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[bookmark: _b06yfdtfv59c]Estimation of the fold potential, the aggregation, disorder and TM propensities  
The  foldability potential was estimated using a score derived from the HCA (Hydrophobic Cluster Analysis) approach using the HCAtk (Bitard-Feildel and Callebaut 2018; Bitard‐Feildel et al. 2018). HCA divides a protein sequence into (i) clusters gathering strong hydrophobic residues (V, I, L, F, M, Y, W) or cysteines, and (ii) linkers composed of at least 4 non-hydrophobic residues (or a proline). The fold potential of a sequence is determined by its density in hydrophobic clusters but also by the density of hydrophobic amino acids within these clusters. It is reflected with the HCA score which ranges from -10 to +10 where low and high HCA scores indicate sequences which are likely to be disordered or expected to form aggregates in solution. respectively. The aggregation propensity of a sequence was assessed with TANGO (Linding et al. 2004; Fernandez-Escamilla et al. 2004; Rousseau et al. 2006). Following the criteria presented in Linding et al. (2004), a residue was considered as participating in an aggregation prone region if it was located in a segment of at least five consecutive residues which were predicted as populating a b-aggregated conformation for more than 5%. Then, the aggregation propensity of each sequence is defined as the fraction of residues predicted in aggregation prone segments. The disorder propensity was probed with IUPred (Dosztanyi et al. 2005; Mészáros et al. 2009; Dosztányi 2018; Mészáros et al. 2018) using the short prediction option. To be consistent with the criteria used for assessing the aggregation propensity, we considered a residue as participating in a disordered region if it is located in a segment of at least five consecutive residues, each presenting a disorder probability higher than 0.5. Then, the disorder propensity of each sequence is defined as the fraction of residues predicted in disordered prone segments. 

Ribosome Profiling analyses 
Ribosome profiling experiments: Cells were grown overnight in 0.5 liter of liquid glucose-YPD till an OD600 of 0.6, 50 microg/microl of cycloheximide were added to the culture and incubated during 5 min and kept at + 4°C. The pellet of yeast cells was recovered by centrifugation during 5 min at 5000 rpm in Beckman F10 rotor at + 4°C. Total RNA and polysomes were extracted as previously described (Baudin-Baillieu et al. 2014). Briefly, cells were lysated by vortex during 15 min in 500 microl of polysome buffer (10 mM Tris-acetate pH7.5 ; 0.1M NaCl and 30 mM Mg-acetate) in presence of glass beads in Eppendorf tube, followed by 5 min of centrifugation at 16 krcf at + 4°C. Ribosome-protected mRNA fragments (RPFs) were generated by the treatment following the ratio of 1 OD260nm of extract with 15 U of RNase I during 1 h at 25°C. Monosomes were collected by 2h15 min centrifugation on a 24% sucrose cushion at +4°C on TLA 110 rotor at 110 krpm. The monosomes were resuspended with 500 microl of polysome buffer. RNA was purified by phenol–chloroform extraction and 28-34 nucleotides RPFs were recovered by electrophoresis in a 17% acrylamide (19/1) 7M urea in 1x TAE gel. These RPFs were depleted of ribosomal RNA by treatment with the Ribo-Zero Gold rRNA removal kit for yeast from Illumina company. RPF libraries were generated with NEBNext Small RNA Sample Prep Kit, according to the manufacturer’s protocol, and were checked with the bioanalyser small RNA kit. Sequencing was performed by a HighSeq 2000 (Illumina) 75-nucleotide single-read protocol.
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