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We previously identified TRPM4 as a molecule downregulated in PAN
nephropathy, a mimic of MCNS (minimal change nephrotic syndrome). TRPM4 is a monovalent cation
channel, which facilitates Nat+ influx and consequently suppresses Ca2+ influx. However, the function

of TRPM4 in podocyte is unclear. TRPC6 is a Ca2+ channel and increase in its activity plays a
critical role in several types of podocyte injury. In this study, it was suggested that TRPM4 is an
upstream regulator of TRPC6. Functional loss of TRPM4 promoted TRPC6 expression. TRPM4 was
downregulated in the early phase of podocyte injury induced by adriamycin that is capable of
inducing FSGS (focal segmental glomerulosclerosis)-like podocyte injury by injection into rats. At
this time point, alterations in podocyte functional molecules and TRPC6 were not detected yet. It is

conceivable that downregulation of TRPM4 is a critical initiation event leading to podocyte injury.

TRPM4 could be an early marker to detect podocyte injury.
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