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ABSTRACT

Patients with systemic lupus erythematosus may occasionally develop renal pathology from causes unrelated to the under-
lying disease. We describe one such case. This 22-year-old lady, with past history of arthritis, presented with dyspnea and
fever. She had clinical signs consistent with systemic lupus erythematosus. Echocardiogram revealed valvular regurgitation.
Antibiotics were started for probable infective endocarditis. She developed acute kidney injury. This was initially attributed to
lupus nephritis, but subsequently renal histopathology revealed acute interstitial nephritis. Renal functions normalized with
oral prednisolone. This case highlights the fact that a broader differential diagnosis must always be considered even if the
diagnosis is clear.
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INTRODUCTION

Systemic lupus erythematosus (SLE) is a multi-
system disorder, with highest incidence in North
America and lowest in Africa.! Almost half of patients
with SLE have renal involvement with or without glo-
merular manifestations.? Occasionally, patients deve-
lop renal pathology from causes unrelated to SLE. This
case describes a young female with SLE who develo-
ped acute kidney injury (AKI) secondary to acute inter-
stitial nephritis (AIN) induced by antibiotics.

CASE REPORT

A 22-years-old female was admitted to Armed
Forces Institute of Cardiology (AFIC) with exertional
dyspnoea and high-grade fever for 2 weeks. There was
no wheeze, orthopnoea or ankle swelling. Examination
revealed murmurs of aortic and mitral regurgitation,
confirmed by echocardiography. There were no vege-
tations. She had been having small joint polyarthralgia
for last 4 years. She had hospital admission for deli-
rium with psychotic features 3 years back. There was
history of intermittent oral ulcers and photosensitivity.
She was married for 3 years but had never conceived.
Biochemical profile and urinalysis were normal. A pro-
bable diagnosis of infective endocarditis complicating
rheumatic heart disease was considered, keeping in
mind the history and physical findings. Intravenous
ceftriaxone and vancomycin were started. On eighth
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admission day, she developed non-oliguric AKI that
continued to worsen despite stopping vancomycin.
With negative serial blood cultures ruling out infective
endocarditis, she was referred to Pak Emirates Military
Hospital for workup of AKI.

At the time of admission to our hospital, she was
pale with facial butterfly rash. Proximal interphalan-
geal joints and both wrist joints were slightly swollen
and tender. Initial investigations revealed haemoglobin
9.9g/dL, TLC 4.1x10°/L, urea 18.5 mmol/L and creati-
nine 308 umol/L. Urinalysis showed proteins (+),
RBC’s (5-6/HPF) and no eosinophiluria.

With clinical features suggestive of SLE and
failure of renal functions to improve with cessation of
vancomycin, AKI was initially attributed to lupus nep-
hritis. She was started on hydroxychloroquine (200mg
BD) and oral prednisolone (60 mg/day). Antibiotics
were stopped as repeat blood cultures were negative.
Further evaluation showed positive Antinuclear anti-
bodies (ANA), Anti-double stranded DNA (Anti-dsDNA)
antibodies (1:160 titres) and normal C3 (1.1 g/L) and
C4 (0.22 g/L) levels. Urinary protein excretion was 772
mg/day. Kidneys were normal in size and echoge-
necity and non-obstructed on ultrasound. Renal histo-
pathology showed normal glomeruli, marked intersti-
tial oedema and inflammatory infiltrates with mild
patchy tubular atrophy and eosinophilic casts (Figure).
Immunofluorescence was negative.

A final diagnosis of SLE and drug-induced AIN

was made. She responded to oral prednisolone and
renal functions normalized by tenth day of admission.
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Prednisolone was gradually tapered off over the next
two months. She is under regular follow-up with
nephrology and cardiology teams.

Figure: Histopathologic examination of renal biopsy
specimen.

DISCUSSION

Though the diagnosis may seem straight forward,
this case highlights the importance of thinking outside
the box in routine clinical practice. Lupus nephritis is
the first diagnosis coming to mind whenever any SLE
patient develops renal problems. However, this patient
had drug induced AIN. Tubulo-interstitial lupus neph-
ritis was also considered in light of histopathology
report was available. This is very rare and presents
as AKI with no or mild proteinuria.®> Normal comple-
ments and negative immunofluore-scence effectively
excluded this entity. This lady received antibiotics for a
week. Once AKI developed, these were stopped. Nep-
hrotoxicity of vancomycin is well recognized. It is seen
in 10-40% cases and is due to oxidative stress.* Conco-
mitant use of nephrotoxic agents, increased duration of
use and prolonged hospital stay are believed to inc-
rease the risk.> In addition, list of drugs causing inters-
titial nephritis is quite extensive and includes p-lactam
antibiotics like ceftriaxone.® Naqvi ef al, have previous-
ly documented their experience with drug induced
interstitial nephritis at Karachi.” Aminoglycosides and
non-steroidal anti-inflammatory drugs were the most
common culprits.

AIN is an immune-mediated hypersensitivity re-
action. An inflammatory reaction is triggered after the
exposure of the inciting agent leading to infiltration of
neutrophils and the lymphocytes in the interstitium.
The ensuing interstitial oedema and tubular damage
can progress to tubular atrophy and interstitial fibro-
sis.8 AIN couldalso be secondary to infections or im-
mune disorders.’ It is responsible for 15-20% cases of

AKI.10 This will become more common with increasing
use of antibiotics and other medications.

Most important management step is to stop the
causative agent. Patients not improving with this and
those with other aetiologies generally require short
courses of oral corticosteroids.® Our patient was started
on steroids considering the possibility of lupus neph-
ritis, but once the diagnosis was clear, steroids were
tapered off.

CONCLUSION

This case highlights the fact that a broader differential
diagnosis must always be considered even if the diagnosis is
clear. AIN is a reversible cause of AKI, so early suspicion and
identification can prevent the progression to chronic kidney
disease.
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