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IgA deposits in the glomerular mesangium and produces an 
array of clinical presentations, from mild mesangial hyper-
cellularity and asymptomatic microscopic hematuria to the 
crescent formation and rapidly progressive glomerulonephritis1. 
It usually affects children and young adults, but it could affect 
the elderly2.

Poor prognostic factors in IgAN have been recognized as 
male predominance, refractory hematuria, proteinuria of more 
than 1g/dL and hypertension. Some histopathological findings 
have also been associated with poor outcomes, some of which 
include crescents, sclerosis, tubular atrophy and interstitial 
fibrosis3. 

Rapidly progressive renal glomerulonephritis is uncommon in 
IgAN, less than 5%. It can develop as an acute severe immune 
and inflammatory injury creating crescents or it can develop 
as crescents superimposing on a known milder IgAN, both of 
which are known as crescentic IgAN1.

The aim of this report is to present a case of crescentic IgAN, a 
rare variant of IgAN who showed significant improvement on 
immunosuppressive treatment.

THE CASE

A fifty-five-year-old Bahraini male, hypertensive controlled 
with carvedilol, amlodipine, and irbesartan/hydrochlorothiazide, 
presented with painless hematuria and worsening renal function 
associated with weight loss. 

Four months before admission, the patient had normal renal 
function, a serum creatinine baseline of 73 mmol/L. His 
deteriorating renal function was found incidentally during pre-
operative assessment for cystoscopy.

The systolic blood pressure ranged between 150-180, serum 
creatinine of 393 mmol/L, and eGFR of 14. 
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Complete blood count showed hemoglobin of 10.3, platelet of 
122, a white cell count (WBC) of 5.02. Electrolytes were normal 
(Na 143 K 3.69), CO2 was 25.3, Urea was14.5. INR was 1.28. 
His HBA1c was 6.37%, cholesterol was 2.86, triglycerides was 
1.77, LDL was 1.59, HDL was 0.9. Chest X-ray was normal. 
ECHO revealed an ejection fraction of 60% with no left 
ventricular hypertrophy and normal diastolic function with a 
systolic pulmonary artery pressure of 27 mmHg. Urine dipstick 
showed +1 protein, blood +3. Urine microscopy showed no 
casts. Urine cell count showed a WBC 0-5, RBC 3-5. 

Twenty-four-hour urine protein was 0.44 mgdL. Albumin-
Creatinine ratio was 8.131 mg/mmol. He had normal renin and 
aldosterone ratios. ESR was 42mm/hour. Routine serological 
tests (Anti-HCV, HBsAg, HIV AB/AG, Varicella-zoster IgG) 
were normal. No specific antibodies were detected such as anti-
neutrophil cytoplasmic antibodies (ANCA), myeloperoxidase 
or proteinase 3, double-stranded DNA antibodies, anti-
cardiolipin IgG and IgM. 
 
Ultrasound (US) renal and bladder revealed bilateral renal 
gravels; however, no renal masses or hydronephrosis were 
noted. CT renal without contrast revealed nephropathic renal 
changes only. 

The initial impression was rapidly progressive 
glomerulonephritis secondary to vasculitis. The patient 
underwent a renal biopsy and immediately started on a five-
day course of 1 gm of IV methylprednisolone.

Renal biopsy revealed 15 glomeruli, 2 of which, were globally 
sclerosed, see figure 1. Two segmental necrotizing lesions 
and 1 fibrous crescent were seen. The glomerular basement 
membranes did not display spikes, splits or holes. About 
20% of the cortex is affected by diffuse interstitial scarring; 
however, only minimal tubular atrophy is seen. The cortical 
tubules showed severe acute tubular injury and numerous RBC 
casts. Five small arteries were seen free of lesions. There were 
no arterial inflammation nor thrombosis. 


