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1. Objective

» To describe the clinicopathological spectrum of biopsy proven glomerular disease (GD) reported at an academic
centre in Sri Lanka.

» Records of all native kidney biopsies (adult and paediatric) reported at the Department of Pathology, Faculty of
Medicine, University of Colombo Sri Lanka from January 2017 to October 2023 for which both light microscopy
(LM) and immunofluorescence (IF) descriptions were available were reviewed.
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Table 2: Clinical presentation and final diagnosis in cases with a definite/probable diagnosis
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Abbreviations: NRP/NS — nephrotic range proteinuria/nephrotic syndrome; LM — light microscopy; IF —immunofluorescence; MN — membranous nephropathy; FSGS — focal
segmental glomerulosclerosis; IgA - 1gA nephropathy; HSP — Henoch-Schoenlein purpura; IC NOS —immune complex mediated glomerulonephritis - not otherwise
specified, LN — lupus nephritis; IRGN— post infectious glomerulonephritis; PSGN — post-streptococcal glomerulonephritis; C3 DGN — C3 dominant glomerulonephritis, anti
GBM — anti glomerular basement membrane disease; DN — diabetic nephropathy; MyCN —myeloma cast nephropathy; HT — hypertensive renal changes; ATI, TIN. AP —
acute tubular injury, tubulointerstitial nephritis, acute pyelonephritis; HT — hypertensive renal changes; CKD — chronic kidney disease

4. Conclusions

» The indication for kidney biopsy in more than half the patients was nephrotic range proteinuria.

+ A diagnosis was not reached in a significant number, including cases that were normal on LM with negative IF,
cases with IC deposition but no identified cause and cases with mild and/or non-specific changes.

» Further serological, microbiological and pathological evaluation and follow up data would be useful to further
categorise cases.




