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Abstract

Background: Although less frequently encountered, aortic valve stenosis is associated with
complications separate from its hemodynamic burdens, such as infective endocarditis. Case
Summary: We report the case of a 77-year-old female patient with regular cardiac follow-up
in the setting of an asymptomatic severe aortic stenosis, who presented to the emergency
department with signs and symptoms of sepsis and acute decompensated heart failure.
Echocardiography revealed two vegetations attached to the tricuspid valve, an abscess
of the anterior aortic ring, and a high-velocity ventricular septal defect. The patient was
started on adequate antibiotic therapy. Surgical treatment in an urgent manner (within
a few days) was decided by the Heart Team, in accordance with the ESC guidelines on the
management of infective endocarditis. Whilst awaiting surgery, the patient presented with
a sudden hemodynamic deterioration a few days after diagnosis, with cardiopulmonary
arrest and subsequent death. Discussion: We hypothesize that the patient developed
an infective endocarditis of the degenerated stenotic aortic valve with extension from left
to right via a ventricular septal defect, the development of which was facilitated by the
high trans-aortic valve gradient. Some reported cases describe a ventricular septal defect as
a complication of native aortic valve endocarditis, though not all involve concomitant aortic
stenosis. In conclusion, our case illustrates a very rare scenario of infective endocarditis
complicating aortic stenosis with fulminant development. This case highlights a rare, albeit
severe complication associated with aortic stenosis and therapeutic challenges in managing
the dismal evolution of endocarditis in this setting.
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1. Introduction

Although less frequently emphasized, aortic valve stenosis may be associated with
risks beyond its hemodynamic consequences [1]. Severe aortic stenosis has been linked
to modestly increased susceptibility to infective endocarditis compared with structurally
normal valves, although the absolute risk remains lower than that reported in patients
with significant aortic regurgitation, prosthetic valves, or previous endocarditis [2]. Epi-
demiological studies estimate the annual incidence of infective endocarditis in native valve
disease at approximately 5 to 10 cases per 100,000 individuals [3]. In this context, advanced
aortic stenosis has been proposed as a contributing factor to infective endocarditis, possibly
related to valve degeneration, turbulent flow, and endothelial disruption. Nevertheless,
reported associations vary between studies, and the overall risk attributable to severe native
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aortic stenosis appears relatively limited [3]. Some reports have noted a possible association
between higher peak transvalvular gradients and infective endocarditis, while lower rates
have been observed in older patients with heavily calcified valves [3]. The coexistence of
endocarditis and aortic stenosis is clinically challenging, as these conditions may potentiate
one another. Turbulent flow across a stenotic valve can accelerate vegetation formation and
increase the risk of embolic events, while the inflammatory destruction induced by infection
may exacerbate valvular obstruction or precipitate hemodynamic instability. Moreover,
symptoms of early endocarditis, such as fatigue, exertional dyspnea, or chest discomfort,
can easily be misattributed to the underlying stenosis, potentially delaying diagnosis and
appropriate intervention.

When infective endocarditis develops in the context of aortic stenosis, several ob-
servational cohorts describe higher in-hospital mortality, increased rates of cardiogenic
shock, and greater need for urgent surgical intervention in these patients compared with
those with endocarditis on otherwise normal valves [4]. This heightened vulnerability
reflects both the fragile hemodynamic equilibrium of severe aortic stenosis and the reduced
physiological reserve available to withstand the systemic inflammatory burden of infection.

The present case underscores the poor prognosis associated with this combina-
tion. A patient was presented with previously asymptomatic but severe aortic stenosis
who, upon developing infective endocarditis, experienced rapid clinical deterioration
culminating in circulatory collapse despite timely diagnosis and the initiation of broad-
spectrum antibiotics.

2. Case Presentation

We report the case of a 77-year-old woman who presented to the emergency depart-
ment with chest pain and New York Heart Association (NYHA) class III exertional dyspnea
that had progressively worsened over the preceding week, accompanied by marked asthe-
nia and diaphoresis.

Her medical history was significant for asymptomatic severe aortic valve stenosis
diagnosed four years earlier. Routine follow-up a few months before the index event
included a transthoracic echocardiogram that demonstrated a long-standing stable peak
aortic valve velocity of 4.5 m/s, consistent with severe aortic stenosis but without pul-
monary hypertension, left ventricular dysfunction, or other alarming features. Additionally,
the patient underwent an exercise stress test (80 W, 145 bpm), which elicited no symptoms
and showed an appropriate blood pressure response. In the absence of exertional symp-
toms or markers of early decompensation, a conservative watchful-waiting strategy was
chosen, in alignment with the European Society of Cardiology guidelines on valvular heart
disease available at that time [1].

The patient’s presentation at the time suggested an acute cardiac process superim-
posed on underlying chronic valvular disease. However, upon arrival at the emergency
department, the patient exhibited a low-grade fever (37.8 °C), tachycardia (110 bpm), nor-
mal blood pressure, and clinical signs of acute decompensated heart failure, including
pulmonary crackles and peripheral congestion. A loud systolic murmur was immediately
noticeable. Laboratory analyses revealed a systemic inflammatory response (C-reactive
protein at 134 mg/L), markedly elevated cardiac biomarkers (troponin levels of 259 ng/L),
and severe neurohormonal activation (NT proBNP levels of 26,317 ng/L). Given this con-
stellation of findings, urgent cardiology evaluation was requested. The ECG showed sinus
tachycardia with evidence of left ventricular hypertrophy, though without acute ischemic
changes. The echocardiographic assessment proved pivotal. Transthoracic echocardio-
graphy identified two distinct mobile, friable, supracentimetric masses attached to the
tricuspid valve—one on the atrial side and another on the ventricular side—both suspi-
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cious for vegetations (Figure 1A). Additionally, there was marked thickening of the anterior
aortic annulus suggestive of abscess formation (Figure 1B). The aortic valve exhibited
advanced calcification, rendering the presence of superimposed vegetations difficult to
exclude. The aortic valve was severely stenotic, with a peak velocity of 4.5 m/s, a maximal
gradient of approximately 80 mmHg, and a valve area of 0.7 cm? calculated using the
continuity equation. The right ventricle showed normal contractility, with no signs of
pulmonary hypertension. A high-velocity ventricular septal defect (>5 m/s) was detected
in close proximity to the ventricular mass (Figure 2), raising concerns about the presence
of either infection-related septal destruction or a pre-existing defect exacerbated by in-
flammatory processes. Transesophageal echocardiography subsequently confirmed these
abnormalities and reinforced the diagnosis of multivalvular infective endocarditis with
suspected peri-annular extension.

A

Figure 1. Two-dimensional transthoracic echocardiography images. (A) Apical view demonstrating
two masses attached to the tricuspid valve, one on the atrial side and one on the ventricular side
(asterisks). (B) Parasternal long-axis view showing thickening of the anterior aortic annulus, sugges-
tive of abscess formation (asterisk). The aortic valve appears severely calcified, and the presence of
a vegetation at this level cannot be excluded.

A B

Figure 2. Two-dimensional transthoracic echocardiography images. (A) Apical view with color
Doppler demonstrating a ventricular septal defect (arrow) in close proximity to the ventricular mass.
(B) Parasternal short-axis view with continuous-wave Doppler showing a high-velocity jet across the
ventricular septal defect (>5 m/s).

The patient was promptly initiated on broad-spectrum intravenous antibiotics, in-
cluding ceftriaxone, flucloxacillin, and gentamicin. All four blood cultures collected in
the emergency department grew Streptococcus oralis within 24 h. The organism was

https://doi.org/10.3390/jcdd 13050220


https://doi.org/10.3390/jcdd13050220

J. Cardiovasc. Dev. Dis. 2026, 13, 220

40f8

penicillin-sensitive, prompting de-escalation of antibiotic therapy to penicillin GA. The pa-
tient met two major clinical criteria (positive blood cultures for a typical microorganism
and echocardiographic evidence of vegetation and abscess), thereby fulfilling the modified
Duke criteria for infective endocarditis [5]. Her case was discussed by the multidisciplinary
Heart Team. Despite the severity of the infective process, her hemodynamic profile re-
mained stable. Therefore, consistent with the European Society of Cardiology’s infective
endocarditis guidelines [2], surgery was scheduled on an urgent basis (within several days)
rather than an emergent (within 24 h) basis. This approach allowed for a short course
of targeted antibiotic therapy to reduce the infectious burden in the hope of improving
the operative outcome, given that surgery performed during uncontrolled infection is
associated with significantly higher mortality [3].

The planned surgical approach included replacement of both the aortic and tricuspid
valves. Intraoperative inspection would have enabled confirmation of the extent of peri-
annular abscess formation, evaluation of the potential involvement of aorto-mitral continu-
ity, and identification of any additional fistulous tracts: findings that frequently necessitate
complex surgical reconstruction. Contemporary data also suggest that among elderly
patients (>75 years), double valve surgery for infective endocarditis carries a substantial
90-day mortality exceeding 30%, highlighting the complexity and physiological strain asso-
ciated with such procedures [4]. These considerations were weighed heavily in the Heart
Team'’s decision-making process. In addition, a repeat transthoracic echocardiogram per-
formed after several days of antibiotics demonstrated stability of the endocarditis-related
lesions, without evidence of further progression or complications.

Clinically, the patient initially showed signs of improvement, with partial resolution
of inflammatory markers and symptomatic stabilization. Blood cultures became negative
after 72 h of targeted antibiotic therapy. However, a few days after diagnosis and before the
scheduled surgical intervention, the patients experienced an abrupt and profound hemody-
namic collapse, leading to cardiopulmonary arrest and death despite resuscitative efforts.

Autopsy findings were striking and confirmed the clinical suspicions. Vegetations
were present on both the aortic and tricuspid valves, accompanied by multiple abscess
cavities involving the upper interventricular and interatrial septa. Several fistulous tracts
were also identified, indicating extensive spread of the infection across cardiac structural
planes. These findings underscore the fulminant nature of the disease process and explain
the sudden hemodynamic deterioration.

3. Discussion

Infective endocarditis remains a serious condition, with contemporary in-hospital
mortality rates approaching 24% [6]. The already considerable risk associated with infec-
tive endocarditis increases further when additional prognostic factors are present, such
as advanced age, significant comorbidities, delays in diagnosis, persistent bacteremia,
and the onset of clinical or echocardiographic complications such as abscesses, pseudoa-
neurysms, or conduction disturbances [7]. In the case presented here, several of these risk
elements aligned, placing the patient in a highly vulnerable situation from the outset. Her
sudden deterioration despite apparent early stabilization suggests that infective endocardi-
tis often follows an unpredictable and potentially fulminant course, even under timely
antimicrobial therapy.

Right-sided infective endocarditis represents a relatively uncommon entity, accounting
for only 5-10% of endocarditis cases [8]. It is typically associated with a more favorable in-
hospital prognosis: approximately 7% mortality compared with left-sided disease [8]. This
difference reflects, in part, the distinct hemodynamic environment of the right heart, where
lower pressures reduce the likelihood of large vegetations causing embolization to critical
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systemic organs. However, right-sided disease usually arises in clearly identifiable high-risk
groups: patients with cardiac implantable electronic devices, individuals who inject drugs
intravenously, and immunosuppressed patients [9]. The patient described here does not
fall into any of these traditional categories. Instead, she presented with another important
predisposing factor: severe aortic stenosis. This condition is increasingly recognized as
a risk substrate for infective endocarditis [3]. The calcified, thickened, and irregular valve
surface, combined with the extreme shear stress and turbulent flow generated by severe
stenosis, disrupts endothelial integrity and facilitates microbial adhesion, thereby increasing
susceptibility to infection.

Structuring the clinical narrative provides a clearer view of the different aspects of the
reported case.

Findings directly demonstrated by imaging

Transthoracic echocardiography showed two masses on the tricuspid valve (atrial and
ventricular sides), suspicious for vegetations, along with anterior aortic annular thickening
suggestive of abscesses. The aortic valve was heavily calcified with severe stenosis. A high-
velocity ventricular septal defect (>5 m/s) was detected near the ventricular tricuspid mass.
Transesophageal echocardiography confirmed these findings, consistent with multivalvular
infective endocarditis and suspected peri-annular extension.

Clinically inferred mechanism

We hypothesize that the infective process originated at the severely stenotic aortic
valve, with subsequent extension from the left to right cardiac chambers through a ventric-
ular septal defect. The markedly elevated transvalvular gradient characteristic of severe
aortic stenosis likely amplified jet flow across the defect, creating conditions favorable for
bacterial seeding on the right-sided structures: an uncommon but physiologically probable
mechanism of dissemination. Moreover, the patient had undergone previous echocardio-
graphic examinations as part of the follow-up for her aortic valve stenosis. Upon review of
these images, a pre-existing ventricular septal defect was definitively excluded. A schematic
diagram depicting the hypothesized route of infection spread is shown in Figure 3.

The patient’s abrupt hemodynamic collapse and death were most likely triggered
by an acute increase in left-to-right shunt volume, superimposed on the high-gradient
physiology. This sudden shift would have resulted in rapid right ventricular volume
overload, progressive dilation, impaired contractility, and ultimately a critical reduction
in systemic cardiac output. In this context, even brief delays in surgical management can
rapidly lead to cardiovascular collapse, as occurred in this case.

Pathology confirmed at autopsy

Autopsy confirmed vegetations on both the aortic and tricuspid valves, along with
multiple abscess cavities involving the upper interventricular and interatrial septa. Several
fistulous tracts were identified, demonstrating extensive spread of the infection across
cardiac structural planes.

There are some other learning points that are worth highlighting.

Severe aortic stenosis is associated with a markedly adverse prognosis, even in the
absence of overt symptoms. Although classical observations emphasize the precipitous
decline in survival following symptom onset, contemporary data indicate that a substan-
tial proportion of asymptomatic individuals already exhibit subclinical hemodynamic
compromise [10]. This latent dysfunction contributes to an unfavorable natural history,
underscoring the seriousness of the disease irrespective of symptom status.

Recent evidence challenges the traditional watchful-waiting approach in asymptomatic
severe aortic stenosis. While intervention was historically deferred until symptom onset,
newer data suggest substantial long-term mortality and early myocardial damage even in
asymptomatic patients. Reflecting the accumulating evidence, the 2025 European Society
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of Cardiology Guidelines have expanded the indications for aortic valve interventions
in patients with asymptomatic severe aortic stenosis [11]. This evolution is grounded in
randomized trials and observational studies demonstrating superior clinical outcomes
with early aortic valve replacement—whether surgical or transcatheter—compared with
a conservative, watchful-waiting strategy [10,12]. The present case highlights a rare but
potential complication that can occur during surveillance in patients with severe aortic
stenosis, rather than supporting broader implications for routine management.

Figure 3. Schematic illustration of the proposed pathway of infective endocarditis extension.
Asterisks denote the para-annular abscess of the aortic valve. The curved arrow indicates for-
mation of a ventricular septal defect resulting from the combined contiguous spread of inflammation
(highlighted in red) into the ventricular septum, and the elevated trans-aortic valve gradient (mul-
tiple arrows). Arrowheads identify vegetations on the tricuspid valve. Created in BioRender:
https:/ /BioRender.com/gbohla7 (accessed on 10 May 2026).

Severe aortic stenosis increases susceptibility to infective endocarditis. While histori-
cally overshadowed by regurgitant lesions or prosthetic valves in terms of endocarditis risk,
severe aortic stenosis nonetheless constitutes a clinically relevant substrate for native valve
infection [3]. Moreover, in severe aortic stenosis, echocardiographic diagnosis of infective
endocarditis is frequently challenging. Heavy valvular and annular calcification may gen-
erate acoustic shadowing, limiting visualization of vegetations, abscesses, and peri-annular
extension, and reducing the sensitivity of transthoracic echocardiography. As a result, in-
fection can be difficult to distinguish from advanced degenerative valve disease on imaging
alone [13,14]. For this reason, diagnosis must rely on an integrated application of the
modified Duke criteria. Persistent positive blood cultures for typical organisms remain
a major criterion. In addition, new structural complications such as a ventricular septal
defect—suggesting infective tissue destruction or fistulization—and clinical manifestations
such as acute heart failure provide strong supportive evidence of infective endocarditis,
particularly when echocardiographic visualization is limited [2].

The coexistence of stenosis and endocarditis results in a particularly deleterious hemo-
dynamic interaction, as vegetations can aggravate the obstruction of an already criti-
cally narrowed valve, the high-velocity, high-shear-stress environment facilitates embolic
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phenomena, and the fixed outflow obstruction restricts the capacity for compensatory
augmentation of cardiac output during systemic infection. The distinctive features of
this case include the extensive septal destruction, the presence of a high-velocity shunt,
and secondary tricuspid valve involvement in a patient lacking the classical risk factors for
right-sided disease. Previous cases have reported ventricular septal defects as a compli-
cation of native aortic valve endocarditis [15-17]; however, not all of these involve aortic
stenosis with endocarditis and an associated ventricular septal defect.

The optimal timing of surgery in endocarditis with severe aortic stenosis remains
uncertain. There is limited scientific evidence guiding surgical timing when infective
endocarditis arises on a severely stenotic valve. While early surgery is often recommended
in complicated endocarditis, the presence of severe stenosis introduces additional consider-
ations related to operative risk, tissue fragility, and hemodynamic instability. In retrospect,
given this patient’s rapid deterioration, earlier intervention for either the stenosis or the
endocarditis might have altered the clinical trajectory, particularly in the context of an asso-
ciated ventricular septal defect.

This case describes a rare and severe presentation of infective endocarditis complicat-
ing severe aortic stenosis, with extension to right-sided structures through a ventricular
septal defect, culminating in rapid circulatory collapse. It highlights a seldom-recognized
yet severe complication of aortic stenosis and underscores the complex therapeutic chal-
lenges posed by endocarditis in this setting. Although infective endocarditis may occur
in the setting of advanced valvular degeneration, the overall risk remains relatively low,
and current evidence does not justify management strategies beyond established guideline-
based care. Instead, this case highlights the importance of maintaining clinical awareness of
infective endocarditis as a possible, albeit uncommon, complication in patients with severe
native aortic stenosis, particularly when new systemic or infectious features are present.

Author Contributions: Conceptualization, C.S., G.P.B.,, M.M., P-E.M. and ].C.R; Literature Review,
G.PB. and C.S. Investigation, G.P.B.,, M.M. and ].C.R.; Writing—Original Draft Preparation, C.S. and
G.P.B.; Writing—Review and Editing, all co-authors; Visualization, C.S., G.P.B., M.M. and J.C.R.;
Supervision, G.P.B.; Funding Acquisition, P.-E.M. All authors have read and agreed to the published
version of the manuscript.

Funding: This research received no external funding.

Institutional Review Board Statement: The study was conducted in accordance with the Declaration
of Helsinki, and approved by the Institutional Review Board of CHU Brugmann Ethical Approval
(protocol code CE 2026/03 and date 13 January 2026).

Informed Consent Statement: The data is fully anonymized. Written consent could not be obtained
as the patient died and the family was ultimately unreachable. Waiver of informed consent was
approved by the CHU Brugmann Committee.

Data Availability Statement: The data presented in this study are available on request from the
corresponding author due to privacy reasons.

Conflicts of Interest: The authors declare no conflicts of interest.

1.  Baumgartner, H.; Falk, V.; Bax, ].].; De Bonis, M.; Hamm, C.; Holm, PJ.; Iung, B.; Lancellotti, P.; Lansac, E.; Rodriguez Muifioz, D.;
et al. 2017 ESC/EACTS Guidelines for the management of valvular heart disease. Eur. Heart ]. 2017, 38, 2739-2791. [CrossRef]

2. Delgado, V.; Ajmone Marsan, N.; de Waha, S.; Bonaros, N.; Brida, M.; Burri, H.; Caselli, S.; Doenst, T.; Ederhy, S.; Erba, P.A ; et al.
2023 ESC Guidelines for the management of infective endocarditis. Eur. Heart |. 2023, 44, 3948-4042. [CrossRef]

3. Tornos, P.,; lung, B.; Permanyer-Miralda, G.; Baron, G.; Delahaye, F.; Gohlke-Barwolf, C.; Butchart, E.G.; Ravaud, P.; Vahanian, A.
Infective endocarditis in Europe: Lessons from the Euro heart survey. Heart 2015, 91, 571-575. [CrossRef] [PubMed]

https://doi.org/10.3390/jcdd 13050220


https://doi.org/10.1093/eurheartj/ehx391
https://doi.org/10.1093/eurheartj/ehad193
https://doi.org/10.1136/hrt.2003.032128
https://www.ncbi.nlm.nih.gov/pubmed/15831635
https://doi.org/10.3390/jcdd13050220

J. Cardiovasc. Dev. Dis. 2026, 13, 220 80f8

10.

11.

12.

13.

14.

15.

16.

17.

Ostergaard, L.; Holdgaard Smerup, M.; Iversen, K.; Dalsgaard Jensen, A.; Dahl, A.; Chamat-Hedemand, S.; Bruun, N.E.; Butt, ].H.;
Bundgaard, H.; Torp-Pedersen, C.; et al. Differences in mortality in patients undergoing surgery for infective endocarditis
according to age and valvular surgery. BMC Infect. Dis. 2020, 20, 705. [CrossRef] [PubMed]

Fowler, V.G.; Durack, D.T;; Selton-Suty, C.; Athan, E.; Bayer, A.S.; Chamis, A.L.; Dahl, A.; DiBernardo, L.; Durante-Mangoni, E.;
Duval, X,; et al. The 2023 Duke-International Society for Cardiovascular Infectious Diseases Criteria for Infective Endocarditis:
Updating the Modified Duke Criteria. Clin. Infect. Dis. 2023, 77, 518-526. [CrossRef]

Cresti, A.; Chiavarelli, M.; Scalese, M.; Nencioni, C.; Valentini, S.; Guerrini, F.; D’alello, I.; Picchi, A.; De Sensi, F.; Habib, G.
Epidemiological and mortality trends in infective endocarditis, a 17-year population-based prospective study. Cardiovasc. Diagn.
Ther. 2017, 7, 27-35. [CrossRef] [PubMed]

Chambers, J.; Sandoe, J.; Ray, S.; Prendergast, B.; Taggart, D.; Westaby, S.; Arden, C.; Grothier, L.; Wilson, J.; Campbell, B.; et al.
The infective endocarditis team: Recommendations from an international working group. Heart 2014, 100, 524-527. [CrossRef]
[PubMed]

Moss, R.; Munt, B. Injection drug use and right sided endocarditis. Heart 2003, 89, 577-581. [CrossRef] [PubMed]

Wilson, L.E.; Thomas, D.L.; Astemborski, J.; Freedman, T.L.; Vlahov, D. Prospective study of infective endocarditis among
injection drug users. J. Infect. Dis. 2002, 185, 1761-1766. [CrossRef] [PubMed]

Kang, D.-H.; Park, S.-J; Lee, S.-A.; Lee, S.; Kim, D.-H.; Kim, H.-K,; Yun, 5.-C.; Hong, G.-R.; Song, ].-M.; Chung, C.-H.; et al. Early
Surgery or Conservative Care for Asymptomatic Aortic Stenosis. N. Engl. J. Med. 2020, 382, 111-119. [CrossRef] [PubMed]
Vahanian, A.; Beyersdorf, F.; Praz, F.; Milojevic, M.; Baldus, S.; Bauersachs, J.; Capodanno, D.; Conradi, L.; De Bonis, M.; De
Paulis, R.; et al. 2021 ESC/EACTS Guidelines for the management of valvular heart disease. Eur. Heart J. 2022, 43, 561-632.
[CrossRef] [PubMed]

Généreux, P; Schwartz, A.; Oldemeyer, ].B.; Pibarot, P.; Cohen, D.J.; Blanke, P.; Lindman, B.R.; Babaliaros, V.; Fearon, W.E;
Daniels, D.V,; et al. Transcatheter Aortic-Valve Replacement for Asymptomatic Severe Aortic Stenosis. N. Engl. ]. Med. 2025, 392,
217-227. [CrossRef] [PubMed]

Erba, P.A.; Pizzi, M.N.; Roque, A.; Salaun, E.; Lancellotti, P.; Tornos, P.; Habib, G. Multimodality Imaging in Infective Endocarditis:
An Imaging Team Within the Endocarditis Team. Circulation 2019, 140, 1753-1765. [CrossRef] [PubMed]

Xu, B,; Sanaka, K.O.; Haq, I.U.; Reyaldeen, R.M.; Kocyigit, D.; Pettersson, G.B.; Unai, S.; Cremer, P.; Grimm, R.A.; Griffin, B.P. Role
of multimodality imaging in infective endocarditis: Contemporary diagnostic and prognostic considerations. Prog. Cardiovasc.
Dis. 2023, 81, 78-88. [CrossRef] [PubMed]

Darabant, S.; Oberton, S.B.; Roldan, L.P.; Roldan, C.A. Ventricular septal defect from aortic regurgitation jet lesion in aortic valve
infective endocarditis. . Heart Valve Dis. 2016, 25, 150-152. [PubMed]

Ishiekwene, C.; Ghitan, M.; Kuhn-Basti, M.; Chapnick, E.; Lin, Y.S. Staphylococcus lugdunensis endocarditis with destruction of the
ventricular septum and multiple native valves. IDCases 2017, 7, 14-15. [CrossRef] [PubMed]

McClain, J.; Bajaj, P; Bhave, A.; Rao, N.N.; Sharma, G.K. Acquired ventricular septal defect secondary to infective endocarditis.
Chest 2024, 166, A693-A694. [CrossRef]

Disclaimer/Publisher’s Note: The statements, opinions and data contained in all publications are solely those of the individual

author(s) and contributor(s) and not of MDPI and/or the editor(s). MDPI and/or the editor(s) disclaim responsibility for any injury to

people or property resulting from any ideas, methods, instructions or products referred to in the content.

https:/ /doi.org/10.3390/jcdd 13050220


https://doi.org/10.1186/s12879-020-05422-8
https://www.ncbi.nlm.nih.gov/pubmed/32977755
https://doi.org/10.1093/cid/ciad271
https://doi.org/10.21037/cdt.2016.08.09
https://www.ncbi.nlm.nih.gov/pubmed/28164010
https://doi.org/10.1136/heartjnl-2013-304354
https://www.ncbi.nlm.nih.gov/pubmed/23990639
https://doi.org/10.1136/heart.89.5.577
https://www.ncbi.nlm.nih.gov/pubmed/12695478
https://doi.org/10.1086/340827
https://www.ncbi.nlm.nih.gov/pubmed/12085322
https://doi.org/10.1056/NEJMoa1912846
https://www.ncbi.nlm.nih.gov/pubmed/31733181
https://doi.org/10.1093/eurheartj/ehab395
https://www.ncbi.nlm.nih.gov/pubmed/34453165
https://doi.org/10.1056/NEJMoa2405880
https://www.ncbi.nlm.nih.gov/pubmed/39466903
https://doi.org/10.1161/CIRCULATIONAHA.119.040228
https://www.ncbi.nlm.nih.gov/pubmed/31738598
https://doi.org/10.1016/j.pcad.2023.10.007
https://www.ncbi.nlm.nih.gov/pubmed/39492541
https://www.ncbi.nlm.nih.gov/pubmed/27989057
https://doi.org/10.1016/j.idcr.2016.10.011
https://www.ncbi.nlm.nih.gov/pubmed/27920984
https://doi.org/10.1016/j.chest.2024.06.470
https://doi.org/10.3390/jcdd13050220

	Introduction 
	Case Presentation 
	Discussion 
	References

