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Abstract
THE CLINICAL INVESTIGATION OF VALVULAR REGURGITATION IN KAWASAKI

DISEASE

Hirohisa Kato, Teiji Akagi, Osamu Inoue
Cardiovascular sequelae that may cause sudden death or severe cardiac

insufficiency in children, are the most important clinical problem in
patients with Kawasaki disease (KD). It has been reported that KD is comp-
licated by mitral regurgitation (MR) in some cases, or aortic regurgitation
(AR) in rare instances, KD has,therefor, been thought to be an important
We have experienced 1113

cause of acquired valvular disease in children.

patients with KD from 1973 to 1987. Of these, 13 cases were complicated
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with valvalar regurgitation and are analyzed here,

The results are follows:

1. The overall incideance of valvular regurgitation in KD was 1.2%
(13/1,113). Twelve cases (1.1%) demonstrated MR, and AR was recognized
in one case (0.1%) . One patient died of severe MR,

2. Valvular regurgitation appeared in severe cases of KD, and most
of them complicated with severe coronary artery lesions., The stenosis
of coronary artery was demonstrated in 4 of the 13 cases,

3. In 12 of the 13 cases, valvular regurgitation occurred within
1 month from onset of KD, In the other, it occurred 5 years after the onset.

4. In 5 cases, valvular regurgitation had disappeared within 2 months
from the onset of KD, In one particular case, valvaular regurgitation had
disappeared at 7 years after oanset. In another 5 cases, valvular regurgita—
tion has persisted to date,

5. Most of the 8 eases with severe valvular regurgitation occurred
during infancy, and these were the more persistent of the cases.

6. The possible causes of valvular regurgitation in KD may be valvu—
litis, and papillary muscle dysfunction caused by inflammation or ischemia,
The patients with persistnt valvular regurgitation revealed mitral valve
prolapse, and papillary muscle dysfunction.

Valvular regurgitation is rare, but it is important problems in KD

patients.
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