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TYRA-300 promotes bone growth in two

mouse models of FGFR3-related skeletal dysplasia
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Results

HYPOCHONDROPLASIA
TYRA-300 improved bone growth in Fgfr3Vo34K* mouse model

Results

ACHONDROPLASIA
TYRA-300 increased bone growth and improved growth plate architecture in the Fgfr3Y367¢/* mouse model
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