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and AD group respectively.

Summary & Conclusion

 QOut of 1056 CSF markers 60 and 28 markers were identified as shared between Age and AD in DELCODE and ACE, respectively, with 24 markers overlapping
 Shared markers showed more consistent and stronger effects on memory function at baseline and memory decline in both cohorts
* Proteins related to maladaptive processes in both, AD and aging are enriched for key pathways of cellular stress and reactive oxygen species (ROS)

 The identified proteins nominate biomarkers for indexing AD and aging driven memory decline related to cellular stress and ROS
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