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Sleep fragmentation and sleep-disordered breathing mapped onto distinct early AD-related plasma biomarker profiles.
WASO higher / sleep efficiency lower tracked amyloid-related signal and NfL independent of AHI, whereas AHI selectively tracked GFAP.
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3. RESULTS
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4. CONCLUSIONS

WASO 1 S tauz17IABAZ T * The findings argue against one interchangeable “poor sleep” pathway.
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st fmal - Respiratory-event burden mapped most strongly to GFAP; its indirect residual confounding, and cross-sectional design limit directionality.
cenm - association with NfL is compatible with astroglial involvement. Longitudinal and intervention studies should test modifiability.
=l - e Cross-sectional mediation is hypothesis-generating—not causal—and the

sexX interaction requires replication
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