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Supplementary Figure 1. Glucose induced body weight but not insulin resistance in WT and KHK-
A/C-KO mice. A-B. KHK-dependent body weight increase in WT but not KHK-A/C-KO mice. C-D. To 
assess level of insulin sensitivity, the insulin tolerance test was used. Insulin (1 unit/kg) was injected, 
and blood level was measured at 0, 15, 30, 60, 90, and 120 min after injection. Sensitivity to insulin was 
normal in both WT and KHK-A/C-KO mice treated or not with Glucose. Vales are mean ±SD (N=6-8). 
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Supplementary Figure 2. Absence of the effect of fructose on the release of HMW adiponectin the 
medium and protein expression of ERp44 and Ero-1α chaperones in 3T3-L1 adipocytes. A. HMW 
adiponectin along with biologically inactive MMW (medium molecular weight) and LMW (low 
molecular weight) forms was detected by Western blotting after protein separation in non-reducing non-
denaturing conditions as described (1). 3T3-L1 cells were differentiated to adipocytes in vitro. Samples 
were collected at early (Dif1) and late (Dif2) stages of differentiation. B. Protein expression of the ER 
chaperones ERp44 and Ero-1α was detected by Western blot after separation by regular electrophoretic 
SDS-PAGE separation in denaturing and reducing conditions. 
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Supplementary Table 1. Relative expression (KHK/β‐Actin) of KHK isoforms in mouse liver and fat 
 

 
 

Calculated ratio C/A =0.15 
 
Specific expression of KHK, A and C isoforms was detected with the sets of primers recognizing A and 
C subunits of KHK (1) 
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Supplementary Figure 3. Detection of GAPDH and β-Actin in the liver of WT and KHK-A/C-KO 
mice treated or not with fructose. A validation of the Fig.6 reference gene. 
 

 
 

 

 


