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Supplementary Figure 1. Sorcin and ChREBP co-immunoprecipitate in HEK293 cells. HEK293 cells 
were co-transfected with plasmids encoding either c-myc-ChREBP (WT), sorcin-HA or c-myc-ChREBP 
(WT) and HA-Mlx, for 48h. Cell lysates were immunoprecipitated (IP) with anti-c-myc antibody. After 
SDS PAGE and blotting onto nitrocellulose, the blots were probed with anti-c-myc (top panel) or anti-
HA antibodies (middle panel). Ten percent of cell lysates were also analyzed by Western blot and 
probed with anti-HA antibody as input control (bottom panel). These are representative blots of three 
independent experiments. 
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Supplementary Movie 1. Nuclear translocation of ChREBP induced by high glucose. Live cell 
confocal imaging of MIN6 pancreatic β cells showing nuclear translocation of ChREBP-EGFP. Prior to 
imaging, cells were starved overnight in 3 mM glucose (see methods) for nuclear exclusion of ChREBP. 
The cells were perifused with warm KRBH buffer, initially containing 3 mM glucose for 2 min. and 
then with 30 mM glucose for another 8 min., while deconvoluted images were captured for the whole 
period at 5 s intervals with an exposure for ∼200 ms (Ex 488 nm, Em >510 nm). Images were corrected 
for photobleaching and converted to .mov file using Volocity software.  
 
Supplementary Movie 2. Extracellular Ca2+ is essential for high glucose-induced nuclear translocation 
of ChREBP. Live cell confocal imaging of MIN6 pancreatic β cells expressing ChREBP-EGFP as 
described in Supplementary Movie 1; except cells, after initial perifusion with 3 mM glucose were 
subsequently perifused with 30 mM glucose in KRBH buffer lacking extracellular Ca2+ and instead 
contained a Ca2+ chelator (1 mM EGTA). Exposure time for images were ∼100 ms.  
 
Supplementary Movie 3. Prevention of membrane depolarization and blocking of L-type calcium 
channels abrogate glucose-induced nuclear translocation of ChREBP. Live cell confocal imaging as 
described in Supplementary Movie 1; except cells were incubated in 250 μM diazoxide and 10 μM 
nifedipine for 10 min. prior to imaging while these blockers were also present in KRBH buffer 
containing 3 and 30 mM glucose. Exposure time for images were ∼200 ms. 
 
Supplementary Movie 4. Increase in [Ca2+]cyt  due to release from intracellular stores propel nuclear 
translocation of ChREBP even in absence of extracellular calcium. Live cell confocal images as 
described in Supplementary Movie 2. Cells were perifused for 2 min. with warm KRBH buffer 
containing 3 mM glucose and subsequently with 30 mM glucose in Ca2+-free KRBH buffer containing 
250 μM ATP, in order to release Ca2+ from intracellular stores. Exposure time for images were ∼150 ms. 
 
Supplementary Movie 5. Presence of high glucose is essential to evoke nuclear translocation of 
ChREBP. Live cell confocal images as described above, except treatment with 250 μM ATP was carried 
out in KRBH containing 3 mM glucose. Exposure time for images were ∼200 ms. 
 
Supplementary Movie 6. Sorcin couples of glucose responses to ChREBP shuttling between nucleus 
and cytosol. ChREBP translocation from live cell confocal images of MIN6 pancreatic β cells 
expressing ChREBP-EGFP where sorcin expression was knocked down (>85 %). Overnight starvation 
of the cells in 3 mM glucose failed to exclude ChREBP-EGFP from the nucleus in most cells. This 
movie shows a typical response of sorcin-silenced cells to 30 mM glucose. Treatments and imaging 
were carried out as described in Supplementary Movie 1.  
 


