The nucleoside analogues zidovudine, tenofovir alafenamide, and cladribine
induce EBV lytic gene expression without subsequent viral replication
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BACKGROUND AND LITERATURE METHODS

® Antiretroviral regimens containing nucleoside analogs have
been reported to induce prolonged remission in MS.

®* An early study (1988) showed that the
antiretroviral nucleoside analog zidovudine
(AZT) directly inhibits lytic DNA replication

OBJECTIVE: To determine whether nucleoside analogs other
than AZT have anti-EBV effects, we tested 8 nucleoside analogs
licensed for the treatment of HIV (NRTIs), 3 anti-herpesviral drugs
(AHVs), and cladribine, a drug licensed for the treatment of MS.
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