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ABSTRACT

Deep venous thrombosis of lower extremity is a well-known entity having multiple causes. Apart from usual
thrombotic causative factors, atypical sources do exist and pose a challenge to both clinicians and radiologists. It is
essential to diagnose anatomical vascular variations such as May Thurner syndrome to suggest further diagnostic
and treatment options for younger age group and prevent morbid complications like pulmonary embolism.

KEYWORDS: May-Thurner Syndrome (MeSH unique 1D: D062108), Venous Thrombosis (MeSH unique ID:
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INTRODUCTION

Iliac vein compression syndrome is also known as May-
Thurner syndrome, iliocaval compression syndrome or
Cockett syndrome. It is the compression of the left iliac
vein by the right sided iliac artery, thereby increasing the
chances of deep vein thrombosis in the left lower limb.
Usual affection of younger age group females of
approximate age 20 to 40 years has been observed.
Suspicion due to the clinical presentation of persistent
painless left lower extremity swelling is an indicator for
CT and iliac venography.™

CASE REPORT

A 22 year old young female presented with left sided
pedal oedema. She was treated with debridement of non-
healing ulcer on left sided medial malleolus and
endovenous laser ablation of left sided great saphenous

vein 3 years back. Left lower limb venous Doppler
showed varicosities around left ankle.

CT inferior venacavography with bilateral lower limb
venography was performed which revealed normal
inferior vena cava in terms of calibre and patency.

Right common iliac, right internal iliac and right external
iliac veins were normal. Left common iliac vein was
markedly stenosed from its origin due to overlying right
sided common iliac artery (Figure 1, 2). A few cross
over collateral veins were seen in the pelvis and on the
anterior abdominal wall (Figure 3).

Bilaterally, the infra-inguinal deep veins were patent and
appeared normal. Few varicosities were seen along
lateral aspect of the left leg and distal thigh. Sub-
cutaneous oedema was noted in the distal leg on left side.

Figure 1

o

Figure 1: Coronal contrast CT and volume rendered image showing compressed left common iliac vein due to

overlying right common iliac artery.
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Figure 2
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Figure 2: Coronal and axial contrast CT showing compressed and stenosed left common iliac vein (arrow) due to

overlying right common iliac artery.

Figure 3

-

DISCUSSION

Iliac vein compression syndrome is a clinical entity in
which there is extrinsic compression of the left common
iliac vein by the right common iliac artery. Patients
present with complaints of pain and diffuse swelling in
the left lower limb or as left sided iliofemoral venous
thrombosis.?

Virchow first described the condition in 1851 due to an
observation of the left sided prevalence of iliofemoral
deep venous thrombosis secondary to venous stasis. Left
iliac vein compression with anatomical descriptive
details was later described by May and Thurner.?!

Accurate incidence is not known, however, it is noted
from 22-32% of autopsy studies. Prevalence of May
Thurner syndrome related deep venous thrombosis is 2-
3% of all lower extremity deep venous thrombosis and is
seen in females between 20-40 years of age.™

It is noted in 2-5% patients with venous diseases of the
lower limbs.™!

Pathogenesis

Two accountable factors have been postulated to cause
this condition. First being intrinsically formed internal
webs or bands (spurs) secondary to local intimal
hypertrophy due to the chronic pulsatile force of the
overlying right sided common iliac artery and second

_ - -V |
Figure 3: Axial and coronal contrast CT showing collateral veins in the anterior abdominal wall and in the
pelvis.

being extrinsic physical compression of left common
iliac vein between right sided common iliac artery and
the underlying lumbar vertebral body.[!

Repeated transmitted arterial pulsation causes scrubbing
of the walls of the vein against each other leading to
endothelial irritation. Over the course of time, the
irritation causes proliferation and formation of the band
(spur) as well as partition of the lumen.!”

It is a type of partial obstruction which has varying
consequences like leg swelling, varicosities, deep venous
thrombosis and chronic venous stasis with ulcers or more
grave complications like pulmonary embolism,
phlegmasia cerulea dolens which is characterized by
acute limb ischaemia later leading to gangrene.”?

There are cases where patients remain asymptomatic and
no treatment is needed. Terminology of May Thurner
syndrome is reserved for cases of venous stasis due to
compression, repetitive intimal endothelial injury
resulting from arterial pulsations.t®

May Thurner syndrome consists of three morphological
variations: focal extrinsic compression by overlying iliac
arteries, diffuse atrophy and cordlike obliteration.
Knowledge of morphological types may be helpful for
analysing endovascular technical challenges.®
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May Thurner syndrome has been found to be an
infrequent cause of varicose veins as well as the
formation of intra-abdominal collaterals. These
collaterals may be retroperitoneal and pudendal veins
which develop as a counter regulatory response to
venous stasis shunting distal iliofemoral venous system
to contralateral deep venous vessels.®

Comprehensive clinical details, physical examination
and diagnostic work-up including thrombophilia should
be performed to evaluate deep venous thrombosis and its
risk factors in young patients. Diagnosis with simple
Doppler ultrasonography is difficult as iliac vessels are
deep seated. Therefore, diagnostic evaluation ultimately
relies upon computed tomography venography and
magnetic resonance venography.*

Multi detector computed tomography localizes the clot
with its extent and evaluates iliofemoral anatomy along
with lower limb vasculature. Multi detector computed
tomography is essential for planning endovascular
procedures. !

Computed tomography venography and magnetic
resonance venography show greater sensitivity for
assessing deep venous thrombosis. Magnetic resonance
venography shows better analysis of intraluminal
thrombus and differentiates it from contrast mixing.
These allow localization of sites of venous compression
as well as pelvic venous collaterals. Magnetic resonance
imaging has the advantage of evaluating haemodynamic
significance of venous compression as it shows
retrograde flow in the ipsilateral iliac vein and collateral
veins.

Left common femoral or iliac venography not only
provides details of venous obstruction, but also offers
haemodynamic assessment analysis and the treatment to
be offered simultaneously.

Reversal of flow in the ipsilateral internal iliac vein,
presence of multiple cross pelvis collaterals and enlarged
ascending lumbar vein are noted secondary to underlying
chronic venous hypertension.!

Management is dependent on the presence or absence of
deep venous thrombosis. In the absence of thrombosis,
compression stockings may be effective. In the situation
of acute deep venous thrombosis, anticoagulation is the
first line treatment. Treatment of venous compression
uses a combined approach of self-expanding stents and
endovascular thrombolysis with tissue plasminogen
activator.

Surgical  treatment  involves iliofemoral  vein
thrombectomy with iliac venous reconstruction. Another
alternative is cross femoral venous bypass graft (Palma
procedure). Patients are put on long term anticoagulants
along with stockings.®

CONCLUSION

May Thurner syndrome is an important differential
causing unilateral deep venous thrombosis, especially in
younger age groups. Diagnosing the condition is
essential failing which there are recurrent episodes of
thrombosis and pulmonary embolism leading to
substantial morbidity and mortality. Treatment entirely
depends on precise anatomic localization of the lesion
along with clot removal procedure.
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