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&1 Cell surface phenotypes of infiltrating mononuclear
cells in the skin lesions of Kawasaki disease and measles

Days T cell marker B cell marker

Case Age Sex from LeuM3
{years) onset Leud Leu2 Leu3 Leuld anti-u

KD? 1 MTP 1 M7 +++€ 4+ 44+ - - 4
2 MOb 1 F 9 +4++ + 44+ - - ++
3 THP 1 M 7 ++ + ++ - - +
4 HM 7 M 4 ++ + ++ - - +
5RHE 1 M 4 ++ 4+ ++ - - +
6 MT 1 M 7 + + + - - +
78T 1 M 9 + + + - - +
g mn9 1 M 29 +++ 4+ - - ++
9.KS 5 F 10 ++ o+t - - +

Measles 10 YK 1 M 6 +++ 4+ ++ - - +
11 HA 1 M 8 ++4+ e+t + - - +

a, Kawasaki disease.

b, Skin specimens were obtained from the site of BCG .
vaccination.

c, +++,extensive; ++,moderate; +,a few; +,occasional; -,none.

d, Recurrence of the disease.

+ +
Figure 1. Leu 3 (a,FITC) and Leu 2 (b,PE
T cells,determined by double immuno—
flouorescence staining of the same

skin specimen of case 5.
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Figure 2. HLA—-DR expression on the epidermal
keratinocyte surface in case 3

(peroxidase) .
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Abstract
IMMUNOPATHOLOGY OF THE SKIN LESION OF KAWASAKI DISEASE

Toshikazu Shirai,Toshiaki Sugawara,Susumu Hattori,Sachiko Hirose,Susumu

Furukawa and Keijiro Yabuta

The skin lesion of Kawasaki disease was typified by extensive edema
associated with dilatation of small vessels in the papillary dermis, Despite
this exudative nature of the inflammation,neutrophil emigration was slight
and most of the infiltrates were monouclear cells, The site of BCG vaccination
showed a marked swelling, The histopathological changes at this site were
basically similar to those described above, although the inflamatory changes
were more severe, exhibiting exudation of fibrinogen and increase in
mononuclear cell infiltration, These mononuclear cells were mainly comprised
of macrophages and T cells and there were no or few B cells, The major
population of T cells belonged to the Leu 3+ helper/inducer subset.A large
population of these Leu 3+ T cells was also HLA——DR+, thereby probably activated.
Leu 27 T cells were negative for HLA-DR antigen. Expression of HLA-DR was
also noted intercellularly in localized areas of the epidermis in case of
Kawasaki disease, A typical example was observed at the site of BCG vaccination.
These findings demonstrate the similarity of skin lesion between Kawasaki
disease and the delayed—type hypersensitivity. Therefore, the agents
responsible for Kawasaki disease, if any, would bear the potential to induce

a skin lesion such as delayed—type hypersensitivity.
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