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AW LEUEDB g, 5y R AEREEN K
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1~24 3~ 1~2 % 35~
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FPA? 5,/19 (26%) 12,721(57%)

B-TG1t 019( 0%) 5,/19(26%)
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Abstract

Blood coagulation status in patients beyond 1 year after onset of Kawasaki
disease

AKira SHIRAHATA, Toshio NAKAMURA, Nobuaki ARIYOSHI, and Midori SHI IK1

Transient dilatation of coronary artery is seen in approximately
20—30% of the patients with Kawasaki disease. It has not been kaown
whether the transient dilatation is responsible for the progression of athero—
sclerosis or not. Therefore, blood coagulation studies were carried out
in 35 patients beyond 1 year after onest of Kawasaki disease with or without
the episodes of transient dilatation of coronary artery. Significant incre—
ases of epinephrine induced platelet aggregation, plasma fibrinopeptide A
level and plasma fB—thromboglobulin level were observed in patients with
episode of the dilatation than in those without the episode, Those results
may suggest that transient dilatation of coronary artery in Kawasaki
disease is responsible for the progressionof atherosclerosis and that it
is necessary to follow up the patients with Kawasaki disease after coronary

dilatation is improved.
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