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A Case of Multiple Thromboembolisms in Hyperhomocysteinemia
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Hyperhomocysteinemia is an independent risk factor for cardiovascular, cerebrovascular and peripheral vascu-
lar diseases complicated with atherosclerosis and thromboembolism. Increased plasma homocystein level devel-
ops from genetic defect of enzyme for homocystein metabolism or vitamine deficiency, has direct toxic effect
for vascular endothelium and makes damages to antithrombotic action of vascular endothelial cell. Most of
hyperhomocysteinemia is asymptomatic, but rarely develops cardiopulmonary or cerebrovascular accidents. In
case of thromboembolism with unknown cause, the hyperhomocysteinemia should be considered as one of the
many etiologies. The authars, first in korea, report a case of multiple thromboembolisms of deep vein of lower
extremity, pulmonary vessels, superior sagittal and transverse sinus of brain in a patient with the
hyperhomocysteinemia with a review of literature. (Tuberculosis and Respiratory Diseases 1999, 47 : 239-
246)
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Fig. 1. A. Chest PA shows a round increased opacity on the right lower lobe(4 months before

admission).

B. Chest CT shows a 2.5x3.5cm sized, well demarcated round increased density in the
right lower lobe(4 month before admission).

Fig. 2. A. Chest PA shows newly developed irregular consolidation in the right lower lung field

obscuring the right cardiac border.

B. Chest CT scan shows newly developed irregular consolidation in the right middle and

lower lobe.
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Fig. 3. Lung perfusion scan shows multiple per-
fusion defects in the both lung fields.

Fig. 4. Pulmonary angiography shows the promi-
nently decreased perfusion in the left
lower lung field.
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Fig. 5. Cerebral angiography shows occlusions
of the superior saggital and right trans-
verse sinus.

Fig. 6. Microscopic findings reveal intraalveolar
hemorrhage, congestion, multiple intra-
vascular emboli and distortion of paren-
chymal architecture.(H & E, 40)
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Fig. 7. No visible doppler flow in the right super-
ficial femoral vein.
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Fig. 8. Schematic representation of homocys-
teine metabolism.
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