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 cAMP agonism results in inhibition of HIV latency reversal and viral expression in
CD4+ T cells and microglia.

 cAMP agonism prevents the initial establishment of HIV latency.

 cAMP modulators can be explored in HIV cure strateqgies.
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cAMP agonism blocks NF-kB-mediated Forskolin inhibits HIV latency reversal. Forskolin treatment resulted in a dose-dependent
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