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&1 F&8
TR/ B (-) R/ (+)
1-2 § 34- 1-2 & 34—
- ADP (2x107°M) | 52+10% 42+16% 43+16% 41193
fﬁ Col ( 2.5ug/ml)| 75:18% 79+13% 77+10% 74t 8%
i Ep  (1x107°M) 63+29% 45+32% 67+30% 71+18%

Fibrinopeptide A f
B8-Thrombogloburin }

Thrombin-antithrombinlil
complex

Plasmin. o,-antiplasmin f

5/19 (263)

0/19 ( 0%)

2/17 (12%)

0/17 ( 0%9)

12/21 (57%)

5/19 (26%)

5/11 (45%)

0/11 ( 0%)

complex
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Abstract
-Levels of thrombinsantithrombin—[I Complex (TAT) and plasmin-a,
—plasmin inhibito; complex.(PIC)>in patients beyond 1 year after
onset of Kawasaki disease.
Akira SHIRAHATA, Toshio NAKAMURA,
Nobuaki ARIYOSHI and Midori SHIIKI
Transient dilatation of coronary artery is seen in approximately
20—30% of the patients with Kawasaki disease. It has not been known
whether the transient dilatation is }esponsible for the progression of
atheroéclerosis or not, Therefore, we measured TAT and PIC in 30 patients
beyond 1 yvear after onset of Kawasaki disease with or without the episodes
of transient dilatation of coronary artery. _
TAT level was abnormally high in 5 cases out of 11 children(45%) with
temporary coronary arterial lesions, while abnormally high level of TAT was
seen in only one case out of 19 children (5% ) without those lesions., PIC
level was within normal range in all 30 children.
Those results are compatible with our previous report that transient
lesions of coronary artery may be responsible for the progression of ather—
osclerosis. A preventive program to reduce future coronary artery disease '

should include appropriate follow up and counselling.
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thrombin antithrombin complex(TAT)
plasmin o 2-antiplasmin complex(PIC) ,PIC
, TAT 11 5 (45%),
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