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Table 1. Baseline characteristics

Table 2. Summary of safety

Figure 5. Avapritinib reduced mast cell burden in bone marrow and skin
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* Indolent syste_mu; mastocy_tosns (ISM) is a clonal mast cell disease driven by the KIT =te) (n=71) A. Bone marrow mast cell burden C. Observed reduction in mast cell burden with avapritinib 25 mg QD evaluated by KIT (CD117) staining (Nr2$41)
D816V mutation in approximately 95% of adult cases™?® Age (years), median (range) 50.0 (18-77) 54.0 (26-79)
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_1SM by central Primary endpoint + 550% reduction in KIT D816V VAF in peripheral blood £ N (%) | 80/118(678) | 463(63) | 393 | 00, Number of patients Visit (week) 00 avapritinib 25 mg QD support was provided by Travis Taylor, BA, all of Paragon, Knutsford, UK, supported
pathology review  Mean change in ISM-SAF (or below level of detection [<0.02%] for patients with a s 404 ° 58.6-76.1 18-155 | (10.9-140.6) Avapritinib 139 137 135 135 137 136 133 123 106 91 76 70 60 —=— Placebo by Blueprint Medicines Corporation, Cambridge, MA, according to Good Publication
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