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ABSTRACT*
Background: Limited information exists regarding metabolic cardiovascular (CV) risk among HIV-

infected (HIV-+) children. We compared biomarkers of vascular dysfunction among perinatally
infected HIV-+ children with and without hyperlipidemia (HL) and HIV-uninfected (HIV-) children.
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OBJECTIV

+To determine if biomarkers of the vascular inflammatory pathway are
increased in perinatally HIV-infected children compared to a
sociodemographically similar HIV-negative control group
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Table 1: Prevalence of hyperlipidemia in AMP cohort (N = 297)*

RESULTS

Table 4: Biomarkers of vascular dysfunction by group, unadjusted*

Figure 2: Differences in measures of inflammation, adjusted*
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use) with each biomarker, we used generalized estimating (GEE) equations
for one record per person (PROC GENMOD), rather than general linear
models, to relax the assumptions of normality. P1, NNRTI and NRTI were put
in as a group. The final model included HIV-related variables that were
significant at P < 0.1 or were confounders of other HIV-related variables in
the model. All models were adjusted for age, sex, race/ethnicity and BMI-Z
score. We also used PROC GEMOD to compare vascular markers across
study groups, adjusted for age, sex, race/ethnicity and BMI-Z score. All
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