
TYRA-300 maintains potency against gatekeeper 
mutants V555M/L in enzymatic assays.

TYRA-300 is potent in a CRISPR-engineered 
gatekeeper-mutant cell line.

In vivo tumor efficacy in FGFR3 activating mutant, 
fusion, and gatekeeper-mutant bladder cancer 
xenograft models.

TYRA-300 shows significant selectivity 
for FGFR3 over other FGFR isoforms.

TYRA-300 does not substantially 
elevate phosphate levels in rats.

RNA sequencing identified 
potential in vivo biomarkers for 
TYRA-300 FGFR3 activity. 

TYRA-300 retains potency in the 
presence of a gatekeeper 
resistance mutation in vitro and 
in vivo.

TYRA-300 is selective for FGFR3, 
and thus may limit toxicities 
observed with pan-FGFR 
inhibitors.
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Resistance to FGFR targeted 
therapies can be mediated by an 
acquired gatekeeper mutation2.

No approved therapies are 
available for tumors harboring 
the FGFR3 gatekeeper mutation.

Currently available pan-FGFR 
inhibitors induce 
hyperphosphatemia in patients 
due to FGFR1 inhibition, which 
is dose limiting and often results 
in dose reduction3.

TYRA-300 is an FGFR3-selective 
inhibitor agnostic to the 
gatekeeper mutation.
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Biomarkers of in vivo response 
to TYRA-300 were identified by 
RNA sequencing.

TYRA-300 is currently being 
studied in metastatic urothelial 
cancer and other advanced solid 
tumors.

FGFR3 V555M/L/E gatekeeper 
mutations confer resistance to 
erdafitinib.
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There is an unmet clinical need 
for next generation therapies 
with improved efficacy and 
tolerability for patients with 
metastatic urothelial carcinoma.

~15% of metastatic urothelial 
cancers harbor mutations or 
fusions in FGFR31. 

Erdafitinib is a pan-FGFR 
inhibitor that is FDA approved 
for the treatment of FGFR3- and 
FGFR2-altered metastatic 
urothelial carcinoma.


