


EMBOLIC STROKE OF 

UNDETERMINED SOURCE



ESUS

 was introduced in 2014 to describe patients with a nonlacunar

ischemic stroke and no convincing etiology (1). The terms ESUS 

and cryptogenic stroke are not synonyms, as the latter also 

includes patients with multiple stroke etiologies or incomplete 

diagnost
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THE MAIN PATHOLOGIES
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 ESUS represents a large patient group as it involves approximately 

17% of all ischemic stroke patients, who are typically younger 

patients with mild strokes. In addition, these patients have a 

considerable rate of stroke recurrence of 4% to 5%/year

 nearly 90% of ESUS patients had been treated with antiplatelet

 NAVIGATE ESU (RIVAROXABAN)

 RE-SPECT ESUS (DABIGATRAN)

 ATTICUS(APIXABAN)
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AF IN ESUS:

 Covert atrial fibrillation seems to be less important as an ESUS 

etiology than was initially conceived.

 d meta-analyses , showed that AF may be detected in 30% of 
ESUS patients during long-term follow-up; 
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AF IN ESUS:

 The rate of AF detection during follow-up in ESUS patients is similar 

to other non-ESUS stroke patients, as shown in the Find-AF-

RANDOMISED study

 ESUS patients are phenotypically different compared with stroke 

patients with AF, with the former being younger with milder 

strokes, as shown across registries and trials

 The majority of embolic events (stroke or systemic embolism) 

does not occur proximal to recent episodes of atrial tachycardia 

or AF, as shown in patients with implantable cardiac monitoring 

devices in the ASSERT



3 MOST PREVALENT POTENTIAL 

EMBOLIC

 left ventricular disease(, low cardiac output, dilated chambers, 

poor contractility, endothelial dysfunction, and others )

 arterial disease,

 atrial cardiopathy



CAROTID ATHEROSCLEROTIC 

PLAQUES

 atherosclerotic plaques in the aortic arch, cerebral, and 

intracranial arteries (drawn towards the white-colored end of the 

spectrum in the illustration), the main pathophysiological trigger is 

plaque rupture and subsequent local platelet activation and 

aggregation leading to formation of white thrombi, which may 

respond better to antiplatelets



WHY WERE THE ESUS TRIALS NEUTRAL?

 white thrombi

 red thrombi 
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