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A Case of Primary Antiphospholipid Syndrome with Pulmonary
Thromboembolism

Jae Beom Lee, M.D., Yun Su Sim, M.D., Young Wook Noh, M.D., Hye Sung Park, M.D., Chung Hyun Tae, M.D.,
So Yeon Lim, M.D., Yoon Hee Jun, M.D., Yon Ju Ryu, M.D., Eun Mi Chun, M.D., Jin Hwa Lee, M.D.,
Jung Hyun Chang, M.D., Jin Wook Moon, M.D.

Department of Internal Medicine, College of Medicine, Ewha Womans University, Seoul, Korea

Antiphospholipid syndrome (APS) causes recurrent thromboses and morbidity during pregnancy, including fetal loss.
This malady is associated with the persistent presence of anticardiolipin antibody or lupus anticoagulant. The pulmonary
manifestations of antiphospholipid syndrome include pulmonary thromboembolism, pulmonary hypertension, acute
respiratory distress syndrome, etc. Pulmonary thromboembolism is often the initial manifestation of antiphospholipid
syndrome and a timely diagnosis is critical due to the high mortality rate. We herein report on a 19-year-old man with
pulmonary thromboembolism that was caused by primary antiphospholipid syndrome. He presented with blood-tinged
sputum, fever and epigastric pain, and his chest computerized tomography showed pulmonary thromboembolism. The
other possible causes of pulmonary thromboembolism were excluded and the diagnosis of primary antiphospholipid
syndrome was confirmed by the lupus anticoagulant that was present on two occasions six weeks apart. We also discuss
the nature and management of antiphospholipid syndrome, along with a brief review of the relevant literatures.
(Tuberc Respir Dis 2007; 63: 72-77)
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Figure 1. Chest PA on admission shows no paren-
chymal lesion.

AAMA 24 DA At A w4 11,200/ul
(EFT 77.1%), A2 162 g/dl, B2 180,000/uL,
2 2 E EFWIA 7Hprothrombin time) 11.9% [10.2 ~
131%]J(INR 1.04 [09 ~ 1.15]), &SI FEFH S
P2EIAZHaPTT) 25.4% [248 ~ 362%], A4Y
(fibrinogen) 408 mg/dL [196 ~ 391 mg/dL], FDP 5
ug/mL 013} [~ 5 ug/mL), D-dimer 161 ug/L [~ 246
ug/L], antithrombin I 106.2% [8.1 ~ 119.8%]°]%)
a1, &g -9-welzl XIII (factor XM G7FAAA 44
o]l ar, vl Clprotein C) &4 0.27 mg/dL [0.18
~ 029 mg/dL], &4 S(protein S) ¥ 301
mg/dL [1.35 ~ 2.41 mg/dLIo| itk Aster A AP &
ol 71 g/dL, &5 43 g/dL, of~vtehrlAtoln]
LA GA(AST) 16 TU/L, debdopmdolaih
(ALT) 20 IU/L, &9 128 mg/dL, &2 s &
2 36 TU/L, @24 2(BUN) 9 mg/dL, F&|o}E]
(creatinine) 0.9 mg/dL, L2741 1.5 mg/dL, 4
AP FR 0.7 mg/dLel vk A4 =(ESR)
30 mm/hr, C-¥+8-A <+ (CRP) 6.6 mg/dL, VDRL <
A, FrtEo| =1k B4 W, s Eekzmt
&3 (Mycoplasma antibody) =4, A3 43
(cold agglutinin antibody) &4, St=2E¢ 34|

(cryoglobulin antibody) 74, @334l (antinuclear
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Figure 2. Chest CT scan on admission shows thrombi in the pulmonary arteries of left lower lobe anteromedial
basal segment and right lower lobe posterior basal segment (left) and hemorrhagic infarction with wedge-shaped
consolidation in right lower lobe posterior basal segment (right).
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(bicarbonate) 25.1 mmol/L, At ¥ 3=+ 97.4%°] )
t} ] Al A3 lupus anticoagulant normalized
ratios 172 YAloldal, 6F F A3 lupus
anticoagulant normalized ratio®= 1.27% %4 o]0t}
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Figure 3. Lung perfusion scan shows a large wedge-shaped perfusion defect in left lower lobe and another

suspicious perfusion defect in right lower lobe.
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Figure 4. Chest CT scan after 9 months of anticoagulation therapy, shows small residual thrombi in left lower lobe

(left) and the resolution of the previous wedge-shaped infarction in right lower lobe (right).
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