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Fig. 1. Age distribution of measles outbreak.
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Table 1. Measles-specific IgM Positive Rate
in Children Who Had Suffered from
Measles Dring the 1993 Epidemic
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=Abstract=

Response of Measles-specific Antibody in Children with Measles During
Measles Epidemic in Seongnam, 1993

Ji Youn Kim, M.D., Yoon Hyung Park, M.D., Soon Ki Kim, M.D.
Yun Hwa Choi, M.D.*, Hoan Jong Lee, M.D.* and Byong Kwan Son, M.D.

Department of Pediatrics, College of Medicine, Inha University, Inha Hospital, Seongnam,
Seoul National University’, Seoul , Korea

Measles outbreak in the world was decreased since measles vaccine had been introduced.
Although vaccination rtate is high, measles was not eradicated and measles reappeared
among vaccinated children. We measured measles-specific antibody from the vaccinated and
unvaccinated groups who had experienced apparent measles in the Seongnam city in 1993,

The results were as follows:

1) The data included total 126 children (M:F=1:1). Age distribution of measles outbreak
revealed 6 children in Syr, 11 in 6yr, 20 in 7yr, 39 in 8yr, 22 in 9yr, 11 in 10yr, 11 in
llyr, and 6 in 12yr.

2) MMR vaccination rate was 78.6%(99/126) in the children who had experienced
measles. Positive rate of measles-specific IgM Ab was 80.8% (80/99) among the vaccinated
group and among 92.6.% (25/27) the unvaccinated.

3) Positive rate of measles-specific IgG Ab was 90.9% (90/99) among MMR-vaccinated
group, and 85.2% (23/27) in unvaccinated group.

In conclusion, measles-specific IgM antibody have been detected more than 1 month in
most patients. The relatively high proportion of measles-specific IgM positivity may mean
primary vaccine failure. To booster the antibody titers and to prevent measles epidemic in

school-aged children, revaccination of measles should be considered.

Key Words : Measles-specific 1gG, Measles-specific IgM, MMR vaccine, Revaccination



