(Plant proteases mediate 6K1 turnover during Turnip mosaic virus infection
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l. Introduction
* Potyviral genomes encode just 11 major
proteins with multifunctionality associated
to most of these proteins at different
stages of virus life cycle.

* The potyviral protein 6K1 is required for
virus replication at the early stages of viral
infection and may mediate cell-to-cell
movement.

* 6K1 is challenging to study due to
instability (See ).

* In this study, we characterise additional
functions associated with the 6K1 protein
from Turnip mosaic virus (TuMV) and the
underlying molecular mechanisms of
instability using Nicotiana benthamiana.

Il. The ectopically expressed 6K1
protein is instable
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VII. 6K1 expression increases TuMV systemic movement
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VIIl. Conclusions
» The stability of the 6K1 protein is dynamic and depends
on cysteine proteases.

» 6K1 degrades rapidly at early time points in the infection
process, whereas at later stages 6K1 becomes more
stable when protease activity is reduced, resulting in
increased systemic movement of TuMV.
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