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PTH ¥ = Transcription
Estrogen + + Transcription
Progesterone ND + Transcription
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Low dietary Ca?* + Transcription
Tacrolimus = ND Transcription
Acidosis = ND Transcription/channel

activity/trafficking
Klotho + + Trafficking
Tissue kallikrein + = Trafficking
S100A10/annexin 2 + -+ Trafficking
Rablla + + Trafficking
FKBP52 = ND Not known
Calmodulin — + Channel activity
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RGS2 = +: Channel activity
BSPRY +: ND Not known
WNK4 s ND Trafficking
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