COMMENTARY

Should Patients Infected with Borrelia burgdorferi
No Longer Be Referred to as Having Lyme Disease?
In 1977, a seminal paper described what was subsequently
called Lyme arthritis.1 The name ‘Lyme’ originated from the
initial investigation of the disease that was conducted in the
Connecticut towns of Lyme, Old Lyme, and East Haddam.1
As more of the clinical manifestations of this illness were discovered, the condition became referred to as Lyme disease.2-4
In 1983, the principal etiologic agent for Lyme disease in
North America was identified in patients.3,5 The etiologic
agent became known as Borrelia burgdorferi and until fairly
recently was the only species of Lyme borrelia identified to
cause Lyme disease in the United States. Now it has been
established that a few cases have been caused by Borrelia
mayonii, but these have only been identified in the north-central region of the United States.6 In Europe, several other Borrelia species cause Lyme disease, and indeed, B burgdorferi is
not the principal etiologic agent of Lyme disease there.7 With
the discovery of these European species, Lyme borrelia were
then generically referred to as B burgdorferi sensu lato, with
the original species discovered in the United States identified
as B burgdorferi sensu stricto. Also, it became understood that
some of the clinical features caused by infection with Lyme
borrelia had been recognized in Europe well before 1977. In
Europe, the infection is referred to as Lyme borreliosis rather
than Lyme disease. In addition, due to the different etiologic
agents, certain clinical manifestations, such as acrodermatitis
chronica atrophicans and borrelial lymphocytoma, principally
or exclusively occur in Europe.4,7
Medically unexplained subjective symptoms are a common
reason for doctor visits. In 1973, in his book The Effective Clinician, Tumulty8 wrote that medically unexplained subjective
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symptoms are responsible for at least 25% of visits to primary
care practitioners. Fatigue is often the centerpiece of medically unexplained subjective symptoms, along with joint pain,
muscle pain, and memory and concentration difficulties. Similar symptoms not infrequently accompany objective diagnoses
such as culture-verifiable infections, including Lyme disease,9
autoimmune diseases, and neoplastic conditions; however, in
those settings, the symptoms are medically explained, not
medically unexplained.
Unexplained chronic fatigue may be referred to as
chronic fatigue syndrome or myalgic encephalitis when certain diagnostic criteria are satisfied.10,11 Looking at chronic
fatigue syndrome from a historical perspective, it is clear
that there has been intense interest in identifying the etiology (or etiologies). Putative causes have included EpsteinBarr virus, Candida albicans, and a murine retrovirus. For
the most part, these infectious causes have disappeared
from the radar, as they were debunked by scientific data.12
However, chronic fatigue syndrome and medically unexplained subjective symptoms are now increasingly referred to
as Lyme disease or as chronic Lyme disease (interchangeable
terms), which triggers certain clinicians to initiate long-term
antibiotic therapy often using simultaneous administration of
multiple antimicrobials thought to be directed to B burgdorferi
bacterial cells, B burgdorferi cyst forms, and to putative
‘coinfections’ with Babesia microti and Bartonella henselae.12,13 There is no requirement to establish that the patient
was ever actually infected with B burgdorferi sensu lato, B
microti, or B henselae using laboratory assays (reliable or otherwise), or ever had an objective clinical manifestation of Lyme
disease.14-16 Indeed, B henselae has not been established to be
an Ixodes scapularis-transmitted pathogen.13 The key presumption is that serologic testing for antibodies to B burgdorferi
sensu lato is too insensitive to exclude B burgdorferi infection
despite weeks to months of symptoms.15,16 This perspective on
Lyme disease (or chronic Lyme disease) has been widely
endorsed by Lyme disease activists, support groups, and politicians. Consequently, there is increasing confusion about what
Lyme disease is, or is not, for both patients and health care
practitioners.14-16 Apparently, there is no way to exclude Lyme
disease (or chronic Lyme disease) as the diagnosis for a given
patient. No diagnostic testing is required to establish the
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diagnosis. If the patient improves on treatment, that validates
the diagnosis, whereas if the patient worsens on treatment, that
similarly supports the diagnosis, as this is attributed to the
symptomatic effects of destroying B burgdorferi cells.15
As scientific evidence is not persuasive in this matter, perhaps an approach that would enable clinicians and patients to
better understand what was originally intended with the term
Lyme disease would be to change the name of the illness using
a name that conveys that the condition is not solely a clinical
diagnosis but instead is a clinical and a microbiological laboratory diagnosis. To this end, we propose the name B burgdorferi
sensu lato infection, or Bbsl infection for short, instead of
Lyme disease. Because most patients with erythema migrans
cannot be readily proven to have laboratory evidence of B burgdorferi infection, such cases would be counted as possible Bbsl
infection. However, encouraging data suggest that it may be
possible in the future to validate the diagnosis of erythema
migrans using a novel laboratory assay on serum.17 Microbiology taxonomists, coincidently, are arguing that Lyme borrelia
should be referred to as Borreliella, reserving the term borrelia
for relapsing fever type borrelia strains (eg, Borrelia hermsii).
This change would be expected to cause even more confusion
in the Lyme disease field and not benefit in any way clinicians,
clinical microbiology laboratories, or patients.18 The name
change proposed here, however, may be immensely helpful to
patients and health care practitioners interested in evidencebased medicine and thus should be a topic for future
discussions.
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