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Intracellular cacium sgnaling is known to play essential roles in cardiac
physiology and hypertrophy, however, its function in cardiac development remains to be e ucidated.
Inositol 1,4,5-trisphosphate receptors (1PsR typel, 2 and 3) are intracellular calcium rel ease channels on
the endo/sarcoplasmic reticulum. 1PsR1, 2 double knockout mouse (DKO) embryos and 1P;R1, 3 DKO
embryos died around E10.5 with signs of heart failure while each single knockout mouse showed normal
cardiogenesis. In the IP;R1, 2 DKO embryos, the atrioventricular cushion devel opment was impaired
involving the NFATc signa, whereas the outflow tract devel opment, implicated in the second heart field,
was affected in the IP;R1, 3 DKO embryos. This research project revealed that intracellular calcium
signaling redundantly mediated by three subtypes of IPsR may play a role in development of each
specific module of cardiovascular development.
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