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HIVGKO enables direct identification of both productively and latently
HIV-infected cells. In this study, we deep sequenced CAGE tags in non-infected and latently and
productively infected cells and compared their transcriptional profiles. We detected 31 down
regulated genes in latently infected cells compared to those of noninfected cells. Among these, SPP1
and APOE were downregulated in latently infected cells. SPP1 or APOE knockdown in Jurkat T cells
increased susceptibility to HIVGKO infection, suggesting that they have antiviral properties.
Components of the mTOR pathway were significantly up regulated in productively infected cells,
suggesting that mTOR pathway activity plays a role in establishing the latent reservoir. These
findings indicate that HIV entry and integration do not trigger unique transcriptional responses
when infection becomes latent and that T cells cannot recognize the integrated HIV genome when
infection remains latent.
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