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Figure 3. ASPEN: Disposition of Patients in Cohort 1

At the primary analysis, superiority in the CR+VGPR rate of
zanubrutinib compared with ibrutinib in the relapsed/refractory
population was not significant (descriptive P=0.0921)

aAdjusted for stratification factors and age group. P-value is for descriptive purpose only.
Abbreviations: CR, complete response; MR, minor response; MRR, major response rate; PD, progressive disease;
PR, partial response; SD, stable disease; VGPR, very good PR.

hemorrhage, muscle spasms, pneumonia, and AEs leading to
discontinuation or death were lower with zanubrutinib compared
with ibrutinib (Table 3)

aCardiac failure acute; sepsis (n=2); unexplained death. *Cardiac arrest after plasmapheresis.cG5 sepsis (n=2); G5
unexplained death; G3 acute myocardial infarction; G3 hepatitis; G3 pneumonia; G2 drug-induced liver injury; G2
pneumonitis; G1 pneumonitis.¢G5 cardiac arrest after plasmapheresis; G4 neutropenia; G4 subdural hemorrhage;
G2 plasma cell myeloma.

Figure 7. Time to AE: Risk Analysis Over Duration of Treatment

Kaplan-Meier Curve: Time to Atrial Fibrillation/Flutter Kaplan-Meier Curve: Time to Hypertension
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cohort to receive zanubrutinib; these results are reported
separately

Progression-free survival (PFS) and overall survival (OS) were similar
between patients receiving zanubrutinib and ibrutinib (Figure 6)

» There was a trend toward improved QoL in patients receiving
zanubrutinib (Figure 8)

aDescriptive purpose only.
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