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Abstract : A 59-year old man was admitted because of a sudden onset of dyspnea and
loss of consciousness. A chest radiograph showed increased lung field tranlucency and
enlargement of the pulmonary artery in the hilar region. Enhanced computed tomography
revealed large, obstructing thromboemboli in the bilateral main pulmonary arteries.
Thrombi had also formed in a deep vein of the left leg. After injection of urokinase and
heparin at an early stage, the thromboemboli in the pulmonary arteries and deep vein
disappeared. Pulmonary thromboemboli in the bilateral main pulmonary arteries is rare
and has a high mortality rate. It is suggested that early diagnosis and thrombolytic therapy
could reduce the associated mortality rate.

(LEEE. J. Nara Med. Ass. 50, 453~458, 1999)
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Table 1. Laboratory data on admission (1)

Urinalysis Blood biochemistory Na 141 mEq/L
Protein (CD) GOT 76 TU/L K 3.7 mEq/L
Glucose (=) GPT 96 IU/L Cl 103 mEq/L
Occult blood (GD) CK 47 TU/L Ca 8.8 mg/dL
Hematology LDH 611 IU/L Aterial blood gas analysis
RBC 461x10* /L ALP 119 1U/L (0, 3 L/min)
Hb 14.9 g/dL TP 6.0 g/dL pH 7.415
Ht 43.0 % Alb 3.4 g/dL PO, 79.2 mmHg
WBC 3,000 /uL TC 174 mg/dL PCO, 41.6 mmHg
Plt 17.6X10* /pL TG 138 mg/dL HCO;~  26.2 mmol/L
ESR 13 mm/1hr Scr 1.5 mg/dL BE 1.9 mmol/L
BUN 12 mg/dL SO, 9.1 %
UA 6.6 mg/dL
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Fig. 1. Electrocardiogram on admission.

aVvVF

Electrocardiogram reveals low voltage of the extremity leads, tall P waves in II, III

and aVF.
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Table 2. Laboratory data on admission (2)

Hematostasis
PT 10.0 sec Protein C antigen 8 %
aPTT 38.7 sec Protein S antigen 97 %
HPT 114 % Serology
FbG 346 mg/dL antinuclear antibody (-
FDP 7.0 pg/mL  anti-DNA antibody (D]
Plasminogen 87 % anticardiolipin antibody (—)

By v b 7 EBTR D DREBEIE 57 % Th b, DA
BRD bl E FRIFTEIR K & T B A%
DIHEDRD bt (Fig. 2.

D=2 - R  ARCBEOA L, MERE
(B8 mmHg) 2338% b i,

MRS CT Fi R, - MR E IR E S5 2B h 33
bhi-(Fig. 3a).

Fig. 2. Chest X-ray film on admission.
Chest X-ray shows increased lung field trans-
lucency and enlargement of the pulmonary
arteries in the hilar region.

Fig. 3. Chest computed tomogram (CT).
a. CT before treatment with thrombolytic therapy (1998. 8. 10) shows thromboemboli
in the bilateral main pulmonary arteries (arrows).

b. CT after treatment with thrombolytic therapy (1998. 10. 9). The thromboemboli
have disappeared.
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Fig. 4. Pulmonary angiography (1998. 8. 26).
Pulmonary angiography shows thromboem-

boli in the bilateral pulmonary arteries after

initial thrombolytic therapy.
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Fig. 5. Clinical course.
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