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In this study, we showed that several primate—-specific TRIM family proteins also interact with and
ubiquitinate PRMT1 as does TRIM48, whose molecular function was uncovered in our previous study
Moreover, several of these family proteins including TRIM48 were subjected to ubiquitin-dependent
degradation mediated by a SCF (Skp, Cullin, F-box containing) complex, which played a crucial role in
oxidative stress—induced ASK1 (a stress—responsive kinase) activation and subsequent cell death.We
further showed that muscle cell death induced by ectopic DUX4 expression, the primary cause of
facioscapulohumeral muscular dystrophy (FSHD), was suppressed by knocking down several of the TRIM
fami |y genes. These results suggest that the primate—specific TRIM family proteins function as ubiquitin
| igase that affect various cellular processes of both physiological and pathological importance.




