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[ Abstract ]

lective cation channels.

TRP channels ( Transient receptor potentical ) including several subfamilies are nonse-

Recently they were found to be associated with kidney physiological regulation

such as adjusting ionic transport in renal tubule and renal microcirculation. The abnormality of TRP chan-

nels can lead to some renal diseases such as familial FSGS, ADPKD, and HSH. Further researches on

TRP channels would benefit the therapy and preclude of renal disease.
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