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CONCLUSIONS RESULTS OF PHASE 2
Patient Vignettes

PR (Confirmed) in Patient with MSS CRC Without Liver Metastases (Patient A)
47% Reduction in Target Lesions at 13 Weeks, Decrease in CEA and ctDNA

BACKGROUND

» Vilastobart (XTX101) is a novel tumor-activated, high affinity binding, Fc-enhanced anti-CTLA-4 mAb that is designed to focus activity
- Vilastobart is an investigational tumor-activated, high affinity, Fc-enhanced anti-CTLA-4 antibody designed to focus toward the tumor and minimize the potential for adverse events

activity toward the tumor and minimize systemic adverse events
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of anti-CTLA-4 combinations in patients with “cold tumors,” including MSS CRC « 1 ongoing response with normalization of CEA accompanied by undetectable ctDNA following treatment

* 2 ongoing responses with substantial decrease in ctDNA
» An additional MSS CRC patient without liver metastases had a 24% tumor reduction at their initial 9-week assessment and is ongoing on therapy
« 27% ORR reported in Phase 2 response-evaluable patients without liver metastases

Key Phase 2 Eligibility PR (Confirmed) in Patient with MSS CRC Without Liver Metastases (Patient B)

Phase 1A/B _ _ Phase 1C . Atleast 1 prior chemotherapy 57% Reduction in Target Lesions at 18 Weeks, CEA Normalized and Undetectable ctDNA
Monotherzpé Dose-Escalation Vllastgbart I-El- Ateiz?_hzumab regimen for metastatic CRC * In Phase 2, the combination of vilastobart (100 mg Q6W) and atezolizumab (1200 mg Q3W) has been observed to be generally well-tolerated in patients
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marker CEA
RESULTS OF PHASE 2
« Phase 1A/B evaluated vilastobart monotherapy. Thirty-nine heavily pre-treated patients with advanced solid tumors were enrolled at dose levels ranging from 7 to 180 mg Q3W or Combination for Vilastobart (1 00 mg QGW) and Atezolizumab (1 200 mg QBW) _m
150 mg Q6W (RP2D) administered intravenously
CEA value 192.9 23.6 3.5 (normal 1.9 (normal
» Evidence of tumor activation of vilastobart was observed (73-96% activation in n=2 on-treatment biopsies, including a biopsy from MSS CRC liver metastasis), compared to limited (ng/ml) ( ) ( )
peripheral activation (~13%) . . .
Phase 2 100mg Q6W Percent Change from Baseline of Sum of Diameters in Target Target lesions
« Monotherapy activity with deep and durable confirmed PR seen in PD-L1 negative NSCLC patient (52% reduction of target lesions sum of diameters from baseline and full Lesions Over Time sSoD 74 mm 47 mm 35 mm 32 mm
resolution of liver metastases)
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« Vilastobart monotherapy was observed to be generally well-tolerated: < % 60 '% 80
* Noendocrine IrAEs and limited skin IrAEs - £8 . o Liveretasiases 5 PR (Unconfirmed) in Patient with MSS CRC Without Liver Metastases (Patient C)
* Atthe RP2D, colitis of any grade was reported in 3 patients (14%): 2 patients with Grade 3 (10%) and no Grade 4 or 5 g5 & —  Partial response 35% Reduction in Target Lesions at 9 weeks, Improvement in CEA, Decreasing ctDNA and Improvement in Clinical Symptoms
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* Dose level of vilastobart 100 mg Q6W in combination with atezolizumab (1200 mg 0\2 E 12%" N
Q3W) was declared the initial RP2D 7 g 5 o + 40 patients with MSS CRC enrolled in ongoing Phase 2 6 patients experienced Grade 3/4 TRAEs (related to vilastobart or atezolizumab)
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* No Grade 4 or 5 TRAEs at any dose level in Phase 1C

Without With AE Category / Term All Phase 2 Patients (n = 40) Changes in immune cells _in the periphery upon treatment with combination of Changes in ctDNA in response to combination of vilastobart and atezolizumab
RESULTS OF PHASE 2 Liver Metastases Liver Metastases All TRAEs with 210% incidence or Grade 3/4 TRAE with = 5% Any Grade 3 yllastobgrt and atezolizumab . 5000 2Wesks AVeoks  BWeeks 12 Weeks
. ) . . 1 = 11 response-evaluable n = 7 response-evaluable . . Flow cytometry analysis on peripheral blood samples from Phase 2 patients 0
Combination of Vilastobart (100 mg Q6W) and Atezolizumab (1200 mg Q3W) Best Response ( P ) | ( P ) Fatigue 12 (30%) 0 = ook s A
Diarrhea 8 (20%) 0 2 :
PR 3t 0 Infusion related reactions 5 (13%) 0 g
Related to vilastobart 3 (8%) 0 5 O 5o
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Patient Characteristics Total (N=40) Patient Characteristics Total (N=40) Treatment Status Total (N=40) SD 3 1 5 Re_lated to atezolizumab A ((1 0‘;)) 0 g — e — > 50% Decline
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Demographlcs Prior Lines of Anti-Cancer Treatment Median 4 Continuing on Treatment 23 ALT increased 4 (10%) 0 Pa) DA KiE74 (% of CDA T cell 2 0 .
Age, median (range) 55 (25-82) (range 1-10) Discontinued Treatment 17 AST increased 4 (10%) 1 (3%) L~ +Ki67+(% o cells) 5
0 i i ) 0 S5 L 3 @ CD8+Ki67+(% of CD8 T cells) c Patient A: confirmed PR (target lesions -47%)
Female 20 (50%) unknown 2 (5%) Disease Progression 6 ORR 27%* 0% Colitis 2 (5%) 2 (5%) c 2 = Patient B: confirmed PR (target lesions -57%)
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Tumor Types TRAES are related to vilastobart or atezolizumab % m 4 Vilastobart dosing 0 1I4 2I8 4|2 5I6 TIO 8I4 9I8 1,||2
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Patients with liver metastases 16 5 7 (18%) prior lines of treatment * DCR is defined as PR or SD through the first on treatment imaging scan as defined by the protocol (~9 weeks) Non-laboratory Grade 3 TRAEs not included in the table above consisted of: maculopapular rash and C;\Q\ ! " “ “ Available blood plasma samples (baseline and on-treatment) were analyzed with an analytically validated next
. . . febril t iain 1 patient: | trointestinal h h in 1 patient with th b ia: generation sequencing ctDNA assay, Guardant Infinity - a multi-omic assay that identifies somatic alterations across
Patients without liver metastases 24 6 or more 8 (20%) aenc;‘|16 n;:le;?p\j\(lei;:a_rl:} Iepl?/l Is\r;e’rlgwir r?(?rso:’r?:an(:’ Icr::ard?trigolt:; aogsietilsnangarrllegsmenia rc;r;lVi;))c:ytopenla, Days >750 cancer-related genes and measuring thousands of differentially methylated regions to produce a TF score at
P P p Sy y , My y 9 ) each timepoint. A negative 100% indicates ctDNA negative status.
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Abbreviations: ADCC: antibody-dependent cell-mediated cytotoxicity; AE: adverse event; ALT: alanine aminotransferase; AST: aspartate aminotransferase; BOR: best overall response; C#D#: Cycle # Day #; CEA: Carcinoembryonic Antigen; CRC: colorectal cancer; ctDNA: Circulating Tumor DNA; CTLA-4: cytotoxic T-Lymphocyte Associated Protein 4; DCR: disease control rate; dMMR: deficient mismatch repair; ECOG PS: Eastern Cooperative Oncology Group Performance Status; Fc: fraction crystallizable; FcyR: fraction crystallizable gamma receptor;
irAE: immune-related adverse event; mAb: monoclonal antibody; MMP: matrix metalloprotease; MSI-H: microsatellite instability-high; MSS: microsatellite stable; NSCLC: non-small cell lung cancer; ORR: objective response rate; PD-L1: programmed death receptor ligand 1; PR: partial response; Q3W: every 3 weeks; Q6W: every 6 weeks; SOD: sum of diameters; (i)RECIST: (immune) Response Evaluation Criteria in Solid Tumors; RP2D: recommended phase 2 dose; SD: stable disease; TF: tumor fraction; TRAE: treatment related adverse event: Treg:
regulatory T-cell.
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