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Conclusions

The Elecsys pT181p immunoassay accurately detected amyloid pathology status in a real-world
cohort presenting with subjective or objective cognitive impairment.

What does this mean for the Alzheimer’'s community?

« The Elecsys® Phospho-Tau (181P) Plasma (pT181p) immunoassay (Roche Diagnostics International Ltd) .
offers a scalable and minimally invasive tool to rule out Alzheimer’s disease (AD)-associated amyloid-beta

(AB) pathology.

* The consistent discriminative ability of the pT181p immunoassay to detect amyloid pathology across
multiple centiloid (CL) thresholds and clinical diagnosis subgroups supports the utility of the test for
implementation across care settings and for various clinical purposes.

Plasma pTau181 concentrations increased with amyloid burden and discriminative ability
remained consistent across multiple CL thresholds that represent clinically relevant definitions
of amyloid positivity.

Results cont.

Figure 3. ROC-AUC analysis of pT181p
immunoassay performance with respect
to (A) CL cutoffs 24.1-50 and (B) CL30 cutoff

Results cont.

Figure 1. Boxplots of (A) plasma pTau181 and
(B) CL levels stratified by clinical diagnosis.

Results

Samples from 1,177 adults were included in this analysis;
of these, 36.9% had a clinical diagnosis of SCD,
95.8% had MCI and 5.9% had MD (Table 1).

Background

Plasma tau phosphorylated at threonine 181 (pTau181) is a key .
blood-based biomarker that robustly mirrors the development
of AB pathology in AD."
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