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GFAP and p-tau2l7 interact to predict cognitive trajectories GFAP and p-tau2l7 jointly determine clinical progression

To investigate whether plasma GFAP modifies the
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Conclusions

- Participants were classified 1nto four biomarker groups

based on GFAP and p-tau217 positivity. This study establishes plasma GFAP as a clinically significant modulator of cognitive outcomes across the AD
- Cross-sectional associations with cognitive severity were continuum. The finding that astrocyte reactivity amplifies the clinical impact of p-tau2l7 at both cross-sectional and
examined using linear regression and ANCOVA. longitudinal levels and independently accelerates conversion risk even among tau-positive individuals, positions
- Longitudinal cognitive trajectories over five years were astrocyte reactivity not merely as an early upstream signal, but as an ongoing and dynamic determinant of AD-
modeled using linear mixed-effects models. related clinical severity. Together, these findings extend prior preclinical observations, with direct implications for
- Variance partitioning decomposed biomarker-attributable disease prognostication and the selection of individuals in clinical trials and practice.
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