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Background
Purulent pericarditis (PP) is a localized infection of the 
pericardial space characterized by macroscopic or micro-
scopic purulence [1]. The diagnosis once was a common 
complication of pneumococcal pneumonia, however, 
after the emergence of antibiotics it has become increas-
ingly rare and comprises 1% of all pericardial disease 
cases [2, 3]. In addition to its rarity, the diagnosis requires 
a high degree of suspicion as ‘classic’ signs of pericardi-
tis such as chest pain, pericardial friction rub, and diag-
nostic electrocardiogram (ECG) abnormalities, are often 
absent. If left untreated, PP carries a mortality rate of up 

BMC Cardiovascular Disorders

*Correspondence:
Lorraine Mascarenhas
masca014@umn.edu
1Department of Medicine, University of Minnesota Medical School, 
Minneapolis, MN, USA
2Gastroenterology Division, University of Minnesota, Minneapolis, MN, 
USA
3Cardiology Division, Veterans Affairs Medical Center, Minneapolis, MN, 
USA

Abstract
Background  Purulent pericarditis (PP)— a purulent infection involving the pericardial space—requires a 
high index of suspicion for diagnosis as it often lacks characteristic signs of pericarditis and carries a mortality 
rate as high as 40% even with treatment. Common risk factors include immunosuppression, diabetes mellitus, 
thoracic surgery, malignancy, and uremia. Most reported cases of PP occur in individuals with predisposing risk 
factors, such as immunosuppression, and result from more commonly observed preceding infections, such as 
pneumonia, osteomyelitis, and meningitis. We report a case of PP due to asymptomatic bacteriuria in a previously 
immunocompetent individual on a short course of high-dose steroids.

Case presentation  An 81-year-old male presented for severe epigastric pain that worsened with inspiration. He 
had been on high-dose prednisone for presumed inflammatory hip pain. History was notable for urinary retention 
requiring intermittent self-catheterization and asymptomatic bacteriuria and urinary tract infections due to 
methicillin-sensitive Staphylococcus aureus (MSSA). During the index admission he was found to have a moderate 
pericardial effusion. Pericardial fluid cultures grew MSSA that had an identical antibiogram to that of the urine 
cultures. A diagnosis of purulent pericarditis was made.

Conclusion  PP requires a high index of suspicion, especially in hosts with atypical risk factors. This is the second case 
of PP occurring as a result of asymptomatic MSSA bacteriuria. Through reporting this case we hope to highlight the 
importance of early recognition of PP and the clinical implications of asymptomatic MSSA bacteriuria in the setting of 
urinary instrumentation and steroid use.
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to 100% [4–6]. Rarely occurring as a primary disease, 
PP more commonly develops through direct extension 
of intrathoracic infections or hematologic spread [7]. 
Staphylococcus aureus is the most common causative 
pathogen, but Streptococcus species, gram-negative 
organisms, Mycobacterium tuberculosis, and anaerobic 
bacteria have all been observed [6, 8]. Immunosuppres-
sion, diabetes, thoracic surgery, malignancy, and uremia 
are common risk factors for the disease, which typically 
presents with fever, tachycardia, and chest pain [4, 9]. 
The definitive diagnosis is established through echocar-
diography and pericardial fluid analysis, with treatment 
being antimicrobial therapy and pericardial fluid drain-
age often via pericardiocentesis or subxiphoid pericar-
diotomy [10]. Even with treatment, patients with PP 
have poor outcomes with mortality rates as high as 40% 
[11]. In these cases, death often occurs as a result of car-
diac tamponade, constrictive pericarditis, or systemic 
toxicity [8]. The vast majority of reported cases have 
occurred in individuals with predisposing risk factors, 
such as immunosuppression, with most preceding infec-
tions being pneumonia, osteomyelitis, meningitis, otitis 
media, and skin infections [5]. We present an interest-
ing case of PP due to methicillin-sensitive Staphylococcus 
aureus (MSSA) bacteriuria in the setting of frequent uri-
nary instrumentation and high-dose steroid use. To our 
knowledge, there are only a few documented cases of PP 
occurring secondary to a urinary infection, of which only 
one case was due to MSSA bacteriuria [12–16].

Case presentation
An 81-year-old male presented to our Emergency 
Department with severe, sharp, non-radiating, epigas-
tric pain that worsened with inspiration. Past medical 
history included open-angle glaucoma, sciatica, urinary 
retention due to benign prostatic hyperplasia for which 
he self-catheterized twice daily, and urinary tract infec-
tions and asymptomatic bacteriuria due to MSSA resis-
tant to trimethoprim-sulfamethoxazole. Two years prior 
to admission he presented for dysuria and received anti-
biotic treatment for a urinary tract infection due to this 
specific isolate of MSSA. The episode of asymptomatic 
bacteriuria occurred a few months prior to presentation 
when he underwent pre-operative workup for a cystolith-
otripsy for two bladder stones. Immediately prior to that 
procedure he received vancomycin as a pre-operative 
antibiotic. He tolerated the procedure well and did not 
experience any urinary tract infections after that.

He lived an active lifestyle with frequent exercise and 
denied worsening chest pain or dyspnea with exertion. 
Review of systems was negative for orthopnea, parox-
ysmal nocturnal dyspnea, and lower extremity edema. 
Notably, in the preceding two weeks of admission, he had 
several Emergency Department visits for left hip pain. A 

hip x-ray was negative for fracture, joint dislocation, and 
significant degenerative disease. There were no signs of 
joint erythema or effusion to warrant workup for sep-
tic arthritis. He was prescribed diclofenac gel, lidocaine 
patches, acetaminophen and, notably, a course of pred-
nisone for presumed inflammatory hip pain. For 5 days 
prior to admission, he had been taking 60 milligrams of 
prednisone daily, with plans for a 12-day taper.

On presentation the patient was afebrile and hyperten-
sive with a blood pressure of 168/81 mmHg. Labs were 
notable for a white blood cell count of 22.95 × 109/L (4.0–
11.0 × 109/L), absolute neutrophil count of 21.55 × 109/L ​​
(2.0-7.7 × 109/L), troponin of 0.174 ng/mL (≤ 0.028 ng/
mL), with a repeat value at 0.165 ng/mL, and a C-reac-
tive protein of 64.28  mg/L (≤ 5.0  mg/L). Urinalysis was 
notable for turbid urine with 2 + blood, 19 red blood 
cells per high power field, 49 white blood cells per high 
power field, and a leukocyte esterase of 250 leukocytes/
µL. ECG revealed normal sinus rhythm without ST seg-
ment or T wave abnormalities. Chest x-ray demonstrated 
mild cardiomegaly, but was otherwise unremarkable, and 
an echocardiogram revealed normal biventricular func-
tion, an ejection fraction of 60–65%, and no evidence of 
regional wall motion abnormalities, valvular vegetations, 
or significant pericardial effusion (Fig. 1A).

The patient was admitted, and the next day underwent 
a nuclear stress test which did not expose any fixed or 
reversible perfusion defects. Later in the day, the patient 
developed severe back pain and tachycardia of 110 beats 
per minute. Computed tomography scan displayed a 
large pericardial effusion measuring 18 millimeters in 
thickness and bibasilar pulmonary atelectasis. Over the 
course of the day, the patient became febrile to 101.5º F, 
persistently tachycardic, and required 3 L per minute of 
oxygen via nasal cannula to maintain an oxygen satura-
tion over 90%. The patient was started empirically on 
intravenous vancomycin and piperacillin-tazobactam 
after cultures of the blood, urine, and sputum were 
obtained. Inflammatory markers such as white blood 
cell count, C-reactive protein, erythrocyte sedimentation 
rate, and procalcitonin progressively increased. Repeat 
imaging was obtained and a chest x-ray demonstrated 
interval enlargement of the cardiac silhouette and wors-
ening bibasilar opacifications. A second echocardiogram 
was performed and demonstrated a circumferential 
pericardial effusion measuring 2.5 centimeters to 3.0 
centimeters with findings suggestive of evolving cardiac 
tamponade based on the mitral and tricuspid valve inflow 
variabilities, dilated inferior vena cava with reduced col-
lapse on inspiration, subtle right atrial collapse, and sinus 
tachycardia (Fig. 1B-E).

The patient underwent pericardiocentesis during 
which 360 milliliters of red-brown, turbid pericardial 
fluid was removed. A pericardial drain was placed, and 
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Table 1  Antibiotic susceptibilities
Staphylococcus Aureus Cultures Antibiotic Susceptibilities

Oxacillin Trimethoprim-Sulfamethoxazole Tetracyclines Rifampin Vancomycin
Pericardial Fluid† S R S S S
Blood† S R S S S
Urine* 9/30/2021† S R S S S

5/9/2021 S R S S S
7/5/2020 S R S S S

*All urine cultures contained > 100,000 colony forming units
†Index hospitalization cultures

Fig. 1  Echocardiographic Images
Transthoracic echocardiogram on hospital day #1 showing no significant pericardial effusion on parasternal long axis (A). Repeat echocardiogram on 
hospital day #3 showing a large pericardial effusion on parasternal long axis (B) and apical (C) views. Mitral inflow variability on pulsed wave Doppler was 
present (D) along with right atrial wall collapse (E), concerning for a hemodynamically significant effusion
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fluid was sent for analysis. Blood, urine, and pericardial 
fluid cultures grew MSSA resistant to trimethoprim-
sulfamethoxazole, and > 100,000 colony forming units of 
this isolate of MSSA were present in the urine (Table 1).

For 24 h while cultures finalized the patient was treated 
with intravenous vancomycin and cefazolin because of a 
positive nasopharyngeal polymerase chain reaction test 
for methicillin-resistant Staphylococcus aureus and clini-
cal decompensation. Treatment was subsequently nar-
rowed to intravenous cefazolin thereafter. Unfortunately, 
the patient became increasingly encephalopathic and 
pulled out the pericardial drain, after which he became 
progressively dyspneic and went into cardiac arrest with 
pulseless electrical activity. Cardiopulmonary resuscita-
tion was initiated immediately and return of spontaneous 
circulation was achieved within 10  min. Repeat echo-
cardiography revealed a recurrent moderate-sized effu-
sion measuring 1.5 centimeters to 2.0 centimeters and 
signs of hemodynamic effect. The patient underwent a 
subxiphoid pericardiotomy with a pericardial ‘window’. 
Although there was no discrete source of bleeding, the 
patient was noted to have oozing and diffuse inflamma-
tion of the pericardial surface. A total of 200 milliliters 
of thin sanguineous fluid were removed during the pro-
cedure, and 2 chest tubes were placed. The patient was 
initiated on the post-arrest therapeutic hypothermia 
protocol (targeted body temperature of 33º Celsius) after 
which he was noted to have large amounts of sanguine-
ous chest tube output. After discussion with the family, 
the patient was transitioned to comfort care measures 
and expired.

Discussion
To our knowledge, this is the second documented case 
of PP occurring secondary to MSSA bacteriuria with 
subsequent bacteremia. Our patient was noted to have 
a history of urinary tract infections and asymptomatic 
bacteriuria due to MSSA resistant to trimethoprim-sul-
famethoxazole—the same pathogen found in his blood, 
urine, and pericardial fluid during the index hospitaliza-
tion. Although his bacteriuria was asymptomatic around 
the index hospitalization, we believe his self-catheter-
ization led to mucosal trauma, as evident by hematuria 
on urinalysis, and his high-dose prednisone use created 
a degree of immunosuppression that predisposed him to 
hematogenous spread of the urinary organism. Further-
more, based on the history obtained, the patient did not 
have any new wounds, intravenous drug use, acupunc-
ture treatment, recent trauma, or recent surgery, apart 
from the cystolithotripsy four months prior to presenta-
tion, to explain his MSSA bacteremia.

S. aureus is an uncommon isolate in the urine and has 
an incidence of 0.13–1% in all urine cultures and 0.5–6% 
in positive urine cultures. S. aureus bacteriuria (SABU) 

can present as asymptomatic bacteriuria or urinary tract 
infections, and common risk factors include indwelling 
urinary catheters, prior urinary tract instrumentation, 
urinary obstruction, long-term care, older age, hospi-
tal exposure, and malignancy [17, 18]. It can occur from 
hematogenous seeding of the urinary tract or serve as the 
primary nidus of infection with potential to cause bac-
teremia and invasive infections [17, 18]. S. aureus bac-
teremia (SAB) resulting from SABU has been previously 
studied. In a cohort study of 102 patients with SABU, 
21% of patients developed SAB (13% within 4 days of 
bacteriuria and 8% within 12 months) [19]. Additionally, 
in a retrospective analysis of 132 patients with significant 
SABU (defined as > 105 CFU/mL), 8.3% of patients devel-
oped bacteremia secondary to bacteriuria with blood 
cultures demonstrating identical antibiograms and phage 
types as the urine cultures [20]. Although SAB may lead 
to SABU, this has only been observed in a small pro-
portion of patients (2.5%) without risk factors, such as 
indwelling urinary catheters [21].

Current guidelines recommend limiting treatment of 
asymptomatic bacteriuria to pregnant individuals and 
those undergoing endourological procedures associated 
with mucosal trauma [22]. Due to a lack of randomized 
controlled trials, there is no recommendation on screen-
ing for and treating asymptomatic bacteriuria in the set-
ting of intermittent self-catheterization. Although our 
patient did not undergo an endourological procedure 
immediately prior to presentation, he likely had a degree 
of mucosal trauma from intermittently self-catheter-
izing, as evident by hematuria on urinalysis. While this 
alone may not be an indication for antibiotic treatment, 
this patient may have also had a degree of immunosup-
pression from his high-dose steroid use. Several studies 
suggest that prednisone doses over 5 milligrams per day 
for one or more weeks can increase the risk for serious 
bacterial infections due to immunocompromise and this 
risk is dose and duration dependent [23–27]. Therefore, 
because our patient was using 60 milligrams of predni-
sone daily in the setting of traumatic urinary instrumen-
tation, we believe he was at higher risk for hematogenous 
spread of his urinary pathogen.

There are limitations to this report. First, it was based 
on a case report, therefore, generalizability is limited. 
Second, given the retrospective and observational nature 
of the case report no causal relationship between bacteri-
uria and purulent pericarditis can be made. Third, while 
we suspect the MSSA isolated in the urine and pericar-
dial fluid are the same based on the susceptibility testing, 
we did not have whole genome sequencing capabilities to 
strengthen this argument and cannot definitively draw 
this conclusion.

Nonetheless, our presented case is unique given 
that our patient developed purulent pericarditis from 
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short-term high-dose steroid use, intermittent self-cath-
eterization, and SABU. Through reporting this case we 
aim to emphasize the potential clinical implications of 
steroid use in the setting of urinary instrumentation and 
asymptomatic bacteriuria. Future randomized controlled 
trials are necessary, however, to explore the risk of sys-
temic infections in individuals who intermittently self-
catheterize and have asymptomatic bacteriuria.

Abbreviations
PP	� Purulent pericarditis
ECG	� Electrocardiogram
MSSA	� Methicillin-sensitive Staphylococcus aureus
CT	� Computed tomography
UTI	� Urinary tract infection
SABU	� Staphylococcus aureus bacteriuria
SAB	� Staphylococcus aureus bacteremia

Acknowledgements
Not applicable.

Author contributions
LM, DA, MF, and SH reviewed, analyzed, and interpreted the data of the clinical 
case. LM is the principal contributor in the writing of this manuscript. SH 
prepared Fig. 1. All authors reviewed and approved the final manuscript.

Funding
The author(s) received no financial support for the research, authorship, and/
or publication of this article.

Data availability
The data analyzed for this case report is included in this published article, 
tables, and figures.

Declarations

Ethics approval and consent to participate
Not applicable.

Consent for publication
Informed consent was obtained from the legal next of kin for publication.

Competing interests
The authors declare no competing interests.

Received: 8 September 2023 / Accepted: 4 March 2024

References
1.	 Costa L, Carvalho D, Coelho E, Leal D, Lencastre L. Purulent pericarditis: is 

it really a disease of the past? Eur J Case Rep Intern Med. 2021;8(7):002658. 
https://doi.org/10.12890/2021_002658

2.	 Kenney RT, Li JS, Clyde WA, et al. Mycoplasmal pericarditis: evidence of 
invasive disease. Clin Infect Dis Aug. 1993;17(Suppl 1):S58–62. https://doi.
org/10.1093/clinids/17.supplement_1.s58

3.	 LeWinter MM. Clinical practice. Acute pericarditis. N Engl J Med Dec. 
2014;18(25):2410–6. https://doi.org/10.1056/NEJMcp1404070

4.	 Rubin RH, Moellering RC. Clinical, microbiologic and therapeutic aspects 
of purulent pericarditis. Am J Med. Jul 1975;59(1):68–78. https://doi.
org/10.1016/0002-9343(75)90323-x

5.	 Hall IP. Purulent pericarditis. Postgrad Med J Jul. 1989;65(765):444–8. https://
doi.org/10.1136/pgmj.65.765.444

6.	 Bhaduri-McIntosh S, Prasad M, Moltedo J, Vázquez M. Purulent pericarditis 
caused by group a streptococcus. Tex Heart Inst J. 2006;33(4):519–22.

7.	 Kanwal A, Avgeropoulos D, Kaplan JG, Saini A. Idiopathic purulent pericar-
ditis: a rare diagnosis. Am J Case Rep Feb. 2020;28:21:e921633. https://doi.
org/10.12659/AJCR.921633

8.	 Pankuweit S, Ristić AD, Seferović PM, Maisch B. Bacterial pericarditis: diagnosis 
and management. Am J Cardiovasc Drugs. 2005;5(2):103–12. https://doi.
org/10.2165/00129784-200505020-00004

9.	 Klacsmann PG, Bulkley BH, Hutchins GM. The changed spectrum of purulent 
pericarditis: an 86 year autopsy experience in 200 patients. Am J Med. Nov 
1977;63(5):666–73. https://doi.org/10.1016/0002-9343(77)90150-4

10.	 Adler Y, Charron P, Imazio M, et al. 2015 ESC guidelines for the diagnosis and 
management of pericardial diseases: the Task Force for the diagnosis and 
management of Pericardial diseases of the European Society of Cardiology 
(ESC)endorsed by: the European Association for Cardio-thoracic surgery 
(EACTS). Eur Heart J Nov. 2015;07(42):2921–64. https://doi.org/10.1093/
eurheartj/ehv318

11.	 Parikh SV, Memon N, Echols M, Shah J, McGuire DK, Keeley EC. Purulent 
pericarditis: report of 2 cases and review of the literature. Med (Baltimore) 
Jan. 2009;88(1):52–65. https://doi.org/10.1097/MD.0b013e318194432b

12.	 Nehme F, Gitau J, Liu J. Purulent pericarditis as a complication of bacteraemic. 
BMJ Case Rep. Mar 15. 2017;201710.1136/bcr-2017-219498.

13.	 Eng RH, Sen P, Browne K, Louria DB. Candida Pericarditis. Am J Med. Apr 
1981;70(4):867–9. https://doi.org/10.1016/0002-9343(81)90545-3

14.	 Wright NR, Pfahl KW, Bush CA. Purulent Pericarditis and Abscessed Myocar-
dium with Acute myocardial infarction. Am J Med. May 2016;129(5):e15–6. 
https://doi.org/10.1016/j.amjmed.2015.10.011

15.	 Gould K, Barnett JA, Sanford JP. Purulent pericarditis in the antibiotic era. Arch 
Intern Med Nov. 1974;134(5):923–7.

16.	 Rosenthal A. Massive purulent pericarditis and cardiac tamponade caused by 
Staphylococcus aureus Urosepsis. Case report. J Cardiovasc Surg (Torino) Dec. 
2002;43(6):837–9.

17.	 Karakonstantis S, Kalemaki D. Evaluation and management of Staphylococ-
cus aureus bacteriuria: an updated review. Infect Jun. 2018;46(3):293–301. 
https://doi.org/10.1007/s15010-017-1100-6

18.	 Flores-Mireles AL, Walker JN, Caparon M, Hultgren SJ. Urinary tract infections: 
epidemiology, mechanisms of infection and treatment options. Nat Rev 
Microbiol May. 2015;13(5):269–84. https://doi.org/10.1038/nrmicro3432

19.	 Al Mohajer M, Musher DM, Minard CG, Darouiche RO. Clinical significance of 
Staphylococcus aureus bacteriuria at a tertiary care hospital. Scand J Infect 
Dis Sep. 2013;45(9):688–95. https://doi.org/10.3109/00365548.2013.803291

20.	 Arpi M, Renneberg J. The clinical significance of Staphylococcus aureus 
Bacteriuria. J Urol Oct. 1984;132(4):697–700. https://doi.org/10.1016/
s0022-5347(17)49833-8

21.	 Ekkelenkamp MB, Verhoef J, Bonten MJ. Quantifying the relationship 
between Staphylococcus aureus bacteremia and S. Aureus bacteriuria: 
a retrospective analysis in a tertiary care hospital. Clin Infect Dis Jun. 
2007;01(11):1457–9. https://doi.org/10.1086/517505

22.	 Nicolle LE, Gupta K, Bradley SF, et al. Clinical practice Guideline for the 
management of Asymptomatic Bacteriuria: 2019 update by the Infectious 
Diseases Society of America. Clin Infect Dis May. 2019;02(10):e83–110. https://
doi.org/10.1093/cid/ciy1121

23.	 Youssef J, Novosad SA, Winthrop KL. Infection risk and safety of cortico-
steroid use. Rheum Dis Clin North Am Feb. 2016;42(1):157–76. https://doi.
org/10.1016/j.rdc.2015.08.004. ix-x.

24.	 Dixon WG, Suissa S, Hudson M. The association between systemic glucocor-
ticoid therapy and the risk of infection in patients with rheumatoid arthritis: 
systematic review and meta-analyses. Arthritis Res Ther Aug. 2011;31(4):R139. 
https://doi.org/10.1186/ar3453

25.	 Widdifield J, Bernatsky S, Paterson JM, et al. Serious infections in a population-
based cohort of 86,039 seniors with rheumatoid arthritis. Arthritis Care Res 
(Hoboken) Mar. 2013;65(3):353–61. https://doi.org/10.1002/acr.21812

26.	 Wolfe F, Caplan L, Michaud K. Treatment for rheumatoid arthritis and the risk 
of hospitalization for pneumonia: associations with prednisone, disease-
modifying antirheumatic drugs, and anti-tumor necrosis factor therapy. 
Arthritis Rheum Feb. 2006;54(2):628–34. https://doi.org/10.1002/art.21568

https://doi.org/10.12890/2021_002658
https://doi.org/10.1093/clinids/17.supplement_1.s58
https://doi.org/10.1093/clinids/17.supplement_1.s58
https://doi.org/10.1056/NEJMcp1404070
https://doi.org/10.1016/0002-9343(75)90323-x
https://doi.org/10.1016/0002-9343(75)90323-x
https://doi.org/10.1136/pgmj.65.765.444
https://doi.org/10.1136/pgmj.65.765.444
https://doi.org/10.12659/AJCR.921633
https://doi.org/10.12659/AJCR.921633
https://doi.org/10.2165/00129784-200505020-00004
https://doi.org/10.2165/00129784-200505020-00004
https://doi.org/10.1016/0002-9343(77)90150-4
https://doi.org/10.1093/eurheartj/ehv318
https://doi.org/10.1093/eurheartj/ehv318
https://doi.org/10.1097/MD.0b013e318194432b
https://doi.org/10.1016/0002-9343(81)90545-3
https://doi.org/10.1016/j.amjmed.2015.10.011
https://doi.org/10.1007/s15010-017-1100-6
https://doi.org/10.1038/nrmicro3432
https://doi.org/10.3109/00365548.2013.803291
https://doi.org/10.1016/s0022-5347(17)49833-8
https://doi.org/10.1016/s0022-5347(17)49833-8
https://doi.org/10.1086/517505
https://doi.org/10.1093/cid/ciy1121
https://doi.org/10.1093/cid/ciy1121
https://doi.org/10.1016/j.rdc.2015.08.004
https://doi.org/10.1016/j.rdc.2015.08.004
https://doi.org/10.1186/ar3453
https://doi.org/10.1002/acr.21812
https://doi.org/10.1002/art.21568


Page 6 of 6Mascarenhas et al. BMC Cardiovascular Disorders          (2024) 24:154 

27.	 Dixon WG, Abrahamowicz M, Beauchamp ME, et al. Immediate and 
delayed impact of oral glucocorticoid therapy on risk of serious infec-
tion in older patients with rheumatoid arthritis: a nested case-control 
analysis. Ann Rheum Dis Jul. 2012;71(7):1128–33. https://doi.org/10.1136/
annrheumdis-2011-200702

Publisher’s Note
Springer Nature remains neutral with regard to jurisdictional claims in 
published maps and institutional affiliations. 

https://doi.org/10.1136/annrheumdis-2011-200702
https://doi.org/10.1136/annrheumdis-2011-200702

	﻿Purulent pericarditis caused by methicillin-sensitive ﻿Staphylococcus aureus﻿ bacteriuria
	﻿Abstract
	﻿Background
	﻿Case presentation
	﻿Discussion
	﻿References


