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SUPPLEMENTARY FIGURE LEGENDS 

 

Supp. Fig. 1. Adenoviral ChREBP protein over-expression. MIN6 cells were infected with a dose 

response of null or ChREBP adenoviruses for 48 h before western blotting with anti-ChREBP (1: 300) 

antibody.  
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Supp. Fig. 2. The MLX binding site is located between -441 and -412 bp on the mouse ARNT/HIF-

1ββββ promoter as revealed by NoShift Assay. (A) Mouse ARNT/HIF-1β promoter sequence showing the 

different probes, numbered 1 to 11,  used in the NoShift Assay in B. (B) HEK293 cells were co-

transfected with HA-MLX and c-myc-ChREBP for 48h and nuclear extracts were prepared using 

NucBuster
TM

 Protein Extraction Kit (Novagen) according to manufacturer’s instructions. DNA-protein 

interactions were analysed using the NoShift
TM

 Transcription Factor Assay Kit (Novagen) as described 

in methods using rabbit anti-HA antibody.  
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Supp. Fig. 3. ChREBP repression of ARNT/HIF-1ββββ promoter is likely to necessitate multiple 

redundant cis elements. (A, B) HEK293 cells were seeded in 6-well plates and transfected using 

calcium phosphate with 2 µg of the various pARNT.LucFF constructs, 5 ng of pRL-CMV to correct for 

transfection efficiency, and 250 ng of pcDNA3 empty vector or pChREBP as indicated. Luciferase 

assays were performed 48h later as in Fig. 3. Results are expressed as a percentage of the ratio of 

Firefly/Renilla luciferase in cells with no added transcription factor, as a mean ± S.E.M. of three 

separate experiments. *p<0.05 for the effect of ChREBP. (C) Sequence alignments showing the 

differences between the two deletional mutants pARNT-1028[-443T>A;-442_-402del].LucFF and 

pARNT-630[-440_-402del].LucFF and the wild type sequence.  
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Supp. Fig. 4. No change in ChREBP and ARNT/HIF-1ββββ mRNA levels in islets from mice fed a high 

fat diet. Male C57Bl-6 mice were fed on normal diet or on high fat diet (60% fat) for 18 weeks and 

underwent intraperitoneal glucose tolerance test (IPGTT) and insulin tolerance test (IPITT) before 

pancreatic islet isolation. The islets were lyzed in trizol reagent for RNA extraction immediately after 

islet isolation. (A) Relative ChREBP and ARNT/HIF1-β mRNA levels against cyclophilin were 

measured with real-time PCR (see method). Values are means ± SEM. Results are from 4 mice in each 

diet group. (B) IPGTT : 1 g/kg mice weight glucose was intraperitoneally injected into mice fasted for 

16 h. Glucose levels at 15, 30, 60, 90 and 120 min after injection were measured. 6-10 mice on each diet 

were used for the test. All results were expressed as mean ± SE.  (C) IPITT:  0.75 U/kg mice weight 

insulin was intraperitoneally injected into mice Percentages of glucose at 15, 30 and 60 min after 

injection over basal glucose were measured. 6-10 mice on each diet were used for the test. All results 

were expressed as mean ± SEM.   

 

 

 
 


