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Abstract

Peripartum cardiomyopathy (PPCM) poses a significant challenge in 
maternal health, characterized by heart failure with reduced ejection 
fraction during late pregnancy or early postpartum. Despite advances 
in understanding PPCM, it remains life-threatening with substan-
tial maternal morbidity and mortality. This article reviews the epi-
demiology, etiology, diagnostic challenges, management strategies, 
and outcomes associated with PPCM. A case report of a 29-year-old 
woman with PPCM is presented, emphasizing the importance of early 
recognition and tailored management. The patient’s presentation was 
marked by atypical symptoms, including dysuria, lumbar pain, per-
sistent fever, and oral intake intolerance. Despite aggressive medical 
intervention, the patient experienced a tragic outcome, succumbing 
to cardiopulmonary arrest within 48 h of admission. This case under-
scores the challenges in diagnosing and managing PPCM, particularly 
when presenting with nonspecific symptoms and emphasizes the ur-
gent need for improved diagnostic criteria and therapeutic interven-
tions to mitigate adverse outcomes in affected individuals.
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Introduction

Peripartum cardiomyopathy (PPCM) represents a significant 
challenge in maternal health, manifesting as heart failure with 
reduced ejection fraction during late pregnancy or in the early 
postpartum period. Despite advances in understanding PPCM, 

it remains a life-threatening condition associated with substan-
tial maternal morbidity and mortality due to its timing and in-
dividual characteristics [1]. It was first described in the late 
1800s, but it is only in recent decades that it has gained recog-
nition as a distinct cardiac condition.

The incidence of PPCM varies globally, ranging from one 
in 968 to one in 4,000 live births. In the USA, it affects ap-
proximately one in 2,230 births, with an increasing trend noted 
over time. Asian countries exhibit varying rates, with Japan 
reporting a lower incidence than other parts of Asia. Addition-
ally, countries like Haiti and Nigeria report cases from one in 
300 and one in 100 live births, respectively [2]. This condi-
tion also carries significant morbidity and mortality, with rates 
ranging from 0% to 40% globally. African regions have higher 
prevalence and worse outcomes, with mortality rates reaching 
47.4% in Nigeria. Also, African and African American women 
face elevated risk compared to Caucasian populations, high-
lighting socioeconomic and health care access disparities [3].

PPCM is characterized by left ventricular systolic dys-
function, often with a reduced ejection fraction below 45%, 
occurring in previously healthy young women without iden-
tifiable cardiac causes [4]. The etiology of PPCM is complex 
and multifactorial, involving factors such as oxidative stress, 
hormonal influences, inflammation, and genetic predisposi-
tion. While the precise mechanisms underlying PPCM remain 
elusive, recent research has implicated antiangiogenic 16-kDa 
prolactin (PRL) as a key trigger, leading to cardiomyocyte 
damage via microRNA-mediated pathways [2].

PPCM is likely multifactorial in origin with several im-
plicated risk factors, these include advanced maternal age, Af-
rican origin, preeclampsia, use of tocolytics, twin pregnancy, 
high parity, obesity, poor socioeconomic status, malnutrition, 
customary birth practices, and selenium deficiency [4]. The 
mean age of PPCM onset is typically around 30 to 31 years, 
with incidence rising with age, especially among women over 
40. Additionally, PPCM disproportionately affects women of 
African descent, particularly African Americans, who are sig-
nificantly more likely to develop PPCM compared to White or 
Hispanic women; factors like high parity rates, socioeconomic 
status, and hypertension may contribute to this racial dispar-
ity. Furthermore, higher gravidity, parity, and multigestational 
pregnancies increase the likelihood of PPCM. Hypertensive 
disorders of pregnancy, including gestational hypertension and 
preeclampsia, are strongly linked too, consequently, managing 

Manuscript submitted April 13, 2024, accepted June 14, 2024
Published online July 18, 2024

aFaculty of Health Sciences, Universidad Simon Bolivar, Barranquilla, Co-
lombia
bFaculty of Health Sciences, Universidad Del Norte, Barranquilla, Colombia
cLa Misericordia Clinica Internacional, Barranquilla, Colombia
dCorresponding Author: Diana Marcela Perea Rojas, Faculty of Health Sci-
ences, Universidad Simon Bolivar, Barranquilla, Colombia. 
Email: diana.perea@unisimon.edu.co

doi: https://doi.org/10.14740/jmc4228

https://crossmark.crossref.org/dialog/?doi=10.14740/jmc4228&domain=pdf&date_stamp=2024-07-15
https://orcid.org/0000-0001-8821-6428


Articles © The authors   |   Journal compilation © J Med Cases and Elmer Press Inc™   |   www.journalmc.org172

Peripartum Cardiomyopathy Mortality J Med Cases. 2024;15(8):171-179

hypertensive disorders during pregnancy is crucial in reducing 
the risk of PPCM [5].

Diagnostic challenges persist in PPCM, necessitating a 
comprehensive evaluation incorporating clinical suspicion, 
advanced imaging modalities such as echocardiography, and 
the exploration of potential biomarkers to aid in early detection 
and differentiation from physiological changes of pregnancy 
[1].

Management strategies for PPCM are currently based on 
general heart failure protocols [5], with bromocriptine emerg-
ing as a specific treatment by inhibiting PRL secretion from 
the pituitary gland [1, 4]. However, the response to treatment 
varies among patients, highlighting the need for further re-
search into alternative pathophysiological pathways and novel 
therapeutic targets [5].

In this case report, we present a 29-year-old woman of 
mixed ethnicity who presented with dysuria, lumbar pain, per-
sistent fever and oral intake intolerance, ultimately diagnosed 
with PPCM. We discuss the clinical presentation, diagnostic 
workup, management approach, and outcomes of this case in 
the context of existing literature and current understanding of 
PPCM. This case highlights the importance of early recogni-
tion and tailored management in improving outcomes for pa-
tients with PPCM.

Case Report

The case involves a 29-year-old woman at 22.4 weeks of ges-
tation as determined by ultrasound, a non-smoker of mixed 
ethnicity housewife from an urban area, with a history of three 
pregnancies and two cesarean sections, both with high risk due 
to extreme prematurity. She also had a previous hospitalization 
for an Escherichia coli (E. coli) urinary tract infection treated 
with antibiotic therapy, followed by discharge.

She was admitted to the emergency unit with a 15-day his-
tory of dysuria, lumbar pain, persistent fever and oral intake 

intolerance. On physical examination, she presents hypoten-
sion, tachycardia, tachypnea, fever, no neurological signs, tol-
erance to ambient oxygen, and fetal tachycardia on Doppler, 
likely secondary to maternal fever (Table 1). As an important 
note, the patient reported receiving treatment 4 days ago for 
the urinary tract infection with sultamicillin at another health-
care center. However, due to experiencing an allergic reaction 
to this medication, she discontinued it.

Given these findings, sepsis with a probable urinary fo-
cus was considered. Hydration replacement was initiated with 
0.9% saline solution at 120 mL/h via infusion pump, and 
broad-spectrum antibiotic therapy with intravenous piperacil-
lin-tazobactam 4.5 g every 6 h after obtaining a urine culture. 
The patient was transferred to the intensive care unit for multi-
disciplinary management.

In the intensive care unit, prophylactic thrombosis therapy 
was initiated with subcutaneous enoxaparin 60 mg every 24 h, 
progesterone 200 µg intravaginally every 24 h due to history of 
premature delivery and short cervix, and nasal cannula oxygen 
therapy at 3 L/min. Additionally, due to experiencing vomit-
ing, she was given antiemetic therapy, and the previously initi-
ated analgesic and empirical antibiotic therapy was continued.

The patient subsequently continued to present blood pres-
sure readings with a tendency towards hypotension, tachycar-
dia and tachypnea. Due to these findings, in order to maintain 
vital organ function, restore circulating blood volume and im-
prove organ perfusion, fluid resuscitation was initiated with a 
500 mL bolus of 0.9% saline solution. Additionally, laboratory 
results showed respiratory alkalosis in arterial blood gases, 
neutrophilia in the complete blood count (Table 2), conse-
quently, a 15 mL bicarbonate ampule was administered.

Following this, due to the patient’s persistent tachycardia, 
hypotension, tachypnea, and a history of recurrent urinary tract 
infections, she was considered at high risk for Pseudomonas 
and multidrug-resistant bacteria producing beta-lactamases. 
Therefore, the spectrum of antibiotics was broadened to car-
bapenems, and intravenous meropenem 2 g every 8 h for 48 h 

Table 1.  Vital Signs Record

Date Time Blood pres-
sure (mm Hg)

Heart rate 
(beats/min)

Respiratory rate  
(breaths/min) SaO2 (%) Temperature (°C)

August 22, 2023 12:50 82/60 112 22 99 37.8
16:19 109/64 120 19 96 36.8
23:16 86/48 113 34 100 36.4

August 23, 2023 11:10 84/61 119 37 97 37.0
15:54 80/45 141 41 99 37.0

Source: patient’s medical chart, 2023.

Table 2.  Arterial Gases Record

Date pH PO2 (mm Hg) PCO2 (mm Hg) HCO3 (mmol/L) BE (mmol/L) Lactate
August 22, 2023 7.47 104.0 25.0 18.2 -4.1 2.4
August 23, 2023 7.39 189.9 25.0 15.8 -9 1.1

Source: patient’s medical chart, 2023. PO2: partial pressure of oxygen; PCO2: partial pressure of carbon dioxide; HCO3: bicarbonate; BE: base 
excess.
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was initiated, followed by 1 g every 8 h thereafter.
The following day, she reported dyspnea on moderate 

exertion with accessory muscles with signs of hemodynamic 
instability such as somnolence and precordial pain. An elec-

trocardiogram showed ST segment elevation in the inferior 
leads, with troponin T levels of 610.3 pg/mL, and pro-B-type 
natriuretic peptide (proBNP) levels of 8,397 pg/mL, prompt-
ing an urgent repeat chest X-ray that indicated acute heart fail-
ure (Fig. 1).

Additionally, a transthoracic echocardiogram (Fig. 2 and 
Table 3) showed a mild concentric ventricular hypertrophy and 
global akinesia with a left ventricular ejection fraction (LVEF) 
of 23%, depressed right ventricular systolic function, and mild 
pericardial effusion, leading to a diagnosis of heart failure with 

Table 3.  Transthoracic Echocardiogram Measurements

Measurement Patient 
values

Reference 
values

Aortic root 23 27 - 38 mm
Left atrium 31 27 - 40 mm
Right ventricle 23 21 - 35 mm
Septum in diastole 11 6 - 11 mm
Left ventricle in diastole 53 38 - 58 mm
Posterior wall in diastole 11 6 - 11 mm
Left ventricle in systole 48 21 - 40 mm
Left ventricle ejection fraction 23% > 50%

Source: patient’s medical chart, 2023.

Figure 1. Chest X-ray. Figure shows enlarged cardiac silhouette, bi-
lateral pulmonary vascular congestion and diffuse interstitial edema 
consistent with pulmonary congestion (source: patient’s medical chart, 
2023).

Figure 2. Transthoracic echocardiogram. Transthoracic echocardiogram shows left ventricular ejection fraction of 23%, right 
ventricle with moderately depressed systolic function, mild pericardial effusion and indirect signs with intermediate probability of 
pulmonary hypertension (Source: patient’s medical chart, 2023).
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depressed ejection fraction (Stevenson class C) and acute res-
piratory failure secondary to cardiomyopathy. Consequently, 
treatment was initiated with a single dose of the inotropic 
agent dobutamine, administered as two intravenous ampules, 
and loop diuretic furosemide 40 mg bolus followed by 20 mg 
every 8 h.

Subsequently, the patient developed acute respiratory 
failure requiring 50% Venturi mask, which progressed to non-
rebreather mask at 15 L/min. However, she continued to ex-
hibit poor respiratory mechanics and hemodynamic instability 
necessitating vasopressor support with norepinephrine. Fi-
nally, 28 h after admission, the patient experienced cardiores-
piratory arrest with ventricular fibrillation, cardiopulmonary 
resuscitation with chest compressions, and inotropic support 
was initiated without recovery of spontaneous circulation for 
more than 30 min; therefore, an emergency cesarean section 
was performed due to the state of cardiopulmonary arrest. An 
extremely premature without heartbeat was delivered, and re-
suscitation efforts were initiated for 10 min without recovery 
of vital signs. Figure 3 summarizes the timeline of the patient.

Discussion

PPCM is a serious condition marked by reduced left ventricu-
lar function during or after pregnancy, often leading to heart 
failure. It is distinct from other cardiomyopathies due to its 
timing and unique features [1] with a higher prevalence and 
significantly worse outcomes reported amongst African wom-
en; the variable incidence between and within countries could 
be attributed to the differences in prevalence of both genetic 
and non-genetic risk factors, as well as disparities in socioeco-
nomic status and access to healthcare [3].

The patient in the case report exhibited several risk factors 
associated with PPCM, including a history of multiple preg-
nancies, previous cesarean sections, and a urinary tract infec-
tion, which align with the known risk factors outlined in the 
literature. These risk factors include advanced maternal age, 
high parity, and hypertensive disorders of pregnancy, all of 
which increase the likelihood of developing PPCM.

Various mechanisms are implicated in PPCM, including 
hemodynamic stresses of pregnancy, vasculo-hormonal fac-
tors, inflammation, immunology, genetics, autoantibodies, 
myocarditis, and hemodynamic stress. PPCM is considered 
primarily idiopathic, but several plausible etiologies have been 
proposed. Vasculo-hormonal factors play a role in PPCM, 
particularly angiogenic imbalance accentuated by preeclamp-
sia [6]. In a recent multicenter study involving women with 
PPCM, researchers observed a significant link between levels 
of activin A and sFlt-1 and both systolic and diastolic blood 
pressure, particularly in those with a history of hypertensive 
disorders of pregnancy, like preeclampsia. These findings sug-
gest that women with PPCM and a history of HDP may have 
a different vascular profile compared to those without such a 
history [7].

Increased oxidative stress and apoptosis, triggered by hor-
monal factors like prolactin, also contribute to PPCM patho-
genesis. Evidence suggests that a proinflammatory state could 

be a factor in the pathophysiology of PPCM, as supported by 
studies indicating elevated levels of proinflammatory cytokines 
such as interleukin-6, tumor necrosis factor-α, interferon-γ, C-
reactive protein, and soluble death receptor sFas/Apo1 circu-
lating in the body [8]. In this case, upon admission, the patient 
exhibited signs of sepsis with a probable urinary focus, and 
her clinical presentation included hypotension, tachycardia, 
tachypnea and fever, indicating systemic inflammation and 
hemodynamic instability, which were a critical trigger for the 
development of PPCM.

Genetic factors play a significant role too. It is believed that 
about 15-20% of PPCM cases may involve a genetic predisposi-
tion, with mutations in genes like TTN, FLNC, DSP, and BAG3, 
which interacts with environmental factors such as low serum 
selenium levels. This electrolyte is crucial for antioxidant en-
zyme function, and its deficiency can promote oxidative stress 
and myocardial injury, potentially exacerbating other contribut-
ing factors like viral infections such as myocarditis [5, 6]. Other 
research suggests that one prominent pathophysiologic theory 
implicates prolactin, which can undergo enzymatic changes, 
leading to vasoconstriction, inflammation, and impaired heart 
muscle function. Additionally, disturbances in proangiogenic 
and antiangiogenic factors may play roles in PPCM develop-
ment, affecting endothelial repair and function [1].

Regarding the diagnosis, women with PPCM typically 
present in the last month of pregnancy or the first 5 months 
postpartum, exhibiting symptoms such as dyspnea on exer-
tion, orthopnea, paroxysmal nocturnal dyspnea, lower extrem-
ity edema, fatigue, chest pain, and cough. Severe cases may 
present in cardiogenic shock, resembling conditions like myo-
cardial infarction (MI), pulmonary embolism (PE), or amni-
otic fluid embolism, while some may have severe arrhythmias. 
Physical examination may reveal signs like pulmonary rales, 
raised jugular venous pressure, peripheral edema, tachypnea, 
tachycardia, and irregular peripheral pulses, along with mur-
murs of mitral and tricuspid regurgitation [6].

However, early signs often present atypically, complicat-
ing diagnosis for healthcare providers, while delayed medi-
cal consultation by patients exacerbates prognostic outcomes. 
Consequently, diagnosis typically relies on exclusion, leading 
to treatment delays and increased morbidity and mortality 
rates. Thus, differential diagnosis primarily involves distin-
guishing PPCM from conditions such as preeclampsia, pul-
monary thromboembolism, amniotic fluid embolism, pulmo-
nary edema due to other causes, acute MI, and acute coronary 
dissection, among others [9]. The symptoms exhibited by this 
patient, such as dysuria, lumbar pain, persistent fever, and oral 
intake intolerance, are atypical for PPCM. However, they sug-
gest an underlying infectious process, likely a urinary tract 
infection, as the initial trigger for PPCM development in this 
case. The patient’s history of a urinary tract infection followed 
by sepsis indicates a potential link between infection-induced 
inflammatory response and PPCM pathogenesis. Sepsis can 
lead to systemic inflammation and myocardial injury, exacer-
bating the risk of PPCM development, particularly in suscep-
tible individuals.

Echocardiography serves as the primary imaging tech-
nique based on criteria established by the PPCM Working 
Group of the European Society of Cardiology. While left ven-
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Figure 3. Case timeline. Figure summarizes the case presentation of the patient, exam findings, symptoms, treatments and pro-
gression to cardiorespiratory arrest (source: made by authors, 2024). ICU: intensive care unit; IV: intravenous; LVEF: left ventricular 
ejection fraction; PO2: partial pressure of oxygen; PCO2: partial pressure of carbon dioxide; HCO3: bicarbonate; BE: base excess.
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tricular dilation may not always be present, a reduced LVEF 
below 45% is a hallmark, with left ventricular end-diastolic 
diameter exceeding 60 mm and LVEF dropping below 30% 
indicating poorer prognosis [5]. Additional echocardiographic 
findings may include right ventricular dilatation and dysfunc-
tion, pulmonary hypertension, enlargement of the left atrium 
or biatrial, functional regurgitation of the mitral and tricuspid 
valves, as well as intracardiac thrombosis [10]. Additionally, 
since physiological ventricular hypertrophy occurs during 
pregnancy due to the increase in maternal blood volume, it 
may be found in the echocardiography as well [11].

Although echocardiography is the first imaging op-
tion, magnetic resonance imaging (MRI) offers more precise 
measurements of chamber volumes and ventricular function, 
especially detecting left ventricular thrombus. MRI, particu-
larly with gadolinium, aids in diagnosing myocarditis, but this 
contrast should be avoided during pregnancy unless absolutely 
necessary [12].

Diagnostic evaluation also includes serum B-type natriu-
retic peptide (BNP) and N-terminal pro-BNP levels, which are 
often elevated in PPCM but show minimal increases in normal 
pregnancy and moderate increases in preeclampsia. Electro-
cardiography plays a vital role too, with over 95% of PPCM 
patients exhibiting abnormalities such as signs of left ventricu-
lar hypertrophy, tachycardia, nonspecific T wave changes, left 
atrial dilation, or conduction abnormalities [11]. On the other 
hand, chest X-ray aids in identifying cardiac enlargement and 
pulmonary edema, as well as ruling out other conditions mim-
icking heart failure particularly in low- and middle-income 
countries [4, 6].

Prompt diagnosis and comprehensive management are es-
sential for pregnant women with acute heart failure, requiring 
collaboration among various medical specialists including cardi-
ologists, intensivists, obstetric physicians, neonatologists, anes-
thesiologists, and cardiac surgeons. The management approach 
prioritizes both maternal and fetal well-being, with therapeutic 
strategies tailored to the severity of heart failure categorized un-
der the “BOARD” acronym that includes bromocriptine, oral 
heart failure drugs, anticoagulation, relaxants and diuretics [6].

Bromocriptine is being employed as a supplementary 
treatment to inhibit the 16-KDa receptor implicated in the dis-
ease process, aiming to restore left ventricular function, the 
treatment protocol involves administering 2.5 mg every 12 h 
for 15 days, followed by a maintenance dose of 2.5 mg per 
day for 6 weeks [13, 14]. The oral heart failure drugs used are 
beta-blockers, hydralazine and digoxin which are considered 
safe during pregnancy; however, medications like angiotensin-
converting enzyme inhibitors, angiotensin receptor blockers, 
sacubitril-valsartan, sodium-glucose cotransporter 2 inhibi-
tors, and mineralocorticoid receptor antagonists should be 
avoided during pregnancy [15].

On the other hand, for managing fluid levels, dietary so-
dium restriction is the first-line approach, while loop diuretics 
are safe for patients with peripheral or lung fluid buildup. It 
is important to note that neonates born to mothers who used 
thiazide diuretics during pregnancy have been reported to 
experience bleeding diathesis and hyponatremia. To mitigate 
potential risks, beta 1-selective drugs like metoprolol are pre-
ferred due to their reduced interference with beta 2-mediated 

uterine relaxation and peripheral vasodilatation. In instances 
where PPCM coexists with conditions such as preeclampsia or 
gestational hypertension, the utilization of labetalol is advanta-
geous [15, 16].

In some cases where inotropic treatment has not been 
effective, the use of levosimendan is considered. This is the 
first available agent in the class of drugs known as calcium 
sensitizers. It enhances myocardial contractility by sensitizing 
calcium-sensitive myofilaments without significantly elevat-
ing intracellular calcium levels, it also exhibits superiority 
over both placebo and dobutamine in managing chronic heart 
failure and may enhance the mechanical efficiency of the right 
ventricle; however, its efficacy in cardiogenic shock requires 
further confirmation [17].

The consideration of temporary mechanical circulatory sup-
port, such as ventricular assist device therapy or extracorporeal 
membrane oxygenation (ECMO), in patients with hemodynam-
ic instability despite inotropic support, is crucial for managing 
severe cases of cardiovascular compromise. These advanced in-
terventions can provide temporary support to the failing heart, 
allowing time for myocardial recovery [18].

Anticoagulant therapy may be considered in patients with 
atrial fibrillation, left ventricle thrombus, systemic embolism, 
bromocriptine usage, and an LVEF below 30% [19]. However, 
there is uncertainty regarding the need for anticoagulation and 
the choice of medications. Options include unfractionated and 
low-molecular-weight heparin during pregnancy and breast-
feeding, while warfarin is safe during breastfeeding but not 
recommended during pregnancy [15].

In the presented case, decisions from the onset of symp-
toms to acute management at resuscitation were meticulously 
guided by a step-by-step approach aimed at swiftly addressing 
the patient’s evolving condition. Upon recognition of symp-
toms suggestive of a urinary tract infection and subsequent 
sepsis, urgent medical intervention was initiated to stabilize 
the patient’s deteriorating state. The decision to administer 
intravenous fluid resuscitation with 0.9% saline solution was 
driven by the imperative to restore intravascular volume and 
ensure adequate tissue perfusion in the face of hypotension 
and signs of poor perfusion. Simultaneously, broad-spectrum 
antibiotic therapy with piperacillin-tazobactam was promptly 
initiated to combat the suspected source of infection and pre-
vent systemic spread. These critical decisions were rooted in 
the urgency of halting the progression of sepsis and mitigat-
ing its potential complications. The patient also received sup-
portive care measures such as oxygen therapy and vasopressor 
support, which are integral components of PPCM manage-
ment in critically ill patients. However, despite appropriate 
management efforts, the patient in the case report ultimately 
succumbed to cardiopulmonary arrest, which necessitated a 
rapid and coordinated response to maximize the chances of 
successful resuscitation. The decision to perform an emergen-
cy cesarean section was made due to the critical condition of 
the patient and the need to expedite delivery in the setting of 
cardiopulmonary arrest. This decision was guided by the prin-
ciple of prioritizing maternal survival while also considering 
the potential benefits to the unborn child. The cesarean section 
allowed for the prompt delivery of the fetus, enabling the ini-
tiation of neonatal resuscitation measures and providing access 
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to additional medical interventions if needed. Simultaneously, 
cardiopulmonary resuscitation efforts were initiated promptly 
following established protocols, including chest compressions 
and administration of inotropic support to restore circulation. 
The multidisciplinary team worked collaboratively to coordi-
nate these efforts, ensuring that both the mother and the unborn 
child received the necessary medical care. Despite these inter-
ventions, the patient unfortunately did not achieve return of 
spontaneous circulation, underscoring the challenges and com-
plexities associated with managing cardiopulmonary arrest in 
the setting of PPCM, particularly in patients with advanced 
disease or complications such as acute respiratory failure.

The decision not to end the pregnancy immediately upon 
diagnosing PPCM involved a complex consideration of multi-
ple factors, including the gestational age of the fetus, the sever-
ity of the mother’s condition, and the risks associated with pre-
mature delivery. Ending the pregnancy prematurely may have 
posed significant risks to the fetus, particularly if it was not 
yet viable outside the womb. Additionally, the patient’s clini-
cal status was initially stable enough to warrant a conservative 
approach, with close monitoring and aggressive medical man-
agement to stabilize her condition and optimize maternal and 
fetal outcomes.

Regarding the decision not to perform a coronary angiog-
raphy when ST-elevation was diagnosed on the electrocardio-
gram, while ST-elevation can be indicative of acute coronary 
syndrome in certain contexts, in the setting of PPCM, it may 
not necessarily indicate coronary artery disease. Additionally, 
performing invasive procedures such as coronary angiography 
carries its own set of risks, and the benefits of doing so would 
need to outweigh the potential risks, especially in a critically 
ill patient.

Recovery typically occurs within 3 to 6 months post-
partum, but in some cases, it may take up to 48 months after 
delivery. Good prognostic indicators include a small left ven-
tricular size, a LVEF greater than 30-35%, absence of troponin 
elevation and ventricular blood clots, and non-African Ameri-
can ethnicity. Moreover, if the LVEF fails to surpass 50%, the 
likelihood of heart failure in subsequent pregnancies can no-
tably escalate, reaching as high as 56%, with a mortality rate 
of 12%. Conversely, poor prognosis factors include prolonged 
QRS duration, delayed diagnosis, high New York Heart As-
sociation (NYHA) class, multiparity and African descent. Ma-
ternal complications may include blood clots, arrhythmias and 
worsening heart function, while fetal complications may in-
volve oxygen deprivation [9, 20]. In the case report provided, 
mortality occurred as a result of cardiopulmonary arrest, which 
was precipitated by the progression of PPCM to acute heart 
failure and respiratory failure.

Patients with PPCM have been linked to thromboembolic 
consequences by a number of risk factors. Pregnancy-related 
hormonal changes make a patient more prone to thromboem-
bolic events by causing a hypercoagulable condition that can 
last for several weeks after birth.

The hallmark of PPCM is left ventricular systolic dysfunc-
tion, which exacerbates blood stasis, intracardiac thrombi for-
mation, and systemic embolism. These events can result in PE, 
venous thromboembolic events, cerebrovascular events, and 
other arterial embolic events [21].

Evidence on PPCM outcomes comes mostly from retro-
spective studies or small-scale prospective research, showing 
varied mortality rates. African American women often have 
poorer outcomes despite treatment, and subtle heart dysfunc-
tion may persist post-recovery [22].

When clinically required for any patient, both cardiover-
sion and defibrillation should be performed as they are safe 
procedures during pregnancy. In non-emergent circumstances, 
fetal monitoring might be necessary to check for possible sub-
sequent fetal arrhythmias. Due to the possibility of myocardial 
recovery, early implant of an implanted cardioverter defibril-
lator (ICD) is generally avoided, with most patients achieving 
a LVEF of 35% or greater within 6 months. In these situa-
tions, wearable cardioverter defibrillators (WCDs) are recom-
mended by the European Society of Cardiology (ESC) and the 
American Heart Association (AHA) because they can act as a 
bridge to implanting an ICD in patients who do not experience 
myocardial recovery [13].

Due to the above, a collaborative approach involving 
various specialists is essential for optimal management. Also, 
given the association between PPCM and various chronic and 
obstetric conditions, enhanced surveillance during the postpar-
tum period for high-risk patients is recommended. Strategies 
such as patient education, mobile health technology, commu-
nity-based interventions, and telehealth could improve post-
partum care [23].

Additionally, optimizing preconception risk factor man-
agement may reduce PPCM risk during pregnancy. Improve-
ments within the acute setting of the described case could in-
volve enhancing the timely recognition and management of 
PPCM through increased awareness among healthcare provid-
ers about its varied presentations and risk factors. Addition-
ally, integrating multidisciplinary care involving obstetrics, 
cardiology, critical care, and neonatology could optimize the 
management of complex cases like PPCM, ensuring compre-
hensive evaluation and treatment of both maternal and fetal 
aspects. Incorporating advanced imaging modalities such as 
cardiac magnetic resonance imaging alongside echocardiog-
raphy could provide more precise assessment of cardiac func-
tion, facilitating accurate diagnosis and guiding treatment de-
cisions. These enhancements could lead to improved outcomes 
for both mothers and infants facing PPCM-related complica-
tions in the acute care setting [23].

Before being released from the hospital, all women with 
PPCM should have a conversation on contraception, with spe-
cial emphasis from the obstetrician and cardiologist. In the 
early postpartum period, estrogen-containing contraceptives 
should be avoided as much as possible due to the risk of throm-
bosis in the presence of systolic dysfunction. Progesterone-
releasing subcutaneous implants and the Mirena intrauterine 
device are safe and effective solutions. For those who do not 
wish to become pregnant in the future, tubal ligation and va-
sectomy are also available [13].

In terms of prevention, it is crucial to emphasize the sig-
nificance of early detection and proactive measures aimed at 
minimizing the occurrence and severity of PPCM. This in-
volves not only identifying at-risk individuals but also imple-
menting strategies to mitigate potential genetic predisposi-
tions and other contributing factors. Genetic counseling and 
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testing should be strongly considered, even in the absence of 
a known family history of cardiomyopathy, as certain genetic 
variants may predispose individuals to PPCM or related com-
plications [24]. This is important as there are various genes 
implicated in disease progression and outcomes. Notably, 
the GNB3 gene is linked to worse prognoses in PPCM pa-
tients of African descent, while mutations in the BAG3 gene, 
responsible for encoding a molecular chaperone crucial for 
cellular stress responses, have also been identified in PPCM 
cases, shedding light on its role in disease pathogenesis. Ad-
ditionally, sarcomeric genes such as MYBPC3, MYH6, MYH7, 
TNNC1, TNNT2, and TPM1, as well as X-linked genes like 
DMD and LAMP2, have been investigated in PPCM. Further-
more, genes such as DSP, PSEN2, VCL, HSPB7, FRMD4B, 
ADD2, and ZBTB17 have shown associations with PPCM or 
related conditions, suggesting potential shared genetic path-
ways [25]. Moreover, comprehensive antenatal care plays a 
pivotal role in early detection and management, with regular 
monitoring and screening helping identify any cardiac abnor-
malities or risk factors during pregnancy [23]. By integrating 
these preventive measures into clinical practice, healthcare 
providers can strive to reduce the incidence and impact of 
PPCM, ultimately improving outcomes for both mothers and 
their infants.

Learning points

The described case highlights the critical importance of rapid 
recognition and intervention in managing PPCM. Learning 
points include the necessity for heightened vigilance among 
healthcare providers regarding atypical presentations of PPCM, 
particularly in high-risk patients with predisposing factors such 
as previous cesarean sections and recurrent urinary tract infec-
tions. Additionally, the case underscores the significance of 
early initiation of comprehensive management strategies, in-
cluding prompt administration of broad-spectrum antibiotics 
and aggressive fluid resuscitation, to stabilize hemodynamics 
and mitigate further cardiac decompensation. Decisions regard-
ing the timing of delivery in PPCM should be individualized 
based on maternal and fetal factors, including the severity of 
cardiac dysfunction, gestational age, and overall clinical stabil-
ity. While expedited delivery may be necessary in critical cases 
to improve maternal outcomes, it should be balanced with the 
risks of prematurity for the fetus. Furthermore, the case empha-
sizes the need for close collaboration between obstetricians and 
cardiologists to individualize decisions regarding the timing of 
delivery based on maternal and fetal considerations, balancing 
the urgency of maternal stabilization with the risks of prema-
turity. Continuous quality improvement efforts, including regu-
lar multidisciplinary team meetings and ongoing education for 
healthcare providers, are crucial for standardizing care practices 
and optimizing outcomes in cases of PPCM.
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