A novel dual modulator of class | HDACs and Wn/B-catenin signaling
with in vitro and in vivo activity in Alzheimer's disease
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FIG.2. W2A-16 INHIBINS CLASS | HDACS AND
ACTIVATES WNT/B-CATENIN SIGNALING

FIG.5. W2A-16 INHIBINS TAU PHOSPHORYLATION
IN PATIENT-SPECIFIC IPSC-DERIVED ORGANOIDS
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FIG. 4. W2A-16 ENHANCES SYNAPTIC ACTIVITY AND
NETWORK FORMATION IN AD PATIENT-SPECIFIC
IPSC-DERIVED NEURONS
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FIG.8. W2A-16 SUPPRESSES TAU PHOSPHORYLATION
IN PS19 MICE
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FIG.1. STRUCTURE OF
C1-994 AND W2A-16
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