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Itprl

Itpri-deficient mice show reduced viability and birth rate with bone loss.

Yamaguchi, Yoichiroh
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To extend health¥ life expectancy in today"s hyper-aged societ%, there is an
urgent need to clarify the etiology of locomotive syndromes such as osteoporosis. We have been
analyzing trap mice deficient in the Inositol 1,4,5-triphosphate receptor typel (ltprl) gene, which
has been shown to cause significant bone loss. Itprl is thought to control apoptosis and autophagy
via intracellular Ca channels, and its dysfunction is thought to cause significant apoptosis of
osteoblasts and osteoclasts.
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