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/Abstract

and the boy was successfully discharged.

The following report showcases a pubescent boy, admitted to our department with major complaints: fever, adynamia, cough,
red eye, and mouth sores, over a period of 2 weeks. Clinical observation revealed conjunctival injection, oral and genitouri-
nary mucositis (hemorrhagic crusts, balanitis), and broncho-obstructive syndrome. A form of Stevens-Johnson syndrome was
suspected, one not linked to the commonly associated medications. After departmental consideration tests were performed,
which revealed acute Mycoplasma pneumoniae infection. The patient was started on antibiotic treatment with a macrolide,
corticosteroids, and local antiseptic and anti-inflammatory treatment was implemented. Rapid clinical improvement ensued,
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Introduction

Mycoplasma pneumoniae (MP) is a recognized pathogen, caus-
ing frequent outbreaks of respiratory infections in the pediatric
population, mainly aged 3-15 years. The most common clinical
presentation is community-acquired pneumonia. A correlation
with asthma exacerbations was identified [1], attributing up
to 50% of studied asthma attacks to associated Mycoplasma
pneumoniae infection.

The microorganism lacks a cell wall, rendering beta-lactam
antibiotics useless, and relies mostly on host metabolism to
ensure its survival and replication. Cross-reactivity between
MP- antigens and human tissue antigens on the basis of mo-
lecular mimicry [2] is believed to cause most extrapulmonary
manifestations.

Typical MP-induced infections include tracheobronchitis and
pneumonia, while the following extrapulmonary presentations
are significantly rarer: central nervous system involvement (en-
cephalitis, Guillain-Barre syndrome, ataxia), dermatological
involvement (erythema multiforme, atypical Stevens-Jonson
syndrome), hematological involvement (thrombocytopenia),
and others.

Case Report

A previously healthy 14-year-old boy experienced fever, ady-
namia, odynophagia, non-productive cough and wheezing, red
eye, mouth and genital sores over a period of 2 weeks prior to

hospitalization. The patient was misdiagnosed with bacterial
pharyngitis and treated with an oral Cephalosporin to no ef-
fect. Inspection revealed severe oral mucositis (Figure 1), con-
junctival infection, non-purulent balanitis, as well as broncho-
obstructive syndrome.
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Figure 1: Oropharyngeal mucositis (day one of hospitaliza-
tion) Nasal coagulum on the right due to preceding epistaxis
is visible.
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Table 1: Comparison of laboratory markers on day one and day six of hospitalization.

Lab. marker/ Day of hosp. Day 1 Day 6
Leucocytes 8 x 10*9/L 10 x 10*9/L
Lymphocytes 1.68 x 10*9/L 1.3 x 10*9/L
Thrombocytes 594 x 10*9/L 597 x 10*9/L
ESR 50 mm/h 45 mm/h
C-reactive protein 12.18 md/dL (ret. range 0- 0,5 mg/dL) | 0.78 mg/dL

Laboratory markers of inflammation at presentation revealed
thrombocytosis (up until discharge), as well as elevation of the
erythrocyte sedimentation rate (ESR) and C-reactive protein
(Table 1). Other biochemical markers, as well as kidney, liver
function and hemostasis detected no abnormality. Throat swab
and hemoculture yielded no bacterial co-infection.

A panel of serological markers was performed, resulting in the
detection of elevated Mycoplasma pneumoniae-specific [gM
and IgG titers - 24,8 AU/mL and 7,13 AU/mL, respectively
(reference range for both- 0-1 AU/mL).

The latter results prompted a treatment regimen with macrolide
antibiotic Azithromycin 500mg daily and the corticosteroid
Methylprednisolone 1mg/kg/daily in the initial days, followed
by dose tapering over 1 month. Furthermore, topical antiseptic
preparations and debridement were applied. The results were
full resolution of the constitutional symptoms and pulmonary
complications, near-absolute regression of the mucosal inflam-
mation. This allowed discharge on the eighth day of hospital-
ization (Figure 2).

Figure 2: Day 8- discharge.
Discussion

Regarding the aforementioned patient, a diagnosis of atypical
Stevens-Johnson syndrome (SJS) was made. SJS represents
a delayed type of hypersensitivity reaction to antigens, most
commonly drugs. Implicated medications include anti-epilep-
tics, sulfonamides and some non-steroidal anti-inflammatory
drugs [3]. Time-sensitive diagnosis and treatment are essential
to disease outcome, since systemic complications in the form
of sepsis are possible. A distinction has been made between
SJS and the more severe condition toxic epidermal necrolysis
(TEN), based on the degree of body surface involved. Pathog-
nomonic for this condition is postburn-like epidermal necrosis
and loss of skin. Diagnosis of TEN requires more than 30% of
total body surface area involvement. An overlap between SJS
and TEN is defined as 10-30% body surface injury. With less
than 10% of body surface area involved, a diagnosis of SJS is
made [4].

Dermatological involvement in our patient in the form of oro-
pharyngeal and genitourinary mucositis with no epidermal le-
sions in the setting of serologically proven acute MP infection
led us to the diagnosis of an atypical presentation of SJS. Sev-
eral other infectious triggers for mucositis were considered-
Epstein-Barr virus, Herpes simplex, Hepatitis B, and group A
streptococci. They were dismissed, however, due to the lack
of specific findings and the rapid resolution of our patient’s
symptoms upon initiation of treatment.

In similar clinical settings, another medical team stressed the
combined use of a macrolide antibiotic and corticosteroid in
treating atypical SJS [5]. We have also found this to be of clini-
cal benefit. A meta-analysis of the effect of combined immuno-
globulin and corticosteroid use in SJS and TEN cases showed
both reduced mortality and hospitalization duration, especially
in those treated with high dose IVIG [6]. Fortunately, our pa-
tient did not require such a regimen.

Conclusion

Dermatological signs may be the presenting features of a
myriad of infectious and rheumatologic conditions, as well as
toxicological triggers. When dealing with pediatric patients,
differentiating between these can be challenging, in part due
to disease overlap, but also due to lacking scientific data in the
form of clinical trials and case reports.

We believe this case sheds light on a rather atypical presenta-
tion of M. pneumoniae-infection, and thus provides insight on
treatment options and outcomes, improving clinical knowledge
in the pediatric field.
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