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WFZeR S OB (J€30) : Elongin A increases the rate of RNA polymerase II (pol II)

transcript elongation by suppressing transient pausing by the enzyme. Elongin A also acts
as a component of a ubiquitin ligase (E3) that can target stalled pol IT for ubiquitylation
and proteasome—dependent degradation. It is not known whether these activities of Elongin
A are functionally interdependent 7n vivo. Here, we demonstrate that Elongin A—knockdown
cells exhibit defects in the stress—inducible expression of ASP70and ATF3 genes. Moreover,
we identify Elongin A mutations that selectively inactivate one or the other of the above
activities, and show that the elongation stimulatory, but not pol II ubiquitylation,

activity of Elongin A is required to support the response of stress genes.
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