A phase 1/2 trial of FOG-001, a first-in-class direct B-catenin: TCF inhibitor
Safety and preliminary antitumor activity in patients with desmoid tumors
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Background Results

Figure 1. FOG-001 - A novel B-catenin: TCF inhibitor Figure 4. FOG-001 pharmacokinetic characteristics Figure 6. Patient cases: Tumor reductions seen in patients with
or desmoid tumors at all dose levels, irrespective of tumor locations
C1D1 (single dose) C2D1 (multiple dose) or genetic mutation profiles
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. As of the data cut-off (11-Aug-2025), a total of 12 patients with desmoid Figure 5. FOG-001: Preliminary efficacy in patients with desmoid tumors .
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— Patients across all dose levels have had tumor reductions; DCR 100% at first
scan.

— Of the 5 patients with >1 post-baseline scan, 4 (80%) have had an objective
response per RECIST 1.1.

Previously developed clinical candidates
target receptor-proximal elements of the
Wnt pathway (e.g. PORCN, Wnt, FZD)

— Responses seen in patients that are both GSI-naive and post GSI.
— Anti-tumor activity seen with pathogenic mutations in both CTNNB1 and APC.
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discontinuation.

« Patients did not experience high-grade gastrointestinal or skin toxicities.

Table 1. Demographics and baseline disease characteristics

@ f-catenin mutation (Activating) Median age, years (range) 32.5 (20—53) CO”CIUSlOnS - FOG_OO 1 In desmOId tU morS
Sex, n (%)
_ o _ S _ Female 10 (83.3)  FOG-001 is a Helicon™ peptide that selectively inhibits the B-catenin /
»+ FOG-001 is a first-in-class and only direct inhibitor of B-catenin that Male 2 (16.7) TCF interaction.
competitively inhibits the interaction between B-catenin and the T-cell factor Wnt pathway activating mutation, n (%) . Prelimi dat ts that FOG-001 h inicall naful anti
(TCF) family of transcription factors, the most downstream node in the Wnt APC 1 (8.3) e e e e R L
pathway. CTNNB1 10 (83.3) tumor activity:
Pending 1(8.3) : : :
: . . : o : — Tumor reductions seen in all patients.
« By directly targeting the B-catenin: TCF protein—protein interaction, FOG-001 Tumor location, n (%) P
is downstream of, and thereby targets, virtually all mutations that activate Intra-abdominal 1 (8.3) — Objective responses in 4 out of 5 patients with more than one post-
canonical Wnt Signaling. Extra-abdominal 11 (91.7) baseline scan.
Median number of prior therapies (range) 2 (0-6) : : T
- Preclinical data demonstrate good tolerability of FOG-001 with a clear Prior therapies, n (%) : IIrrespectlve of prior e)'(p%S:IEII\rlﬁé?L gan;n;wca secretase inhibitors, tumor
adiation : - :
Systemic 11 (91.7) « FOG-001 has a well-managed safety and tolerability profile.
Median number of prior systemic therapies (range) 1.5 (0-5) « These data support further development of FOG-001 in patients with
Obiectives Prior systemic therapies, n (%) desmoid tumors and suggest that FOG-001 directly addresses the
J NMITOFEE=S gt 2 (750 underlying mechanism of disease through inhibition of B-catenin.
Sorafenib 6 (50.0)
- In this poster we present safety, efficacy, and pharmacokinetic / Cytotoxic chemotherapy 5 (41.7)
pharmacodynamic results from the FOG-001-101 study of FOG-001 in Other? 3 (25.0)
patients with desmoid tumors. Median target lesion size per RECIST, mm (range) 95.5 (37-250)
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