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Intractable in Stent Thrombosis in Malignant Superior Vena Cava Syndrome
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Endovascular treatment (EVT) including angioplasty and stenting is an
effective treatment for superior vena cava (SVC) syndrome, Recurrence of
SVC syndrome is mainly caused by tumor progression and occurs in
around 20% after EVT, but sometimes venous thrombosis within stent
accounts for recurrence of SVC syndrome. Anticoagulation after EVT is
still a controversial issue, In our case, a 73-year-old man with SVC
syndrome caused by mediastinal metastasis from non-small cell lung
cancer underwent endovascular stent followed by anticoagulation with
low molecular weight heparin (LMWH), but symptomatic progression due
to in-stent thrombosis necessitated the second procedure after two weeks,
A total of 4 sessions of endovascular stent and anticoagulation with
LMWH, warfarin and rivaroxaban did not induce durable resolution of
in-stent thrombosis, Our case suggests refractory in-stent thrombosis
could develop despite of anticoagulation after endovascular stent for SVC

syndrome,
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Fig. 1. Computed tomography shows lymph node enlargement and superior vena cava (SVC) compression

(2015.01). SVC compression is due to the right upper and lower paratracheal lymph node enlargement.

Fig. 2. Angiography shows 3rd-recurred thrombosis
in stent in superior vena cava (SVC) (2015.03).
Focal filling defect (probably thrombi) in SVC stent.
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Fig. 3. Angiography after thrombolysis for the 3rd-recurred in-stent thrombus (2015.04.). Slightly decrease focal
filling defect and intact venous drainage through SVC stent.
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Fig. 4. Angiography shows 4" stent insertion for 4th-recurred in-stent thrombosis and follow up venography
(2015.05.). Additional stent deployment (bare metal stent 16 mm X 8 cm) was done at the stenotic portion of the
previous inserted stent. Intact venous drainage through superior vena cava stent on the follow up venography.
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