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INTRODUCTION 

Ischemic stroke is among the leading causes of death and 

disability (Go et al.,     ). The cause remains unexplained after 

routine evaluation in    to     of cases, resulting in the 

classification, by exclusion, of cryptogenic stroke (CS) (Amarenco 

et al.,     ). 

The Trial of Org       in Acute Stroke Treatment 

(TOAST) criteria is the most widely used stroke classification to 

classify stroke etiology into five subtypes: large artery 

atherosclerosis (LAA), cardioembolic stroke (CE), small artery 

occlusion (SAO), other determined etiology and undetermined 

etiology. The classification is mainly based on electrocardiogram, 

echocardiogram, cervical doppler and Magnetic resonance 

imaging (MRI) (Adams et al.,     ).  

CS is defined as cerebral ischemia of obscure origin. The 

cause of CS remains undetermined because the event is transitory 

or reversible, investigations did not look for all possible causes, or 

because some causes truly remain unknown. CS is more frequent 

in younger than older patients and it was found that when it is 

properly investigated the most frequent causes would be cardiac 

embolism, followed by vasculopathy, and coagulopathy 

according to Finsterer (    ). 

The term cryptogenic ischemic stroke (or stroke of 

undetermined pathogenesis) encompasses ischemic strokes 

without specific cause detected after adequate diagnostic workup. 
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CS is, thus, a diagnosis done by exclusion. Strokes may remain 

cryptogenic if diagnostic evaluation is incomplete for one or 

another reason or in the presence of multiple competitive causes, 

such as atrial fibrillation (AF) and atherosclerotic stenosis in an 

ipsilateral relevant artery. Choosing the particular diagnostic 

investigation should always be balanced between the cost and 

potential yield, considering patient characteristics and the effect 

on treatment decisions (Putaala and Tatlisumak,     ). 

The cryptogenic category is even larger among younger 

patients reflecting major challenges in defining their pathogenesis 

and interpreting causally relevant findings. Up to     of patients 

aged <   years remained without elusive cause for their stroke in 

a large multicenter survey (Yesilot et al.,     ). 

Recurrence rate and prognosis of CS is under debate. 

There is paucity of data to guide secondary prevention after CS. 

Current guidelines either did not give statements specifically on 

CS or recommended antiplatelet therapy (Furie et al.,     ). 

Amid these limited data on secondary prevention, 

clinical and subclinical recurrence risk after cryptogenic stroke 

remains significant. Even the young patients with stroke of 

undetermined pathogenesis experience recurrent events, with an 

annual rate of ≈  . These figures suggest an active pathology 

underlying most cryptogenic strokes and justifies the use of 

advanced and often expensive diagnostic equipment targeting 

to improve the secondary prevention of these patients (Putaala 

et al.,     ). 
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AIM OF THE WORK 

To unleash some of the possible cardiac causes including 

arrythmias and non-cardiac causes of cryptogenic stroke 

including inherited and acquired thrombophilia. 

 

 

  


