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Table 1. Antibody titer to EBV-associated antigen in sera

of four patients with kawasaki disease

Age(years) Disease Antibody titer to

Patient

1 2 3
/sex days VCA/IgG VCA/IgM EA/IgG EBNA/IgG
Nit 1/M 12 <5 <5 <5 <5
67 <5 <5 <5 <5
112 <5 <5 <5 <5
260 <5 <5 <5 <5
Yam 7/F 8 <5 <5 <5 <5
28 <5 <5 <5 <5
152 <5 <5 <5 <5
161 <5 <5 <5 <5
188 <5 <5 <5 <5
232 <5 <5 <5 <5
Has 6/M 6 <5 <5 <5 <5
56 <5 <5 <5 <5
254 <5 <5 <5 <5
Rii 1/F 16 <5 <5 <5 <5
30 20 <5 <5 10
72 20 <5 <5 <5
116 <5 <5 ‘<S <5
1 2 3
Viral capsid antigen. _ Early antigen(DR complex).__ EBV-ass-

ociated nuclear antigen.



Table 2. Serum adenosine deaminase(ADA) in

patients with kawasaki disease

Patient Ag?éﬁiars) Dé;izse ADA U/L (37C)

Nit 1/M 12 16
67 28

112 11

260 8

Yam 7/F 8 21
28 16

152 13

161 8

188 14

232 28

Has 6/M 6 15
56 12

254 20

Rii 1/F 16 12
30 23

72 20

116 27




Table 3. Serum adenosine deaminase(ADA) in

patients with infectious mononucleosis

Patient Agi(years) Disease ADA U/L (37C)

sex days

Mat 27/F 2 18

13 106

16 182

51 40

196 12

Nis 24/M : 14 148

33 263

132 11
Abstract

Relationship of Kawasaki disease and primary infection of EBV

In this study,detection of antibodies to Epstein-Barr virus (EBV)-specific
antigens,infectious EBV shedding in the oropharynx and detection of virus-
infected B cells in the blood have been monitored in long-term 4 patients
with Kawasaki disease.

Serum samples were analyzed for the presence of anti-VCA,-EA and-EBNA
antibodies (Table 1).The result obtained from all of the sera tested suggests
that Kawasakj disease was not caused by primary infection of EBV. Throat swab
samples collected from each idividual during the course of the disease were
assayed for cord-blood lymphocyte transforming ability. In all of patients, no
EBV excretion from the oropharynx could be detected.Over the same period,the
frequency of virus-infected B cells in the blood (measured by spontaneous
transformation in limiting dilution assay) remained completely negative.
These results demonstrate that EBV dose not play a role in pathogenesis of

Kawasaki disease.
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