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Sang Yeon Suh et al: The study on the change of hepatitis B markers with the passage of time in nonvacciness-the follow-up data of visitors on a health examination center for three years
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Table 1. Sociodemograhic characteristics of study subjects No.(%)
Total Men Women

Resident area

Large cities 81(78.6) 52(85.3) 29(69.1)
Medium and smal cities 22(21.4) 9(14.7) 13(30.9)
Age group (years)
30 ~ 39 13(12.6) 8(13.1) 5(11.9)
40 ~ 49 36(34.9) 23(37.7) 13(30.9)
50 ~ 59 41(39.8) 24 (39.3) 17 (40.5)
60 ~ 69 10( 9.7) 3(4.9) 7(16.7)
70 ~ 79 (29) 3(49) 0( 0.0)
Education
Primary school 2(11.7) 2(3.3) 10(23.8)
Junior high school 11(10.7) 3(4.9) 8(24.5)
High school 1(39.8) 29 (47.5) 12(28.6)
College & over 9(37.9) 27(44.3) 12(28.6)
Marital status
Married 93(91.2) 59(98.3) 34(81.0)
Unmarried 1(0.98) 0( 0.0 1( 2.4)
Widowed 8(7.84) 1(1.67) 7(16.7)
Per household
monthly income
(Korean Won)
< One million 6( 6.0) 0(0.0) 6(15.0)
One ~two millions 14(14.0) 8(13.3) 6(15.0)
Two ~four millions 35(35.0) 19(31.7) 16 (40.0)
> Four millions 45 (45.0) 33 (55.0) 12(30.0)
Job
Professionals 2(2.04) 1017 1( 2.5)
Administrators 29(30.0) 28 (48.3) 1( 25)
Clerks 5(5.1) 4( 6.9) 1( 25)
Sales 18(18.4) 17(29.3) 1( 2.5)
Service 4( 4.1) 3( 5.2) 1( 25)
Workers 3(3.1) 1(17) 2( 5.0)
Farmers, fishers 1( 1.0) 10 1.7) 0( 0.0
Housewives 31(31.6) 0( 0.0 31(77.5)
None 4( 4.1) 2( 3.5) 2( 5.0)
Ete 1( 1.0) 1(1.72) 0( 0.0)
Total 103 (100.0) 61(59.2) 42(40.8)
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Table 2. Positive rate of hepatitis B virus markers by sex

Sex No. (%) HBsAg Anti—HBs Anti—HBc
Positive rate (%)
Baseline Follow-up Baseline Follow-up Baseline Follow-up
Men 61(59.2) 19.7 18.0 63.9 68.9* 93.4 96.7
Women 42 (40.8) 21.4 19.1 57.1 61.9 83.3 78.6
Total 103 20.4 18.5 61.2 66.01 89.3 89.3

* p=0.08, Tp=0.09

P was driven by Cochran-Mantel - Haenszel statistics

Table 3. Positive rate of hepatitis B virus markers by age group

Age group No. (%) HBsAg Anti-HBs Anti-HBe
(years) Positive rate (%)
Baseline  Follow-up Baseline Follow-up Baseline Follow-up

30~39 13(12.6) 7.7 7.7 76.9 84.6 92.3 76.9

40~49 36 (35.0) 27.8 27.8 52.8 55.6 91.7 91.7

50~59 41(39.8) 14.6 12.2 65.9 70.7 87.8 92.7

60~ 69 10( 9.7) 30.0 30.0 50.0 60.0 80.0 80.0

Over 70 3(29) 33.3 0.0 66.7 66.7 100.0 100.0

Total 103 20.4 18.5 61.2 66.0 89.3 89.3

B& 185%2 4% 7tasholch HBsAg FAEE 3 o] ekld

J 7F 1.9%7} 7348k ubi Anti-HBs o3& 61.2
%ellA 31 3 66.0%= 48% =7Fsksict. Cochran-
Mantel-Haenszel statistics 7373ol4] Anti-HBs %}
2] Wslulo] p gt 0.092 23t 7AekS Yellich
Anti-HBe SFAE-2 22 89.3% 4] 31 % 89.3% =
W3S Wolx] edsit).

oA AR oFAdES Alw 2d dAelA] HBsAg
oFAEo] A sl 19.7%, 31 ¥ 18.0%°ldct A
o] Anti-HBs ¢FAE-S 63.9%0l 4 31 3ol 689% =
7R, ol SAFCE frofdt FEs Mol
= Aol (p=0.08). FA° Anti-HBc <FAEES
BA4X%NA 967%=2 W3t ot FAHCE {9
A= skt o14dell 4] HBsAg oFdE-2 21.4%¢ll
A 191% 2 743k, Anti-HBs oFAE-2 57.1%
oA 61.9%= 5715192, Anti-HBc &2 83.
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Table 4. Serologic profiles of hepatitis B virus markers

Profile HBsAg Anti-HBs Anti-HBc Interpretation
I + - — 1) Late incubation period of acute infection
2) Early acute hepatitis B
1I + — + Acute or chronic hepatitis B
111 - — + 1) Silent carrier
2) Remote past infection
3) Recent past infection (Window period)
1) After vaccination
\Y — + — 2) Remote past infection(?); short-lived
Anti-HBc
A - + + Recovery phase of HBV infection
VI + + + 1) Circulating immune complexes of HBsAg
2) Reinfection with different HBsAg subtype
3) Process of seroconversion from HBsAg to
Anti-HBs
VI + + — Unknown
VI - - — Susceptibles

Table 5. Serologic profiles of hepatitis B virus markers of study subjects

No. I I I v \Y VI A VIII

Serologic profiles of HBV (%)
Baseline 103 0.0 20.4 12.6 49 56.3 0.0 0.0 5.8
Follow - up 103 0.0 175 12.6 6.8 58.2 1.0 0.0 3.9

Table 6. Conversion rate of HBV in the same persons for three years

Kind of conversion HBsAg Anti-HBs Anti-HBs
No. (%)
Positive conversion 0/82(0.0) 7/40(17.5) 3/11(27.3)
Negative conversion 2/21(9.5) 2/63( 3.2) 3/92( 3.3)
3% Zatsirt. 18(22.2%), =34 2/24(83%) o19ATH(E 7).
Tl gka] Aol ul2r HBsAg®] 544 (nega-
tive conversion case) = 2/212 %14 95% %) oz
Anti-HBs®] 24d+= 2/6302 248 32% <t}

Anti-HBc®] S48 3/02% S48 3.3% el 23l
th(E 6). A7A7} 2014 Anti-HBse] FdEo] &
AdellA Fojek F7t AsS 299k Anti-HBs9]
WS AR B Aol oFdgoe] 3/22(136
9%) o] A2 0/39(0.0%), oJAdellA] oFdgo] 4/
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Table 7. Conversion rate of HBV in the same persons for three years by sex No.(%)

Sex HBsAg Anti-HBs Anti-HBc

Positive Negative Positive Negative Positive Negative

conversion  conversion  conversion  conversion  conversion  conversion
Men 0/49(0.0) 1/12( 8.3) 3/22(13.6) 0/39(0.0) 3/ 4(75.0) 1/57(1.8)
Women 0/33(0.0) 1/ 9(11.1) 4/18(22.2) 2/24(8.3) 0/ 7(0.0) 2/35 (5.7)
Total 0/82(0.0) 2/21( 9.5) 7/40(17.5) 2/63(3.2) 3/11(27.3) 3/92 (3.3)
WSS ] oS ol Al ZIAE AT = 9l oA A3 3 Welgl= AZke] B 7kl mARMY] 9
o} AR oln] Ao R Anti-HBsE 53 A9,  PIsis WES Ao F53 wS ARke|ds
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— Abstract—

A study on the change of hepatitis B markers with the passage of time in nonvaccinees
- A follow - up data of visitors in a health examination center for three years

Sang Yeon Suh, M.D., Tai Woo Yoo, M.D.,* Bong Ryul Huh, M.D.,* Joung Soon Kim, M.D.**

Department of Family Medicine, Catholic General Hospital, Department of Family Medicine, College of Medicine. Seoul
National University*, Department of Epidemiology, Graduate School of Public Health, Seoul National University**

Background: Korea is an epidemic area of hepatitis B. There are needs for longitudinal study
to measure quantity of hepatitis B infection status in Korea. This study was designed to observe
natural course of hepatitis B markers in the same person for three years. The objective of this
study was to investigate incidence of new infection and persistence of previous infection.

Methods: The study subjects were clients who visited a health examination center in Seoul twice
with an interval of three years, from 1995 to 2000. They replied as nonvaccinee on both occasions
for hepatitis B by self —administered questionnaire. Hepatitis B markers were measured by radioi -
mmunoassay on all visits. There were 103 subjects with 61 men and 42 women.

Results: The positive rate of hepatitis B surface antigen was 20.4% initially, which changed to
18.5% after three years. The positive rate of hepatitis B surface antibody was 61.2% initially,
which increased to 66.0% after three years. The positive rates of hepatitis B surface antibody in
men were 63.9% initially and 68.9% after three years, which showed statistically significant trend
(p=0.08). The positive rate of hepatitis B core antibody was 89.3%, which remained the same
after three years. There was no positive conversion case of hepatitis B surface antigen. The nega -
tive conversion rate of hepatitis B surface antigen was 2/63(3.2%). The positive conversion rate
of hepatitis B surface antibody was 7/40(17.5%), and negative conversion rate of that was 2/63
(3.2%). The positive conversion rate of hepatitis B core antibody was 3/11(27.3%), and negative
conversion rate of that was 3/92(3.3%).

Conclusion: Hepatitis B markers changed in the direction of increase of infection incidence,
rather than natural disappearance of markers in nonvaccinees. The mechanism was postulated as
occurrence of new infection mainly, but the possibility of double infection by variants of hepatitis
B virus could not be ruled out. We confirmed that positive rate of hepatitis B marker in males
was not only higher cross-sectionally, but also increased higher longitudinally. We suggest a fol -
low-up study of hepatitis B markers to be performed because hepatitis B markers showed dyna -
mic changes. We think the high risk groups of hepatitis B infection have a priority in follow-up
studies. (J Korean Acad Fam Med 2002;23 : 510-520)

Keywords: hepatitis B markers, natural course, positive conversion, negative conversion

520



