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of Hepatitis B Surface Antigen
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= ABSTRACT =

To evaluate the possible route of intrafamilial transmission ameng carriers of hapatitis B
surface antigen (HB Ag), epiderniologic and sernlagic data were obtained nn 107 household
contacts of 35 carriers of HBsAg and on 71 household contacts of 25 controls who were nega-
tive for serologic markers of hepatitis B virus, The HBsAg prevalence was 26.5% amomg the
contacts of carriers compared to 0.0% amomg the contacts of controls, And the combined
prevalence for all hepatitis markers was 48.5% among the contacts of carriers compared to 26,
0% amomg the contacts of controls{ p{0.05)

Especially the offspring of carriers showed significantly higher risk in the combined preva-
lence for all hepatitis markers (p<0.05). There were no significant relationship between HEV
infection and past history like acupuncture, transfusion, operation and tattooed Factors
associated with the risk of intrafamilial transmission of HBY were not found in the sharing of
household articles such as razor, towel, drinking glass, nail clippers, toothbrush and table-

ware
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Table 1. Distribution of carriers and controls ac

cardmg i‘:(} the %eie,ciad variahles

Variables carriers | carmers
No, % Ho. 74
Total H 1000 25 1000
Sex V i R
Male Zb 74. 17 64,0
Female 4 2R 8 320
Agelyn)
20-29 3 8.6 3 12,0
KB o] 14 40.0 8 32.0
40-49 12 343 7 28,0
50- & 171 7 28.0
Fducation(yr)
-8 1 2.8 4 6.0
78 5 14.3 3 12.0
-1z 2 22.8 5 2.0
13 21 B0 13 2.0
Family size(persons)
-3 ] 17.2 5 .0
45 18 51.4 15 600
b a3 5 w0

Table 2. Distribution of carmiers and controls ac-
corchng to past history

Dot hist carriers cantr{)i;m
ast story
ast metery No. % No. %
Total 35 1000 3 1000
Hepatitis treatmerit 17 48,6 12.0*
history
Tooth extraction 23 657 14 56.0
fslory
Injecton history 32 814 21 84.0
Acupuncture histroy 12 343 £ 24.0
Operation history g 257 B 2.0
Transfusion history 2 57 1 4.0
Tattooed histery i 2.9 it 00
* pd0.01
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according to the

Table 3. Iistribulion of
carriers and controls
selected variabies

Cantacts (;f carriers Contacts of controls

Variables No. % o, %
Total 107 000 71 1000
Sex ) o
Male 41 383 21 25,6
Fenule &6 81.7 S 7iq
Agelyri
(Y pa ) 243 17 23.9
10-14 3 2.0 15 211
229 14 131 1% 25,4
3052 18 14.9 11 155
40-49 13 12.2 2 2.8
5 7 6.5 3] 11.3
Relationship to the carrier or control
Sranses 28 7.1 16 225
Off-springs 64 64.5 44 62,0
Parents 7 6.5 5 7.0
Others 2 19 & 8.5
Hepatitis B vaccinees
Spouses 4 %4 4 57
Offsprings 24 27.1 16 22.5
Parents 0 RN o 0.0
Cthers 1 0.9 i 1.4
) None 68 Q’%_EE 50 0.4
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Table 4. Distribution of household contacts of
carriers and controls according to past
Fastory

. i@ﬁtacta of carriers (‘sﬁtaatq {3{ controls
Past history e -

N, % Ne. %
m—hf:tdi 7 7 I{}é. {3 ; ! Ié;;’}wfl
gép&m;g [ }_; _ ,?é S _EW .............. o

history
Tooth extraction W 8hd 43 505
history
injocton history 101 04,4 A ur q
Acupuncture histroy 25 23.4 14 149.7
Cmeration history 22 ARY 8 13
Transfusion history G 5.6 2 2.8
Tat {}Ge(i h'bi{sry 4 3:?' 7 v 59
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Tabde 5 Prevalence of hepatitis B virus{HBV}
markers among non-vaccines household
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Lomach of carri ers Loztac t50f o m?mi

HBV marker NU, % No_ %
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Table 6 Prevalence of hepatitis B infection among
non-vaccinee  howsehold  comtacts of
carniors and controls by the reletionship
el the carnier and wsztroj

Lqmtaua of cartiers O mt&cta o cmmﬂf

Relaionship

E\é{) Di“w %) No, ;t;@«s Ve é ‘ }
S;musee ................. ‘?\;E, %)
OFfeprings 40 201 B0.0) 25 AL14 3y
Parents 7 2 42.9) 5 2{40.0)
{thers 1 14100.0) RN X 0)]
Tolal 68 330485 50 13026.0)™

* Ar least one hepatitis B marker was positive
among HHsAg or anti H Py
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Table 7. Prevalence of hepatitis B virus markers
among household comtacts of carriers by

age
Serologic marker
Age No. HBsAg Arnti-HBs  Any marker
Nu, pusilive Mo, positive No, positive
%) (%) (%)

09 1l 3(27.3) 0 e0) 3(27.3)
1019 20 7{35.00 5(25.0) 12{60.0)
a2 11 4(36.4) 2{(18.2) 6(54.6)
A0-39 9 (1L 3.3} 4{d4.4)
40-49 12 2(16.7) 4(33.3) 6(50.0)
50- 5 12000 120,07 2040.0)
Total 68  18(26.5) 15(22.1) 33(48.5)
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Tahle 8, Distribution of HBYVY infecied and non-
infected among non- vaccinee household
contacts of carriers and carriers by risk

{actors
. Infected®  Non-infected
risk factor J—
Ne, % No. %
Total 0 35
Tooth extraction 40 506 26 4.3
history
Tnjecton history £2 4939 33 94,3
Acupuncture histroy 24 36.9 7 20,0
Operation history 13 18.7 7 20,0
Transfusion history 5 7.6 2 5.7
Tattooed history 1 L5 2z 5.7

*¥ At least one hepatitis B marker was positive
among HBsAg or anti-HBs

Table 9. Distribution of HBY infected and non-
infected among non-vaccinee household
contacts of carriers and carriers by the
selected variahies of intrafamilial hife,

Infected* Non-infected
No. (%) No. (%)
Toothbrush 3 (46} 5 {14.3) 0.290{0.065-1.296}

Shared

Variables OR(55%C1)

Towel 58 (90.6) 31 (BB.G) 1.247(0.327-4.755!

Shared

Cup /glass 48 (75.0) 31 (88.6) 0.387(0.118-1.966;
Shared

Razor 2 031) 4 {11.4) 0.25000 043-1.440}
Shared

Spoon /Dowl 35 {54.7) 17
Shared

(43.6) 1.278(0.560-2.918)

Nail clippers 59 (922} 31 (88.6) 1.523(0.38]-6.081)

Shared

* At least one hepatitis B marker was positive
among HBsAg or antt HRs
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