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Introduction

Systemic HIV infection profoundly affects the central nervous system (CNS) with direct conseguences on protein abundance in biofluids such as cerebrospinal fluid (CSF) and saliva.
HIV associated variables such as antiretroviral therapy, co-infection, illicit drug use, and treatment also directly impact the CNS, however our understanding of their effect upon global protein

abundances in the clinical biofluid space is still limited.
Understanding how the CSF and saliva proteome are influenced by these perturbations enables understanding of pathobiology mechanisms and discovery of relevant protein signatures.

Presented is a summary of multiple label-free, high mass accuracy LC-MS/MS based proteome studies within well defined clinical cohorts linking neurocognitive, inflammatory, and neuronal

Results

Injury metrics to protein abundance alterations.
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