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DESCRIPTION
A 67-year-old African-American woman presented to
the hospital with a several months’ history of bilateral
breast swelling, shortness of breath, voice hoarseness,
head fullness and facial swelling. On physical examin-
ation, the patient was found to have engorged chest
wall veins, bilateral arm and breast oedema and full-
ness of supraclavicular areas. Vital signs were normal
and initial blood tests including complete blood
account, complete metabolic profile did not reveal any
abnormality. Her medical history was significant for
hepatitis C virus infection, stroke and hypertension.
Chest x-ray was normal and CT of the chest with

contrast showed chronic superior vena cava (SVC)
obstruction with multiple chest wall lateral vessels
consistent with chronic thrombus/fibrosis (figures 1
and 2, respectively). There were no lymphadenop-
athy and lung was free of infiltrate and consolidation.
Upon further questioning, it was found that

15 years ago the patient had an acute pancreatitis
for which she had a right subclavian-implanted
port placed for almost 5 years. Subsequent hyper-
coagulable work up was negative and CT of the
abdomen and pelvis was unrevealing. Patient was
taken for venography with potential percutaneous

intervention. Venography confirmed chest CT find-
ings showing complete occlusion of the SVC with
extensive collateralisation (figure 3). Unfortunately,

Figure 1 CT of the chest, abdomen and pelvis
following enteric and intravenous contrast administration,
coronal view. Chronic complete obstruction of left
brachiocephalic vein (yellow arrow) and superior vena
cava (white arrow). There are extensive collateral vessels
along the chest walls more pronounced on the right side
(red arrows) extending to the level of the inguinal
regions. There are multiple prominent enhancing right
intercostal collateral vessels also. There are no enlarged
mediastinal or hilar lymph nodes as well as no soft tissue
densities were identified in the lungs. The liver is
unremarkable. The spleen and pancreas are
unremarkable as are the kidneys and adrenal glands.
There is no evidence of ascites or enlarged pelvic lymph
nodes.

Figure 2 CT of the chest with intravenous contrast
material—axial images of the chest were obtained
following the intravenous administration of 100 ml of
Optiray 320 and reconstructed in coronal and sagittal
planes. Dilated azygos vein (yellow arrow) draining into
the nearly completely obstructed superior vena cava
(white arrow). The superior vena cava is very small in
calibre and minimal if any intravenous contrast is
identified in it (white arrow) and this is likely related to
chronic thrombus/fibrosis. There are collateral vessels
along the chest walls more pronounced on the right side
(red arrows). There are no enlarged mediastinal or hilar
lymph nodes as well as no soft tissue densities were
identified in the lungs.

Figure 3 Selective catheterisation of the right
subclavian vein. Contrast venography revealed a
complete occlusion of the superior vena cava. The right
internal jugular vein filled the azygos venous system by
way of large venous collaterals (red arrows). The patient
did have extensive collateralisation, suggesting chronicity
to the occlusion. There was no backfilling of the left
brachiocephalic vein seen on delayed contrast imaging.
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we could not cross occlusion with multiple guidewire and cath-
eter combinations. Given fairly well-developed collateral vessels
and non-debilitating nature of her symptoms, the decision was
made to manage her conservatively with diuretics and compres-
sion garment to upper extremities.

Malignancy is considered the most common cause of SVC
syndrome accounting for 60–90% of the cases. Increasing use of
intravascular access devices like pacemakers, indwelling venous
catheters made the benign aetiology as an emerging cause of
SVC syndrome. Symptoms typically develop over a few weeks
and then improve due to development of collateral vessels.
Percutaneous stenting is the mainstay of treatment of non-
malignant SVC syndrome.1–3
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Learning points

▸ Widespread use of indwelling vascular devices has led to
increasing incidence of superior vena cava (SVC) syndrome
not caused by malignancy.

▸ Patient might develop symptoms of SVC syndrome several
years after removal of intravascular access device.
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