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Nicastrin: a New Protein Component of vy-Secretase’

ZHANG Chun-Qing, CHEN Xiao-Wei, HU Zhi-An™
(Department of Neurobiology, Third Military Medical University, Chongqing 400038, China)

Nicastrin is a novel type I transmembrane glycoprotein, which has been shown to be a critical

component of y-secretase complex. It has been well established that nicastrin is essential for the stability and

trafficking of the other v-secretase components. Furthermore, nicastrin plays an important role in A3 peptide

generation of Alzheimer’s disease and Notch signaling pathway.
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