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Calreticulin and nervous system diseases
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Abstract: Calreticulin(CRT) is a kind of multi-functional protein in endoplasmic reticulum(ER), which plays

important roles in a variety of cellular processes including ca®’ signaling/ homeostasis and protein folding. Recent
studies show that CRT is closely relevant with nervous system diseases, including Alzheimer's disease, Parkinson's

disease.
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