BMS-986158, a potent BET inhibitor, in combination with ruxolitinib or fedratinib in intermediate- or high-risk myelofibrosis:
results from a phase 1/2 study
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Table 3. All grade and grade 3/4 TRAEs®"

Figure 5. Spleen volume reduction?: BMS-986158 + FED (2L MF)

Case study: BMS-986158 + FED in a patient with relapsed/refractory MF
* Following discontinuation of RUX, patients have a poor prognosis and reduced survival®
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* BMS-986158 is being evaluated in patients with 1L MF and 2L MF, in combination with the JAK BMS-986158 + RUX BMS-986158 + FED Herpes zoster 2(15) | 1(8) 0 0 0 0 28 80 At end of cycle 3, spleen volume was reduced to 3435 cm’ (48% reduction); reduction
L e L : s 8 was ongoing at cycle 5, with continued improvement in spleen size by palpation (Figure 8)
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Figure 1. BMS-986158 is more potent and cytotoxic than pelabresib in MF JAK2 Discontinued treatment, n (%) 2 (15)° 5 (28) Time (weeks o 1007 relapsed/refractory MF

mutant Cell linea,4 Dry mouth 0 0 0 2 (1 1) O O ( ) z 80'

; ' ; 9 “ . 601 . 50% (1-99 . :
Reason for discontinuation, n (%) Vomiting 0 0 0 2 (11) 0 0 BMS-986158 0.5 mg + FED (n = 2) g 40l WO 43% (10-82) (199) Lateral view spleen images
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. i -&- BMS-986158 1.25 mg + FED (n = 4) x 12 weeks 24 weeks 48 weeks
100 - Study drug toxicity 0 2 (11) Blood creatinine increased 0 0 0 2 (1) 0 0 - BMS-986158 all doses + FED (n = 16) 7 n=8) (n=7) (n=2)
. . 3TRAEs shown occurred in > 10% of patients in either treatment group. ®Data in top row summarize highest grade TRAEs per patient; data for individual TRAEs
Patient withdrawal 0 1 (6) s&lér:emzii:ﬁ tgg(:\;ghest grade within the specific TRAE. <Thrombocytopenia is an on-target toxicity of BMS-986158 that is managed by dose reduction and/or Horizontal lines represent ~35% and ~50% change in spleen volume from baseline. *By MRI/CT central review. "Alternate schedule: 5 days on/2 days off for
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