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o Patients with FSGS presented urinary sC5b9 levels of
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Figure 2. Urinary sC5b and C3a creatinine ratios compared to proteinuria in focal segmental glomerulosclerosis and minimal change disease.
FSGS, focal segmental glomerulosclerosis; MCD, minimal change disease. Proteinuria was associated with urinary sC5b9 (p = 0.85; P < 0.001)
and C5a (p = 0.71; P < 0.001) in FSGS, but not in MCD (P > 0.05). \ J

Kidney Int Rep. 2023 Dec 29;9(3):661-670.
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1) The FSGS population was significantly older, and many patients already had advanced chronic kidney
disease compared to patients with MCD;

2) The FSGS population had higher histological chronicity findings compared to patients with MCD;
3) Do terminal complement components in the urine reflect the activity of FSGS lesions or are they just

reflective of the severity and chronicity of kidney injury? The degree of urinary complement fragments
may be influenced by impairment of kidney function, level of proteinuria, and metabolic acidosis.

Vascular injury Inflammatory injury

Microangiopathy Localized/mild Diffuse Necrotic Chronicl/irreversible
Capillary thrombi, endothelial cell Isolated mesangial Diffuse mesangial proliferation, Focal necrosis, Fibrosis and
swelling, and mesangiolysis cell proliferation endocapillary proliferation crescent formation glomerular scarring

Severity of inflammation
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» To evaluate urinary and plasma sC5b9 levels in pediatric patients with SSNS and SRNS (genetic and non-
genetic) with preserved renal function, compared with patients with non—immune-mediated chronic kidney failure;

» To assess the potential role of urinary sC5b9 as a biomarker for prognosis and personalized therapy.



7
Bambino Gesu
OSPEDALE PEDIATRICO

We conducted a prospective observational pilot study in pediatric
patients followed at Bambino Gesu Children’s Hospital.

Patient selection

18 children with active proteinuria (UPCR >1 mg/mg) were enrolled
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SSNS (n=5)

non-genetic SRNS (n=4) genetic SRNS (n=2)

non—immune-mediated CKD (n=7)
(eGFR <75 ml/min/1.73 m?)
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¢ Urinary and plasma sC5b9 levels were similar in SSNS and SRNS (genetic and non-genetic) when
renal function was preserved;

s CKD patients showed significantly higher urinary and plasma sC5b9, even after normalization,
compared with SSNS and SRNS;

* Urinary sC5b9 correlated inversely with eGFR, but not with proteinuria, across the whole cohort;

*» Increased sC5b9 appears to be secondary to reduced kidney function, rather than a primary
pathogenic mechanism in SSNS or SRNS;

% These results need confirmation in larger studies and more disease types.



12-14 MARCH

V ACKNOWLEDGEMENTS EePn RESEARCH Tl

CONFERENCE
Bamb]no Gesu kidney diseases in the era
OSPEDALE PEDIATRICO LT

/ **» Manuela Colucci \

** Marina Vivarelli

** Giorgio Martelli

< ¢ Antonio Gargiulo >

** Martina Riganati

** Giulia Ricci

** Francesco Emma




	Diapositiva 1
	Diapositiva 2: Disclosure of conflicts of interest:  I have nothing to disclose   
	Diapositiva 3
	Diapositiva 4
	Diapositiva 5
	Diapositiva 6
	Diapositiva 7
	Diapositiva 8
	Diapositiva 9
	Diapositiva 10
	Diapositiva 11

