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T RE T 5.0X10% copies/mL # /=42 60 4] (HBV-DNA M), & A& F e rEEE A 6.67%(4/60); HBV-DNA # & .>5.0X
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Abstract: Objective To investigate the relationship between HBV-DNA capacity in Hepatitis B puerpera and Mother-to-child
A total of 174 samples of HBV-DNA content in

Hepatitis B pregnant serum were detected using real-time fluorescent quantitative PCR,and HbsAg in baby umbilical cord blood

vertical transmission,and provide reliable basis for prenatal blockade. Methods

were detected using ELISA method at the same time,according to the difference between HBV-DNA capacity, three groups were,
divided and compared, HBV-DNA positive were divided into two groups to block in antenatal period. Results In 174 cases of pa-
tients, sixty cases of parturient women with HBV-DNA capacity <C 5. 0 X 10* copies/mlL, intrauterine infection positive rate was
6.67% (4/60); 45 cases of parturient women with HBV-DNA capacity in 5. 0 X 10* — 1. 0 X 10° copies/mL, intrauterine infection
positive rate was 13.33% (6/45); 69 cases of parturient women with HBV-DNA capacity > 1. 0X10° copies/mL,intrauterine in-
fection positive rate was 78.26% (54/69) , parturient with higher infection in HBV-DNA positive puerpera than HBV-DNA nega-
tive,it was significantly different among groups (y*=35. 72, P<C0. 01). There was a significant difference between parturient intra-
uterine infection in HBV-DNA capacity in 5. 0X10° —1. 0 X 10° copies/mL and HBV-DNA capacity >> 1. 02X 10°copies/mL (y° =
63.95,P<C0.01) ,indicating that the risk of maternal infection greatly increased along with the HBV-DNA capacity increased; in
114 cases of HBV-DNA positive puerpera, positive rate of blocking group was 8. 22% (6/73) . positive rate of control group was
31.73% (13/41) .positive rate of intrauterine infection in blocking group lower than those of control group,the difference was sta-
tistically significant (y*=10. 43,P<C0. 01). Conclusion Hepatitis B HBV-DNA load are positively correlated with vertical transmission
of mother and infant, through prenatal blocking can reduce vertical transmission between mother and infant.
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o A5 1 43 e 1Y 2% T BT R (HBsAg) B LT 2 8 0 15 2 B I
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ZpE R o e LY R 5 HBIG, FFA ik LI AR B2 %M
LI o A F A 24 h g, 1A H .6 A H 4851
PITESS LR SR 5 pg (AL T Kz A 9 1 i A IR 7 4
FE) o BHLWT AL B9 P I 7R 1 AT G BR AR T R AE #R Kl 3 mL, [H]
A G 0 2, 790 JFF 46 9 7 4 2k 4 (CHBV-M) 1 Z, B0 JiF % 9% % DNA
(HBV-DNA) , 224153 1 J5 B8 OB A= JLIF ML 3 mL &l HBsAg
Fl HBV-DNA,
1.3 #5itH HBV-DNA &5 R DA7600 2 Y6 &
# PCR X GEH) I & W T MM v 1l R 2 3k 42 3 H A BR A
AL E I LR ETE I R 10° ~10° copies/mL, HBV-M £ il i
FEMW A B R Aa BR A A, 4% 5 ] SOP #5: /F JL AR i 47
#AE,
1.4 5B HBV-M 2 M HBV-DNA I 22 43 51 4 3 5
EULEA A5 A0 SOP 4 /B #L#2 3 17, HBsAg LW & B, D)
HBV-DNA>>5. 0X 10* copies/mL & FH ¥ 45 5, HBV-DNA [H
PWF X4y HBV-DNA>5. 0 X 10* ~1. 0 X 10° copies/mlL,
HBV-DNA™>1. 0 X 10° copies/mL 21, & P& 4L DL % I &
HBsAg ¥k s HBV-DNA FH ¥ R fES .
1.5 Ziih2eab3  SRA SPSS 16. 0 84 #E 47 58 it 2& 3 B, R
HESR AT Ko, DL P<<0.05 NZERA L% L.
2 % ®
2.1 H#im HBV-DNA & 55 NEREM KR 174 il
H . HBV-DNA B 7= 13 60 41, B NG iy B 38 6. 67 %
(4/60); HBV-DNA [H ¥ & 114 B, & Py & 4 BH 1 % 4
52.63% .45 HBV-DNA B & L, 2 R A G il % 2 L (P<
0.05); HBV-DNA [ 14 % ', HBV-DNA 2k & . >5. 0 X 10% ~
1.0 X 10°copies/mL [ 7= 13 45 i, B P9 1 Y 09 BH 1 3
13.33%(6/45) ; HBV-DNA # 8 &k F 1. 0 X 10° copies/mL HJ
FEIE 69 L B PR Y i BH M R S 78, 2624 (54/69), HBV-
DNA # & :>5. 0X10* ~1. 0 X 10° copies/mL Fl HBV-DNA
#Hm KT 1. 0X 10° copies/mL Y 7= {0 2 [A] ‘& P Jk 4 R 41 [A] kb
BESAGIFE L (" =63.95,P<C0.01),
2.2 FPURTRHM 5 e N6 R 114 ) HBV-DNA FH ™=
WA BT Y N B 8. 2206 (6/73) Xt IR E
PRI B 22 g 31, 7396 (13/41) , BH W7 40 1 8 o Jk e B AIL T
MHRHME NI R AR ERFAELRITHFE X =
10.43,P<<0.01), L% 1,
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FEL I 2 5 X B2 LU 2. o * =10, 43, P<C0. 01,
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e YU BH A 72 67(93.66) * 46(63.89) *
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JEFHE 72 1), HBV-DNA FH %2k 93. 33% (67/72) . & PR
YU M2 63. 89 % (46/72) ;e #T JF B 102 fi], HBV-DNA
BH 2% 46. 0850 (47/102) . B IR YL BH R R 17. 65% (18/
102) . e FURPATELA M E MRS T o HUIE I & AL,

A1) EL 55 25 S Gt B SL(y" =38, 81, P<C0. 01) 5 e H1 JR BH
PEZH 1 HBV-DNA BI85 T e HUE B 41 19 HBV-DNA
FHPESR A H] B4R 22 R Ge i 8 L (" = 41. 23, P<C0.01),
W2,
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1EF [, HBY B} SL 4% ) 2 BN 9 (e fR iy st am 420 2L
HBV & Y L 3 R 3 28 F 5 P ey Wit %2 HBV & &
FER R R TR e R TR R . fEARRF S L S
PRI YRR Y BH E FR ik 36. 7894 (64/174) , R SC k[ 2]
3096~ 50 A 4T, b e PR BH k4L 19 T P Oy 63,
89% e FUIFHIVELL I B IR R Ky 17. 652, ok IFHEE 1y
I FEARE & T8 LRSS W HIE e LR e 5L
JELBA PR L AL IA] LB 22 S A R T T L (7 = 38,81, P<C0.01) we
PO PP AL T e ST B PELLZ 2 e BT PR ALY HBV-
DNA #t i F R . 22 0 1F ke ik A B, L HBV & %
5 BEAR 2, Z2 10 W HBV-DNA 7K P 1 i 4% 7T 2w
HBV T &G 58 555 AR BF T o, HBV-DNA B9 4 19 5
WY 2 5 HBV-DNA F¥EA 1 48, 2 5 A Gt %8 L (P
<<0.05) , 547 /M 455 (1 3] 18 3£ A — 5, HBV-DNA B #: 41
B B G HBV-DNA #1917 B i g, R0 E
PR bt 7= 40 HBV-DNA #05 i) Fh 5 B P g 4 ) HE 25 ok ok 48
. IR B AE RS Ak & B, 2 4 I B9 HBV-DNA £ & 41 X
%58 AN HBV-DNA & & &, X 7T A8 5 22 AR N I 22 R &
b g A R DR B A ) 4 L AR A G L 2 B R AR A A
G E ] (A TR R S AR

BT PR e 5 B 53 0 T 2K OT BUIE R 56 AR R S 14 5 1 K
ST A YR AR PR e SR, AR S i % HBV-DNA [H T i
FEAA AT 7 AT BELUT L % BRREL BT A 0 B PR e RO 8. 2204, X R
HE PRGN 31, 7100, BT AL T P9I e AR T X RAE
SRR IR P22 A ST B S (yf =10, 43, P<C0. 01,
JE R TT RE 5 iR e iz TeG RIS R O iR 8% 3% AN i E 3 i
Bl TgG BIHT IR A% 1 25 B LI D BE B A8 JLAR TR S e 1) 32 22 A
53R 1gGL 3 A JLi P TgG 32 225 U5 T B 14 iR 4% 19 32 %, HB-
sAb 38 i iR 8 2038 B LR Py B RR L AE B P KA 3l e e A
AR T8 R . HBV BBMERA 3 Bl o0 B e .
PR R0 R P R R R RS T e A p L e
B IV L BB 4300 9 b & K i B HBVY % 3 . 4 1 B 7 2R L
AT B2 R 280 T Bk 0 45 493 s W A BB I 3 R A 2 K I VR
FBTIE 4 W 1M 30 HBY B0 R T i 43t 7 3R 1
BAGHE Z B IF B SRR 1T 5 B 1l HBV-DNA % 4 41 5%
7 e R T R 4R o il B o M Y L B FL R SR AN A 3 b )
Bl S50 HBV B Z 2 = 43 FL7E  HBY DNA [y
PR P % B v HBV DNA & i 19 7 i 1 38 0%, Lt or &
993 B 2k 55 I VR R R R G BB SR A N & I Y 4
DR FL T R R £ L Bl i HBV-DNA 10° copies/
mL I R AL B A A O
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2.2 KA KA A B 5 #l. & 6.33%;
RPE iR 32 @i, 400 51005 4k AE K B MR BN 10 #, 5
12.66% s fg Wi F 9 B, 5 11. 39% ; 40 M 3% 5 5 % 11 %, &
13.92% s HoAt g s 12 .15 15.19%,
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TK1 J& DNA #RCA g 12 19 BR 3 B . 78 ATP il Mg™™
2575 Ak B T CTDR) B B2 16 J B 480 1-B% B2 W 37 1R
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ok 6,33 %0 (i MR A BER 0. 22%) , {18y STK1 7K F-#
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000 D 0 2
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