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Supraventricular tachycardia (SVT) is a common cause of hospital admissions and should be correctly diagnosed and treated by 
any physician involved. Diagnosis and acute treatment are, nevertheless, sometimes difficult for the non-electrophysiologist. 
Both diagnosis and clinical management of SVTs have recently been the focus of the new, and very detailed, European Society 

of Cardiology (ESC) guidelines. This paper serves as a support to non-electrophysiologists in electrocardiogram (ECG)-based detection, 
differentiation and treatment of SVT. While vagal manoeuvres, or the application of adenosine, may be performed after 12-lead ECG recording 
in haemodynamically stable patients for further diagnosis and treatment, haemodynamically unstable patients should be cardioverted 
immediately. Concerning sinus rhythm maintenance after initial termination of tachycardia, catheter ablation is preferred to antiarrhythmic 
therapy. This review covers aspects of ECG diagnosis and the differential approach to identifying various types of SVT.
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Supraventricular tachycardia (SVT) occurs with a prevalence of 2–3/1,000 in the general population 

and is characterised by atrial rates >100 beats per minute (bpm) at rest. Per definition, SVT 

originates in the atria or atrioventricular (AV) node tissue above the His bundle.1,2 Diagnosis and 

clinical management of SVT have been the focus of recent European Society of Cardiology 

guidelines, covering 65 pages, with additional supplemental material.3 It may be difficult to apply 

to clinical practice for non-electrophysiologists not involved daily in the treatment of patients with 

arrhythmia. Accordingly, it is the aim of the present article to summarize SVT-relevant aspects of 

diagnosis and management in a clinically applicable manner. For more detailed information, we 

refer to the specific guidelines and a position paper published by the European Heart Rhythm 

Association in 2017.1,3 

Basis of supraventricular tachycardia
On a cellular basis, SVT can either originate from non-re-entrant mechanisms, such as enhanced 

automaticity or triggered activity, or from re-entry within myocardial tissue perturbing normal 

sinus rhythm.4 Occasionally, sinus rhythm itself will be dysregulated and become tachycardic by  

sinus node re-entry or inappropriate activation.5 This is one of the few entities in the field of 

SVT probably best managed by conservative measures, such as regular physical exercise, over 

antiarrhythmic drugs or catheter ablation.1,3 

Enhanced automaticity and triggered activity typically lead to focal atrial tachycardia (AT).4 Focal 

arrhythmias in patients who have not been operated on or ablated before may arise from specific 

sites with predisposition to arrhythmogenesis, such as crista terminalis or coronary sinus orifice.6,7 

Conversely, re-entrant arrhythmias commonly utilize anatomical pathways, such as the pulmonary 

veins, the cavo-tricuspid isthmus in the case of atrial flutter or scars induced by surgery, or 

previous ablation in regions of the left atrium.8–10 Such substrates carry implications for specific 

therapy. For instance, peri-mitral left atrial flutter occurs frequently after radiofrequency ablation 

for atrial fibrillation (AF).11

Clinical presentation and general treatment options
Most patients with SVT present with a history of rapid heart rhythm. Age at first presentation 

gives important clues to the aetiology. Generally, as a rule of thumb, atrial flutter is commonly 

seen in older patients (age at onset of palpitations >60 years); while AV re-entrant tachycardia 

(AVRT), using an accessory pathway, is a frequent cause of palpitations in younger patients  

(<40 years). AV nodal re-entrant tachycardia (AVNRT) or AT can be seen in any age stratum.

The clinical presentation of SVT may range from mild palpitations to significantly reduced quality 

of life with (near) syncope or tachycardia-induced cardiomyopathy. Regarding general assessment, 
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physical findings are rare except for occasional visible pulsations of 

the jugular veins at the neck during tachycardia (Video 1). Vital signs 

are central in order to determine if emergent treatment (electrical 

cardioversion) is necessary. Full blood counts and a biochemistry profile, 

including electrolytes and thyroid function, are of value, as specific 

disturbances may lead to tachycardia. Overall, documentation of the 

tachycardia in a 12-lead electrocardiogram (ECG) is of prime importance.

Key point 1
Recording of a 12-lead ECG is crucial during ongoing tachycardia in 

stable patients.

Intermittent and continuous methods of ECG-monitoring, such as 

AliveCor® (Mountain View, CA, USA), smartwatches or implantable loop 

recorders, have facilitated tachycardia documentation. For this reason, 

there is disagreement about whether a suggestive history is enough 

evidence to refer to electrophysiological study with eventual catheter 

ablation or not. A baseline ECG in sinus rhythm can further provide hints 

to tachycardia mechanisms as evidenced by pre-excitation and signs of 

structural heart disease, and may be useful to help determine P-waves 

in tachycardia.

In general, patients with any form of SVT (narrow or wide-complex) 

should be electrically cardioverted if haemodynamically unstable.3 

While preparing for cardioversion, alternative measures (e.g. adenosine 

application) may be performed. 

Key point 2
Patients with SVT and haemodynamic instability should be  

electrically cardioverted.

In stable patients, vagal manoeuvres or adenosine are the first 

recommended steps in the management of ongoing SVTs and narrow 

(<120 ms QRS duration) or wide (>120 ms QRS duration) complexes.3

 

While this recommendation is valid for any narrow-complex tachycardia, 

there is one important exemption to this rule with wide-complex 

tachycardias: pre-excited AF with rapid conduction over an accessory 

pathway should not be treated with adenosine.3,12 In this context, still 

more rapid ventricular activation over the accessory pathway may ensue 

and class-I-anti-arrhythmic drugs – such as procainamide or flecainide 

– or the class-III-anti-arrhythmic drug, ibutilide, are preferred.3 However, 

since patients with pre-excited AF are frequently haemodynamically 

unstable, and the substances mentioned should be used with caution, 

electrical cardioversion is the most important tool in the acute treatment 

of this specific tachycardia.

Many patients with a longstanding history of arrhythmia find out about 

vagal manoeuvres such as the Valsalva manoeuvre (representing the 

most common and powerful one), drinking cold water, or sticking a finger 

into the throat to activate the gag reflex. Vagal manoeuvres are simple 

to perform and are readily at hand. Of note, the recording of a 12-lead 

ECG during ongoing tachycardia and concomitant performance of vagal 

manoeuvres is of great diagnostic value. Beyond helping importantly 

in the differential diagnosis, these manoeuvres are also potentially 

therapeutic (e.g. in case of AVNRT). 

Key point 3
Vagal manoeuvres should be applied to diagnose or terminate SVT 

while recording a 12-lead ECG.

The Valsalva manoeuvre (forced expiration against closed mouth and 

nose or blowing into a 10 mL syringe to move the plunger while bearing 

down as if having a bowel movement for about 10–15 seconds) is only 

modestly effective in terminating SVT with a success rate of 5–20%.13 

A modified Valsalva manoeuvre with maintaining an oral pressure of  

40 mmHg for 15 seconds, followed by a passive leg raise after the 

Valsalva strain increased conversion rates from 17% in the standard 

treatment arm to 43% in patients in a multicentre study.13 

Mechanistically, during the Valsalva manoeuvre, increased intrathoracic 

pressure results in reduced venous return into the thorax and thus 

reduced right ventricular cardiac filling/output. Then, exhalation increases 

venous return and cardiac output. Subsequently, aortic pressure rises 

and activates the parasympathetic cardiac nervous system, slowing the 

heart rate and AV conduction by means of baroreflex.14 A similar effect 

is achieved by carotid sinus massage, through which the artificially 

increased carotid pressure reduces the baroreceptor firing rate.15 Carotid 

sinus massage should not be performed in individuals with known 

stenosis of the internal carotid artery, in those with previous stroke or 

transient ischaemic attack or in patients with a bruit on auscultation over 

the carotid artery.

If simple vagal manoeuvres do not succeed, a rapidly flushed bolus 

of adenosine (dosed 6–18 mg intravenously, through a large-bore 

antecubital cannula) will be the next step. Adenosine will briefly  

(~10–20 seconds) interrupt – or at least slow down – AV-nodal 

conduction and either terminate SVT or unmask atrial activity 

and help to identify P-waves.16 In sinus tachycardia, its application 

may lead to a transient slowing of the heart rate. Adenosine 

administration is effective in approximately 90% of cases.17  

Possible reasons for inefficiency of adenosine application in  

narrow-complex tachycardia may include inadequate dose, enhanced 

adrenergic tone or high-septal ventricular tachycardia (VT).

Typically, VTs do not respond to vagal manoeuvres, but retrograde  

conduction of P-waves may be slowed and thus more readily identified. 

Video 1: Pulsation of the jugular vein (frog sign) during 
tachycardia

This video illustrates a ‘frog sign’ in a patient with atrioventricular nodal re-entrant 
tachycardia. Pulsation of the internal and external jugular vein at the right side of the 
neck can be seen.
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However, some VTs may be sensitive to adenosine (e.g. fascicular outflow 

tract VT).18

Chest discomfort, dyspnoea or headache are common side effects of 

adenosine. Of note, adenosine has a very short half-life; thus, clinical 

effects wane after a few seconds and side effects are temporary and 

reversible. Bronchoconstriction is rarely observed in patients with 

asthma and the drug is accepted in this context.19 As an alternative in 

patients with severe forms of asthma, verapamil may be considered, 

but side effects, such as hypotension, may occur and – as the half-life 

is much longer – will eventually need to be handled clinically.3,19 Figure 

1 shows a step-by-step approach to systematic diagnosis, acute and  

long-term therapy of common tachycardia forms.

Electrocardiogram interpretation
Narrow-complex tachycardia
SVT resulting from activation of the ventricles via the His–Purkinje 

system will typically present as a narrow-complex tachycardia. Rarely, 

early activation of the His bundle can also occur in high-septal VT, thus 

resulting in narrow-complex tachycardia, too. A general classification of 

narrow-complex tachycardias is summarized in Table 1. 

It is important to compare ECGs recorded during tachycardia with sinus 

rhythm ECGs (Figure 2). The presence of pre-excitation in a resting ECG 

with sinus rhythm (Figure 2D) is an important clue towards the diagnosis, 

even in the absence of a documented tachycardia. However, lack of 

pre-excitation does not rule out AVRT, as it may occur as orthodromic 

tachycardia, utilizing a so-called ‘concealed’ pathway with exclusive 

retrograde (ventriculo-atrial) conduction, in which case, ECG features of 

AVRT are not visible (Figure 2D, inset).

Sudden prolongation of the PR interval occurs in typical AVNRT after 

an atrial ectopic beat reflecting slow antegrade conduction through 

the ‘slow’ AV-nodal pathway, which will initiate SVT (Figure 2C, inset).  

An AT may also be triggered by atrial ectopic beats, as may AVRT. 

Automatic ATs often present with gradual acceleration and deceleration 

(‘warm-up and cool-down’). Premature ventricular beats are common 

triggers of atypical AVNRT (with a re-entrant pathway in the opposite 

Table 1: Classification of supraventricular tachycardias

Atrial tachycardias AV junctional tachycardias AV re-entrant tachycardia

Sinus tachycardia (physiological, inappropriate, re-entrant) AV-nodal re-entrant tachycardia  

(typical/atypical)

Orthodromic/antidromic

Permanent junctional reciprocating tachycardia

Focal/multifocal atrial tachycardia Junctional ectopic tachycardia

Cavotricuspid isthmus dependent/non-cavotricuspid isthmus 

dependent flutter (left/right atrial)

AV = atrioventricular.

Figure 1: Systematic approach for patients with tachycardia

This figure illustrates the general approach to a patient with tachycardia. After initial assessment of haemodynamic stability, emergent cardioversion is performed in case of 
instability irrespective of QRS width. Ideally, registration of a 12-lead ECG will occur for documentation and later analysis. In the case of haemodynamic stability, narrow-QRS 
tachycardia can be diagnosed/treated with vagal manoeuvres. In the case of wide-complex tachycardia, differential treatment is indicated. In most cases, catheter ablation 
represents the long-term therapy of choice. Patients with sustained VT will, in a large proportion, receive an implantable cardioverter/defibrillator 
AVRT = atrioventricular re-entrant tachycardia; BBB = bundle branch block; CSM = carotid sinus massage; ECG = electrocardiogram; SVT = supraventricular tachycardia;  
VT = ventricular tachycardia. 
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direction as in typical AVNRT or AVRT), but rarely induce typical 

AVNRT. Termination of a tachycardia should be scrutinized diligently.  

If narrow-complex tachycardia terminates with a P-wave after the last 

QRS, an AT is rather unlikely and AVNRT or AVRT move into the centre 

of differential diagnosis. Conversely, termination with a QRS complex 

frequently points to AT or atypical AVNRT.

The regularity of RR intervals should always be assessed. Irregular 

tachycardias may represent focal or multifocal AT, AF and atrial 

flutter with varying AV conduction. Atrial flutter can have fixed AV 

conduction and represent a diagnostic challenge if 2:1 conduction 

is present and flutter waves are masked. In addition, SVT with re-

entrant mechanism tends to appear regular but commonly presents 

with a certain irregularity caused by alternating cycle length.20 In 

order to help differentiate these tachycardias by unmasking flutter 

or P-waves, vagal manoeuvres and, if not successful, adenosine may 

be administered.

Atrioventricular re-entrant tachycardia 
In case of orthodromic tachycardia, P-waves may be buried in  

QRS-complexes, or retrograde with a QRS width usually <120 ms due to 

conduction via the AV-node (unless there is pre-existing bundle branch 

block [BBB]) and variation in QRS amplitude. Antidromic tachycardia 

re-presents with wide QRS complexes due to depolarization via the 

accessory pathway. Specific treatment options for orthodromic and 

antidromic AVRT are provided in Figure 1. AF with pre-excitation is 

characterized by ventricular rates between 200 and 300 bpm, possible 

beat-to-beat variation in QRS width, and RR interval (Figure 3).

RP relationship and P-wave morphology
From an ECG point of view, narrow-QRS tachycardias can be differentiated 

into long- and short-RP tachycardias. Short-RP tachycardias are those 

with RP intervals shorter than 50% of the tachycardia RR interval, 

whereas long-RP SVTs display RP greater than RR (Figure 4).

A very short RP interval usually indicates rapid retrograde activation of 

the atria as in typical (‘slow–fast’) AVNRT or, less commonly, AT. Precise 

RP measurements from surface ECGs are difficult but suggest 90 ms as 

a cut-off for differentiation between typical AVNRT and atypical AVNRT 

or AVRT.21 Rapidly retrogradely conducted P-waves may present as a 

‘pseudo-R’ in V1 and/or ‘pseudo-S’ wave in the inferior leads, which are 

absent in the resting ECG (Figure 2C). These findings are more common 

in typical AVNRT rather than in AVRT due to an accessory pathway or AT.1 

Besides the RP relationship, P-wave morphology matters. P-waves similar 

to those in normal sinus rhythm suggest appropriate or inappropriate 

sinus nodal tachycardia, sinus nodal re-entrant tachycardia or AT arising 

close to the sinus node. P-waves that are different from those in sinus 

rhythm and conducted with a PR interval equal to or longer than the PR 

in sinus rhythm are typically seen in AT. In this case, the morphology of 

the P-wave can also provide clues as to the location of the AT focus. For 

example, positive P-waves in V1 and negative P-waves in lead I indicate 

left atrial origin.

Wide-complex tachycardia
Wide-complex tachycardias (QRS >120 ms) are frequently more difficult 

to analyze. SVT may present as a wide-complex tachycardia due to 

Figure 2: Schematic illustration of anatomical substrate of narrow-complex supraventricular tachycardias to exemplary 
electrocardiograms during tachycardia and sinus rhythm

This schematic illustrates the anatomic substrate of narrow-complex SVT to exemplary ECGs during tachycardia and in sinus rhythm. A: This panel illustrates an atrial tachycardia 
with focus in the left atrium that conducts to the ventricles. B: Atrial flutter. C: An example of typical ‘slow–fast’ AVNRT with rapid retrograde activation of the atria after QRS. The 
inset in C illustrates an impulse travelling down the ‘slow’ pathway and retrogradely up to the atria via the ‘fast’ pathway of the AV node. The baseline ECG (bottom row, A–C) 
does not help with the diagnosis. D: Baseline ECG shows pre-excitation and thus is helpful in differentiating this SVT from other narrow-complex tachycardias. The inset in D 
demonstrates the impulse propagation in case of orthodromic or antidromic tachycardia. 
AV = atrioventricular; AVNRT = atrioventricular nodal re-entrant tachycardia; ECG = electrocardiogram; SVT = supraventricular tachycardia.

Anatomic substrate

ECG during tachycadia

ECG during sinus rhythm

Orthodromic Antidromic

A B C D
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pre-existing or functionally induced BBB, drug-induced conduction 

slowing, antegrade conduction of an accessory pathway or an atrial 

sensed ventricular paced rhythm in patients with pacemakers. SVT with 

wide-complex also can be induced by drug or electrolyte disturbances. 

Among the drugs leading to QRS widening, antiarrhythmic substances 

are common.22,23 Functional right BBB (RBBB) during tachycardia occurs 

more frequently than functional left BBB (LBBB) because of the longer 

refractoriness of the right bundle branch.24 BBB can occur with any SVT 

or with sinus tachycardia. 

Differentiation between supraventricular tachycardia 
with aberrancy and ventricular tachycardia
Differentiation between SVT with aberrancy and VT may be very challenging, 

even to the expert eye. An effective solution for electrophysiologists and 

non-electrophysiologists lies in the systematic analysis of the traditional 

four-step Brugada algorithm.25 Brugada et al. reported a sensitivity and 

specificity of the four consecutive steps of 98.7% and 96.5%, respectively, 

for VT diagnosis.25

In accordance with the Brugada algorithm, VT can be assumed if at least 

one of the following four questions is answered positively:

1. Is there an absence of an RS complex in any precordial lead (V1–V6, 

are all complexes completely upright or completely downward)?

2. Is the RS interval >100 ms?

3. Is AV dissociation present?

 AV dissociation is one of the most important ECG criteria for 

the diagnosis of VT and is characterized by atrial activity that is 

Figure 4: Schematic illustration of RP interval 
measurement and classification (short/long RP)

Figure 3: Electrocardiogram example of pre-excited atrial fibrillation 

Heart rate 250 bpm, beat-to-beat variation in QRS width and RR interval. 
bpm = beats per minute.

Short RP tachycardia

Long RP tachycardia

50% RR
interval

R P R

50% RR
interval

R P R
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independent of ventricular activity. Once properly identified, it 

strongly suggests the presence of VT (some rare exceptions may 

include sinus tachycardia with dual AV conduction or AVNRT). The 

relation between atrial and ventricular events is 1:1 or greater 

(more P-waves than QRS complexes) in most cases of SVT. Although 

ventriculo–atrial conduction can be found in up to 50% of patients 

with VT and a 1:1 relation is possible, most VTs have a relation  

<1:1 (more QRS complexes than P-waves). Recognition of AV 

dissociation may be difficult as P-waves are often hidden by  

wide-complex and T-waves during a wide-QRS tachycardia. 

P-waves are usually best recognized in inferior and precordial 

chest leads.26

4. Are the morphology criteria for VT present both in precordial leads V1 

and V6 (Figure 5)?1,25

An example of SVT with aberrancy (LBBB morphology), in which the 

application of the Brugada algorithm allows differentiation from VT, 

is shown in Figure 6. Further points, which serve to diagnose VT in 

particular, are the presence of fusion or capture beats, and the analysis 

of QRS duration and the QRS axis.

Fusion and capture beats
Occasionally, in particular in VT with rates ~100–120 bpm, sporadic sinus 

beats that are conducted to the ventricles are identified and change the 

appearance of QRS complexes. During repetitive ventricular activation 

in VT there are minor excitable gaps within the activation that can be 

captured or fused (hence its name) by individual sinus rhythm beats. The 

appearance of these beats will represent features of both morphology of 

the VT and the underlying sinus rhythm (Figure 7).

QRS duration and QRS axis during tachycardia
VT is more likely in wide-complex tachycardia with QRS duration  

>140 ms with RBBB or >160 ms with LBBB pattern. Also, QRS axis may 

help with diagnosis. In patients with SVT with aberration pattern, the 

QRS axis is frequently confined between -60 degrees and +120 degrees  

(Figure 7). Therefore, wide-QRS tachycardias with a QRS axis outside 

this range are likely to be VT. In particular, extreme axis deviation to  

-90 degrees to +180 degrees (‘north-west’ axis or ‘no-man’s-land’ in the 

circle of Cabrera) strongly suggests VT both in the presence of RBBB and 

LBBB patterns.27 Thus, predominantly negative QRS complexes in leads I, 

II and III (representing this extreme axis deviation) are a useful criterion 

for identifying VT. 

Key point 4
In wide-complex tachycardia AV dissociation, fusion or capture beats, 

or abnormal QRS ‘north-west’ axis is suggestive of VT.

The differential diagnosis of wide-complex QRS tachycardia on  

12-lead ECGs may be very challenging. The discussion of more detailed 

morphological criteria and various applicable algorithms is beyond 

the scope of this paper. Acute management includes analyses of 

haemodynamic stability and indication for electrical cardioversion. In the 

absence of an established diagnosis despite careful evaluation, patients 

presenting wide-complex tachycardia should be treated for VT.1

Indication for ablation or medical treatment
In general, catheter ablation is an efficient cure for the majority of 

arrhythmias at a very low risk of complications. This is especially true for 

Figure 5: Morphology criteria for supraventricular tachycardia/ventricular tachycardia in precordial leads V1 and V6

This schematic illustrates the morphological criteria in V1 and V6 used in the Brugada algorithm25 and EHRA consensus guidelines1 to differentiate between SVT with aberrancy and VT.  
EHRA = European Heart Rhythm Association; LBBB = left bundle branch block; RBBB = right bundle branch block; SVT = supraventricular tachycardia; VT = ventricular 
tachycardia.
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Figure 6: Electrocardiogram example of supraventricular tachycardia with aberrancy (left bundle branch block 
morphology)

Note absence of RS complex in V6, RS interval <100 ms, lack of AV dissociation, typical morphological criteria in V1 and V6 and normal QRS axis. 
AV = atrioventricular.

Figure 7: Electrocardiogram example of a patient during ventricular tachycardia and sinus rhythm

This figure illustrates 12-lead ECGs from the same patient with ischaemic cardiomyopathy. A: Recorded during sustained VT (HR ~120 bpm). B: Recorded during normal sinus 
rhythm (HR ~60 bpm). There are several VT diagnostic features in A readily visible. There is AV dissociation. Fewer P-waves than QRS complexes can be identified (* in V1). Two 
fusions beats can be recognized (arrows). These have strikingly different QRS axis in the frontal plane (similar to that in B). The QRS axis of VT complexes points to ‘north-west’ in 
A, and left axis deviation in sinus rhythm in B. Finally, QRS of fusion beats (arrow) are narrower than other QRS complexes. The VT QRS complexes have a duration >140 ms with 
RBBB, and thus are suggestive of VT. 
AV = atrioventricular; bpm = beats per minute; ECG = electrocardiogram; HR = heart rate; RBBB = right bundle branch block; VT = ventricular tachycardia.

A. B.
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AVNRT and AVRT. Catheter ablation is more effective than medication, 

and quality of life in treated patients is increased to a greater extent;28,29 

therefore, it is preferred over medical therapy in the majority of cases.3 

However, since catheter ablation does not always represent the only 

therapy option, patients who are potential candidates for ablation should 

be referred to an electrophysiologist in order to determine the necessity 

for, and interindividual benefits of, ablation. 

Class I indications for ablation include recurrent focal AT (IB), symptomatic 

recurrent cavotricuspid isthmus dependent flutter (IA) and non-cavotricuspid 

isthmus-dependent flutter (IB), symptomatic recurrent AVNRT (IB), 

symptomatic recurrent AVRT (IB) and tachycardia-induced cardiomyopathy 

due to SVT (IB). In this context, AV nodal ablation with subsequent pacing 

(biventricular or His-bundle pacing) is recommended if the SVT responsible 

for tachycardia-induced cardiomyopathy cannot be ablated or controlled by 

antiarrhythmic drugs (IC).3

Asymptomatic patients with pre-excitation should always be referred to 

an experienced electrophysiological centre for evaluation of high-risk 

properties and indications for catheter ablation.3

Differential pharmacological management of SVTs comprises substances 

such as verapamil, class I (ajmaline, procainamide, flecainide) or class 

III (amiodarone, ibutilide) antiarrhythmic drugs.3 Verapamil slows  

AV-nodal conduction and thus may be a useful option for patients 

with SVT leading to a 2:1 conduction. In the case of uncertainty, any  

wide-complex tachycardia should be treated as VT, meaning that no 

verapamil should be applied. If this drug is given to patients with VT 

misdiagnosed as SVT, it can have deleterious effects.30

Pregnant patients in the first trimester and patients with inappropriate 

sinus tachycardia, postural orthostatic tachycardia syndrome and 

multifocal AT represent exceptions to this common approach.1  

Anti-arrhythmic drugs should be avoided during the first trimester of 

pregnancy. Thereafter, typically beta blockers or flecainide can be used. 

Radiation-free ablation using 3D navigation systems is recommended in 

experienced centres.31 

Key point 5
In general, catheter ablation is recommended and preferred over 

medical therapy for treatment of SVT. 

Summary
Many patients can be helped with the adequate diagnosis and 

treatment of arrhythmias, and the management of patients with SVT 

is an important field of involvement for any physician, in particular  

non-electrophysiologists. q


