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# B MBEMUAZFREZEHBVGE,DEHHMHBESE. HBV BEET®KT 1 CID/
mi, HBV P ¥4 B3 I 7 BB GE (6 AR 36 o1 AT Z AP B B . L s AL 47 HBY R (BOR
HB/E R B (AFBOBMB R 4R, 8 LA MREH X RERR HBY 3N AFB, HIW B¥
W T H &% AFB, 8 HBV & B & FAA R GO FE it HBV DNA A8 & F7H £ E
B, 2% HBV fil AFB, H R BOB/EFJF X1 HBV 5T BAREZ2HRE .

FEE ZEFRRE, FARM, TRE//REE, RR/ MEwE

L R373.21, 735.7

A ZBIAF R % % (HBV) By & iF 40
B(TRHRFBNEEGRE R, HRELR
REFMAEE, BERERRMNIKEZ —R
WERBELRIMIFERLMNB. 1981 ELIK,
RITEH ﬁﬁ%iﬁ;@mi‘ﬂ (tree shrew) ,§#t
A\ HBV RS Rl, Bf R AR Y HBV &
EOF|A KM BHE X B (AFBOHIWB & 4
JFF 9% 1 9 BT AR E A9 16 50 . HBV DNA #EAF A
LR ERFERR R T EARERE
BRHESEBORGHEER. GRS
RaGaEwT,

1 AHBV EE#H@BZERGE

=01
—‘LL]

1.1 HBV LIemamfy -
R =0 A0 B B T (Tupaia
belangeri chinensis) , A HBsAg & HBeAg 1

© FEHTAHRESRERAANEEE Y
@ %-YF%‘.IQSZ ﬁiﬂj iv% 9&&

PHYE . & Dane BRI 8 2 BT R B & 1L 18 4 &
PR, KR S B 0. sml, FMATE
SE 3 R L1 0L 75 2 4G W HBV 3 R 0 i f4
BE £ Z¢ 3 1 (dot-blot hybridization)# HBV
DNA, {8 W ALT, B4 MWE Dane &
HBsAg Wik, B3 sIEFERRERE,
A R A AL AL BT 40 B8 HBsAg il HBcAg, JR
{14 F 231 HBV DNA, LEWERE 137
B,

R .09 R EEM HBV ATfE 1
. L HBV fr ¥ A, 56 2 A B %
HEPH Y ML A (B fFF AR 4 B HBY 15
B 87 B, S P 90. 63% ; @HBs HUIR
I fE # 46.88%(45/96) , FR Ty 7 |, 7]
1k 33~137 A: OB A H X BK H HBV
DNA P 51. 049 (49/96), F £ & 3%
41 AL b @It HBsAg MY & (F)HBV
DNA FHH: B8 € ) B iR R gt B R h



2

s Bk 2 H (Acad ] SUMS) 1995,16(2)

55.21%(53/96); O M T, MHF A EHE N
Dane b X HBsAg 50bs ; © 2% % 9 W By L
HALT HIB AR : OB BREIYWH AR
ARABUEREERFRRE; @R EHLE
ALK I F 40 M2 Py HBsAg & (%) HBcAg; ©
RO THRAZRATMM A HBV DNA 4
& 66.67%; (O DNA B i 4 32 (Southern
blot hybridization) 3 $r FFH B Al 48 1 B &
%l HBV DNA, Ik LR, W8 TR % A
HBV ¥ B 3 il .
1.2 HBV ZERR ML LR Mg
BB RS A HBV i ¥ B HBsAg X
HBeAg F¥EILTE A ERBRE BEHT H—
HERBE 058 AR, B R YA B I
BEATE=R, M ESEREMN . ZEEH
R, AR REIKXE (ELISA) & Ifl & HB-
sAg, dt HBs,HBeAg, #i, HBe X #i HBc; 3
WM& ALT RAF4H 4 HBsAg P HBcAg.
R, HERWE TEMW, HBV {754
A, BHREESRNETY 28 F. &itM
BEFHEN 18 AME .25 REBEMKBR
B3t 17 H R Rk 94. 4%, 8L HBs $i
JR ML 4E . 0 ALT A& FASE R HBV
HBEMAREEN %X, YA HBV 8
TE W B SR A AR .
1.3 RZ FEampsl ik sf: HBVES
20 AR 4P AR CHEE S
B HEM HBV X B4 HEEf HBV, ZAF
BEE R T A & A IR . o
5 A5 R IL A B % ¥ (RIAD 4 HBsAg, i
HBs fi4i HBc HtrEd. MEE 51 A,
R VEFCHEEN 10 IR, R
& B3 HBs, S A HBV 5, Kb HE
1 HMmE S WEEH HBsAg, RV RN
88. 88% ; H ML 1EHT HBe $A&TH M. REME
BA 10 R, EH A HBY /5,5 R
HBsAg FH1E,8 R 4% HBe PHY: . B #i4 HBV
RBRPEA111%) BEMF XA ROY%), P
<C0.01,%1 HBs fEH: (cpm ) B E T TR
H, BRERY W LEBEY HBY BB AT

FrE M M, RAE HBV R i B Mg Al 82
#.
1.4 WX A HBV gy |

H 8T E B L & LA CIDs, (chimpanzee in-
fection dose){E N & B 314 %X HBV B =¥
IPRME. HEXHEIIEEDL SOXHBER
By iy HBV MG B KRB, L 1ml FF
S HBY BRI 1IN BEERRFEAMQ
CID/ml), A% i % E NIH(National In-
stitute of Health) 12 £ {9 HBV #7 ¥ Il )&
(No. 311982), & ml §§ HBV &} 10°CID,
L 10 BN 1 CID/ml, LA 50 B
WL 4 5 A IRAER HBV L5 W ¥ H 1
107°~107"5 AN ¥ BE , 22 % K Fn I B
0.5ml £ —K, &3 Iml, THWEE 16 F,
JH ML 2 B G 55 20 A4S T I B A 48 4R A IR B
iR, 3.5 AWE A HBYV By # 107°
~10"HmEEKKNY 80.0%, 88.8%,
66. 6% +55. 5% K& 42. 8% ; B R Ye bt B H B
I ALT AEMBESA—MFRKE. XH
PR S HBV R 2R, RVt
HIS AL,

2 A HBV #» AFB, # X &% A
g [107~12)

80 AN, EMLA HBV, AILIE% X
B RTERRBLRIER, BRRENRR
YeERAAWEA, S HBBARKFEAN AFB,.
Bi3tA 4 4. (A)HBV+,AFB, +; (B)HBV
—,AFB,+; (C)HBV +,AFB, — ; (D)HBV
—,AFB,—. AFB, R, &K 200~ 400pg/
kg, G 5 W, BHEEHIE 15~16mg/H.,
FLEWMEE 158 . K3E LMERE R
BRBI R ERBEALRE HBsAg
M HBcAg, R L4+ F 3 # HBV DNA, 4
LML #E R M Gamma-%5 & B 5% Ik (GGT)
P e 440 P38 A 4, SRR AT A B R R A
&4 i 46 48 4 DNA B0 4% 22 4+ #7 HBV
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DNA HFHERE. &RWT:
2.1 FmALEMR

PASLIG S 83 P BLER | B BE & 1E
# 56 A AR BE TSI LR E 158
B, FREFB 136, FEBERXEERY
HBV 318 A\ AFB, 87 A #1(52.94%,9/17)
BERTHEAN AFB, 9 B H(12.5%,3/
2B HBV 9 C A (11.11%,1/9),P
<0.05, AFB, A BB (mg/FDE A A
(13.401+2.55) M B H (12.51+£2. 08) | A
BHBXR,HRERHBV 8 A AFEFEE
AEBERTRERN BA, AFE LS
BOEH A 129 3 145), BERBLE S
(2.55 % 1.33/2) . ARG T 235810
JF4A 4 HBV DNA {E B BRYEB 5T, FF R 4
REH AN AFB, AW B+, iF 4K HBV
DNA FH#:# b 45.45%(10/22), B ¥ &
10.52%(2/19); ZE T A AFB, Bi# 8 o,
P HBY DNA F#EE R 12.50%(1/8),
FAtEE N 0/6. 165 LR LU HBV fR&
HBREEFBHAFEELRERE. C
HY L BIRBERHBY 5, A RTEN
i % HBV DNA #4EFH%, F 83 B BT
%, EINF AR ERERSAE, RO TR
il HBV DNA, ZHY N KRBT AFB;;
HBV B LR NBEE FHAAFTEMER
.

Frifi KM 13 BIAT 23 0 A s . 1
11 PIERE R R T HBY Wi SRR,
1L 3% HBsAg 1 (8()HBV DNA & T JFi%
REZH LB R, FHILEEMERal
3] 2E 5 B F B8 AW B A % HB-
sAg f1 (B #i HBe, M & fF 41l HBsAg 0
(F)HBcAg, 7 2 B4J% 41 M b4 i HBsAg,
AL FRZEFE TR HBV B R AR
Beh, 28T ERA R EDERFHRSE S
HBV DNA, X4} ¥ 83 HBV #yt ], &
He3H,.mik 142 .

P EZR%XG HBV BRI SR ERER
AR E¥ B Z LU K HBV 5 AFB, fithRE %

WIER.
2.2 FFEERIRE GGT FEEFARMAL
Rt

ELB 138 AW, BH HBV B 5K
R BEH GGT 4894 % (0.5 Xf 0. 34 4~/
cm?) M R (0. 04 Xt 0. 03mm?*/cm?) B FH =
R, (ERB¥. HBV f1 AFB,, #¥F{EAT,
GGT 4 3 E (29. 33 AN/ecm) BERMF R
$#{ A AFB, # (9. 03) f1 R & s HBV # (0.
5, S MEREME, ZEBRA AFB, IR B
i, B HBV 5 REREHL, (60 B
) F % (60~80 ) ,GGT AL B E R
XRBEER KM (83~100 ), B &
GGT 4t ¥ (46. 10 AN/em?) M1 W R (7.
10mm?/cm?) W BF B8 TR &S & (7. 92 4~/
cm?)f 1. 86mm?/cm?) (P<0.05), R %
B ,AFB, 1 HBV A HE KWW GGT 4/
fER,. _&FHFEER, (B HBV §1E B A
Bwae.
2.3 FENREFaRsRMEsmwx-

FLBH o HUIE 1 AR
1% 4 (liver cell dysplasia, LCD), #EH A
AFB, ®y® ¥+ ,HBV ¥ # LCD &4 X
(61.53% )M B T BAHEH (52. 94%) , (HFEX
BH LCD MY b & 4 A 5%, HBV
P H (56. 25%) H I B & F B4 & (16.
66%) . TER MY AFB, B34+ ,HBV
HALCD RAEEU 15 BESTFHE
FHO/DJBAL 1 HLCD MFBEE. S
W LCD FHHHEFBREE G0 0K BER
FHAME(2.38%)., SEALKRN,E HBV
P A4 LCD 8RB A 41. 66 % 7 AT 48
My i HBsAg X ()HBcAg, FHFFRF
LCD HAEREZ . SREFEBLEEM
X, #t— bl LCD BRI A5 A5 ; IF R 93
HBV il AFB, ##£i%& LCD,HBV # LCD
m R RFREER.
2.4 HBVDNA ZEHERFEEAEEWN
;R[s.xz]

JROLAr FREKE, £ % HBV M &
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.66 THEMARERGEOIERRL
HBV DNA. 7§ HBV FR4EMN 11 GifF
B 2WERAFARHRLAFARE N
HBV DNA, H 5 flR et W F K5 BITE
B 403K R 48 W HBV DNA, 2 fifH
iR AN 9. DNA ERE 3 40 87, 26
&R HBV B4 B AT = a4 o 5 060 A0 (8D
¥ 4% HBV DNA., FHF 1 Hl7ERE LH
B A L A 40 38 AE 4515 F0 LCD S e A .
X HBV AUCERBFREHR .M HEE
FARERTR AR £ 8 R Z A E7[F HBV DNA
BEEARRFARERS,

3 H# &

ARFRE T A HBV B B 34
B ,i#17 T HBV 1 () AFB, BELE,. B
~:HBV EFF SRR EMFE R EPTREE
{ER .5 AFB, HhFEBOEIER . % HBV &
4% \HBV DNA ¥ &, JFF 5% 0 242 0 T 40 B %
ZHEFEFEVER R, X HBV 5B AR
E¥EXRE.

CTIAFEES T FLIRII'IE T M
HFEAXFUASHR LFEAXFHATLAN
IFER PHEHARR AL IRERRFD
AHEERAXRERAZURRT B, B E M)

& ¥ X M
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EXPERIMENTAL INFECTION OF HUMAN HEPATITIS B
VIRUS IN TREE SHREWS AND ITS RELATION TO
HEPATOCARCINOGENESIS

Yan Ruigi’ Su Jianjia® Huang Dingrui® Gan Youchuan’®
Yang Chun? Huang Guohua® Luo Dan?’

(1 Cancer Institute, Sun Yat-Sen University of Medical Sciences, Guangzhou, 510060;

2 Guangxi Institute for Research on Cancer)

Tree shrews were inoculated with human hepatitis B virus (HBV). More than half of
the experimental animals were infected. Successive generative infection with the sera of
HBV-infected tree shrews had been conducted and was prevented by hebatitis B vaccine. Ex-
perimental infection with standard HBV serum revealed that tree shrews are sensitive to
HBYV infection. By using this animal model, hepatocarcinogenic action of HBV and/or afla-
toxin B, (AFB,) was investigated. The incidence of hepatocellular carcinoma (HCC) and pre-
cancerous lesion was significantly higher in the animals both infected with HBV and exposed
to AFB, than those either HBV-infected or AFB,-ingested alone. The integration of HBV
DNA into the host hepatocyte gene was found during hepatocarcinogenesis among the tree
shrews infected by HBV. These results suggest that exposure to HBV and AFB, may play a
synergistic role in the occurrence of HCC, and support the viewpoint of etiological relation-
ship between HBV and HCC.

Subject headings  hepatitis B virus; hepatoma, experimental/etiology; Tupaia/micro-

biology
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FZIFRR A EE TR, Ca MR TSR Fura-2 W E YL Ca B AL S HER, HRA
BPRN« BLERZEME Ca" EMNEARNE, IRRH o M o THYTEKA Ca>* B RIS
Ca®" Pl oy ZHEIRH Ca* AT AE & XM ERME Ca? B IS P20 2 Mo BB 5 JE 0% 2 L4 1T &
SEOMMCHEHX, EEZRA Ca BEFAE. ZHEME BENEFBIN o 5o SHIREN
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