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(serum- and glucocorticoid-regulated kinase)
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serine-threonine kinase1, GILZ : glucocorticoid-induced leucine zipper.
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WaAWWFaA4 RLETHY—ZNTBIEHATH DI &ZRYT. PKC : pro-
tein kinase C, PI3-K:phosphatidylinositol 3-kinase, NHE1:Na *-
H + exchanger 1, NO:nitric oxide, PLC:phospholipase C, ERK:
extracellular signal-regulated kinase, JNK : c-Jun N-ternimal ki-
nase, IP3 : inositol triphosphate, PKA protein kinase A.
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