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Case Report
Severe mitral valve regurgitation  
secondary to Libman-Sacks endocarditis
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Abstract: Although uncommon, Libman-Sack endocarditis is the most characteristic cardiac manifestation of 
Systemic Lupus Erythematosus (SLE). It forms vegetations made of inflammatory tissue on the cardiac valves, 
leading them to malfunction. Here we present a case of a young woman who presented with severe mitral valve 
regurgitation in need for a valve replacement. Integral evaluation of the patient revealed the diagnosis of SLE, which 
was aggressively treated in an outpatient setting with immunosuppressive therapy. Only after achieving medical 
stabilization of the underlying disease, she was able to undergo surgical mitral valve replacement. After the sur-
gery, the patient no longer suffered from mitral regurgitation, and with a mechanical prosthesis in place, the risk of 
Libman-Sacks endocarditis recurrence is thought to be minimal. 
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Introduction 

Libman-Sacks (LS) endocarditis, described sin- 
ce 1924, is the most characteristic cardiac 
manifestation in SLE, although it is not the 
most common [1-4].

Its prevalence has diminished since the intro-
duction of corticosteroid agents in the treat-
ment of SLE [4]. Currently, the reported preva-
lence of these lesions in patients suffering 
from SLE is one in ten [2], nevertheless, its 
clinical impact is much less common (20%), 
and for this reason, valvular surgery is neces-
sary only in few occasions [3, 5].

This form of nonbacterial thrombotic endocar-
ditis forms sterile vegetations on the cardiac 
valves, which have great thrombogenic poten-
tial [1, 2].

The treatment of the SLE endocarditis or LS 
endocarditis should be focused on the man-
agement of the subjacent disease. In patients 
suffering from severe valvular disfunction, the 
surgical guidelines for cardiac valvular disease 
should be followed [2, 5]. If a valvular replace-

ment is necessary due to LS endocarditis, the 
implantation of a mechanical valve is usually 
recommended to avoid recurrence of the dis-
ease on biological tissue (autologous or pros-
thetic) [3, 6].

Case report

A 36-year-old female with past medical history 
of familial hypercholesterolemia, peripartum 
myocardiopathy, and Antiphospholipid syndr- 
ome (APS), presented at our institution with 
heart failure. 

Upon arrival, the patient was dyspneic, she 
referred significant deterioration from her nor-
mal functional status, and a recent episode of 
generalized seizures. On physical evaluation, a 
grade II/IV holosystolic murmur with mesosys-
tolic reinforcement, suggestive of mitral regur-
gitation, was found. The patient was admitted 
for a further evaluation.

An echocardiographic evaluation confirmed the 
suspected diagnosis of severe mitral regurgita-
tion, with a clear indication for surgical interven-
tion. However, interstitial pneumonitis and high 
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mitral regurgitation with dense holosystolic 
flow, Coanda effect and a regurgitation fraction 
of 69%; there was no evidence of involvement 
of the sub-valvular apparatus, nor affection of 
the rest of the cardiac valves. The left ventric- 
le (LV) was dilated with systolic and diastolic 
diameters of 47 mm and 63 mm respectively, 
an indexed end-diastolic volume of 115 mL/m2, 
and a biplane Simpson ejection fraction (EF) of 
55%. The right ventricle (RV) was also dilated 
with the following measures: diameter at the 
base of 41 mm, the mid-right-ventricular diam-
eter of 28 mm and length of 84 mm. The left 
atrium showed severe dilation with an indexed 
volume of 138 mL/m2, while the right atrium 
size remained unaffected with an indexed vol-
ume of 22 mL/m2. The estimated pulmonary 
artery systolic pressure (PASP) was 51 mmHg. 
A coronary artery angiotomography was also 
performed reveling a Calcium Score of 0; and 
an MRI scan also documented considerable 
dilation of the left side heart cavities, LV eccen-
tric hypertrophy, thickening of the mitral valve 
borders with severe dysfunction of the valve, 
and bilateral ventricular dysfunction (LVEF 52% 
and RVEF 46%).

A consensus was made with the patient for sur-
gical intervention with cardiopulmonary bypass 
support through total median sternotomy. 
Direct visualization of the heart showed severe 
cardiomegaly with a particularly grown left atri-
um. Following atriotomy and mitral valve expo-
sure, a dilated mitral annulus and a fibrous 
looking mitral valve were found. The anterior 
leaflet of the mitral valve was thickened in its 
borders, the posterior leaflet was retracted, 
and both leaflets had several granular and 

Figure 1. Apical 4-chamber view TTE. Yellow arrow 
showing a thickened and irregular mitral valve leaf-
lets. (TTE = transthoracic echocardiography).

Figure 2. Multiple granular vegetations on the auricu-
lar side of the mitral valve.

titers of anti-phospholipid antibodies were also 
found; leading to a more comprehensive evalu-
ation. The patient was diagnosed with SLE with 
neurological, pulmonary and probably cardiac 
activity; prompting the decision to first stabilize 
the autoimmune process, and only then con-
sider surgery. So, the patient was discharged 
home with immunosuppressive treatment. 

A month after starting medical management, 
no SLE activity was found, and the patient was 
re-admitted for re-evaluation by the surgical 
team. A transthoracic echocardiography (TTE) 
at that moment showed thickening of the mitral 
valve (Figure 1) with adequate opening and a 
deficit in leaflet coaptation, conditioning severe 

Figure 3. Macroscopic appearance of the posterior 
(left) and anterior (right) leaflets of the mitral valve. 
Notice the presence of fibrinous-hemorrhagic vegeta-
tions on the edges, closing line and circling the Chor-
dae Tendineae, which are thickened and merged. 
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medium-sized vegetations adhered to their sur-
face (Figure 2). Although significant inflamma-
tion of the sub-valvular apparatus was found, 
we were able to preserve it after removing both 
valvular leaflets (Figure 3), and a mechanical 
prosthesis (St Jude Masters 31 mm) was im- 
planted. Transoperative transeshopagic echo- 
cardiography (TEE) discarded periprosthetic 
leaks and confirmed proper functioning of the 
mechanical prosthesis.

The vegetations found on both sides of the 
mitral valve and the involvement of the sub-
valvular apparatus suggested the diagnosis of 
LS endocarditis, which was later confirmed by 
the histopathological analysis of the valve.

As mentioned above, the histopathological 
analysis of the native valve (Figure 4) showed 
aseptic fibrinous-thrombotic vegetations, com-
patible with Libman-Sacks endocarditis [2, 4, 
5].

The patient’s hospitalization course remained 
uneventful until her discharge home 7 days 
after her surgery. One month later, the patient 
indicated significant improvement from her pre-
vious status and return to her regular activities. 
10 months after the surgery, the patient 
remains asymptomatic.

granular deposits on the surface of any cardiac 
valve. The valvular damage consists of diffuse 
thickening of the leaflets leading to valvular 
dysfunction, especially in the form of insuffi-
ciency [2, 4], as the case presented above. 

No laboratory test that orients nor confirms the 
diagnosis of LS endocarditis is available. Thus, 
echocardiography is the method of choice for 
its initial evaluation [2, 3]. The reported inci-
dence of these lesions by TTE is 6-18%, reach-
ing 43-74% with TEE [3, 8]. Nevertheless, only 
20% of these lesions are clinically significant. 
The most characteristic ultrasonographic find-
ings of LS endocarditis are: irregular valvular 
borders, heterogeneous echogenicity, and non-
independently moving mases [2].

In addition to controlling the underlying disea- 
se [5], it is recommended that those patients 
with severe lupus valvulopathy requiring surgi-
cal corrective intervention, undergo valvular 
replacement by a mechanical prosthesis. This 
is due to the fact that biological prosthesis and 
homografts are likely to develop lupus valvulitis 
[3, 6] and potentially require further and early 
reintervention. 

In this case, it was decided upon mitral valvular 
replacement by a mechanical prosthesis, being 

Figure 4. Valvular histopathology. A. HE 10×. Fibrinous-thrombotic and asep-
tic vegetations adhered to the atrial surface of the mitral valve. B. HE 10×. 
Fibrinous-thrombotic and aseptic vegetations adhered to the ventricular sur-
face of the mitral valve. C. HE 10×. Fibrinous-thrombotic and aseptic veg-
etations covering the mitral subvalvular apparatus. D. Trichome stain (Mas-
son) 10×. Distortion of the trilaminar valve architecture due to fibrosclerotic 
changes. HE: hematoxylin and eosin stain. 

Discussion

The origin of cardiac valvular 
lesions in the setting of SLE, is 
highly related to the presence 
of anti-phospholipid antibod-
ies [7, 8], the duration of SLE, 
and its activity [2, 3]. The on- 
set of the lesions has been 
linked to endothelial damage 
in the setting of a hypercoagu-
lability state, which promotes 
the deposition of platelet th- 
rombi and inflammatory mole-
cules on the cardiac valves 
[2].

LS endocarditis is a form of 
NBTE caused, in the majority 
of the cases, by advanced 
malignancy (80%), followed in 
frequency by SLE and other 
inflammatory conditions [3]. 

Although mitral and aortic 
affection is the most common 
presentation, it presents as 
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that the underlying disease and the sub-valvu-
lar apparatus severe inflammation, conditioned 
bad prognostic factor for valvular repair.

Disclosure of conflict of interest

None.

Address correspondence to: Dr. Michelle Mizrahi, 
General Physician, National Institute of Cardiology, 
Juan Badiano 1, 5to piso, Col. Seccion XVI, Tlalpan, 
CP 14080 Mexico City, Mexico. Tel: +52 5523- 
007650; E-mail: mich28m@gmail.com

References

[1] Roldan CA, Tolstrup K, Macías L, Qualls CR, 
Maynard D, Charlton G and Sibbitt WL Jr. Lib-
man-Sacks endocarditis: detection, character-
ization, and clinical correlates by three-dimen-
sional transesophageal echocardiography. J 
Am Soc Echocardiogr 2015; 28: 770-779. 

[2] Ibrahim AM and Siddique MS. Libman-Sacks 
endocarditis. StatPearls. Treasure Island (FL): 
StatPearls Publishing; 2020. pp. 1-7. 

[3] Fernández-Dueñas J, López-Granados A, Me-
sa-Rubia D, Ariza-Cañete J, Gallo-Marín M and 
Concha-Ruíz M. Severe mitral regurgitation in 
Libman-Sacks endocarditis: repair surgery. 
Rev Esp Cardiol 2005; 58: 1118-1120.

[4] Kumar V, Abbas AK, Fausto N and Aster JC. Im-. Im- Im-
mune Diseases (Part I). Pathologic basis of dis-
ease. In: Saunders, editor. Mexico City: 
Elsevier; 2013. pp. 219-220.

[5] Vergara-Uzcategui CE and Donís JH. Libman-
Sacks endocarditis in native mitral valve. Arch 
Cardiol Mex 2017; 87: 231-233. 

[6] Roberts WC, Lee AY, Lander SR, Roberts CS 
and Hamman BL. Libman-Sacks endocarditis 
involving a bioprosthesis in the aortic valve po-
sition in systemic lupus erythematosus. Am J 
Cardiol 2019; 124: 316-318.

[7] Ruiz D, Oates JC and Kamen DL. Antiphospho-
lipid antibodies and heart valve disease in sys-
temic lupus erythematosus. Am J Med Sci 
2018; 355: 293-298.

[8] Moyssakism I, Tektonidou MG, Vasilliou VA, Sa-
markos M, Votteas V and Moutsopolos HM. 
Libman-Sacks endocarditis in systemic lupus 
erythematosus: prevalence, associations, and 
evolution. Am J Med 2007; 120: 636-642. 

mailto:mich28m@gmail.com

