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Ubiquitin C-terminal hydrolases L3 (UCH-L3) is a C-terminal hydrolase in ubiquitin-proteasome. Ubiquitin can
be hydrolyzed from the substrate, so that the ubiquitin-proteasome can be recycled in the cells. In recent years,

scientists have found that UCH-L3 highly expressed in several diseases such as neoplasms, obesity, etc., which may
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Abstract
be related to the occurrence and development of these diseases.
Keywords  UCH-L3; tumor; disease
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