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Slc2a4 alternative splicing is regulated by Sam68 
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Sam68 promotes glycolytic metabolism

Sam68 modulates Aldh1a3 pre-mRNA 3'-end 
processing, binding to an intronic polyadenylation site 
and preventing its recognition and premature transcript 

termination (La Rosa P., et al., 2016).

Sam68 is also associated with decreased PKM1/PKM2 ratio, 
which positively contributed to the glycolysis procedure 

(Zhao J., et al., 2020). 
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Signaling pathways perturbation affects Slc2a4 splicing.

Conclusions 

We identified the RNA binding protein Sam68 as a novel regulator of Slc2a4 pre-mRNA splicing. 

Sam68 is already known to promote glycolytic metabolism in mouse neural progenitor cells by 
modulating Aldh1a3 pre-mRNA 3'-end processing and in colorectal cancer by regulating PKM2 

alternative splicing.  

The molecular mechanisms driving Sam68 splicing activity on Slc2a4 transcript may unveil new insights 
into the role of glucose transport regulation in physiological and pathological conditions, including 

insulin resistance.




