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To study the risk factors associated with maternal HBsAg carrier and the effects of maternal
HBs antigenemia on the neonatal health, sera of 729 pergnént women admitted to the Keimyung
University Hospital for delivery during the period of February 1-May 30, 1982 were tested for
HBsAg by RPHA method and for anti-HBs by PHA method. Among them 43 women (5.9%)
had HBsAg and 246 women (33.7%) had anti-HBs giving an infection rate of 39.6%.

The interview data for 43 HBsAg positive mothers and randomly selected 210 HBsAg negative
mothers showed a statistically significant associatien between acupuncture history and HBsAg
positive rate (p<{0.005) which suggest that acupuncture might have contributed significantly to
the propagation of viral hepatitis in Korea. The living standard of HBsAg positive mothers was
generally lower than that of HBsAg negative mothers which supports the hypothesis that environ-
mental factors are associated with viral hepatitis B infection.

None of the 43 neonates born to HBsAg positive mothers had HBsAg in their cord blood. Three
months after birth, 35 out of 43 infants were retested and only one infant became HBsAg positive.
At six months of age, 32 out of 35 infants were retested and none of them were HBsAg positive
except the same infant who was positive at three months. Among 20 control infants of HBsAg
negative mothers, all of them were HBsAg negative at three and six months follow-up. These
findings are not consistent with the supposition that perinatal infection is a main route of viral
hepatitis B transmission in south-east Asia including Korea.

HBsAg positive mothers had significantly higher rate of premature delivery (27.9%) than HBsAg
negative mothers (11.7%) (p<{0.05). Also, the low birthweight incidence rate was higher among
HBsAg positive mothers (23.3%) than mnegative mothers (14.1%) but this was not statistically
significant (p=0.16). The premature rupture of membrane was more frequent among HBsAg
positive mothers (25.5%) than negative mothers (11.1%) (p<0.05). There were no significant
differences in the stillbirth rate and incidence of congenital anomalies between HBsAg positive
and negative groups. It was not clarified in this study due to small sample size whether higher
incidence of premature delivery and premature rupture of membranes among HBsAg positive
mothers was due to HBs antigenemia per se or their lower living standard than HBsAg negative

mothers.
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Table 1. HBsAg and Anti-HBs positive rate by age group

HBsAg(+) or

. HBsAg(+) Anti—HBs(+)
Age No. of cases g . ) Anti—HBs(+)
No. (%) No. (%) No. (%)

20~24 118 9 (7.6) 37 (31. 4) 46 (39. 0
25~29 432 27 (6.3) 142 (32.9) 169 (3a. 1
30~34 140 4 2.9 52 (87.4) 56 (40.0)
35~39 30 3 (0.0 11 (36.7) 14 (46.7)
40~44 9 0 0.0 4 (44. 4) 4 (44. )
Total 729 43 - 5. 246 (33.7) 289 (39.6)

Table 2. Socioeconomic status of HBsAg positive
mothers and control group

Meternal HBsAg

Positive =~ Negative

No. % No. %

Socioeconomic status

Residence
Own home 9 (20.9) 110 (62. 4
Annual rent 10 (23.3) 75 (35.7)
Monthly rent 24 (55.8) 25 (1.9
Monthly income (X1, 000%)
<150 ' 3 (7.0 2 (LO
150~250 30 (69.8) 78 37. 1
251~350 8 (18.6) 53 (25.2)
>350 2 @D 77 (36.7)
Bath room
Traditional 35 (81.4) 174 (82.9)
Western 8 (18.6) 36 (17. 1D
Occupation of husband
Small business 11 (25.6) 51 (24.3)
Manufacturing 1 @23 2 (1o
Agriculture 1 2.3 10 4.8
Salaried employee 30 (70.®) 147 (70.0)
Education
Primary school 2 4.7 24 (11.4)
Jr. high school 6 (14.0) 59 (28. 1)
Sen. high school 32 (74.4) 106 (50.5)
College 3 (7.0 21 (10. 0
Total 43(100. 0 210(100. 0)
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Table 3. Association of HBsAg positivity with transfusion and acupuncture histories

Transfusion history

Acupuncture history

Maternal HBsAg Total
: Yes (%) No (%) Yes (%) No (%)
Positive 3 7.0t 40 (93.0) 14 (32.6)* 29 (67.4) 43(100.0)
Negative 3 a4 207 (98.6) 26 (120 184  (87.6) 210(100. 0)
t: N.S.

*: p<0.005 by X2—test, df=1

Table 4. HBsAg status of husband’s and cord sera by maternal HBsAg status

‘Husband

Umbilical cord

Maternal HBsAg

No. tested No. HBsAg(+) No. tested No. HBsAg(+)
Positive 31 0 43 0
Negative 20 — —

Table 5. Follow-up of infants by maternal HBsAg status

Infant’s sera

Maternal HBsAg N 3 months N 6 months
0. cases o 0. cases —
HBsAg(+) AnfIiPs HBsAg(+) At fibs
Positive 35 1* 0 32 1* 0
Negative 20 0 (U 19 0 0

*. same infant.

Table 6. Gestational age distribution by maternal age and HBsAg status

Gestational age

Maternal age

Maternal HBsAg

Total (%)

(weeks) 90~24  25~29  30~34  35~30  40~4d

Positive <37 2. 0 1 0 12 (27.9)*
38~42 0 27 (62.8)

>42 1 0 0 4 93

Total (%) 9(20.9) 27(62.8) 4 (9.3) 3 (7.0) 0 (0.0) 43(100.0)
Negative ' <37 11 18 6 3 80 (1L.7)*
38~42 82 104 19 6 534 (77.8)

>42 16 14 2 0 72 (10.5)

Total (%)

109(15. 9) 405(59.0) 136(19.8) 27 (3.9)

9 (1.3) 686(100.0)

*: p<0.05 by z-test.
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Table 7. Birthweight distribution by maternal age and HBsAg status

Maternal age
Total (%)

‘Maternal HBsAg  Birthweight (gm)

20~24  25~29  30~34  35~39  40~44

Positive <2,500 2 0 0 0 10 (23.3)*
2, 501~3, 000 2 1 2 0 8 (18.6)

3, 001~3, 500 4 11 2 1 0 18 (41'9)

3, 501~4, 000 0 0 0 0 5 (11.6)

>4, 000 1 1 0 0 2 4D

Total (%) 0 9(20.9) 27(62.8) 4 (9.3) 3 (7.0 0 (0.0 43(100.0
Negative <2, 500 20 47 20 7 3 97 (14.1*
2, 501~3, 000 23 85 12 4 1 125 (18.2)

3, 001~3, 500 40 180 62 6 3 291 (42.4)

3, 501~4, 000 23 77 34 9 1 144 (21.0)

>4, 000 3 76 8 1 1 29 4.2

Total (%)

109(15. 9) 405(59.0) 136(19.8) 27 (3.9)

9 (1.3 686(100.0)

* p=0.16 by z-test

Table 8. Incidence of PROM, stillbirth and congeni-
tal anomaly by maternal HBsAg status

HBsAg(+) HBsAg(—)
N=43 N=686

No. (%) No. (%)

PROM** 11(25.5)* 76(11. D*
Stillbirth 0 (0.0 20 2.9
‘Congenital anomaly 0 €0.0) 4 (0. 6)

*; p<0.05 by z-test
**PROM: premature rupture of membranes

= FAALE $97 Fo 97 (p<0.05).
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