73 BAZH AR Aol 2A3g
PARES DA IR b B AP

Fevhsta o wdjst A
W= 0|5

259, FMd, ByE, BHY, o

o

Ofok
fob

il

A Case of Pulmonary Thromboembolism in a Patient with

Hyperhomocysteinemia

Sook Eui Oh, M.D., Jae-Hun Jung, M.D., Seong Bo Yoon, M.D., Hyeon Young Yoon, M.D., Jong Kyu Park, M.D.,
Dong Hun Lee, M.D., Sung Ho Hong M.D., Kung Hee Woo, M.D., Seonghoon Choi M.D.,

Sang Hak Lee, MD.PhD., Namho Lee, MD.PhD.

Department of Internal Medicine, Kangnam Sacred Heart Hospital, Hallym University Medical Center, Seoul, Korea

Hyperhomocysteinemia is an independent risk factor for cardiovascular, cerebrovascular and peripheral vascular diseases
that are complicated by atherosclerosis and a thromboembolism. An increased level of plasma homocysteine develops
from a genetic defect in the of enzyme for the homocysteine metabolism or a vitamin deficiency. Hyperhomocysteinemia
has direct toxic effect on the vascular endothelium and causes damages to the antithrombotic action of vascular
endothelial cells. Most cases of hyperhomocysteinemia are asymptomatic, but cardiopulmonary or cerebrovascular
incidents developin rare cases. In the case of a thromboembolism with an unknown cause, hyperhomocysteinemia should
be considered in a differential diagnosis. The authors report a case of pulmonary thromboembolism in a patient with
hyperhomocysteinemia with a review of the relevant literature. (Tuberc Respir Dis 2007 62: 211-216)

Key Words: Hyperhomocysteinemia, Pulmonary embolism.
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Figure 1. EKG showing atrial fibrillation, T-wave
inversion at lead Ill and incomplete RBBB.

Figure 2. Echocardiography(parasternal short axis
view) showing paradoxical septal motion(D-shaped
LV).
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Figure 3. Chest CT showing filling defect at the
bifurcation site of bilateral pulmonary arteries.

224/ 14 mg/dL, S99 64 g/dL, <451
Z ZY2HE 123 mg/dLol o,
mg/dL, A=A 53 mg/dl o|Uth. E3 Na’
138 mEq/L, K™ 3.3 mEq/L, CI' 98 mEq/Lo]it} D-
dimer= 0.6ug/mL (%733 0-0.5 ug/mL) = 4535
A, A &4 FHARIA creatine kinase-MBE 1.8
ng/mL (A7), 0-3.6 ng/mL), creatine kinaset™ 99
UL (H7A1, 21-232 TU/L), troponin I= 0.16
ng/mL (B4, 0-0.05 ng/mL)} 1L, troponin-T+=
4301 e, BNP+= 586 pg/mL (=], 0-100
pg/mL)°] tt.

Protein-C& 54 mg/dL (A7*], 55-125 mg/dL),
Protein-S& 108% (“47*], 55-160%), Anticardio—
lipin Antibody S4, VDRL 24, Lupus antico-
agulant €43°]%132, Anti-thrombin I+ 82% (A4
2], 80-120%) 1Atk d5 FAt 29 ng/mL (734,
09-156 ng/mL), HIEF] Bp328 pg/mL (H7dA,
225-1100 pg/mL), BIEFY Bg39.8 nmol/L (7474,
29.8-102.4 nmol/L)°] i t}. Fibrinogen 410 mg/dL(*
A, 250-430 mg/dL), Factor V 67%(7%7A],
66-126%), &EHA BH ZIHAXHSTEE 3327
74”‘] 5-15 umol/L) 2.2 Z7}s o] 9
=, Elg}_ g} ol H]—}\]./K—]é‘]-x-l 27 g.‘% X-A
74/\}01]/\1{« 74%2] AR]H(CT ratio 0.53)]o &
T oS HolA| ittt At A=

&
A 1308)/ming]  AlEAIES, lead MO

34 g/dL,
/\ X] Ho]- 38



Tuberculosis and Respiratory Diseases Vol. 62. No.3, Mar. 2007

LAY

ANT | RAO

LPO ) Rt. LAT

”

pw

LAQ | Lt. LAT

s

RPO ) POST

Figure 4. Lung perfusion scan shows moderate photon defect in both lower lobes.
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Figure 5. Schematic representation of homocysteine
metabolism.

MS:methionine synthase; MTHF:methylene tetrahy-
drofolate; MTHFR: methylene tetrahydrofolate reduc-
tase; CBS:cystathionine B synthase
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patient with hyperhomocysteinemia
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