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The Protective Effects of Ubiquitin C—Terminal Hydrolase L.1 on Neurons”

XIE Min, CHEN Qi-Cai, LIAO Xiao-Mei"
(College of Life Science and Hubei Key Laboratory of Genetic Regulation of Integrative Biology,
Central China Normal University, Wuhan 430079, China)

Abstract UCH-LI is abundantly expressed in brain which possesses ubiquitin hydrolase activity, ubiquitin ligase
activity and the effect of monomeric ubiquitin stabilizing. UCH-L1 is critical for the normal morphology and
function of the synapses, which can rescue the LTP deficit and impaired memory induced by B-amyloid protein
(AB). In addition, the I93M mutation in UCH-L1 is associated with familial Parkinson's disease (PD) while the
S18Y polymorphic variant of UCH-L1 is associated with a specific antioxidant protective function in neurons. By
researching the structure, function and the mechanism in the nervous system of UCH-L1, hopes to provide a

concept or a method to treat neurodegenerative diseases such as AD and PD.
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