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Supplementary File 2.  Rapamycin dependent phosphorylation sites in Ser33.  The top three rows show the position of the phosphorylation sites that decrease abundance after rapamycin treatment, as identified in Figure 4 (top row) and in the published work of Soulard (second row1) and Dokládal (third row; found in at least 3/5 experiments2).  The fourth and fifth rows show the phosphosites identified via mass-spectrometry based mapping of Ser33 immunopurified from cells growing in log growth phase in SC medium and one hour after treatment with 200 ng/ml rapamycin (samples were prepared together and examined in back-to-back mass spec runs). The sixth row shows the sites that decrease in abundance comparing the log growth and rapamycin samples.  Rows 7-9 show data for a biological replicate of rows 4-6.  In second IP a peptide was identified that is phosphorylated at sites 20 and 33 in SC medium (green Xs), but not rapamycin, indicating that the abundance of one, or both, of these sites decreases (orange Xs).  Dokládal also found a rapamycin dependent site at Ser 2 that we did not pick up and was not mutated in our study.  The raw data for rows 4-9 is in Supplementary Files 4-7.
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