Weight Gain During Treatment Among 3,468 Treatment-Experienced Adults with HIV
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7. MULTIVARIATE ANALYSIS OF WEIGHT GAIN 23%

Factors identified as negatively associated with weight gain >3% via logistic regression™ were overweight or
obese at baseline, hypogonadism, and use of Pl-containing therapies. Psychiatric disorders were positively
associated with weight gain via logistic regression. INSTI-containing ART was not significantly associated
with weight gain 23% in the logistic regression. Significant variables are shown in bold.

4. POPULATION BY ANNUALIZED WEIGHT CHANGE
Of the 3,468 patients, 30% had annualized weight gain 3%, 16% had weight loss 3%, and 54% had weight change <3%.

1. BACKGROUND AND AIMS

Weight gain during antiretroviral therapy (ART) is multifactorial and likely includes
demographic, viral, and treatment components. However, the specific risk factors and
magnitude are not well understood, especially after the initial treatment period. The
objectives of this study were to describe the demographic, clinical, and treatment
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other factors that may contribute to weight gain.
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“Other” includes less commonly used regimens.
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