Long-term results from the OPTIC trial: A dose-optimization study of 3 starting doses of ponatinib
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* OS was similar between all dosing cohorts (Figure 5) Figure 6: Most common grade 23 TEAESs by year of treatment
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Figurel: OPTICstudy design: An ongoing multicenter randomized phase 2 trial
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10 1 | = 30 4 | | Serious TEAEs 37 (39) 32 (34) 37 (39) in patients with highly resistant CP-CML
- - | _ - | | a . ese results are consistent with previous analyses of the rial and demonstrate that a ponatinib starting dose o
O | n=33/93 n=23/91 n=38/93 n=36/91 2:3 ! ! Grade 5 TEAES 4 (4) 2 (2) 3 (3) Th It t t th | fth OPTICt | d d t t th t t b t t d f45
12 months 48 months iy 20 7 ! ! mg/d with reduction to 15 mg/d upon attainment of <1% BCR::ABL1" continued to provide the optimal risk:benefit ratio
aNumber of patients with <1% BCR::ABL1'S is counted on cumulative basis by each time point, and a patient with response is counted only once. Percentages are based onthe number of patients in each cohort as 8 E E Dose modification for TEAES’ L (%) - ngh response rates were observed in the 45'mg COhOft, regardless of mutation status, along with improved PFS over the 3O'mg and
denominator o 10 - | | 15-mg cohorts
PAnalysis conducted in the intent-to-treat population N | | Discontinuation® 21 (22 18 (19 16 (17 . o . : L
’ o e menoiest popdie v 16/25 5/20 3/19 ! 9/16 6/15 9/18 ! 3050 § 2758 N 24/53 (22) (19) (17) « The maintenance benefit with ponatinib was also demonstrated, with <1% BCR::ABL1" response rates maintained or
: : : 0 - : i
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