The role of B-TrCP as a compensatory negative regulator in the successful GH/GHR and
EGF/EGFR signalling in GHTD.
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INTRODUCTION METHODS
The authors have nothing to disclose <+ Fibroblast cultures were developed from gingival biopsies of 1 GHTD patient and 1
control child.
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To study the role of B-TrCP in the negative
regulation of the GH/GHR and EGF/EGFR

pathways in normal and GHTD cells.
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CONCLUSIONS

“* When CIS 1s reduced, either after silencing of the CIS gene or after inductions of successful GH signalling, B-TrCP 1s increased and this
may reflect a compensatory mechanism of negative regulation of the GH/GHR pathway 1n the control’s and the patient’s fibroblasts.

% B-TrCP also seems to participate in the negative regulation of the EGF/EGFR pathway in the control’s and the patient’s fibroblasts.

% P-TrCP seems to be activated more readily in the control’s fibroblasts than in the GHTD’s fibroblasts after inductions of successful GH
and EGF signalling.
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