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ENABLE: A Phase 1 Study of ELVN-001, a

All Patients in Phase 1b had Improved or
Stable MR Category

Overall, 146 person-years of exposure and 118 patients treated at doses > 80 mg QD.
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prior TKls done with prior unique TKls. Evaluable patients had baseline typical BCR::ABL1 transcript without
T315] mutation and post-baseline assessment of BCR::ABL1 transcript at 24 weeks or achieved MMR within 24
weeks or discontinued treatment before 24 weeks without achieving MMR. For patients with MMR at baseline,
only post-baseline assessments beyond 70 days were included in the analysis.

aEach of these active site TKls was profiled at 30x its respective ABL1 IC.,value against a panel of 377 protein kinases in
biochemical assays with 100 mM ATP concentration in the screen (Reaction Biology) (Metz KS et al. Cell Systems. 2018).

if certain criteria were met

1b dose-expansion portion of ENABLE.

Conclusion

ELVN-001, an ATP-competitive BCR::ABL1 TKI with high selectivity for
ABL1, demonstrated favorable safety and efficacy profile at biologically
active doses.

DMR, deep molecular response; MMR, major molecular response; MR, molecular response; QD, once daily. NOTE: Patients were
included if they had baseline typical BCR::ABL1 transcript, and postbaseline assessment of BCR::ABL1 transcript at 24 weeks or
achieved MMR/<1% within 24 weeks or discontinued treatment before 24 weeks without achieving MMR/<1%. For patients with
MMR/<1% at baseline, only postbaseline assessments beyond 70 days were included in the analysis.

Trial Desigh & Demographics Conclusions

ELVN-001 showed favorable safety and tolerability with longer follow-up.

ELVN-001: Phase 1 Trial Design and Status Patient Demographics and Baseline Characteristics
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expansion cohorts.
Efficacy was assessed by molecular response based on BCR::ABL1 transcript levels.
Data cutoff: 10 March 2026.

3Includes 3 re-enrolled patients (158 individual patients). °Most received asciminib in late line and the majority
discontinued asciminib due to lack of efficacy. ‘Unknown/other in 9 patients (all patients) and 3 patients (80 mg QD).

This study was funded by Enliven Therapeutics, Inc.
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