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The inositol 1,4,5-trisphosphate receptors and Alzheimer’s disease
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Abstract: Inositol 1,4,5-trisphosphate receptors in the endoplasmic reticulum are important ion channels which
regulate calcium (Ca’") release. Calcium homeostasis is an important basis for maintaining the physiological
function of cells in organisms. Calcium signal is involved in many cell processes, such as enzyme activation, vesicle
release and cellular apoptosis. Studies have shown that aberrant Ca™ signal is closely related to Alzheimer’s disease.
Abnormal Ca®" signal in neurons can lead to imbalance of cell homeostasis, loss of synaptic function and even cell

death. In this review, we discuss the biological characteristic of IP3Rs and its mediated Ca” release in the

occurrence and development of Alzheimer’s disease.
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