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R B O (#230) : The role of PIK3C3 in cell proliferation and tumor development
remains unclear. We generated knockout mice to analyze the physiological functions of
PIK3C3. The deletion of PIK3C3 significantly suppressed cell proliferation and reduced the
production of PI3P. In addition, PIK3C3 is necessary for starvation-induced autophagy. In
adult mice, the ablation of PIK3C3 suppressed tumor development caused by Pten deletion
in immune systems.
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suppressor of excitotoxic neuronal death
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