Navlimetostat (BMS-986504) in patients with advanced solid tumors with homozygous MTAP deletion:
exploratory pharmacodynamic and biomarker analyses from CA240-0007
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« Responses to Navli were observed in patients with

e In CA240-0007 (NCT05245500), patients with advanced, unresectable, or
metastatic solid tumors with homozygous MTAP-del who had disease progression
on or after the prior line of therapy received Navli in 3-week cycles (Figure 1)

— Assessed Navli doses included 50 mg once daily (QD), 100 mg QD, 200 mg QD,
400 mg QD, 600 mg QD, 400 mg twice daily (BID), and 800 mg QD

Dose

Median follow-up (95% CI): 15.9 months (13.4-18.7).
NES, normalized enrichment score.
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