AFNT-211 A Phase | study of autologous CD4+ and CD8+ T cells engineered to express a high avidity HLA-
Poster A*11:01-restricted, KRAS G12V-specific transgenic TCR; CD8a/B coreceptor; and FAS-41BB switch
receptor in patients with advanced or metastatic solid tumors
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Background Study Design and Treatment Plan
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tumor activity and response duration in solid tumors.
. CRC: colorectal cancer; DLT: dose-limiting toxicity; EOS: end of study; HLA: human leukocyte antigen; ICF: informed consent form; LDC: lymphodepleting chemotherapy; NSCLC: non—small-cell lung cancer; OBD: Optimal Biological Dose; PD:
Ratlonale progressive disease; PDAC: pancreatic ductal adenocarcinoma; SMC: Safety Monitoring Committee; TCR: T cell receptor.
AFNT.211 autolczous DA+ and|EDEY T cells arelengineered to . Durln.g dose e.scalatlon, 2-4 patients per cohort will receive AFNT—21.1 TCR T cell infusions, starting at dose level 1 (DLl) - .
) Py Py . * The first 2 patients for each cohort at a new dose level are enrolled in a staggered manner and observed for dose-limiting toxicities (DLTs). The total sample size for
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. . . dose escalation is up to 20 patients.
G12V-specific transgenic TCR, the wildtype CD8a/B coreceptor, + Each cohort will be analyzed using Bayesian Optimal Interval 1/2 (BOIN12) to identify the Optimal Biological Dose (OBD)/ R ded Phase 2 Dose (RP2D)
and a FAS-41BB switch receptor. The intended mechanism of ach cohort will be analyzed using Bayesian Optimal Interva o identify the Optimal Biological Dose ecommende ase 2 Dose .

action is recognition and elimination of KRAS G12V-mutated tumor| : ([;u:nrgt d'os'?hexpansmr?, patrllents :,Vrl]” belc.;osed .at;'het(')BD/RPZ'?. d include the following:
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attack on the causal mutation of the tumor. o Non—small-cell lung cancer (N=20)
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AFNT-211 is designed to enhance anti-tumor activity via the . . _
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1. The CD8a/B coreceptor enables MHC I-restricted TCR * Patients who achieve a partial response (PR) or transient complete response (CR) and later progress may be considered for retreatment at the Investigator’s
recognition of the KRAS G12V target by CD4+ T cells discretion.

2. Engaging CD4+ helper T cell responses drives enhanced CD8+ T

cell cytotoxic activity and prevents T cell exhaustion Study Objectives & Endpoints Safety and Disease Assessments
3. The FAS 41BB chimeric switch receptor drives increased * Patients will have disease response assessment by imaging at Baseline and at 1, 3,

T cell activity, circumventing native FAS apoptotic signaling. Safety & Tolerability OBD RP2D 5,7,9,12,15, 18, 21, and 24 months after first AFNT-211 infusion.
* Patients will be monitored for replication-competent lentivirus,
“ Adverse events (AEs) | Quantify the desirability Selected based on cytokine-release syndrome, immune effector cell-associated hemophagocytic
‘ Key Inclusion Criteria + DLTs of dose in BOIN12 design + totality lymphobhistiocytosis-like syndrome, neurologic toxicities, tumor lysis syndrome,

terms of of benefit/risk evidence graft versus host disease, and other AEs associated with TCR-T cell therapies.
Adult male and female patients > 18 years . )
toxicity-efficacy tradeoff
HLA-A*11:01-positive

e Study Status
KRAS G12V-mutant tumor 3 T=S—
Advanced or metastatic and unresectable solid tumor ECOIGNy/=XPIOTEIONY] NCT06105021 is an ongoing Phase |, first in human, open-label study of AFNT-211

« Anti-tumor activity: Overall response rate, duration of response, time to i i ion i ; : R
Intolerant of or progressed on at least 1 prior line of standard Y P p enrolling patients for dose escalation in the United States. For questions about this

! ) response, progression-free survival, overall survival, and clinical benefit study, contact AFNT211linfo@affinittx.com
systemic therapy for the current malignancy rate

Prior treatment with an approved or investigational « Pharmacokinetics: Expansion and persistence of AFNT-211 in peripheral References
KRAS-targeting agent (except KRAS G12V) is permitted i

blood over time

‘ Key Exclusion Criteria * Cytokine Kinetics: Concentration of cytokines in serum over time

. . * Tumor Microenvironment changes: Biomarkers
Primary brain tumors or central nervous system metastases ) . - . )
* Health-related quality of life: Patient-reported outcomes questionnaires
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