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Tenofovir (TFV) is an acyclic nucleoside reverse transcriptase inhibitor (NRTI) that forms a major The figure below illustrates the results of a structure-activity-relationship (SAR) study to 4 1.18 99.5 84
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Phosphatidylcholine TXL CYP450 2D6 ICso = 20.0 uM 2 CYP450 2D6 ICs, = 2.39 UM 2 mg/kg) of TFV prodrug using 90:10 olive oil: EtOH as a venhicle. Levels of prodrug and TFV as
However, like tenofovir disoproxil fumarate (TDF) and tenofovir alafenamide (TAF), which are C:g“'-‘_“ﬂ:f“;ﬂrﬁf':g';';" cYvas o fﬁqﬂ Hi;”‘ the metabolite were quantified using LC-MS/MS. The results of this study are shown below.
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limited due to considerable metabolism by the liver, namely by CYP450-mediated w-oxidation at -
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- The in vitro and in vivo results herein serve as a proof-of-concept that supports the hypothesis
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