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The nuclear DEAD box RNA helicase p68 can act both as a 
transcriptional co-activator and, in some contexts, as a promoter-
specific transcriptional repressor. 
We have shown that p68 is preferentially modified by SUMO-2. 
We identified a single lysine (K53) as the sumoylation site on p68 
and showed that the SUMO E3 ligase PIAS-1 interacts with and 
significantly enhances sumoylation of p68 in cells. 
There is growing evidence that sumoylation plays an important 
role in transcriptional regulation and often leads to attenuation 
of transcriptional activation. Given that p68 can act both as a 
transcriptional co-activator and repressor, we examined whether 
sumoylation affects p68 transcriptional regulatory function. Our 
data show that SUMO modification enhances p68 transcriptional 
repression activity and inhibits the ability of p68 to function as a 
co-activator. These findings may be explained by the ability of 
wild type, but not a sumoylation-deficient mutant p68, to alter the 
modification state of chromatin through recruitment of HDAC1. 
We are currently investigating whether p68 sumoylation is 
regulated by different cellular stresses/growth conditions or by 
other post-translational modifications of p68.


