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Programmed cell death mediated by ubiquitin-26S proteasome system

WANG Guo-Kun, TIAN Feng-Xia, GONG Jiang-Feng, WANG Wei*
(State Key Laboratory of Crop Science, College of Life Sciences, Shandong Agricultura University, Taian 271018, China)

Abstract Programmed cell death (PCD) is an active process, by which cells choose to die for development or
in response to environment. Ubiquitin-26S proteasome system (UPS) as a post-translational regulatory system,
plays a prominent role in regulation of initiation and progress of PCD. Here we summarize the major findings on
the function of UPS in PCD regulation by two signal approachs and caspases.
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