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e Patients receiving asciminib achieved BCR::ABL1"° <1% at week 96 after resistance to all prior 2G TKI
therapy, and rates were higher with asciminib than with bosutinib (Table 1)
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e Among the 18 patients receiving asciminib with BCR::ABL1" >1% by week 24 and who remained on
asciminib beyond week 24, the probability of BCR::ABL1" <1% (95% CI) was 22.2% (6.5%-43.6%) by
1 year and 38.9% (16.4%-61.0%) by 2 years (Figure 2)
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* The cumulative incidence of MMR increased in both arms regardless of the line of randomized treatment
(BL vs 4L) and was consistently higher with asciminib than with bosutinib (Figure 8)

2 Based on 142 of 157 patients (90.4%) receiving asciminib and 72 of 76 (94.7 %) receiving bosutinib with BCR::ABL1'S >1% at baseline. ® n is the number of patients with BCR::ABL1'S <1% at week 96, and m is the number of patients in the respective
subgroup. ¢ A patient may have received the same 2G TKI in >2 nonconsecutive periods, each constituting a line of 2G TKI therapy. ¢ In the asciminib arm, in 1 patient who discontinued their 2G TKI, the reason for discontinuation could not be classified as
either resistance or intolerance and is not included in this table. ¢ Received in the last line prior to study treatment. f Includes a mix of patients with resistance to or intolerance of TKils received in prior lines.
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bosutinib in patients who discontinued their last prior TKI due to lack of efficacy and was similar
between treatment arms in patients who discontinued due to intolerance (Figures 6 and 7)

2 n is the number of patients with MMR at week 96, and m is the number of patients in the respective subgroup. ® A patient may have received the same 2G TKI in >2 nonconsecutive periods, each constituting a line of 2G TKI therapy. ° In the asciminib arm, in
2 patients who discontinued their 2G TKI, the reason for discontinuation could not be classified as either resistance or intolerance and is not included in this table. ¢ Received in the last line prior to study treatment. ¢ Includes a mix of patients with resistance to

or intolerance of TKils received in prior lines. aThe competing risks include discontinuations from treatment due to any reason, without prior achievement of DMR.
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