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Suppl g 3. Depletion of GGA proteins does not aect SFTPC tracking. (A) siRNAs were used to deplete

GFP-SFTPC-WT-expressing cells of GGA proteins 1-3, con rmed by immunoblot. The subcellular localisation of SFTPC-WT doe:s
change with knockdown, and nor does the post translational cleavage as measured by immunoblot (B). (C) To mitigate for cellulz
adaptation to GGA knockdown, a knock sideways system was used. GGA2 was knocked down in GGA2 knocksideways Hela «
before transfection with GFP-SFTPC-WT RUSH vectors. SFTPC was allowed to tra ¢ by addition of biotin in the presence or abse

of GGA2 knocksideways. GGA2 knocksideways does not change SFTPC distribution. Quanti cation in (D). PM = plasma membra
Scale bar = 10 m.



