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Abstract

Takotsubo syndrome, also known as stress-induced cardiomyopathy or “broken heart syndrome,” is a transient cardiac condition characterized
by sudden and reversible left ventricular dysfunction. It predominantly affects postmenopausal women, although it can occur in men and
individuals of all ages. Various risk factors have been associated, including emotional or physical stressors. The clinical presentation of Takotsubo
often resembles acute myocardial infarction, with symptoms such as chest pain or discomfort, shortness of breath, palpitations, and fatigue.
The absence of significant coronary artery disease on angiography and the characteristic apical ballooning or other regional wall motion
abnormalities seen on echocardiography help differentiate it from myocardial infarction. The diagnosis of Takotsubo relies on clinical findings,
electrocardiographic changes, elevated cardiac biomarkers, and characteristic findings in imaging studies. The management of Takotsubo
syndrome involves supportive care, including addressing the underlying triggers or stressors, symptomatic treatment, and close monitoring
of cardiac function and hemodynamics. In most cases, the left ventricular dysfunction resolves spontaneously within days to weeks, and the
prognosis is generally favorable, with a low risk of recurrence or long-term complications. However, cardiogenic shock or fatal arrhythmias may
also occur as a complication of this condition. An overview of this common cardiomyopathy is provided in this article, highlighting its differences
from acute myocardial infarction.

Keywords: Takotsubo syndrome; Stress cardiomyopathy; Broken heart syndrome; Diagnosis; Treatment; Acute Myocardial Infarction; Differentials

Abbreviations: TC: Takotsubo cardiomyopathy, TTS/TS: Takotsubo syndrome, MRI: Magnetic resonance imaging, PTSD: Post-traumatic stress
disorder, CI: Confidence interval, VF: Ventricular fibrillation, AMI: Acute myocardial infarction, ECG/EKG: Electrocardiogram, LV: Left ventricular,
ACS: Acute coronary syndrome, CAG: Coronary angiography, CAD: Coronary artery disease, TTE: Transthoracic echocardiography, LVOTO:
Left ventricular outflow tract obstruction, CCTA: Computed tomography angiography, CMR: Cardiac magnetic resonance, STEMI: ST elevation
myocardial infarction, NSTEMI: non-ST-elevation myocardial infarction, HF: Heart failure, ACEls: Angiotensin-converting-enzyme inhibitors,
ARB: Angiotensin receptor blockers
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Introduction

Takotsubo syndrome, also known as stress-induced
cardiomyopathy or “broken heart syndrome,” is a transient
cardiac condition characterized by sudden and reversible left
ventricular dysfunction [1]. It often presents symptoms similar
to acute myocardial infarction. However, it is typically triggered
by emotional or physical stress rather than coronary artery
disease [1,2]. Statistically, takotsubo cardiomyopathy accounts for
approximately 1-2% of patients presenting with symptoms of acute
coronary syndrome. It predominantly affects postmenopausal
women, with a female-to-male ratio of around 9:1. However, it
can also occur in men and individuals of different age groups,
albeit less frequently [1,3]. The exact etiology of this cardiac
condition is not fully understood, but it is believed to involve a
complex interplay between catecholamine excess, microvascular
dysfunction, and myocardial stunning [2,4]. In addition, emotional
or physical stressors, such as the loss of a loved one, a severe
medical illness, or a traumatic event, are thought to trigger a
surge of catecholamines, leading to the characteristic transient

dysfunction of the left ventricle [4].

Clinical presentation of takotsubo syndrome may mimic
acute myocardial infarction, with symptoms such as chest pain,
shortness of breath, and electrocardiographic changes. However,
unlike myocardial infarction, there is typically no evidence of
coronary artery occlusion during imaging studies. In addition,
other features, such as transient wall motion abnormalities
in the left ventricle, often extending beyond a single coronary
artery territory, can aid in distinguishing takotsubo from other
cardiac conditions. An accurate diagnosis of takotsubo syndrome
involves a comprehensive evaluation, including clinical history,
physical examination, electrocardiography, cardiac biomarkers,
and imaging techniques such as echocardiography or cardiac
magnetic resonance imaging (MRI) [5]. In addition, the diagnostic
criteria, as outlined by the International Takotsubo Diagnostic
Criteria (2018), help differentiate this syndrome from other
cardiac disorders [3]. Management of takotsubo is mainly based
on supportive care, including close monitoring of vital signs and
hemodynamics. Treatment aims to alleviate symptoms, manage
complications, and address underlying triggers [2,5,6]. The
prognosis is generally favorable, with most patients experiencing
complete recovery of left ventricular function within weeks to
months. However, some individuals may develop complications
such as heart failure or arrhythmias [6]. This narrative review aims
to provide an overview of Takotsubo cardiomyopathy, a relatively
common syndrome that can be challenging to diagnose due to
its resemblance to acute myocardial infarction. By improving
recognition and understanding of this condition, clinicians can
enhance diagnostic accuracy and optimize patient care.

Physiopathogenesis

While there are many postulated theories, there is

no consensus over the established causes underlying the

development of Takotsubo or stress cardiomyopathy. There
is also a lack of understanding of why some parts of the heart,
particularly the apical region, and mid cavity, are affected more
than others. Some commonly assigned underlying mechanisms
are catecholamine excess, underlying coronary artery diseases,
and possible underlying predispositions. Catecholamines have
been demonstrated to induce microvascular spasm that results
in subsequent microvascular stunning or even direct myocardial
toxicity due to the molecular effects of catecholamines, as
demonstrated by elevated clinical levels at presentation [7-10].
A study by Wittstein et al. [11] revealed that the plasma levels
of epinephrine were critically elevated in TC patients, with
emotional stress as its major precipitating factor. The same
study also indicated that serum catecholamine concentration
was two to three folds higher in Takotsubo than in myocardial
infarction patients [11]. Excessive catecholamine released by the
sympathetic nervous system could result in intracellular calcium
overload and cardiac dysfunction through the b1 adrenoceptor
signal transduction pathway. Calcium overload in myocardial cells
leads to ventricular dysfunction and catecholamine cardiotoxicity
[12,13].

In most cases of stress cardiomyopathy, angiography does not
reveal any obstructive lesions, and only a minimal number of cases
show even a small amount of medication-inducible vasospasm
[14]. However, this warrants further exploration due to a growing
body of clinical evidence that points towards a possible vasogenic/
coronary vascular component- incidents of finding single and
multifocal coronary vasospasm on angiography, improvement in
coronary perfusion with the resolution of myopathy, and studies
that found plaque rupture/thrombosis in patients with stress
cardiomyopathy [15-17]. Patients with TC constantly demonstrate
microvascular dysfunction features, including impairment of
endothelium-dependent vasodilation, excessive vasoconstriction,
and myocardial perfusion abnormality [14,16].

Concerning underlying factors, many studies have indicated
the possible presence of an underlying genetic component, with
the possibility that it may be inherited and even dependent on
more than one gene (polygenic) [18-21]. Recently, a growing body
of data has also indicated that stress cardiomyopathy has been
more prevalent in people with diagnosed neurological and stress
disorders and those experiencing prolonged stress in their daily
lives [22,9].

Epidemiology & Risk factors

Takotsubo syndrome was initially considered a rare
condition. However, recent studies have shown it is more
prevalent than previously believed. It is estimated that Takotsubo
cardiomyopathy accounts for approximately 1-2% of all cases of
suspected acute coronary syndrome [23]. The condition primarily
affects postmenopausal women, with over 90% of reported cases
occurring in females. However, it can also occur in men, albeit less
frequently. The prevalence of Takotsubo varies across different

How to cite this article: Allan Roberto Bueso Pineda, Thulasi Ram Gudi, Ronald Mauricio Blanco Montecino, Claudia Liliana Gutierrez Cornejo, Felix Ricardo
m Bonilla Bonilla, et al. An Overview of Takotsubo Cardiomyopathy, a Potential Mimic of Acute Myocardial Infarction. J Cardiol & Cardiovasc Ther. 2023; 18(4): 555993.

DOI: 10.19080/JOCCT.2023.18.555993


http://dx.doi.org/10.19080/JOCCT.2023.18.555993

Journal of Cardiology & Cardiovascular Therapy

populations. Several studies have reported higher prevalence
rates in countries such as Japan, where it was initially described
[23,24]. In Japan, the prevalence has been reported to be as
high as 1.7-2.2% among patients with suspected acute coronary
syndrome. Prevalence rates in other regions, such as Europe and
the United States, have been estimated to be around 1% [25,26].
The incidence of Takotsubo syndrome has been reported to range
from 10 to 70 cases per 100,000 person-years, depending on
the population studied. The condition is often considered to be
more common in older individuals. Incidence rates may also vary
depending on geographic location, socioeconomic status, and
access to healthcare [27].

While the exact causes of Takotsubo syndrome remain unclear,
several risk factors have been identified. Emotional or physical
stress is a common trigger for the condition. Emotional stressors
include grief, loss, relationship problems, or intense fear. Physical
stressors include severe illness, surgery, and physical trauma
[27,28]. Individuals with a history of psychiatric disorders, such
as anxiety, depression, or post-traumatic stress disorder (PTSD),
may have an increased risk of developing Takotsubo syndrome
[23,29]. These conditions may contribute to altered stress
response and increased vulnerability to the syndrome. Moreover,
certain neurological conditions, such as seizures, stroke, or
traumatic brain injury, have been associated with an increased
risk of Takotsubo syndrome [24,28,29]. The precise mechanisms
linking neurological disorders to the development of Takotsubo
syndrome are not yet fully understood. Also, individuals with
a history of cardiovascular disease, including hypertension,
coronary artery disease, or heart failure, may have an increased
risk of Takotsubo syndrome. It is thought that underlying
structural heart abnormalities or impaired heart function may
contribute to the development of the syndrome. Finally, hormonal
factors, such as postmenopausal status, may also contribute to
the increased risk observed in women [3,26]. Hormonal changes
during and after menopause may influence the stress response
and contribute to this population’s higher prevalence of the
syndrome.

Takotsubo generally has a favorable prognosis, with most
individuals recovering entirely within days to weeks. However,
the condition can sometimes lead to significant morbidity and
mortality. Complications associated with Takotsubo syndrome
include acute heart failure, arrhythmias, and, rarely, cardiogenic
shock. The mortality rate of Takotsubo is estimated to be around
1-4%, with some studies reporting higher rates in specific
populations, such as older individuals or those with underlying
comorbidities [23,25,28].

Clinical Presentation

The clinical presentation of Takotsubo cardiomyopathy
involves a range of symptoms, signs, and other findings. Patients
often experience chest pain similar to a heart attack due to acute

coronary syndrome. The pain may be severe and radiate to the
neck, arm, or back. Also, palpitations, syncope, breathlessness,
or difficulty breathing are common symptoms at rest or with
exertion. Frequently, patients also exhibit profound fatigue or
weakness due to compromised cardiac function. Moreover,
hypotension may be observed due to impaired left ventricular
function, pulmonary congestion signs (crackles or wheezing), and
jugular venous distension. The latter signs will indicate severe
disease with fluid overload [30].

The most frequently observed clinical features in Takotsubo
cardiomyopathy (TC) patients are chest pain and difficulty
breathing. According to a study, chest pain was reported in 185 out
of 273 patients (67.8%, 95% Cl: 62.0-73.0%; range: 20-94.7%),
while dyspnea was present in 40 out of 225 patients (17.8%,
95% CI: 13.3-23.3%; range: 4.5-55.5%) [31]. More severe clinical
presentations, such as cardiogenic shock (4.2%, 95% CI: 2.4-
7.4%) and ventricular fibrillation (VF) (1.5%, 95% CI: 0.65-3.9%),
can also occur [32]. Atypical Takotsubo syndrome (TS) exhibits
distinct features compared to typical TS. These differences include
an earlier onset in younger individuals, a higher occurrence of ST-
segment depression on electrocardiograms, a greater prevalence
of neurological disorders, a less significant reduction in left
ventricular ejection fraction, and lower levels of brain natriuretic
peptide upon admission [33,34].

It should be noted that Takotsubo’s clinical presentation
may resemble that of acute myocardial infarction (AMI), which
presents symptoms such as severe, crushing, or squeezing chest
pain that may radiate to the left arm, jaw, or back. Shortness of
breath, sweating, nausea, and pain in other areas, such as the
jaw, neck, shoulder, arm, or upper abdomen, are also commonly
reported. Given the similar presentation of both cardiac
conditions, the only definite way to differentiate between them
is during imaging studies. In AMI, coronary angiography typically
reveals significant blockages in the coronary arteries, while in TC,
the coronary arteries usually appear normal or may show minor
abnormalities. Also, in Takotsubo, an echocardiogram will exhibit
the typical imaging finding of left ventricle dysfunction [30,35].

It is worth noting that the clinical presentation of Takotsubo
cardiomyopathy can vary between individuals, and not all
symptoms and findings may be present in every case. Diagnosing
Takotsubo cardiomyopathy requires
considering the clinical presentation, imaging studies, and
exclusion of other possible causes [30].

careful  evaluation

Diagnosis & Differentials

Diagnosing Takotsubo syndrome is challenging because
its clinical phenotype can closely resemble acute myocardial
infarction concerning electrocardiogram (ECG) abnormalities
and biomarkers. There is currently a lack of a widely established
non-invasive tool that allows a rapid and reliable diagnosis of
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TTS, coronary angiography with left ventriculography is the
gold standard for diagnosis to exclude or confirm TTS. Recently,
research groups proposed new criteria for TTS and developed
international diagnostic criteria (InterTAK Diagnostic Criteria)
[34,36]. Criteria are described as follows:

1.  Patients show transient left ventricular (LV) dysfunction
(hypokinesia, akinesia, or dyskinesia) presenting as apical
distension or focal, basal, or mid ventricular wall motion
abnormalities. Right ventricular involvement may be present.
In addition to these regional patterns of wall movement, there
may be transitions between all types. The regional wall motion
abnormality usually extends beyond a single epicardial vascular
distribution; however, there may be rare cases in which the
regional wall motion abnormality is present in the subtended
myocardial territory of a single coronary artery (focal TTS) [34].

2. Anemotional, physical, or combined trigger may precede
the Takotsubo syndrome event, but this is not required [34].

3. Neurological disorders (e.g. subarachnoid
hemorrhage, stroke/transient ischemic attack, or seizures) and

pheochromocytoma may trigger takotsubo syndrome [34].

4.  Thereare new ECG abnormalities (ST-segment elevation,
ST segment depression, T wave inversion, and QTc interval
prolongation); however, there are rare cases without ECG changes.

5. Inmostcases, cardiac biomarkers (troponin and creatine
kinase) are moderately elevated; a significant elevation of brain
natriuretic peptide is common [34].

6.  Significant coronary artery disease does not contradict
Takotsubo syndrome [34].

7.  Patients have no evidence of infective myocarditis [34].

8.  Postmenopausal women are predominantly affected
[34].

The most common and widely recognized type of TTS is
the apical bulging type, also known as the typical form of TTS,
which occurs in the majority of cases. Atypical TTS types have
been recognized more frequently, with wall motion patterns:
midventricular, basal, and focal [37]. The International Takotsubo
Registry’s first results indicate that most 1750 patients analyzed
are female (female-to-male ratio, 9:1) and, interestingly, more
prone to emotional stressors [36]. The International Takotsubo
Registry developed InterTAK Diagnostic Score to provide a model
to estimate the probability of TTS’s presence and can distinguish
TTS from SCA with high sensitivity and specificity [36-37]. Points
were assigned to each criterion, according to their diagnostic
importance: female sex 25 points, emotional trigger 24 points,
physical trigger 13 points, absence of ST-segment depression
(except in aVR shunt) 12 points, psychiatric disorders 11 points;
neurological disorders 9 points and QTc prolongation 6 points.

Points were then added to a given patient to result in a score value
ranging from 0 to 100 [38].

Electrocardiogram: ECG is abnormal in most patients with
TTS, usually demonstrating ischemic ST-segment elevation,
T-wave inversion, or both [39]. In the InterTAK Registry, ST-
segment elevation was present in 44%, ST-segment depression
in 8%, T-wave inversion in 41%, and left bundle branch block in
5% [39]. In both acute coronary syndrome (ACS) and TTS, the
ECG demonstrates a time course typically with the resolution of
initial ST-segment elevation (if present), followed by progressive
T-wave inversion and QT interval prolongation for several days,
with subsequent gradual resolution of T-wave inversion and QT
prolongation over days to weeks [40]. Patients with ST-segment
elevation should undergo urgent coronary angiography (CAG)
with left ventriculography to exclude acute myocardial infarction
(AMI). In patients with non-ST-segment elevation, the InterTAK
Diagnostic Score can be considered. While an InterTAK Score <70
points suggest a low to intermediate probability of TTS, a score
270 indicates a high probability of TTS [41].

Imaging studies: patients with a low probability should
undergo CAG with left ventriculography, while in patients with
a high score, transthoracic echocardiography (TTE) should be
considered. In the absence of a circumferential ballooning pattern,
CAG is recommended. In stable patients with circumferential
ballooning  patterns, computed  tomography
angiography (CCTA) is favored to exclude coronary artery disease
(CAD). In unstable patients, typical complications of TTS, such
as left ventricular outflow tract obstruction (LVOTO), should be
determined with TTE and CAG to rule out AMI safely. In patients
with normal coronaries on CCTA or CAG and typical ballooning
patterns without ‘red flags’ of acute infectious myocarditis, TTS

coronary

is the most likely diagnosis and can be confirmed after follow-up
echocardiography. In case of positive ‘red flags’ of acute infectious
myocarditis, cardiac magnetic resonance (CMR) should be
performed to confirm the diagnosis [41].

Biomarkers: in a study with a retrospective and prospective
double phase, it was found that a cut-off hs-TnT/CKMB ratio of
0.015 distinguished TS from MI with a sensitivity of 85.7% and a
specificity of 67.6% (95% CI: 0.71-0.89) in the retrospective phase.
In the prospective phase, a ratio of 0.017 differentiated TS from
MI, with a sensitivity of 83.3% and a specificity of 78.1% (CI: 0.83-
0.94). The hs-TnT/CKMB ratio is a readily available parameter
that could be used in conjunction with clinical risk scores, other
biomarkers, and ECG findings to discriminate between TS and
MI [42]. TS is associated with marked and persistent elevation
of NT-proBNP/BNP levels, which correlates with the extent of
catecholamine increase and the severity of LV systolic dysfunction
[43]. Recently published studies focused on the potential utility
of the release and circulation of specific microRNAs (miRNAs)
associated with TTS onset [44]. Interleukin (IL)-6 levels appear

How to cite this article: Allan Roberto Bueso Pineda, Thulasi Ram Gudi, Ronald Mauricio Blanco Montecino, Claudia Liliana Gutierrez Cornejo, Felix Ricardo
m Bonilla Bonilla, et al. An Overview of Takotsubo Cardiomyopathy, a Potential Mimic of Acute Myocardial Infarction. J Cardiol & Cardiovasc Ther. 2023; 18(4): 555993.

DOI: 10.19080/JOCCT.2023.18.555993


http://dx.doi.org/10.19080/JOCCT.2023.18.555993

Journal of Cardiology & Cardiovascular Therapy

less elevated, while those of IL-7 are more elevated in TS compared
with AMI [45]. In patients with biventricular involvement, it has
been shown that plasma concentrations of the stress-responsive

Table 1: Takotsubo vs. Acute Coronary Syndrome.

cytokine growth differentiation factor-15 increased more rapidly
after the onset of TS [46]. A comparison between Takotsubo and
Acute Coronary Syndrome is depicted on Table 1.

FEATURES TAKOTSUBO ACS
Population at risk Women > Men Men > Women
Presentation Chest pain, dyspnea, arrhythmias, heart failure, cardiogenic shock, sudden death
ST-segment elevation (12% of cases) or depression, T-wave inver- ST-segment elevation (STEMI) or depression
EKG sion, QTc prolongation (50% of cases) (NSTEMI), T-wave inversion
*Seen in multiple vascular regions *Seen in specific vascular regions
Echocardiography Hypokinesia or akinesia (apical, midventricular, basal, or focal) Regional wall motion abnormalities
. Absence of obstructive CAD and/or intravascular imaging sugges- .
Coronary angiography tive if acute plaque destabilization CAD with acute plaque rupture and thrombus
MRI Myocardial edema and regional wall motion abnormalities
Troponin: mild elevation Troponin: significant elevation
Biomarkers NTproBNP: significant elevation NTproBNP: mild elevation
NTproBNP/Tnl ratio 2235 NTproBNP/Tnl ratio 82
NTproBNP/CK-MB ratio 678 NTproBNP/CK-MB ratio 28

Treatment Strategies

Currently, no guidelines are established for managing
Takotsubo syndrome [47]. Therefore, treatment will be
determined by the presence of left ventricular outflow
tract obstruction (LVOTO), hemodynamic compromise, and
complications. The first step will be to evaluate the patient’s
hemodynamic status, followed by echocardiography to detect the
presence of LVOTO and examination of wall motion abnormality;
for example, right ventricular hypokinesis occurs in 33% of the
cases [48]. Hemodynamically stable patients are treated with
antihypertensive medications such as diuretics, ACE inhibitors,
and B-blockers. In individuals with impaired motion of the LV
apex, anticoagulant treatment is administered to prevent any
thromboembolic event. Intra-aortic balloon pump equipment and
cardiac circulatory support are used to treat hemodynamically
unstable patients [49].

The presence of a left ventricular outflow tract (LVOTO) is
significant for managing Takotsubo syndrome; in previously
published studies, LVOT obstruction was evident in 25%-33% of
the population studied. [50,51]. It is critical to avoid the use of
inotropic drugs, volume depletion, and vasodilator therapy; the
therapy for LVOTO accepted is a b-blocker or an a-agonist. There is
an exception to using inotropic medications in hypotensive cases
due to LV systolic failure that does not have LVOTO. However, it
will be short. Lastly, consider the Intra aortic balloon pump as a
last resort if LVOTO is refractory.

Complications such as heart failure (HF), thromboembolism,
and shock are expected. Therefore, the management has to
be personally addressed. There are no specific steps to follow
in patients with HF in TTS. Hence HF with reduced ejection

DOI: 10.19080/JOCCT.2023.18.555993

fraction management should be followed. Anticoagulation with
vitamin K antagonist (warfarin) for three months is indicated
when an intraventricular thrombus is detected. Cardiogenic
shock increased around 10% of in-hospital mortality during the
acute phase of TTS; hypokinesis of the wall is unrelated to the
development of hypotensive status or shock [47].

The role of beta-blockers use in pre-admission of the
hospital when an adverse cardiovascular event happens has been
demonstrated to increase the risk of all-cause complications
and cardiac decompensation within the acute phase of TTS and
has been linked to upregulation of b-adrenergic receptors with
chronic beta-blocker therapy [52].

Disease Prognosis & Potential Complications

Takotsubo syndrome (TTS) was initially considered benign
due to its self-limiting clinical course [53]. However, during the
acute stage, a substantial number of patients develop severe
complications [54]. Some of these, which can affect ionotropic
function, include acute heart failure, LV outflow tract obstruction
(LVOTO), the presence of LV thrombus, and cardiogenic shock.
Also, arrhythmias, heart failure (including pulmonary edema and
cardiogenic shock), thromboembolism, cardiac arrest, and rupture
can be severe complications in many patients with TTS [55].
Once the diagnosis has been established, conducting continuous
telemetry monitoring and repeated echocardiograms is crucial to
identify these complications [53]. Moreover, cardiogenic shock can
develop in up to 5%-10% of patients with TTS. Its development is
associated with physical triggers, young age, and low LV ejection
fraction. The mortality rate in TTS with shock is approximately
ten times higher. The management can be categorized into cases
with and without LVOTO [54].
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Recent studies have shown comparable rates of severe in-
hospital complications between TTS and acute coronary syndrome
[55]. While catecholamine use, cardiogenic shock, resuscitation,
and death rates seem equal in both conditions, TTS has been
associated with a higher application of invasive or noninvasive
ventilation. Up to twenty percent of patients with TTS will
develop an in-hospital complication related to hemodynamic and
electrical instability during the acute phase of the disease [4]. Not
only similarities in hospital complications have been described
between TTS and acute coronary syndrome, but also rates of
significant adverse cardiac or cerebrovascular event development
(which for TTS are reported around 9.9% per patient-year), and
death (with a rate of 5.6% per patient-year). Approximately five
percent of patients with a Takotsubo cardiomyopathy episode will
have a recurrent event [56].

To understand the prognostic factors affecting Takotsubo
cardiomyopathy, X. Lu et al. performed a systematic review
that analyzed over 60 observational studies. While female sex
and emotional triggers were associated with lower short and
long-term mortality, male sex, physical triggers, chronic kidney
disease, and malignancy led to poorer outcomes [56]. Previous
studies indicated that ACEIs and ARBs prescription after
discharge was associated with better prognosis [54]. However,
the authors reported an uncertain effect. Also, Beta-blockers’ role
in short- and long-term mortality remains undetermined, which
is aligned with previous data [53]. Mood disorders have been
found to have an uncertain effect on Takotsubo cardiomyopathy,
with different studies reporting divergent results, which may be
related to different protocols utilized to identify mood disorders.
Left ventricle recovery is essential for long-term prognosis, with
early recovery associated with better long-term results and late
recovery with less favorable outcomes [56-60].

Conclusion

Takotsubo stress-induced

or broken heart syndrome, is a unique cardiac condition

syndrome, cardiomyopathy

characterized by reversible left ventricular dysfunction.
Understanding its epidemiology, risk factors, clinical presentation,
diagnosis, treatment, and prognosis is crucial for comprehensive
management. Epidemiologically, Takotsubo syndrome
predominantly affects postmenopausal women, although it can
occur in men and individuals of all ages. The precise incidence and
prevalence are not well-defined, but it is increasingly recognized
and diagnosed due to improved awareness and diagnostic
criteria. Various risk factors have been associated with Takotsubo,
including emotional or physical stressors such as bereavement,
relationship issues, medical illness, or surgical procedures.
Additionally, there is evidence of an association with psychiatric
disorders, particularly anxiety and depression. The clinical
presentation of Takotsubo often resembles acute myocardial

infarction, with symptoms such as chest pain or discomfort,

shortness of breath, palpitations, and fatigue. However, the
absence of significant coronary artery disease on angiography and
the characteristic apical ballooning or other regional wall motion
abnormalities seen on echocardiography help differentiate it
from myocardial infarction. The diagnosis of Takotsubo relies
on clinical presentation, electrocardiographic changes, elevated
cardiac biomarkers, and characteristic findings in imaging studies,
particularly echocardiography. Additional tests, such as coronary
angiography, may be performed to exclude significant coronary
artery disease. The management of Takotsubo syndrome involves
supportive care, including addressing the underlying triggers or
stressors, symptomatic treatment, and close monitoring of cardiac
function and hemodynamics. In most cases, the left ventricular
dysfunction resolves spontaneously within days to weeks, and the
prognosis is generally favorable, with a low risk of recurrence or
long-term complications. However, complications like cardiogenic
shock or arrhythmias can occur in rare instances, necessitating
more intensive management.

In summary, timely recognition, accurate diagnosis, and
appropriate supportive care contribute to a favorable prognosis
for most individuals affected by this syndrome. In addition to
the existing knowledge, further research studies are necessary
to understand the underlying pathophysiology of Takotsubo
syndrome comprehensively. Despite advances in diagnostic
techniques and clinical management, the precise mechanisms
behind the development and progression of this condition
still need to be understood. Conducting more investigations
will provide valuable insights into the intricate interplay of
neurohormonal, vascular, and cardiac factors
Takotsubo syndrome. A deeper understanding of physiopathology
will facilitate the development of targeted therapeutic strategies
and enhance patient outcomes. Continued scientific inquiry and
collaboration are essential to unraveling the complexities of this
intriguing cardiac syndrome.
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