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Supplemental Figure S1: ER localization of B117L upon expression in HeLa cells. 
Expression of the B117L-GFP construct and co-localization with markers for the Plasma 
Membrane, Mitochondria, ER soluble compartment and ER membrane. The plot below 
displays co-localization levels (Pearson coefficients). Measurements were carried out in at 
least 6 cells as those displayed in the top panels. Bars represent mean values ± SD 
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Supplemental Figure S2: OSER formation in cells expressing the B117L gene. 
(A) OSER formation in HeLa cells. A comparison of HeLa cells expressing the B117L-
GFP gene (top) or the GFP-B117L (bottom) is shown. (B) HEK293T cells were transfected 
with increasing quantities of the B117L-GFP construct as indicated in the panels 
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Supplemental Figure S3: Effects of N-terminal deletions. (A) OSER formation in cells 
expressing deletion mutants of B117L-GFP. Deletions of sections 5-31 (top) or 32-62 
(bottom) at the N-terminal sequence of the protein did not interfere with OSER formation. 
(B) Pearson coefficients indicate similar degrees of co-localization with ER marker BiP-
mCherry for B117L-GFP and deletion mutants.  


