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Thrombolytic Therapy and Long Term Follow-up Study in a
Child with Kawasaki Disease Complicated by
Giant Coronary Aneurysm with Thrombosis

Su Jung Moon, M.D., Lee Su Ya, M.D., Kyong Hee Na, M.D., Sun Young Park, M.D.
Eun Young Kim, M.D., Kyoung Sim Kim, M.D. and Yong Wook Kim, M.D.

The long-term clinical issues in Kawasaki disease are concerned with the coronary artery lesions
that result in aneurysmal formation, thrombotic occlusion, progression to ischemic heart disease, and
premature atherosclerosis. We here report a 3 month old infant with Kawasaki disease complicated
by giant coronary aneurysm with thrombosis. After urokinase(10,000 IU/kg) and heparin(400 IU/kg)
were injected for two days as thrombolytic agents, thrombi were successfully dissolved. Even
though long-term oral anticoagulation with low-dose aspirin, dipyridamole and coumadin were ad-
ministered, thrombosis of the left main coronary artery was slowly increased. five years later, coro-
nary angiography showed nearly total occlusion of the left anterior descending artery and collaterals
from the right posterior branch and radionuclide scan demonstrated complete reversible perfusion
defect of several portions of the left ventricle. (J Korean Pediatr Soc 2003;46:302-307)
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Fig. 1. Serial two-dimensional echocardiograms before and after systemic infusion of
urokinase and heparin. On day 24 of the illness, mural thrombi are seen within the left
main and left anterior descending coronary arteries(A). After infusion, the thrombi were

dissolved(B).
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Fig. 2. One year later. (A) High parasternal short axis view shows mural thrombi
along the wall of the left main and anterior descending coronary arteries. (B) The short
axis view of the left anterior descending one shows a 3 layer doughnut like appearance
created by presence of the mural thrombi.
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Fig. 3. Five years later, (A) High parasternal short axis view shows nearly total occlu-
sion of the left main coronary artery by mural thrombi. (B) M-mode echocardiogram
shows residual narrow lumen in left coronary artery(|).

Lt moTn Coronas o
c- ENinm

wid £

Fig. 4. Selected coronary angiogram. right anterior oblique projection shows shows (A)
segmental stenosis in the left main coronary artery and total occlusion of left anterior
descending one and (B) multiple aneurysms in segment 1 and 2 of the right coronary

artery and intercollateral circulation from posterior descending artery to left anterior
descending one(C__ ).
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