The UNC13A cryptic exon associates with cognitive impairment in Alzheimer’s disease
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ABSTRACT

TAR DNA-binding protein of 43 kDa (TDP-43) is often found in the brains
of patients with Alzheimer's disease (AD), where its co-occurrence with

1. The rs12973192 UNC13A CE SNP does not predict TDP-43
pathology or survival in AD

2. The UNC13A CE SNP associates with worse cognitive
function in AD
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Fig. 3. A, B) Temporal trajectories, represented by each line, of cognitive scores for each AD/LATE case for which we had baseline and follow-up measurements of MMSE (A, N=71) and CDR-SB (B, N=72) and matching amygdala tissue. C, D) Spearman’s partial
correlation analysis between UNC13A cryptic RNA levels in the AD/LATE amygdala and corresponding baseline (blue) and follow-up (black) measurements for MMSE (C, circles) and CDR-SB (D, squares), and controlling for age at death and sex. E-H) Spearman’s partial

© 2026 Mayo Foundation for Medical Education and Research correlation analysis between UNC13A (E, F) or STMNZ2 (G, H) cryptic RNA levels measured in the AD/LATE amygdala and corresponding rate of cognitive decline for MMSE (E, G) and CDR-SB (F, H) and controlling for sex.
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