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BACKGROUND Adenosine receptor 3 (A3) agonist NECA does not
. . induce HIV silencing iMGT/HIV
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recognized as a guardian molecule with many protective

functions in and out of the brain. For example, HIV
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(known as CD73). We hypothesized that under HIV-
induced inflammatory conditions in the brain,

extracellular ATP/adenosine would increase, and it
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* Our studies were performed using PSC-derived

astrocytes (IA), neurons (IN), microglia IMG, and the
immortalized microglia cell line HC69, a clone latently

HIV replication is reduced in the presence of A3
agonist (NECA) in iA+ iIMG/HIV (AD8) cocultures
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	Adenosine receptor 3 agonist NECA potently reduces HIV-1 replication in microglia cells.

