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When the vascular surgery registrar 
arrives, she organises an urgent right leg 
embolectomy for Mr NP. She enquires 
about sources of thromboembolism, and 
Mr NP reports never having had a clot in 
the past, including in his limbs and lungs 
or a stroke. He says he has had no heart 
problems previously. He felt well before 
the current episode of foot pain, but 
recalls an episode of signifi cant breathing 
diffi culty and vomiting while on a rural 
holiday to visit family about 12 months 
ago. The symptoms had disappeared by 
the time he returned home and he did not 
report them to his GP.

Mr NP proceeds to theatre for an 
embolectomy the same day. This is 
performed using embolectomy catheters 
inserted through a longitudinal groin 

incision with a right common femoral 
artery arteriotomy. When the catheters 
are passed proximally to the iliac 
arteries, a white embolus is retrieved 
and good fl ow is re-established. The 
catheters are then passed distally, 
and a large amount of red thrombus is 
retrieved; however, there is still poor 
fl ow in these vessels. Fluoroscopy is 
used to assess patency and guide the 
passage of the embolectomy catheters. 
Unfortunately, despite removal of the 
thrombi, no fl ow is seen below the level 
of the ankle. 

What do these fi ndings suggest?
Th ese intraoperative fi ndings are consistent 
with an embolic phenomenon with second-
ary thrombus formation. Th e  proximal clot 

is sent for histopathological examination, 
because rare myxomas can also cause 
 embolus. Th e result reveals a pale, platelet- 
rich thrombus.  Th e red clot found is acute 
thrombus due to the reduced f low 
distally. 

Mr NP’s delayed presentation makes 
this thrombus particularly adherent and 
ultimately it causes irreversible endothelial 
damage. Th is is a ‘no-refl ow’ phenomenon, 
whereby despite adequate macrovascular 
fl ow, there is no perfusion through the 
 damaged microvasculature (Figures 2a
and b). Th e role of heparin in acute ischaemia 
is to reduce the propagation of this second-
ary clot.

Embolism is a particularly devastating 
cause of acute limb ischaemia because it 
strikes suddenly at otherwise normal ves-
sels. Th is is in contrast to acute on chronic 
ischaemia that develops in patients with 
progressive atherosclerotic disease. Th ese 
patients oft en have collaterals that allow for 
some perfusion of tissues.

Mr NP undergoes transthoracic 
echocardiography to fi nd the source of 
the thrombus. It reveals a normal-sized 
left ventricle with moderate segmental 
impairment and a left ejection fraction of 
40%. There is apical akinesis and a 3 cm 
apical thrombus (Figure 3). The right 
ventricle is of normal size and has normal 
function and there is no signifi cant valve 
disease. 

What further investigations are required?
Aft er a left  ventricular thrombus has been 
identifi ed, the indication for performing a 
thrombophilia screen depends on the pres-
ence or absence of left  ventricle wall motion 
abnormalities. If a patient has wall motion 
abnormalities suffi  cient to explain the 
 development of thrombus, such as in the 
case of Mr NP, then a thrombophilia screen 
is an expensive test that carries a low yield. 
However, if a patient has normal wall 
motion, recurrent thrombi or mixed arte-
rial and venous thrombi, then it is necessary 
to  perform a thrombophilia screen to 
 investigate the patient’s propensity to form 
clots. 

Figures 1a and b. CT angiograms. Axial 
(a, left) and coronal (b, right) views showing 
thrombus with subtotal occlusion in the right 
common iliac artery (arrows).

Figures 2a and b. Intraoperative angiograms showing fl ow before (a, left) and after (b, right) 
distal thrombectomy. The anterior tibial artery is patent from the beginning.
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