Ultrasensitive Plasma Proteomics ldentifies

Diagnostic and Mechanistic Signatures of Vascular
Cognitive Impairment and Dementia Abstract #4744

Qi Qin**, Qianying Liu™, Miao He?, Xinyi Xia', Yixuan Wang', Junyi Shen', Charlotte E. Teunissen®#, Yi Tang'#

Ultrasensitive NULISA plasma proteomics identified a candidate eight-protein signature that distinguished amyloid-
adjudicated VCID from controls and linked inflammatory/neuroaxonal injury pathways to WMH burden and cognitive

Impairment.
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