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Biography 
• Finally he focused on the p63 transcriptional factor implicated in head and 

neck cancer and ectodermal dysplasia.  

 

• He has discovered a molecular mechanism underlying ectodermal dysplasia 

via p63-dependent regulation of RNA splicing for fibroblast growth factor 

receptor 2, which functions as a key regulator of the epithelial-mesenchymal 

transition.  

 

• His collaborative efforts with Drs. David Sidransky and Barry Trink led to 

more than 45 international publications, reviews and patents on p63 

function. 
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Dysplasia 

• Dysplasia is an abnormality of development or 

an epithelial anomaly of growth and 

differentiation (epithelial or ectodermal 

dysplasia).  



Ectodermal Dysplasia 

• Ectodermal dysplasia is a group of syndromes deriving from the 

abnormolaities  of the ectodermal structures. More than 150 different 

syndromes have been identified. 

• Worldwide around 7,000 individuals have been diagnosed with an 

ectodermal dysplasia  conditions. 

• Ectodermal dysplasia syndromes are “heritable conditions”, showing 

the abnormalities of ectodermal structures, such as hair, nails, teeth, 

sweat glands, cranial-facial structures, digits and limbs and mammary 

glands 



Tumor protein (TP)-p63 in 

ectodermal dysplasia 
• Tumor protein (TP)-p53 family members consist of  TP53, the key tumor suppressor, “the 

guardian of genome”, TP63 and TP73. The genes encoding these critical transcriptional factors 
play decisive roles in the regulation of cancer and develpmental diseases. While p53 mutations are 
wide spread among more than 50% of human cancers, mutations in p63 and p73 are quite rare in 
cancer patients. However, p63 mutations are often found in the patients with ectodermal dysplasia 
affecting several regulatory pathways and inducing phenotypes of various severity altering 
development of ectodermal structures and impairing the ectodermal differentiation. At the 
molecular level, the p63 mutations alter the transcription of important p63 downstream gene 
targets, RNA splicing, proteasome-dependent degradation of p63 proteins.  
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