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antiplatelet inhibition with both aspirin and ticlopidine; either drug alone had no signiﬁcant effect.
Clinical data to support aspirin for prophylaxis of
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IE are currently lacking. Given the scale and cost of
conducting a randomized controlled trial, we agree
that analysis of existing cohorts of “at-risk” groups
would be valuable and might provide supportive
evidence. In fact, a prospective series addressing
precisely this question in patients with bioprosthetic
heart valves has recently been proposed (4). Finally,
the risks of aspirin prophylaxis need to be taken
into account, and depending on the population,
dose and nature of the dental/surgical intervention,
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might be associated with an increase in bleeding

carditis with antiplatelet and antithrombin agents: a role for long-term prevention of infective endocarditis in humans? J Infect Dis 2015;211:72–9.
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Dr. Madias proposes a potential role for aspirin in
the prevention of infective endocarditis (IE). The
role of platelets in the pathogenesis of IE is established: in addition to enabling bacterial adhesion,
activated platelets lead to formation of neutrophil
extracellular traps, which enmesh platelet-bacterial
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aggregates together to facilitate vegetation formation (1). Furthermore, platelets contribute to the

Please note: The authors have reported that they have no relationships relevant
to the contents of this paper to disclose.

formation of multilayered bioﬁlms. However, platelets also have protective effects through release of
platelet microbicidal proteins and activation of the
immune response.
Findings in preclinical models reﬂect these dual
functions. In a rabbit model of experimental streptococcal IE, platelets have been shown to restrain
development of early IE (2). In a rat model of staphylococcal and streptotoccal IE, Veloso et al. (3)
demonstrated

that

platelet

inhibition

using

aspirin and ticlopidine could prevent formation of
vegetations.

Notably,

this

required

dual

agent
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