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55-year old woman with erysipelas

Katarzyna Plagens-Rotman?, Renata Przybylska? Katarzyna Gerke®, Zygmunt Adamski®, Magdalena Czarnecka-Operacz?

!Institute of Health Sciences, Hipolit Cegielski State College of Higher Education, Gniezno, Poland
2Department of Neurological Nursing, Poznan University of Medical Sciences, Poznan, Poland
3Department of Dermatology, Poznan University of Medical Sciences, Poznan, Poland

Erysipelas belongs to the inflammatory erythema of
acute course spreading with lymphatic vessels, in which
the pathogen (group A B-haemolytic streptococcus) pen-
etrates the human system through the extrinsic (skin-
damaging) or intrinsic pathway, in particular from nasal
mucosa and oral cavity, which in turn leads to infection
of the skin and subcutaneous tissue. The frequency of oc-
currence of erysipelas in European countries is estimated
at 9-24 per 10,000 inhabitants [1, 2]. The peak of illness
is between 60 and 80 years of age, with women suffering
more often than men. In some cases, a predisposition to
the disease among newborns and young children is also
observed [3].

In most of the cases, the etiological factor is group
A B-haemolytic streptococcus (Streptococcus pyogenes
gr. A, GAS) observed in 58-67% of cases [4, 5], less fre-
quently G group streptococci (14-25%) or streptococci
of group B (3-9%). It must be emphasized that B group
streptococci play a significant role after gynaecological
procedures or in patients treated with radiotherapy at
gynaecologic oncology wards [6].

The onset of the disease is sudden. There is a high
fever reaching 40°C accompanied by chills. There is an
acute inflammation of the skin and subcutaneous tissue
with erythema and oedema present. The focus of the dis-
ease is characterized by a smooth surface limited from
the environment by a steep, clearly marked heaped-up
edge. In addition, streaky protrusions are often caused
by the spread of infection via the lymphatic vessels. The
complication of the accumulation of exudative fluid in
the papillary layer is the separation of the epidermis and
the formation of blisters (erysipelas bullosum). In addi-
tion, the severe course of erysipelas may lead to necrosis
and gangrene (erysipelas gangraenosum) [7, 8].

Diagnosis of erysipelas is based on the characteristic
clinical picture. Laboratory tests show an elevated eryth-
rocyte sedimentation rate test and leucocytosis with an
increased percentage of polymorphonuclear neutrophils.
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Antibiotics of choice in the treatment of erysipelas
are semi-synthetic penicillins, however, in the case of in-
tolerance or allergies to this group of drugs, the recom-
mended treatment is erythromycin.

The aim of the report was to present a case of erysip-
elas in a 55-year-old woman treated at the Department
of Dermatology, Poznan University of Medical Sciences.

A 55-year-old woman was admitted to hospital as
a matter of urgency at the Department of Dermatology
for the purpose of diagnosis and treatment with the di-
agnosis of facial erysipelas. Medical history from several
days before was taken. Punctual pain of the nose and left
submandibular lymph node was also noted.

The patient was consulted otolaryngologically, which
showed no change. Afterwards, increasing swelling and
redness of the skin of the nose and left half of the face
occurred with a feeling of pulsation accompanied by
chills (fever of 38°C). Doxycycline, Co-trimoxazole, Mu-
pirocin ointment were administered but without im-
provement of the dermatological condition. The family
history for skin diseases was negative. The patient was
not treated internally either.

The patient’s history included chronic sinusitis (para-
nasal sinuses) and Kartagener’s syndrome. In addition,
in April 2015, the patient was hospitalized at the depart-
ment of internal diseases for the purpose of observation
in the direction of systemic lupus, but it proved negative.

During the hospital stay the patient was consulted:
—dentally: In the clinical examination and after radiologi-

cal analysis, there are potential outbreaks in the oral
cavity. Teeth 27 and 28 require the extension of radio-
logical diagnosis and possibly endodontic treatment or
extraction; apart from that, changes of the left maxil-
lary sinus were observed.

— laryngologically: recurrent nasal polyps in the interview
— 3 functional endoscopic sinus surgeries (FESS) (last
in 2014); ears — otoscopic examination — not changes
found; nose — patent, small polyp change emerging
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from the left side ethmoid bone, not disturbing nasal pa-
tency; oral cavity and throat —after tonsillectomy, smooth.
The above-mentioned changes in the sinuses X-ray may
correspond to chronic changes of the paranasal sinuses;
it was recommended to have computed tomography (CT)
of sinuses in the bone window to accurately assess the
paranasal sinuses.

The following imaging tests were performed:

—chest X-ray: lung fields with no visible focal lesions; car-
diac and right-aortic silhouette, not enlarged cardiac sil-
houette, aorta in norm; unveiled, vascular pulmonary hila;
air bubble under the right dome of the diaphragm —which
may suggest visceral inversion.

—abdominal ultrasound: visceral total inversion. Liver of nor-
mal echogenicity, not enlarged, with no visible focal lesions;
non-dilated bile ducts; gallbladder, thin-walled without any
deposits. In the shank of the gallbladder, a parietal soft tis-
sue echo of 4 mm height was seen — polyps ultrasound
image — an ultrasound scan control for 6-12 months; not
enlarged pancreas with normal parenchyma echogenicity,
non-dilated pancreatic duct; kidneys of normal structure
and shape without stagnation and echoes of deposits; hy-
perechogenic focal lesion of 4 mm diameter in the middle
part of the parenchymal layer of the right kidney — ultra-
sound image may correspond to angiomyolipoma (AML)
— ultrasound scan control recommended. Spleen homoge-
neous, not enlarged. Urinary bladder not full.

—sinuses CT: state after multiple FESS — with a wide open-
ing of both maxillary sinuses to the nasal cavity and bilat-
eral turbinectomy. Parietal polypo-mucosal lesions up to
14 mm thick present in the maxillary sinuses. Parietal
thickening of the mucosa also visible within the eth-
moid area and in hypoplastic ostia of the frontal sinuses.
Minimal segmental thickening of the sphenoidal sinuses
mucosa. Patent nasal cavity and posterior nostrils. Ostio-
meatal complex unobstructed. Swelling of the mucous
membrane of inferior nasal concha.

Laboratory tests performed during hospitalization show
elevated fasting glucose (115 mg/dl) and C-reactive protein
(54.5 mg/dl).

The patient was treated with the following medica-
tions: Amoxicillin 2 x 1,2 g i.v. for 10 days, Metronidazole
3 x 500 mg i.v.,, probiotic once a day, Hydrocortisone
2 x 200 mg -1 x 200 mg — 100 mg, Potassium chloride
1 x 1, Pantoprazole; Proton pump inhibitors (PPIs) 20 mg
1 x 1, Enoxaparin sodium 0.4 ml subcutaneously and boric
acid wraps on the changed skin and Mupirocin.

The patient was discharged home in good general con-
dition with the following recommendations:
—post-hospital control in the Dermatological Outpatient

Clinic after 1 month;

—further care of the general practitioner (GP): control of
blood pressure and blood glucose, blood morphology, fast-
ing glucose, electrolytes;

— basic diet;

—physical exertion suitable for patient’s age.
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The most common etiological agent causing erysip-
elas is Gram-positive granulomas — 3 streptococci-hae-
molytic group A (Streptococcus pyogenes) belonging to
more than 50 species of the Streptococcus type. During
the infection, the pro-inflammatory cytokine is released
(HMGB1 protein) causing the activation of macrophages,
NK and NKT cells and contributing to the stimulation of
T lymphocytes [9]. Transmission of the microorganism
can occur via droplets, through direct contact with mucus
secretion from the nasopharynx of the sick person or the
carrier, as well as through infected wounds or pathologi-
cally altered skin.

The most common infections caused by Streptococ-
cus pyogenes include streptococcal angina, scarlet fever,
sinusitis, otitis media, erysipelas, purulent dermatitis and
purulent inflammation of subcutaneous tissue, neonatal
navel infection, nodular inflammation and lymphatic ves-
sels or toxic Streptococcal like syndrome (TSLS). Meningi-
tis (post-traumatic meningitis), endocarditis, pneumonia
or arthritis and osteoarthritis are diagnosed more rarely
[10-12].

Staphylococcus aureus, Streptococcus pneumonia or
Pseudomonas aeruginosa should be mentioned among
the etiological agents in the development of erysipelas.
In case of facial changes, Haemophilus influenzae may
play a particularly important role [13]. In addition, the
general condition of the patient, the presence of comor-
bidities, such as alcohol addiction, obesity, diabetes, cir-
culatory insufficiency, kidney failure, long-term antibiotic
therapy, treatment with cytostatics, glucocorticoids, im-
munosuppression, radical mastectomy or advanced age
of the patient are all important risk factors for developing
erysipelas [1, 14, 15].

Dermatological changes include the skin and sub-
cutaneous tissue in the form of swelling, redness and
a clear, heapedup edge limiting it from a healthy tissue.
Inflammation is characterized by irregular shape, signifi-
cant consistency and pain. In addition, high body tem-
perature, chills, tachycardia, increased sweating, head-
aches, muscle and joint pain belong to the characteristic
symptoms which are the consequence of inflammation
caused by infection. In the case of the face, the erythem-
atous change usually starts on the bridge of the nose,
spreading symmetrically to the cheeks, often with mas-
sive eyelid oedema. Very rarely the chin area and lower
lip are affected [6, 16, 17].

Diagnosis of erysipelas is based on the accompany-
ing acute inflammation, clearly separated from the sur-
rounding healthy tissues, sudden and rapid course and
a sharp increase in body temperature with chills. In or-
der to make a correct diagnosis it is necessary in case
of cutaneous lesions located on the limbs to distinguish
the erysipelas from thrombophlebitis with percutane-
ous inflammation of the skin (peri-et thrombophlebitis)
characterized by induration and pain in the vein, less re-
stricted inflammation and to distinguish from erythema
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nodosum differing from the environment with general
symptoms with a slow course. In the case of the location
of dermatological lesions within the face, the erysipelas
is differentiated with organ erythematosus (SLE), which,
when exposed to sun may resemble erysipelas, with her-
pes zoster (zoster) characterized by pain and recurrent
erysipelas (erysipelas carcinomatosum). In addition, it is
recommended to consider a microbiological examination
of swabs taken from skin damage or cracks to determine

the factor causing the infection [18-20].

Histopathological examination of dermatological
lesions in the course of erysipelas is performed rarely,
most often in the case of resistance to antibiotic therapy
with pronounced skin oedema, inflammatory infiltrates
composed of leukocytes and lymphocytes with the occur-
rence of acidophilic leukocytes. In the initial stage of the
disease, inflammation affects the skin, sometimes the
subcutaneous tissue, which results in dilatation of blood
vessels and lymphatic vessels [21, 22].

In the treatment of rose, antibiotics of choice are
natural penicillin — phenoxymethylpenicillin (penicillin
V) in a dose of 1.2-1.5 million. IU administered by the
oral route for 10-14 days with dermatological control af-
ter 2-3 days from the beginning of treatment. In case of
allergy to B-lactam antibiotics, it is recommended to take
oral erythromycin at a dose of 2 g/day or intravenously
at a dose of 300 mg every 8 h. Considering the presence
of factors predisposing to the therapy, it is recommended
to perform it in a hospital setting, implementing peni-
cillin G treatment at a dose of 10-20 million units daily
administered in intravenous infusions 2—6 times a day
or with procaine penicillin intramuscularly at a dose of
2.4 million units 2 times a day for a period of 10-14 days.
[23-25]. In addition, topical treatment involves the use
of 2% ichthyol or 3% boric acid wraps, while in the pres-
ence of blisters, erosions or ulcers, disinfectants such as
Polseptol, Octenisept and others are used.

Nursing care of the patient with erysipelas:

—in the case of lower extremity erysipelas, clothes which
cause pressure during the acute phase should be avoid-
ed, however they should be reapplied as soon as the
condition of the affected body part permits;

—the use of NSAIDs, e.g. ibuprofen, during the acute
phase of the disease should be avoided as they may
cause necrotizing fasciitis;

—return to work should be dependent on the patient’s
type of job;

— prevention of injuries;

—treatment of ulcerations, mycosis and venous insuffi-
ciency;

— weight reduction;

— glycaemic control.
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