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Hepp R BWEH K B, (AFB) R E A B EEE X A K A 444 HBV DNA #1 HCV RNA,
7E69. 2% (18/26 ) H HCC BE PR T 3. 65~89. 06 ng RE M AFB,/g A4 ;HBV DNA Ml
HCV RNA % 34> BI490. 5% (57/638)#112. 7% (8/634) . 1, AFB, 1 HBV DNA E &% 1
#H61.5% (16/264)) ,HBV DNA #1 HCV RNA E 28 H % H7.9%(5/636) 4% HCC REER
K T AFB,.HBV DNA 1 HCV RNA, [l # #i 3 BASH, T 1P X FF R L R &KW, bk
SEPE R 5 AR B AE %, 3 BB e th R BOB AR .

THR FHa/sEy SHSER/4N ZEFRREE/BEY RRTRBE/REE,

EE HE
B8 R735.7; 512.6

AR R BEE B (AFBBEM E
EESE. R AFBMRIBMEEREN,
ZRIRT % 7% E (HBV) . R I 4 i 8 (HCV)
¥ R vE TR & 3 B W SR ALZE AR, AT B
HRIXFHRESIE - RIRHERE AE
ESARHAL EREEN T ERT AN
HEBHCOMKREBRRSEPENYET
BAESEMOEXHREFE . RFRUA
HCC A RFE F AR M-, 2
HAF AFB X HMREEEMNEFELER
BT E17E A2 HCC Rk & iy B 1E
R B vTRERIHHE 7 A

1 HHRPFk
1.1 HRHR

B E19924F4 A ~ 19944 12 A EE K &
MRBREZFRETHTRERE B

SMBAFARRETFRNRE WAT
F. GH SRR ERFARAE 1 HAKE
HEIRERE.FE HCC IR B2 MR
BN N B FE 634, B A 5961, 2 4 B,
WAER(47.24£9. D%,

A HBV . HCV ML #Ric I BHAEN S
BHEENFARIMHA, FLEBEFERKBA
FIRFAH L 2 GlYEXT BRA I hIET REE.

1.2 ZLBHZX

1.2.1 @a®+ AFB,%# R SHirEK
M2g EEMAGHFARFTRN, RAEXK
VOAH 53 35 Y6 85, 4 Siraj 4R AW 3k
B #L, [ Ry SRk (2 ]480E .

1. 2.2 4%+ HBV DNA #& HCV RNA #
Rl 4% DNA 5 RNA B98I 3 #%
XHR(3, 4] BT . RAMER S REER
B (PCR) B AR 43 #f HBV DNA, ¥ #% % ik &
#& PCR H A& #l HCV RNAM, 3 HCV
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RNA 1 ¥ FH & [F i /6 fi g8 HCV RNA &
w[‘]o

1.2.3 &%it¥FamF5E ITERMOEE
HEFRE TR EERBENIRIE.

2 % xR

2.1 AFB, g

266 HCC BEFARUBRAR TN
AFB{E T MMM &% R e i€ B4 47,
F1IFR.69.2%(18/26) ] HCC B4 K H
T3.65~89.06ng A%y AFB,/g FFAZR,
3t RA 2L T & AFB, (1. 98ng
2.67Tng AFB,/g) B MK B, Z 5 FH % it
FREHE L (P<0.05) /641 HCC [ ut
Bl THEART M AFB, R 1R &H
38. 6 ng/g AR, KRR H & AFB,
K.
2.2 HBV DNA $1 HCV RNA g8

#1 HCC #Hfx RABLR+F AFB. S &AW

ngAFB,/g HCC 4 XTEAY
HA BEAG) BEAAEGY FHAG)
0 1 8 3
~5 2 1 2
~10 2 3 0
~20 0 1 0
~40 1 4 0
~60 0 6 0
>60 0 3 0
& it 6 26 5

1)¢=39.5, P<0.05

XA #kER PCR B AR 63% HCC & &
AR X% R A4+ HBV DNA f1 HCV
RNA #{79 #E M, R REK 2.5 ot
BRI, F—RAREBHAA PR H HBY
DNA 5t HCV RNA # JE R AR ¥ 6
B, RZMUAR—E.84 HCV RNA ¥R
HCV 8%, R A ARMEAR S5 H6
%0 2 Bl 14k HCV RNA X R4 5 4
JFHA K, HBV DNA 1 HCV RNA £ il 3 %
ik

2 638 HCC M {4+ HBV DNA #1 HCV RNA & i

R AR WAR
BI (%)  HCC RNA R#H (%) HI¥ (%>  HCV RNA FH#EH (%)
HBV DNA ¥ 57(90.5)" 5(7.9) 35(55. 6>V 2(3.2)
HBV DNA H# 6(9.5) 3(4. 8) 28(44. 4) 2(3.2)
&t 63(100) 8(12.7) 63(100) 4(6.3)

¥*=19.50 P<C0.001

2.3 AFB,#&H 5 HBV DNA HCV RNA #2
HexF

M+ AFB K 5 HBV DNA K i i
*ZAZWFE3.HBV DNA 5 AFB,E&EKE N
61.5%(16/26) . 73X 264 HCC BH HhH4
Bk 3l s 4R o HCV RNA, 5| A BM 2
X4 HCC B & ¥ [F etk t HBV DNA
AFB,, R &4,

#3 HCC REHRT AFB ALY

HBV DNARWHMER 2%
AFB, HBV DNA # ii & 52 "
T
BEME @\ o# [
¥ % 16(61.5) 2(8.3) 18¢69. 2)
FEH 7(26.9) 14.2) 8(30. 8)
& it 23(88.5) 3(12.5) 26(100)
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F4 BAFHARPIEF=EKHHK HCC BREHRH

it HCV RNA AFB,
me s ) RN e HBY DNA e h
1 ! 41 HRE3E + + + 82. 88
2 L] 46 IHRER + + + 73. 30
3 B 42 ImHREFHF + + + 30. 37
4 B 43 T~ %R ¥ M -+ + + 6. 14
3 W i W PRI L %8 HBY B AFB, 4%

HCC MR TREARBEEE, B REE
REFET A B (0 HCC fyHb 38 43 75 4% 5 48
5EMBHFEREREE-HCOANERK
N EFBEEREX, BT AFBHBRERE
SRS TR AR AFB, Al ZE B Fhsh 4 1 i
KA. TS E#EIEE,.AFB, 5 A KK
BHXR—HFEEFV MEE AR,
N EERBUER D m SO AE e
AWM K266 HCC BE AR T H
AFB,, B 18M (69. 2 HHEE R ERY
AFB,, BE® T XA AFB & HER, AT
R PIE LA AFB AT IE/E R &
ARBTTEEFLE.

BE 1 2A HBsAg f1HL HCV NtRid, # 17
THEEZHRITRFAE, B RE HCC ¥
%45 HBV HCV B3 ,HBV DNA,
HCV RNA RXFHBEEBRLBEENER
MIgtR. FE RAKER PCR AR HTR
i, &% B HCC B & E R AL S HBV DNA
R EREIK 5%,.HCV RNA i H &
12. 7%, & PR A R+ HBV DNA & iy %
55.6% .1 HCV RNA #& HH 6. 3% . 67 &
BAFHAMZBBAR PR E T HCV H#l
BB - st RNA X B4 R AAAPRE
ERKFLiELHEHCCHAEFES
HBV BIA% HCV B EENEK.

HCCHEAARZHER. ZER. 2EF
REHGER . ECHBHBAREEER S,
AFB, .HBV #1 HCV {i B &7 3 ™, B fi1i|
HMEBUBERRNMEBEENME. Yan
ZEp R s A, BF 5 HBV 5 AFB,

ZH11. 11% & 3L AT 98, HBV B4, AFB, | H:
$112. 5% BUAT 9, M PR A 52, 9%
HAFE AR RNFSRMAR P
MRERER, % 636 HCC RERARF K
#,HBV DNA.HCV RNA E& MR Y
7.9%, & HCV RNA PH# HCC %% i t
62.5%, T [ £ & M T 3% IR AT [ K &9 26 61
HCC, 15. 4% R B+ 4 £ T HBV DNA,HCV
RNA fl AFB,. iX ¥ 4 R # #£ /R, AFB,.
HBV fl HCV Al FEE DR BOBER. B
—HE LR, — PRI A IR TT
BEHI 59 A R B 1 (E R IRF R T 5
Fifk N o B AT 40 B X BOR E T80 E BR BB ST
5, EBMEEETFHE FEER BN
b FE B EE (R 4R B L, KB HCC W R &
SRR T 9 2k P B 451 HCC 8%, H
THAER R (434 2. 2) % K T AP R HCC
9% B0 T R 16, Rl R 3P BB R R
TR BURE M .
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ANALYSIS OF AFLATOXIN B1 AND GENOMES OF
HEPATITIS VIRUSES IN LIVER TISSUES OF
HUMAN HEPATOCELLULAR CARCINOMA

Zhou Yuanping! Peng Wenwei’ Yao Jilu! He Guangyao®’ Ni Erjia® Hu Pingchun?

(1 Department of Infectious Diseases,Sun Yat-sen University of Medical Sciences,
Guangzhou,510630; 2 Basic Medical School, Sun Yat-sen University of Medical Sciences,

3  Guangzhou Institute of Chemistry, Chinese Academy of Sciences)

Analysis was made by using human liver tissues from hepatectomy specimens of patients
with hepatocellular carcinoma (HCC) to detect aflatoxin B1(AFB,) by high performance lig-
uid chromatography (HPLC), and HBV DNA by nested PCR technique,and HCV RNA by
reverse transcription nested PCR technique. AFB, was detected in 18 of 26 (69. 2%) patients
with HCC,ranging from 3. 65~89. 06ng/g liver tissue. The positive rates of HBV DNA and
HCV RNA were 90. 5% (57/63) and 12. 7% (8/63) respectively. Among these patients,
AFB, and HBV DNA were simultaneously detected in 61. 5% (16/26),and HCV RNA and
HBV DNA in 7. 9% (5/63). Furthermore, AFB,, HBV DNA and HCV RNA were detected
simultaneously in four patients with HCC. Whereas all of subjects of control group were
negative for these three factors. These results suggested that AFB,,HBV and HCV were as-
sociated closely with human HCC, and these three factors might play a synergistic role in the-
oncogenesis of HCC.

Subject headings liver neoplasms/genetics; aflatoxin/analysis;hepatitis B virus/genet-

ics; hepatitis C virus/genetics; gene,viral
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