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Tl ZRFRERE N —H LR, BETE. £5EAR A ELISA £ 1 TR HBsAg £
WRRA125%, IREREREFERENFEAMPERE. AXLRTHE, ZHRER™H
AR, U RAER LI AU 953 R CRUAT RR G TR AR, RV A HBsAg
WEK 40—50%. ETHRILERESURTENBZAFRHFRRHRZ RBNLRIER. 1985 4,
K GRS LEEWIEET FENZ RN GE, LIRERE 9 M HBsAg, HBeAg
HBV-DNA B4 & 3 7= R L. A 3 Bl LA 4R 2 A b4 HBV-DNA B4, Kb 2 G A
3% M HBsAg [A#%. {8 HBcAg Bitt. ML 7 HBV-DNA % & 7] 88 55 iUAE 8 T 48
BEUIMR. 1987 4F, BB R LS KENEAM SR FRE HBV-DNA, f/NEHE 22 4]
BIEFBENE FARPRHFRELYRE ST HBV-DNA & 3 6. ZARELELAH HBsAg
P BRI Z AR IR AL A IR A IR L, R — PRI RN EZRE.

T FERANR D 2 TR R R HLE e, HBsAg [ 1 855 B AR UL DAEF= I 8 K 35 2%
R R, W& 30ug, ILAMTES FERA 0.1 716 A& —H. HEHRIPERA 5%, BRIR
B IE#EAT HBsAg PR B RE% BT A B LA K AU R 2 AT 8

ZRYRT % 5 5 B0 FF- 46 78 18 PR U9 o 0 B R R A5 R AT 5 B AL TG L HBsAg #5455
%. AR#EABEP HBsAg U475, 21t BT R4 X7 (HBsAg FitE 8—20%). B (2—7%).
16(0.1—0.5%) = HiAT K, HHEHH HBsAg ¥ E LA 3 ZA. REBZEFAB LK,
ABES HBsAg 4 RIEK M T 12 % 8.83%. FE G HHY 15%, 1414 E HBsAg fitr &
1 1ZA.

TR HBsAg #Et MR £ 5 5 MY 2 BT £ % (HBV) & B % /b Rt 9 4
(H) i BB A%, B AR HBY 5, B4 5—15% % HBsAg ## % , i 2 1]
HBsAg [ % FiT 4 948 )L7E 6 A P24 45% g HBsAg #5474 , # 3 f# HBeAg [
Y, MBLLA 75—90% L N 545 % . Beasley Z7E & W47 HBsAg & HBeAg H[A M1 £ 3%
BT 19 65 1158 JLAMA L7 89 HBsAg #1730 W28, K3 3 A 48 9 HBsAg Fitkag 2L+
# 9T% AR &, 6 I K IAEIA 60%,9 A A& H HBsAg (9% L% 50%, i 12—
15 A ke P HBsAg (32 LA 34% M4 %. RATIE 40 4 HBeAg M5/ R
JL. 7€ 6 H #5$, HBsAg 4B L &5 75%., TiZEdt HEe FAPER) 13 4 338 505 )|, HBsAg [
Y, Hop A S BIRETAE 3 S ARERIYE. RE A2 HBsAg MR 5 24 i 74 1 A BEAY I
PESRAR ML IN7E LR 12%. JHITH 10.21%. 45 K 9%. S-E K 15.7%: i+ HBeAg
P £ 40—50%, L3R IE % 2 BT 4 B K X HBsAg #1040 HBeAg MR N,
it BT A2 50 LT iR HBsAg #4052 2 LR IR B3 10, 50 2 BUAF 4 R 01598, L2 B = s
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BREREZHUFRVEEEHER.

ZEFRBRERTRERET: D) FER: Q4K GQ)4ars. R ttUomking s
I, X2 THRABBS - ERNGEmERILE BN E DB ERE BBERRASY
HBV &L 1M1 4 3F K. B8 5 iy i i, i B e M LK Z 78 3 A A4 5 i HBsAg [
#. Beasley [ Stevens % X HBeAg FHME &% fr 4 22 )L Al HBIg & 3 | Z AF R LA BE o
ZRTFAEE BT, 23 B 5—15% & 4.4% K75 JLAH A I B 4R 5 HBsAg 742 KA1 3 Xt
REBIBE OB X B A A E AR, RERERREMNER. 2kERE HBV #/)
a8 ILFE 6 A% 5 HBsAg P, AT aRA S SRR MER . FLIT S B AR S L vy fl o JRk
HBV. XERPIFREE= AR RRABEI AR FEREENS. BX HBY 85 E T
EABRRA RS, B THRZHENTRIEEMEEARA—.

SR mE RN 15 4 HBsAg FAHZ2AR =B XEN OB L KFHAR. F 5 FIkM
HBsAg PR K K B 41 HBcIgM H HBsAg /NERIEAL, L v EERZ, Hb 4 BRI
Hudg a6 4 HBsAg, 1 #ifE HBcAg [t (DaKo PAP Kit); 4kfii ¥ Fl Southern Blot Jz A% B 2%
LRE. S 96l HBeAg HEF AW ™ RAMBA T4 DNA G, F 3l BER
HBV-DNA JffF. Ko 2 GIAF 40 3% N HBsAg Y. WEREREREIES HBV FEANRK
LT, R A R A HBY 5 HEFREWE R &R LS PHC) WM AAERSR
HHEYFIRR. 1987 FEHEWEH 31 3% =K A FHL R DNA, £ Southern Blot #%#
JE 5 &R BARE R Uik i H HBV DNA 7R A, 452 6 Fik i &l HBV DNA,
Hrp 2 %5 % HBY DNA, A WG 40 iR s RE RE 5 B HBV DNA # &, RESE
23 f5| HBeAg MR ™= Z BRI 4 s DNA v, ki 4 18 58 HBV DNA, Hh 3 ¢
J# %% HBV DNA. [Hiff HBV sJE FHNREC LR, HEEFEE S HBeAg A2
M EHHENBREERETANAREBRARIILOIERmBLFR. i Lee FHal 7
HBsAg ## & 8 R MiE 4 HBV DNA, H e HBeAg [HME & i 19 HBV DNA Kith &
ik 83%, il HBeAg FAMEE & th AL 10%, H W% 8| HBeAg fHHE# & L& + /A HBV
DNA 7k F-ini it 80pg / pl, W2 JL & B 4 2 B R B da i 38 HBV.

1987 4F, RIBESHKIET S PR B TR T HBV DNA, /N2 22 G ET B &M
B iR a 8 HBV DNA &8 3 #i. HRBILAF4IK B # HBV DNA 2
&K BACBEY AR SR M F i — 20 . .

HBV B ERNFEGRE: (DEREREZHFEEAX AT KE HBsAg AN T
BEXRE. fitits EAREP L 40—50% HBsAg #7382 i T B = H/E& g HBV L& m
B i1 B 0T A HBY @I 45 £ i B A 8t (2)HBsAg #7748 25—30% ) B2 LB 4%
A KB ABTE AT AP 2 PHC MAET:. F4ROAMEM 1.5—4 BdM 3 HlZ B LAY
BiRiEW 1—12 A & HBsAg FHYER) 6 B 5, 14 SN E A E K B R A8 E TR TR EHE
455 FHEE 500 filffy PHC o1, 15 ZLATH 12 6] , Kb 11 B340 HBsAg fHE. Hind £
1 11 H &% B ORT W+ 40 A 78 A9 58 B2 5T 40 o P K % & B HBV DNA, 3% B A= fin B R
HBV 584w EWER L EILES ERBERF. FFEfsS PHC M EERHFEURER, K
ZBAFRBREBEERMRENMAOET.

By HBV £ BB A EE AR EER AR REEEMMNKZ—. EHNIFEH
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¥R B R T AT A ROtRR 1R HBsAg £ HBeAg SRR T M BILR R & HBsAg
HE. BEHRMAERILGAE 48 /KN, K 1,6 ARMENAES | Mz L3702
DA T5% ) RILA A HBsAg B #: TEN - ERZ PRSI 2A b, £ H £ )L A
24 /hEr NS | S 2 AP s sk & H (HBIg) , M BB B RB R E 95% £ .
1% Kwang 438, TEESTE 1 HBIg J51a /% 1 A M4 HBIg, e A B0 B 82 & Rl
. {H Stevens JWMEF|, £ L& 5 HBIg B [V AR, 28 1 MU # M HBIg 397 th A 24
/NEF NGB L, HBsAg #H R ik 20%, 5 Beasley S04 K55 1 MM 7E 4—7 HibiE
2L HBsAg 4 R{UN 6% & B B 15, H#EW 7T B2 i F HBIg X [A] By 82 F i AP B2
AT AT AKS RZENRR. ETHCMREEE S5 HBIg K& %& %% HBeAg
PR AR LA HBY BRI RA LW E R/ T RAMBE L HERFRESS]HA
Ko fFE— LU S5, R EFEE 2.5—5ug 3t 3 M FEME R EE HBY DNA B4
TR AR £ Rk 8y HBsAg B IR Al 3K1G REFHROR . BANE S—15%Rm N 75 s
HBV 2 JL% F R SR B L3k o HBsAg #4#7# .

X AT R X BOLBEAT R, A WA TR FH I8 (1) HBsAg ik f5% T
A B JLBEAT RS (2) X R S IL3 TR T BRI R So B 07 R W R IR BHE e it i
i X 2% HBsAg #47& 0, HE = HE Y% HBV fIBE M LAIME. RERKRRE X
B XJ& LA & X, HBsAg #747 & [H £ 3% 1+ HBeAg [H¥ER & ik 40—50%, 248 HBsAg #
A P 2 40—50% 12 i1 T [ 7 S F B S A AR AR T A A » WX e DX R BB TR BT SR
R A EILE PRGHEMUE R, ENERTAKBLL R FERERTERN
AT T R F X AT RE DT SFAT.  Besh, WX IR i HBsAg BHERER 89574
JLBEATRE B, (U HBeAg P 8K 59387 4 JLOF A HBlg. 3 & RS0 in i > Z JiF Fi
PHC B RIX, H 1983 F£EMATHAER T F (F 5 BHERETDLE).

. BT REM TR Z TR E AN A R, HBlg B4 &, BN R T HBsAg LR

# HBeAg [AtE &R 4 L, FEBE RFRABCR. ETREM AL, B7. RESE
13 % R — B0 BRI E > B S PR AR EYA DNA SR TREH (A8 85 iR
HBR PR K ) HBsAg) Sb, 337 A4 JLEEFREE B BRFE 2 SR AT AR 21T HBsAg ik, WH
FER P P AT MAE) KR RN BB X £ BAEBR AR E 4+ )L £ BT g ie
HAE R B 45d HBsAg Kl mi#8 T LABE 5.

1987 4 Ghendon #§ i}, B # o] BB B FF S 3 it 7 ARE Q5 HBsAg PHAEBF B A4 19
FiA LFE M HERT I R BB (R R A S—15%4878 45 IR a 2Ly HBsAg 1
W&, W HBsAg #i# & R A IFAH R BN 23 RANBKS H. BAKNPLHIE
ZIFREE OTF S T AR S AR S5 R A Ly, AR B 2 AT B A5 48 B M BT TR B R BT
REGIHHEEHEIE.
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MOTHER TO INFANT TRANSMISSION OF HEPATITIS B
VIRUS AND ITS IMMUNOPROPHYLAXIS

He Nanxiang

(Institute of Infectious Diseases. Zhejiang Medical University)

Abstract

Viral hepatitis B is a prevenlant disease and a major public health problem in China. The
asymptomic HBsAg carrier rate had been reported to be 12.5% detected by ELISA in general
population. They represent a great population of liver cirrhosis and hepatic carcinoma (HCC) in
China. In such epidemic areas, mother to infant transmission of hepatitis B virus (HBV) in the
perinatal period especially at birth is one of the most important transmission route of HBV infec-
tion, and such transmission route of HBV appears to account for 40— 50% the total Chinese
HBsAg carriers in adult population. It has long been controversial whether the fetus might be in-
fected by HBV in uterus on account of lack of no sufficient laboratory evidence. Dr. Yi et al. of
our institute firstly reported in 1985 the identification of HBV infection in uterus based on the fol-
lowing criteria: of 9 fetus aborted from 9 mothers with positive HBsAg, HBeAg and HBV DNA in
their sera, the hepatocytic genome of 3 fetus had been intergrated by HBV DNA, and among these
3, 2 fetus were positive for HBsAg in cytoplasma of hepatocyte, but negative for HBcAg. From the
standpoint of molecular biology, there may be a close relationship between the intergration of
HBYV DNA into fetus hepatocytic genome and the sebsequent development of HCC in adults. In
1987, Dr. Chao et al. demonstrated free form HBV DNA in ovary cells from a died fulminant B
hepatitis women; and Dr Xiu identified three patieuts from free or intergrated HBV DNA in
spermatoza cells from 22 separate HBsAg positive chronic active hepatitis patients. Wether the
HBYV could vertically transmit via fertilized ova of hepatitis B women is the problem of great sig-
nificance to be studied. To prevent and reduce the soruce of HBV infection and morbidity of
cirrhosis and HCC, infants born to HBsAg positive mothers had been immunized with native
plasma derived inactivated HB vaccine, 30ug intramuscularly at 0, 1, 6 month of age. its protective
efficacy of vaccine was about 75%. Mass immunization of HB vaccine for infants born to both

HBsAg positive and negative mothers is going on in our country.



