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Case report

Abstract 

Background: Systemic Lupus Eryth-
ematosus (SLE) is multisystemic 
autoimmune chronic inflammatory 
disease. It has a relapsing remitting 
course. Here, we present a male patient 
with SLE who presented with signs and 
symptoms mimicking sub-acute infective 
endocarditis.   
Case report: A 28 year old male 
presented with fatigue, fever, arthritis, 
and anaemia.  He had past history of oral 
ulcers. Antinuclear antibody ANA was 
positive. Diagnosis of SLE depending 
on 2012 SLICC SLE criteria1 was 
done and methylprednisolone IV pulse 
therapy was given for 3 days.  On the 4th 
day he developed chest pain for which 
echocardiography was done and showed 
vegetation. Because of suspicion of 
infective endocarditis IE which cannot be 
excluded at that time, IV antibiotics were 
started.  Blood culture was negative, it can 
be negative in 2% to 40% of IE patients, 
so antibiotics were continued for 4 
weeks. Echocardiography repeated at the 
end of 4th week revealed no vegetation. 
The patient was discharged and was 
asked to come back for follow up and to 
repeat ANA and anti-dsDNA antibodies.  
At the 5th week, the patient came with 
active arthritis, fatigue, discoid rash and 
vasculitic body rash.  ANA was repeated 
and found to be highly positive 1:10240.  
A final diagnosis was SLE associated 
with Libman Sacks endocarditis.
Conclusion: Infective endocarditis shared 
a lot of signs and symptoms of SLE.  
Antinuclear antibodies are also positive 
in infective endocarditis and this makes 
some diagnostic difficulties.  
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Introduction

Systemic Lupus Erythematosus (SLE) 
is multisystemic autoimmune chronic 
inflammatory disease. It has a relapsing 
remitting course. Symptoms vary 
between people and may be mild to 

severe2.  Common symptoms include 
painful and swollen joints, fever, chest 
pain, hair loss, mouth ulcers, swollen 
lymph nodes, feeling tired and a red rash 
which is most commonly on the face2.
    Infective Endocarditis (IE) is 
infection of the endocardium, usually 
with bacteria (commonly streptococci) 
or fungi. Common signs and symptoms 
include fever, heart murmurs, petechiae, 
anemia, embolic phenomena, and 
endocardial vegetations. The Duke 
diagnostic criteria, developed by Durack 
and colleagues3, are generally used to 
make a definitive diagnosis of IE.
    Here, we present a male patient 
with SLE who presented with signs and 
symptoms mimicking sub-acute infective 
endocarditis.   

Case report
 
A 28 year old black man from south of 
Libya presented to rheumatology out 
patients clinic complaining of general 
weakness, fatigue, fever, and arthralgia 
for the last two months. He had past 
history of recurrent mouth ulcers. 
Clinically he was pale and febrile (temp. 
39.5oC). He had rounded hypopigmented 
lesion on scalp behind the left ear and 
small vasculitic rash on the upper chest.  
He had both wrist joints arthritis. Heart 
examination revealed systolic murmur 
at the mitral area.  Investigation showed 
haemoglobin of 8.7 g/dl, ESR was 85 
mm/hr, coomb’s test was negative.  
ANA which was done by ELISA test 
in local laboratory was positive.  So, a 
diagnosis of SLE depending on 2012 
SLICC SLE criteria1 was done and IV 
methylpredisolone pulse therapy 1gm 
daily for 3 days was given.
    On the 4th day, he presented for follow 
up, he showed signs of improvement, no 
more fever, no active arthritis. But he had 
sharp chest pain, echocardiography was 
requested which showed heterogeneous 
echo density, irregular border partially 
mobile vegetation started from sino 
tubular junction to ascending aorta 
which was confirmed by transesophageal 
echocardiography (Figures 1, 2).
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Figure 1: Transesophageal echocardiography showing 
vegetation at ascending aorta 

Figure 2: Arrowhead, heterogeneous echo density, 
irregular border vegetation started from sino tubular 
junction to ascending aorta

      The patient was admitted to cardiology department 
as a case of infective endocarditis and treated by IV 
antibiotics for 4 weeks. Two blood cultures were 
negative.  Echocardiography repeated at the end of the 4th 
week revealed no vegetation. The patient was discharged 
and was asked to come for follow up and to repeat ANA 
and anti-dsDNA antibodies.  After one week, the patient 
presented with recurrence of fatigue, both wrist arthritis, 
skin rash and active discoid rash on the scalp.  ANA was 
positive with high titer (1:10240), fine speckled pattern.  
Anti-dsDNA was negative.  CBC revealed normocytic 
normochromic anaemia and high ESR (64mm/hr).  
Prednisolone 60mg daily and hydroxychloroquin 200mg 

twice a day were started.  The patient is now doing 
well, he is in remission on prednisolone 5mg daily and 
hydroxychloroquin 200mg twice a day.  

Discussion 

Lupus symptoms are also symptoms of many other 
diseases and this sometimes makes diagnostic difficulties.  
A common shared feature between infective endocarditis 
and lupus are skin rash, fever, anaemia, arthritis and 
positive ANA (Table 1).

Table 1:  Clinical features of IE versus SLE with LSE
Clinical feature IE SLE with LSE
Fatigue + +
Fever + rarely exceed 

39.4oC
+ rarely exceed 
38.89oC

Skin rash + +
Arthritis + +
Valvular dysfunc-
tion (murmur) 

+ present in 
>85%

+ present in 
only 20%

Normocytic 
nomochromic 
anaemia

+ + and can be 
macrocytic 
due to comb’s 
positive 
haemolytic 
anaemia

Blood culture + positive -negative

Echocardiography
(vegetation) + +

ANA at diagnosis Can be positive 
in 8% -30%

Positive in 98%

ANA after 
antibiotics

Become 
negative

Remain positive

Other features 
(thromboembolic)

+ + and also 
clinical features 
of SLE

 
        Fever in lupus is usually low-grade, rarely exceeding 
38.89oC.  A temperature greater than this should stimulate 
a search for an infection as the source of fever4.  This 
patient had a fever of 39.5oC which made an infection 
(IE) on top of differential diagnosis.  But fever is a 
common manifestation of SLE and can occur in 36-86% 
of patients5,6.  Blood culture of this patient was repeated 
twice and both results were negative.  Blood cultures are 
negative in 2% to 40% of infective endocarditis patients, 
with some studies reporting blood culture-negative rates 
of up to 71% 7-11.
        ANA is positive in 98% of SLE patients and the usual 
ANA pattern in SLE is homogenous and fine speckled 
patterns. ANA is also positive in infective endocarditis 
in 8% to 30% of patients, with a titer as high as 1:640. 
But positive ANA test results revert to negative after 
antibiotics therapy12-16. 
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        In our patient, ANA was positive from beginning and 
when repeated after antibiotic treatment, it was highly 
positive (1:10240), the pattern was fine speckled and this 
supported a diagnosis of SLE with heart involvement 
(Libman sacks endocarditis).
    Libman Sacks (LS) endocarditis LSE is a form 
of nonbacterial endocarditis that is seen in association 
with SLE. It is one of the most common heart related 
manifestations of lupus (the most common being 
pericarditis)17.  It was first described by Emanuel 
Libman and Benjamin sacks at Mount Sinai Hospital in 
New York City in 192418,19.  Libman sacks endocarditis 
most commonly affects mitral and aortic valves, but 
other valves may be involved18,19. LS vegetations 
comprise immune complexes, mononuclear cells, 
fibrin, and platelet thrombi.  It can be complicated by 
embolic cerebrovascular disease, peripheral arterial 
embolism, and by superimposed infective endocarditis. 
It is also associated with increased mortality20.  There 
are  laboratory tests to confirm the diagnosis of 
LSE21.  However, the primary evaluation for LSE is by 
echocardiography.  Trans-esophageal echocardiography 
has greater sensitivity and specificity than trans-thoracic 
echocardiography21.
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