Asciminib is the first BCR::ABL1 inhibitor to
Specifically Target the ABL Myristoyl Pocket (STAMP)®°
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Remarkably, after a median exposure of >2 years, 56.3% of these difficult-to-treat
patients remained on asciminib therapy, reinforcing the efficacy and tolerability
of asciminib as a new treatment option for patients with CML-CP with the

T315I1 mutation, including those who have been previously treated with ponatinib

%
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2 In patients with BCR::ABL1'® >1% at baseline.

e BCR::ABL1"% <1% was achieved by a high proportion (62.2%) of patients without this response at
baseline (n=37), including almost 50% of ponatinib-pretreated patients (Figure 2)
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DMR, deep molecular response; Gl, gastrointestinal; IS, International Scale; KM, Kaplan-Meier; LRTI, lower respiratory tract infection; MMR, major molecular response;
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e Only a few patients acquired additional BCR::ABL1 mutations during the study (Table 3)

—  All patients with additional mutations lost or did not achieve MMR
e Only 1 of 6 mutations acquired during the study (A337T) was in the myristoyl pocket
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