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Abstract

Background Antiarrhythmic drugs are often used in the management of patients with atrial fibrillation (AF). Sotalol is con-
ventionally initiated in the inpatient setting for monitoring efficacy and adverse effects, including QTc interval prolongation
and torsades de pointes (TdP) proarrhythmia.

Objective We aimed to evaluate the efficacy and safety of outpatient initiation of sotalol for the treatment of AF in a select
group of patients with cardiac implantable electronic devices (CIEDs): permanent pacemakers (PPMs), implantable car-
dioverter defibrillators (ICDs), and implantable loop recorders (ILRs) capable of continuous rhythm monitoring remotely.
Methods We conducted our clinical study in a real-world practice setting with longitudinal follow-up of the study cohort. We
included adult patients with symptomatic paroxysmal and persistent AF eligible for sotalol for thythm control strategy and who
had CIEDs in our study. Patients with a known contraindication to sotalol were excluded. After making a shared management
decision with patients, sotalol was initiated as an outpatient, with regular clinical encounters with patients to assess the efficacy
and safety of treatment, and monitoring cardiac rhythm and QTc intervals with CIEDs utilizing their remote monitoring platforms.
Results The study cohort comprised 105 patients; 38 (36%) females, mean age + standard deviation (SD) 73.9 = 10.36 years,
and with a CHA,DS,-VASc score of 3.26 + 1.37 and left ventricular ejection fraction of 60.16 = 9.10%. Twenty-six (24.8%)
patients were implanted with PPMs, 10 (9.5%) with dual-chamber ICDs, and 69 (65.7%) with ILRs. Over a follow-up period
of 23 + 15 months, sotalol was continued at a steady median dose of 80 mg twice daily, 105 + 42 mg (mean + SD) in 77
(73%) patients who maintained sinus rhythm, and discontinued in 28 (27%) patients because of inefficacy or development of
adverse effects. No adverse effects relating to QTc prolongation and TdP or mortality were observed during the study period.
Conclusions Effective and safe outpatient initiation and maintenance of sotalol therapy is possible in select patients who
have CIEDs for continuous remote monitoring and surveillance capabilities.

1 Introduction

With increasing numbers of patients with atrial fibrilla-
tion (AF) worldwide, the focus on early intervention for
rhythm control has grown [1, 2]. Rhythm-control strate-
gies are designed to maintain sinus rhythm (SR), reduce
the frequency and duration of AF, and improve quality of
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life [1, 2]. Antiarrhythmic drugs (AADs) are often used in
the management of patients with AF. Sotalol, commercially
available in its racemic mixture of d and 1 isomers, has been
extensively studied in both basic science experiments and
clinical trials. While the d isomer as a class III effect pro-
longs repolarization by blocking the rapid component of
the delayed rectifier potassium current (IKr) and prolongs
action potential duration and refractory period throughout
the heart and QT interval on the surface electrocardiogram
(ECG), the 1 isomer, along with prolonging repolarization,
bears nonselective pB-blocking properties. Since the maximal
potassium current blocking effect occurs when the heart rate
is slow, sotalol is not effective in converting AF to SR, but
rather prevents occurrence of AF usually initiated by pre-
mature atrial depolarization complexes. The ‘reverse use-
dependence’ effect of sotalol could thus promote early-after
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Sotalol is conventionally initiated in the inpatient setting
for monitoring efficacy and adverse effects, including
QTc interval prolongation and torsades de pointes (TdP)
proarrhythmia.

We aimed to evaluate the efficacy and safety of out-
patient initiation of sotalol for the treatment of atrial
fibrillation (AF) in a select group of patients with cardiac
implantable electronic devices (CIEDs) capable of con-
tinuous rthythm monitoring remotely.

Over a long follow-up period, sotalol was continued at

a steady dose in the majority of patients who were able
to maintain sinus rhythm. No adverse effects relating to
QTc prolongation and TdP or mortality were observed in
these patients.

Effective and safe outpatient initiation and maintenance
of sotalol therapy is possible in select patients who have
CIEDs for continuous remote monitoring and surveil-
lance capabilities.

depolarization-related triggered polymorphic ventricular
tachyarrhythmias (VT), i.e. torsades de pointes (TdP), a
proarrhythmia that is observed along with QT prolonga-
tion. The superior efficacy of sotalol for the prevention of
recurrent VT, and the fact that it did not cause increased
mortality in patients with ischemic cardiomyopathy, unlike
class I AADs, was the basis for the approval of sotalol for
clinical use, as well as marketing for the treatment of VT,
with further approval for the treatment of AF in the early 90s
and an injectable form in 2009 [3-6]. The package inserts
for the commercial products of sotalol contain black-box
warnings regarding the potential for QT prolongation and
VT, such that initiating and re-initiating sotalol in an inpa-
tient monitoring setting is conventionally recommended.
However, since proarrhythmia related to sotalol is dose-
dependent rather than idiosyncratic, and can be prevented
by monitoring the QT interval, many practicing clinicians
often question the strategy of hospitalization. Some experts
would initiate sotalol in hospital in the absence of implant-
able cardioverter defibrillators (ICDs) [1]. Such practice may
be further supported by observations made in the study by
Chung et al. that the only significant predictor of arrhyth-
mia complications in patients admitted for sotalol initiation
was the absence of a permanent pacemaker (PPM) in these
patients [7]. As the field of AF management has evolved
over years, it is not uncommon for many patients with AF
to have cardiac implantable electronic devices (CIEDs), i.e.
PPMs, ICDs, and implantable loop recorders (ILRs). Those
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patients with PPMs and ICDs who are vulnerable to devel-
oping significant bradycardia would be expected to better
tolerate sotalol by virtue of cardiac pacing. The modern
contemporary CIEDs are capable of recording intracardiac
electrograms and single to multichannel ECG tracings that
may be downloaded and printed offline for accurate meas-
urements of cardiac event intervals, including the QT inter-
vals. With their easy-to-operate technology for continuous
rhythm monitoring remotely and with a high degree of sen-
sitivity and specificity for accurate rhythm diagnosis, such
devices would further allow early intervention, including
prompt discontinuation or dose adjustment in sotalol in case
of development of QT prolongation.

With the aforementioned premise, the purpose of this
study was to assess the efficacy and safety of outpatient
sotalol initiation in a select group of patients with AF who
are implanted with CIEDs.

2 Methods

This was a longitudinal follow-up study conducted in a real-
world practice setting. We performed a retrospective analy-
sis of clinical data from patients with AF who were being
treated with AADs for the maintenance of SR from January
2016 to September 2020. For inclusion in this study, patients
needed to meet the following criteria: (1) age > 18 years;
(2) documented paroxysmal or persistent AF; (3) left ven-
tricular ejection function (LVEF) > 55%; (4) implanted with
dual-chamber PPMs and ICDs or ILRs, or able to undergo
implantation of these devices capable of continuous rhythm
monitoring; (5) able to understand and perform CIED’s
remote transmission; and (6) able to communicate, compre-
hend, take necessary instructions, and follow-up as needed.

Patients were excluded from the study for the following
reasons: (1) known contraindication to sotalol; significant
renal dysfunction, creatinine clearance < 40 mL/min, sig-
nificant prolonged (> 450 ms) corrected QT (QTc) interval,
and history of long QT syndromes; (2) taking any AADs;
(3) bradycardia, heart rate < 60 beats per min (bpm) that
was not able to be corrected; (4) single chamber ventricular
PPMs and ICDs; (5) cognitive dysfunction; and (6) unable
to provide informed consent. Furthermore, those patients
with chronic permanent AF in whom, by definition, both
the physicians and patients accept AF and only rate control
strategy rather than persevere with the rhythm control meas-
ures were not included.

All patients had their renal function assessed prior to the
initiation of sotalol. After discussing the benefits and risks
of the drug, a shared decision treatment plan was devel-
oped. Upon approval of the plan by the patients, sotalol was
initiated as an outpatient. A 12-lead ECG was obtained to
establish a baseline. We programmed all PPMs and ICDs to
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provide a lower rate of atrial pacing at 70 bpm, with ade-
quately long AV delays to also allow native ventricular con-
duction of the atrial beats. We programmed ILRs to detect a
heart rate > 150 bpm for tachycardia, < 40 bpm for brady-
cardia, and pause for > 3 s, along with the manufacturers’
specific algorithms for the management of AF. A mandatory
manual transmission was obtained from the patient’s CIED
at 2 h post-sotalol dosing, and the QT interval was assessed
from intracardiac electrograms and ECG tracings that were
downloaded and printed offline. Patients were seen daily for
the first 3 days, and thereafter at a minimum of once, or more
frequently, at 1 week, 2 weeks, and 1 month after sotalol
initiation in the office during which 12-lead ECGs were
recorded. Patients were asked to bring their CIED monitors
with them during their office visit, for interrogation of the
CIEDs. On an individual case-by-case basis, patients were
also instructed not to travel outside their residential area for
at least 1-3 weeks during the monitoring period after start-
ing sotalol. Patients were also advised to be prepared to seek
emergency medical help, including 911 calls, and visit their
local health care facility and physician’s office if necessary.
Oral potassium and magnesium supplements were admin-
istered, both routinely and as needed, to patients who were
receiving diuretics, as well as to other patients not receiv-
ing diuretics if the biochemistry tests showed low levels.
Subsequent follow-ups were performed every 3—4 months.
Baseline characteristics, laboratory data, and medical his-
tory, including ECG and CIED data specifically related to
abnormal rhythm and QTc duration, were obtained from the
electronic medical records. Medication history, including
dose strengths and total number and adjustment of doses,
discontinuations, and occurrence of arrhythmias and adverse
effects were recorded.

Clinical endpoints of efficacy, adverse effects (including
QTec prolongation, TdP, severe bradycardia and conduction
block), and mortality, were assessed.

We observed the ethical standards of the study as per
the 1975 Declaration of Helsinki. Each patient provided
informed consent for the implantation of US FDA-approved
CIEDs and their programming to implement guideline-based
clinical practice. Institutional Review Board (IRB) approval
was waived for retrospective analyses of the data.

Statistical analyses were performed on the data sets col-
lected during follow-up. Categorical data are expressed as
count (percentage), while continuous variables are expressed
as median and mean =+ standard deviation (SD) where appro-
priate. A one-way analysis of variance (ANOVA) test was
used for comparison of intergroup differences of dosages
between the three types of CIEDs. A p value < 0.05 was
considered significant. Statistical analysis and data graphing
were performed using OriginPro 2019b (OriginLab Corp.,
Northhampton, MA, USA).

3 Results

Of 196 patients presenting with AF and screened for inclu-
sion in this study, 91 (46%) were excluded for various rea-
sons: 57 patients with known contraindications to sotalol, 7
patients with a heart rate < 60 bpm that was not able to be
corrected, 23 patients who had single-chamber ventricular
PPMs and ICDs, and 4 patients with cognitive dysfunction
or an inability to provide consent. In the remainder 105
(54%) patients deemed appropriate candidates for pharmaco-
therapy with sotalol, the drug was initiated as an outpatient
and formed the study cohort (Fig. 1).

The age of the study cohort was 73.9 + 10.36 years (mean
+ SD) and included 38 (36%) females. The CHA,DS,-VASc
score and LVEF were 3.26 + 1.37 and 60.16 + 9.10%,
respectively. Ninety-four (89.5%) patients had hypertension,
31 (29.5%) patients had diabetes mellitus, 9 (8.6%) patients
had heart failure, and 23 (21.9%) patients had vascular dis-
ease. The clinical characteristics of patients are provided in
Table 1, and details of the concomitant use of potential QTc-
prolonging drugs is given in Table 2. Twenty-six (24.8%)
patients were implanted with PPMs, 10 (9.5%) patients
were implanted with ICDs, and 69 (65.7%) patients were
implanted with ILRs. Further details regarding the types of
CIEDs in use among the cohort are provided in Table 3.

Patients were followed for 23 + 15 months. The baseline
QTc of 415 + 32.56 ms and post-treatment QTc interval of
434.71 + 40.31 ms at follow-up did not show a significant
statistical difference (Fig. 2). Furthermore, no significant
QTec prolongation occurred that mandated discontinuation
of the drug.

Sotalol was initiated at doses of 40 mg twice daily in 11,
2, and 18 patients in the PPM, ICD, and ILR subgroups,
respectively, and 80 mg twice daily in 15, 8, and 51 patients
in the PPM, ICD, and ILR subgroups, respectively (Fig. 3).
Sotalol was continued in 77 (73%) patients of the total cohort
at a steady dose of 80 mg twice daily (median), 105 + 42 mg
(mean + SD) who maintained SR, and discontinued in 28
(27%) patients because of inefficacy or the development of
adverse effects. In the subgroups, the steady dose of sotalol
was 91.32 + 36.93 mg twice daily among patients with PPM,
108.66 + 35.81 mg twice daily in patients with ICDs, and
87.78 + 35.38 mg twice daily in patients with ILRs, with a
median dose of 80 mg twice daily (Fig. 4). In the PPM sub-
group, 8 patients were maintained on sotalol at a steady dose
of 40 mg twice daily, 16 patients were receiving a steady dose
of 80 mg twice daily, and two patients were receiving a steady
dose of 160 mg twice daily. In the ICD subgroup, 8 patients
were maintained at a steady dose of 80 mg twice daily and 2
patients were titrated to a steady dose of 160 mg twice daily.
Finally, in the ILR subgroup, 28 patients were maintained on
sotalol at a steady dose of 40 mg twice daily, 36 patients were
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Patients presenting with AF meeting the inclusion criteria (n = 196).

, Patients excluded for known contraindication to sotalol.

(n=157)

Patients excluded for bradycardia,
P> heart rate < 60 bpm and unable to correct.

(n=7)

, Patients excluded for single chamber PPMs and ICDs.

(n=23)

Patients excluded for cognitive dysfunction
) and inability to provide informed consent.

(n=4)

Y

(n=105)

Patients retained for inclusion in the study and
initiated on outpatient sotalol treatments.

Fig. 1 Study cohort selection. AF atrial fibrillation, bpm beats per minute, /CDs implantable cardioverter defibrillators, PPMs permanent pace-

makers

receiving a steady dose of 80 mg twice daily, and 5 patients
were titrated to a steady dose of 160 mg twice daily (Table 4).
A one-way ANOVA test performed to compare intergroup
variance of steady-state dosages between the three CIED sub-
groups showed no statistical significance (p = 0.24). In the
subgroup of patients with dual-chamber PPMs and ICDs, we
did not observe ventricular pacing, even during atrial paced
rhythm at a steady dose of sotalol.

The dosage of sotalol was adjusted for uptitration when
AF was not controlled, and, likewise, adjusted for downtitra-
tion when doing well, but on a relatively high dose or when
the patient experienced bradycardia. Patients were receiv-
ing a steady dose of sotalol for 223.07 + 293.78 days before
a dose adjustment was made. In 28 (27%) patients, after
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537.5 + 442.06 days, sotalol was discontinued and patients
switched to another AAD because they did not response to
treatment and experienced breakthrough AF, or because they
developed untenable adverse effects.

After initiating sotalol, 7 patients (7%) failed to convert to
SR and therapy was discontinued. Sotalol was also discontin-
ued in 2 patients (2%) who developed renal failure, 4 patients
(4%) in the ILR subgroup who developed bradycardia that
warranted drug discontinuation, 2 patients (2%) who expe-
rienced an unremittent adverse effect of persistent nausea,
and, finally, 20 patients (19%) who experienced continued
breakthrough AF. The latter group of patients who experi-
enced breakthrough arrhythmias were receiving sotalol for
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Table 1 Clinical characteristics

Characteristic All patients [n = 105] PPM patients [n = 26] ICD patients [n = 10] ILR patients [n = 69]
Age, years 73.95 (+ 10.36) 79.77 (= 7.34) 70.60 (+ 11.22) 72.25 (= 10.30)
Women 38 (36.19) 8 (30.77) 1 (10.00) 29 (42.03)
Atrial fibrillation 103 (98.10) 26 (100.00) 9 (90.00) 68 (98.55)
Atrial flutter 2 (1.90) 0(0) 0(0) 2 (2.89)
COPD 5(4.76) 2 (7.69) 0 (0.00) 3(4.35)
Diabetes mellitus 31(29.52) 9 (34.62) 5 (50.00) 17 (24.64)
Heart failure 9 (8.57) 1(3.85) 4 (40.00) 4 (5.80)
Hyperlipidemia 65 (61.90) 19 (73.08) 4 (40.00) 42 (60.87)
Hypertension 94 (89.52) 24 (92.31) 8 (80.00) 62 (89.86)
Hypothyroidism 13 (12.38) 4 (15.38) 0 (0.00) 9 (13.04)
Obesity 19 (18.10) 2 (7.69) 1 (10.00) 16 (23.19)
Sick sinus syndrome 30 (28.57) 25 (96.15) 2 (20.00) 3 (4.35)
Stroke/TIA 5(4.76) 1(3.85) 0 (0.00) 4 (5.80)
Vascular disease 23 (21.90) 6 (23.08) 3 (30.00) 14 (20.29)
CHA,DS,-VASc score 3.26 (+ 1.37) 3.65 (= 1.07) 2.90 (+ 1.58) 3.16 (+ 1.41)
HAS-BLED score 1.36 (+ 0.79) 1.62 (+ 0.62) 1.50 (+ 0.67) 1.25 (+ 0.84)

Data are expressed as mean (+SD) or n (%)

COPD chronic obstructive pulmonary disease, /CD implantable cardioverter defibrillator, /LR implantable loop recorder, PPM permanent pace-

maker, SD standard deviation, TIA transient ischemic attack

Table 2 QTc-prolonging medications in use during the initiation of

sotalol therapy

Table 3 Types of cardiac implantable electronic devices in the study

cohort [n = 105]

Pharmacological class Medication (no. of patients) Brand PPM (26) ICDs (10) ILRs (69)
Antibiotics Azithromycin (2) Abbott/St Jude Medical 21 6 30
Erythromycin (1) (CA, USA)
Gatifloxacin (1) Biotronik (OR, USA) 2 0 14
Metronidazole (1) Boston Scientific (MN, USA) 3 0 0
Oflaxacin (1) Medtronic (MN, USA) 0 4 25
Anticonvulsant Levetiracetam (1) ICDs implantable cardioverter defibrillators, /LRs implantable loop
Antidepressants Citalopram (1) recorder, PPM permanent pacemaker
Escitalopram (2)
Sertraline (1)
Trazodone (2)
Antihistamine Famotidine (4) A )
. . . QTc intervals at baseline and after treatment
Antimalarial Hydroxychloroquine (1)
Antipsychotic Olanzapine (2)
Quetiapine (1) 480
Diuretic Furosemide (7) L0
Hydrochlorothiazide (10) o B=RE
Torsemide (8) 440
Proton pump inhibitor Esomeprazole (2) 430
Omeprazole (6) S0
Pantoprazole (11) :(1)2
Miscellaneous Mirabegron (1) 390
Ranolazine (2) ::g Baseline Treatment

Solifenacin (1)

Tramadol (3)

Fig.2 QTc intervals before and after treatment with sotalol. NS non-
significant
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| |40mg BID Table 5 Reasons for discontinuation of sotalol (n = 35)
80 - 80mg BID
Reason for discontinuation No. of
51 patients
(n =35)
£ Failed to convert to sinus rhythm 7
% Developed renal failure 2
% Developed bradycardia (only in the ILR subgroup) 4
b Experienced persistent nausea 2
Q
B Experienced continued breakthrough AF 20
Z

2

PPM (n=26) ICD (u=10)

CIED Type

ILR (n=69)

Fig.3 Starting dose of sotalol in subgroups with different CIEDs.
bid twice daily, CIEDs cardiac implantable electronic device, ICD
implantable cardioverter defibrillator, /LR implantable loop recorder,
PPMs permanent pacemakers

200 -
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CIED Type

Fig.4 Comparison of a steady-state dose of sotalol in subgroups with
different CIEDs. bid twice daily, CIED cardiac implantable electronic
device, ICD implantable cardioverter defibrillator, /LR implantable
loop recorder, PPMs permanent pacemakers

Table 4 Steady maintenance dose of sotalol in different subgroups of
patients

40 mg bid 80 mg bid 160 mg bid
PPM (n = 26) 8 16
ICD (n = 10) 0 8
ILR (n = 69) 28 36 5

bid twice daily, /CD implantable cardioverter defibrillator, /LR
implantable loop recorder, PPMs permanent pacemakers
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AF atrial fibrillation, /LR implantable loop recorder

730.5 + 437.27 days before its discontinuation; the reasons
for discontinuation are shown in Table 5.

Throughout the study period, there were no incidents of
exacerbation of heart failure, hospitalization, or mortality
related to sotalol use or from AF.

No CIED malfunction or premature battery depletion due to
continuous monitoring and mandatory manual transmissions
was seen during the study duration.

4 Discussion

In our longitudinal clinical follow-up study performed in
a real-world practice setting, we found that in the majority
of patients (66%) we were able to safely initiate sotalol in
an outpatient setting to maintain normal SR and monitor
therapy long-term utilizing different CIEDs with equal
variance of dosages. Furthermore, dose adjustment and
discontinuation of sotalol after breakthrough of AF on
steady state was needed in a minority of patients after a
very long treatment period.

The practice of needing to initiate sotalol on an inpa-
tient telemetry monitoring setting over a period of time
has allowed outcome data regarding efficacy and safety
to be gathered. In a study by Biswas et al., the data of
213 patients who were admitted to five hospitals in the
US showed that over 90% were successfully discharged
on sotalol without occurrence of any adverse event [8].
Absence of a dose adjustment was a strong predictor of
successful initiation, with an odds ratio (OR) of 6.6 (95%
confidence interval [CI] 1.3-32.7; p = 0.02). Hyperten-
sion, use of a calcium channel blocker, use of a separate
B-blocker, and presence of a pacemaker were predic-
tors of dose adjustments [8]; hence, in those patients in
whom these factors are absent, sotalol may be initiated
as an outpatient. The types of proarrhythmia related to
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sotalol, along with their risks and management, have been
well-described [9]. Female sex, presenting with ventricu-
lar tachycardia or ventricular fibrillation, sotalol dosage
> 320 mg/day, history of congestive heart failure, high
serum creatinine, baseline prolonged QTc, and hypoka-
lemia or hypomagnesemia correlate with predisposition
to the development of TdP. These factors, along with the
finding of a lower incidence of 1.8% of TdP at lower dos-
ages, and a much higher incidence of up to 6.8% of TdP
with dosages exceeding 640 mg/day, should help in appro-
priate patient selection [9]. Being a unique set-up of initi-
ating sotalol in an outpatient setting, we intentionally used
a protocol to start sotalol at the lowest possible dosage
and achieved a steady maintenance dose of 80 mg twice
daily. In a study conducted at a well-reputable tertiary
academic medical center in the US, higher incidence of
QTc prolongation and the need for more frequent therapy
modifications were associated with inpatient sotalol ini-
tiation at higher and non-conventional dosages [10]. The
key component of our protocol was remote surveillance
of implanted CIEDs supplemented by regular office visits.
Modern CIEDs have a greatly increased capacity to deter-
mine arrhythmic changes and report such changes quickly
[11]. Remote monitoring technology also provides other
necessary non-arrhythmia alerts, such as heart failure sta-
tus, patients’ activity levels, battery status of the device,
pacing, and integrity of the defibrillator leads, etc. [12].
Remote monitoring of CIEDs has become a normal and
essential component of standard of care in patients with
cardiac arrhythmias [13-16].

With CIED remote monitoring technology we were able to
initiate dofetilide effectively and safely in an outpatient setting,
in a small select group of patients, for the management of AF
during strict and extenuating circumstances of the coronavi-
rus disease 2019 (COVID-19) pandemic lockdown [17]. We
have also previously reported the utility of the technology in
optimizing AADs and anticoagulation therapy, including the
safe withdrawal of long-term oral anticoagulation in some AF
patients with a high risk of bleeding [18, 19].

It is also noteworthy that we were able to detect QTc
prolongation using CIEDs at similar and comparable rates
that have been observed in the real-world studies where con-
ventional methods of QTc monitoring were used [20, 21].
Interestingly, we did not observe any TdP or other ventricu-
lar arrhythmias in our study population. In our study cohort,
34% of patients had dual-chamber PPM and ICD devices,
which allowed us to maintain a higher heart rate with atrial
pacing if necessary, to avoid bradycardia-related TdP.

The main limitation of our study was its retrospective
design, small cohort size, and non-randomized design. Our
study is essentially a longitudinal clinical observational

study conducted in a real-world practice setting. Selection
bias could not be ruled out as patients with single-chamber
ventricular pacing were excluded on the premise of diffi-
cult and accurate assessment of QTc intervals in ventricular
paced rhythm, and, furthermore, the possibility of the devel-
opment of pacing-induced cardiomyopathy and deterioration
of cardiac function. Although shared decision-making of
initiating sotalol in an outpatient setting was taken with the
patient, the discussion was initiated only after the patient’s
refusal for hospitalization. The latter is not too uncommonly
encountered in a real-world clinical practice setting. Further-
more, our study does not include the experience of using
intravenous sotalol, which has gained approval for the treat-
ment of various cardiac arrhythmias.

5 Conclusion

The results of our study show that in carefully selected
patients with AF and implanted with CIEDs, outpatient
sotalol may be safely initiated for rhythm control, and moni-
tored and regulated long-term.
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