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PIP3 supports cellular 

glucose uptake by 
enhancing GLUT4 
translocation to  

the cell membrane 

Ingested  

DCI 

DCI-IPG stimulates 

GS which enhances 
glucose storage 

DCI-IPG stimulates PDH 

which enhances glucose 
conversion to ATP 

DCI-IPG (insulin second messenger) 

By stimulating GS and PDH enzymes,  
DCI-IPG enhances glucose utilization inside cells,  

thus lowering blood glucose levels 

 
 

Glucose is metabolized into ATP (energy) 
Glucose entry in the Krebs cycle 

is controlled by the pyruvate 
dehydrogenase enzyme (PDH) 

 

Glucose is stored as glycogen. 
Glucose storage is 
catalyzed by the 

glycogen synthase enzyme (GS) 
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Cell 

Fig. 2 Roles of MI and DCI in supporting insulin stimulated glucose entry and its utilization inside cells 
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