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Background Results

« At 30%, pLGGs are the most common pediatric brain tumor; BRAF alterations
drive 70% of all pLGGs, with KIAA1549::BRAF fusions being the most common'-°

Patient 1: 10-year-old boy with a BRAF V600E posterior optic, brainstem, and thalamus tumor
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« While on a DH, radiographic progression (INV RANO-HGG; 225% in tumor size) with no
symptoms after 3 months
— ) As of the May 10, 2024 data cutoff * Rechallenged with toyorafenlb 600 mg QW. Subsequent cll.nlcal status was stable
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* 97% (32/33) of patients had no signs of clinical progression during a DH . No TRAEs during retreatment with tovorafenib
l « 15% (5/33) of patients experienced an additional 225% tumor shrinkage while on a DH BVZ, bevacizumabs IR, Irinotecan,
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*Includes one patient who received treatment through cycle 18, day 1 and subsequently went on a prolonged dose hold until the protocol-defined DH timepoint after
completion of 27 cycles. TReasons included patient/caregiver choice (n=9), adverse event (AE) (n=8), physician choice (n=2), death deemed unrelated to tovorafenib (n=2; 1

neurologic due to PD; other was unexplained), other (n=2), and prolonged dose hold (=3 months) (n=1). ° |n|t|ated treatment W|th tovorafenib 400 mg QW for 237 months. BOR Of PR (_550%) on
primary tovorafenib treatment; TTR 2.76 months

“ Median treatment duration, months (range) 33 24 (16—29) - Clinically relevant TRAEs included G2 rash, increased CPK, and decreased growth velocity,
and G1 hair color change, dermatitis, facial and limb edema, hypocalcemia,

hypophosphatemia, increased LFTs, alopecia, anemia, paronychia, and chellitis
« While on a DH, progressed after 8.5 months (tumor size increase of 28%; considered slow

DH progression and family elected to restart treatment). Rechallenged with tovorafenib 500 mg
(n=33) Median follow-up since end of treatment, months (range) 32* 3.4 (0.3-10.6) QW. At first assessment, tumor size decrease of 1.1%; no signs of clinical progression
— Retreatment ongoing for 3+ months at time of data cutoff, will be evaluated for response
Median age, years (range) 8 (3—16) at 6 months
Gender, n (%) * No reported AEs since retreatment with tovorafenib commenced
Male 1 9 (58) NR, not reported; OPG, optic pathway glioma.
Female 14 (42) Rechallenged with tovorafenib, n (%) 33 3 (9)
BRAF alteration status, n (%) Acknowledgments
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KIAA1549::BRAF fusion 24 (73) ercentages may not a 0] o Aue 10 rounding. ata ror auration o not avallable 1or one patient as the data cutott was prior to ays arter last aose. Thank you to a" patients, families, caregivers, and
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. We are deeply grateful for the site coordinators and trial staff SOC chemotherapy in front-line BRAF-altered pLGG is enrolling globally.
BRAF V600E mutation 4 (1 2) ConCI usions who are instrumental in making this work possible.
Prior systemic therapy

More information on the FIREFLY-1 clinical trial (NCT04775485) can be found at www.clinicaltrials.gov
Median lines (range)

2 (1—7) FIREFLY-1 is funded by Day One Biopharmaceuticals, Inc.
1 line, n (%) 7 (21) * While the FIREFLY-1 arm 1 data in patients with r/r BRAF-altered pLGG are still maturing,
2 lines, n (%) 10 (30) tovorafenib provided encouraging durability of responses in patients off-treatment References
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