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Erysipeloid – Case Report
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SUMMARY  Erysipeloid is an acute, bacterial infection of 
traumatized skin in an individual who was in direct contact 
with meat or other animal products contaminated with a gram-
positive bacillus Erysipelothrix rhusiopathiae. We present a 
case of a 50-year-old housewife whose hobby was fishing, 
with a reddish, tender patch on the fifth finger and dorsum of 
the left hand, which developed a week after she had sustained 
an injury while boning the fish. The patient was treated with 
orally administered penicillin V 1,500,000 IU t.i.d. for 7 days, 
with complete resolution.
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INTRODUCTION

 Erysipeloid is an acute, bacterial infection of 
traumatized skin in an individual who was in di-
rect contact with meat or other animal products 
contaminated with a gram-positive bacillus Ery-
sipelothrix (E.) rhusiopathiae (1-3). In 1878, E. 
rhusiopathiae was first isolated by Koch (4). The 
term “erysipeloid” was first used by Rosenbach, in 
order to distinguish it from human erysipelas (5). 
In 1909, he designated E. rhusiopathiae as a hu-
man pathogen (5).

CASE REPORT
 A 50-year-old woman visited Outpatient Clinic 
at University Department of Dermatology and Ve-
nereology, Zagreb University Hospital Center for 
tender and painful purple-red papules on the dor-
sum of her left hand. The lesion developed a week 
after she had been injured while boning the fish. 
The injured site was on the fifth finger of the left 
hand. Initially she felt burning pain limited to the 

site of minor injury. Shortly after, reddish papules 
appeared, sparing the terminal phalange of the 
fifth finger (Fig. 1). Gradually, the lesion spread 
peripherally to the dorsal side of the left hand. The 
adjacent joint turned painful and swollen. As the 
sharply delineated edge was advancing peripher-
ally, the center was clearing and the patient ex-
perienced discrete sensation of itching. Generally, 
she was healthy, without constitutional symptoms 
like fever and malaise, and without pathologic 
laboratory findings. Culture of lesion biopsy was 
not done because the patient’s medical history 
and clinical findings suggested the diagnosis. The 
patient was treated with orally administered peni-
cillin V 1,500,000 IU t.i.d. for 7 days. As the lesion 
was resolving, brownish discoloration developed 
and disappeared shortly after therapy discontinu-
ation (Fig. 2). Soon after penicillin administration, 
her lesion completely resolved and there was no 
recurrence. 
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DISCUSSION
 The causative agent, E. rhusiopathiae (for-
merly known as E. insidiosa) is a thin, rod-shaped, 
facultative anaerobic, non-acid-fast, nonsporulat-
ing, and nonmotile, gram-positive bacillus. The 
organism is resistant to environmental influences 
such as salting, smoking, pricking, exposure to di-
rect sunlight for 12 days, and may stay alive for 
many months in carcasses (1,2). The organism 
may live long enough to cause infection weeks 
or months after initial soil contamination (1). It is 
widely distributed among many wild and domestic 
animals such as fish, pigs, sheep, poultry, cattle, 
etc. However, it is mostly found in pigs, causing a 
disease known as swine erysipelas (1,3,6-8). The 
etiologic agent of swine erysipelas was described 
by Loeffler in 1886 (6). E. rhusiopathiae can also 
be isolated from fresh and seawater fish and crus-
taceans, but in fish itself it causes no known dis-
ease (1,9). Erysipeloid can also be transmitted by 
contaminated food (1,3). 
 Erysipeloid is almost always an occupational 
disease. The disease is associated with a variety 
of occupations among which fishermen and fish 
retailers, butchers, farm workers, veterinarians, 
housewives, and in the past also button (bone) 
and leather workers as well as soap makers are at 
highest risk (1-3,7,9). Conor et al. have described 
coexistence of erysipeloid and orf in sheep farmer 
(10). Our patient got infected by handling the fish, 
while boning it. She was a housewife whose hob-
by was fishing.
 The disease can affect any race, age and sex 
group. According to professional exposure, the in-

cidence is higher in males (2,3,7,8). The incuba-
tion period is 2 to 7 days or 2 weeks at  the most. 
Erysipeloid can be divided into localized cutane-
ous form, diffuse cutaneous form, and systemic 
infection complicated with endocarditis, or joint, 
bone, brain and pleural involvement (3,7,9,11). 
According to Fitzpatrick et al. it can be divided into 
four different forms: (a) localized cutaneous (also 
known as erysipeloid of Rosenbach); (b) diffuse 
cutaneous; (c) subacute bacterial endocarditis; 
and (d) systemic infection without endocarditis, 
usually in immunocompromised individuals (2). 
 The localized form is most frequently found in 
humans. The lesions are usually confined to the 
site of inoculation, such as a finger or hand, but 
any site can be involved. The primer lesion is 
well-defined reddish to violet papule, which can 
sometimes show confluence into patches. They 
gradually become swollen, warm and tender, ac-
companied by burning and throbbing sensation. 
Adjacent joints are often involved, and are swollen 
and painful. As the patches spread peripherally, 
the central zone clears. Sometimes hemorrhagic 
vesicles and bullae without suppuration may ap-
pear. In some patients lymphangiitis and lymph-
adenopathy may occur, while systemic symptoms 
such as low-grade fever and malaise are uncom-
mon (1,2). As the lesions resolve, brownish dis-
coloration may develop (2,4,7,11). Rarely multiple, 
serpiginous, violaceous, widespread cutaneous 
lesions appear distantly from the site of injury. 
The course of disseminated cutaneous form is 
protracted with the possibility of recurrences (1-
3,7,8,11). Subacute endocarditis is the most com-
mon complication of the rare systemic infection. 
There is a great predisposition for involvement of 
the aortic valve, which was previously normal in 
nearly 60% of cases (1). In case of systemic in-

Figure 1. A red, partly violaceous, slightly edema-
tous papular eruption with a well raised edge, with 
central regression on the back of the hand before 
therapy.

Figure 2. Erysipeloid patient 7 days after penicillin 
therapy.
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fection, the patient may have a typical local cuta-
neous lesion or that with central necrosis, or may 
have widespread lesions ranging from perifollicular 
papules to purpuric exanthema and necrosis, but 
usually without cutaneous manifestation. Other 
reported manifestations of systemic infection are 
septic arthritis, diffuse glomerulonephritis, men-
ingitis, conjunctivitis, bronchitis, pleural and bone 
involvement (1-3,7,11). Our patient had a cutane-
ous localized erysipeloid. Her site of inoculation 
was the fifth finger of the left hand, presented with 
reddish to violet papule that showed confluence 
into the plaque spreading to the dorsal side of the 
left hand (Fig. 1). She experienced burning pain 
accompanied by itching sensation. 
 The diagnosis of cutaneous disease is made 
on the basis of clinical findings and medical his-
tory. Actually it is a cellulitis because the causative 
agent is situated in deeper skin layers. Culture of 
the lesion biopsy specimen has to be performed 
from the edge of the lesion and it should contain 
full thickness of the dermis (1,2,12). The causative 
agents are rarely revealed from the surface of the 
lesion or from aspirated material (1-3,11).  Identi-
fication is based on Gram stain. Sometimes, like 
in atypical infections, Gram stain can be misidenti-
fied as Lactobacillus spp. or Enterococcus spp., 
so the identification schemes should include test-
ing for hydrogen sulfide (H2S) production (1,2,12). 
Commercial blood culture media are available for 
detection in systemic infection. Blood culture is 
negative in both cutaneous forms. Echocardiog-
raphy, computed tomography (CT) or brain mag-
netic resonance imaging (MRI), chest radiography 
or CT, a scan or MRI of bones may be performed 
to aid in the diagnosis of some systemic manifes-
tations (1-3,8).
 Differential diagnosis includes erysipelas and 
other forms of bacterial cellulitis, spider bites, 
fixed drug eruptions, and erythema migrans. 
The course of erysipelas is rapid, most patients 
are very ill, with elevated white blood cell (WBC) 
end erythrocyte sedimentation rate (ESR); central 
area remains the most affected part of the lesion 
and there is no spontaneous resolution (2,3,7,11). 
The disease is self-limited and regresses sponta-
neously within 2 to 4 weeks (1-3). However, if not 
treated, the disease may persist for months (1). 
 The mainstay of therapy are antibiotics. The 
drug of choice is penicillin; in penicillin-allergic pa-
tients imipenem, ciprofloxacin, and erythromycin 
can be administered. Resistance to erythromy-
cin, tetracycline, and chloramphenicol has been 
described (1-3,7,11,13). Our patient was treated 

with orally administered penicillin V 1,500,000 IU 
t.i.d. for 7 days. After antibiotic discontinuation, 
the lesions completely resolved. Various disinfec-
tants show activity against E. rhusiopathiae (14). 
To prevent the spread of the disease, it is advised 
to use gloves while handling raw fish, meat and 
other animal products (7). The cutaneous form of 
infection has a favorable prognosis, however, in 
systemic forms the course and prognosis depend 
on organ involvement as well as on early and ap-
propriate treatment (2,3,8). After erysipeloid infec-
tion, no permanent immunity develops (2,3,15,16). 
A vaccine for veterinarians and animal handlers is 
available, but the efficacy is questionable (3).

CONCLUSION
 Erysipeloid is a rare bacterial disease, and it is 
almost always seen in persons handling contami-
nated animal products. Although it is mostly self-
limited, antibiotic therapy is suggested to avoid the 
potential second attacks and disease persistence. 
It is considered as an occupational disease, so ap-
propriate preventive measures should be taken.
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