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LETTER TO THE EDITOR

WILEY Swna o CHlatythmia

Reporting on ventricular arrhythmias in patients with

Takotsubo syndrome

To the Editor:

Moller et al have provided a comprehensive review of “the preva-
lence, underlying mechanisms, prognostic implications, and man-
agement of strategies of ventricular arrhythmias (VA) in patients
with takotsubo syndrome (TTS)”.} Although the authors also dis-
cussed asystole, pulseless electrical activity, complete sinoatrial,
and atrioventricular block, | was particularly interested in their ex-
position about ventricular tachycardia (VT), both monomorphic VT
and torsade de pointes (TdP) in association with a prolonged QTc
interval, and ventricular fibrillation. The authors’ review was based
on the information provided in the published heretofore literature
on VA in patients with TTS. However one wonders what could be
added in the future, in terms of details, on reporting about prema-
ture ventricular contractions (PVCs) and VA in patients with TTS,
which could potentially contribute to the exploration of the patho-
physiology of this puzzling disease. The following are pertinent
remarks toward this goal: (a) the stability (or its variation) of the
PVCs’ and VA's electrocardiogram (ECG) QRS morphology and axis
suggesting in the former case, that it emanates from a particular
ventricular region; (b) the rate(s) of VT need(s) to be included; (c)
the presence of right-, or left-bundle branch block-like morphol-
ogy of the PVCs' and VA's QRS complexes of presumed left or
right ventricular derivation, correspondingly, should be observed;
(d) the morphology and axis of PVCs and VT need to be correlated
with imaging data pertaining to regional myocardial contraction
abnormalities; (e) the association of PVCs’ and VA's QRS morphol-
ogy and axis with regional distribution of T2-weighted cardiac
magnetic resonance imaging (cMRI) regions of myocardial edema
(ME) and/or T1-weighted cMRI via late gadolinium enhancement
outlined regions of scar/fibrosis (S/F), of the various TTS variants,
including those involving the right ventricle, and creating anatomi-
cal/functional patches favoring the emergence of a reentry sub-
strate, as the authors hinted,! need to be observed; (f) the VA's
QRS morphology and axis may be changing in parallel to regional
distribution of ME and/or S/F changes, as reflected in the tempo-
ral course of T-wave changes in patients with TTS?; (g) the above
are being supported by the association of the location of ME and
the polarity of T-wave changes in TTS, further emphasized by
work showing that giant upright T-waves (instead of inverted) are
seen in patients with the inverse variant of TTS; (h) as ME develops

in the subacute phase of TTS, one may expect the amplitude of

PVCs' and VA's QRS complexes to be attenuated, as the intrin-
sic QRS complexes, as previously reported?; (i) as the authors al-
luded to the probable major role of a hyperactivated autonomic
sympathetic nervous system (ASNS) in the early phase of TTS,! it
appears reasonable to examine the occurrence, severity, persis-
tence, and recurrence of VA in patients with TTS, in the context
of the fluctuation of the intensity of such ASNS activity via a cur-
rently available technology which employs acquisition/analysis of
thoracic electrical signals in the 500-1000 Hz band, accomplished
through routine ECG lead cable hook-up, a surrogate of the stel-
late ganglia electrical input to the heart®; (j) the authors state that
“deep T-wave inversions are often accompanied by substantial QT
interval prolongation (Wellens’ sign)”,! however, as this author re-
peatedly remarked in the literature, the original paper and subse-
quent to it publications of Wellens and his group, have not made
any reference to a prolonged QTc in connection with the ECG re-
polarization changes in the setting of critical myocardial ischemia
primarily due to severe lesions of left main or anterior descending
coronary artery. | would be very interested in a commentary of the

authors on the above.

CONFLICT OF INTEREST

The authors declare no conflict of interest for this article.

ORCID

John E. Madias http://orcid.org/0000-0001-6669-1703

John E. Madias MD, FACC, FAHA?

Yicahn School of Medicine at Mount Sinai, New York City, New York
2Division of Cardiology, ElImhurst Hospital Center, Elmhurst, New York
Email: madiasj@nychhc.org

REFERENCES

1. Moller C, Eitel C, Thiele H, Eitel I, Stiermaier T. Ventricular ar-
rhythmias in patients with Takotsubo syndrome. J Arrhythm.
2018;34:369-75.

2. Mitsuma W, Kodama M, Ito M, et al. Serial electrocardiographic
findings in women with Takotsubo cardiomyopathy. Am J Cardiol.
2007;100:106-9.

This is an open access article under the terms of the Creative Commons Attribution-NonCommercial-NoDerivs License, which permits use and distribution in
any medium, provided the original work is properly cited, the use is non-commercial and no modifications or adaptations are made.
© 2018 The Author. Journal of Arrhythmia published by John Wiley & Sons Australia, Ltd on behalf of the Japanese Heart Rhythm Society.

164 | www.journalofarrhythmia.org

Journal of Arrhythmia. 2019;35:164-165.


www.journalofarrhythmia.org
http://orcid.org/0000-0001-6669-1703
http://orcid.org/0000-0001-6669-1703
mailto:﻿
http://orcid.org/0000-0001-6669-1703
http://creativecommons.org/licenses/by-nc-nd/4.0/

LETTER TO THE EDITOR k%/ﬂ/”l/ 0/{ Oﬁl/?yfﬁ/ﬂi(l/

3. Perazzolo Marra M, Zorzi A, Corbetti F, et al. Apicobasal gradient 5. Madias JE. A proposal for a noninvasive monitoring of sympathetic
ofleft ventricular myocardial edema underlies transient T-wave in- nerve activity in patients with takotsubosyndrome. Med Hypotheses.
versionand QT interval prolongation (Wellens’ ECG pattern) in Tako- 2017;109:97-101.

Tsubo cardiomyopathy. Heart Rhythm. 2013;10:70-7.

4. Madias JE. Transient attenuation of the amplitude of the QRS com-
plexes in the diagnosis of Takotsubosyndrome. Eur Heart J Acute
Cardiovasc Care. 2014;3:28-36.



