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Aortic stenosis other than bicuspid aortic valve
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Atrial septal defect, secundum [ASD)

PAPVR
0 &y

PAPVR
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Atrioventricular septal defect (AVSD/ECD)

Incomplete
O AVSD

Complete
AVSD
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Bicuspid acortic valve

CoA/IAA
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Coarctation of the aorta (CoA)/interruption of aortic arch (IAA)
isolated or only with VSD
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VSD
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Congenitally corrected transposition of the great arteries (ccTGA)
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conventional repair (systemic RV)

double switch operation

Fontan operation ( IZTCPGC)

ERFAB(ER

Ebstein’ s anomaly
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stage [ palliation/bidirectional Glenn operation
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biventricular repair
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Mitral valve disease, congenital
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Patent ductus arteriosus, isolated (PDA)

repaired
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Patent truncus arteriosus (PTA)

repaired

unrepaired

Pulmonary atresia with intact ventricular septum (PA=IVS)

unrepaired/stage [ palliation

bidirectional Glenn operation

Fontan operation (R IZTCPC)

biventricular or 1+1/2 repair
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Pulmenary atresia with ventricular septal defect (PA-VSD/TOF-PA)

MAPCAs

O "%y

MAPCAs

O "L

repaired

unrepaired

Pulmonary stenosis (PS)
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Tetralogy of Fallot (TOF)
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Total anomaleus pulmonary vencus return, isclated (TAPVR)
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Transposition of the great arteries (TGA)
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atrial switch operation (systemic RV)

arterial switch operation

Rastelli type operation

Univentricular heart (UVH)/Tricspid atresia or single ventrile (TA or SV)
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bidirectional Glenn operation

Fontan operation ( X IZTCPC)
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Ventricular septal defect (VSD)
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repaired

unrepaired
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a. Noninvasive evaluation

Class 1 1. A thorough clinical history and physical examination should be

b. Hemodynamic warkup
Class I 1. Adults with CHD and new-onset arrhythmias, worsening ar-

conducted in adults with CHD and symptoms suggestive of
arthythmias (e.g., palpitations, presyncope, syncope), docu-
mented new-onset or worsening arthythmias, or resuscitated
sudden cardiac death (Level of evidence: )"

2. A resting 12-lead ECG is indicated in adults with CHD who are
evaluated for arrhythmias (Leve! of evidence: C}"T

3. Ambulatory ECG monitoring is indicated when there is a need
to clarify or exclude an arrhythmia diagnosis, correlate arrhyth-
mias with symptoms, evaluate risk, or determine appropriate
therapy (Level of evidence: B). 78-80.91

4. Cardiac event loop recorders are indicated to establish whether or
not sporadic symptoms are caused by transient arrhythmias
(Level of evidence: C). =

5. Patients with suspected arrhythmias and implanted cardiac
rhythm management devices should undergo device interroga-
tion to retrieve diagnostic information provided by arrhythmia
detection algorithms, trended data, histograms, and/or intracar-
diac electrogram recordings (Level of evidence: B). 991,92

6. Implantable loop recorders are useful in cases where the index of
suspicion for a malignant arrhythmia is high (e.g., syncope) but a
symptom-rhythm correlation cannor be estblished by conven-
tional noninvasive techniques or invasive electrophysiologic
testing (Level of evidence: B). 8Les

Class  Cardiopulmonary exercise testing can be useful in adules with CHD

Ila and known or suspected exercise-induced arrhyrhmias in order o

provoke the arrhythmia, establish a diagnosis, or assess response to

rhythmias, or resuscitated sudden cardiac death should undergo
hemodynamic assessment, including transthoracic or trans-
esophageal echocardiography, to rule out potentially contributory
conditions such as regurgitant or obstructive lesions, shunts,
ischemia, and ventricular dysfunction (Level of evidence: B). 8.93.95

2. Magneric resonance imaging or cardiac computed tomography is
useful in assessing adults with CHD and arrhythmias when
cardiac structures or function cannot be reliably assessed by
echocardiography or supplemenmry informarion is required
(Level of evidence: B)

3. Coronary artery evaluation is indicated in assessing life-threatening
ventricular arrhythmias or resuscitated sudden cardiac death in
adules with CHD over 40 years of age and in those with CHD
associated with a higher risk of coronary ischemia, such as congenital
anomalies of the coronary arteries, coronary arteriovenous fistulae, a
history of coronary surgery, or the potential for coronary compres-
sion by vascular conduits or stents (Level of evidence: B).""°

c. Electrophysiologic testing

Class [ Electrophysiologic testing is indicated in adules with unexplained
syncope and “high-risk™ CHD substrates associated with primary
ventricular arthythmias or poory wlerated arrial
tachyarrhythmias, such as tetralogy of Fallot, transposition of the
great arteries with atrial switch surgery, or significant systemic or
single ventricular dysfuncrion (Level of evidence: C)."*"""

Class  Electrophysiologic testing with programmed atrial and ventricular

1la stimulation can be useful in adules with CHD and life-

threatening arrhythmias or resuscitated sudden cardiac deach
when the proximate cause for the event is unknown or there is
potential for therapeutic intervendon at the time oFlhe
electrophysiologic procedure (Level of evidence: B)." "% %%

th Level idence: C).7°
al (:.a.rd":mpj (Level of evi e (J be useful in selected adul Class  Electrophysiologic testing may be considered in adults with CHD and
ass lopuimonary EXErcise testing may useful tn selected adults IIb palpitarions suggestive of sustained arthythmia when Lhe convenuoml

1Ib with CH[_) am;l arrhythmias as part of"a b'roa.dcr workup to diagnostic workup is unrevealing (Leuel of cvidence: C).°
exclude triggering factors such as exercise-induced oxygen
desaturation or myocardial ischemia (Leve! of evidence: C), o

UER D 722 WACHDI R E DO ARk A 7 ) —=2 T D& % J7]

Class I 1. Surveillance for asymptomatic adults with CHD should follow
established guidelines, including visits at regional ACHD cen-
ters at regular intervals for complex CHD, periodic intervals for
CHD of moderate complexity, and occasionally for simple
forms of CHD (Level of evidence: €).'

2. Surveillance for adults with moderate or severe CHD should
include a standard 12-lead ECG at least once per year (Level of
evidence: C).””

3. In adults with CHD and implanted cardiac rhythm manage-

ment devices, routine follow-up should include device

interrogation and review of stored diagnostic information (Level

of evidence: C)

Periodic Holter monitoring can be beneficial as part of routine

follow-up in adults with transposition of the great arteries and

atrial switch surgery, Fontan palliation, and in patients with

tetralogy of Fallot over 35 years of age (Level of evidence: B). 79.80

2. Programmed ventricular stimulation can be useful in risk
stratifying adults with tetralogy of Fallot who have additonal
risk factors for sudden cardiac death, such as left ventricular
systolic or diastolic dysfunction, nonsustained ventricular
tachycardia, QRS duration >180 ms, and extensive right
ventricular scarring (Level of evidence: B). 40.76,83.91.92

Programmcd ventricular stimulation is not indicated as a
screenmg tool to routinely risk stratify Eatients with tetralogy of
Fallot at large (Level of evidence: B). 76,

2. Programmed ventricular stimulation does not appear to be of
value for risk—stratiﬁfing adults with transposition of the great

arteries with prior atrial switch surgery, in the absence of
46

Class IIa 1.

Class III 1.

symptoms (Level of evidence: B).
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In adules with CHD, the choice of pharmacologic therapy for

arthythmia management should consider facrors such as
coexisting sinus node dysfunction, impaired AV nodal
conduction, systemic or subpulmonary ventricular dysfunction,
associated therspies, child-bearing potentid, and acquired
comorbidities (Level of evidence: B)

In adults with CHD and paroxysmal or persistent IART or
arrial fibrillation, an inicial strategy of rhythm conol is
reasonable, particularly in the serting of moderare or complex
CHD (Level of evidence: C).

It is reasonable o manage adults with dmple forms of CHD
and IART or auial fibrillation according to previously pub-
lished guidelires for antiarrthythmic therapy in adults wich arrial
fibrillation or fAutter and no or minimal heart disease (Leve! af
cvidence: €)1

. In the pharmacologic management of adules with CHD of any

complexicy, IART or arral fibrillation, and normal AV con-
ducrion, it is rasonable to include adequare AV nodal blockade

o ]I:lrewzm a rapid ventricular response (Level of evidence:
B 113

. In-adulu with CHID and frequent recurrent sympeomaric IART,

an ablarion is preferable o long-term pharmacologic
rhr_rapy {Iﬂd:fwnium B)_”":’ 171

. Amindarone can be considered a firse-line antiarthythmic agene for

the long-term mainenance of sinus thythm in aduls with CHD
and IART or arrial fibrillation in the presence of pathologic
hypertrophy of the systemic venricle, systemic or subpulmonary
ventricular dystinction, or coronary arery disease (Level of eviderce:
€)' It should be used with caution in patients with cyanotic heart
disease, a low body mass index (<21 I:g"m),i, concomitant heparic,
pulmonary, or thyroid disease, or an uncorrected (T interval 460
ms or =500 ms in the presence of ventricular conducrion delay
(Mﬂfﬁm& .&J‘_I'ﬁ' 30,152

In the shsence of a coexisting condirion listed abave and subject
to the stated precautions, it is reasonable o consider amio-

darone as a second-line antiarhythmic agent for the long-rerm

Class IIb 1.
2
Class IIT 1
2

maintenance of sinus rhythm in adules with CHD and IART or
arrial fibrillation (Level of evidence: B). 1dd, 150,152

. Subject 1o standard precautions and barring any contraindication

(e.g. crearinine dearance < 20 mL/min, hypokalemia, ((T'c =440
ms or =500 ms in the presence of ventricular conduction delay),
dofetilide is probably a reasonable alemarive m amiodarone in
adules with CHD and systemic ventricular dysfuncrion or as a
second-line antiarthythmic agen: (Lezel of evidence: B)."""'7

It may be reasonable to libemlize the use of bera-blockers in
patients with transposition of the great arteries, arrial swirch

surgery, and IART o protect against ventricular arrhythmias
and sudden cardiac death (Lewsl of evidence: B e

. Subject to standard precautions (e.g., renal insufficiency, hy-

pokalemia, severe sinus node dysfunction or AV nodal disease,
uncorrected QT inrerval =460 ms or =500 ms in the presence
of ventricular conduction delay), sotalol may be considered 2
first-line antiarrhythmic agent for the long-term mainenance of
sinus rhythm in aduless with CHD and IART or acrial
fibrillation (Level of evidence: E). 142,144,148

. Oral class I anriarchythmic agents are not recommendzd for the

maintenance of sinus rhythm in adules with CHD and IART or
arrial fibdllation who have cornary amery discase or moder-
ately to severely depressed systolic dysfunciion of a systemic or
subpulmonary ventricle (Level of evidence: R) 137140343

. Dronedarone is not recommended in patients with a history of

heart failure, moderate or severe systolic ventricular dysfunc-
tion, or moderate or complex CHD because of potential con-
cems over mmmil}ghﬁm failure and increased morality (Leve!
ofﬂli{feﬂe B).Isr"l' !

Rhythm control in adults with CHD and IART or atrial fibrillation

l

« Identify and treat precipitating factors

* Consider catheter ablation

|

| |
Simple CHD Moderate CHD

|

= Systemic ventricular hypertrophy or

|

Complex CHD

Systemic or subpulmonary

* Systemic or subpulmonary ventricular dysfunction? ventricular dysfunction?
| |
! | | 1
No Yes No Yes
* Flecainide® A t
* Propafenone’ y S::‘fl:t?l?;z:w * Amiodarone*
. M - ilide®
Sol:alol1 « Sotalol* Dofetilide
« Amiodarone*
* Dofetilide"
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Class 1 1. For adules with simple forms of CHD and hemody- Class [Ib
namically suble IART or arrial fibrillation of unknown
or >4 8-hours” duration, therapeuric anticoagulation is
recommended for ar least 3 weeks prior to cardioversion,
or, alternatively, a transesophageal echocardiogram may
be performed to rule our intracardiac thrombus (Level of
cvidence: B 1A153.174176

2. Adules with complex CHD and sustained or recurrent
IART or arrial fibrillation should receive long-term oral
anticoagulation for the prevention of thromboembaolic
complications (Level af evidence: R)1 18193156

Class IIa 1. For adults with moderate or complex CHID and hemody-
namically stable IART or ardal fibrillation, it is reasonable ‘Class 111
o pursue therapeutic anticoagulation for ar least 3 weeks
prior to cardioversion or perform transesophageal echocar-
diography to rule our thrombus, re&;ard.lem of arthythmia
duration (Level of evidence: B). 3313

2. Long-term ol anticoagularion therapy is reasonable in adules
with CHD of moderate complexity and sustained or recurrent
IART or arrial fibrillation (Level of eviderce: C). 118193196

3. Vitamin K antagonists can reasonably be considered the
oral anticoagulant agent of choice in adules with moderare
or complex CHD, pending safety and efficacy dara on
newer oral anticoagulants (NOACs; ie., direct thrombin
i“hibimrslg'}‘flg‘?j{g‘ factor Xa inhibirors) (Level of eui-
dence: B). T

1. It may be reasonable for adules with IART or arrial fibril-

lation and simple nonvalvular forms of CHD to receive
either an orad anticoagulant, aspirin, or no therapy for the
prevention of thromboembalic complications on the

basis of established scores for stroke risk (e.g., CHA,DS -
VASc) and bleeding risk (e.g., HAS-BLED) (Level of
evidence: B). 17

In adules with simple forms of CHD and no prosthetic
heart valve or hemodynamially significant valve disease, a
NOAC may be a reasonable alternative to a vitamin K
2:,& n(ui;ﬁ xl;en? Iaﬂj:l' ulation is indicared (Level of evi-

. Pending fumre studies, there are cumendy insufficient

plmnumkhrifplumuiylumi:, safery, and efficacy
dara to endorse use of NOACs in adules with Fonran sur-
gery (Level of evidence: C),

Anticoagulation is not indicated for the prevention
of thromboembolic complications in adules with CHD
and AV nodal reentrant tachycardia or accesory
pathway—mediated tachycardia (Lewe! of evidence: C).

Thromboprophylaxis in adults with CHD and IART or atrial fibrillation

l

|

Long-term thromboprophylaxis

Yes

|

Simple CHD
1

Prosthetic valve or
significant valve disease?

No

*

CHA,DS,-VASc score

I

Acute cardioversion
|
: Moderate/
Duration unknown or 248 hours? complex CHD
. 1 VM
Yes No l
Moderate/
complex CHD Simple CHD
Anticoagulation
23 weeks or TEE' [
0
Cardioversion [

* No thromboprophylaxis * VKA
* NO.

No thromboprophylaxis | ASA

o——F [}b to—1

|
22
i
}

NOAC
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Class 1

Class lla

Class IIb

1.

Catheter ablation is indicated for recurrent sympromatic and/
or drug-refractory supraventricular tachycardia related o
accessory AV connections or twin AV nodes in adults with
CHD (IIWIJ id. . B)‘l’“‘,.l\.'.ldl.lt.‘

. Catherter ablation is useful for adults with CHD and symp-

tomatic and/or drug-refractory IART or focal atrial
wachycardia (Level of evidence: B)"*" 02020208 172274377

. Catheter ablation is recommended for adults with CHD,

ventricular preexditation, and high-risk or muldple accessory
pachways, as commonlx encountered in Ebstein anomaly
(Level of evidence: C). am

. A 3-dimensional electroanatomic mapping system s

indicated for guiding ablation of postoperative atrial
t;}:llmm:s in adults with CHD (Level of evidence:
Irrigated or large electrode-tip catheters can be useful for the
ablation of postoperative atrial tachyarrhythmias in adules
with CHD (Lewel of evidence: 8).1"&’—“

. Catheter ablation can be beneficial for recurrent sympromaric

and/or drug-refractory AV nodal reentrant tachycardia in
adules with CHD (Level of evidence: €)' 7724324

. A catheter-based procedure centered on electrically isolating

pulmonary veins can be useful in adults with CHD and
sympromatic drug-refractory atrial fibrillation (Level of
evidence: C).™

. It may be reasonable to perfform invasive diagnostic electro-

physiologic studies in patients with Ebstein anomd! prior to
anticipated cardiac surgery (Level of evidence: B).”

. In adults with CHD and sympromatic atrial tachyarthythmia

refractory to pharmacologic and standard ablation therapy, it
may be reasonable to consider AV nodal ablation and pacing
as third-line therapy (Level of evidence: C).”"**°

[ACHDEE D LRMEFRENRT 7 L—= 3 k)

Class 1

Class 1la

Class 1Ib

Class 111

Catheter ablation is indicated as adjunctive therapy to an
ICD in adules with CHD and recurrent monomorphic
ventricular tachycardia, a ventricular tachycardia storm,
or multiple appropriate shocks that are not manageable
by device re o]ﬁﬂnmm or the (Level
ez}ialte: C).g‘“ e o g oy y

Catheter ablation can be considered for sympromaric
sustained monomorphic ventricular tachycardia in
adults with CHD and ICDs as an altemative to drug
therapy (Level of evidence: B).”">™™

1. Catheter ablation may be reasonable in adults with
postoperative CHD and nonsustained or hemody-
namically poory tolerated ventricular tachycardia by
means of an empiric anatomic approach (Lewe! of evi-
dence: C).*™*

2. Catheter ablation may be reasonable in adults with
CHD and frequent ventricular ectopy associated with
&ts:ionting ventricular function (Level of evidence:

0.

1. Catheter ablation is not indicated for asympromatic
relatively infrequent ventricular ectopy in adules with
CHOP and stble ventricular function (Level of evidence:
o.

2. Catheter ablation alone is not considered appropriate
prophylactic therapy in adults with CHD deemed to be
ar increased risk for sudden cardiac death (Level of ev-
idence: C)."*
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1. Permanent pacing is recommended for adults with CHD and ~ Class Ila 1.

sympromaric sinus node dysfunction, including documenred
sinus bradyandia or duonowopic incomperence chat is
intrinsic or secondary to required drug therapy (Level of exi-
dence: €177 Devices that minimize ventricular pacing
are preferred (Level of evidence: Ry s

2. Permanent padng is recommended in adules with CHD and

sympromaric bradycardia in conjuncrion with any degree of AV
block or with venwicular arrhyrh_mias&csuﬂtd w be due to
AV black (Tevd af evidence: B).7 2

3. Permanent pacing is recommended in adules with congeniral
complete AV block and a wide QBS escape rhythm, complex

ventricular ectopy, or ventricular dysfunction (Level of evidence:
F),57A401-403

4. Permanent pacing is recommended for adules with CHD and

postoperative high-grade second- or third-degree AV block thar
is not expected to resolve (Level of evidence: €).77 0%

Class [Ib

Class 111

Permanent pacing is reasonable for adults with CHD and
impaired hemodynamics, as assessed by noninvasive or invasive
cardia or loss of AV s:ynd'mron)r (Level

means, due to sinus by

of evidence: )77

2. Permanent pacing is reasonable for adules wich CHD and sinus

or junctional brad}tard_h_fardlefmnljm of recurrent [ART
(Level of evidence: C).7"77%*% Devices with atrial
antitachycardia pacing properties are preferred in this
subpnpd.uinn of paticnts {Leoed g“mi&mx; Fiyl 119,342, 343408

3. Permanent pxins it reasonable in adules wich mnseniml

complete AV block and an average dafl.une resting hear rate
<50 bpm (Level of evidence: B)." "

4. Permanent pacing is reasonable tor adules with complex CHD

and an awake resting hean rare isinus or juncional) <40 bpm
or venuicular pauses =3 seconds (Level of evidence: C').g" A
device wich nnrirxhyurdin pacing properties may be
considered if the underlying anaromic substrare carries a high
likelihood of developing [ART (Level of evidence:
B,LL 19, 342, 343, 40

1. Permanent padng may be reasonable in adules with CHD of
moderare complexity and an awake resting hearc rare (sinus or
jnncriolul) C,tﬂ}_l’)[:m or_wnlricul:lr pauses =3 seconds (Tevel
of evidence: C).77 7" 4 deviee with andtachyardia
pacing properties may be considered if the underying anatomic
m: gﬂ;gs&}:g];};lﬁcdlbood of developing IART (Lewel af

2, Penmancnc Pa.clns may be considered in aduls with CHD, a
history of ermndent pestoperative complete AV_.blocl{, and re-
sidual bifasdicular blodc (Level of evidence: €))7

1. Pacing is not indicated in asympromaric adules with CHD and
bifasccular block with or without first-degree AV block in the
absence of 2 history of trnsient compleee AV block (Leved of”
evidence: )7

2. Endocardial leads are generally avoided in adules with CHD
and intracardiac shunes. Risk asessment regarding hemody-
namic circumstances, concomirant anticoagulation, shunt
dosure prior to endocardial lead placement, or akemarive ap-
pmoaches for lead access should be individualized (Fevel af eri-
dence: B).ESE

[ACHDA# D 1CDiE L]

Class | 1CT2 chesapy is indicated in adules with CHD who are
survivors of cardiae arrent due o veneriaular fibrillation
ar hemedy namically unsmble venericular achycardia
after evaluation to define the case of the event and
exclude any com) Mnf}g reversible etiology (Leved of
erldene; H)A0ACACLE
ICD therapy & indicared in adules wich CHDY and
ponsiarecoms sesiained vemtricalar taokyoardie who have
unde hemodynamic and :lcarorhv_siobgi:_
luation Mf«f ilee: B 10ARITA ARG
Carheter ablarion or suegery may offer a resonshle
alternative or adjunce o [CTD cherapy in carefully
seleceed patients (Level of eviaomees C1L7
3. 1CD therapy is indicaed in adules with CHID and a
.E!nmfc e penericuler giection fracdon <35%,
iventricular physiology, and New York Heart Asso-
ciarion (NYHA) class 11 ar 111 sympeoms (Teved of
cviderce: w_U'..I..l."“.l_‘.‘ 435
1C1Y cherapy is reasonable in sdecred aduls with
tetralogy ef Falloe and multiple dsk Bcwos for sudden
andiac dexth, such = left ventricular systwolic or
diastelic dysfuncrion, nonsustsined venricnlar
tachycardia, QRS durarion =180 ms, exrensive rght
venmcular scarring, or inducible sustained venricular
tachycardia ac :lenmplny;ialagic study (Levef of
M&’m .BJ N1AD TORA DT VTS 4 I ek T el

b

Class 1a

lass b

lass 1L
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1. ICD cherapy may be remonable in aduls with o

single oF stemic dpht scutricular ejecticn frtction

<35%, particularly in the presence of addigunal
risk faceors such as complex venercular arhyth-
mizs, unexplained smoope, NYHA funcrional olass

11 ar 1T symproms, QRS durstion 2= 140 ms, o

severe systemic AV valve megu rgitation (Level af

cridenger £) 5B

1CT the py may be considered in adules with CHDY

and 3 sysseric semtricsdar egection fraction <35% in the

absence of overt symprams (NYHA dass 1) or ocher

knawn risk factors (Level of coidenee aff €157 40

1CTD cherpy may be considered in adules with CHD

and ﬁp{ af wknatn ovigia with hemodymamically
significant sustained venericular mchyardia or fibeil-

lation inducible ar decerophysiologic sudy (Levad o7
- __B'l'n!".l_»u

1CD chempy may be considered for nonhospiral-

ired adults with CHD awsiting beare tram-

plintation (Level of evidence: C)."74°F

. 1D therapy may be considered for adules wich syn-
cope and moderare or complex CHID in whom there is
3 high clinical suspicion of vensricular arrhythmia and
in whom thorough invasive and nonimasve e
vestigations have failed wo define a ciuse (Leawd of s
iddemee )77

. Al Class 11 recommendatons listed in currens ACCH
AHAHES guidelines apply w adules with CHD
(Leve! of eviefence: €17 These include:

a. Life expectancy with an accepeable functional sta-
s < year;

b Incessane wentricular achpeandia or venricoular

fibrillarion:

. Significans peychizric illness thar may be aggra-
vared by 1CD implancation or predude systematic
fellow.up;

d. Parenss with drugerefractory NYHA clas [V

symptoms who are nos candidaes for cardine
ransplancation or candiac resmchonization

5]

W

S

u-

n

therapy,

2. Adules with CHD and adsanced pulmonary vascular
disease (Eisenmenger syndrome) are generally not
considered candidares for [CDY thempy {Lewd of avi-
denee: B

. Endocardial leads are penerally awided in adules with
CHIY and intracardiac shunts Risk assessment
regarding hemodymamic drcumstances, concomi tane
anncoagulation, shune chosue prior to endocardial
lead plicement, or alemarive approaches for lead ac-
cess should be individualized (Level of Evisknce:

By s

™



CRT indications in adults with congenital heart disease

I
| |

Systemic LV Systemic RV Single ventricle
—— LVEF<£35% — LVEF >35% ~ RVEFs35% RVEF >35% EF <35% EF>35% —
= Sinus rhythm
— *NYHA IV
1888
QRS 2150 ms”
Class |, Level B
- = RV dilation « Ventricular dilation
[, QRs 120199 ms” | .:‘:“0;\"‘_':“' . | o« NYHA -1V « NYHA [V
SesvieS Class lla I.wr: (o * RBBB; QRS2150 ms” * QRS2150 ms"!
2 Class lla, Level C Class lla, Level C
: l
* Severe subpulm-vent = Cardiac surgery
dilation/dysfunction * QRS 2150 ms™® * TV surgery
* NYHA IIHV *Progressive ventricular < NYHA |1V
* RBBE; QRS 2150 ms” dilation/dysfunction * RBBB; QRS2150 ms”
Class b, Level 8 Class lb, Level B Class lIb, Level B
*NYHA IV
L, (<oultt ewiiclony < NYHA LIV
mechanical support LIS Vepacay!
Class lib, Level C Class lib, I

n fraction; NYHA, New York Heart A on fu LEBB, left bun
windle branch block; V-pacing; ventricular pacing: subpulme-vent, subpulmonary ventricular; TV, tricuspid valve

5 ar paced
nsically narrow QRS complex;

placement
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