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Polycystin 2 M&EFEE

eNOS —> NQ

Ej PKC/calmodulin \\
A

Purinergic receptor

RAA

K1 MEBEICKIFTIHBESMBEBAAILOLDITFIL
PKC : protein kinase C, eNOS : endothelial nitric oxide synthase,

ATP : adenosine triphosphate,

angiotensin-aldosterone
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