Targeting Pyk2 to Modulate Osteoporosis-

Associated Alzheimer’s Disease Pathology
Kaito Mizuno', Aoi Ikedo?, Sek Won Kong, MD?, JIWON LEE" . Tu e - O 2 2 3

'Biochemistry, Hokkaido University, Sapporo, Japan, 2CHIP, Boston Children's Hospital, Boston, MA, USA.

KEY TAKEAWAY Pyk2 inhibition simultaneously normalizes bone resorption (Type | Collagen) and reduces amyloid pathology (serum
AB42 and plaque), identifying Pyk2 as a dual-target node of the bone—brain axis in Alzheimer’s disease.
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