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Incidences of pulmonary thromboembolism markedly increase with age. Risk factors of pulmonary thromboembo-
lism are surgery, trauma, acute medical illness, immobilization, pregnancy, usage of hormone, and advanced age.
In the cases of thrombomembolism occurred in young age, the possibility of thrombophilc state is needed to be
investigated. Among many diseases or state associated thrombophilic state, homocyteinemia should be considered
a cause of thromboembolism before fifth decade. Homocyteinemia is caused by deficiency of N-5-methyltetrahy-
drofolate, cystathionie £-synthase and vitamin B12. The presence of the mutation of 5,10-methyleneterahydrofolate
lead to homocyteinemia by deficiency of N-5-methyltetrahydrofolate, Homocysteine is acknowledged the risk factor
of cardiovascular event, and storke. Homocysteinemia can be the cause of thromboemboism via damaging endo-
theial cell, We present two cases of pulmonary thromboembolism in young age which seem to be associated
with homocysteinemia precipitated by mutation of 5,10-methyleneterahydrofolate. (Tuberc Respir Dis 2008;64.460-

465)
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7tEE: 5ol &4 gle. Az g Fofeldo] 247} 9.1 mg/dl, 0.9 mg/dl, F &
2048 S W 8.4 g/dl, $FN 4.9 g/dl, ofzvepRliton| o] &
0ty A7 e B4 2 110/60 mmHg, ek Z(AST) 12 TU/L, dehdolm)i=do]EA(ALT) 17 TU/L,
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Bk, 922 WEslal, §5 Azl 4= EF 138 mEq/L, ZF 3.6 mEq/Lo|itt. D-o|§HA|
o

oke] T2 Aoldler el oI He (D-dimen)= 419 ng/ml (x| 0~ 322 ng/ml)o|3ict,
278 gllen, 5 el C ol SA=E 62% (] 70~130%), S T &

A 87 FEA] S B AT ASi ATE 78% (LA 77~ 143%), F7Hl eelHIAE &
HAR 224 il A AR BEE vk A e A, FESN I 96% (L] 60~ 1200), ASE A3

Figure 1, Chest CT scan
shows a low density in left
lower lobe of lung (A), and
a perfusion defect in left
pulmonary artery (B).

Figure 2, Doppler sonog-
raphy shows echogenic le-
sions in left popliteal vein
(A, B) and left femoral vein
(C, D).
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Figure 3. Abdomen CT scan shows a focal defect in right
common iliac artery,
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FB|E 40,3%, WM 8,000/mm’, 2T 186,000/mm’,
Ank Fol slet HAlellA FHET 9 my/dl, F84id
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Methionine

Figure 4, Chest CT scan
shows low density throm-
boemboli seen in the later-
al aspect of the right lower
lobar artery (A), left lower
lobar superior and post-
erolateral basal segmental
arteries (B).
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Figure 5, Metabolism of
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