Anti-AB treatment effects on dominantly inherited AD: Sunday-794

B |||.TO||

Washington

KNIGHT FAMILY

sttt comparing neuropathology findings with biomarker outcomes -+

SCHOOL OF MEDICINE ) T T 1
from the DIAN-TU-001 trial of gantenerumab or solanezumab  2LAN RN

Charles D. Chen, Erin E. Franklin, Yan Li, Nelly Joseph-Mathurin, Aime L. Burns, Diana A. Hobbs, Austin A. McCullough, Stephanie A.
Schultz, Guoqiao Wang, Tammie L.S. Benzinger, Randall J. Bateman, the DIAN-TU and DIAN-Obs Study Teams, Richard J. Perrin

This study provides the best neuropathologic evidence to date of A reduction in a trial of anti-AB monoclonal antibodies.
Gantenerumab reduced AP burden in dominantly inherited AD in a dose-dependent manner without reducing tauopathy or gliosis.
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