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Infective Endocarditis: clinical insights into 
renal function impairment – case report 
and review of literature

Infective endocarditis (IE) is an important yet often underrecog-
nized cause of acute kidney injury (AKI), frequently presenting as 
rapidly progressive glomerulonephritis (RPGN). Its clinical picture 
may mimic autoimmune diseases, particularly ANCA-associated 
vasculitis, which considerably complicates the diagnostic process 
and may delay appropriate treatment.

We present the case of a 64-year-old man admitted with signs 
of renal failure, cutaneous purpura, and features of systemic in-
flammation. Initially, RPGN secondary to vasculitis was suspected; 
however, further diagnostic work-up, including echocardiography, 
blood cultures, and kidney biopsy, led to the diagnosis of infective 
endocarditis complicated by necrotizing crescentic glomerulone-
phritis. Targeted antibiotic therapy combined with cardiac surgery 
resulted in recovery of renal function and discontinuation of renal 
replacement therapy.

This case highlights the crucial importance of broad differential 
diagnosis in patients presenting with AKI and suspected RPGN. 
Particular attention should be paid to the possibility of an infectious 
etiology, especially in the presence of systemic symptoms. Early 
recognition of IE is essential for prognosis, and both kidney biopsy 
and echocardiography remain key diagnostic tools.

(NEFROL DIAL POL 2026; 30: 46-52)

Infekcyjne zapalenie wsierdzia: kliniczne aspekty 
zaburzeń funkcji nerek – opis przypadku i przegląd 
piśmiennictwa 

Infekcyjne zapalenie wsierdzia (IE) stanowi istotną, choć rzadko 
rozpoznawaną przyczynę ostrego uszkodzenia nerek (AKI) – czę-
sto przebiegającą pod postacią szybko postępującego kłębuszko-
wego zapalenia nerek (RPGN). Obraz kliniczny może naśladować 
choroby autoimmunologiczne, zwłaszcza zapalenia naczyń związa-
ne z ANCA, co istotnie utrudnia diagnostykę i może prowadzić do 
opóźnienia właściwego leczenia.

Przedstawiamy przypadek 64-letniego pacjenta przyjętego z ob-
jawami niewydolności nerek, plamicą skórną oraz cechami ogól-
noustrojowego stanu zapalnego. Początkowo podejrzewano RPGN 
w przebiegu zapalenia naczyń, jednak dalsza diagnostyka, obej-
mująca badanie echokardiograficzne, posiewy krwi oraz biopsję 
nerki – pozwoliła na rozpoznanie infekcyjnego zapalenia wsierdzia 
powikłanego martwiczym kłębuszkowym zapaleniem nerek z pół-
księżycami. Zastosowanie celowanej antybiotykoterapii oraz lecze-
nia kardiochirurgicznego doprowadziło do poprawy funkcji nerek 
i umożliwiło odstawienie leczenia nerkozastępczego.

Przypadek ten podkreśla kluczowe znaczenie szerokiej diagno-
styki różnicowej u pacjentów z AKI i podejrzeniem RPGN. Szcze-
gólną uwagę należy zwrócić na możliwość etiologii infekcyjnej, 
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zwłaszcza w obecności objawów ogólnoustrojowych. Wczesne rozpoznanie IE ma zasadnicze znacze-
nie dla rokowania, a biopsja nerki i badanie echokardiograficzne stanowią podstawowe narzędzia dia-
gnostyczne.

(POL NEPHROL DIAL 2026; 30: 46-52)

INTRODUCTION
Acute kidney injury (AKI) is a sud-

den deterioration of kidney func-
tion that can develop within hours 
or days, leading to disturbances in 
water and electrolyte homeostasis, 
acid–base balance, and the elimina-
tion of metabolic waste products [1]. 
According to the KDIGO 2012 guide-
lines, AKI occurs in approximately 
10–20% of hospitalized patients and 
in up to 30–60% of patients treated 
in intensive care units [1]. This con-
dition is associated with increased 
mortality, a higher risk of progres-
sion to chronic kidney disease, and 
substantial healthcare costs [1]. The 
most common causes of AKI include 
conditions leading to impaired renal 
perfusion, such as hypovolemia, 
shock, heart failure, and sepsis  [1]. 
A significant proportion of cases is 
also attributed to intrinsic renal in-
jury caused by ischemia, toxins, or 
inflammatory diseases, including 
glomerulonephritis and systemic va-
sculitides [4-7].

Infective endocarditis (IE) is a sys-
temic disease with a heterogeneous 
clinical presentation and a broad 
spectrum of extracardiac complica-
tions, among which renal involve-
ment is particularly frequent and clini-
cally relevant. AKI has been reported 
in approximately 25-70% of patients 
hospitalized due to IE, depending on 
the studied population and diagno-
stic criteria applied [2-3]. The highest 
incidence, reaching up to 69%, has 
been observed in studies based on 
the KDIGO classification [2]. Renal 
impairment in IE may result from mul-
tiple, often overlapping mechanisms, 
including renal hypoperfusion in the 
course of sepsis, drug-induced ne-
phrotoxicity, immune complex–me-
diated glomerulonephritis, and, less 
commonly, rapidly progressive glo-
merulonephritis (RPGN) [2-6].

Of particular diagnostic importan-
ce is the fact that renal manifesta-
tions of IE may closely mimic prima-
ry systemic autoimmune diseases, 
especially ANCA-associated vascu-
litis, both clinically and histopatholo-
gically [3-6]. The presence of purpu-
ra, rapidly progressive renal failure, 
and positive ANCA titers in some 
patients with IE poses a substantial 
diagnostic challenge and may lead 
to delayed recognition of the under-
lying infection [2-6]. Importantly, AKI 
occurring in the course of IE signifi-
cantly worsens prognosis, increasing 
short-term mortality and the risk of 
irreversible renal damage requiring 
long-term renal replacement therapy 
[2-3]. According to the 2023 Europe-
an Society of Cardiology (ESC) Gu-
idelines for the management of infec-
tive endocarditis, glomerulonephritis 
constitutes a minor diagnostic crite-
rion within the modified Duke criteria. 
Therefore, unexplained acute kidney 
injury or rapidly progressive glome-
rulonephritis should prompt consi-
deration of infective endocarditis in 
the differential diagnosis, particularly 
when accompanied by systemic ma-
nifestations suggestive of infection.

Given the complexity of renal in-
volvement in IE and the potential for 
diagnostic confusion with primary in-
flammatory nephropathies, early re-
cognition of infection-related kidney 
injury is crucial for appropriate ma-
nagement. The aim of this study is to 
highlight the diagnostic challenges in 
patients presenting with purpura and 
acute renal dysfunction in the setting 
of IE, with particular emphasis on 
clinical insights into mechanisms of 
renal function impairment.

CASE REPORT
A 64-year-old male patient, with 

a history of type 2 diabetes, hyper-
tension, and depression, was admit-

ted to the nephrology department 
due to progressive weakness, dysp-
nea, loss of appetite, nausea, vomi-
ting, bright red purpura on the lower 
legs (Figure 1), and significant unin-
tentional weight loss of 10 kilograms 
over the past three months. Labora-
tory tests indicated elevated renal 
parameters de novo, with creatinine 
levels at 9.58 mg/dL (N: 0.73-1.18) 
and urea at 146 mg/dL (N: 18-55); 
significant anemia with hemoglobin 
at 6.2 g/dL (N: 13-17), thrombo-
cytopenia at 75 G/L (N: 150-410), 
and moderately elevated C-reactive 
protein at 42 mg/dL (N: <5), without 
accompanying leukocytosis. Abdo-
minal ultrasound showed kidneys of 
normal size. The patient did not pro-
vide prior medical documentation; 
however, he reported that previous 
laboratory tests performed for occu-
pational health purposes, including 
those in July 2024, showed normal 
serum creatinine levels.

Upon admission, the patient was 
in a fair general condition, bedrid-
den, psychomotorically slowed, with 
blood pressure of 147/55 mmHg and 
heart rate of 88/min; the patient was 
afebrile. Physical examination reve-
aled a loud systolic murmur over the 
heart, pallor, uremic fetor, signs of 
severe malnutrition, muscle wasting, 
purpura on the lower legs, disorde-
red dentition, and small petechiae on 
the palate. Given the overall clinical 
picture – the examination findings, 
such as characteristic purpura on 
the lower legs and laboratory evi-
dence of significantly elevated renal 
parameters de novo – a preliminary 
suspicion of rapidly progressive glo-
merulonephritis (RPGN) secondary 
to ANCA-associated vasculitis (AAV) 
was raised.

Due to high renal parameters: 
creatinine 9.67 mg/dl and urea 146 
mg/dl, significant hyperphosphate-
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mia 9.1 mg/dl (N: 2.5–4.5), hyperka-
lemia 6.2 mmol/l (N: 3.5–5.1), and 
clinical symptoms of uremia such 
as: anuria, nausea, vomiting, and in-
creasing weakness, the patient was 
also qualified for renal replacement 
therapy by hemodialysis. A tunne-
led catheter was implanted into the 
right internal jugular vein, and the 
first dialysis session was performed 
within the first 24 hours of hospita-
lization.

While awaiting the results of im-
munological studies to confirm the 
diagnosis, empirical antibiotic thera-
py with ceftriaxone was initiated due 
to the elevated inflammatory para-
meters upon admission. Two sets of 
blood cultures and one urine culture 
were obtained before initiation of an-

tibiotic therapy. Both blood culture 
sets subsequently yielded Strepto-
coccus mutans, whereas the urine 
culture remained negative. Initially, 
no effective decrease in CRP was 
observed during antibiotic therapy; 
therefore, considering a strong su-
spicion of an autoimmune etiology 
of inflammation, systemic steroid 
therapy was initiated on the second 
day of hospitalization with pulses of 
methylprednisolone (MP) (totaling 
1.5  g), subsequently converted to 
oral prednisone at 60 mg/day.

Additionally, attention was drawn 
to the disordered dentition and the 
loud systolic murmur, raising suspi-
cion for IE, prompting further diagno-
stic workup including echocardiogra-
phy, which confirmed IE involving 

the aortic and mitral valves. Corti-
costeroids were discontinued. Blood 
cultures revealed Streptococcus mu-
tans sensitive to ceftriaxone, which 
was administered for a total of six 
weeks. Meanwhile, ANCA antibody 
titers returned low at 1:40 (N: <1:40). 
Dental sanitation was performed, 
and the patient required surgical va-
lve replacement under extracorpore-
al circulation. 

Transesophageal echocardiogra-
phy confirmed infective endocarditis 
involving both the aortic and mitral 
valves, with large vegetations and 
severe valvular destruction. Given 
the extent of valvular involvement, 
the risk of ongoing embolization, 
and progressive structural cardiac 
damage, the patient was referred for 
urgent cardiac surgical evaluation. 
Following multidisciplinary discus-
sion involving cardiologists, cardiac 
surgeons, nephrologists, and infec-
tious disease specialists, surgical 
treatment was undertaken in accor-
dance with contemporary infective 
endocarditis management recom-
mendations. The patient underwent 
double-valve surgery with implanta-
tion of prosthetic aortic and mitral va-
lves and reconstruction of the aorto-
-mitral curtain under extracorporeal 
circulation.

To further differentiate between 
ANCA-associated vasculitis and in-
fective endocarditis-related renal 
involvement, a kidney biopsy was 
performed before cardiac surgery. 
Histopathological examination de-
monstrated necrotizing crescentic 
glomerulonephritis involving 20 glo-
meruli, including four cellular and 
three fibrocellular crescents. Immu-
nofluorescence revealed moderate 
mesangial IgM (+2) and C3 (+2) sta-
ining, whereas electron microscopy 
did not demonstrate electron-dense 
deposits. Consequently, the lesion 
was interpreted as predominantly 
pauci-immune necrotizing crescen-
tic glomerulonephritis. Additional 
findings included acute tubular epi-
thelial injury, moderate interstitial fi-
brosis and tubular atrophy, and arte-
riosclerotic vascular changes.

Ultimately, a diagnosis of rapidly 
progressive glomerulonephritis ari-

Figure 1.
Purpura on the extremities in a patient with acute kidney injury
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sing from infective endocarditis was 
established. Three days after car-
diac surgery, hemodialysis sessions 
were suspended due to increasing 
diuresis and gradual improvement 
in kidney function, with creatinine le-
vels returning to normal. The patient 
underwent several weeks of rehabili-
tation. During further hospitalization, 
critical illness–related corticosteroid 
insufficiency (CIRCI) was diagnosed, 
prompting the initiation of hydrocorti-
sone and testosterone supplemen-
tation, which improved recovery. 
Upon discharge, three months after 
the start of hospitalization, the se-
rum creatinine level was 1.3 mg/dL 
(N: 0.73-1.18). The patient remains 
under nephrological follow-up. Cur-
rently, more than one year after ho-
spital discharge, his renal function 
remains stable. At the most recent 
follow-up, more than one year after 
hospital discharge, renal function 
remained stable, with serum creati-
nine of 1.5 mg/dL, eGFR of 48 mL/
min/1.73 m², and persistent low-gra-
de proteinuria (UPCR 255.5 mg/g).

DISCUSSION
Infective endocarditis (IE) repre-

sents a rare but clinically significant 
cause of rapidly progressive glome-
rulonephritis (RPGN), with a clinical 
course that may closely resemble 
ANCA-associated vasculitis (AAV) 
[3-5]. The literature describes nume-
rous cases of IE that clinically and 
histopathologically mimic systemic 
vasculitides, including AAV [1,3,5,6]. 
The differences between these con-
ditions are summarized in this article 
(Table 1). However, in most patients 
with nephropathy associated with IE, 
the presence of crescent formation 
accompanied by immunological de-
posits was observed, distinguishing 
these cases from the pauci-immune 
RPGN characteristic of AAV [1,3,5].

The present case differs from 
the classical histopathological pat-
tern described in infective endocar-
ditis-associated glomerulonephritis. 
Although immunofluorescence de-
monstrated moderate IgM and C3 
staining, electron microscopy failed 
to reveal electron-dense deposits. As 
a result, the biopsy was interpreted Figure 2. 

Timeline of hospitalization
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as predominantly pauci-immune ne-
crotizing crescentic glomerulonephri-
tis. Such cases are uncommon and 
constitute a particularly challenging 
diagnostic entity because they close-
ly mimic ANCA-associated vasculitis 
both clinically and histopathologically 
[4-6,9]. This finding further emphasi-
zes that infective endocarditis sho-
uld remain an important differential 
diagnosis even when kidney biopsy 
suggests a pauci-immune pattern.

In some patients with IE, positi-
ve ANCA titers have been reported, 
which are believed to result from 
chronic immunological stimulation 
during infection rather than reflecting 

primary autoimmunization [2,4,6]. 
The formation of ANCA antibodies 
in the course of IE is likely related 
to prolonged immune activation by 
microbial antigens and molecular 
mimicry, leading to secondary auto-
immunization [12,13]. Studies have 
shown that up to 45% of patients with 
RPGN associated with IE have de-
tectable ANCA antibodies, creating 
a significant diagnostic challenge 
and increasing the risk of misdiagno-
sis as primary systemic vasculitis [6]. 
Concurrently, histopathological ana-
lyses in this patient group predomi-
nantly revealed features of immune 
complex–mediated glomeruloneph-

ritis, including deposition of comple-
ment component C3, supporting an 
infectious rather than autoimmune 
etiology [6]. Nevertheless, pauci-im-
mune crescentic glomerulonephritis 
without detectable electron-dense 
deposits may rarely occur in infec-
tive endocarditis, creating substan-
tial overlap with ANCA-associated 
vasculitis and increasing the risk of 
diagnostic error [4-6,9].

Renal involvement in IE has 
been most frequently observed in 
infections caused by Staphylococ-
cus aureus, Streptococcus viridans, 
and enterococci [4-6,9]. Available 
studies suggest that renal involve-

Table 1. 
Histopathological differences between rapidly progressive glomerulonephritis (RPGN) in ANCA - associated vasculitis 
and in infective endocarditis-associated RPGN.

Histopathological Feature AAV - RPGN IE - RPGN

Presence of Crescents Very common, focal or diffuse [1-3] Common, with varying intensity, resembling AAV 
[1-6]

Immunoglobulin Deposits 
in Glomeruli Usually absent (pauci-immune) [1-3] Present immunoglobulin deposits (IgM, IgG, IgA) 

and complement C3 [1-6]

Dominant Component of Deposits Absent or minimal deposits [1] Predominance of C3 or mixed deposits [3,6]

Deposits in Immunofluorescence 
Microscopy Pauci-immune – sparse or absent deposits [1-3] Numerous deposits resembling immune complexes 

[1-6]

Light Microscopy Image Glomerular necrosis, segmental crescents, 
absence of mesangial proliferation [1-3]

Crescents, mesangial and intracapillary proliferation, 
necrotic changes [1-6]

Vascular Changes (Vasculitis) Common in small vessels [1] Less frequently observed in renal vessels [3,6]

Presence of ANCA in Serum Usually positive (MPO-ANCA, PR3-ANCA) [1-2] Often positive ANCA secondary to infection, not 
indicating AAV [2,4,6]

Deposits in Electron Microscopy Deposits absent or sparse [1]
Usually present electron-dense deposits; however, 
rare pauci-immune cases without detectable 
deposits have been reported [3,6,9]

RPGN – rapidly progressive glomerulonephritis
AAV – ANCA-associated vasculitis
ANCA – Anti-neutrophil cytoplasmic antibodies
C3 – Complement component 3
IE-RPGN – Infective endocarditis-associated rapidly progressive glomerulonephritis
IgA – Immunoglobulin A
IgG – Immunoglobulin G
IgM – Immunoglobulin M
MPO-ANCA – Myeloperoxidase anti-neutrophil cytoplasmic antibodies
PR3-ANCA – Proteinase 3 anti-neutrophil cytoplasmic antibodies
RPGN – Rapidly progressive glomerulonephritis

Note: Although immune-complex deposition represents the predominant histopathological pattern in infective en-
docarditis-associated glomerulonephritis, rare pauci-immune variants lacking electron-dense deposits have been 
described, including the present case [4,6,9].
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ment is most commonly reported 
in infective endocarditis caused by 
Staphylococcus aureus, which is 
also associated with the highest fre-
quency of rapidly progressive glo-
merulonephritis and dialysis-requ-
iring acute kidney injury. In contrast, 
viridans streptococci, including 
Streptococcus mutans, more often 
cause a subacute form of infective 
endocarditis, although severe renal 
manifestations, including crescentic 
glomerulonephritis, have also been 
reported [4-6,9].

Cohort studies demonstrated that 
approximately 20–30% of patients 
with RPGN secondary to IE required 
intermittent dialysis therapy, while 
10–15% progressed to chronic kid-
ney failure necessitating long-term 
renal replacement therapy [4,6,9]. 
In the majority of patients, targeted 
antimicrobial therapy-most common-
ly beta-lactams (penicillin or cepha-
losporins), vancomycin, or amino-
glycosides-combined with surgical 
intervention, resulted in stabilization 
or improvement of renal function. 
Immunosuppressive therapy is re-
served for selected cases with per-
sistent renal activity despite effective 
causal treatment [6]. 

Echocardiography remains the 
cornerstone of imaging in the dia-
gnosis of infective endocarditis. 
Transthoracic echocardiography 
(TTE) is recommended as the initial 
diagnostic modality, whereas transe-
sophageal echocardiography (TEE) 
provides higher sensitivity for the 
detection of vegetations, abscesses, 
and valvular destruction. According 
to the 2023 ESC Guidelines, cardiac 
computed tomography and nuclear 
imaging techniques, including 18F-
-FDG PET/CT and SPECT/CT, may 
provide additional diagnostic value 
in selected patients, particularly in 
prosthetic valve endocarditis, car-
diac implantable electronic device 
infections, and cases with inconclu-
sive echocardiographic findings.

Current European Society of 
Cardiology (ESC) guidelines em-
phasize that surgical intervention 
remains a cornerstone of infective 
endocarditis management in selec-
ted patients. Indications include se-
vere valvular dysfunction resulting in 
heart failure, uncontrolled infection, 
locally invasive disease with struc-
tural destruction, and prevention of 
embolic events in patients with lar-
ge vegetations [14]. In the present 

case, extensive involvement of both 
the aortic and mitral valves together 
with progressive valvular destruction 
prompted cardiac surgical interven-
tion. Successful eradication of infec-
tion combined with definitive surgical 
treatment was followed by complete 
discontinuation of renal replacement 
therapy and substantial recovery of 
renal function, supporting the con-
cept that renal injury in infective en-
docarditis may be reversible when 
the underlying infection is effectively 
controlled [14].

A detailed overview of bacterial 
etiologies of IE, antimicrobial regi-
mens, and associated renal mani-
festations is provided in this manu-
script (Table 2).

Antibiotic regimens summa-
rized according to the 2023 ESC 
Guidelines for the Management 
of Infective Endocarditis and 
the American Heart Association 
scientific statement on infective 
endocarditis [14,15].

In isolated, severe cases of RPGN 
associated with IE, improvement 
in renal function has been reported 
only after the administration of short-
-term glucocorticoid therapy, usually 

Table 2. 
Most common pathogens causing infective endocarditis, recommended antimicrobial therapy according to contemporary 
ESC and AHA guidelines, and characterization of renal changes associated with RPGN [14-15].

Etiology of IE (pathogen) Most commonly used antibiotics Renal changes associated with infection

Staphylococcus aureus
Vancomycin, oxacillin/nafcillin (sensitive 
MSSA strains), cefazolin; in severe 
infections, often combined with gentamicin

The most common cause of rapidly progressive 
glomerulonephritis (RPGN) in IE; frequent immune 
complex deposits, crescents [2,4]

Streptococcus viridans Penicillin G, ceftriaxone, often combined with 
gentamicin

Changes consistent with immune complex deposition, 
RPGN of moderate severity [2,9]

Enterococcus faecalis Ampicillin + gentamicin or ampicillin 
+ ceftriaxone

RPGN less common, but immunoglobulin and C3 
deposits may be present [4,6]

Other pathogens (HA-CEK, 
coagulase-negative staphylococci, 
Gram-negative bacilli)

Ceftriaxone, cefepime, carbapenems, 
vancomycin (depending on pathogen and 
susceptibility)

Isolated cases of RPGN associated with infection 
reported [5,8]

C3 – Complement component 3
HACEK – HACEK group organisms (Haemophilus species, Aggregatibacter species, Cardiobacterium hominis, 
Eikenella corrodens, Kingella species)
IE – Infective endocarditis
MSSA – Methicillin-sensitive Staphylococcus aureus
RPGN – Rapidly progressive glomerulonephritis
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in the form of intravenous methyl-
prednisolone pulses (500–1000 mg 
for three consecutive days), followed 
by a brief course of oral prednisone 
[7,10]. Such an approach may ena-
ble clinical stabilization and facilita-
te further definitive cardiac surgical 
treatment. Available literature under-
scores the necessity for individuali-
zed diagnostic and therapeutic stra-
tegies, balancing the risk of delaying 
infection control against the potential 
harm of uncontrolled inflammatory 
activity within the kidneys.

In the presented patient, the co-
existence of purpura, rapidly pro-
gressive renal failure requiring tem-
porary hemodialysis, low-titer ANCA 
positivity, and necrotizing crescentic 
glomerulonephritis initially strongly 
suggested ANCA-associated va-
sculitis. However, detailed clinical 
assessment revealed a cardiac mur-
mur and poor dentition, prompting 
further evaluation for infective endo-
carditis. The diagnosis was ultimate-
ly confirmed by positive blood cultu-
res yielding Streptococcus mutans 
and echocardiographic evidence of 
vegetations involving both the aor-
tic and mitral valves. Kidney biopsy 
played a pivotal role in the diagnostic 
process by demonstrating crescentic 
necrotizing glomerulonephritis while 
simultaneously excluding typical im-
mune-complex disease on electron 
microscopy. Successful treatment of 
the underlying infection, combined 
with valve surgery, resulted in com-
plete discontinuation of renal repla-
cement therapy and substantial re-
covery of kidney function [4-6,9,14].

SUMMARY
The presented case illustrates 

the diagnostic complexity of rapidly 
progressive glomerulonephritis oc-
curring in the course of infective en-
docarditis and highlights the impor-
tance of broad differential diagnosis 
in patients presenting with acute 
kidney injury and systemic mani-
festations suggestive of vasculitis. 
Despite clinical features highly sug-
gestive of ANCA-associated vascu-
litis, including purpura, rapidly pro-
gressive renal failure, and low-titer 
ANCA positivity, the final diagnosis 

was infective endocarditis caused 
by Streptococcus mutans involving 
both the aortic and mitral valves. 
Kidney biopsy demonstrated necro-
tizing crescentic glomerulonephritis 
with a predominantly pauci-immune 
pattern, representing an uncommon 
manifestation of infective endocar-
ditis-associated renal disease and 
a significant diagnostic pitfall. The 
case emphasizes the pivotal role of 
blood cultures, echocardiography, 
and kidney biopsy in establishing the 
correct diagnosis and guiding appro-
priate therapy. Early recognition and 
multidisciplinary management ena-
bled complete withdrawal of renal 
replacement therapy and substantial 
recovery of kidney function.

CONCLUSIONS
•	 Infective endocarditis-associated 

rapidly progressive glomerulone-
phritis may closely mimic ANCA-
-associated vasculitis both clini-
cally and histopathologically.

•	 The coexistence of purpura, acu-
te kidney injury, positive or bor-
derline ANCA serology, and cre-
scentic glomerulonephritis should 
not exclude infective endocarditis 
from the differential diagnosis.

•	 Blood cultures, echocardiogra-
phy, and kidney biopsy remain 
key diagnostic tools in distingu-
ishing infectious from autoimmu-
ne causes of rapidly progressive 
glomerulonephritis.

•	 Rare pauci-immune patterns of 
glomerular injury may occur in in-
fective endocarditis and constitu-
te a significant diagnostic pitfall.

•	 Early diagnosis and effective 
treatment of the underlying in-
fection, including appropriate an-
tibiotic therapy and cardiac sur-
gery when indicated, may result 
in substantial renal recovery and 
avoidance of unnecessary immu-
nosuppression.
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