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Cells must maintain the right amounts of functional protein at all times. Damaged proteins must be degraded. Certain stresses inhibit TORC1, increasing
proteasome assembly by translational upregulation of regulatory particle assembly chaperones (RPACs). Using yeast, we identify a protein, Ede1,
associated with translating RPAC mRNA following TORC1 inhibition. Following rapamycin/latrunculin-B treatment, cellular actin depolarises and RPAC
mMRNA localises more to actin patches, dependent on Ede1. Together with TORC1 inhibition, this shift is required for RPAC translation.
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Figure 4: A) Scheme for recruiting Adc17 mRNA to certain proteins
using a nanobody-GFP tag. B) PP7-GFP is recruited to Ede1-tdi-
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