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INTRODUCTION

FGFR mutations and fusions may disrupt signaling and drive oncogenesis'
A wide range of malignancies have FGFRalts at varying frequencies’*
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RESULTS

* The study population in this interim analysis includes 178 patients

FIGURE 4: Efficacy of erdafitinib in the tumor agnostic population
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TABLE 2: Summary of TEAEs

KEY TAKEAWAYS

RAGNAR is the largest tumor agnostic trial
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The RAGNAR study is ongoing at =160 sites globally
Three additional cohorts are being investigated:
- Exploratory Cohort: N=40, other FGFR mutations

- Cholangiocarcinoma Expansion Cohort: N=30, prespecified FGFR mutations or any FGFR gene fusion

- Pediatric Cohort®: N=26, patients (ages 6-17 years) with FGFR mutation, fusion, or internal
tandem duplication

The primary analysis is planned at =200 response-evaluable patients in the Broad Panel Cohort

There were 3 planned interim analyses
Results of the 3rd interim analysis of the Broad Panel Cohort are reported here¢

CR, complete response; NGS, next-generation sequencing; OS, overall survival; PFS, progression-free survival; PR, partial
response; SD, stable disease; TEAE, treatment-emergent adverse event.

sPrespecified FGFR1-4 mutations or any fusions were determined by bioinformatics and preclinical testing. °N=20 patients
with prior treatment + 6 newly diagnosed. ‘Data cutoff for interim analysis was October 26, 2021.

FIGURE 3: Diversity of enrolled tumor types (N=178)
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RAGNAR enrolled patients with prespecified FGFRalts across
>20 tumor types

NSCLC, non-small cell lung cancer. *1 patient each (0.6%) was enrolled with the
following malignancies: adenoid cystic carcinoma, anal adenocarcinoma, basal

cell carcinoma, conjunctival epidermoid carcinoma, duodenal cancer, gallbladder
carcinoma, gastrointestinal stromal tumor, germ cell tumor, malignant small round
cell tumor, mesothelioma, parathyroid carcinoma, testicular cancer, thymic cancer,
and thyroid carcinoma,

FIGURE 6: Confirmed responses across tumor types and FGFRalts
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FIGURE 7: Swim lane plot® for treatment duration and response®
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Confirmed responses were observed in 14 distinct tumor types®
No responses were observed to date in patients with colorectal,
gastric, or cervical cancer?

CRs and PRs were observed in patients with FGFR1-3alts across
multiple tumor types

“Only tumor types with >1 CR or PR are shown. "ORR and DCR were equivalent for
this tumor type. ‘Responses by independent review committee were observed in

15 distinct tumor types. “Based on ir or and ir review
committee in tumor types with >4 patients enrolled.
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Median follow-up duration was 11 months

Median DOR (investigator assessed) was 7.1 months

24 of 47 responders (51.1%) have ongoing responses as of the
interim analysis data cutoff

*Swim lane plot shows only patients with CR or PR. *Investigator assessed
“Tumor types with 1 responder each (top to bottom): low-grade glioma, ovarian,
non-squamous NSCLC, esophageal, thyroid, and duodenal.

ADDITIONAL SOLID TUMORS
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