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OBJECTIVE

* To evaluate if PWH with chronic myeloid leukemia (CML)
on treatment with antiretrovirals (ART) and tyrosine

kinase inhibitors (TKI) develop cell populations with R d d ' ' ' PWH
high antiviral capacity that may explain the reduced e uce reserVOIr Slze In
reservolir size observed in these individuals.

treated with ART and TKI may be
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* These cell populations may have been stimulated by the presence of cancerous cells, so
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these results have to be confirmed in clinical trials with PWH without CML. @ The Universityof Utah
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