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* Primer on _
disease patterns « Assessment of disease

chronicity (stage)

« Examples of glomerular
disease



— Nephritic s
— Haematuria/proteinuria

ubulointerstitial

_ _ — Glomerular
— Microscopic * Primary
haematuria * Immune complex
* Non immune complex
* Other

— Systemic
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subunits (Alport S)







* Glomerular baseme
membrane morphology
— Alport’ s etc

« QOrganised deposits
« Amyloid etc




Urinary space

Capillary lumen
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Granular IgG on
« Subepithelial deposits on EM

« = MEMBRANOUS NEPHROPATHY
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* But steroid resistant

* Further sections taken show segmental
sclerosis in one glomerulus

* Diagnosis: Focal segmental
glomerulosclerosis



— More?
Distribution Is relevant

— Affected glomeruli are
at the corticomedullary
junction
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— <50%

* Global
— The whole glomerulus is involved

« Segmental

— Only part of the glomerulus (one or more
segments) is involved



 Vessels need to be

represented

* Important role of

tubulointerstitium
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- Eg
— Vasculitis

« 2. Will have an effect on
assessing the severity

(grade) of a pathology

— Eg. Number of crescents in
glomerulonephritis




glomeruli with crescents

e But also:

— To assess the level of
chronic damage







 Mild renal I
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IgA - immunofluorescence
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proliferation

Presence of segmental
sclerosis or adhesions

Level of interstitial fibrosis
Oxford Score
M,E,S, T
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 Subendothelia

 Membranoproliferative glomerulonephritis
type 1.






sediment
« ANA +ve
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Example 5

* Full Monty
morphological — Global

features!  ltis acute
« No membranous
component

« = Lupus nepritis

* Class IV-G (A)
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No deposits 0

* Negative
Immunofluoescence

« (Vasculitis)

« Diagnosis: Pauci-immune
(ANCA associated)
glomerulonephritis

— Eg Wegener’s & @b =
granulomatosis ; :
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Follow up in years to renal failure













disease




— Lupus

— MPGN

— Post infectious GN
— Fibrillary GN

— Cryoglobulinaemia







* Renal impairme
* Family history or renal disease





















Control Patient






from the GBM an

« = ALPORT’'S DISEASE
— X- linked variant






gastro-c
reflux disease

 Acute renal failure






* Low level pr
 Creatinine 350
e On mesalazine
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« Defined by the presence or absence of fibrosis

* We need enough tissue to estimate the level of
fibrosis and tubular atrophy






of prognosis is the of IFTA

* We need enough tissue to estimate the
level of fibrosis and tubular atrophy

» Pathologists are not very good at
estimating the level of IFTA



suggest dlagn05|s or
whether glomerular, Tl or
vascular in origin

Very little effect on
current treatment

The importance is for
transplantation







Consi

Often several patho
(patient)

These may be of differential importance

— eg pauciimmune glomerulonephritis with incidental
IgA nephropathy

And may Iinteract with one another
— eg IgA nephropathy, diabetes and hypertension

present in one biopsy



— To asses ology
(grade)

— To assess the stage of the disease

 Clinicopathological correlation is
paramount!
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