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Case report 
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a Service de Réanimation Polyvalente, Centre Hospitalier Victor Dupouy, 69, rue du Lieutenant-Colonel Prud’hon, 95100 Argenteuil, France 
b Service de microbiologie, Centre Hospitalier Victor Dupouy, 69, rue du Lieutenant-Colonel Prud’hon, 95100 Argenteuil, France   

A R T I C L E  I N F O   

Keywords: 
Enterococcus cecorum 
Purpura fulminans 
Asplenia 
Sepsis 
ICU 

A B S T R A C T   

Enterococcus cecorum was initially isolated from the intestine of poultry and is an uncommon cause of human 
infection. We report here what we believe to be the first case of overwhelming post-splenectomy infection (OPSI) 
with purpura fulminans due to Enterococcus cecorum in a 51-year-old man. As opposed to other enterococci, 
Enterococcus cecorum remains susceptible to third-generation cephalosporin which is the first line empirical 
antibiotic therapy for both patients with purpura fulminans and asplenic patients with sepsis. Despite adequate 
antibiotic therapy, evolution in the intensive care unit (ICU) was overwhelming with death occurring 10 h after 
ICU admission.   

Introduction 

Enterococcus cecorum was initially isolated from the intestine of 
poultry and is an uncommon cause of human infection. We report here 
what we believe to be the first case of overwhelming post-splenectomy 
infection (OPSI) with purpura fulminans due to Enterococcus cecorum. 
As opposed to other enterococci, Enterococcus cecorum remains suscep-
tible to third-generation cephalosporin which is the first line empirical 
antibiotic therapy for both patients with purpura fulminans and asplenic 
patients with sepsis. Despite adequate antibiotic therapy, evolution in 
the intensive care unit (ICU) was overwhelming with death occurring 
10 h after ICU admission. 

Case 

A 51-year-old man was admitted to our ICU for acute circulatory 
failure with diarrhea and rigors for the past 48 h. His comorbidities 
included a chronic kidney disease (basal serum creatinine 120 µmol/L), 
a diabetes mellitus and a sarcoidosis with hepatosplenic involvement 
requiring a splenectomy fourteen years ago. The patient was treated 
with hydroxychloroquine and did not take any immunosuppressive 
drug. He had one dog but no other pet at home. He was vaccinated 
against Streptococcus pneumoniae and Neisseria meningitidis but did not 
take any antibiotic prophylaxis. 

At ICU admission, the vital signs were as follows: central body 
temperature 34.4 ◦C, heart rate 121/min, arterial blood pressure 80/40 

mmHg, respiratory rate 20/min, SpO2 99% while breathing room air. 
Coma Glasgow score was 15 and the patient was alert and oriented. 
There was no neck stiffness. Lung auscultation was irrelevant, as was the 
abdominal examination. There was no heart murmur. Skin examination 
revealed an extensive and marked non-blanching rash of the trunk, head 
and limbs (Fig. 1). Biological samples drawn at ICU admission revealed a 
severe lactic acidosis (pH 6.92, lactate 13 mmol/L), an acute-on-chronic 
kidney failure (serum creatinine 273 µmol/L) together with a dissemi-
nated intravascular coagulation (prothrombin time 20%, platelet count 
of 18 G/L, fibrinogen 1.9 g/L, D-dimer 20.000 ng/mL) and a marked 
biological inflammatory syndrome (leukocytes count 45.000/mm3, 
procalcitonine 57 ng/mL). Thoracic and abdominal CT-scan with 
contrast enhancement ruled out mesenteric ischemia, obstructive uri-
nary or biliary tract infection and pneumonia. Transthoracic echocar-
diography did not reveal any valvular regurgitation nor vegetation. 
Direct examination of urinary sample was negative, as was the pneu-
mococcal urinary antigen test. 

Initial management included prompt administration of empirical 
antibiotic therapy with high-dose of cefotaxime for a suspected pneu-
mococcal purpura fulminans, massive fluid loading, renal replacement 
therapy for anuria with hyperkaliemia, invasive mechanical ventilation, 
hydrocortisone and vasopressor support with high-dose of norepineph-
rine. Despite these treatments, the patient’s clinical condition rapidly 
deteriorated with death from refractory circulatory failure with multi- 
organ failure occurring 10 h after ICU admission. 

Two sets of blood cultures drawn at ICU admission (just before 
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* Correspondence to: Service de Réanimation Polyvalente Centre Hospitalier Victor Dupouy, 69, rue du Lieutenant-Colonel Prudhon, 95100 Argenteuil, France. 

E-mail address: damien.contou@ch-argenteuil.fr (D. Contou).  

Contents lists available at ScienceDirect 

IDCases 

journal homepage: www.elsevier.com/locate/idcases 

https://doi.org/10.1016/j.idcr.2022.e01522 
Received 14 March 2022; Accepted 30 May 2022   

mailto:damien.contou@ch-argenteuil.fr
www.sciencedirect.com/science/journal/22142509
https://www.elsevier.com/locate/idcases
https://doi.org/10.1016/j.idcr.2022.e01522
https://doi.org/10.1016/j.idcr.2022.e01522
https://doi.org/10.1016/j.idcr.2022.e01522
http://crossmark.crossref.org/dialog/?doi=10.1016/j.idcr.2022.e01522&domain=pdf
http://creativecommons.org/licenses/by-nc-nd/4.0/
http://creativecommons.org/licenses/by-nc-nd/4.0/


IDCases 29 (2022) e01522

2

administration of cefotaxime) grew (both aerobic and anaerobic bottles) 
immotile Gram-positive cocci in chains in 9 h (Fig. 2, panel A). Iden-
tification by matrix-assisted laser desorption–ionization time-of-flight 
(MALDI-TOF) mass spectrometry (Vitek MS - Biomerieux) yielded 
Enterococcus cecorum. As Enterococcus cecorum is uncommonly identified 
in human samples, identification was subsequently confirmed by 
another MALDI-TOF (Biotyper - Bruker) which confirmed the identifi-
cation of Enterococcus cecorum. The strain was susceptible to ampicillin, 
vancomycin, linezolid and rifampicin, as shown by disk diffusion testing 
(Fig. 2, panel B). Importantly, Enterococcus cecorum was susceptible to 
third-generation cephalosporin (cefotaxime and ceftriaxone), and the 
third set of blood cultures drawn 6 h after the administration of cefo-
taxime remained sterile. 

Discussion 

We herein report a case of purpura fulminans due to Enterococcus 
cecorum in an asplenic patient resulting in an overwhelming sepsis with 
death occurring less than 12 h after ICU admission despite prompt and 
effective empirical antibiotic therapy. The leading causative bacteria for 
purpura fulminans are Neisseria meningitidis and Streptococcus pneumo-
niae [1], with half of pneumococcal purpura fulminans occurring in 
asplenic or hyposplenic patients [2] which are well-known to be exposed 
to fulminant sepsis due to encapsulated bacteria [3], the so-called 
“overwhelming post-splenectomy infection” (OPSI). The prognosis of 
patients with purpura fulminans and OPSI is dismal with high ICU 
mortality [1,3]. To the best of our knowledge, Enterococcus cecorum have 

Fig. 1. Skin examination revealing an extensive and marked non-blanching rash of the trunk, head and limbs.  

Fig. 2. Direct examination of blood cultures revealing immotile Gram-positive diplococci (panel A) and disk diffusion testing (panel B) revealing that the strain of 
Enterococcus cecorum was susceptible to cefotaxime (CTX5). 
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never been reported as a causative bacterium for purpura fulminans or 
OPSI. 

Enterococcus cecorum was first isolated in 1983 [4], taking part of the 
intestinal flora of many animals including chickens, pigs, horses, calves, 
ducks, cats, canaries and dogs [5], and is involved in poultry osteomy-
elitis and endocarditis [6]. Only a few cases of human infections due to 
Enterococcus cecorum have been reported, including aortic valve endo-
carditis [7,8], thoracic empyema [9], primary bacteriemia [10,11], 
peritoneal dialysis-related peritonitis [12] or ascitic fluid infection in 
cirrhotic patient [13]. Patients with infection related to Enterococcus 
cecorum are commonly comorbid and/or immunocompromised [11,14], 
but this bacterium have never been reported as a cause of infection in 
asplenic or hyposplenic patients [3]. Close contacts with animals seem 
to be a risk factor for contamination [7,11]. In the present case, no 
poultry exposition was found but the patient was exposed to his dog 
which may have been the source for the transmission of Enterococcus 
cecorum [11], even if his relatives denied any recent bite, scratch or lick. 
An endogenous gastrointestinal source was also possible [9,15]. 

As opposed to other enterococci which are intrinsically resistant to 
cephalosporins, Enterococcus cecorum remains susceptible to third- 
generation cephalosporin [9,12] which is the first line empirical anti-
biotic therapy for both patients with purpura fulminans and asplenic 
patients with sepsis. Its susceptibility to third-generation cephalosporins 
could be due to the production of penicillin-binding proteins similar to 
those produced by Streptococcus species rather than to those produced by 
other Enterococcus species [9]. Indeed, Enterococcus cecorum, historically 
described as Streptococcus cecorum [4], is phenotypically more closely 
related to Streptococcus species rather than to Enterococcus species [9, 
16]. 

Our report highlights that Enterococcus cecorum can be a cause of 
purpura fulminans and overwhelming post-splenectomy infection. As 
opposed to other enterococcus species, this bacterium remains suscep-
tible to third-generation cephalosporins, which is the first line empirical 
antibiotic therapy for both patients with purpura fulminans and asplenic 
patients with sepsis. 
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