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a significant diagnostic challenge in clinical 
practice.1‑ 4 In particular, atypical TS variants 
(eg, focal) might be easily overlooked in pa‑
tients with AMI.2, 3 Of note, AMI and TS may 
simultaneously arise from a common trigger 
(eg, a strongly stressful trigger) or, more like‑
ly, one condition may complicate the other in 
the course of hospital stay.1, 3, 5 Importantly, 
there might exist a variety of suggested risk 
factors for the coexistence of AMI and TS in‑
cluding frailty, severe systemic inflammation, 
physical stressors, intractable chest pain due 
to AMI, as well as the pattern of spontaneous 
coronary artery dissection on coronary angi‑
ography (with a dissection flap or possible in‑
tramural hematoma).2, 3 In the presence of ACS 
presentation, these risk factors might increase 
the possibility of this particular coexistence 
and necessitate close monitoring and further 
diagnostic workup (including magnetic reso‑
nance imaging).2,3 Therefore, we wonder wheth‑
er the patient had these particular risk factors.1

Lastly, patients with this coexistence might 
more likely be prone to adverse outcomes includ‑
ing acute heart failure, malignant arrhythmo‑
genesis, and delayed TS recovery in the clinical 
setting.2‑5 That is why, we wonder whether the 
patient1 had any adverse clinical events during 
hospital stay and after discharge.

In summary, the coexistence of AMI and 
TS is possibly more prevalent than expected, 
particularly in the presence of certain risk 
factors, and might have important diagnos‑
tic and prognostic implications. On the oth‑
er hand, certain morphologic mimickers (in‑
cluding the “pseudo‑TS” pattern) should also 
be considered to avoid the potential overdi‑
agnosis of TS in the setting of AMI. Howev‑
er, further studies are still needed to fully es‑
tablish the clinical implications of TS and its 
mimickers in patients with AMI.

To the editor  In clinical practice, the coex‑
istence of takotsubo syndrome (TS) and acute 
myocardial infarction (AMI) has been consid‑
ered an interesting yet potentially overlooked is‑
sue.1‑ 4 In their recently published elegant clinical 
vignette, Konishi et al1 reported an intriguing 
case of TS complicating AMI in an elderly male 
patient. We would like to comment on this case 
and its further implications.

First, we hold the opinion that the patient ini‑
tially sustained anterior AMI that had a mor‑
phological analogy to a classic TS episode.1 This 
type of acute coronary syndrome (ACS) pre‑
sentation (with the apical ballooning pattern) 
was previously termed as “pseudo‑TS,” general‑
ly attributed to a critical stenosis in the wrap

‑around left anterior descending (LAD) ar‑
tery (the long LAD pattern turning around 
the apex and also perfusing the inferior terri‑
tories of the left ventricle [LV]) leading to isch‑
emic or postischemic myocardial stunning in 
the adjacent myocardial segments.5 Moreover, 
the “pseudo‑TS” pattern, unlike a true TS epi‑
sode, mostly regresses gradually upon success‑
ful management of the culprit LAD stenosis5 
(which is consistent with the presented case 
demonstrating a significant improvement of 
anterior wall motion abnormalities on day 3 
following coronary stenting1). Taken togeth‑
er, the presented case might be regarded as re‑
perfused anterior AMI (possibly with ongoing 
severe myocardial ischemia) manifesting as 
the “pseudo‑TS” pattern, which was also compli‑
cated by a subsequent true TS episode, possibly 
associated with the emergence of a new‑onset 
giant T‑wave inversion.1 Since “pseudo TS” ap‑
pears to be the presentation pattern of the ex‑
isting ACS (and hence not a separate entity), it 
might have little impact on overall prognosis.

Second, the coexistence of AMI and true 
TS is also quite possible and might lead to 
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negative T waves at 2 to 3 weeks after the onset 
of TS were deeper than initial negative T waves 
on admission, which was also observed in our 
patient.1

Lastly, although patients with the coexis‑
tence of AMI and TS might have poor clinical 
outcomes,2,3 the clinical course after PCI in our 
patient was uneventful and associated with 
resolution of chest pain. Over a follow‑up of 
2 years, the patient remained free from major 
adverse cardiac events including cardiac death, 
myocardial infarction, and ischemia‑driven 
revascularization.
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Authors’ reply  We would like to thank Dr Yalta 
and Dr Yetkın for their interest and valuable com‑
ments on our article.1 First, they suggested that 
an acute occlusion of a large wrap‑around left 
anterior descending (LAD) artery, extending to 
the inferior left ventricular (LV) wall, could be 
manifested by a contraction pattern typical of ta‑
kotsubo syndrome (TS).2 However, in our patient, 
the LAD artery was not a large wrap‑around vessel 
and did not supply the mid‑inferior LV segment.

Second, the overlaps of risk factors might in‑
crease the possibility of the coexistence of acute 
myocardial infarction (AMI) and TS.3 The pre‑
sented patient had hypertension and was ex‑
posed to psychological stress, regarded as coro‑
nary risk factors. Those risk factors are associ‑
ated with spontaneous coronary artery dissec‑
tion,4 which is a possible cause of TS.2 Howev‑
er, intravascular ultrasound performed during 
percutaneous coronary intervention showed no 
specific findings suggestive of coronary artery 
dissection or intramural hematoma at the cul‑
prit lesion in the LAD artery. Instead, a lipid‑rich 
plaque with a thrombus was seen in the stenotic 
lesion. Therefore, the etiology of AMI in the pre‑
sented case might not be spontaneous coronary 
artery dissection or coronary spasm yet athero‑
sclerotic plaque rupture. Meticulous follow‑ups 
and evaluations of electrocardiograms during 
and after the index hospitalization might be use‑
ful in indentifying the coexistence of AMI and 
TS.1 Mitsuma et al5 reported that resurgent giant 
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