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The EUCALB therapy recommendations
for adults are as follows:16

•Tetracycline antibiotic of choice is
doxycycline (100 mg bid, except for
children under the age of eight years,
pregnant women and breastfeeding
mothers) or 
•Aminopenicillin of choice is oral
amoxicillin (500-1,000 mg tid) or 
•A third-generation cephalosporin
(explicitly mentioned is ceftriaxone, IV,
2 g/day; alternatively cefotaxime, IV,
an exact dose is not specified). 
For the latter, Nau and colleagues 
alternatively recommend cefuroxime, 
a second-generation cephalosporin 
(500 mg bid).20

In general, the prognosis of Lyme
disease is assumed to be good, in
particular after antibiotic therapy for
early manifestations. However, clinical
follow-up data after antibiotic therapy
in Lyme arthritis are sparse.20,21

CONCLUSION
The diagnosis of Lyme arthritis may be
complex, especially the interpretation
of serology data. As a rule, IgM
antibodies are generally not detected
in Lyme arthritis, whereas IgG
antibodies are mandatory for
diagnosis. Antibodies can be detected
even years after infection(s) in
asymptomatic persons with previous
Lyme disease treated with antibiotics.
If an assessment of serology follow-up
data is considered, at least parallel
testing of the sera has to be
performed. However, such blood
samples need to be stored deep
frozen, and in practice this can be
rarely managed.

Arthralgia with IgG antibodies
persistent from previous infection(s)
needs to be distinguished from Lyme
arthritis. DNA analysis is a valuable
additional method to diagnose Lyme
arthritis.

After infection, immunity against 
B. burgdorferi sensu latocannot
necessarily be assumed. Hence,

reinfections are possible. 
In contrast to the USA, one has to

keep in mind that in Europe infections
with different endemic species of the 
B. burgdorferi sensu latocomplex occur.
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Box 2

Interpretation of key serology and synovial fluid results
The serology findings and the simultaneous detection of B. garinii DNA in the
synovial fluid suggests the following interpretation: 
•The p100 antibodies as a late infection marker indicate that an infection took
place at least several weeks (or months) before the first visit. 
•The rising IgG antibody band and – in particular – the specific p18 antibodies
against B. garinii detected by Luminex technology reflect immune reactions in
the context of Lyme arthritis caused by B. garinii. 
•The p18 antibodies against B. afzelii might be interpreted as an immune
reaction caused by a previous infection with B. afzeliior as a slight cross-reactivity.
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Lyme disease, also known as Lyme borreliosis, is caused 
by infection with Borrelia burgdorferi sensu lato
(B. burgdorferi s.l.) complex, a Gram-negative spirochaete
bacterium. Infection in humans takes place through 
tick bites. 

In principle, Lyme disease may affect every organ   
of the body and may manifest in different stages. 
Early localised or disseminated stages are characterised
by erythema migrans, lymphadenosis benigna cutis, 
facial palsy and arthritis and the later stages by arthritis,
acrodermatitis chronica atrophicans or encephalomyelitis.
The incubation time of the earlier stages varies from
several days to months and that of the later stages from
weeks to months or even years. 

Lyme arthritis commonly manifests mono- or oligo-
articularly (< 5 joints). Most frequently the knee joint is
affected, followed by the ankle, wrist and elbow. 
The work-up of Lyme arthritis should include a careful
history including residence in, or time spent visiting, an
endemic region, previous history of tick bite(s), and
erythema migrans. In order to confirm a diagnosis of Lyme
arthritis clinical findings and specific IgG antibodies are
necessary. A lack of IgG antibodies practically rules out
Lyme arthritis. Antibodies can be detected even years
after infection(s) in asymptomatic individuals with
previous Lyme disease treated with antibiotics.

In general, the prognosis of Lyme disease is assumed to be 
good, in particular after antibiotic therapy of early
manifestations. The therapy recommendations for adults
are tetracyclines or aminopenicillin or a third-generation
cephalosporin. After infection, immunity against 
B. burgdorferi sensu lato cannot necessarily be assumed,
hence, reinfections are possible.
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