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WFFER B OB (J£3C) : Phosphatidylinositol 4-phosphate 5—kinase o, a major cardiac
isoform, catalyzes the synthesis of phosphatidylinositol 4, 5-bisphosphate (PI(4,5)P,),
which is a critical cell signal transducer. Although phosphoinositide 3-kinase (PI3K)
signaling to Akt is involved in physiological cardiac hypertrophy, whether PIP5K o
promotes cardiac hypertrophy and functions is largely unknown. To address this issue,
we generated a model of cardiac—specific transgenic mice with wild—type (WT) or dominant
negative (DN) of PIP5K a.
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