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ABSTRACT: Aflatoxin B; (AFB;) is a highly toxic mycotoxin and one of the important risk factors for liver cancer.
The synergistic carcinogenic effect of AFB; and hepatitis B virus is about 30-60 times higher than that of
single-factor hepatitis B virus-induced liver cancer. AFB; plays a toxic role in body mainly by triggering DNA
damage, DNA-adduct is the most common form of damage, and changes in epigenetic modification play a significant
role in liver damage. This paper reviewed recent advances in AFB,-induced liver injury, and summarized the possible
carcinogenic mechanisms of AFB; to provide a theoretical basis for the prevention and treatment of liver damage
caused by aflatoxin.
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VIRV AR R E AR R, A2 shAn
ZU % R R s, FE AR SR N,
% B(aflatoxin By, AFB, i i # I, FEtbtii kM, Hi
PEAJE AL 10 £, —FILWANHERY 75 500, ARt
R PAHALRIE, AFB, SR 30~50 pgkg BFNEEE,
50~100 pg/kg B} HEE, 1000 pg/kg B A HETE, 1000 pg/ke
PLEEAH S AFB, R HARBOR (| 45 . w5k
RO WSO S T B AR SRR T R AR AR AT,
BCATEAER 3 3 AT AR R EE T AFB, 224 2 o,
— R R, — R B R 4 fh O O A A A
AFB, BR324 c AFB, i AR YIS 80% LA FE/MA BRI, 3=
TR E IFRE, BACEAE M . R A iR
SRAFAES,

JF 988 2 B D0 P 05 A T R e, A v R T
FICR PR A0, Hp R IR S 70%~90%!,
ERGRIE R KRR —, HihEHEREE,
JHR AR 1 A S B A G AR 1992 4R, kA BHF ST
BRI, AT A MRS Y0 B YRR R n B
T RS2, e M 2 P95 5 (hepatitis B virus, HBV)
BFE R, RRA 4.6%~28.2% 11 JIT 98 9% 41 1 K T
AFB, 2 #E°) AFB, 5 2 HF6 2 9 4 Pr IR S0 1 1 L
PR R IR R R TR 2 30~60 f514, RIL ] #
GRS FEN RN REXREE, ALERT
IAER AFB, BUHNES G A C ST EJE, Ri45H AFB,
A RE RSB ALE, LUBA R B I o ih B 2 5 A A0 IR
PP P A

2 HHIBFHRAFAREL

&g REARNG, EELAERE N, F
IR IR R4 T A Ak, 2B SR AR A T E L
HE UV, il 2 F A NE @ 2L 72 P450(cytochrome

PASO)H ARG AL, SE AL, o AR R AL

REVER . BRI R IR B Ab R by, A b b B
AFB,, aflatoxin M; (AFM,), aflatoxin Q;(AFQ,)# aflatoxin
P, (AFP)), 454774 3 Za5m o ARyT A PR T8 A T HEME . A
FEALEY AFB,-exo-8,9-epoxide (AFBO), AI4» A &1L
) B T 5 K 1A (exo-AFBO) FIL R 48 4L 45 ) 79 T S5 44 1
(endo -AFBO), exo-AFBO H.f5XEF Bk, 5 DNA ML
ik % R endo-AFBO ) 1000 f5'%17], AFBO 45 DNA %%
FS3F5E3E G R N 454, JEM AFB,-N-Gua fENIFES
DNA Z7480) F 2 AR, (HJE AFB,-DNA hié&4)
TERNIRAERE, AR 2 Rk =1, —FhiIEEns A
M, — R ERE RS Y AFB- OB BE A 4
(AFB-FAPY)!™, 3 B HEH

3 HHBESZHEBATARBRBAIIE

31 HEIEFHHH DNA #if5

AFB, PEAKPHRE L P450 iR G064k Jy el 7= 40
AFBO, #RJ5 5 KAFEAEBMAY, W DNA Gy,
MG ESEH 48, R HESUEMEAP, AFBO HA R
Wk, BENS S AN KA AT RUAE S DNA ZAE T
&, [ RERHI%E DNA BE MRS, Bt AFBO A &
5 DNA 45 & TE il AFB,-N"-Gua, # K i AFB,-FAPY,
XL S YIIE AR ZE 5 51 DNA XS ER(G) R 28 H
2 HR(T), X WIEHRH MR AFB, 5] ikt 5
ARPESAFB) o AR 5 RGN ras 2878, p21 2
A ras BIFRIRE A, ras FEF RATRENS 3R p21 &4 GTP
Tit P 0 1 TG LR ARV, T p21 B TEVE 2 HGE P IE
S5 IR RV R 0 R AR R SR A Y BR T B IR N A 28
4N, AFB, A5 I LA pS3 MZRAE, T FB#E
Fik 66%, TE AFB, HICHHE PRk 91%), AFB, J AL
WM REE B p53 LR CpG o i H KAk, MTiH4R p53
X RAS B BUBAE, T3 p53 RAERTFE, Hi g K0
RAERLE p53 55 249 B T(AGG) L4565 3 Mk G:C-T:A
G0 Bk e A ol s B2 B30 DNA - & il i st ad
BB, TG AL B I 5 B LR 2B, p53 S 5848
JE AN Z P9 S TR A R, I 4 LA 90 R TR A e, B
REME IR AN T, SR AN MGE Ak, S, it
KRR . PTEN BRI 24k p53 22 )5 K& PR T Z e 3
[, PTEN TE40HE PY 32 230 1 52 0 A S5 i 1R 19 0 25 3 B 1R
Wi B RR AL K - R AEAVE ], PTEN ARFRTEE 0200 b g
% 5 BT T SE I B 5Tk BRI A S R R T
AFB, Ji PTEN mRNA Fiki g K, /R AFB, A LIfE
ffi PTEN J£R 235 1281,

3.2 AFB,5 HBV #hEHEIEH

M ELE S Z MR FER L, Hb HBV LA
AFB, 5 R 5 12 P U & A AWK T B R R 26 AT
SRS R, R RN ZEAE AFB, =288 1Y X3 L I E
W X 3%, 7E HBV B B AR o 9 B &9 2R AT
7 A, T 2 AR R WA, A XU L
H—ZFET AFB, & 30 1%, HILPE BA B E A REUE
PR30 5 RUE AFB, FI HBV 3% HAG BRI R 278
g R, BT AFB, J5#E LR/ Z TR MR
T2 ke R E S — 1 AFB, A HBV BRI S0
YR FH AT RE -5 6 25 1E AR PN J o [R5 S 1 PR A T il
R FILA X, P EI HBV e 23880 40 i X T
AFB,; MU, BRERS BN AFB, 255 A Yhs &
YA R AFB, SR AL N P HBV iR fERS T
PLAFANMI IS AFB, BORE A, {f AFB,-DNA Ji& 4
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FE T AU, 155 B8 S s ] g o = X AL AR B 4645
Ak, HBV By ml i 2 4N il 238 P450 AR S5 LA
His AT AFB, ¥ AFBO, Mg
FEEFR W), AFB, fl HBV YRS /E R 59
AR P S R [ 5 i g i PR 0 8 B TR A e 3k R 4 A
DU HBV H HBx & FAENS 5 p53 LS4 FF- 10 ps3
RO A PR L R g 3k, TR AFB, AYBORAN, X
TR A5 2800% 8 8 KT AFB, Kz HBV B0 ) s F1S) f
SR IAE R B & L TR R, WL PTEN W3Rk
HAE AFB, Al HBV JL[RIFE AR BE %2 21 500 W 2 A4 il .
A ST RS AFB, A FITH i HBV Hil5 25, vt HBV
SR 518 A g A i 3 A, BSR40 i 5 5 25 A
HBV #Ui, XA EEE HBV 5 AFB, Wi A SUHE 7E L
il 2 1361,

3.3 AFB, SIEEHFRIIZEF I

T AL RARTEA A I A DNA FPA i IR P
SIAIEBLS, TR AT % B R 3R b 58 . 3R
AR AT AR WA 5 2 s ARk s, TS 1R
SN IRV AIRTS o RIS % 2= T B AL 2 (0] A A A
A FH AT BE A S5 A0 41 i 3 N DT BRI R IR R N AL B8,
5 B0 1) e A Ak, 38 A 98 1 S5 P A 2%
PEBTE M AA B LIS DNA AL | B A Bifim
JE4TS RNAs(miRNAs), S 51## AFB, i S AL 41
JEBABR A . Y45, AT EURRORSEREIEEA, 2REA
BURNTARE AFB, 55 AOB0 A AE A B 22 A4 b i 042
T ¢, AFB,-DNA &Yl 3835 PR s s X opG &,
(A2 T F R AR R 2 T 3 SO 5 DR 2 i T3, i sk P £
JEM.c TXNRDI. RASSFIA Ml pl16 %5 5 E 5L 1R ) B 31k il
AL RENS R AFB,-DNA & W RIIE AR KK,
TR KA R e R A E N [, — e
B 5 30 1 ] L3l o 5 i — SL B B R A H R I 2
PEPALHI R, H A& PSS miRNA-429 \miRNA-24 |
miRNA-122 . miRNA-34a. miRNA-33a, miRNA-300b-3p.
miRNA-138-1 1 miRNA-34a 7£ M B miRNAs i 1
GSK-3b-C/EBPa-miR-122-IGF-1R &7 M 4% .DNA 45 p53
B8 B Wnt/b-catenin {5 518 1, MMEE AFB, &S
g 2 R LRI Y R B MINR S 5T AFB, S
Jib9eg 2 FE AL, R 0 2 A T 2L 30 0 OB A N 1 i el R
rp SRR B R 20 3 DR A 10 e ST 2 A R A SR TR
Ak, FMBALEMI ] BEZE AFB, 755 TR MEHL ) P
Al f S — 7 T rmo-miR-34a-5p A4 IR T 40 E 30
AARE MET. CCNE2 il CCNDI1 §y36ik, S50 7 403
WIBEAE, fEPE T p53 KINXT AFB, EITIE DNA 54519165
¥ F . AFB, 3. 7] 38 3 343% miR-34a Fll miR-33a FIFREHE N
JH¥E COND1 [y, 55—, p16 Ji8h 1) CpG &
PR S LS AFB, i SRR &2 4 UM L, pl6

F Ak BEi%  pl6/cyclinD1/pRB ikt pl6. CDK4.
CDK6. CCNDI 1 Rb 19723551,

BEERE

ZUWE e W, WSS R SHEN R ERD)
AHSE, TuHIEAE 2 T 2 18 M kR i 25 2 3% o R R
X, &R S RL R, fEIRE, R R4 T
e R IR, o R R IR R A R R S R R
Z—, o T M R A 5 R A S AR 5 S L
HXFE K HA, B&KBT AFB, #EAMN G I 3255
X, w5 DNA, BARSE RS T4 S IN&Y
TR E B, 5 HBV P YRR PR R 4 98 5L B A
PRk, L R L B 2 5 B H8UE e
Fvh, AR BRI FrRABESE . AFB, #E ASLIA
JEReE s R AN Z R IEE . B LR miRNA Rk
A, KRB AT B AEYE B RS X
AFB, B HKFR, AR THRE] AFB, SR 151k
Sy FYEN AFB, M ibnd . ILAh, BF5E &L AFB, BR5 1K
JJE LA, 34 55 22 Rl A e 1 & 2R B DA DG, A filiges |
SEfp L (HMSE R AR H D, F—Hr TR 2
G450 AFB, 5 DNA #1509 HARPLE, M AFB, 3U%
14 DG A 53 B DA S PR ST U 5 i B 1 T B . IXANYR]
DIRE ST AFB, SUR/EARBR, 0] MR bRl
EIESC RN B il
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