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Background

immunohistochemistry Secernin-1 distribution in
the brain throughout the progression of AD

Secernin-1 does not accumulate in pTau-positive

lesions in 3R-tau and 4R-tau specific tauopathies

« Our group first described, through proteomic and
immunohistochemistry studies, the co-localization of this
protein with dystrophic neurites and neurofibrillary tangles
in Alzheimer’s disease (AD), but not in other Tauopathies
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 Our goal is to validate SCRN1 as a novel biomarker for AD
and assess the potential correlation between SCRN1,
pTau181, and other biomarkers for AD.
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Figure 4: Secernin-1 accumulates in pTau aggregates in AD, DS, and
PART but not in PiD, CBD, and PSP. SCRN1 colocalization with PHF1 in
AD, DS, and AD, PART, Pick’s disease, CBD, and PSP. Representative
images show SCRN1 staining in the hippocampus in AD, DS, and AD,
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6 hours fast. The SCRN-1 levels were measured in the CSF of 101
patients using mass spectrometry.
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. i ] . Figure 4: A) The analysis of 101 CSF samples from cognitively
Emerging AD Plasma Biomarkers using Single- unimpaired participants (CDR= 0), showed a strong positive association

Molecule Analysis (SIMOA) Technology between CSF SCRN1 and pTau181 levels (p< 0.0001), with an additional
effect of age (estimate = -0.57, p< 0.0001). Together, these predictors

explain approximately 63% of the variability in the outcome (R?= 0.57), and
the robustness of their relationship. We are currently conducting further
analysis with other biomarkers for AD. B) A positive association between
SCRN1 and AB42, p = 0.019. C) A positive association was also observed
with pTau 217, p<0.0001
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« SCRN1 has the potential to become a key
biomarker for identifying patients who meet criteria
to participate in clinical trials for AD therapeutics.
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