R
HCV %0 8 FE IR B 3 18P R ¥ & BRI IE R -
IR R BE IR F TNF-o 2 JR B AP G B 32 . s |,
BELIT TNF- oo [ 75 FH R ST 26 25 DR /) 60D P 5 2R U
XUESE T HCVAZ 0 81 6 T J6E 5 2545 5 0 02 el b
JRFE T TNF-a /- FHI[44]. HCVAZ LR 38 7] BE )
R AR A BEOEY 28y (PA28y) HIBGE, M2 e 5 &
EORR[45]. BARER FHPUHINLHIZ 2 R [42-43,
46-47], {H LR AL LR HCVAZ O B E 7R IR 5
FAHPIA T2DM A S P ) EARAE A, 3K S 0005 18  F i
PE B R R AE[12] (13D

3.4, DA ZRY T 98 905 T A% O B R B SR DR /)N B8 °) FF U T 7 72

JFF FFE i 77 78 P R0 e TR B 46w EU PR P U 5%
B IL[40,48], FESZ b, 7E 72% 08 TS BT 4% g
GBI ITALYE, TLE B S S ARG B M R s
N 19% [49]. IS, i 0 A8 P2 175 o 1 1 A 2R B 98
JFF 240 it g P f 16 TR 3R 2 — o El T P A O A 22 1k o L ) 2
I, WRE RS R SN B M SR, R
A5 HCV 8 I B2 RN B BY T VA4S HCV TE I H 9
KA EEEM.

1EC AP N HOVEE AR FNR A, RfA

HCV core protein

Mitochondrial

Ha25H| dysfunction

Oxidative
stress

Adiponectin |

Insulin
resistance

SREBP-1c 1

VLDL FA
secretion | synthesis 1
v ‘ \ 4 ‘ \ 4
[ Hepatic steatosis ]

B 3. PRLAT 27 %0 R S AT AR IR PR RO LS . HCV %0 & 118
12 Fid AR5 T e 2 R/ BRI B T 22 1% - TNF-00 A1 PA28y 52 il i 3R
e, LIHE R O EE (SREBP) -lc, FHRIBURI A . i
IER AR AT i =R B (MTP) ik il 1 22 5 BUBAR 25 2 I
HH (VIDL) 738/ T HE R D5 A2 1 . HOV % 0 8 1 3 B0 2k
TIRERERT 28> FA G AR, I om UL S, M 2 AP g 0 A2 4 o

RN R BRI B R MERFRE T AZ . 1D RAITEER
NERHARAN, BRI, R BN EE A,
XBALTASYE R B 5 B DT IE . BT MEPERE BE R /N R
IR 24— 2= PRI 4 5 5 DR /N BRLE 6 AN H KIS HS 30U H Uk I
Ak o I ZAHCHUANNR 5 A 14 & HOV % Gy 38 A HCV
A% o 25 DR Bt 8 DR /N BRI SR [RIRRAE , TN AE HOV L 78 3%
HHOU %52 380 FFF 5257 PR 9 EL 4T 92 9 R R 452493 (4 8

HCV %0 8 755 I R BE PR 5 0 5 (IR B 3=
JEA IS, ATLUE 4 T ARERER BGE(51]. PA28y AMWIE L
i & A TNF-o 5 50 8 F P07 R A G, HES S
HCVAZ 0 BE R B RN R I FA S A, BN HCVAZ G
WS X2k o/ B R XM oo (RXRo) 4[] e 1 1
TIEEE A A 1R B 7R PA28y AT K [52-55].

HCVEEA] 1b A1 3a A% O R 0 FAS U (FAS) J3
BT R LA X — I FE S 5 I AL iR o fRokE
fRH M =¥ i 4 (microsomal triglyceride transfer



protein, MTP) 1] LLE i tRAK % FENlE & H (VIDL) W&
. BT HCVAZ O 8 [ R MTP i PE[S6], %08 H X
MTP [FIX FiE F o] B85 850 H = BRI R [57]. THFTiER
B, HCVAZ.Co E AT LB #2456 RXRa- I A VG 4 38 5
YIBEZ R o (PPAR) AW, XA —Fhizi FA B &k
MIRZ AR, TGS (S 57 5 . HCV %O B B RSB0
PPAR«- RXRo A4 A H it 5 FA CL 95 1IE B W] 488 56 42040 B
B[58—60]. UbAh, —IUREFLR B, HCVIEE G n] ) 244
il FBE[61]. PA28y HIUE 3 BUME A G B 1 1A/ IBER 5%
3B (LC3) -18 ARGARM MR, AT BE ik B W 3 58 5 )
it 17[62—-63]. HIT HCV A% 0 35 [R5 BE R /N R AT 2o R4 T
RERERS, HEM T AE 2 T HOV A 0 2R E ) BLIEAE T [64],
TG ER IR TRk 2 KL A 453 45 F1 FA AR 82 [57,60,
65]. B3 .45 7 HCVAZ L 8 3 38U W7 A2 ) vl e ML -

3.5, TR B 4 095 753 4% 0 J2: IR 2 B[R] /I B F) 400 Jes T 9
HCV 1% 0 35 148t 18 1 HOV IR L 51 2 (1 HCC 1 K% Ji#
s EEEH . HOVZOE K ER/DR (C21A
C49) K HCC KR 2 22 & T 1R X 2 [16]. HCV %O
FEIEIR/N R R B 5181 HOV B 5B 35 FRABL A I PR 973 B
RRAE, BLFE A SR AR AR PE (48], BE Mk C18
BN G T R B AR R [66], LR Rk D) BERES[38], R
RICPUAI A AL SLBIE n[67], LA K % 0 HCC K 4E[58,68
—69]. TEFEFEFMEE /N, HCCHIRTRFRRML, X5
TRAT IR EE SR 112 1 T B R 2% 58 b PR A T RER
A HCC HH—35[2,16,70]. 7£ 16 H % 1 HCV 8% 0 55 F ] /)N
B PN ORI T LA A R R R AR S5 . AN A i
Je A M M 2 N T TR R RS, TSR e P e B A s
B, A A R > . HOV R0 5 DR B 6 A /s
BRI — I G 518 1k A BB T 48 B8 5 R R IR I S A A
ek, B 7995 A8 A0 4340 R 4 6 HCC i A8 78 T M A A i 72
A IR 23 H IR 35 T IR D7 AR 1 AR 7 B B PR 16]. 4R
ifi, 518 HCVEGL B, HCOVEL ORI /N RAE
JFF9R 5 A S oA R IR IO 98 o BT 44K 40,7 1]
HCVZ L HiEE 2 Mug 2 s HCC R 4. #iln,
FEMEE I, K PPARQ S W] _E i £ MEUE T
fi#% c-Fos. c-Myc 41 J& 155 1 D1 4 i J& 39 2 Ak
OB 4. 1 20 B AZ AT TR T B IR A P 4 R A M S 1 Y
B (ERK) [58,72-74]. HCV %085 AT L2 #  Hhs0s
MG EA-1 (AP-D, 1M AP-15 c-Jun & % & i i B
(NK 22 R G EAE I (MAPKD [R80E A K53,
75-761, (RIS T U R S B R p 53 A1 p 2 THVE [T 7]
SRR PN J5 ) I 3 5 5 L A £ AR R A )

1975

IR . PPARa FIBUE RN TiE A (ROS) AR A,
TR A B A UL BE AT 41 B (.38 P450 4AL, T RE T 8
DNA #7558, #iRkiE, HCVAZ o8 5] A& A 5 R4S =
MR, S5 caspase M BAXIBLE[78—79]. HFEEH A i
R I35t T e 5 85K DT 2L ) s v PR AR A8 DL R 24 i A
TEIHEHT[80]. X 8 =1 ] A i3 24 PR 2 P 2 A R 4
Ji S, AT INEE HCC At g[8 1] (-4).

HCV core protein

PPARa-RXRa 1

Oxidative
stress 1
ER stress 1

c-Myc 1

c-Fos t

ERK 1
Cyclin D1 1

Insulin 1

‘ Genome mutation ‘ | Aberrant cell proliferation ‘

h_

B 4. AT JOMEEAZ 0 B S AR IALE] . HOV 0 8 H il 2 Fi
AR TSRS BRORAE PR o S REISORT P J5 D) R 380K Bl S e 4
PPARa-RXRa (11383545 1 c-Myc. c-Fos. ERKAlcyclin D1, %S 40/
SEH . kA, NF-xB. AP-1. JNK. STATHI MAPKIE 8% (1505, L
T i S R ME A 2 S A A o . IR PR LRI 1 A R A

4. EERABANRBIBENREFRmEZOE
FEREE/NREEZIERMEE X RIIRE

— BB AT AR AR I, AR O IR B R AT LAY
e i P T 25 28 S PRI R R [82— 8410 7EXT 92214118
PR B 28 g 1 13 3 R U PRI, M IR E R
Z 5HERE TIBERRARE RS, B SO 1 P
BRAE T B R 2 2 2 T =i [82]. R g Iy B N\ = 5 i A
A BT 000 R T8 IRV VA 35 ORIk, (EL AL B BN 1 5
ELE R E A OCE82]. SATT, W T2 7 AR & S 18
e, NATIAT R DA ] BH 6 L U B HRRAE 2 AR FB 73 IXURS: LA
Je Ko v i HARPE ML o O 7 A X e ) B, 7E
HCV A% /0 35 PR # J2 IR /0 B b e I PR R AR & T T
FRAHMNEB- 1. SubER, TR AR b s
(NAFLD) 5| HCCAEM FEHE N 2 EAEss, —i
HCC 95 191 & 26 7F 1 A5 B 0 2T 248 10 s A A 11 Mg iy 4% 1
WErR[85-86]. 1ENARMTAZ 1 HCC KL 1) HCV A% 00 5 [R5
R /N BRI B 9K S VR Al AR & T TN 5 NAFLD A8 2% (1)
HCC 2 m R 2822 . WF 78 HOV A% 00 55 [R5 5 (R /)N SR
DG 7 A A R P HCC B AY , 4 S A% IR £ T T4 NAFLD
FHRHCC st 28 % . fEARTH, AT T =k
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PR mRYCR S TR AT B R A Xk I 7 A2 P T e
GRiby-Alp

4.1 &R IR TR F R

WAARIER (SFA) 2 —FIAINEIIER, | 2471
TEWr=a Cangr RAFL D R = 5 COAz A v A
BB 871 it M SFATEN HAEME. B 5 H AT
NAFLD. FAEBFE PRI PEIF 28 (NASH) A HCC HH[88—
907. 4 FH X HER £ B 5 R i B 1Y) SFA Ry #VIE IR IR T 15
AN H B HCVAZ O B VR R /N RN, BRI 74
HRMO], HSFARITHR KR IDEET L. 55
SEA 1) i £ 10 25 JFF 5 g Py 2 2 1 2 22 D6 R 2 g s 26 1 g 2,
ki AR LI (ACC) o FI B FAS FIH i Mot 4 g A 23140
G 1 (SCDD AR T FFAH M A IS B BR IR & e JHF Uk e Rg
(1) 5973 6 Bl 2 SFA TR I 3G I 3 18 . AR
SFA Kb 5 (1% % 55 [R] /)N R AT B St ) JHF 241 4E A [9] (18—
1,91-92], {HF TollF521Ak4 (TLR4) FIR ARG 5 T
TG (1 NF-k By INK/AP- 13005« 41 & 1 85 (1 D1 5
S p62- 1K 2L 40 2 MG F-2 (NRF2) Hlifty Fifw]
RE-5 (2 32k T Jev e 1 5 A2 A R [9 ]

4.2, FE AR R
SRR (TFADY RARAFAE T FL 1 b A1 3h W A 2
o A EBUR, T A TRA N AAAE N s AT

WL AiE s AT P 2L 98 995 T A% o i PR i DR/ B JUE o 2 2 1R 52 5

R SR AR, DA SR IR £ St A M e 1
R PAALME T, SR TFARESE#EE 50 5 A
T MBI, FEREIT % E B HES B ARIUE , DLAIBR K
&) TFA [93]. 1 SN TEAAMY 500 I R0 5%,
5 AT ar 46 %5 . NAFLD A R84 95[94-96]. -
Be i, FRATIFSE T B & TFA B X HOV % 0 3 R
FEDRIN BRUFF I I8 A AR B RE IR [10]. ST HRA AL, R
B TFANREREN /DR SR ERE N m. B8
TFA AR & B35 18N 7 AL AP R N BE 3, 4-HNE. ARk
e it R A A T O T P PV A A TR I D S 1
(NQOD Fl CCAAT/HE 4% 145 & 8 A Y& H (CHOP)
AR T EIE I 7K — p o SN P J5R D L 0 2 45 95
DNA i 3E BT UE PR B0 & AL . & & TRA IR & i) 1
TLR2 R R MEAR(S S, 0% NF-kBF p62-NRF2, k44
kA . B, K& L T cyclin DI, ERK. c-Myc.
Wnt/B-catenin {5 51 % FIIG G40 A BL i (PCNA), 4
BIEEAL AT M A TG B[ 10] (R Do

4.3. mfEE R

BIPIRENE B A B b 2% A P R O[] )
R SRR HE LT PR B B [97]0 B AR IFL ] e A ) e 41 i fs
Fr b 5 11981, AR FLik & 58 N AN 5 By Fik s 156 A A4 0 i
BRI, 52N BRT 58 T A <[83,98—100].

Factors associated with SFA-rich TFA-rich diet [10] Cholesterol- Iron-rich Fthanolin- Dietary restriction [11]

hepatic tumorigenesis diet [9] rich diet [8] diet [91] take [92]

Lipid metabolism FAST,ACC T, CD36 mRNAT,ACCmRNAT, CD36 mRNAT ? ? FAS mRNA | , ACC mRNA | ,
SCDI 1 SCDI mRNA 1 SCDI mRNA |

Inflammasomes 1 il i ? ? !

TIR TIR4 T TIR2 1 TIR2 1 ? ? ~

NF-kB 1 1 1 ~ ? !

Oxidative and ER stress NQO11 4-HNET,NQO171,CHOPT 4-HNE 1 , HO-11, ROST 4-HNE | , CHOP |

CHOP 1 NQO11

Apoptosis DR5 T,BAXT ~ DR5 T,BAXT 2 ? ~

p62-NRF2 1 1 1 ~ ? |

Cell proliferation Cyclin D17, Cyclin DI T, ERKT, PCNA T, PCNAT ? ERK T , Cyclin DI |, STAT3 |, STATS
INK T c-Myc T, Wnt/p-catenin | MAPK T |, ERK |

Fibrogenesis ~ aSMA T, CTGF T, 0PN 1 aSMA 1 ? ? ~

Autophagy ~ ? ? ? ? LC3 T, Atg5-Atgl2 1

Senescence ? ? ? ? ? PGCla T, AMPKo, 1, SASP |

1:Upregulated; | : downregulated; ~: unchanged; ?: undetermined .HNE: hydroxynonenal; SMA: smooth muscle actin; AMPK: adenosine 5'-mono-
phosphate-activated protein kinase; Atg: autophagy related; CD36: cluster of differentiation 36; CHOP: CCAAT/enhancer binding proteinhomolo-
gous protein; CTGF: connective tissue growth factor; DR: death receptor; HO: heme oxygenase; NQO: nicotinamide adenine dinucleotide/nicotin-
amide adenine dinucleotide phosphoric acid dehydrogenase; NRF: nuclear factor erythroid 2-related factor; OPN: osteopontin; PCNA: proliferating
cell nuclear antigen; PGC: PPAR y coactivator; SASP: senescence-associated secretory phenotype; TLR: Toll-like receptor.
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JE S FTHCC) /b AHIE[83]. 24 F v fH [ BETX & IR HCV
U FI R SN IS N H I, BT /ANREIRAE T
HCC. fEHCV#Z.O&E AR /N, ik 36 & E
Al e SRHE R S R R . A, B S I EE
WS NASH A A B4 4, fRsErans2d, Lif
NP, 0 NF-kB A p62-NRE2, 5t 28 i3 fF U firk 3
FIRA[8] (R Do XL B BT B HAL T-C 45 2R
FEHCV G 1) 58 v, v 10 IR ] I 68 N 5 96 3 R 8
FHK

44, B EHRNRE

PR A A AR F[101]. BT iZon & Al Re
IS Fenton S M7= A8 H H2E,  [RIULA # i HED, R
FEAR BT RE 2 1 40 PR AR 45 [91,102— 1031, FFsk b, HFME
(RN R ST B R RA G, R8Tk, Wk
ik D71 Wt AR AT 9k A 5 9 93 A O IR 4 PR AR A5 [103— 1041 1E
WINEEIRNR IS H G, HCVZ O3 R 5 5 K/ BT
JEER S B s T IR R /NR[91]. AT @Bk T RINE 3
AN A VG, HCV R 0 35 DR %% 56 R/ B 5 0] FECZH /) BROAH EE
JFF P ROS /KPR 2 Fh i fERHEF/NR A, ML F I
fig-1 (HO-D MINQO 154 A MG 115 T 32 24, MAE
FiIEZOEAM HepG2 40, k%551 HO- 13 I/
FAREUE S22 o 55 4 o X P R IR A T NRF2 . FH T3 5
(R 484K B 8 TT RE 5 B0R% DNA 45145 JE 0 3#F HCC 1 & 4B [91]
(KD, FH, FRRPAEKBIREE TR @2 S %
T BE TR /N B PR IVE e i AN R B

4.5, 5K

RS RS PEF R RR I E R R, A& FEUEN &
P R EERT & . A 4ELATHCC [105]. RS B E A A 1
PLil 75 55 g, BRAT T 3 Le B R [ 3 4% [106].
FEHCVIRGL ) B b, W50 R IR TN 5 B HCC I X
W 2 A OC[107]0 24945 T & A 5% IS K B 1 78 HCV %
ORI/ 3 JH 5, HF AN ROS /KT 23516 11, ERK A
p38 MAPKHBIE[92] (R D. XEERIIA JhE M, £
SRR RN 7 Ik /) SRR R A X T
— B BRI FE R IR X — B

4.6. Y PR
AR, PRGN AE (e 2t e e il 5O J7 Th 52
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1977

T2DM. NAFLD/NASH (it A EH, JHa S8k
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P T R 2 P NF-« By i 28 i IR 7 3R 0A
ML AR WRALMRIL, Eid STAT3. STATS. ERK
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5. 451¢
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HCC. HCV %0 3 R % 5 R/ SR A B T 1 %0 g 17 A8 1
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