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safety and efficacy data from Phase 1 are reported here.

Baseline Characteristics Disposition Treatment Exposure and Adverse Event Summary
e Between January 5th 2022 and the May 15th 2023 data cut-off date, . . o e No dose limiting toxicities or serious AEs related to 23ME-00610 were observed.
28 participants were enrolled and received at least 1 dose of Table 2. Part1c1pant D'ISPOS'It'IOI‘I The maximum tolerated dose (MTD) was not reached.
23ME-00610. Participant Status Total Population (N=28) e One patient experienced a treatment-related treatment-emergent adverse events
- 20 participants were enrolled in dose escalation and 8 participants in (TEAE) leading to discontinuation of 23ME-00610:
1 —_ —_ O,
’:jhe PPl(Pleackﬁll cohorts at the 600 mg (N=4) and 1400 mg (N=4) On Treatment, n (%) 5 (17.9) _ Non-serious Grade 3 AE of maculopapular rash (23ME-88618 688 mg) during Cycle 1
OS€ IEVELS Discontinued Treatment, n (%) 23 (82.1) which resolved to baseline after treatment with oral and topical steroids and led to
Disease Progression 22 (78.6) treatment discontinuation.
Table 1. Baseline Characteristics Adverse Event 1(3.6) e The majority of treatment-related TEAEs were Grade 1 or 2; 3 participants (11%)
° Discontinued Study, n (%) 13 (46.4) experienced a Grade 3 AE.
Characteristic Total Population (N=28) Withdrew Consent 3 (10.7) - Treat.m.ent-related Grade 3 TEAESs included maculo.papular rash, elevated blood
Lost to follow-up 1(3.6) creatinine phosphokinase and elevated blood alkaline phosphatase.
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Median weight, kg (range) 79 (53-152) Al TEAE 190.8)  (180.8) (198.8)  (196.8)  (198.8) (180.8)  (875) (964
. . . . Any immune-related ) ) ) 1 1 3 4 9
Median number of prior anti-cancer therapies, n (range) 3 (1-9) ” 1400 mg— Hypothyrodism AEs (25.9) (33.3) (37.5) (50.09) (32.1)
Prior immunotherapy, n (%) 15 (54) E 680 mg— _ Pruritus ape ocromrelated 1 006) ° ©67)  (568)  (180.8) (756 625 (679)
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Interim Monotherapy Efficacy Preliminary Clinical Activity of 23ME-00610

o Of 27 response evaluable participants, 52% (n=14) had stable disease, with a median duration of 18.6 weeks In Neuroendocrine Cancer

(range: 0.1-39 weeks) (Figure 4).
e A disease control rate* (DCR) of 44% (n=12) was observed (90% CI [30.5%, 65.9%]).
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*DCR per RECIST v1.1 is defined as the percentage of participants whose best overall response is confirmed Complete Response (CR) or Partial Response (PR) or Stable Disease (SD) that met the minimum duration of 8 weeks ‘ ‘ ‘ ‘ ‘ ‘
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Note: Treatment Duration = (end of treatment date - first dose date + 1) /30.437. If a participant remained on treatment at the time of data cut-off, the data cutoff date was used.

Colored portions of the horizontal bars represent the dose level the participants received. Intra-patient dose escalation to the next cleared dose level was permitted for participants who did not experience a Grade 3 or Baseline
above study-drug related AE.

e 23ME-00610 monotherapy is well-tolerated and has a manageable safety profile.
e The observed iIrAEs at pharmacologically relevant doses are consistent with 23ME-00610-mediated immune modulation.

e 23ME-00610 had a favorable PK profile, with median half-life of ~13 days at the 1400 mg dose (see Poster 609 for further details on the PK and PD profile of 23ME-00610), which supports Q3W IV
administration. Preliminary immunogenicity data showed no evidence of treatment-induced ADA.

e Based on the safety profile, PK and PD data, a recommended Phase 2 dose of 1400 mg administered IV Q3W was selected for evaluation in the Phase 2a monotherapy tumor-specific expansion cohorts,
which include neuroendocrine cancers, small cell lung cancer, ovarian carcinoma, clear cell renal cell carcinoma and TMB-H/MSI-H cancers. 23ME-00610 is also being evaluated in a cohort of
adolescents with advanced solid malignancies.

e The updated data continue to support evaluation of 23ME-00610 in the ongoing Phase 2a.
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Phase 1 Study Design
Dose Escalation Study Design® (N= ~20-28) KEY ELIGIBILITY CRITERIA ENDPOINTS TREATMENT AND EVALUATION
e The phase 1 portion of the Phase 1/231 Optional PK/PD Backfill Cohort e Locally advanced | Primary: e Participants rgceived
open-label, multi-center study evaluated the (n= =12) i‘;ﬁ;fjgfrfz%f)siomggafgi‘c » Safety, tolerability (DLTs, AEs, ggg’r'ffvﬁggfs‘[‘ggﬁf‘;ﬁid
e SAEs, withdrawal due t
safety and tolerability of 23ME-00610 and [ | has progressed after all o i o AR<) over 30 minutes.
COHORT 7 ‘ treatment-related AEs)
determined its recommended Phase 2 dose COMORT 5 auCCOHORT 6 standard therapies « RP2D determination « 23ME-80618 was administered
. . e > 18 years of age until disease progression (by
(RP2D) for the treatment of patients with COHORT 3 260 6oomg | 1O0™M9 oG PS O SR IRECIST), unacceptable toxicity,
locally advanced (unresectable) or metastatic 60 mg 9 * Efficacy (ORR, DoR, DCR, PFS withdrawal of consent or death.
20 mg using RECIST 11, and O3) The DLT observation period was
solid malignancies. « Pharmacokinetics | 2
3 + 3 Cohorts 3-7 (N=3-6 hort 21 days following the first dose
o . . + 3 Cohorts 3-7 (N=3-6 per cohort) e Immunogenicity of 23ME-00616.
e All participants provided informed consent, Exploratory:
as approved by an IRB, prior to participating e Pharmacodynamic biomarkers
. . . . : COHORT 2
in this study. This study 1s registered on COHORT 1 Accelerated Titration
clinicaltrials.gov as NCT05199272. 23ME-00610 |__ Cohorts 1-2
IV QBW (N=1 per COhort) aSentinel period of 24 hours between the first 2 participants at each dose level in the 3+3 portion.

AE, adverse event; DCR, disease control rate; DLT, dose limiting toxicity; DoR, duration of response; ECOG PS, Eastern Cooperative Oncology Group
Performance Status; IV, intravenous; ORR, overall response rate; OS, overall survival; PFS, progression-free survival; Q3W, every 3 weeks; RP2D, recommended
phase 2 dose; SAE, serious adverse event
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