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seven children with focal segmental % 2 Clinical Status at Latest Follow-up in FSGS

Initial Clinical Findings in 57 Children
§ 1 with Focal Segmental Glomerulosclerosis . Group)  Group2  Group 3
Group | Group 2 Group 3 W’““:: : :)'bw-up . 89X MEN x4y
No. of patients n 14 32 No.of nati
Boys/Girls i 9/5 15117 - of petients i u 2
Initial ion ia inuria Nephrotic Normal urine and GFR S0, 0 14
= ) 1 syndrome . o ’ )
. (ephvotc syndrame) Persistent proteinuria 6 'y 4
Ago (years) — meanSD  60% 26 82+ 13 65+ 38 (nephratic) (3) m
- range 18-103 23-125  20-156 Chranic rana failurs 5 6 1
Hematuria (macroscopic) 4 [ 14(3) (desth, dialysis and transplantation) 3) (8) (1
Hypertansion 0 0 2
GFR < 60 mg/min 2 1 i § 4 Clinical Findings and Outcome in FSGS
*3 Light Microscopy Findings in FSGS
. Status at Normal Persistent Renal
Group | Group 2 Group 3 fallow-up urine proteinuria failure
No. of patients n “ 2 No. of patients 14 18 25
%ot ﬂfg‘fﬁ&fmﬁm TBEe7 x5 2E18 Boys/Girls 86 /8 TN
Location of segmental sclerosis : Initial presentation :
Peripherat 1 s 10 pr :
Hilar 9 Ih) 19 Age (years) 85445 6839 60%27
Hilar + Peripheral 1 1 2 Hematuria 5 3 "
unknown ] 0 1
Hyastine daposits [ 6 13 Hypertension 1 0 1
% of 3”;:;“_‘: showing N*ls 84kl M2 GFR < 60 me/min ] 1 3
Mesangial proliferation 1 2 9 Initial steroid response 5/14 1/12 2/19
Tubulo-interstitial changas 9 12 2
Artariolar wall thickening ° 2 § Podocyte Vacuolation in Focal Segmental

x5 Pathologic Findings and Outcome in FSGS ] Glomeruloscierosis (FSGS) and Minimal
Change Nephrotic Syndrome (MCNS)

Status at Normal | Persistent Renal
follow-up urine proteinuria failure i ]
No. of patients 14 18 25
Global sclerosis 4 - 8 14 No. of Podocyte vacuolation
% of glomeruii shawing 36+82 62496 20%26 patients 0 1+ 2+ 3
global sclerosis
% of glomeruli showiny 1716 27 Fikal]
P gl sciorasis Hitar FSGS % 5 5 7 7
L.ocation of segmental sclerosis ;
Peripheral 1 4 o )
Hitar 5 14 P Peripheral FSGS 10 8 2
Unknown 1
Hyaline deposits 5 9 11 MCNS 34 29 5
Mesangial proliferation 6 2 4
Tubulo-interstitial changes 9 14 20 .
Arteriolar wall thickning ! ! 8 $k g Podocyte Vacuolation and Outcome in FSGS
Podocyte Vacuolation and Severity of .
Proteinuria at Biopsy in FSGS Clinical state No. of Podocyte vacuolation
i 7 - at foliow-up patients 0 + 2+ 3+
Proteinuria at No. of Podocyte vacuolation
biopsy patients 0 1+ 2+ 3+ Normal urine and GFR 9 6 1 1 1
Nephrotic syndrome 19 4 1 7 7 Persistent proteinuria 13 6 1 4 2
Heavy but non-nephrotic 9 3 4 2 Chronic renal failure 12 1 3 4 4
Slight or no 6 6
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