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Abstract Viral Dynamics Model predicting Effects in Humans

Immunotherapy is a promising approach to prevent or control HIV re- Mechanistic mathematical models are a well-established tool for charac- To fit the m(?del to viral rebound k'net'C§ In each a.nlmal ?”d evaluate potential Non-human primate studies are conducted with the hope that outcomes in this
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with therapeutic vaccination or broadly neutralizing antibodies, in SIV- reactivation (Fig. 2, 3). ature. We tested for treatment effects of immunotherapy (TLR7, Vac, Ab) and baseline differences in rebound. First we calibrated our model to HIV rebound,
or SHIV-infected macaques. To quantify rebound kinetics and the effects timing of ART Initiation (early vs late) on each parameter, using a combined using data from 70 patiens undergoing ART interruption (ACTG5024, 5068,
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. N C - : TR _ nformation Criterion. - an -infected animals were fit separately. | o _ _
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tivation events and used a formula to transform it into a to go into the model SIV SHIV Hiohl oxt-d dent ¢ of TLR7 bound kinetics |
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