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Background Objective Patients

LYL797: A novel approach to CAR T-cell therapy LYL797-101 is a Phase 1, first-in-human, multicenter, single-arm, open-label, dose-escalation and * Key inclusion and exclusion criteria as of September 1, 2022, are listed in Table 1

- Chimeric antigen receptor (CAR) T-cell therapy has revolutionized the treatment of B-cell malignancies, but efficacy in solid tumors is lacking dose-expansion study designed to evaluate the safety, pharmacokinetics (PK), and anti-tumor activity of LYL797 . Please use the QR code above to visit https://clinicaltrials.gov/ct2/show/NCT05274451 to access the most up-to-date trial information
due to barriers such as T-cell exhaustion and lack of durable stemness’2 in ROR1+ TNBC and NSCLC. The trial is currently open and recruiting.

* We have developed ex vivo genetic and epigenetic T-cell reprogramming technologies to address these barriers: Gen-R™ technology to Ulo® s Ly T ISl Ee) e (DS n Eiails

overcome exhaustion and Epi-R™ technology to improve stemness ) ) ) ) ) ) ) _ _
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* Epi-R technology is an optimized manufacturing process that is designed to reproducibly generate populations of T cells with properties of
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. LTFU cyclophosphamide; HBV, hepatitis B virus; HCV, hepatitis C virus; HIV, human immunodeficiency virus; HTLV-1, human T-lymphotropic virus 1; ICF, informed consent form; IgG, immunoglobulin G; IHC,
depletion LYL797 Post-Treatment Follow-Up Protocol: immunohistochemistry; LAG3, lymphocyte activation gene 3; LTFU, long-term follow-up; m, months; mTPI-2, modified toxicity probability interval 2; NSCLC, non-small cell lung cancer; ORR, overall

Optional Patient

durable stemness that can proliferate, persist, and provide prolonged anti-tumor functionality (Figure 3) Pre-Screening Screen (flu/cy response rate; OS, overall survival; PB, peripheral blood; PD-1, programmed cell death protein 1; PFS, progression-free survival; PK, pharmacokinetics; RECIST v1.1, Response Evaluation Criteria in Solid
-7 to -2d) Years 2-15 Tumors, version 1.1; ROR1,. receptor tyroeine kinase-like orphan receptor-1 ;.RP2D, recommended ph_ase 2 dc_)se; RT,_ra_diation t_herapy; TB, tuberculosis; TEAE, treatm_ent—emergent adverse event; T_IGIT,
Figure 3: Composition of conventional T-cell preparations vs Epi-R T-cell preparations Leukapheresis I 'tl)';gg! tlrger]?]tég?receptorwﬂh immunoglobulin and ITIM domains; TIM3, T-cellimmunoglobulin and mucin domain-containing protein 3; T ., time to last detectable; T, .,, time to C,,.,; TNBC, triple-negative
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*Bridging therapy for disease control is permitted at the discretion of the treating physician.

Please scan the Quick Response (QR) code at the top of the poster to access the latest trial information at ClinicalTrials.gov (https://clinicaltrials.gov/ct2/show/NCT05274451).
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