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Today’s presentation will focus on the following points:

�‡ Identification of individuals that show a faster pattern of progression 

�W�K�D�W���D�U�H�� �E�H�\�R�Q�G�� �(�D�U�O�\�� �$�O�]�K�H�L�P�H�U�¶�V�� �G�L�V�H�D�V�H�� ���$�'�����D�W���2�/�(���E�D�V�H�O�L�Q�H��

�‡ Treatment with lecanemab appears to change the trajectory of the 

disease in those subjects who are Early AD at OLE baseline

�‡ Data on clinical outcomes and biomarkers supports need for 

continuous treatment

Presentation Overview
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Change in ADCOMS Change in CDR-SB

Change in ADAS-Cog

�‡Treatment effect from Core retained dose-dependently although all groups decline in Gap period

�‡These data are consistent with disease-modifying effect

Treatment Difference in Early AD Subjects Persists after 

Discontinuing Dosing In GAP Period

�‡ Data presented on Change in Clinical endpoints (CDR-SB, ADCOMS, ADAS-Cog) from Core baseline thru OLE baseline for those who participated in OLE 

�‡ MMRM model includes Core treatment group, analysis visit, Core treatment group by analysis visit interaction, randomization stratification variables (ApoE4 status, clinical subgroup, concurrent AD med use), region as fixed effect and 

baseline as covariate 

�‡ Analysis population: OLE enrolled subjects excluding subjectswho progressed beyond Early AD

Figures: Adjusted mean change in clinical endpoints by Core treatment group during Core, 3-month Follow-Up & Gap
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OLE Treatment Response in Treatment Naïve and Previously Treated 
Subjects Supports Need for Continuous Treatment While Still in the 
Early AD Stage on ADCOMS

CORE OLE

�‡ [Core] Placebo decline is similar to ADNI and all treatment arms show slowed disease progression

�‡ [OLE] Newly treated core placebo subject decline is similar to ADNI initially, and plateaus, supporting clinical results of core study

�‡ [OLE] Newly treated and re-treated arms have slower rate of progression as compared to ADNI

�‡ Given �O�H�F�D�Q�H�P�D�E�¶�Vmechanism of action for both plaque clearance and protofibril clearance, these findings suggest clinical benefit of continuous treatment even after 

plaque clearance while subjects are still in the Early AD stage

�‡ Analy sis population: For Core: All randomized subjects with baseline and at least one post-baseline assessment.  For OLE: OLE enrolled subjects excluding subjects who progressed beyond early AD. For ADNI: All subjects approximate lecanemab study eligibility
�‡ MMRM model f or Core includes Core treatment group, analysis visit, Core treatment group by analysis visit interaction, randomization stratification variables (ApoE4 status, clinical subgroup, concurrent AD med use), region as fixed effect and baseline as covariate

�‡ MMRM model f or OLE includes Core treatment group, analysis visit, Core treatment group by analysis visit interaction and ApoE4 status as fixed effect and gap duration and baseline as covariate

Adjusted mean change in ADCOMS by Core treatment group during Core & 3-month Follow-Up Adjusted mean change in ADCOMS by Core treatment group during OLE
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Same analysis 

population and 

models as 

ADCOMS in the 

previous slide.

Similar Results Seen for CDR-SB & ADAS-Cog

CDR-SB

ADAS-Cog

CORE OLE

CORE OLE
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