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/ Background \

Nucleot(s)ide analogues (NA) are the most widely used antiviral treatments for chronic hepatitis B virus (HBV) infection, targeting viral reverse

transcriptase (RT) to inhibit viral replication (1). However, NAs are not curative and therefore require long-term administration in most cases, with a
risk of selecting resistance associated mutations (RAMs) (2). Tenofovir (TFV) is a nucleotide analogue formulated as either tenofovir disoproxil
fumarate (TDF) or tenofovir alafenamide (TAF). There is a high genetic barrier to the selection of tenofovir (TFV) resistance, but the distribution and
clinical significance of TFV resistance remain poorly understood. We here present assimilated evidence for the evidence for TFV RAMs with the aim

@ cataloguing and characterising mutations that are likely to be of most clinical significance. /
/ Methodology \
We carried out a systematic literature search in PubMed and Scopus using PRISMA 708 arficles retrieved e e

criteria (fig1) to identify relevant papers describing clinical or laboratory evidence of
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associated with persistent viraemia on TFV therapy.
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Fig 3: Mutations associated with tenofovir resistance in HBV, identified from a
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/ References \ / Discussion \

represent sites with same amino acid when comparing HIV and HBV RT after alignment and have tenofovir
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