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Pulmonary Thromboendarterectomy for Chronic Thromboembolic Pulmonary
Hypertension in a Patient with Antiphospholipid Syndrome
and Systemic Lupus Erythematosus

Pil Je Kang, M.D.*, Jae-Won Lee, M.D.*, Jeong Won Kim, M.D.**

Antiphospholipid syndrome (APS) is defined as venous andior arterial thromboses, recurrent fetal losses, thrombocy-
topenia in combination with repeatedly positive tests for the lupus anticoagulant (LAC), and anticardiolipin antibodies
(aCL). The pulmonary manifestations in APS are relatively rare. We report a rare case of antiphophalipid syndrome
with systemic lupus erythematosus in a patient who presented with pulmonary hypertension secondary to a chronic
pulmonary thromboembolism. A bilateral thromboendarterectomy was performed satisfactorily and the incision was
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extended to the left intrapleural pulmonary artery.

(Korean J Thorac Cardiovasc Surg 2007;40:867-870)
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Fig. 1. Preoperative chest X-ray shows enlarge pulmonary conus
and decreased pulmonary vascular marking in both lung fields.
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Fig. 3. Left pulmonary arteriotomy is extended to the left pleural.

Fig. 2. Preoperative chest CT shows
pulmonary thromboembolism of supe-
rior, inferior segmental arteries of left
lower lobe (arrows) and superior seg-
mental artery of right lower lobe.
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Chronic Thromboembolic Pulmonary Hypertension with Antiphospholipid Syndrome and SLE

Fig. 4. Immediate postoperative chest CT shows reduction of eccen-
tric pulmonary thrombus below the level of both interlobar pulmonary
artery.
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