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BACTERIAL ENDOCARDITIS

BACTERIAL ENDOCARDITIS

Primary Disciplinary Field(s): Cardiology, Infectious Disease, Internal Medicine

1. Core Definition and Pathophysiology

Bacterial endocarditis (BE) is a severe and potentially life-threatening infection characterized by
inflammation of the endocardium, which is the inner lining of the heart chambers and the surfaces
of the heart valves. This condition arises specifically when bacterial pathogens colonize this tissue,
leading to the formation of infectious masses known as vegetations. These vegetations are
complex structures composed of fibrin, platelets, inflammatory cells, and dense bacterial colonies.
The location and size of these vegetations are critical determinants of the patient's clinical course
and prognosis, as they frequently destabilize the mechanical integrity of the heart valves. When the
heart valves are compromised--either through destruction or obstruction--their primary function of
ensuring unidirectional blood flow is severely impaired, resulting in valvular insufficiency
(regurgitation) or stenosis. This structural damage directly contributes to an overall impairment of
the heart's vital pumping action, culminating in symptoms of heart failure and systemic circulatory
compromise.

The pathogenesis of bacterial endocarditis typically involves two necessary prerequisites: a source
of bacteremia (bacteria in the bloodstream) and a susceptible endothelial surface within the heart.
Endothelial damage, often caused by turbulent blood flow associated with pre-existing valvular
disease or prosthetic materials, creates a site where platelets and fibrin can aggregate, forming a
non-bacterial thrombotic endocarditis (NBTE) lesion. This sterile lesion serves as a perfect nidus
for circulating bacteria to adhere, colonize, and proliferate, initiating the infectious process. Once
the bacteria are embedded within the vegetation, they are partially shielded from host immune
defenses and antibiotic penetration, making treatment particularly challenging. The continuous
presence of these vegetations not only damages the local tissue but also acts as a reservoir for
systemic dissemination of the infection, a defining feature of the disease.

2. Etiology and Common Causative Agents

The specific bacteria responsible for endocarditis vary widely depending on the patient's underlying
risk factors, co-morbidities, and route of inoculation, leading clinicians to categorize the condition
based on the rapidity of onset (acute versus subacute). Acute bacterial endocarditis (ABE) is often
caused by highly virulent organisms, most commonly Staphylococcus aureus, which can infect

previously normal heart valves and lead to rapid valvular destruction and severe hemodynamic
instability within days. This form is particularly prevalent in cases associated with intravenous drug
use (IVDU) or healthcare-associated infections. Conversely, subacute bacterial endocarditis (SBE),
typically caused by organisms like *Streptococcus viridans* or *Enterococci*, usually affects valves
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that are already damaged or prosthetic, developing insidiously over weeks to months, often
presenting primarily with vague systemic symptoms rather than acute cardiac collapse.

Other less common but clinically significant causative agents include various Gram-negative bacilli,
HACEK organisms (a fastidious group including *Haemophilus*, *Aggregatibacter*,
*Cardiobacterium*, *Eikenella*, and *Kingella*), and fungi, particularly in immunocompromised
patients or those with prosthetic valves. The shift in epidemiological patterns over the last few
decades, especially the rise in community-acquired methicillin-resistant *Staphylococcus aureus*
(MRSA) infections and the increasing prevalence of opioid use disorder, has significantly altered
the microbial landscape of bacterial endocarditis. Understanding the specific etiological agent is
paramount, as the choice of antibiotic therapy--which is intensive and prolonged--is entirely
dependent upon the results of blood cultures and antimicrobial susceptibility testing. The source of
bacteremia must be identified and eliminated to prevent recurrence.

3. Clinical Presentation and Systemic Symptoms

The clinical manifestations of bacterial endocarditis are extraordinarily diverse and frequently non-
specific, earning it the moniker of the "great masquerader" in medicine. The most universal and
consistent symptom is the presence of fever, often accompanied by chills, night sweats, and
profound malaise, reflecting the underlying systemic inflammatory response to persistent infection.
Cardiac findings are crucial; a new onset or a significant change in an existing heart murmur is a
highly suggestive physical sign, indicating acute valvular damage. However, the disease's most
dangerous aspects arise from its systemic complications, driven primarily by the destructive nature
of the vegetations and the subsequent embolism of infected fragments into the arterial circulation.

Systemic embolism occurs when pieces of the friable vegetation break off and travel through the
bloodstream, lodging in distant organs and causing infarction or abscess formation. Neurological
sequelae, such as ischemic stroke or transient ischemic attacks, are among the most feared
complications, occurring when emboli travel to the cerebral circulation. Emboli can also affect the
spleen, kidneys, and peripheral vasculature, leading to acute abdominal pain, hematuria, or digital
ischemia. Furthermore, the persistent bacteremia triggers complex immunological phenomena,
manifesting as characteristic, though now less common, peripheral signs. These include Osler's
nodes (painful subcutaneous nodules usually found on the pads of fingers and toes), Janeway
lesions (non-tender hemorrhagic macules on the palms and soles), and Roth spots (retinal
hemorrhages with pale centers), all of which point toward the chronic inflammatory and
microembolic nature of the disease process.

4. Major Risk Factors and Transmission Routes

The susceptibility to developing bacterial endocarditis is highly correlated with certain pre-existing
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cardiac conditions and behaviors that predispose individuals to recurrent bacteremia. Historically,
the primary risk factors were rheumatic heart disease and pre-existing congenital heart defects that
caused turbulent blood flow, such as bicuspid aortic valve or ventricular septal defects. In
contemporary clinical practice, the presence of prosthetic heart valves represents the highest
intrinsic risk factor, as foreign materials are highly susceptible to bacterial colonization; infection
occurring within the first year post-implantation is often highly aggressive. Additionally, patients
with prior episodes of endocarditis are significantly more likely to suffer recurrence, emphasizing
the need for rigorous prophylactic measures.

Perhaps the most dramatic epidemiological shift in recent decades relates to unhygienic
intravenous drug use (IVDU), which has become a dominant pathway for acquiring the infection,
particularly tricuspid valve endocarditis (infection of the right side of the heart). The practice of
injecting unsterile substances directly into the venous system introduces massive bacterial loads,
often *S. aureus* from the skin flora, directly into the central circulation. This direct route bypasses
most innate defenses, leading to rapid colonization of the heart valves. Other iatrogenic risk factors
include the increasing use of long-term indwelling central venous catheters, hemodialysis access
lines, and permanent cardiac pacing devices, all of which provide a direct portal of entry for
bacteria and a foreign surface upon which biofilms can establish. Dental hygiene also plays a
critical role, as procedures causing transient bacteremia in individuals with underlying cardiac risks
can introduce oral flora, such as *Streptococci*, which commonly cause subacute endocarditis.

5. Diagnosis and Management

Diagnosis of bacterial endocarditis relies heavily on the integration of clinical findings,
microbiology, and advanced imaging, typically following the established Duke Criteria, which
categorize the probability of the disease into definite, possible, or rejected categories based on
major and minor findings. Crucially, multiple sets of blood cultures must be drawn before initiating
antibiotic therapy to isolate the causative organism, which is essential for guiding treatment.
Imaging, primarily transthoracic echocardiography (TTE) or the more sensitive transesophageal
echocardiography (TEE), is used to visualize the vegetations, assess the extent of valvular
damage, and detect potential complications like myocardial abscesses. TEE is often necessary
when TTE findings are inconclusive, especially in patients with prosthetic valves.

Management is intensive and typically involves prolonged courses (4 to 6 weeks) of high-dose
intravenous antibiotics, often administered synergistically (e.g., penicillin derivatives combined
with aminoglycosides) to maximize bactericidal effect against organisms entrenched within the
fibrin matrix. The specific regimen is tailored based on the identified organism and its antimicrobial
sensitivities. Beyond antibiotics, surgical intervention is often required to replace or repair the
damaged valve, clear large, highly mobile vegetations that pose a high embolic risk, or manage
intractable infection unresponsive to maximal medical therapy. Indications for urgent surgery
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include severe heart failure refractory to medication, uncontrolled infection, and the presence of
persistent large emboli despite appropriate antibiotic administration.

6. Complications and Prognosis

Bacterial endocarditis carries significant morbidity and mortality, even with modern therapeutic
approaches. The primary complications stem from two mechanisms: hemodynamic compromise
due to severe valvular dysfunction, and systemic spread of infection and emboli. Heart failure is a
common and often immediate complication, particularly in acute aortic or mitral valve destruction,
requiring immediate and aggressive medical or surgical intervention. Systemic embolization, as
noted, can lead to devastating consequences such as cerebral infarction, splenic infarction, and
mycotic aneurysms (infected arterial dilations), which carry a high risk of rupture.

Despite advances in diagnostics and antimicrobial therapy, the in-hospital mortality rate for
bacterial endocarditis remains substantial, ranging between 15% and 30%, depending on the
pathogen, patient co-morbidities, and the timely initiation of treatment. Factors associated with
poor prognosis include infection with highly virulent organisms like *S. aureus?*, large vegetation
size, prosthetic valve involvement, the development of heart failure, and advanced age. Long-term
prognosis is also affected by residual heart damage; patients surviving the acute episode often
require ongoing management for chronic valvular disease and are placed on lifelong antimicrobial
prophylaxis regimens for high-risk procedures to prevent recurrent infection. Effective prevention,
particularly addressing the risks associated with IVDU and ensuring excellent dental health,
remains the most effective strategy for reducing the overall burden of this disease.

7. Further Reading

Endocarditis (Wikipedia)
Intravenous Drug Use and Infectious Disease (CDC/NIDA Context)

Infective Endocarditis Overview (Mayo Clinic)

AHA/ACC Guidelines on the Management of Patients with Valvular Heart Disease (American Heart

Association)
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