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Abstract

Infective endocarditis is a potentially fatal infectious disease which usually presents with various 
clinic scenarios. Although the disease generally presents itself with fever, cardiac murmur (bruit), 
splenomegaly and anemia; in this case we report a double valve endocarditis of a 23 years-old female 
patient who was admitted to our neurology clinic with acute ischemic stroke.

Introduction
 Infective endocarditis (IE); is an infectious disease which 

generally develops due to the involvement of cardiac valves, congenital 
cardiovascular lesions, prosthetic valves and other prosthetic 
materials by specific microorganisms during transient bacteremia. 
Despite developments in diagnosis and treatment, high mortality 
rates make it an important element of our current agenda. Embolic 
events are common and one of the life-threatening complications of 
IE; which may result in difficulty in diagnosis as they can imitate other 
pathological conditions [1,2]. In this report, we present a patient with 
double valve IE whose first diagnosis was ischemic stroke due to 
embolic complications of IE. 

Case Report
 23 years old female patient with acute thematic fever history in 

her childhood was referred to our neurology clinic with complaints 
of numbness and loss of strength in left arm and left leg which were 
observed 2 weeks after tooth extraction. Her fever was 38,2°C there 
was the loss of strength in left arm and left leg with a newly developing 
heart murmur. Complete blood count showed that leukocyte count 
was 24500 103µL. Consequently, the patient was admitted to 
neurology clinic and forwarded to diffusion MRI. The diffusion MRI 
showed a newly developing stroke in the right parietal region (Figure 
1). A cardiology consultation has been requested due to cardiac bruit 
and fever. Transthoracic echocardiography revealed rheumatic mitral 
valve disease causing mild mitral stenosis and vegetation’s with 18x10 
mm size on the atrial surface of the mitral valve and 10x5 mm on 
the ventricular surface of the aortic valve (Figure 2). Consecutive 
two blood cultures drawn more than 12 hours apart were positive for 
streptococcus pneumonia; therefore the patient has been diagnosed 
with endocarditis with double valve involvement. Transthoracic 
echocardiography and blood cultures were taken together and the 
patient was diagnosed as infective endocarditis according to Dukes 
diagnostic criteria. The treatment was started with gentamicin and 
penicillin and continues for 6 weeks. No fever has been observed 
after the 2nd day of treatment. TTE performed at the 5th day of 
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Figure 1: Acute infarct of right parietal region on diffusion MRI.

Figure 2: Transthoracic echocardiography showing vegetation on mitral and 
aortic valves.
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propensity for embolism.

In patients with IE, the simultaneous involvement of two valves 
is extremely rare. We speculate that aortic valve involvement in the 
present case has been probably developed due to mechanical contact 
of the large mitral vegetation to aortic valve leaflets. Because the 
mitral vegetation was large and mobile, protruding to LV outflow 
tract during systole, this vegetation led to mechanical injury and 
microbial seeding on the aortic valve. This report also shows that, 
even in patients with extensive valvular involvement, IE may be 
treated with adequate antibiotics instead of surgery. Despite the 
presence of surgical indication and complications, in some specially 
chosen patients can get rid of the surgery with a proper and effective 
antibiotic treatment. In addition, because complications related to 
IE are more frequent in patients with multi-valvular involvement, 
clinicians should be more aggressive for antimicrobial treatment and 
even for surgical treatment.
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antimicrobial treatment showed that size of the vegetation on the 
mitral valve was reduced to 12x6 mm while the vegetation on the 
aortic valve was reduced to 7x4 mm.

A surgical intervention was not been planned as the patient has 
not shown any symptoms of heart failure; as well as the fact that a 
significant response has been observed following the antimicrobial 
treatment. 

Discussion
Endocarditis generally develops on the damaged valves and the 

most commonly mitral valve is involved. The current incidence of 
IE varies from 1.7 to 6.2 per 100.000 people [3]. The mortality rate 
is between 12-29% despite sophisticated antimicrobial regiments. At 
native valves, viridans streptococcus and Staphylococcus aurous are 
responsible for 80% of IE. Involvement of multiple valves as in our 
case is very rare, but if occurs, mitral and aortic valves are commonly 
involved. Multivalvular involvement increases the risk of heart failure 
significantly, which result in a greater risk of mortality than single 
valve involvement [4-6]. 

Microbial localization on a damaged cardiac valve is the second 
stage of infective endocarditis. Afterwards, increasing number of 
microorganisms proceed to vegetation. Bacteremia, resulting from 
minor dental procedures including tooth brushing may even cause 
endocarditis [7]. Heart failure and embolic complications are the 
leading causes of death in patients with IE. Embolic events are the 
most important non-cardiac complications which have the greatest 
impact on long-term survival. The risk of overall stroke is rather high 
with an incidence of approximately 20-50% in IE cases [8]. Embolic 
complications generally occur at the initial stage of IE, mostly before 
admittance to the hospital. 50% of these occur in the 20 days period 
following the initial symptoms of IE, while 80% occur in the first 
month [5]. The risk of stroke decreases to 6-21% following initiation 
of antibiotic treatment [6]. Mitral valve endocarditis at mitral position 
poses a greater risk of peripheral embolism compared to aortic valve 
endocarditis. 

If vegetation size exceeds 15 mm; the risk of embolic incidence 
increases significantly. Whether to apply surgical treatment in case 
of a massive vegetational presence is still controversial. Results of the 
studies investigating the relation between large vegetation (>10 mm) 
and embolic incidence are inconclusive. On the other hand, meta-
analysis has revealed that if vegetation size exceeds 10 mm, the risk of 
embolism doubles. Apart from the size of the vegetation; its mobility, 
structure and growth rate are other important risk factors. IE with 
Staphylococcus, Candida species, HACEK and Abiotrophia has more 
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