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Elucidation of the molecular mechanisms associated with pathogeny of Crouzon
syndrome and drug discovery
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Crouzon s¥ndrome (CS) is an inherited craniosynostosis that presents with
cranial deformity, hypoplastic maxilla and exophthalmos associated with fibroblast growth factor
receptor (FGFR) 2 mutation. In this study, we aimed to solve the molecular mechanisms associated
with pathogeny of CS, and to search a new drug.

We evaluated multipotency of CS patient-derived dental pulp stem cells (CS-DPSCs). CS-DPSCs showed

multipotency equivalent to healthy donor DPSCs. We investigated the levels of mRNA expression
related to mineralization and the phosphorylation rate of mitogen-activated protein kinases (MAPK).
High expression of mineralization-related genes were detected i1n CS-DPSCs compared with in healthy
donor DPSCs. Activation of protein kinase C induced a lower phosphorylation rate of MAPK in CS-DPSCs
than healthy donor DPSCs.

We performed splice variant analysis toward the RNA-guided genome editing of FGFR2 in DPSCs due to
analyze the molecular mechanisms compared with unedited DPSCs.
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Statistical analyses were performed using a one-way ANOVA with Tukey's post-test. The data are expressed as mean + SD. * P <0.05
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