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or codominant deposits and less frequently vasculitis1,10,14.
Staphylococcus-related glomerulonephritis after osteo-

myelitis is a rare clinical entity. Diabetes, alcoholism, cancer, 
or intravenous drug addiction predispose to staphylococ-
cal infection1,2. Renal disease can manifest 5-30 days after 
staphylococcal infection. Long-term kidney outcomes 
vary from complete recovery to persistent kidney func-
tion impairment, and end-stage kidney disease (ESKD)2. 
In our case, glomerulonephritis was diagnosed following 
one week of osteomyelitis treatment. One year later the 
patient has chronic kidney disease (eGFR= 51 mL/ mL/
min/1.73m2) and microalbuminuria.

Diagnosis of staphylococcus-associated glomerulone-
phritis should be taken into consideration when at least 
two of the following criteria are present: 1) hypocomple-
mentemia (primarily low C3), 2) endocapillary proliferation 
and exudative glomerulonephritis on light microscopy, 3) 
C3 (with IgA or IgG) dominant or codominant glomerular 
staining on immunofluorescence microscopy, and 4) 
hump-shaped subepithelial deposits on electron micros-
copy15. Treatment of the disease is based on antibiotics, 
control of hypertension, and edema and symptom relief1,10. 
Patients should be monitored for resolution of active infec-
tion, remission of hematuria, reduction in serum creatinine 
to baseline value, reduction in proteinuria, and if present, 
resolution of hypocomplementemia.

Staphylococcus-associated glomerulonephritis can 
be misdiagnosed as C3 glomerulonephritis. In patients 
with C3 glomerulonephritis, persistent or recurrent active 
glomerulonephritis over a prolonged period is common 
and renal disease follows an upper respiratory infection16. 
Staphylococcus-associated glomerulonephritis can also 
be misdiagnosed as primary IgA nephropathy as both 
entities may be triggered by infection. Although hema-

turia, palpable purpura or acute kidney injury might both 
occur with Staphylococcus-associated glomerulonephritis 
and IgA nephropathy, initial presentation at an older 
age or in a patient with diabetes favor the diagnosis 
of post-infectious glomerulonephritis. In addition, the 
histological pattern of the kidney biopsy provides sig-
nificant clues for the differential diagnosis, such as the 
presence of diffuse exudative glomerulonephritis on light 
microscopy rather than a mesangial proliferative pattern 
are suggestive of post-infectious glomerulonephritis 
rather than IgA nephropathy. Serum ANCA was negative 
and therefore ANCA-associated vasculitis was unlikely.

In conclusion, we present a patient at very high car-
diovascular risk, diabetic foot ulcer and osteomyelitis who 
developed staphylococcus-related glomerulonephritis with 
nephrotic-range proteinuria, edema, palpable purpura 
and acute kidney injury. 
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Table 3. Urine analysis 

Urine analysis On admission On discharge day One year later at most recent 
follow-up Normal values

pH 6.0 6.0 5.0 5.5-6.5

Specific gravity 1016 1031 1023 1010-1020

Protein 3+ 3+ 0 0-20 mg/dL

PCR, mg/g 5390.0 7896.7 - <150

ACR, mg/g - - 415.8 <30

Glucose 0 0 0 0-20 mg/dL

Nitrite 0 0 0 0

WBC/ hpf 8- 10 many 0-2 0-4

RBC, /hpf 6- 8 6-8 2- 4 0-4

Abbreviations: PCR; protein-creatinine ratio, ACR; albumin- creatinine ratio, WBC; white blood cells, RBC; red blood cells, hpf; high power field




