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- [longer-term follow-up of ASCEMBLI]D 3% ASCEMBL 93Adel T 2 7|3t
238 F4 A A
o [FEA] 967 F2 EAEH wrSEMNMMR) A AAEFT 37.6%, HERL

15.8%6 2.2 MCyR status =4 & F+ %F MMR #}o]+= 21.7%= FAH o2 f2]3
zFol & H .Y (95% CI, 10.53-32.95; P=0.001).

» [QFHAA] Grade 3 o]de] AL WAES AAHEFT 56.4%, ZFat 684% =
Uelskorn, AlAEae 7 &3 HARgo=w&= A4 5(22.4%) 7
ST 425 (186%) % YEA.
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» [FEA] T8 A dESEMMR)Y A4S, A A EFTS ponatinibat tiH] 6719 3}
1270 Al A SAHeRE Fog AolE HU67]YE: RR(Relative Risk) 1.55;
95% CI, 1.02-2.36, 1270 €: RR 1.48; 95% CI, 1.03-2.14).

» [FEA] A MESHH H9HSE(CCyR)Y A, A AHEFTS ponatinibd thH] 2]
ZFol7F G671 RR 1.11; 95% CI, 0.81-1.52, 1271<¥: RR 097, 95% CI,
0.73-1.28).

w [FEA] A1 ETLS nilotinib/dasatinibw H] 67193 12709 Al H 9] CCyRol A
o3k 2ol E HABGHE: RR 357, 95% CI, 1.42-898, 1271€: RR 2.03; 95% CI,
1.12-3.67).
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