HIV NEUROBEHAVIORAL RESEARCH PROGRAM

SDSU UCSanDiego

Presented by: Kiely N. Bol
Contact: kibol@health.ucsd.edu

H\R}¥-

Background and Aim

. Due to the success of antiretroviral therapy, people with HIV
(PWH) are living to older ages at which Alzheimer's disease
(AD) risk emerges, potentially amplified by the synergistic
effects of HIV-related biological vulnerabilities and age on
neural insult

. AD pathology has been found in some older PWH; however,
evidence regarding their level in comparison to people without
HIV and their relationship to cognition is inconsistent, making
the clinical significance of this pathology unclear

. The A/T/N framework categorizes individuals based on
biomarkers of amyloid deposition (A), tau pathology (T), and
neurodegeneration or neuronal injury (N)

. Aim: To examine whether the A/T/N framework predicts
neurocognitive functioning in PWH

Methods

. A/T/N biomarkers—amyloid-beta (A), phosphorylated tau (T), and
total tau (N)—were measured in the CSF of 101 PWH (44.8 + 9.3
years, 80.2% male, 71.3% report ART usage) and dichotomized into

nositive/negative status

. Due to small sample sizes in several A/T/N categories, the eight

nossible A/T/N profiles were collapsed into four groups reflecting
Increasing AD biomarker burden while maintaining adequate
sample sizes for analysis

. Demographically corrected standardized T-scores across seven
neurocognitive domains were used to calculate domain-specific
and global T-scores

. Covariate selection (demographic and HIV-related variables) was
determined using simple linear regression for each model

. Group differences in neurocognitive domains were evaluated via
ANCOVA, with Benjamini-Hochberg correction applied
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Conclusion

These results indicate that the A/T/N framework may not map onto neurocognitive outcomes in PWH as
expected, and that other clinical and demographic factors may better explain cognitive variability in this

~

However, given the modest sample size and uneven group distribution, these findings should be interpreted
& with caution and warrant replication in larger cohorts
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