X10°~1X10%cpm/pg DNA, B&KiX By
HBV DNAPHM M. A M M PBR322 i
BIDNAXTH, IER SRR I, SR
B2/DHkipe HBV DNA,

3. Bt i 2% & ( Dot—blot hybridiza-
tion ) ; & Lieberman H Ok, BB 4
#UBHR (Nitrocellulose filter, NC Jii ) &
R EWRT, B AE2 X ssc i L, F10~20u]
L3 BREALARDN A R BUB B 825 7ENC B b, 2
R EE0% PBENE ( formamide ), %38
MNA2T, BHEKBEHR10°cpm/ml.

4 . % RH A ( Southern~blot hybridiz-
ation ) . 44 DNA £HUK 10u14 EcoRI #i
BamHIEEYI, [F]RZ8VIMALDNALZ0.8%
IR BERE Ik, ZREcoRIBFVIN 1 DNA %
MR T RIKEANDNABEL fits &, ¥
J ek T RO, 1504R L k304> Bh, WEE
B EMDNA##ZNCE E, LG R AL SR R B85
R, WEHRBEN1T cpm/ml,

=, HBVE AR P ZiKkE FLIR O
HBsAg, $i-HBclgM, HBVDNA B if 4L 41
HBsAg, HBcAg, HBVDNA{E—35 #nbH M,
HIP SN P CH

5@ R

—, J6 e M 4R . SCUGA 354 AR O
ZRrm4pHBsAgPH#:(11.4%) .54 $ii ~-HBc
[gMPHPE (14.3% ) , H24|HBsAg Fl Hi-
HBcIgM#BH{:, 174 Hi-HBc FHP:(48.6% ),
3B pi-HBeFHP:(8.6%) 5 G IILHBV DN A #
BAPE. BRI EN20.0% (7/35) ,
X HEZH 1041 i O ML B L ] Hi-HBc #1 $i-HBedy
BH P 40 (% ) B 1 Hi-H Be f$i-HBe 2 PH %),
HB V& Hu b &34 BH 1% .

=, BEHar eaming R, LBy
TR PR 2 %A LABCHE &M, 14)HBc
AgbHtE (5.9% ), ZHIZIHHBeAg #l HBV
DNA¥BH¥E. Y68 T WHBcA gFH 4 41 B 95 37
e, MkEA, Bk, AHB R ZFPE

. 3929 -

R AR ELER, Ja & HBcA¢ FH ¥ -4
PSSR, ZAREEMG, HiORE, iR
RGHB VARG FFan M 46 /0, SR80 5 78 BT
PR R REAR, 1THIG LA X BE 48 ) iR JL AT
HAHBsAg¥JPAE, Ja&ZHBcAgIRPE.

=, RS> T XA R 4X.

LI 27 AR L1261 fF A 41HBYV DN A BH
(44.4%), Hpsp] HBsAg, HBcAg 5 di-
HBcIgM PHYE: ( 18.5%, 5/27) , #6005 PR
BHBVR G LA L IBHBV §i ek 7= 4 $i
W EEDUAE, 2B HBs A g FH Y2210 7 4= UM iR BA
B s LR 8 i) i JLAFALZRHBY DNA ¥y P,
B RIBEIFALHBY DNA B 5 243515 B 5%
51, HEHRALERKZRN, HBV DNA
BB e, wREREMFALHBVEN 4 5 N
8D,

i i

A MHBs A g BH Y421 517 i JL G O JfiL
F A HBsAgfIPi-HBclgM, MG A8 #&

HHBcAgfIHBYV DNA, if 52 THBV & P&

REFE, AOCRBIMTE Y, REALLE
EBRA FR% K, HBVE MRS /) Kl X

a3 A20.0% (7/35). 5.9% (1/17) #F
44.4% ( 12/27) , £ HENBRGEHBV RS
MEE X, HUENAIHBV R EEE R
FE LA T P EEE R G L i Bg £
ik BIE 2 W Y PA B e N EK S, TS R &
A B LB BRI C5), JRELEES~15 % (6], JT4E
KXHBsAgbPHY:421E 5] ™ IR JL B B # %
(r~0) ) B XFDHB Vi % 75 30 i) 0F 42 (100 R,
EHBH T X, HBVE PR 2525 A
B P R 2 HBs A g 18 P45l 2 1) B 2R,
X b B 5 | 2 HE AR

ARXRHBVE NG R 5 & 7 — 3 4
R0, WERIRERLREZERK, BT SR
MR MA NG L &SP oA K4, 5K
W HEAFEA R, AL KRE MM R4
¥, HBV HEARERYI T 441HBY
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DNAFRHMEZR , W DLAEFR 45 R M U
(7.8,10,12) Wl RE 5 G JLAL R0 A 3, WK%
F & Hl A PR A R BT A 0314 ) K
NERBEwmA L1205 41 21 HBV DNA FH#:
(44.4%, 12/27), {H{L 5 # HBsAg, HBc
A gk di-HBcIgMPFHYE ( 18.5%, 5/27) . H
HBsAgfiPi-HBcIgMTGEE 8 1K ; B FF 444
HBcAgPH4MME >, HEaE: H4H KHBV
DNAZRAZHEGE S, LARAGREH, Yy
IILEBEWNREREHBVEL T —f “# B R
K7, AULET R IFHBY DNA P, 1 H
WHLE LTS 22 E R AP HB VG 45 &,
Himn g BRI, #HENRILEAE, B
EHRNMMEE K, BEWHBVIF 15 K&
B IE, FEAME MR BT K Y 3] R YL
b, XEFBEE T BN RS 1R I PR
g¢, SChR LEVTRB 2 E AWRRGLH) “REIRFE I ,
P A IR AP 5T . AL W58 K B IFAZLHBY
DNARRBLE R R E R, "R 4865,

Study on the HBV Intrauterine Infection
and its Rate T'ang Shixin, et al., Dept of
Epidemiology,The First Military Medical
College

In thirty-five fetuses induced from HBsAg-
positive pregnant women, the fetuses were exa—
mined for HBV markers. Another 10 fetuses were
used as control and none of the fetuses was infe-
cted by HBV in utero. Among,6 35 fetal serum
samples, HBsAg and anti-HBcIgM were detected
in 4 and 5 fetuses (in 7 fetuses ) respectively.
One out of 17 fetal liver rections was HBcAg
positive by ABC stain. Twelve out of 27 fetal
livers were HBV-DNA positive. Thus, the rate
of intrauterine infection of HBV_ was 20.0% ( 7/
35), 5.9% (1/17) and 44.4% ( 12/27 ) respectively.
bv serological test, immunohistochemical test and
molecular hybridization wusing DP-labeled HBYV
DNA as a probe. The results showed that HBYV

intrauterine infection was an important mode of
HBYV transmission.
Key words HBV  Vertical transmission

Induced abortion Intrauterine infection
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