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= -a-"” [ Dysregutation ] ELN Classification (2022), N (%) once weekly, 8 weeks (2-11) for 270 mg/m? twice weekly, and 6

! A &
[ s Lot e paruay Favorable 0(0.0) 0(0.0) 0(0.0) 0(0.0) weeks (1-12) for 405 mg/m? twice weekly; 50%, 16.7%, and 20% of
Intermediate 2 (40.0) 1(16.7) 1(20.0) 4 (25.0)

Adverse 3 (60.0) 5 (83.3) 4 (30.0) 12 (75.5) patients in these cohorts completed 3 cycles, respectively.
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ABD-3001 demonstrated an acceptable safety profile across all dose levels. Treatment-
related adverse events (TREAs) occurred in 80% of patients, most commonly fever

o . . . o .
(Bib) and .meS'C.m re'?‘ted reaptlons (IRR, 2.5 o). Grade 2.3 TREA.S were reported In 1A as prognosis and theragnostic biomarker in acute myeloid
35% of patients, including febrile neutropenia (10%), febrile aplasia (10%), and IRR . : " _ _

o . . . . . . leukaemia patients.” J Cell Mol Med. 2024 Oct;28(19):e70011
therapy in R/R AML and HR-MDS. The prima (10%). Dose interruptions related to ABD-3001 occurred in 2 patients (1 in R1 and 1 in o |
Z)angcc:)tive o 3;0 determine the recommended. Phase 2 dosrg R3). Six patients completed all 3 planned cycles; the median number of cycles was 1.5 . Venton G et al. Aldehyde dehydrogenases inhibition eradicates

' - (=6 weeks). leukemia stem cells while sparing normal progenitors.” Blood cancer
D
(r;. 2?.) anad agse;ssd safety ahnd tOIGL?b”Fy' Seconlc:j)iry Among 14 evaluable patients, 6 (43%) showed a reduction in medullary blasts; notably, journal vol. 6,9 e469. 9 Sep. 2016 CONTACT IN FORMATION
oh_ec |vesd ne uP[e) 9 P al'fm.aco mell 1eS | act '(t ),; 1 achieved CR and 1 CRi at the lowest dose. Hematologic improvement was observed
pharmacodynamics (PD), and preliminary clinical activity a in 6 patients for RBC transfusion independence and in 7 for platelets. Pharmacodynamic
the RP2D. . . . o .
analyses confirmed target engagement and biological activity in peripheral blasts.
These findings support continued evaluation of ABD-3001 to identify an optimal dose for
further clinical development.
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