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Background. Cardiovascular diseases are the second most common cause of non-AIDS related mortality in an aging HIV population. Objectives of this study were to examine incidence rate and clinical correlates of cardio-cerebrovascular (CVD) events in a cohort of HIV-infected individuals as compared to a matched group of non-HIV-infected individuals. 
Methods. Combined cardiovascular events in a matched cohort of HIV-infected and non-HIV-infected adults, 18 years and older, served through the South Carolina (SC) Medicaid program during 1994-2011 were examined using time-dependent proportional hazards regression and marginal structural models.
Results. 13,632 study cohort adults contributed 88,359 person-years of follow-up. The median age of the study cohort was 39 years (interquartile range [IQR]: 31-46 years) and the majority were men (57 percent) and African American (71 percent). Incidence rate of CVD events in the HIV-infected group as compared to matched non-HIV-infected group (22 vs. 20 per 1000 person years.) The adjusted relative risk (aRR) of incident CVD was higher among HIV-infected individuals exposed to combination antiretroviral therapy (cART) compared to the non-HIV infected group (aRR 1.15; 95 percent CI 1.04-1.27), but did not differ from the cART-naïve HIV-infected adults. Marginal structural modeling suggested a higher risk of incident CVD events in HIV-infected individuals with exposure to protease inhibitors (PIs) (aRR 1.99; CI 1.53-2.60) and non-nucleoside reverse transcriptase inhibitors (NNRTIs) (aRR 2.19; CI 1.58-3.05) compared to no exposure. Declining CD4 T-cell counts and Hepatitis C co-infection were associated with a higher risk of incident CVD events. 
Conclusion. Even after adjusting for traditional risk factors and sociodemographic characteristics, exposure to PIs and NNRTIs was associated with increased risk of CVD events in our population. Frequent screening of clinical risks factors and use of cART regimens with safer cardiometabolic profiles may potentially mitigate long-term risk of potentially fatal CVD events in this population.

