USC Stevens Relationships between cerebrovascular health and tau PET uptake are associated with global cognition
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PET acquisition

All PET scans were acquired on a Siemens PET/CT scanner. Participants received an IV injection of tracer
outside the scan room.

FBB/FBP — 4 x 5 minute frames of data were acquired starting 90 (FBB) and 50 (FBP) minutes post-injection.
FTP — 6 x 5 minute frames were acquired starting ~75 minutes post-injection.
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MoCA*sPDGFRJ interaction effects on FTP SUVR from discovery analysis
ROIs (D). Average CBF and FTP from significant clusters in the voxelwise
analysis, or CSF sPDGFR[, were entered into GLMs.
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MR acquisition

USC cohort: MR images were acquired on a Siemens 3T Prisma scanner. Structural MPRAGE images were
acquired with the following parameters: TR=2400ms, TE=2.2ms, slice thickness=1.2mm
Pseudo-continuous arterial spin labeled (pCASL) images were acquired with the following parameters:
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CONCLUSIONS

* Two indices of impaired vascular health (decreased CBF and elevated CSF sPDGFR[3) are negatively correlated with
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