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Supplementary File 2- H295R cells senescence assessed through p21 immunofluorescence (a and b) and

nucleus size (c). a) Exemplificative images of p21 staining in H295R cells. The arrow indicates a p21

positive cell; b) percentage of p21 positive cells expressed in H295R cells after treatment with IGF2

(100ng/mL) with and without the pathway’s inhibitors (100nM of Rapamycin for mTOR pathway

inhibition and 10nM of PD184352 for MAPK pathway inhibition); b) nucleus size of H295R cells after

treatment with 1GF2 (100ng/mL) with and without the pathway’s inhibitors (100nM of Rapamycin for

mMTOR pathway inhibition and 10nM of PD184352 for MAPK pathway inhibition).



