
Plasma p-tau217 reliably reflects amyloid pathology as indexed by amyloid PET, regardless of whether amyloid positivity is defin ed 

by visual read or using the centiloid scale with a threshold of ≥25CL.
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Plasma p-tau217 is a promising 

blood biomarker for Alzheimer’s 

disease. The ADAPT trial is currently 

evaluating its use in improving early 

and accurate diagnosis. 

In ADAPT Stage 1, dual cut-points 

were derived from a CSF-defined 

cohort and applied to an amyloid 

PET cohort 1. This resulted in a high 

proportion of intermediate 

(indeterminate) cases for both 

Lumipulse and ALZPath assays. We 

assessed whether defining amyloid 

positivity via quantitative PET (using 

the centiloid scale) alters assay 

performance..

Lumipulse performance 

was consistent across PET 

definitions, while ALZPath

showed slightly improved 

performance when PET 

positivity was defined using 

centiloid numbers (Table 

2).

Additional within-cohort 

ROC analyses did not 

identify cut-points that 

outperformed the CSF-

derived cut-points for either 

assay.

These findings highlight 

slight assay-specific 

differences in relation to 

quantitative amyloid PET 

measures.

A larger intermediate zone 

was observed in the amyloid 

PET cohort across amyloid 

PET definitions (~35%) 

compared to the CSF cohort 

(<20%), possibly suggesting 

differences in underlying 

amyloid or tau burden 

between cohorts1. These cut-

points will continue to be 

assessed in these cohorts 

over the next 3 years.

Overall, these findings 

support the generalisability of 

CSF cohort-derived plasma 

p-tau217 thresholds across 

different PET-based 

definitions of amyloid 

positivity.
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ADAPT stage 1: Assessing plasma p-tau217 cut-points against 

quantitative amyloid PET Centiloids versus visual reads
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ADAPT study partners

Plasma p-tau217 was measured 
using Lumipulse (Fujirebio) and 
ALZPath (Quanterix) assays in a 
real-world symptomatic amyloid PET 
cohort (n = 76). Amyloid PET scans 
of >25 centiloids were defined as 
being positive for significant amyloid 
plaque pathology in the brain.

Previously derived dual cut-points 
from a CSF-defined cohort were 
applied. Performance was assessed 
using intermediate percentage (IP), 
overall accuracy (OA), and 
positive/negative predictive values 
(PPV/NPV). ROC analyses were 
performed to evaluate alternative 
centiloid-based cut-points.

Upper plasma p-

tau217 threshold

Lower plasma p-

tau217 threshold

ρ = 0.63 

RESULTS

METHODS

The symptomatic amyloid PET cohort 

characteristics are summarised in Table 1.

Amyloid PET visual read and centiloid-

based classification showed high 

concordance (93%). Plasma p-tau217 

assays were strongly correlated with each 

other and both increased with amyloid 

burden measured using the centiloid scale 

(Lumipulse ρ=0.63, Figure 1).

Figure 1:
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