Efficacy of TAS-120, an irreversible fibroblast growth factor receptor (FGFR) inhibitor, In
cholangiocarcinoma patients with FGFR pathway alterations who were previously treated
with chemotherapy and other FGFR inhibitors
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Introduction TAS-120: Patients in the CCA subgroup (as of 2 February 2018) Duration of treatment in CCA with FGFR2 gene fusions (n=28)

Total patients enrolled with
advanced solid tumours (n=132)

Cholangiocarcinoma (CCA) and FGFR pathway

CCA patients enrolled at the efficacious doses of
16, 20 and 24 mg QD (n=45)
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*FGFR2 re-arrangement; **FGFR2 amplification
3 patients had no post-baseline tumour assessment as of data cut-off (2 February 2018)
NE, not evaluable; PD, progressive disease; PR, partial response; SD, stable disease

Grade 3 hyperphosphataemia = 7.0 < p<10.0 (mg/dL); no grade 4 events were seen for the above preferred terms

TAS-120: Study design and patient enrolment in Phase 1
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TAS-120: FGF/FGFR status in the CCA subgroup

Escalation to each subsequent dose level
occurred only after the current dose level
was found to be safe according to
a '3+3' design

TAS-120: Overcoming acquired resistance in a patient with FGFR2
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Conclusions

a5 patients have >1 FGF/FGFR abnormality so the percentages do not add up to 100

Results

TAS-120 demonstrates meaningful clinical benefit in CCA patients with
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