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[ Abstract] Objective To study the relationship between fetomaternal cellular traffic and hepatitis B

virus(HBV') intrauterine infection. Methods

Maternal DNA and fetal DNA were amplified by short

tandem repeat (STR)-polymerase chain reaction(PCR) , allele-specific PCR(As-PCR) and heminested PCR
(hemi-nPCR). Cell transfer from mother-to-fetus or fetus-to-mother was determined by detecting the
existence of THO1,GSTM1 and ACE. The relationship between cell transfer from mother-to-fetus and HBV
intrauterine infection was analyzed by nested case-control study. Results 26 of the 42 informative mother-
baby pairs indicated mother-to-fetus cell traffic, 32 of the 40 informative mother-baby pairs indicated fetus-
tomother cell traffic and two-way cell traffic occured in 10 mother-baby pairs. Statistical analysis
demonstrated that the mother-to-fetus instead of fetus-to-mother cell traffic presented the association with
HBYV intrauterine infection. There was no significant correlation between mother-to-fetus cell traffic or the
fetus-to-mother cell traffic. Both mother-to-fetus cell traffic and PBMC HBV DNA positivity appeared in
pregnant women were risk factors of HBV intrauterine infection but the two did not manifest the
interaction. The positive risk factors of positivity PBMC HBV DNA in newborns would included mother-to-
fetus cell traffic and PBMC HBV DNA in pregnant women, also did not display the interaction. Conclusion
The cell traffic from HBsAg positive mother to fetus had more contribution to HBV intrauterine infection,

which was possibly one of the HBV routes of intrauterine infecting.
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HBsAg FHHZ AR IILE'E NG 5
CEIFRFER SR LT X
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BREBRZAFRFE(MBV)BRENIERREZ —,
RERARYE HBV RIS S0% R A G BLE 28 REKE
AR IE5% ~10% B ILERERY , ABEB 2
ILEZEFRRERSYW(HBVM) T A ZHERX, RRH
HBVM ZA& B AR RE X, M7 S REKE 2L
HBVM MIBF A B F IR HBV & 4538 i A: 4y 2 45 55 F sk
R mALHAAR, R B S R ENSH AR KF.

1.MREFE PR RN 2000 44 AE20034F 4 A
EERSE _ERFREH#T=NRE.BENIBN

Y& $47.210003 B, AR A% RAERE ZERHEM

REHE BAR FIW BAE HEHK ZNE

HBsAg PR FDIBEE R M2 ARKH A ILE 221 4], 2@
AZ 28 MEMAEH A CEF R &BEREA (HBIG)
200 IUCEEI B R A™), B2 BB ERA)H 4 A
(BEEZRE) -, EEZN %, FELTHE IS REEH
HBIG 200 IU, 5 F 1.2.7 A B &8 HBVac 20 pg, 24
F 28 BB (G vk ST R0 ) R # Bk i, B 4 L F A BP
(HBIG ¥ 41H7) 1.7.12 A R B # bk f 4 0 HBsAg. $i-HBs.
HBeAg.#i-HBe fl #i-HBc, %13 #1288 JL if 1§ #: 0 3% F % B
Abbort B W B B BX % & R W B M. HBsAg> 1S/CO.
HBeAg> 0.28 PEIU/ml. #i-HBs> 10 mIU/m! X% fB #,
$-HBs>100 mIU/mlE A f# # #£ . HBsAg< 10S/CO Jy & %



