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The Longevity of Immunofluorescent Antibody in the Patients
Confirmed as Tsutsugamushi Disease
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To determine an antibody titer for the diagnosis of tsutsugamushi disease in Korea, the sera, which
were collected from 8 patients confirmed as tsutsugamushi disease at intervals of 2 or 6 months for
2 or 3 years, were tested by indirect immunofluorescent antibody test. In all patients the antibody
titers rose to 1:320~1280 by 10~20 days after onset. And then the titers declined to a mean of 1:80
by four months and to 1:10~20 by 1 year. After maintaining the titers of 1:10~20 up to 20 months,
the antibodies were not detected after 2 years. Considering its occurrence only in autumn, tsutsugamu-
shi disease in Korea could be diagnosed from an immunofluorescent anitbody titer of at least 1:40.
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Table 1. Clinical Features of 8 Patients with Tsutsuga-
mushi Disease

Findings No.

Headacne

Fever ( > 39°C)

Skin rash

Escnar

Lympnadenopatny
Petechiae on the soft palate

N 0~ oo 0o o

2 L] 6 8

Duration after onset

12 16 20 24
(month)

Fig. 1. Persistence of immunofluorescent antibodies to R. tsufsugamu-
shi following tsutsugamushi disease.



Table 2. Antibody Titers of Each Patient According to Duration After Onset

Patients 0.5 M* 4 M 6M &M 12M 16 v 20M 24 M 30M
1 1:1280 1:80 1:80 1:20 ND 1:20 ND ND ND
2 1:1280 ND** 1:80 1:20 1:20 1:20 1:20 - -
3 1:1280 1:80 ND ND 1:20 1:20 1:20 - ND
4 1:1280 1:20 1:20 1:20 1:;10 1:10 1:10 -
5 1:1280 1:320 1:20 1:20 1:20 1:20 1:10 — -
6 1:320 1:20 ND ND 1:10 1:10 1:10 ND ND
7 1:1280 1:320 1:80 1:80 1:20 1:20 1:20 - -
8 1:320 1:80 ND ND — - - - -

* : month ** . notdone
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