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Slit diaphragm proteins

Nephrin NPHS1 AR

Podocin NPHS2 AR

CD2-associated protein CD2AP AR?

TRPC6 TRPC6 AD
Cytosolic proteins

a-actinin-4 ACTN4 AD

Phospholipase Ce1 PLCET1 AR

Nonmuscle myosin heavy chain Il A MYH9 complex
Basal membrane proteins

Laminin-32 LAMB2 AR

B4-integrin ITGB4 AR

Tetraspanin CD151 CD151 AR
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Wilms’ tumor 1 wTt AD
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Mitochondrial products
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