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Aortic Insufficiency Secondary to Enterococcus faecalis
Endocarditis in an HIV-Positive Patient
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Abstract

Enterococcus faecalis is the third most common cause of endocardi-
tis. HIV infection is an independent risk factor for the development of
endocarditis when the cell count is below 200 cells/mL and without
retroviral therapy. A 49-year-old Caucasian male, with HIV infection
in triple therapy, no detectable viral counts and CD4 cell count over
1,000 cells/mL, is admitted to the hospital with dyspnea and an acute
bacterial infection. On the physical exam, he presented tachycardia,
systolic murmur I/IV, bilateral basilar rales, hypotension and fever.
The echocardiogram showed an aortic valve vegetation, with pro-
lapse of one of the leaflets, severe aortic insufficiency, mild mitral
regurgitation and severe pulmonary hypertension. CXR with bilateral
infiltrations and CT scan showed in addition mediastinal lymphad-
enopathy. He underwent an emergency cardiac surgery replacing his
aortic valve for a prosthetic, and the culture of the vegetation was
positive for E. faecalis. Treatment with vancomicin and gentamicin
was initiated. Infective endocarditis by E. faecalis in this patient had
probably a non-HIV-related etiology because of the adequate antiret-
roviral therapy that he was having. Most probably the rectal abscess
could have been the source of the sepsis.
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Introduction

Enterococcus faecalis is the third most common cause of in-
fective endocarditis. HIV infection is an independent risk fac-
tor for the development of infective endocarditis when the cell
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count is below 200 cells/mL and no retroviral therapy. We pre-
sent a 49-year-old patient with history of HIV infection, in tri-
ple therapy with no detectable count and CD4 over 1,000 cells/
mL, admitted to the hospital with dyspnea, fever, rapid clinical
deterioration, an active rectal abscess, positive bacteremia and
echocardiographic evidence of acute aortic endocarditis with
severe insufficiency secondary to E. faecalis endocarditis. The
aggressive medical and surgical treatment is emphasized and
the role of underlying HIV infection is discussed.

Case Report

A 49-year-old Caucasian male with history of HIV infection
(on triple therapy with no detectable counts and CD4 over
1,000 cell/mL), deep venous thrombosis, trigeminal neuralgia
associated to Herpes zoster, rectal abscess and hepatitis C, was
admitted to the hospital with dyspnea and an acute bacterial in-
fection. He denied alcohol consumption and intravenous drug
use, however, admitted to receptive anal intercourse.

On examination, the patient was awake, alert, oriented,
no jugular vein distention, tachycardic, a systolic murmur I/
VI was present and no hearable diastolic murmur, bilateral
basilar rales auscultated and the rest of the exam was normal.
His vitals were 89/52 mm Hg, heart rate 104 beats per minute,
respiratory rate 20 breaths per minute, temperature 38.2 °C and
oxygen saturation 95% on room air.

White count was 13.3 x 103/uL, hemoglobin was 10.2 g/
dL, MCV was 83.3 fL, platelets was 187,000/uL, pH was 7.38,
PCO, was 35 mm Hg, PO, was 55 mm Hg, sodium was 136
Meq/L, potassium was 3.8 Meq/L, chloride was 101 Meg/L,
CO, was 24 mmol/L, calcium was 8.2 mg/dL, and albumin
was 2.6 g/dL.

An echocardiogram was performed showing a mass on the
aortic valve apparently consistent with vegetation with pro-
lapsing of one of the leaflets of the severe aortic insufficiency,
mild mitral regurgitation and severe pulmonary hypertension
(77 mm Hg). Bilateral infiltrations were noted on chest X-ray.
The chest CT scan revealed same bilateral pulmonary infil-
trates in the lower lobes and in addition mediastinal lymphad-
enopathy.

All the findings were consistent with endocarditis with
severe aortic valve insufficiency and heart failure; therefore,
aortic valve was replaced with a mechanical valve (20 mm
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Figure 1. The valve shows inflammatory cells mixed with bacterial
colonies (black areas on hematoxylin-eosin stain).

Medtronic Bileaflet). The main surgical findings were a trile-
aflet aortic valve with a destroyed right coronary cusp and a
large prolapsing vegetation (Fig. 1); another vegetation on the
non-coronary cusp was noted without evidence of abscesses.

An aortic vegetation culture was done and it showed E.
feacalis.

Postoperative transesophageal echocardiogram revealed
good prosthetic valve function with no paravalvular leaks,

Table 1. Duke’s Criteria

even though large bilateral pleural effusions persisted.

The patient’s hemodynamic status and symptomatology
improved after the surgery and antibiotic treatment with vanc-
omicin and gentamicin.

Discussion

Infective endocarditis is caused by microbial infection of the
endothelial lining of intracardiac structures causing persistent
bacteremia, usually on one or more heart valve leaflets, but
may involve mural endocardium, chordal structures, myocar-
dium, and pericardium. Bacteria that have entered the blood-
stream must be able to adhere to the damaged endothelium, ex-
posed extracellular matrix or areas of fibrin deposition. Early
diagnosis and aggressive treatment are the critical components
of a successful management strategy [1-3].

In the past, HIV infection was associated with immuno-
suppression; however, in modern times, for patients with the
appropriate retroviral treatment, HIV appears to be an inde-
pendent risk factor for the development of endocarditis when
the CD4 count is below 200 cells/mL. Our patient had over
1,000 cells/mL and no detectable viral counts, for that reason,
this kind of infection would not be considered and the first pos-
sible diagnosis was community acquired pneumonia [1].

A wide range of microorganisms is associated with infec-

Major criteria

Two positive blood cultures for a typical microorganism of infective endocarditis

Positive echocardiography (vegetation, myocardial abscess or new partial dehiscence of a prosthetic valve)

New regurgitant murmur
Minor criteria
Presence of a predisposing condition (fever >38 °C)
Embolic disease
Immunological phenomena
Osler nodes
Roth spots
Glomerulonephritis

Rheumatoid factor

Positive blood cultures not meeting the major criteria or serologic evidence of active infection with an organism that causes endocarditis

A definite diagnosis of endocarditis (80% accuracy) is made with:
2 major criteria
1 major criterion and 3 minor criteria
5 minor criteria
Possible endocarditis:
1 major and 1 minor criterion

3 minor criteria

If these criteria thresholds are not met or either an alternative explanation for illness is identified or the patient has defervesce within 4 days, endo-

carditis is highly unlikely.

52 Articles © The authors | Journal compilation © ] Med Cases and Elmer Press Inc™

www.journalmc.org



Schlam-Cambhi et al

J Med Cases. 2015;6(2):51-54

Table 2. Enterococcal Endocarditis Medical Treatment

Penicillin +

Ampicillin 2 g IV every 4 h
Penicillin-G 3 - 4 x 109 units every 4 h
If patient is allergic to penicillin: vancomycin 15 mg/kg [V every 12h  +

Streptomycin or gentamycin (aminoglycoside of choice due to less resistance)

Gentamycin 1 mg/kg IV every 8 h
Gentamycin 1 mg/kg IV every 8 h
Gentamycin 1 mg/kg IV every 8 h

The recommended duration of combined therapy should be 4 - 6 weeks.

tious endocarditis. The most common are Streptococcal spe-
cies (40%), Staphylococcus aureus (28%), and Enterococci
species (9%). Enterococcal bacteremia is a severe infection
with 23-46% of mortality rate, and the most common compli-
cation is endocarditis (5-12%), representing the third cause of
infectious endocarditis [2, 3].

The Enterococcus species formerly classified as group D
Streptococci is now defined as a distinct genus. These organ-
isms are normal inhabitants of the GI and genitourinary tracts
and may enter the bloodstream after manipulation of the colon,
urethra, or bladder [1].

The clinical presentation of infective endocarditis is main-
ly fever (85-99%), with a duration that ranges from a few days
to 2 weeks. In 18.9% of patients, there are peripheral lesions
such as petechiae, subungueal hemorrages, Osler nodes, Jane-
way lesions and Roth spots but none of these findings were
reported in the patient history [4].

The diagnosis of endocarditis can be done by the Duke’s
criteria (Table 1). The patient had three major criteria and one
minor, therefore granting the diagnosis of endocarditis [5, 6].

The transthoracic echocardiography is 40-63% sensitive.
The transesophageal echocardiography is 90-100% sensitive,
especially for detecting vegetations, identifying valve ring ab-
scesses and pulmonary and prosthetic valve endocarditis. The
electrocardiogram is not helpful for diagnosis but can show
conductive abnormalities that suggest formation of a myocar-
dial abscess [5].

In the case of the enterococcal endocarditis, medical treat-
ment, according to the Infectious Diseases Society of Ameri-
ca, should be given with cell wall-active agents that raise the
permeability of the enterococcal cell wall and act synergically
as to permit the aminoglycoside to have a bactericidal effect
at a minor dose, thus reducing toxicity for the patient (Table
2). This patient received treatment with vancomicin and gen-
tamicin due to bacterial sensitivities [5, 6].

There are specific indications for surgical treatment; if
a valvular regurgitation led to acute heart failure (especially
aortic valve involvement), the valve must be replaced, not re-
sponding to 7 - 10 days of medical treatment and sinus of Val-
salva or septal abscesses [6]. The patient was treated surgically
because he developed acute aortic insufficiency and he was
hemodynamically unstable.

Conclusion

Infective endocarditis by E. faecalis in this patient had proba-
bly a non-HIV-related etiology because of the adequate antiret-
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roviral therapy that he was having. Most probably the rectal
abscess could have been the source of the sepsis. Hepatitis C
infection could have acted as an independent risk factor. De-
spite HIV infection, other risk factors must be considered with
a sepsis diagnosis.
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