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Hazard ratio, 0.80 (95.05% Cl, 0.64-1.00)
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N Engl J Med 2012;366:109-119
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venetoclax + hypomethylating agent

Events, 2-year OS
n n (%) Median OS months rate, %

All Patients 145 68 (47) 17.5(12.3, NR) 46 (35, 56)
VEN400mg 60 27 (45 NR(11.0,NR) 51 (36, 64)
VEN 800 mg 74 35(47) 17.5(10.3,NR) 45 (30, 59)

VEN 1200mg 11 6(55)  11.4(0.9,NR) Not applicable

Blood 2019; 133: 7
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Cancer Stem Cells N A1

Cancer stem cell
specific therapy

L3-8

Conventional Tumor relapse
cancer therapy
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Tumor regression
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