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EFE HCC HrRrMmBiEtrFIaEBEXER HCC %A ER

EHR, BHERABEMR N HCC BRATTBE L £, BiMED

ME HCC FRERER, J F# HCC BT MHERT T A, AL IER M TRk,
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HF 4 B % (hepatocellular  carcinoma, HCC ) f2 fH: %
o DGR 2 — o IEAESRXT HCC R 27 it
FHOBIG—E R, ARSCEL T HCC g AH A |
HCC 4557 1ML 35 46 b B IG 82 F1 (AFP) R G SE A (HCC #%
FERHOCIE I S 58 iU . 5 Al A i HCC e 5 K]
B, 54k HCCRY T BBMAE ORI 14 o A SO /i i an
TERik.

1 HCC %&E . ARHERAF

1.1 HCCHHACERMISR  HHErc M HCCHIA A
SRR BRI TG Y LA s L I R Kl (LRI 56
375 25 (hepatitis B virus, HBV ) EYLAE TR E HCC 3% A 1 5
F= A, Hvk Ry B0 77 9 il 22 R OB (aflatoxin bl,
AFB1), Ji4h—28 HCC 35 By R Mgt L )
B, B2 HCC MR A W HE MR Z RIS it
T2, RIS & B HBV B DNA R4 AR HCC 44
HIf) DNA i, 2840 % 3 HCC 2121 HBV-DNA 1
AR s TIE R R4S, HIbBig B & 5 A v
FIBEHLYED il %) 81 4] HBV FHIE HCC HE T ER
T, BFGE & kI8 HBV [P i 40 241 86.4% A
HBV-DNA LA, i 55 418U 30.7% ; [l & BRAE
B IS DRI B 2 SR DB E AR S P R
34> Rt br il 195 4% S (TERT) \mixed-lineage leukemia
(MDA ) gene A JEINZE H E1 2 H (CCNED)?, HBV-
DNA 3G ] 5 RELDR 2 8 | R0 R 1) 42 4 45 2l
A HETRZ AR JE 3 e A TS TR, B R
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MBh ”ﬂﬂ' HBV-DNA<S AR L A — e 2 S WnfiFsh
IkEZEA AJEYTF (TACE) I 520 HBV-DNA 2 A8k,
—%ﬁ—‘éﬁﬂ TACE Y&J7 I J5 HBV-DNA & 2 i 28 fk ik
TTF5%, AR TACE JRY7 AT 52 HBV-DNA [ F-E LR,
[ RSO SR  , AS R IT B AR, L HCC 14
A AR L R A 2 A G, BV R R . 44811
HEC &A= 11 9122 546 HBV S 0] v f5c Ky W 0, 55 ek o
SR e HCC, BYE HCC KRN 3.7~31.9/10 J7 5/
AF oA 1.4~10.2/10 J5HI/AFH, HBV #4735 B
PR 25308 BTG ME 5 B HOC B R RAR G . WP
PRI 2 A7 R 38 4 HBV 78 TERT Ji 8 X 1Y 45,58
A RIGTR TERT %00, #5IA 2 HBV AH5C HCC B
RIRZFRIPUE], PSR 32 AR T BE R HCCIRYT Y
A,

pS3 JE— RIS, IEH pS3 AR AL, ]
A 200 i P ) 5 B M 5 pS 3 S AR RN AN e O 9 1
M, R HOGAE R L T RE . HCC sREUE ] AFBL B &
WRIR 24 ZE AT AR, F 98 B AFBL Rl R4y pS3 &4
AN, p53-R249S, Bl p53 55 249 i SH 145 & R
(AGG ) B N 225 R (AGT) o 7E 5 p53 45 HCC Hr,
p53-R249S %R LN 30%, HAE HCC FfEX &4
T 96%°, AWML HBV 4t x 2 1(HBx)
Al e EAA et HCC ¥97a1E -, IRl it 5 p53-R249S #HH.
YEHIE#E HCC A=K7,

JiF 41 B (hepatic progenitor cells, HPCs ) £E 1E % 4%
PR R R, BBCRAR D, 76 B i mT 52 1 404k A
JRFAA o A% 5 25 20 B R kg i 22 H W22 51 HPCs
BTE 4k, IAN HPCs 02 HCC T4, 44 D 1k
R —FhAERHLAR S R R ER AR S R TR , 2 IS
AL e R DL(VitD,) o WF5E A& AFB1 1] 3 i 3



AT 2020 5 42 5% 3 )

i) 22 Z IR/ BRI (AKT) 1 Hippo {5538 & 28
HPCs ¥ I J2 200 2 WB—-344 41l ; VitD, 3l 0% AKT
FISEH] Hippo {5 5 8%, K40l AFB1 %5 HPCs 199"
e, I EGIE T VitDs AI/E SN HCC T A, &
PPPDE JIKF&45 F 26 14 1(PPPDEL) 0] ity A AR JH T
FIRE M, AWRE RIAER PPPDEL AT Lt 25 FH T A
HCC I Fe A K Mg, i H PPPDEL & p53 #H
KT IR T A OB R P R X pS3 A bR Y
YERI,

HBV L R0 7 AFB1 25 0AH E /5T IESE T
HCC &4 & R 5B YIAHDG, NI it A 2RI — 2
B TR, 40 HBV S % M i & AFB1 1Y
WA
1.2 HEEA (alpha—fetoprotein JAFP)AH 56 A A 5T
AFP 2 L0 M7= A i — FP ik —— W A,
SENGLILE I H 4, 31 &3 HCC fLAE & A AFP,
AFP VBN —RRER ISR EY , ©F Z M HF HCC 1)
I I PRI W B TS 52 & R . AFP-L3(H iR A
SR )& AFP BEILAMIBEIE i IS =) 2 — , 7F HCC
Y R S R FR A, WFSE R AFP 7E HCC 14
HFHAH T B EZAEH , AFP &5 HCC Jkhik
TR AE R 28 B o AR i 2 A D,

miRNA J& 3 [ 35 54 5 fa B VR 1R R 7N 5 T
RNA, fF55# & B miR-202 J&:— 35 ELA i 2 R A
(9 miRNA, AEOZHD ] 415 B 25 [N () 1 GRfRP 8 R RO
TIILERIE , ST HSE A I S R T B
7 HCC & 17 ™ miR-202 A FaK 5.0 1 AFP,
AFP-L3 1 & it 2 TG, X g U] miR-202 mfIkERik
5 HCC W& A B PIARIE . AFP 1E ) —Fh i AL 15
bRl Z BT IRIR, (HEGHECPRY 30% 2547 1) HCC
HBE AFP SEON My ARPRHME HCC g oL ALEI
o] iR TG F A E— 2BHEY
1.3 A G ARG HCC HY IR S
-t =Y ( Edmondson—Steiner ) 532 4 T ~IV 4% , g B4y
R— WA R ACFIR 53 HCC, H HCC AN [E] 4 fh 2
JE R FURE VI G . c—mye J& mye FE R 5% B9 512 A%
7\ c-mye BESE—FP AT G073, JE—Fhal i 41 i
FRIETE ok AT BEE AN A 2 LN, c—mye 5
LRI R R BAE . A KB HCC U2 -
myc BHYEF R FAEMLHL HCC H i T E 40k HCC, 1F
HCC R A5 E | T AR DA, c-myce
FEANATHETY p53 59, T 51 p53 FRik kD, AT
SEAN R R

1.4 B NMR BAEE B3 BEAE
FET R E B, AE N R A 5 A0 AN T A R
O SE LR N R R A R R R M E TS DIRR
TENRIE A AR O R h R AR AR R IR -
BL(TGFR1) 2S5 M RER BN EE ALY
T, fE HCC BGFE AN AL v i AL iebged 4 i i A 4 R 05
HCC A 5%,

W5 F 7~ HCC MEERS 5B 8 1 (OPNR R ik
A5, 0PN it 54 E B3 8 CD44 456, S 540
MZER A5 T8 5 iz s S5 A Y2l B ; OPN ZEFREE RS
1) HCC A2 5 I 2 3 320k i@ AL BB OPN [ 3R3A W]
FEZE HCC AYEERE17, 25 OPN FIl TGFR1 KR T4 iy st
FETERE HCC AL RE A WM R R, HIG#E TR
TR, BFSY R HCC R WERER TS OPN Al
TGFR1 iRy &, BEAFFE R HCC 8 i e
) 35 PR T B8 TR RS, IR AT A A& B HCC 441
I 2 P B R AL N 2(MEG2) 365 K, MEG2
i 3 A KT R AL Il HeC A K fngess, H
MEG2Z55) TR HCC B 3 1Y a2k 17 o A
TRRFEMN, HCC AR K RS NI 0 B AN T8 AR 1
FHIE R, 2R HE T A-1 454 1 (apoA -1 binding
protein, AIBP) AT {€ TR P B2 AN AOAH FE 8, bt
AT A P9 AR K 3244 2(VEGFR-2) D BE , iF
A A8 AR A, HCC &) & AE TN RSN RS, it
RES AR HCC 560U, WERE A HCC IR YT T A5 ko
TIP3 By, il HCC B & JE KB H T
Jpa A7 A]

1.5 IR HABA OGRS HCC FIE Bt B L
Z AR Y RO P R SE R SRR RS R L R T
BRA DNA B RG00G % . DNA FI LAk 248 g msne Fn
B4 ISR AR AT R A I B E S 5 7 B S Y R A 2
B PG A0 o Sl KL RS D S A pl5
SYK . TIMP-3 . E —cadherin \RASSAF1 £/l i 78 #H 5 F
p53 .RB1.WTI.pl4 .pl6 38l T X FENTHE . 655 FIIE &
JFH R ARG AL, W93 A3 HCC H2VA 25
PAFAE I AL, H HCC 48 Ak B s 4 2 i,

M AN MGG | 278 — LR 5 HCC
K EREAIE . SEEBRNISE EF-hand 45 M8 154K 1
L(LETM1) M XK HEZE 11 Q1(FOXQ1) J&5 HCC 41 i
HETE ISR PIZEIE N . LETMI 2 r= 42— 242k
RLARPIESS G/, Fom Rk vl 5 R 4oh: Ao e 1l
I BT SRR (ATP) A i 22, 5 E NG e UL = 3
it (PI3K )/AKT 155 3 % Ab 55 22 34006 1R 2, PI3K/
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AKT 2S5 15 T, 5 2R A 58
HIFEARICRE, FOXQT 2 XK MER, S5 I F i — D3, ¥
KRRG R T SRR 20 e ) S0 s S i 5 L
RAS S kA . FOXQT IR R iF cyclinD1 e~
myc HYJA 3 X IO 5 SRR 0 s 7,

PEREEE 1 3(IFITM3)J&5 HCC 212 28 A iy 5L
LJFITM3 J& TR A TR 1SG, v LI E M
JREEA S RIN . TFITM3 g =4 Je— RS B 1, Tl
IoF T R I (JAK )/STAT3 {5530 P& 18 0 5L i 42 s 26
FIlE 9(MMP-9) 321k , il ik MMP-9 7K fiff i It 2 11 il
JERG R A DI e OIS RS BT R i , 2 4 £ 24,

ZFPEL AR T MR IF HCC &4 . RIRFTIF
TRIT, M ANEAZ S NI RFEE 58, HCC L #
[R]3A Y7 AH AT IR 2 e

2 HCC EF#RE&fFHHEMR

SERGH AN . IEE AR 102, AFP FHPE
N9 40 B bk HepG2 F1 Hep3B, AFP BH 1 AT 965 40 it
Pk SMMC7721, AFP B B9 B #5968 HeLa 4H . HEPA
# 4K pcDNA3.1-AFP-AIBP-yCD/TK .p[HRE]JAFP-Luc.

WFoE & Ml FE AFP Ja 351 3R 8h (1 %A & 5 B
(CD,TK) +AIBP %t A i 3 ik 2K /K pcDNA3.1 -AFP~
AIBP-yCD/TK , 343 %% 4% Hep3B Fl SMMC7721 3 %% Jt
J&i Hep3B 4l AE K A5 2] B B 40, (H SMMC7721 4t
ARARZFm ; H AIBP 357 HCC 4 TR 4 4 I
AIBP 75 %35 0] BEHIH] HCC 7ML AR >, Wit AIBP
AN HCC PLIMAE A B0 v 1

Survivin SE T8 I E B SRR, R aUR L
TEIEH HLNIUER , MAE & 2 Mg A B 3835, [ FRTE
FFEE U Survivin sk, WF 5% & 8 i AFP
siRNA 4% HepG2 4iljifd , V45 W /% AFP ik T, iIE
BT AFP JE PR DRI Survivin #2635 . {2 k40 A 04
T, 5l G pAFP-pS3-EGFP 520 Bk , I 5% e
HepG2.SMMC7721 1 HeLa 40 Y, WF5E#H % B HepG2
N p53 HAF# A T 2 5 T SMMC7721 1 HeLa 4
L IEHRpS3 A9 FRIA HAT AR AR X & —H  pAFP-P53—
EGFP # K ] & — VR T AFP FH P - 240 B, 51
A2 HCC 20 ] S99 BEL s 60 8 71281

WFoE EF ) HCC H AL p[HREJAFP-HSVTK
IR 20 M ARG JE R 280 p[HREJAFP-Luc, JFH G 40
KT DY 48 AL = k2R 205 W (Fe;0, @PET) 1 N HE A
BT BRI AR I T AT, 45 R Fe,0, @PEL
A0 11 P A 1 5 PRI 7 R S AR BT I BB B3R T R
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XoF I 20 7 A R S A B R R G U ), FesO,
@PEI R RBFEAC WG T 45 H iR, R B SCRE AR S 5
PRI 28 AT g 144 7 3 PRI 70,

HCC W &4 &R ILE 44  HBV B |5 3508 7
AFB1 %55 A5 O U — 7 LR , AFP AHSCHE R (HCC
FERS A I R S5 2 Ah I R A AT THLET | (ELX AN A
UKI—f . MIEREE HCC FEH A AT AR A RS
%5 HCC 9T RARAE AL, iy i S HOe &/
K FERS S R TG M OGN FE AR AR R 41 P AL, Rl
IRIGYT T S M BRI, WF5E HEC I Hrit il
FRIZGY T KB EFERE, A HCC S PRIAYT S Bl
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