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Editorial
Clinical atrial fibrillation (AF) is defined by symptoms of AF and its documentation on surface 

electrocardiogram. It is known to be among the risk factors of ischemic stroke and systemic 
embolism. However, only about 15% of strokes are attributable to clinical AF. The most frequently 
identified risk factor is cerebrovascular disease. In 20% to 40% of cases with stroke no cause can be 
found, despite complete diagnostic evaluation, also known as cryptogenic stroke. In non-valvular 
AF, one must consider treatment with anticoagulation when CHA2DS2-VASc score is ≥ 1. 

Because AF was thought to be underestimated in stroke patients, effort was made to developing 
better diagnostic tools in patients with cryptogenic stroke. Long-term monitoring with an insertable 
cardiac monitor (ICM) was shown to be more effective than conventional follow-up (control) for 
detection of atrial fibrillation in these patients. After 1 year, AF was detected in 12.4% in the ICM 
group versus 2.0% in the conventional group. In patients whom had completed the 36-month visit, 
the rate of detection of AF was 30.0% in the ICM group versus 3.0% in the control group. Most 
often this atrial fibrillation was asymptomatic and paroxysmal and thus unlikely to be detected by 
strategies based on symptom-driven monitoring or intermittent short-term recordings [1]. In the 
last years increasing attention has been focused on subclinical atrial fibrillation (SCAF), a distinct 
form of AF that, by definition, can only be detected by cardiovascular implantable electronic devices 
(CIEDs) with an atrial lead such as permanent pacemakers, implantable cardioverter-defibrillators 
(ICDs), cardiac resynchronization therapy (CRT) devices or implantable cardiac loop recorders. 
SCAF often precedes the development of clinical AF, and in many cases, SCAF is discovered only 
after ischaemic stroke have occured. In a large proportion of patients with a CIED asymptomatic 
atrial high rate episodes (AHRE) have been found. In one tenth of the patients within 3 months 
after implantation of a CIED, detection of AHRE occurred at least once, and during a mean 
follow-up period of 2.5 years it was found in 34.7% of the patients. Episodes of subclinical atrial 
tachyarrhythmias were almost eight times as common as episodes of clinical atrial fibrillation, with 
development of clinical AF in only 15.7% of these patients. These AHRE were associated with a 
significantly increased risk of ischemic stroke or systemic embolism by a factor of 2.5, and were 
independent of other risk factors for stroke and of the presence of clinical AF [2]. Similar results 
were found in the TRENDS [3] and SOS AF [4] trials. However, whether SCAF is causally related 
to stroke is not completely resolved. In only 6% to 27% of the patients with SCAF there was AHRE 
on the device recordings in the 30 days prior to the thromboembolic events [5-7]. This suggests 
that other risk factors may play an important role. Among these, the CHADS-VASc risk factors are 
well-known [8]. In patients with the same CHADS-VASc score, the annual stroke risk in clinical 
AF seems to be higher than in subclinical AF [8,9]. In addition, a combination of a high CHADS-
VASc score with enlarged left atrium predisposes for AF in patients above the age of 65 years. Thirty 
percent of this group showed SCAF on ICM in the recently presented results of the ASSERT-II 
trial [10]. Its clinical significance however is unclear. AHRE burden of ≥ 5.5 hours on any of 30 
prior days appeared to double the tromboembolic event risk [9]. In the EHRA consensus document 
treatment with oral anticoagulation is recommended in SCAF with burden of >5.5 hours a day 
in CHA2DS2-VASc score of ≥ 2, and to consider this treatment in CHA2DS2-VASc of 1 in male 
and 2 in female [11]. Shorter duration may merit oral anticoagulation if multiple risk factors are 
present [12,13] . The number of ICMs that would need to be implanted to detect a first episode of 
SCAF is 14 for a 6-months monitoring-period, 10 for 12-months, and 4 for a 36-months period 
[1]. Although continuous monitoring provides a higher rate of SCAF detection, there is a lack of a 
distinct temporal association between AHRE and the actual event as mentioned earlier in this paper. 
The most effective duration of monitoring has also not been determined. Considering the high costs 
and lack of comparative studies with clinical end-points (sttroke, embolism) implantation of an 
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ICM in patients with cryptogenic stroke to detect SCAF is so far not 
recommended. Further studies are needed tot determine wether 
AHRE or/and SCAF is a causal risk factor. Because of the lack of a 
distinct temporal association between AHRE and the thromboembolic 
event, AHRE could be a risk marker for a thromboembolic event 
and not reflect a direct mechanism. Besides that, it has to be taken 
into account that AHRE not only represents SCAF, but also includes 
artifacts, atrial flutter, or reentrant supraventricular tachycardia. On 
the other hand, the atrial lead possibly generates a different type of 
AF. In these patients a reduction in thromboembolic events may 
not be extrapolated when started with oral anticoagulants. To date, 
there are several large clinical trials ongoing to determine wether the 
use of oral anticoagulation in patients with AHRE or SCAF reduces 
stroke in a cost-effective fashion [14-16]. These trials are expected to 
complete in 2019. Whether widespread and intensive screening for 
SCAF will be recommended will depend on its results.
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