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Histological alterations and cell
signaling of thanatophoric dysplasia :
Possible involvement of endoplasmic
reticulum-derived signal in apoptosis
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Mutations of FGFR3

tyrosine kinase
domain

thanatophoric dysplasia (TD) type II (K650E) tyrosine kinase

domain
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severe achopndroplasia with developmental / '

delay and acantosis nigricans (SADDAN)(K650M)
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