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Supplementary Figure S2. PKC®d is the hub signaling substrate regulating the entire
FGFR2b-induced early differentiation, while AKT function appears restricted to some
aspects of the process. HaCaT pBp and HaCaT pBp-FGFR2b grown up to confluence
were left untreated or stimulated with FGF7 in presence or not of the indicated substrate
inhibitors as reported in Materials and methods. Quantitative immunofluorescence analysis
shows that, particularly in pBp-FGFR2b cells, PKC? inhibitor interferes with the increase of
K1 signal and with the repression of 31-integrin staining induced by FGF7 stimulation (left
and right panels, respectively). In addition, AKT inhibitor interferes only with FGF7-induced
up-modulation of K1, but not on the FGF7-mediated reduction of B1-integrin (left and right
panels, respectively). MEK1/2 inhibitor results always ineffective (left and right panels).
Quantitative analysis of the fluorescence intensity was performed as described in Materials
and methods and results are expressed as mean values + SE. Student’s ttestwas performed
and significance levels have been defined as above: *p <0.01, **p <0.0001 and ++p < 0.001
vs the corresponding control cells; NS, ***p < 0.0001 and *p < 0.05 vs the corresponding
FGF7-unstimulated cells; NS and *p < 0.0001 vs the corresponding pBp cells. Bar: 10 um.



