Infigratinib in upper tract urothelial carcinoma vs urothelial carcinoma of the bladder and association with comprehensive genomic
profiling/cell-free DNA results
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Background

W Infigratinib (BGJ398) is a potent and selective FGFR1-3 inhibitor with significant
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Figure 4. Tumor response with treatment exposure

Figure 5. Oncoplots of cfDNA genomic profiles in UCB and UTUC
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For UCB, only gene variants that were in at least 5% of patient samples are included in the oncoplot. For UTUC, all gene variants in patient samples are included in the oncoplot.

M FGFR3 alterations were concordant in 30/38 (79%) of patients with both tumor tissue and cfDNA at screening.
| A more complex genomic profile with an increased mutational burden was observed in cfDNA from UCB patients vs UTUC.

Figure 6. The frequency of variants found in cfDNA differed in UCB
vs UTUC
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W Across the majority of genes the variant allele frequency (VAF) in cfDNA was
higher in UCB than in UTUC.

M The higher VAF in cfDNA observed in UCB suggests that UCB patients may
have higher disease burden or different mechanisms of metastasis compared
with UTUC.
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Figure 7. FGFR3 variant allele frequency was higher in UCB vs UTUC

40

Median variant allele frequency (%)

uTuC uTUC ucs ucs
tissue CcfDNA tissue CcfDNA

M The median VAF for FGFR3 genomic alterations was higher in tumor tissue and
cfDNA in UCB vs UTUC

Conclusions

W Different patterns of genomic alterations were observed between UCB and
UTUC in this FGFR3-restricted experience, underscoring the distinct biology
of these diseases.

M Results with infigratinib in UTUC support a planned phase lIl adjuvant study
predominantly in this population.
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