A homeostatic model for CD4 count recovery in HIV-infected
children starting antiretroviral therapy
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2. Faster T-cell death, faster activation to divide and lower thymic output are all candidate causes for incomplete T-cell
reconstitution in children.
. Children starting ART at older ages have higher thymic output, relative to expected level in a healthy child.

. We found correlations between random effects and markers of T-cell activation and division, suggesting that between-child
differences in recovery are related to altered T-cell homeostasis.
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