Genomics Links Autophagy with Neurocognitive Impairment in HIV-Infected Children
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» Neuropsychological Measures: Cognitive status was
determined using standardized global cognitive score
for age (CSA). A CSA of <70 was considered cognitive
Impairment.

» Genome wide exome sequencing was performed on
the Discovery Cohort consisting of 217 HIV-infected
children with CSA <70 and 247 controls matched for
age, CD4+ count and viral load with CSA >70.

» Validation cohort 1: SNPS meeting criteria in DC were
assessed.

» Validation cohort 2: SNPs confirmed in VC1 were
assessed in VC2.
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