Factors Associated With a Lack of Viral Suppression in Chronic HBV (CHB) Patients After 8 Years of Treatment
With Tenofovir Alafenamide (TAF) or Tenofovir Disoproxil Fumarate (TDF) Followed by TAF Treatment
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— Representative patient examples of HBV DNA and ALT profiles over 384 weeks are
provided in the following figures

» Treatment responses (biochemical and serological) were lower in patients with HBV DNA
229 |[U/mL at week 384
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