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INTRODUCTION

Infection related - IgA dominant glomerulonephritis :- umbrella term for
proliferative glomerulonephritis induced by S. aureus as well as pathogens
in addition to S. aureus.

Male-to-female ratio of 2:1 and age predominantly above 50 years.

Risk Factors . Diabetes, immunocompromised.
Active infections : Skin infections , Osteomyelitis Endocarditis, Abscess.

IgA dominant PIGN typically occurs shortly after an active infection and
presents with acute kidney injury, hematuria and proteinuria.

Pathogenesis : Infection - bacterial antigens - IgA immune
response = IgA immune complexes - glomerular deposition -
complement activation - glomerular inflammation - AKI.
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RENAL BIOPSY FINDINGS (A) Five enlarged glomeruli in

R— T IgA-dominant acute PSGN
ROk & . showing diffuse global
e, Al e S :

endocapillary hypercellularity.

( B) An enlarged glomerulus with global closure
of the capillary lumina caused by endogeneous
predominantly mesangial cell proliferation and
infiltrating blood-borne monocytes and
polymorphonuclear leukocytes.

i ( C) Numerous brown stained CD68-positive
monocytes infiltrating the enlarged hypercellular
glomerular tuft.

D-F ) Immunofluorescence microscopy showing
granular mesangial and glomerular capillary wall
immune deposits with a “starry-sky” pattern of
IgA dominance.

( G )Glomerular lobule showing a pronounced
endocapillary hypercellularity caused by
proliferating predominant mesangial cells.

( H ) Discrete electron dense subendothelial and
sub epithelial deposits.

(1) A solitary hump-shaped electron dense
deposit on the outer aspect of the glomerular
| basement membrane



IgA-IRGN

IgA nephropathy
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Older adults

Active infection present

Low C3 common

Endocapillary proliferation,
neutrophils

IgA + strong C3

Subepithelial humps

Younger patients

Often mucosal infection
trigger but not active

Usually normal

Mesangial proliferation

lgA dominant

Mesangial deposits



IgA-dominant Infection-associated glomerulonephritis in the {/- }G A%phic ]|
pediatric population \ stract

HYPOTHESIS: [gA dominant Infection-associated glomerulonephritis (GN) in children has better prognosis than in adults

9 patients identified

DESIGN & OUTCOMES:
(0.8%)

Cohort study:
Review of 1,117 pediatric
native kidney biopsies from

2005-2015. ' 4 7 recovered 2 kidney failure

infection identified.

Biopsies with |gA-dominant | ‘ G
GN with features related to o : *

R 1 progression 2" FSGS
Features of IgA-dominant infection of CKD without

assocated GN: exudative, IgA, (3, deposits
hump-type deposits
3
CONCLUSIONS: Pediatric IgA-dominant Infection-associated Grosser et al. 2021

glomerulonephritis is rare and shows a generally favorable prognosis, in L" Pediatric Nephrology

contrast 1o poor outcomes in adults with severe comorbidities Journal of the
IPNA Inlemational Pediatic Nephrobgy Association

Pediatric population has favorable prognosis compared to adults [worse prognosis]




MANAGEMENT

Search aggressively for infection.

Start appropriate antibiotics immediately [Gram positive
cover]

Provide supportive renal care (BP, diuretics, dialysis if
needed).

Avoid steroids during active infection.
Consider steroids only if GN persists after infection resolution.

Risk factors for CKD progression: Older age , diabetes,
delayed infection treatment, crescents on biopsy and severe
AKI.

About 30-50% may progress to CKD or ESKD.



The Diagnostic Conundrum of Glomerular

Crescents With IgA deposits

Methods & cohort Results . + , Atypical combination of clinicopathologic features
Clinicopathologic cases - and lack of definitive active infection resulted in high
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Kitamura M et al. 2023 Concius:on Diagnostic overlap may remain unresolvedin a substantial number of kidney
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