Supplement:

Supplemental Table 1. Used primers.

	gene
	sense/forward
5’→3’ orientation
	antisense/reverse
5’→3’ orientation
	amplicon 
	reference

	Nphs2tm3.1Antc 
	CCA GCA TCC CAT TAG ATA GAT GAG G
	GCA TCC AAA TGA TCA GAG TTC CCA GG
	236 / 286 bp (wt / floxed allele)
	[1]

	Tg(Nphs1-rtTA*3G)8Jhm
	GAA GCA GCA GAA TGA GTT CAC ACT GGG TCC 
	ACT TTG CTC TTG TCC AGT CTA GAC ATG GTG
	400 bp
	[2]

	Tg(tetO-cre) 1Jaw
	GCA TAA CCA GTG AAA CAG CAT TGC TG 
	GGA CAT GTT CAG GGA TCG CCA GGC G
	280 bp
	[3]

	C3-wt
	GAT CCC CAG AGC TAA TG
	
AGG GAC CAG CCC AGG TTC AG
	373 bp
	[4]

	C3-ko
	TCG TCC TGC AGT TCA TTC AG
	
	504 bp
	

	CFB-wt
	CCG AAG CAT TCC TAT CCT CC
	
GTA GTC TTG TCT GCT TTC TCC
	751 bp
	[5]

	CFB-ko
	CGA ATG GGT GAC CGC TTC C
	
	600 bp
	

	CFD-wt
	GCG ATG GTA TGA TGT GCA G
	
GGT TGC TCT CTG CAC ACA T
	464 bp
	[6]

	CFD-ko
	GGC CGA TCC CAT ATT GGC
	
	320 bp
	




Supplemental Table 2: Primary antibodies

	antibody
	host
	source
	reference

	Anti-α-ENaC
	rabbit
	Pineda antibody service
	[7]

	Anti-β-ENaC
	rabbit
	Pineda antibody service
	[7]

	Anti-γ-ENaC
	rabbit
	Stressmarq SPC-405
	[7]

	Anti-C3
	rabbit
	Abcam EPR19394
	[8]

	Anti-FB
	goat
	Complement Tech
	[9]

	Anti-FD
	sheep
	R&D Systems
	[10]




Supplemental Figure 1: Structure of C3 and its degradation products according to [11]
The used antibody binds to the C-terminus of C3 detecting α-chain and its degradation products. 
The disulfide bonds lead to different band sizes in reducing or non-reducing conditions.
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Supplemental Figure 2: Total protein staining of the western blots shown in Fig. 1, 2 and 8
a,b Total protein staining from the western blot for expression of C3 and FB in the plasma under reducing (a) or non-reducing conditions (b)
c,d Total protein staining from the western blot for expression of FD in the plasma under reducing (c) or non-reducing conditions (d)
e,f Total protein staining from the western blot for expression of C3 and FB in the urine under reducing (e) or non-reducing conditions (f)
g,h Total protein staining from the western blot for expression of FD in the urine under reducing (g) or non-reducing conditions (h). 
i-k Total protein staining from the western blot of the expression of α- (i), β- (j) and γ-(k) ENaC in a plasma membrane preparation of kidney cortex lysates before and after induction of nephrotic syndrome.

Note in a-g, i and k there are 17 lanes, the 17th lane (marked as X) was used as loading control and not used for quantification
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Supplemental Figure 3. Food and fluid intake and urinary sodium in Nphs2Δipod, Nphs2Δipod*Cfb-/-, Nphs2Δipod*Cfd-/- and Nphs2Δipod*C3-/- mice before and after induction of nephrotic syndrome
a-c Course of daily food intake
d-f Course of daily fluid intake
h-j Course of urinary sodium without correction on urinary creatinine 

# significant difference (p<0.05) between uninduced and nephrotic mice of the same genotype (ANOVA with Dunnetts multiple comparison test or Kruskal-Wallis with Dunn’s multiple comparison test), * significant difference (p<0.05) between genotypes and Nphs2Δipod (ANOVA with Dunnetts multiple comparison test or Kruskal-Wallis with Dunn’s multiple comparison test)
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