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C A S E  R E P O R T

A 22-year-old man presented to our emergency department 
with a two-day history of progressive swelling of the left 
lower extremity. He denied trauma, immobilisation, 
dyspnoea or chest pain. The medical history was 
remarkable for left-sided Perthes disease. There was no 
medical or family history of thromboembolic disease. 
Physical examination revealed marked swelling and 
tenderness of the left leg. Duplex ultrasonography 
demonstrated acute deep venous thrombosis extending 
from the left common iliac vein down through the veins 
of the calf. To evaluate a potential intra-abdominal cause, 
computed tomography of the abdomen was performed, 
which showed widening of the external and common iliac 
veins but did not reveal the cause of the thrombosis. After 
initial thrombosis treatment and thrombolysis, started 
to prevent post-thrombotic syndrome, a venogram was 
performed (figure 1). 

W H A T  I S  Y O U R  D I A G N O S I S ?

See page 504 for the answer to this photo quiz.
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Figure 1. Venogram
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A N S W E R  T O  P H O T O  Q U I Z  ( P A G E  5 0 1 )

A  2 2 - Y E A R - O L D  M A N  W I T H  D E E P  V E I N  T H R O M B O S I S  O F  T H E  L E F T  L E G

D I A G N O S I S

The venogram disclosed compression of the left common 
iliac vein, suggesting the diagnosis of May-Thurner 
syndrome (MTS). In 1956, May and Thurner reported the 
presence of focal intimal thickening with formation of 
septa in the left common iliac vein in 22% of autopsies.1 

MTS, or iliac vein compression syndrome, is defined 
as compression of the left iliac vein against the lumbar 
vertebrae by the overlying right common iliac artery. It has 
been proposed that the pulsatile artery may cause repetitive 
injury to the left iliac vein, resulting in progressive intimal 
fibrosis and development of occlusive symptoms. A review 
of the literature shows that MTS is most common in 
female patients between the ages of 20-50 years, without 
clear reasons for this predilection.2

MTS is estimated to occur in 2-5% of patients undergoing 
evaluation for a lower extremity venous disorder, typically 
presenting as a large iliofemoral deep venous thrombosis 
or as chronic venous insufficiency.3 The diagnosis of MTS 
is made by venous duplex ultrasound and/or computed 
tomography or magnetic resonance imaging of the abdomen 
and pelvis, which can be utilised to estimate the degree 
of stenosis and to investigate other anatomic variations or 
causes of external compression on the iliac vein.
In addition to anticoagulant treatment, endovascular 
management is the preferred treatment for patients with 
deep venous thrombosis due to MTS. This treatment 
modality allows for catheter-directed thrombolysis and 
stent placement to treat mechanical entrapment and 
prevent post-thrombotic syndrome.2,4,5 A study evaluating 
iliac vein stenting in MTS patients shows primary patency 
rates of 88% at 12 months and 84% at 24 months of 
follow-up.6 When endovascular therapy fails, surgical 
management may be indicated. Iliocaval or inferior vena 
cava reconstruction has primary and secondary three-year 
patency rates of 54% and 62%.7

Interestingly, a recent retrospective study found that the 
anatomic variant defining MTS exists in a significant 

number of asymptomatic individuals, raising the 
question whether compression is the sole causal factor 
in symptomatic patients.8 MTS should be considered in 
patients with left-sided deep venous thrombosis extending 
at the iliac level, which in such cases may be poorly 
responsive to anticoagulation alone. Although patency rates 
of thrombolysis and stent placement are low, anticoagulant 
treatment alone is unlikely to be succesful.7

Our patient was initially treated with subcutaneously 
administered tinzaparin, followed by venogram with 
percutaneous transluminal angioplasty and thrombolysis. 
After two days of urokinase treatment a stent was placed 
in the common iliac vein. The patient was put on lifelong 
oral anticoagulant treatment. 
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