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‚When he [the scientist] designs his experiments or executes them with devoted attention to the 

details he may say to himself. <This is my composition; the pipette is my clarinet=. And the 

silent as the music of the spheres. (&)

world than his work.’ 
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gamma 2 (PLC³2) and Phosphoinositide 3

and membrane localization of Protein kinase B (AKT) and Bruton’s 
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suppressor function is associated to the inositol phosphatase activity, removing the 3’ phosphate 



 

Another antagonist of PI3K is a 5′

. The ambiguous role of SHIP appears to be due to the 5’ phos
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Cells were harvested and lysed according to the manufacturer’s instructions. The incubation and 



 

 

The cells’ fluorescence levels were as

 



 

according to manufacturer’s instructions. In short, thawed or fresh cells were washed in PBS, 
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