Associations between regional [C-11]JUCB-J PET and blood proteomic biomarkers
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BACKGROUND

Plasma samples were analyzed using the NULISAseq CNS
Disease Panel on the Alamar Argo HT platform and sequencing
was performed on an lllumina NextSeq1000. A total of 121
proteins were assayed.

We examined overall associations between synaptic density and
plasma protein levels using Pearson correlations. Results that
survived FDR correction were considered significant.

FIGURES & TABLES

VSNL1 = Visinin-like protein 1;

CCL3 = C-C motif chemokine ligand 3;
CHI3L1 = Chitinase 3-like 1;

NPTX2 = Neuronal pentraxin 2;

TREM?1 = Triggering receptor expressed on myeloid cells 1;
VEGFA = Vascular endothelial growth factor A;
CXCL1 = C-X-C motif chemokine ligand 1;
CCL22 = C-C motif chemokine ligand 22;

IL2 = Interleukin 2;

SAA1 = Serum amyloid A1,

IL5 = Interleukin 5.

UCB-J Temporal Pole DVR

Figure 2: UCB-J Temporal Pole DVR and NPTX2

This figure displays the Pearson correlation between [C-11]JUCB-J DVR
in the temporal pole and NPTX2 levels. Lower UCB-J temporal pole
DVR was associated with higher plasma NPTX2 levels. This relationship
was was moderate in magnitude and remained significant after FDR
correction (r =-0.39, p = 0.035, FDR q = 0.045).
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